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Editorial:
Mass Casualty Management and Emergency Care System (E M S)
Hikmat A.R.Hatam, FRCS.

A characteristic of the EMS is
the mechanism by which sudden
increasing demands on one local
system are met by shifting resources
from less involved areas to the scene of
the demand. A common term for the
process by which resources are
temporarily loaned to the system being
taxed by emergency demands is
“mutual aid “. In this manner, peak
emergency care demands are often met
by use of shared facilities or
temporarily borrowed resources from
systems in neighboring areas.
EMS systems are triggered
locally several times a year and
therefore planning and operations are
kept current through repeated use.
The plan for managing victims
of disasters should be built around an
existing EMS system. Since detection,
notification and primary dispatch of
rescue teams and on-site early care are
all part of the EMS, it is the prehospital component of EMS that will
commonly provide hospitals with their
initial notification and assessment of
the scope and nature of the disaster.
Experience in handling large
numbers of injured patients is
relatively limited only to those who
involved in Iraq, Iran conflict and
much of the accumulated experience
has been military rather than civilian. It
is unlikely that we will ever have much
carefully controlled data on which to
base our management of this type of
problem.
Primary care consists mainly of
basic life support (BLS) measures
together with such advanced life

Supports (ALS) measures as may be
necessary. (These are usually devoted
to airway and ventilation factors,
control of hemorrhage, anti-shock
treatment
and
preparation
for
transportation).
Principles of Disaster Management
Advance Planning
The most important and
generally agreed – upon principles that
have emerged from the experience of
the medical profession in handling
disasters is the need for realistic
advance planning. In spite of the
importance and wide acceptance of this
principles, there has been less
thoughtful planning for handling mass
casualties than there should Shaft an
summarizes this well in stating that
most description of civilian disasters
are concerned with implementation of
hospital disaster plans and casualty
care after the patient reaches the
hospital triage area .
In many cases central medical
authority cannot be designated
effectively in time for any important
decisions to be made. Obviously,
criteria for such decision making
should have been discussed in planning
sessions with representative of all
involved personnel (fire and police
departments, medical planners and the
support and mutual aid agencies
commonly utilized, including nearby
military recourses).
Disasters may range from
episodes of violence in an urban
setting, in which scope of the
occurrence is relatively easy to define,
to the large acts of nature with
disruption of communication and
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transportation over wide geographical
areas.
Disasters may be natural
(floods, earth quakes, windstorms,
large fires, volcano eruptions) or man –
made (transportation explosion, fire,
riot and civil unrest, war). There are
many proponents of planning and
exercises designed to meet the needs of
the hospital involved in a disaster. So
many organizations would be involved
in such an exercise that the
undertaking would be difficult and
expensive.
It is obviously difficult to
develop plans that will be suitable for
the limitless type and magnitude of
disasters that may occur. Some
disasters cause a general disruption in
a community and others are localized
to a building or two. There are certain
features that are sufficiently common
to enough different types and sizes of
disasters to justify the effort involved
in planning. By definition in mass
casualty situations the demands always
exceed the capacities of the personnel
and facilities.
The purpose of advanced
planning is therefore to establish a
system that will assure the optimal
utilization of personnel and facilities
for the particular situation.
Casualty predictability
As previously stated, the key to
effective handling of disaster situations
is realistic advance planning.
Use of effective maneuvers
A third principle is that certain
maneuvers that are economical of
personnel, facilities and time may
produce a decrease in mortality, early
morbidity and long-term functional
loss. More Sophisticated techniques
that require the prolonged services of
highly trained individuals using
complex equipment and many supplies
though extremely valuable in ordinary
practice, may not be a wise investment
of resources in handling large numbers

of injured people in a brief period of
time.
Treatment modifications
This principle is that the way in
which we handle specific types of
injuries in ordinary practice must often
be modified when we are dealing with
casualties from a disaster this shift in
thinking and action is extremely
difficult for many physicians to make
unaware of the modifications that must
be made in a mass casualty situation
are likely to continue to utilize
conventional techniques in such a
situation unless there is forceful
direction from those in charge in a
mass casualty situation are likely to
continue to utilize conventional
techniques in such a situation unless
there is forceful direction from those in
charge.
Teamwork
This brings us to a fourth
principle
of
mass
casualty
management: teamwork. In ordinary
practice each physician is accustomed
to working in a more or less
independent capacity. The effective
management of large numbers of
casualties in a short time demands a
totally different or organizational
structure. There must be someone in
charge, in the person of the disaster
plan director, who by experience and
training is capable of giving orders,
and other must be able and willing to
have control as close to absolute
authority as is seen in medical practice.
Philosophical Approach
Special attention should be
given to the readjustment of thinkingliterally of philosophy- that is
necessary if the best possible results
are to be obtained from the medical
care of disaster victims. The physician
is ordinarily committed to the highest
quality of care for his individual
patient. When a hospital is flooded
with tremendous numbers of seriously
injured
individuals,
an
abrupt
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modification of this philosophy is
essential. For example, certain
individuals will arrive at the hospital in
such condition that, under the disaster
circumstances, there is no hope of
salvaging them, though had they
arrived in isolated circumstances,
aggressive treatment might have
permitted their survival. In the disaster
situation we have no reasonable choice
but to regard these individuals as
hopelessly injured and to turn the bulk
of our efforts to those less seriously
wounded.
Disaster Planning for the Hospital
A key feature of the hospital
management of disasters is the
provision of separate space for triage,
stabilization, major surgery, minor
surgery
and
recovery.
Special
provision should be made for
supplying space for waiting families of
disaster victims, for the handling of the
dead and for accommodation of
representative of communication of
representatives of communications
media. The integration of these
facilities, the provision of adequate
resources and staff and mobilization of
a disaster plan require finely tuned
coordination. Such coordination can be
achieved only if the plan is exercised at
regular intervals through disaster drills.
Surgery in Most hospitals, the
major surgery area will be the main set
of operating rooms in disasters. Ample
numbers of surgical staff, anesthesia
staff and nursing staff must be
provided and a plan must be at hand
for orderly addition of staff as needed.
A minor surgery area (and possibly a
special fracture area) should be
provided so that patients need not
remain for definitive care in the
stabilization area and so that patients at
the same time will not overload the
major surgical area. The minor surgery
are must be supervised by an
experienced individual who can
maintain a steady flow of patients. It is

imperative to note that here, as
elsewhere in the handling of disasters
victims, it may be necessary to
compromise the highest quality of care
in the name of efficiency.
Recovery Area Plans must
provide for the easy evacuation of
regular hospital patients from areas
normally used for recovery or for
intensive care to provide large open
areas for recovering disaster victims.
Intensive care unit personnel
must constantly be aware of patients
who could be moved out if a need
should arise suddenly.
It is particularly important that
an appropriate individual have the
authority to make decisions about
patient moving and that a crisis of
authority not be allowed to arise that
would be superimposed on the crisis
imposed by the disaster itself.
Logistics
The key feature in coordination
of hospital disaster efforts is successful
communication
among
those
responsible for resources. In order to
coordinate the various resources and
facilities, an information system
manned by trained personnel must
provide
the
communication
s
connection. A single individual should
be in charge of coordinating disaster
resources and facilities.
The disaster control center
should include representative of the
medical
staff,
nursing
staff,
administration, materials management,
security, public affairs and support
services. Specific communication
support should be provided. The
individual in the control center must
have the authority to call in staff from
outside.
Drills
As indicated earlier the
effective coordinating of facilities,
resources and manpower requires both
planning
and
practice.
It
is
commonplace that the requisite
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disaster drills are given little attention
beyond that necessary to comply with
external standards. Complex problems
that may arise to challenge key
coordinating staff in an actual disaster
are not covered in many drills.
Triage
The classification of patients into
categories is critical in determining the
success in handling a disaster. These
categories may include patients who
need immediate stabilization, those
who can proceed to definitive care and
those with relatively minor injuries.
Physicians performing such triage
must be experienced in the care of
trauma patients and sensitive to
unusual clinical problems. It is
imperative that this task not be
relegated to junior staff or house
officers. The triage area must be
capable of expansion to accommodate
all patients that may be brought to a
given hospital. Since triage is best
performed at the entry point to the
hospital the emergency department
should have been planned to serve this
purpose. Ideally, the registration and
waiting areas should be capable of
conversion to triage.
The details of patient sorting
will, of course, depend upon the
particular circumstances. Patients
arriving at the hospital may be
classified into one of four major
categories by the triage officer. These
are:
I. Patients with minimal injuries who
will do well on self-care or “buddy”
care. Medicolegal responsibility makes
it necessary not only to allow any
patient to register if he desires but also
to provide “medically trained”
personnel to render care. This holds
true for the disaster situation and may
make the self-care or “buddy” system
not feasible and force these patients to
be grouped with category II patients
II. Patients whose injuries are less
trivial and will require medical

attention but are not of a serious
nature; these patients will not require
intensive care.
III.Patients whose injuries will require
major medical attentions. This group
may be subdivided into the following.
A.
Require early operation
1Immediate
2After an interval
B.
Do not require operation or
operation will be performed only later in
their course.
IV.
Patients who are either dead on
arrival or so hopelessly wounded that
under the circumstances of disaster
there is no reasonable chance of saving
them.
In some disaster situations , the patient
flow may be so great that initially
triage should be made according to the
most basic classifications, i.e., (A)
those who will live no matter what, (B)
those who will die no matter what and
(C) those whose survival depends upon
early critical care. It may be necessary
to have “tiered triage in which
category C patients are subdivided by
another team according to whether or
not there is need for surgery, and early
operation or delayed operation.
In Addition to sorting patients
into categories, the triage officer may
or may not be assigned two additional
responsibilities .The first is the
establishment of priorities among
Category III patients. In other words,
the triage officer may determine which
patients most urgently need surgical
attention, blood transfusions and other
care.
The
other
responsibility
sometimes as signed to triage officers
is the institution of certain measures of
immediate care such as the relief of
airway obstruction and the control of
hemorrhage. If it is elected to assign to
the triage officer the responsibility of
priority of determination for Category
III patients or the responsibility for
execution of some immediate care
measures.
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Patient Identification and RecordKeeping
System that serves to identify
patients in a disaster situation should
be different from the hospital routine
in several respects. A system such as
D1, D2, D3, would identify the disaster
victim as being such. Later permanent
hospital numbers could be assigned so
that disaster numbers could be used
again.
Patient Care Categories
Patients in each category
should be cared for in a separate
location. The segregation of patients
on this basis, which in ordinary
hospital practice is called progressive
patient care, is properly the most
efficient means of handling large
numbers of causalities in a brief period
of time with limited resources.
Category I – Minimal Care. Almost
no medical personnel are necessary to
handle patients in this category.
Category
IILight
Medical
Attention. Again , very little medical
expertise needs to be expended . The
principal duties to be carried out are
perhaps the administration of tetanus
shots, the application of light dressing
and other chores that can safely be
performed by medical students.
Category
III-Major
Medical
Attention. It is this category that will
utilize most of the personnel,
equipment and supplies. The specific
organizational structure of Category III
care is best determined by the
individual hospital on the basis of its
particular resources. The designation
of a senior person to supervise this
large portion of the mass casualty
management is probably advisable in
most hospital.
Patients who require early
operation treatment must, if priority
has not already been determined by the
triage officer, be sorted with respect to
the urgency of operative intervention.

The decision regarding the timing of
operation will, of course, depend in
large measure upon the nature and size
of the disaster- several patients with
moderately severe head injuries may
require decompression quite early. On
the other hand, in the event of a major
catastrophe with hundreds of soft –
tissue injuries to be cared for by a few
surgeons, the talents may be much
better utilized in the performance of 30
or 40 wound debridements than in the
performance of three or four cranial
decompressions. It is probably
desirable for a relatively high- ranking
member of the surgical staff to serve as
a deputy disaster plan director in
change of Category III patients. His
major responsibility is to keep the
workload reasonably well distributed
among the personnel caring for these
patients. Those with the greatest
expertise and leadership ability should
be utilized to fill the position of
disaster plan director.
Category IV- Hopelessly injured a
D. O. A. The emotional difficulty –
involved in classifying these patients
and the importances of assigning some
patients who arrive at the hospital alive
to this category have already been
discussed. Patients in Category IV
should be made as comfortable as
possible with the facilities at hand. A
few nurses equipped with drugs can
ordinarily do this.
Conclusion
Optimal medical care in
disasters of all sizes and types is
dependent upon realistic advance
planning by the community and its
hospitals. The type of catastrophe that
will occur in a particular community
cannot be anticipated, but planning can
assure that when a disaster occurs,
appropriate individuals will be in a
position to deal effectively with the
specific problems that arise. The fact
that planning cannot be complete is no
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justification for the absence of
preparation. The integration of hospital
disaster planning to the regional EMS
plan is essential for realistic
preparedness in the event of a real
disaster.
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ONE-YEAR (PATIENT AND RENAL ALLOGRAFT) SURVIVAL
FOLLOWING RENAL TRANSPLANTATION
Ausama S. A. Muhsin1 FIBMS, Usama S. Alnasiri1 FRCS,
Usama N. Rifat2 FRCS, FACS

Abstract
Background: Renal transplantation offers a realistic
therapeutic option to patients with end-stage renal
disease (ESRD).
Objective: To evaluate one- year (patient and renal
allograft) survival and comparing age and HLAmatching results as possible risk factors.
Methods: Fifty (50) patients underwent renal
transplantation in the renal transplantation unit of
Surgical Specialties Hospital-Baghdad from September
2000 to October 2002. None had diabetes mellitus or
clinical evidence of symptomatic cardiac disease. All
the transplanted kidneys were from living donors.
Direct matching between the serum of recipient and
lymphocytes of the donor was negative. HLA class I
matching was performed. Recipients were followed for
one year following renal transplantation clinically and
by regular laboratory tests. Ultrasound and color
Doppler examinations were performed when there was
evidence of decreased urinary output, allograft
dysfunction, or clinical suspicion of rejection. Graft
nephrectomy, when needed, was done in the same
center.
Results: Thirty-nine patients (78%) continued their
lives one year following renal transplantation while

1

Introduction
Renal transplantation can restore
patients with end-stage renal disease (ESRD)
to nearly normal health. Regardless of
whether the treatment modality is dialysis or

1
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eleven patients (22%) died during the first year
following renal transplantation, due to cardiovascular
complications and sepsis. Death following renal
transplantation was compared with age and HLAmatching as possible risk factors. The comparison was
not statistically significant. In thirty-eight patients
(76%) the transplanted kidney was functioning
normally after one year from renal transplantation.
Twelve (12) patients (24%) needed graft nephrectomy
on the basis of clinical picture of acute rejection aided
by conventional sonographic and color Doppler
examinations. Acute rejection was not confirmed by
histopathological examination prior to graft
nephrectomy.
Conclusions: Cardiovascular disease is common in
renal transplant recipients and is a major cause of
mortality in this population followed by sepsis. Age of
recipient and HLA- matching results were not
correlated to the one-year recipient mortality.
Key words: Acute rejection, cardiovascular diseases, oneyear survival, renal transplantation.
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transplantation, the major causes of death are,
in order, heart disease, sepsis, and stroke1.
It has been known for some time that
cardiovascular mortality and morbidity are
higher in renal transplantation than in the
general population2. There is an approximate
10-fold higher incidence of cardiovascular
mortality in renal transplant recipients than
equivalent patients without renal disease. In
contrast, when one considers all patients with
ESRD, cardiovascular mortality is lower in
transplant recipients than patients on
maintenance
hemodialysis.
Kasiske3
examined a large cohort of renal transplant
7
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recipients and found that, in a broad sense,
traditional factors such as lipids, HgbA1C,
and diabetes mellitus were associated with
cardiac morbidity and mortality in a similar
quantitative manner as in the general
population.
An often-overlooked phenomenon in
renal transplant recipients is cardiomyopathy,
which in this population is thought to be
multifactorial. Once again, the incidence of
cardiomyopathy is significantly less in renal
transplant recipients (10%) compared with
patients
on
maintenance
dialysis.
Unfortunately, several commonly used
immunosuppressive drugs interfere with the
cardiovascular system.
One year graft survival rates are
reported to be 80% for mismatched cadaveric
renal grafts, 90% for non-identical living
related grafts and 95% for human lymphocyte
antigen-identical grafts4. A variety of medical
and surgical catastrophes can occur following
renal transplantation which compromise graft
outcome. Technical failures, infections, and
recurrence of the disease for which the
transplant was performed are among the
problems occasionally encountered in these
patients. However, except for transplants
performed between identical twins, transplant
rejection continues to be the most important
contributor to graft loss.
The aim of the study is to evaluate
one- year (patient and renal allograft) survival
and comparing age and HLA-matching results
as possible risk factors and under the difficult
circumstances of sanctions.
Patients & Methods
From September 2000 to October
2002,
50
patients
underwent
renal
transplantation in the renal transplant unit of
Surgical Specialties Hospital, Baghdad. The
recipients and their potential donors were
evaluated prior to transplantation. None was
shown to have diabetes mellitus or clinical
evidence of symptomatic cardiac disease. All
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transplanted kidneys were from living donors
(LDs).
Recipients and their potential donors
were ABO compatible. Direct matching was
negative. HLA-matching class I only was
performed as class II was not available. Panel
reactive antibodies (PRA) test was performed.
Recipients with less than 30 per cent reaction
were chosen.
The hot ischemia time was ranging
between 4-14 minutes. The cold ischemia
time was ranging between 60-180 minutes. In
(45) patients (90%) arterial anastomosis was
to the external iliac artery (according to the
surgeon's preference), while in (5) patients
(10%) the anastomosis was to the internal
iliac artery. The renal vein was anastomosed
to the external iliac vein. The arterial
anastomosis was done in an interrupted
fashion, while the venous one was
continuous. Extravesical technique for
ureteroneocystostomy was used. Triple
immunosuppressive therapy that consisted of
cyclosporine, corticosteroids and azathioprine
was used. Newer agents were not available.
Data collection
The recipients were followed for one
year clinically and biochemically. Renal
allograft dysfunction was defined as a
persistent/or progressive elevation of serum
creatinine. Conventional sonographic and
color Doppler examinations were performed
when there was clinical evidence of decreased
urinary output, and/or laboratory findings of
graft dysfunction.
Statistical analysis
Data were tabulated in a mean (±SD),
number and percentage. Association between
different variables was measured by using
Fisher’s exact test. P value < 0.05 was
considered as statistically significant.
Results
Fifty patients aged (15-62) years; with
a mean age (34.46 ± 12.4) years underwent
renal transplantation. They were (35) males
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(70%) and (15) females (30%). Thirty-nine
patients (78%) continued their lives one year
following renal transplantation while eleven
patients (22%) died during the first year
following renal transplantation, due to
cardiovascular complications and sepsis.
Cardiothoracic
complications
were
responsible for death of (7) patients (63.63%).
Two of them died (they were 46 years
and 25years) due to cardiac arrest in the
immediate 24-hour period. No autopsy could
be performed so the real cause of death could
not be verified. Two patients developed acute
rejection and after failure of anti-rejection
medical therapy, graft nephrectomy was done
and they were returned to hemodialysis but

later died due to acute pulmonary edema. The
remaining three patients died due to
respiratory failure secondary to chest
infection. Sepsis was responsible for death in
(4) patients (36.36% of cases). One developed
disseminated pulmonary tuberculosis. The
other three had septic shock leading to death.
Table (1) shows the causes of death
among recipients of transplanted kidney.
Death following renal transplantation was
compared with recipients' age and HLA
matching as possible risk factors. The
comparison was not statistically significant.
Table (2) and table (3) show the correlation
between death and both HLA matching and
recipients' age respectively.

Table 1: Causes of death among recipients of transplanted kidney
Cause of death
Cardiopulmonary complication (s)

(n=11)
7 (63.63%)

Sepsis

4 (36.36%)

Table 2: Donor- recipient HLA class I – matching and recipients' death
One-year
recipients' fate *
Death

Less than one haplotype
(n=20)
4

Survival
* P value not significant
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One haplotype
(n=30)
7

Total
(n=50)
11 (22%)

23

39 (78%)
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Table 3: Age and recipients' death *
Age (years)

Dead
(n=11)

Survived
(n=39)

Total
(n=50)

10-19
20-29
30-39
40-49
50-59
60-69

1
2
0
6
1
1

4
13
12
5
5
0

5 (10%)
15 (30%)
12 (24%)
11 (22%)
6 (12%)
1 (2%)

% of death & graft
nephrectomy

Thirty-three
patients
(68.75%)
developed renal allograft dysfunction, which
ranged from mild reversible dysfunction to
severe deterioration that necessitated graft
nephrectomy. After one year from renal
transplantation the transplanted kidney was
functioning normally in thirty-eight patients
(76%) while twelve (12) patients (24%)
needed graft nephrectomy on the basis of

clinical picture of acute rejection aided by
laboratory, conventional sonographic and
color Doppler examinations. The diagnosis of
acute rejection was confirmed by biopsy in
two patients. Figure (1) illustrates the monthly
percentage of deaths and renal allograft
nephrectomy during the first year following
renal transplantation.

100
90
80
70
60
50
40
30
20
10
0

Dead patients
Graft nephrectomy

1

2

3

4

5

6

7

8

9 10 11 12

Months

Figure 1: Monthly percentage of recipients' death and renal allograft nephrectomy

Discussion
Transplantation has revolutionized
treatment of end- stage renal disease (ESRD)
by proving more cost effective than
hemodialysis, with a lower morbidity and
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improved quality of life. Both patient
mortality and graft loss were excessive prior
to 1970, reflecting the limitations of
immunosuppressive therapy available at the
time. As immunosuppressive therapy was
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refined, patient survival improved. This was
due to a decrease in the frequency of lifethreatening infections. Currently, a 6-month
patient survival of 95% is achievable at most
centers, despite the fact that criteria for
recipient selection have been liberalized to
include older individuals and patients with
systemic illnesses such as diabetes mellitus5.
Other Registries now report 2-year patient
survival exceeding 90% for HLA identical
matches, and 85-90% for cadaveric and
living-related non-HLA identical transplants68
.
Since cardiovascular disease (CVD) is
the main cause of death in renal transplant
recipients, optimal control of cardiovascular
risk factors is essential in the long-term
management of these patients9. Evidence is
very suggestive that pre-transplant screening
for CVD, treatment of hypertension, the use
of low-dose aspirin, and smoking cessation
will also help to reduce the incidence of posttransplant CVD. Less compelling are data
suggesting that intensive glucose control in
diabetics will safely decrease the incidence of
CVD. Although there is little evidence that
treatment of erythrocytosis will reduce CVD,
hematocrits above 55% to 60% should
probably be treated to prevent venous
thrombosis.
Vitamins
for
reducing
homocysteine, antioxidant vitamins, and
prophylaxis for potentially atherogenic
infections are therapies that warrant additional
study3.
An attempt was made to evaluate the
effectiveness of the clinical history and
current screening techniques available in
predicting post-transplant coronary artery
disease and also to assess the role of coronary
angiography as a pre-transplant screening
technique. The conclusion was that clinical
history and electrocardiogram (ECG) results
are good, practical and low-cost screening
methods, and that exercise stress testing and
echocardiography were found to be of limited
value. Coronary angiography is appropriate in
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certain high-risk groups but not necessary as
part of screening in all potential renal
transplant recipients10.
The first renal transplantation in Iraq
was performed in 1973. Renal transplantation
surgery started in the Medical City in 1985.
Several social and ethical issues of such
surgical procedure were encountered.
In this study thirty-nine patients (78%)
continued their lives one year following renal
transplantation while eleven patients (22%)
died during the first year following renal
transplantation, due to cardiovascular
complications and sepsis.
Although
recipients did not have symptoms or
otherwise clear clinical evidence of diabetes
mellitus or active cardiac disease, two of
them died due to cardiac arrest in the
immediate 24-hour period raising a question
of anesthetic protocol during surgery or
whether any further preoperative work up was
needed. In our study Age of recipient and
HLA-matching results were not proved to be
correlated to the one-year recipient mortality.
Cardiovascular disease is common
among renal transplant recipients and is a
major cause of mortality in this population.
Calcineurin inhibitors such as cyclosporin,
although minimizing early acute rejection, are
responsible for considerable nephrotoxicity,
leading to progressive renal dysfunction and
graft loss. The recent introduction of nonnephrotoxic immunosuppressants offers the
possibility of improved renal function posttransplantation.
After
one
year
from
renal
transplantation the transplanted kidney was
functioning normally in thirty-eight patients
(76%) while twelve (12) patients (24%)
needed graft nephrectomy on the basis of
clinical picture of acute rejection aided by
laboratory, conventional sonographic and
color Doppler examinations. The diagnosis of
acute rejection was confirmed by biopsy in
two patients.
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The
indications
for
allograft
nephrectomy are to remove a symptomatic
irreversibly rejected kidney and, in the case of
a chronically rejected asymptomatic graft, to
withdraw immunosuppression and to prevent
the development of anti-HLA antibodies that
could delay or prevent a subsequent
transplantation1.
In a previous study (42%) of nonfunctioning renal transplants required removal
at some time. Graft failure due to acute or
early acute rejection invariably necessitated
removal. The recommendation was that
transplant nephrectomy is reserved for the
symptomatic cases11.
Our figures of one-year patient and
graft survival are less than the standard
international figures. This study was
undertaken while the country was under
sanctions12, 13. We were short of many
appliances, anesthetic drugs, antibiotics, anti
sera, immunosuppressive drugs and kidney
perfusion solutions. HLA class II was and still
is not available. It was a hard decision to
continue working with limited success or to
give up. We hope that with a better supply of
required drugs and equipment the results will
pick up.
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BACTERIAL INFECTIONS IN NEONATAL UNIT IN TRIPOLI
MEDICAL CENTER, LIBYA
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Abstract
Background: Infection is a frequent and important
cause of morbidity and mortality in the neonatal
period.
Objective: This work was carried out to investigate
the prevalence of bacterial infection and the
frequency of different pathogens among newborns
admitted to the Neonatal Intensive Care Unit (NICU)
at Tripoli Medical Center (TMC), Libya.
Methods: The case records of all neonates admitted
to the NICU of TMC, Libya for the period Sept.
1996 through August 1997, inclusive, were reviewed.
Blood and/or CSF cultures were used to establish the
diagnosis of bacterial infection. The admissions were
categorized as sterile and unsterile.
Results: A total of 1123 newborns were admitted to
NICU over the period of the study, 129 (11.5%) of
them were proved to be bacterially infected, 10.6%
and 24% of the sterile and unsterile admissions,
respectively, had bacterial infection. Blood culture

was positive in 115 (10.2%) of the admitted
newborns, while CSF culture was positive in 24
(2.1%) of them. Gram-negative bacteria were the
predominantly isolated bacteria. Serratia spp. was
isolated from 38.3% and 50% of blood and CSF
cultures, respectively. Klebsilla pneumoniae was
isolated from about 25% of both blood and CSF
cultures. Coagulase negative staphylococcus (CONS)
was isolated from 11.3% of blood cultures.
Conclusion: It can be concluded from this study that
neonatal infection is still a problem facing the
country and there is a need for study of bacterial
colonization of anogenital tract of Libyan pregnant
women and its relation to neonatal infections .
Key words: neonatal infection, gram-negative bacteria,
Libya
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Introduction
Infection is a frequent and important
cause of morbidity and mortality in the
neonatal period. Infections affect neonates
either
through
transplacental
haematogenous vertical transmission or
exposure to infectious diseases in the
community1, 2. The frequency of different
pathogens varies between geographical
areas and should be defined in each setting35
.
This work was carried out to
investigate the prevalence of bacterial
infection and the frequency of different
1
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Pathogens among newborns admitted to the
Neonatal Intensive Care Unit (NICU) at
Tripoli Medical Center (TMC), Libya.
Materials and Methods
The case records of all neonates
admitted to the NICU of TMC, Libya for
the period Sept. 1996 through August 1997,
inclusive, were reviewed. Data regarding
date of admission, gestational age, birth
weight and laboratory results were
collected. Blood and/or CSF cultures were
used to establish the diagnosis of bacterial
infection.
The admissions were categorized as
sterile and unsterile. The sterile category
refers to neonates who delivered at TMC
and admitted to the NICU, while unsterile
category includes neonates who were
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delivered at home or others hospitals and
then admitted to the NICU.
Data analysis was carried out using
scientific package for social sciences
program (SPSS) for windows version 11.
Chi-square was used for comparison of
prevalence rates. P value less than 0.05 was
considered as statistically significant.

Results
A total of 1123 newborns were
admitted to NICU over the period of the
study, 129 (11.5%) of them were proved to
be bacterially infected, 10.6% and 24% of
the sterile and unsterile admissions,
respectively, had culture proven bacterial
infection. The difference between the two
rates is statistically significant (p < 0.05)
(Table 1).

Table 1 : Prevalence rates of neonatal bacterial infection
Type of admission

Total Number

Sterile
1048
Un Sterile
75
Total
1123
*
Blood and / or CSF culture positive (X 2 = 18.3, d.f. = 1, p < 0.05)
Blood culture was positive in 115
(10.2%) of the admitted newborns, while
CSF culture was positive in 24 (2.1%) of
them. Prematurity (gestational age less than
37 weeks) was reported in 49.3% of

Infected newborns*
No.
%
111
10.6.2006
18
24.0
129
11.5

newborns, while low birth weight (LBW)
was reported in 43% of newborns.
Microorganisms isolated from bacterially
infected newborns are shown in Table 2.

Table 2: Microorganisms isolated from blood and CSF cultures
Blood culture
Microorganism
Serratia species
Klebsilla pneumoniae
Enterobacter species
Coagulase negative
staphylococcus (CONS)
Staph. Epidermidis
Others
Total

No.
44
28
15
13

%
38.3
24.3
13.0
11.3

15
115

13.0
89.2

Gram- negative bacteria were the
predominantly isolated bacteria. Serratia
spp. was isolated from 38.3% and 50% of
blood and CSF cultures, respectively.
Klebsilla pneumoniae was isolated from
about 25% of both blood and CSF cultures.
Coagulase negative staphylococcus (CONS)
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CSF culture
Microorganism
Serratia species
Klebsilla pneumoniae
E. Coli
Acinetobacter species
Others

Total

No.
12
6
2
2
2

%
50.0
25.0
8.3
8.3
8.3

24

18.6

was isolated from 11.3% of blood cultures.
Figure 1 showed the monthly variations of
prevalence of bacterially infection among
sterile and unsterile admissions to the
NICU. Neonatal infection shows an increase
in the prevalence with time in both
admissions.
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Figure 1: Monthly variations of prevalence of bacterial infections among sterile and un
sterile admissions to NICU in TMC

Discussion
The prevalence of neonatal sepsis
varies with considerable fluctuation
overtime and geographical location, and
even from hospital to hospital. These
variations may be related to rates of
prematurely, low birth weight (LBW) 6, 7,
prenatal care 8, conduct of labor 9, and
environmental conditions 10.
This study revealed that 11.5% of
neonates admitted to the NICU had culture
proven bacterial sepsis of blood and / or
CSF culture; 10.2% had bacteraemia only.
Neonatal bacteraemia is estimated to occur
in 1-8 infant per 1000 live births in
developed countries 11. In developing world
neonatal sepsis is a greater problem, a rate
of 5-10% was reported in Malaysia 12 and a
rate of 6% of neonatal septicaemia was
reported in Saudi Arabia13. The relatively
high prevalence rate of neonatal sepsis
revealed by this study may be attributed to
the finding of high prevalence of
prematurity and LBW which in turn could
be due to the admission policy in TMC, as it
was a common practice to admit premature
and LBW neonates to the NICU. The risk of
infection is inversely related to gestational
age and birth weight 6,7.
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The finding that a significantly
higher percent of unsterile admission than
the sterile admission could be due to the fact
that unsterile deliveries, whether home
deliveries which are largely in hands of
untrained birth attendants or hospital
deliveries which are mostly in hands of
nurses or midwives in the district and
subdistrict hospitals; these deliveries
presumably conducted in poor hygienic
practices with increased risk of neonatal
infection during delivery or thereafter.
Nosocomial infection may account for large
proportion of both forms of neonatal
infections 7. Abdul Latif14, In Iraq reported a
significant association between neonatal
infection and type of delivery place and
birth attendant. A similar finding was
reported from India 15 and Bangladesh 16.
Several
investigators
reported
variations in the frequency of different
pathogens between geographical areas; the
bacterial pathogens affecting infant tend to
be those, which colonize the anogenital tract
of the mother. In Western and developed
countries, group B streptococci (GBS) has
emerged as the leading cause of neonatal
sepsis 3,17,18. The picture of neonatal

15

Bacterial infections in neonatal unit …. Al-Diwan et al
infection in the developing world is quite
different, gram- negative organisms still
predominate, as revealed by this study with
insignificance of GBS as a pathogen. This is
the picture in India 19,20, Pakistan 21. Sri
Lanka 22, Bangladesh 16 and Jordan 23. In
Saudi Arabia, also, many workers reported a
rate of GBS neonatal infection, although
some of them found a high rate of
colonization of anogenital tracts of pregnant
women with GBS 13,24–27. Coagulase
negative staphylococcus (CONS) which was
isolated from 11.3% of blood culture in this
study, and staphylococcus aureus seem to
emerge as important pathogens as these
developing countries implement modern
neonatal practices 13,20,25.
The increase in the prevalence rate
of infection among neonates with time may
reflect just a simple increase in admission
rate due to increased referral to this
specialized center, a relative deterioration in
the health services with time in the NICU
after its recent establishment in 1996, with
subsequent
increase
in
nosocomial
infections.
It can be concluded from this study
that neonatal infection is still a problem
facing the country and there is a need for
study of bacterial colonization of anogenital
tract of Libyan pregnant women and its
relation to neonatal infections.
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ELECTROCARDIOGRAPHIC STUDY ON THE SIGNIFICANCE OF
CHEST PAIN IN PATIENTS WITH ACUTE ASTHMATIC ATTACK
ZAIDAN K. AL-HERGANI FRCPI, FRCPG.

Abstract
Background: Patients with acute asthma are
usually presented with dyspnoea, wheezing and
cough, but some are presented with chest pain,
which is usually overlooked. The pain may be part
of the clinical features or due to associated
ischaemic heart disease.
Objective: To assess the origin of chest pain in
acute asthmatic patients.
Methods: Tow hundred patients with acute
asthmatic attacks were studied for their symptoms
and those with chest pain were especially selected
and studied by ECG with other investigations. ECG
was done on admission and repeated 48 hours later.
Results: Thirty cases out of the total 200 with
acute asthma were found to have chest pain [15%]
as alone or part of the clinical features. The cases
with chest pain were commoner in patients older

1

Than 50 years [80%]. ST depression and T wave
inversion were the most common abnormalities to be
found in cases with chest pain [67%]. After 48 hours
some of the ECG changes return back to normal and
the remaining cases with ECG changes were [40%]
which was considered as a substantial ischaemia.
Conclusion: It appears that chest pain occurring in
some of the acute asthmatic cases may be due to
ischaemia rather than only as a apart of the clinical
presentation and it is recommended to be investigated
by repeated ECG in all cases.
Key words: Asthma, Chest pain ,Ischaemic heart disease
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Introduction

Bronchial asthma is presented
usually with various clinical features
including dyspnoea, wheezing, chest
tightness, and cough and diagnosis can often
made quickly and accurately from the
patient description and complaints, but
sometimes difficulty arises to differentiate
between pain and tightness. Peak expiratory
flow rate measurement may be needed with
other investigations including eosinophils
count, chest x-ray, electrocardiography
[ECG], and specific mediators to confirm
the diagnosis and complications1.
Doctors cared for the management
of acute asthmatic patients have often faced
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Patients who complain of chest or epigastric
pain alone or with the association of other
Symptoms, which occur during or
after cessation of acute attack2.
The chest pain in acute asthmatic
attack is usually overlooked, because the
severity of other symptoms masks it3,
however chest pain as the presenting
symptom is seldom noted. Non-cardiac pain
is a common clinical problem in patients
with various respiratory diseases, but some
of these pains could be cardiac rather than
respiratory in origin4.
In this study of patients with acute
asthmatic attacks, a repeated ECG with
other investigations have been performed in
order to know the significance of chest pain
associated with, and whether it is part of the
clinical feature or an ischaemic anginal
pain.
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Patients and Methods
Tow hundred cases with acute
asthma were studied at casualty and as
inpatients regarding various symptoms
analysis during the period between 19982005 at Al-Karama Teaching Hospital, and
Al-Kindy Teaching Hospital in Baghdad
city. They were 110 female and 90 male
patients. Their age ranges between 15-70
year.
All
patients
had
an
ECG
examination on admission and another ECG
after 48 hours. Chest pain, dyspnoea, and

Tightness was recorded in studied
patients with other symptoms of asthma.
The chest pain varies in duration between
few minutes to many hours and was acute
and not recorded by the patients previously.
Results
Of the total 200 cases with acute
asthma, only 30 cases found to have chest
pain [15%] while most of them [85%] had
other symptoms but without chest pain.
Wheezing and tight chest were the most
predominant symptoms as shown in table 1.

Table 1: Clinical presentation of acute asthma causes (200cases)
Symptom
Wheezing
Tightness
Cough
Dyspneoa
Chest pain

No. /cases
190
190
120
60
30

There was no difference in the
clinical presentation between male and
female patients, but the cases with chest

Percentage
95
95
60
30
15

pain were seen in patients older than 504
year [80%] compared to younger age group
[20%] as seen in table 2.

Table 2: Age related chest pain in asthmatic patients
Age in years
> 50
<50
Total

No./chest pain cases
24
6
30 cases

The site of pain was retrosternal in
50% of cases while less frequent in other
chest areas as seen in table 3.
Interpretation of ECG changes
revealed that T wave inversion and ST
segment depression were the commonest
findings and was recorded in 12 cases
(40%). Only one patient with chest pain
found to have acute inferolateral myocardial
infarction. Four cases with ventricular
ectopic beats were found (13%) which were
unrelated to the T wave and ST segment
Iraqi Journal of Medical Sciences

Percentage
80
20
100

Changes. The T wave inversion and ST
segment depression were in 20 cases of the
total number of 30 cases with chest pain
(67%). The ECG findings are shown in table
4.
ECG was repeated after 48 hours of the
acute attack and it was found that 7 out of
12 T wave inversion and 5 out of 8 ST
segment depression returned back to normal
which means about 60% of the
abnormalities were disappeared. There was
no significant difference in ECG changes
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between male and female patients with

acute asthmatic attacks and chest pain.

Table 3: The site of chest pain in acute asthmatic patients
Site
Retrosternal
Left sided
Epigastric
Right sided
Total

No./ cases
15
8
4
3
30 cases

Percentage
50
27
13
10
100

Table 4: ECC changes in asthmatics with chest pain (30 cases )
ECG changes

No. of cases

Percentage

T inversion
ST depression
Ventricular ectopic beats
Myocardial infarction
Normal ECG
Total

12
8
4
1
5
30 cases

40
27
13
3
17
100

Discussion
Asthma is an extremely common
disorder and though most common before
the age of 25 years, it may develop at any
time throughout life. The worldwide
prevalence of asthma has increased more
than 40% since the late 1970. It is among
the most common reason to seek medical
treatment5.
The symptoms of asthma consist of a
triad of dyspnoea, cough and wheezing, the
last often being regarded as the sine qua
non. In its most typical form all these
symptoms coexist6.
Asthma is not a uniform disease but
rather abroad spectrum dynamic clinical
syndrome and the variable nature of
symptoms is a characteristic feature7. In this
study acute asthmatic patients with chest
pain were selected and studied for the
significance of their pain. The chest pain
was in 50% retrosternal. The other 50%
recorded sites of pain, were left sided,
epigastic and right sided. ECG on admission
revealed that 67% of abnormalities included
Iraqi Journal of Medical Sciences

T and ST segment but the repeat
ECG after 48 hours showed only 15% of
them persist and considered. Unfortunately
it was not possible to compare our ECG
changes to previous patients ECG because
they were unavailable.
As a substantial ischaemia which
were more evident in elder population. A
study was done by Karwat k. in 2002 on
asthmatic patients with and without chest
pain showed 18.9% of patients had ST-T
changes8. In comparison to this study which
showed only 10% ST-T changes in all
patients with and without pain and which
rises up to 67% in those specifically with
chest pain.
Out of the 30 cases with chest pain
in this study, one was found to have
myocardial
infarction,
which
was
confirmed, by ECG and cardiac enzymes. A
similar report by Rubinsztajn et al was
published on a 39 year old woman without
any previous history of heart disease9.
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Various studies regarding the cause
of death in asthma agreed that the top causes
of death were acute myocardial infarction,
ischaemic heart disease and heart failure and
this is explained by hypoxia and the adverse
effect of beta-agonist drugs with tachycardia
and hypokalaemia10, 11.
It is also reported that the use of
inhaled beta-agonists were associated with a
tow fold increased risk of primary cardiac
arrest among patients with asthma
especially when inhaled steroids were not
used12. In various studies of ECG in acute
asthma, many of the ECG changes have
been observed to disappear within hours
after initiation of effective asthma therapy,
but return of ECG to normal may be delayed
for up to 9 days13, 14.
The
effect
of
asthma
on
cardiovascular system has been appreciated
for decades. During normal inspiration there
is an increased venous return to the right
heart as intrathoracic pressure becomes
more negative15-17. In contrast maneuvers
that increase intrathoracic pressure such as
Valsalva may decrease venous return that
transiently decrease cardiac output and
systemic blood pressure and during acute
asthmatic exacerbation the interrelation
between ventilation and cardiovascular
function becomes much more complex with
flattening of the interventricular septum
interfering
with
ventricular
systolic
function18-20.
There are several factors that
predispose to myocardial damage including
hypoxia,vasospasm related to mediators
release and electrolytes disturbances and
dysarrhythmia associated with medications
used to treat asthma21,22.
Hypovolaemia
may
be
a
complication of asthma reflecting increased
insensible fluid losses from excessive
sweating or hyperventilation with decreased
fluid intake in severely dyspnoec patient and
the patient may become hypotensive during
acute exacerbation23. It is postulated that
dyspnoea associated with severe asthma
may mask the pain of myocardial ischaemia.
Other complications associated with acute
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asthma including metabolic acidosis,
hypoxaemia, vasospasm which may lead to
myocardial
contraction
bandnecrosis,circadian fluctuation in epinephrine
and cortisol level ,pulmonary hypertention,
increased intrathoracic pressure and left
ventricular afterload which may lead to
pulmonary oedema24.
It is concluded from all above that
chest pain associated with acute asthma
attacks may signify underlying ischaemic
episode which is usually missed and it is
recommended to consider chest pain in
acute asthmatic attack as an important
association and to be investigated carefully
to avoid cardiac complications in addition to
the complications of underlying acute
asthmatic episode.
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PLEURAL EFFUSION, ADENOSINE DEAMINASE (ADA) AND LACTATE
DEHYDROGENASE (LDH) ENZYMES LEVEL, CORRELATED WITH
CYTOLOGICAL EVALUATION.
F.A. Al-Rawi1 FICPath, N.J. Metib1 MBChB, Z. Talib2 PhD.

Abstract:
Background: Measurement of pleural fluid
adenosine
deaminase
(ADA)
and
Lactate
dehydrogenase (LDH) enzymes activity has gained
increasing popularity as a diagnostic test for
tuberculous and non-tuberculous pleuritis, especially
in countries where the prevalence of TB is high. It
carries a high sensitivity, inexpensive and easy.
Objective: To demonstrate the diagnostic value of
increased level of ADA and LDH in pleural effusion
correlated with the cytological, biochemical and
bacteriological assessment.
Methods: seventy-five patients presented with
pleural effusions were studied (53 males and 22
females) their mean age was 43.8 years. In all cases
after the clinical assessment, evaluation of the pleural
fluid was done and this included cytological exam
with biochemical tests (adenosine deaminase "ADA"
enzyme, lactate dehydrogenase "LDH", protein and
glucose level) and bacteriological tests (Gram stain,
and Ziehl-Neelsen stain).

Results: From the clinical data and lab tests, patients
were divided into six groups according to the
etiology of pleural effusion. Most (32 patients) were
tuberculous, malignant effusion13 patients, infection
10 cases, heart failure 8 cases, idiopathic effusion 6
cases and miscellaneous 6 cases. Significant
difference was found in ADA level in different
effusions (P<0.005). Highest value of ADA was in
TB effusions (the mean was 76.6 u/l), compared to
malignant effusions (the mean was 32.4 u/l) and less
values in other effusions. LDH highest value was in
malignant and TB effusions (mean 321.1 and 314u/l
respectively).
Conclusion: Increased ADA levels in TB effusions
can be used to differentiate tuberculous from nontuberculous effusions. And high LDH levels were
useful in confirmation malignant effusions.
Keywords: ADA, Pleural effusion, TB.
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Introduction
Measurement of pleural fluid ADA
activity has gained increasing popularity as
a diagnostic test for tuberculous pleuritis
since 1978, especially in countries where
the prevalence of TB is high. It carries a
high sensitivity (90-100%), inexpensive and
easy to measure1, 2. ADA is an enzyme of
purine
catabolism,
which
catalyzes
deoxyadenosine
and
adenosine
to
deoxyinosine and inosine and ammonia.
High level of ADA is available in activated
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CD4+ T-lymphocytes, therefore ADA
considered as a marker of cell mediated
Immunity and play a role in maturation of
monocytes to macrophages 3-5.
It has been reported that TB pleural
effusion has significantly higher ADA level
than other non-tuberculous effusion, and in
the latter is seldom exceeded the diagnostic
cut off for TB effusion 6-8. Moreover no
significant correlation between activities of
ADA in pleural fluid and serum was
observed.9. This indicates that ADA is being
locally synthesized by cells within the
pleural cavity in these diseases (local cell
mediated immune response) 9, 10 ADA
expresses the sum of two isoenzymes ADA1
and ADA2. ADA1 is ubiquitous in all cells
including lymphocytes and monocytes,
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where as ADA2 is found mainly in
monocytes11-13.
ADA in TB pleuritis increases at the
expense of ADA2 because it produces by
monocytes and that the ADA1/ADA total
activity ratio improves performance in terms
of sensitivity, specificity, and accuracy. But
this procedure is highly elaborate 3-5, 11-13.
Studies on this enzyme show wide range of
cut-off values (from 25u/l to 70u/l) 3-5,8,9.
Two possible causes in the variation
of cut-off values were suggested. The first is
related to the method of ADA activity
estimation, which is either colorimetric or
spectrophotometric method 8. The second
source of discrepancy is related to the
characteristics of the population studied in
each case, considering areas with a high
incidence of both HIV and TB infection..
Further studies show that ADA is
independent of HIV serology 1,2,6,7.
ADA level of more than 33u/l
considered diagnostic for TB effusion, the
sensitivity raised to 100%, the specificity to
95%, and the accuracy to 96% 9. Others
reported that ADA above 70u/l is highly
suggestive of tuberculous effusion, whereas
level below 40u/l rules out this diagnosis 3-7.
Cytology is an important test for diagnosing
malignant cells in pleural effusion with
overall accuracy 50-90%, increases by
submission of a second specimen and or
combined cytology and pleural biopsy 14,15.
Acid fast smears are positive in less than
20% of tuberculous effusions and cultures
are positive in 67%, but culture combined
with histological examination establish the
diagnosis in about 95% of tuberculous
pleuritis 6,16. The aim of this study is to
demonstrate the diagnostic value of
increased level of ADA in the tuberculous
effusion with the application of cytological,
biochemical and bacteriological tests. .
Ideally the workup of a pleural effusion
begins with classification of fluid into either
transudate or exudates according to Light et
al criteria (1972) 17.
Patients & Methods
This prospective study was carried out
during the period from December 2003 to
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June 2004 in Dept of Pathology and
Medical Research Center in College of
Medicine Al-Nahrin University, and AlKadhemia Teaching Hospital in BaghdadIraq. Seventy-five patients with pleural
effusion (53 males and 22 females) their age
ranged from 6-79 years (mean=43.8 years)
were enrolled in this study. Detailed clinical
history, physical examination was done.
Pleural fluid specimens were
aspirated and submitted for cytological,
bacteriological (direct smears and culture)
and biochemical exam. Five smears for each
case were prepared from the sediment, 3
smears were fixed in 95% alcohol for 20
minutes and stained with H&E for
cytological exam and two air dried smears
one for gram stain and the second for ZiehlNeelsen stain. The supernatant of pleural
fluid were submitted for biochemical tests
(ADA enzyme level measured by
colorimetric method (Galanti and Guisti
method) 17 and the cutoff value used in this
study was 33u/l, LDH activity was
measured according to Wroblewski and
Ladue method 18 total protein was
determined by Biuret method 18 and Glucose
was measured by enzyme colorimetric
method 18.
Total and differential cell count of
pleural fluid was done by dilution of 0.4ml
of fluid with 0.4ml of glacial acetic acid
using counting chamber for calculation and
differentiation. The results were analyzed by
appropriate computer soft ware program
(SPSS 10.0).
Results
From the clinical data, and lab tests,
patients were divided into six groups
according to the etiology of pleural effusion.
Tuberculous (TB) effusion 32 cases,
malignant effusion13 cases, infection 10
cases, heart failure 8 cases, idiopathic
effusion (no specific etiology demonstrated)
6 cases and miscellaneous (include uremia,
connective tissue disorders, and other rare
causes of pleural effusion) 6 cases. All TB
effusions, malignant effusions and infection
cases were exudates. (Table 1).
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Table 1: Levels of Different Parameters in Transudates and Exudates.
Effusion type
Transudate (n =20)
Exudate (n = 55)

ADA U/L
mean±SD
11.9±9.2
55.4±45.9

LDH U/L
mean±SD
174.6±23.9
301.5±70.6

TB effusions (n=32); Form 43% of
the cases of idiopathic pleural effusion.
Twenty three cases were left sided
effusions, and 9 were right sided. The mean
ADA value was 76.7u/l, in 30 cases (93.7%)
exceeded the cutoff value (33u/l) and only 2
cases (6.3%) were below the cutoff value.

Protein gm/L
mean±SD
21.2±7.5
43.8±9.6

Glucose mol/L
mean±SD
5.3±1.7
2.1±1.1

Ziehl Neelsen stain was positive in two
smears (6.3%). Cytological smears and cell
count revealed moderate-severe chronic
inflammatory reaction with paucity of
mesothelial cells. LDH, mean value was
314.2u/l. (Table-2).

Table 2: Mean Age of Patients and Levels of Different Parameters in the Pleural Fluid of the studied
groups
Diagnosis
(Cause of pleural
effusion)
Idiopathic*
(N=6)
Infection**
(N=10)

Years

Age

ADA U/L
mean±SD

LDH U/L
mean±SD

57.2

14.9±10.6
21.1±14.3
2 cases > 33U/L
8 cases < 33U/L
76.7±41.1
30 cases > 33U/L
2 cases < 33U/L

36.7

TB
(N=32)

32.4

Heart failure
(N=8)

63.6

Malignancy
(N=13

60.8

Miscellaneous***
(N=6)

39.5

177.2±16.2

Protein
gm/L
mean±SD
24.0±7.7

Glucose
mmol/L
mean±SD
4.5±2.0

Cell
count/ccm
816.7±1075.5

279.8±42.4

38.5±4.6

2.6±1.2

3650.0±2848.5

314.2±69.7

43.7±8.6

2.1±.9

171.9±16.0

27.1±5.8

4.9±1.7

3218.8±2232.2
Lymphocytes
form 98% of
the cells.
1137.5±1627.2

321.1±60.2

50.5±11.3

1.6±.9

2007.7±1651.0

165.3±11.8

16.5±7.8

6.0±1.3

366.7±310.9

24.8±17.8
32.4±51.3
3 cases > 33U/L
10 cases < 33U/L
6.7±5.9

*Undiagnosed conditions inspite of all possible clinical and lab tests. **Non-specific infection.
*** Include nephrotic syndrome, celiac disease, liver cirrhosis, hypothyroidism & connective
tissue disorders.
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Malignant effusions (n=13); Form
17% of the cases. ADA was below the
cutoff value in (77%) 10 cases and only in 3
cases (23%) were above the cutoff value
(Table 2). Five were right sided, 6 were left
and 2 were bilateral effusions. Cytological
smears were positive in 7 cases (53.8%) and
negative in 6 (46.2%). Nine cases were
metastatic
adenocarcinoma,
3
were
squamous cell carcinoma, and one small cell
lung carcinoma. LDH, mean values were
321.1u/l. (Table-2). Details of other tests
and other effusions are listed in table 2.
Discussion
Evaluation of pleural effusion
usually
includes
complete
clinical
assessment, radiographic studies lab tests of
pleural fluid and pleural biopsy. However
following these procedures approximately
20% of patients still has undiagnosed
conditions 19. Current study shows marginal
significant correlation between final
diagnosis and age of the patients, but not
with the side of effusion. Highest level of
ADA activity in this study was measured in
tuberculous effusions.
Cutoff value of ADA was 33u/l gave
93.7% sensitivity, 86.1% specificity and
89.3% accuracy. These results were
comparable with other studies [20,21]. The
relationship between ADA and final
diagnosis was significant (P<0.005). Only
two TB effusions (out of 32) showed ADA
below the cutoff value and 3 malignant
effusions (out of 13) showed ADA level
above the cutoff value. The high ADA level
correspond to an increase in CD4+ Tlymphocytes as in TB effusion, while its
low level correlated with a higher
percentage of CD8+ T lymphocytes and a
fall in the CD4+ T lymphocytes as
neoplastic effusions 20 Talib Z. et.al. 2001,
showed sensitivity and specificity of 83%
and 70% respectively 21. Determination of
individual ADA isoenzymes ADA1 and
ADA2 could help in distinguishing various
causes of increased ADA activity 4, 5.
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High LDH associated with increased
lactic acid production from polymorph
leukocytes and activated lymphocytes[22]
Pleural fluid LDH activity has been used to
discriminate malignant from non-malignant
effusions21, 22. In this study the exudative
effusions have relatively higher level of
LDH than transudate, which is in agreement
with other studies 23, 24. And it was
characteristically high
in
malignant
effusions and nearly all-benign effusions
have low LDH values.
The cytological examination and
evaluation of cells in effusions can be
difficult, as in interpretation of long
standing transudate effusions characterized
by accumulation of few enlarged
mesothelial cells, an erroneous false positive
diagnosis of cancer can be made 14,15. While
in tuberculous effusions, the differential
diagnosis from lymphoma and leukemia
depending on the high proportion of mature
lymphocytes with paucity of mesothelial
cells, the latter is attributed to deposition of
fibrin on the pleural surface, either sealing
off or destroying it6, 7. A further difficulty
was in evaluating the accuracy of neoplastic
effusions cytology. It is obvious that no
single cellular structural changes are
diagnostic by itself, a combination of
several abnormalities is necessary for
accurate diagnosis. In the current study no
false positive results was recorded. The
sensitivity, specificity and accuracy of
cytological diagnosis was 53%, 100% and
72% respectively. Other workers 14, 19,
also obtained similar accuracy rate.
Acid-fast bacilli detection by Ziehl
Nelseen stain was positive in only two
smears of TB cases, similar percentages
reported by other studies. TB effusion is
usually
the
result
of
delayed
hypersensitivity reaction to the protein of
mycobacterium and the actual bacterial load
in the pleural space is low 6, 7, 16.
In conclusion increased ADA levels
in TB effusions may reflect highly local cell
mediated immune activity in these patients
and can be used to differentiate tuberculous
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and non-tuberculous effusions. The LDH,
protein and glucose level were useful in
separation of exudative and Transudate
pleural effusions.
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BLEEDING AND THROMBOSIS IN PATIENTS WITH CHRONIC
MYELOGENOUS LEUKEMIA
Saad Sh Mansour1 FRCPath, Raad J Musa1 FICMS,
Wakas F Al-Sammerai2 MSc.
Abstract
Backgroud: There is considerable variation in the
incidence of bleeding and thrombotic complications
noted among patients with myeloproliferative
disorders (cMPDs).
Objective: To explore the rate of thrombotic and
hemorrhagic complications in cMPD and to identify
parameters that might be associated with these
complications.
Methods: Fourty five patients with various entities
of cMPDs were enrolled in this study, which was
conducted from January, 2003 to July, 2004 and
involves three medical centers in Baghdad.
Additionally, 25 apparently healthy individuals were
included as control group. The patients and healthy
subjects were submitted for the following
investigations; (plasma fibrinogen concentration,
factor VIII:C, factor VII:Ag, plasma factor X:Ag
and plasma D-Dimers.

Results: The total rate of haemostatic complications
among cMPD patients was 20 %. These
complications was significantly associated with
increasing patients' ages (P=0.005) and inversely
correlated with the disease duration (r =-315,
P<0.05). Factor VII:Ag level was found to be
significantly lower in CML patients in comparison to
control (P=0.001). Concerning the plasma factor
VIII: C, FX:Ag levels and plasma D-Dimer, no
association was found between any of these three
parameters
and
the
occurrence
of
thrombohaemorrhagic complications.
Conclusion: Bleeding and thrombosis are frequent
complications in patients with cMPD.
Keywords: bleeding, thrombosis, chronic myelogenous
leukemia.
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Introduction
The chronic myelogenous leukemia
is clonal neoplastic diseases of the bone
marrow 1.Bleeding and thrombosis have
been recognized as major causes of
morbidity and mortality 2. Moreover, there
is considerable variation in the incidence of
bleeding and thrombotic complications
noted among different series3, 4. However,
the aim of this study is to explore the rate of
thrombotic and haemorrhagic complications
in patients with various entities of chronic
myelogenous
leukemia
to
identify
parameters that may be associated and/ or
predictive for the occurrence of these
haemostatic complications in those patients.
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Materials& Methods
Forty five patients with various
entities of chronic myeloproliferative
disorders (cMPD) were studied and
collected from three medical centers in
Baghdad:
AL-Kadhimiya
Teaching
Hospital,
the
National
Center
of
Hematology/AL-Mustansiriya University,
and Baghdad teaching hospital. Patients
who were on drugs that may affect
haemostatic parameters; and those with
pregnancy, chronic liver disease, chronic
renal failure, and active infection were
excluded from the study.
Six patients (4 with CML, 1 with
PRV, and 1 with ET) were not receiving any
treatment (newly diagnosed). Thirty-nine
patients (32 with CML, 5 with PRV, and 2
with IMF) were on treatment.
Additionally,
25
sex-matched
apparently healthy subjects of comparable
age (13 men and 12 women) with a mean

28

Bleeding and thrombosis in patients with CML …. Mansour et al
age (± SD) 41.4 years (range between 24
and 66 years) were enrolled in this series as
a control group. The patients and healthy
subjects were submitted for the following
investigations;
(plasma
fibrinogen
concentration by clotting method of Clauss)
5
, plasma factor VIII: C (FVIII:C) level by
activated partial thromboplastin time (aPTT)
based assay6, plasma factor VII:Ag
(FVII:Ag)7 and plasma factor X:Ag
(FX:Ag)8 levels by enzyme linked
immunosorbent assay (ELISA), and plasma
D-Dimers
determonation
by
latex
agglutination test 9.

activity, between study groups was a tested
by ANOVA and Student's t-test.
Results
Fourty five patients with various
entities of cMPD were enrolled in the
present study; thirty-six patients had CML;
six patients had PV; two patients had IMF;
and one patient had ET. The mean age
(±SD) of cMPD patients was 41.35±10.9
years (range between 19 and 65 years).
Twenty-four males and 21 females with a
male: female ratio (M: F = 1.1: 1). A group
of 25 apparently healthy subjects were
enrolled in the current study; there were 13
men and 12 women, with male: female ratio
(M: F = 1.1: 1). The mean age (±SD) of the
control group was 42.2±12.0 years.
Descriptions of clinical and laboratory
characteristics in the different study groups
are listed in Table 1.

Statistical analysis:
Statistical analyses were done using SPSS
version 7.5computer software (Statistical
Package for Social Sciences). The statistical
significance of the difference in mean of
age, fibrinogen concentration, FVIII: C
activity, FVII:Ag activity, and FX:Ag

Table 1: Description of clinical and laboratory characteristics in the different study
groups

Range
Mean±SD
Range
Mean±SD
Range
Mean±SD

Control
n=25
24-66
42.2±12.0
.
.
1.8-4.2
2.7±0.7

Study groups
CML
PRV
n=36
n=6
24-60
40-65
39.1±7.6
53.0±8.8
0.1-3.0
0.1-5.0
1.5±0.8
2.0±2.1
1.8-5.5
2.3-3.9
3.6±1.0
3.1±0.6

Range
Mean±SD
Range
Median
Mean±SD
Range
Median
Mean±SD

63-100
78.2±9.1
75-105
95
90.6±8.8
75-110
95
94.8±11.0

60-110
81.2±12.6
60-97
80
82.3±10.0
85-105
95
93.9±6.5

Characteristics
Age (Years)
Disease duration
(Years)

Plasma
fibrinogen
Conc. (g/L)
Plasma factor
FVIII:C (%)
Plasma factor
FVII:Ag (%)
Plasma factor
FX:Ag (%)

70-95
82.5±10.4
75-92
85
85.3±5.9
70-105
95
91.7±12.5

P value*
(IMF and ET)
n=3
19-61
45.0±22.7
0.1-1.5
0.9±0.7
2.6-3.9
3.2±0.7
80-105
90.0±13.2
80-90
85
85.0±5.0
95-105
95
98.3±5.8

0.024*
0.477*
0.003*
0.332*
0.011*
0.735*

* Test of significance for difference in mean by ANOVA, ** Test of significance for difference in
median by Kruskal wallis test.
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Hemorrhagic complications were
observed in 5 out of 45 patients (11.1%),
while thrombotic complications occurred in
4 out of 45 patients (8.9%). The total rate of
occurrence
of
thrombohaemorrhagic
complications was (20%). In addition, there

were fewer complications in CML group
(5.6 %) than in other cMPD groups
(77.8 %), with statistical significance (2test, P<0.001)(Table 2).

Table 2: Occurrence rate of thrombohaemorrhagic complications in the different cMPD groups
Classification of cMPD patients by
clinical evidence of
coagulation
derrangement

No.
2
0
34
2

Bleeding
Thrombosis
Asymptomatic
Symptomatic patients*

cMPD groups
(PRV, IMF,
ET)
n=9
No.
%
3
33.3
4
44.4
2
22.2
7
77.8

CML
n=36
%
5.6
0
94.4
5.6

Total
n=45
No.
5
4
36
9

%
11.1
8.9
80
20

P value
2-test

0.04
0.001
0.001
0.001

*Symptomatic patients; total number of patients with haemostatic complications.

The rate of these complications was
83.3 % in PV group and 66.7% in (IMF and
ET) group without significant difference
between these two groups (P=1), However,
it was significantly higher in these two
groups as compared to CML group
(P<0.001, and P=0.02), respectively.

The occurrence rates of thrombohaemorrhagic
complications
were
significantly associated with increasing age
trend
(P=0.005)(Table-3)
and
these
complications were directly correlated with
age (r =0.469, P<0.01) and were inversely
correlated with the disease duration (r=-315,
p<0.05).

Table 3: The rate of having disturbed haemostasis (bleeding/ thrombosis) in cMPD
patients by certain clinical parameters
Parameters

Age group (years)
<30
30-39
40-49
50+
Gender
Female
Male

Disturbed hemostasis (bleeding/thrombosis)
Negative
Positive
Total
Asymptomatic
Symptomatic
No.
%
No.
%
No.
%

P value
2-test

0.005
4
14
15
3

80
100
88.2
33.3

1
0
2
6

20
0
11.8
66.7

5
14
17
9

100
100
100
100

17
19

81
79.2

4
5

19
20.8

21
24

100
100

ns

ns= non significant
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The mean plasma fibrinogen concentration
in CML group was significantly higher
than control group (P<0.001) (Table 1). But
the differences between other cMPD groups
and control were insignificant (P>0.05).
However the mean plasma fibrinogen
concentration (±SD) in patients with
disturbed haemostasis was insignificantly
different
in
comparison
with
the
asymptomatic group of patients (P=0.732).
The difference in mean FVIII: C level
among these four groups was insignificant
(P=0.332).
The mean plasma FVII:Ag levels
(±SD) in
patients
with
disturbed
haemostasis
(81.9±9.9%)
was
insignificantly different from asymptomatic
patients (83.1±9.2%), (P=0.728). The mean
plasma FX:Ag (±SD) levels in patients with
disturbed haemostasis (95.6±11.6%) was
insignificantly different from asymptomatic
patients (93.5±6.1%), (P=0.463). The
difference in rate of positive plasma DDimers between patients with disturbed
haemostasis
and
those
who
are
asymptomatic was statistically insignificant
(P=0.5).
Discussion
Bleeding and thrombosis in cMPD
occur in varied patterns and incidence.
Schafer
et
al2
found
that
thrombohaemorrhagic complications occur
in about 60% of patients with cMPD. The
bleeding syndrome is more frequent than
thrombosis, accordingly, the former is most
frequent in IMF, while thrombotic
complications are most common in PV
patients 2,10.
In
CML,
disordered
haemostasis is rare 3. Besides, disorders of
the microcirculation are the most common
complaint in patients with ET 10.
Data presented in this series
revealed that the total rate of occurrence of
haemostatic complications in cMPD patients
was 20% (11.1% bleeding episodes, and
8.9% was thrombotic episodes). The
previous studies reported a wide range of
occurrence
rate
for
the
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thrombohaemorrhagic events in cMPD
patients. For examples, the total incidence
of haemostatic complications was 21% as
reported by Barbui et al11 while Schafer 2
mentioned a total incidence of 60%.
Bleeding events were observed in 33.3% of
patients with (IMF and ET) group, 33.3%
with PV, and only 5.6% in CML patients,
while, thrombotic events were most
common in PV patients (50%), followed by
(IMF and ET) group (33.3%), whereas,
CML patients did not experience thrombotic
complications. Accordingly, the occurrence
of haemostatic complications was most
frequent in PV (83.3%), and least frequent
in CML (5.6%), (P<0.001).
Data from various reports indicated
that
in
PV,
thromboembolic
and
haemorrhagic complications occur at rates
of 26-63 % and 16-35 %, respectively 12.
Therefore, these figures are comparable
with the rates of 50 % and 33.3 % observed
in the present study.
Increasing patients' ages were
regarded as an important risk factor for
cardiovascular events in cMPD patients
2,13,14
For example, in ECLAP study, the
incidence of cardiovascular complications
was much higher in patients aged more than
60 years or with a history of thrombosis
than in younger subjects with no history of
thrombosis 15 In agreement with these
reports,
the
occurrence
of
thrombohaemorrhagic complication was
significantly associated with increasing
patient age, so 66.7% of patients aged more
than
50
years
had
haemostatic
complications, while only 20% of those less
than 30 years age had haemostatic
complications (p=0.005). Moreover there
was significant correlation between age and
occurrence of these complications (r =0.469,
P<0.01).
Although, the clinical observations
revealed insignificant association between
the occurrence of haemostatic complication
and disease duration (P =0.454), there were
out
of
nine
patients
with
thrombohaemorrhagic complications, six
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(66,6%) were newly diagnosed (less than 3
months). As well, correlation study revealed
significant inverse correlation between
disease duration and the occurrence of these
complications (r=-315, P<0.05). These
observations be consistent with that of
Wehmeier et al 16 who reported that the rate
of bleeding and thrombosis was highest just
before and during the first months after
diagnosis and decline there after.
In this study the mean plasma
fibrinogen concentration in CML patients
were significantly higher as compared to
control subjects (2.7±0.7 g/L), (P<0.001).
While, the mean plasma fibrinogen
concentration
in
patients
with
thrombohaemorrhagic complications was
insignificantly different from asymptomatic
patients (P=0.732). These findings were in
agreement with Günay and Öztürk17 who
reported a significantly elevated plasma
fibrinogen level in PV (3.83 g/L), and CML
(3.73 g/L) patients, though, these elevations
were not related with the increased risk of
thrombotic episodes in cMPD patients.
Our data revealed that FVIII: C
level in cMPD patients were only slightly
but not significantly higher than the control
subjects (p>0.05). Also, there was
insignificant difference between patients
with disturbed haemostasis and those with
out complications (p=0.786). So the
alteration in FVIII: C level does not relate
with the occurrence of these complications
in cMPD patients. These results are similar
to previous reports by Günay and Öztürk17.
FVII:Ag level were significantly lower in
cMPD patients than the respective values in
the plasma of healthy subjects (p<0.001),
but there was no association with the
occurrence
of
thrombo-haemorrhagic
complications in cMPD patients (P=728).
Falanga et al found that FVIIt and
FVIIz parameters were higher in (30 %) of
ET patients than the respective values in the
plasma of healthy control subjects, although
the elevation in mean concentrations of
these two FVII parameters in ET was not
significant, but it indicates an increased in
vivo proteolysis of FVII in ET that is
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consistent with hypercoagulation state in
ET, and this may be a contributory factor
for the increased rates of thrombosis
associated with ET 18. Therefore, further
studies are required to elucidate the role of
this parameter in haemostatic complications
in cMPD patients.
Results in the current study
revealed that the FX:Ag level were within
the normal range. The mean FX:Ag level in
cMPD patients did not significantly differ
from that in healthy subjects (p>0.05). As
well, there was no association with the
occurrence of bleeding or thrombotic
complications in cMPD patients. Although,
there were no previous reports available
about the alteration of FX in the cMPD
disorders, results which obtained in the
present study might suggest that FX had
neither play an important role in the
pathogenesis
of
thrombohaemorrhagic
complications nor has a predictive value for
these complications in cMPD.
So, it is obvious that both FVII and
FX:Ag assay were of little help in the
exploration of part of the problem of
haemostasis in MPD. It may be suggested
that antigenic assay does not reflect a
qualitative alteration of these factors and
another factor parameters may be more
helpful (e.g., procoagulant activity).
Plasma D-Dimers are by products
of the coagulation reactions, liberated
during clotting activation, that provide a
biochemical tool for the definition of the
hypercoagulable state and are modulated by
therapy. In the current study only 3 (8.3 %)
patients (all within CML group) had
elevated
plasma
D-Dimer
level
(>0.05µg/ml). Moreover, there were
insignificant difference in the rate of
positive plasma for D-Dimer between
patients with disturbed haemostasis and
those who are asymptomatic (p=0.5).
Falanga et al, found a significantly elevated
D-Dimer level in PV compared with
controls 19, a finding that support a previous
observation of a hypercoagulable state in a
group of patients with ET 20. This difference
in results between the current study and
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these previous reports might result from a
different way of analysis used in these
studies (ELISA method) for measuring
plasma D-Dimer level.
Conclusion
1. Bleeding and thrombosis are frequent
complications in patients with cMPD. These
complications occur
`
in varied patterns, most commonly in PV,
but rarely in CML.
2. Plasma FVIII and plasma FX:Ag activity
may have no role in the pathogenesis of
haemostatic complications in cMPD. While
Plasma fibrinogen and plasma FVII:Ag
may play a limited role in the pathogenesis
of these complications in cMPD.
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COMPARISON OF BLOOD LEVELS OF ANTICHLAMYDIA
TRACHOMATIS ANTIBODIES AMONG MOTHERS AND THEIR
NEWBORN BABIES FOLLOWING NORMAL DELIVERIES VERSUS
MOTHERS AND NEWBORN BABIES FOLLOWING CESAREAN
SECTION
Enas Talib Abdul- Karim1 PhD, Nidhal Abdul-Muhymen 2PhD, Tara S. AlChrmawindi 3 MSc.

Abstract:
Background: A number of studies have
demonstrated that chlamydia trachomatis plays a
prominent role in disorders of the human
reproductive system.
Objective: This study was carried out to determine
antibody levels of Chlamydia trachomatis among
mothers with either normal deliveries or had
cesarean section and their newborn babies, and the
effect of various epidemiological, obstetric, and
medical factors on antibody levels among the
studied groups.
Method: Serum specimens from 166 women with
normal deliveries and their babies (group one) and
32 women with cesarean section and their babies
(group two), were screened for C. Trachomatis
antibodies by Micro ELISA method.
Result: C. Trachomatis infection rate was 24% and
20.5% among women and babies in-group one,

while it was 40.6%and 38.1% in-group two. History
of bleeding (significant negative correlation),
discharge and urinary tract
Infection (significant negative correlation) during
pregnancy, weight of newborn, had higher rate
among group two, while fever and anemia during
pregnancy, number of previous abortions were
higher among women in group one.
Conclusion: Chlamydia trachomatis infection rate
was higher among women and their babies
following cesarean section than among those with
normal delivery.

Introduction
Chlamydia trachomatis is an obligate
intracellular parasite that was once thought
to be a virus. It has discrete cell walls that
resemble Gram-negative bacteria and
responds to antibiotic therapy 1. The Center
for Disease Control (CDC) in Atlanta
estimates that 3 million people are infected
annually, with 75% of infected women

having few or no recognized symptom 2.
The increasing incidence of Chlamydia
infection in the community has been well
documented, along with an increase in
cases of neonatal Chlamydia 3. Prenatal
implications of Chlamydia infection for the
mother and newborn include associations
with ectopic pregnancy, spontaneous
abortion, preterm labor, ammionitis,
premature rupture of membranes, low birth
weight, prematurity, still birth, and
neonatal death 4. Women with Chlamydia
during pregnancy are also more likely to
develop intrapartum fever and or late onset
postpartum endometritis after vaginal
delivery 5. Vertical transmission of C.
trachomatis to the neonate occurs in
approximately 50% of cases4, maternal-
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infant transfer of this disease occurs in
approximately 23 to 70% of infants born to
infected mothers, there are also rare cases
of C. trachomatis infections in infants born
by cesarean section 4. For the newborn of
untreated mothers, inclusion conjunctivitis
occurs in 11%-44% of cases, and
pneumonia occurs in 11-20% of cases.
Furthermore, C.trachomatis in infancy has
also been associated with otitis media,
broncholitis, pharyngitis, rhinitis and
gastroenteritis 6.
Screening for C.trachomatis in pregnancy
is considered best practice internationally
for detecting and subsequently treating
Chlamydia infection in pregnant women,
and reducing the associated morbidity 7, 8.
This study was carried out to determine
antibody levels of C. trachomatis among
mothers with either normal deliveries or
had cesarean section and their babies, and
the effect of various epidemiological
factors on antibody levels among the
studied groups
Subjects and Method
A cross sectional study was designed in
which the study sample was divided into
two groups, group one included 166
mothers with normal vaginal deliveries and
their newborn babies, group two included
32 mothers delivered by cesarean section
and their babies. Data on the demographic
and socioeconomic status of the family,
medical and obstetric history of the mother
during pregnancy was obtained through
well-structured questionnaire form. Both
groups were collected from Al-Kadhimyia
teaching hospital during the period
December 2004- July 2005.
Blood samples obtained from both mothers
and babies to measure antichlamydia
trachomatis antibody levels via micro
ELISA technique.
Standardization procedures were carried
out for the antigen (Chlamydia antigen
from Virion), conjugate (Antihuman IgG
Fab specific, peroxidase conjugate, Sigma)
and antisera, and the optical dilutions were
found to be 1/10, 1/500 and 1/2
Iraqi Journal of Medical Sciences

respectively. ELISA test was used
following the WHO standard method 9
using the above antigen in proper
concentration for coating microwells as a
solid phase.
The antibody levels to C. trachomatis
(absolute optical density values) were
divided into the following groups 10.
 Negative: < 0.91
 Equivocal: 0.91- 1.09
 Positive: > 1.09
Analysis of data was done using SPSS
statistical program version10.0 to obtain
frequencies, percentages. t test of
significant was used. P value of ≤ 0.05
was considered significant
Result
Percentage of low level of antichlamydia
antibodies (< 0.91) was higher in the group
of mothers with normal delivery and their
newborn babies than with cesarean section
(76.0%, and 79.5% versus 59.4 and
71.9%), while it was the reverse for
antibody levels of more than 1.09 (12.0%
and12.0% versus 21.8% and 15.6%). There
were no significant differences between
mothers and their babies in the two groups
table 1.The study showed that history of
bleeding during pregnancy was positive in
4.2% of women in first group and 6.3% in
the second group, vaginal discharge and
fever during pregnancy were 5.4%, 6.6%
and 9.4%, 3.1% respectively. Urinary tract
infection during pregnancy shows higher
percentage (21.9%) among women with
cesarean section (group two) than those
with normal delivery (10.8%), anemia
during pregnancy was higher among
women in group one 24.7% than among
those in group two (12.5%). The study also
shows that 7.8% and 3.1% of babies have
weight < 2.5 kg among group of normal
delivery and cesarean section respectively
table 2.
History of urinary tract infection and
vaginal bleeding during pregnancy shows
negative and significant correlation with
Chlamydia antibody levels only in the
second group table 3.
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Table (1): Distribution of serum level of antichlamydia trachomatis antibodies among
group of mothers and their newborn babies following normal vaginal deliveries and
cesarean section
Antichlamydia
antibody
Mothers
< 0.91
0.91-1.09
> 1.09
Total
Babies
< 0.91
0.91-1.09
> 1.09
Total

Normal vaginal delivery
Frequency
Percent

Cesarean section
Frequency
Percent

Significant

126
20
20
166

76.0
12.0
12.0
100.0

19
6
7
32

59.4
18.8
21.8
100.0

Χ2 =3.77
DF= 4
P=

132
14
20
166

79.5
8.5
12.0
100.0

23
4
5
32

71.9
12.5
15.6
100.0

Χ2 =0.98
DF= 4
P=

Table (2): Distribution of sample of mothers following normal vaginal deliveries and
cesarean section according to some medical, obstetric problems and outcomes of
pregnancy
Variables

Age
<25
≥25
Bleeding\pregnancy
Yes
No
Total
Discharge\pregnancy
Yes
No
Total
Fever\pregnancy
Yes
No
Total
Number of previous
deliveries
0 pregnancy
1 -2
> 3.0
Total

Normal
deliveries
Freq Percent

Cesarean
section
Freq Percent

80
86

48.2
51.8

12
20

37.5
62.5

7
159
166

4.2
95.8
100.0

2
30
32

6.3
93.8
100.0

9
157
166
11
155
166
62
59
45
166

5.4
94.6
100.0
6.6
93.4
100.0
37.3
35.5
17.2
100.0

3
29
32
1
31
32
12
11
9
32
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9.4
90.6
100.0
3.1
96.9
100.0
37.5
34.4
28.1
100.0

Significant
Χ2 =9.79
DF= 1
P < 0.01
Χ2 =0.97
DF= 1
P > 0.05
Χ2 = 1.14
DF= 1
P > 0.05
Χ2 = 1.06
DF= 1
P > 0.05
Χ2 = 0.18
DF= 1
P > 0.05
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Number of previous
abortion
0 abortion
1 -2
3+
Total
URI \pregnancy
Yes
No
Total
HB g/dl
level\pregnancy
> 33
≤ 33
Total
Weight of newborn
≥ 2.5
< 2.5
Total
Gestational age
≥ 37 weeks
< 37 weeks
Total

138
18
10
166

18
148
166
41
125
166

83.2
10.8
6.0
100.0

10.8
89.2
100.0
24.7
75.3
100.0

23
8
1
32

7
25
32
4
28
32

71.9
25.0
3.1
100.0

21.9
78.1
100.0
12.5
87.5
100.0

153
13
166

92.2
7.8
100.0

31
1
32

96.9
3.1
100.0

151
15
166

91.0
9.0
100.0

32
---32

100.0
----100.0

Χ2 = 4.92
DF= 2
P < 0.05

Χ2 = 1.75
DF= 1
P > 0.05
Χ2 = 7.14
DF= 1
P < 0.01
Χ2 = 0.34
DF= 1
P > 0.05

---------

Table (3): Comparison result of correlation test using antichlamydia antibodies level
and different demographic, socioeconomic, medical and obstetrics problems among
mothers and their babies with normal deliveries and with cesarean section
Variables

Age\years
P. Correlation
Significant
Number
Residency
P. Correlation
Significant
Number
Mother\education
P. Correlation
Significant
Number
Crowding index
P. Correlation
Significant
Number
Bleeding\ pregnancy
P. Correlation
Significant

Normal deliveries
Mothers
Babies

Cesarean section
Mothers
Babies

.039
.621
166

.099
.203
166

.314
.080
32

.251
.166
32

- .014
.861
166

.015
.846
166

.179
.327
32

.108
.558
32

- .067
.389
166

-.117
.133
166

-.065
.725
32

-.036
.845
32

.098
.209
166

.161*
.039
166

.328
.066
32

.279
.121
32

-.022
.774

-.062
.427

-.353*
.048

-.423*
.016
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Number
Discharge \ pregnancy
P. Correlation
Significant
Number
Fever\Pregnancy
P. Correlation
Significant
Number
Number of previous
deliveries P. Correlation
Significant
Number
Number\abortion
P. Correlation
Significant
Number
UTI\pregnancy
P. Correlation
Significant
Number
Weight of newborn
P. Correlation
Significant
Number

166

166

32

32

.066
.396
166

.065
.404
166

.053
.775
32

-.035
.850
32

.058
.461
166

-.081
.300
166

.081
.658
32

.097
.598
32

.020
.801
166

.137
.078
166

-.315
.079
32

-.191
.295
32

.092
.237
166

.048
.542
166

.004
.981
32

-.083
.652
32

- .032
.681
166

-.035
.656
166

-.643**
.000
32

-.470**
.007
32

-.127
.103
166

-.136
.081
166

-.179
.326
166

-.145
.427
32

Discussion
Chlamydia trachomatis infection showed
higher rate of infection and higher levels of
antibody titers among women and their
newborn babies in group two than those in
group one. Popovich DM et al 1 2004
suggested that perinatal transmission
usually occurs via vaginal delivery, but
infection can also occur secondary to
ruptured
fetal
membrane,
directly
contaminated the infant’s nasopharynx and
lungs, there also cases of C. Trachomatis
infection in infants born by cesarean
section. The finding in the present study
could possibly be due to obstetric problems
and early rupture of membrane that lead to
performance of cesarean section in the
studied group, further studies is needed to
confer this finding and a larger group of
pregnant women in labor is needed.
The finding of increase percentage of
women with history of vaginal bleeding,
discharge and urinary tract infection during
pregnancy (significant correlation for
Iraqi Journal of Medical Sciences

vaginal bleeding and UTI) among women
exposed to cesarean section than those
with normal vaginal delivery agreed with
the study done in USA and published by
the American Social Health Association 11.
Babies born with low birth weight (<2.5
kg) represented 7.8% of babies in group
one and 9.0% of them were born before 37
weeks of gestation, C. trachomatis
infection has been associated with
intrauterine growth
restriction
and
12, 13
prematurity
, this percentage was less
among babies of mothers with cesarean
section, this possibly explained by the fact
that the number of women in group two
was small. A study done in Hungary found
that Chlamydia infection was a significant
predictor of low birth weight 14. The
finding of no significant association
between weights of newborn with
Chlamydia trachomatis infection is in
agreement with some studies 15, 16, and
disagreed with other studies 12, 17, 18.
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Conclusion
and
recommendation:
Chlamydia trachomatis infection rate was
higher among women and their babies
following cesarean section than among
those with normal delivery, the antibody
levels show significant and negative
correlation with history of bleeding and
UTI during pregnancy. These finding
highlight the need for a routine antibody
testing of C. Trachomatis, treatment of
women during pregnancy and also
advocating for newborn assessment and
treatment to reduce the significant, yet
preventable morbidity associated with C.
Trachomatis infection in both mothers and
neonates.
References
1. Popovich DM, McAlhany A. Practitioner care
and screening guidelines for infants born to
Chlamydia-positive mothers. NBIN. 2004. 4 (1):
51-55
2. Centers for Disease Control and Prevention.
Sexually
transmitted
diseases
treatment
guidelines. Mortality and Morbidity Weekly
Report (MMWR) 2002; 51: 1-80
3. McIIraith
J,
Chlamydiathe
young
adults’epidemic. NZ Fam Physician.2003; 30:
416-419.
4. Tiller CM. Chlamydia trachomatis during
pregnancy: implications and impact on perinatal
and neonatal outcomes. J Obstet Gynecol
Neonatal Nurs. 2002; 31: 93-98.
5. Lawton B, Rose S, Bromhead C, Brown S,
MacDonald J, Shepherd J.Rate of Chlamydia
trachomatis testing and Chlamydia infection in
pregnant women. The New Zealand Medical
Journal. 2004. 117 (1194): 1-7
6. Davies HD. Screening for Chlamydia infection.
Canadian Task Force on periodic Health
Examination. Canadian Guide to Clinical
Preventative Health Care. Ottawa: Health
Canada; 1994.p732-42.
7. Centers for Disease Control and Prevention.
Sexually
transmitted
diseases
treatment
guidelines. 2002. MMWR; 51 (6): 1.
8. Stary A. European guideline for the
management of Chlamydia infection. Int J STD
AIDS. 2001; 12: 30-33
9. World Health Organization. Direct ELISA as a
secondary test for assaying the potency of
vaccines containing tetanus toxoid in: Manual of
laboratory Methods for testing of vaccine used in
the WHO expanded Programme of immunization.
Geneva; WHO, 1997; Publication NO. WHO/
VSQ/ 97.04.

Iraqi Journal of Medical Sciences

10. Chlamydia antibodies, IgG. Laboratory
Corporation of America ® Holdings and LexiComp Inc. 2003
11. “Chlamydia: Learn about STIs/STDs”. 26
January 2006. American Social Health Association.
1999-2006.www.ashastd.org/learn/learn Chlamydia
12. Anonymous. Association of Chlamydia
trachomatis and Mycoplasma hominis with
intrauterine growth retardation and preterm
delivery. The John Hopkins study of Cervicitis and
adverse pregnancy outcome. American Journal of
Epidemiology 1989; 129: 1247-1257.
13. Andrews WW, Goldenberg RL, Mercer B,
Iams J, Meis P, Moawad A, Das A, Vandorsten JP,
Caritis SN, Thurnau G, Miodovnik M, Roberts J, &
McNellis D. The preterm prediction study:
association of second- trimester genitourinary
Chlamydia infection with subsequent spontaneous
preterm birth. American Journal of Obstetrics &
Gynecology 2000; 183: 662- 868.
14. Nyari T, Woodward M, Meszarros G, Karsal J,
& Kovacs L. Chlamydia trachomatis infection and
the risk of perinatal mortality in Hungary. Journal
of Perinatal Medicine 2000; 29: 55-59.
15. French LF, McGregor JA, Draper D, Parker R,
& Mcfree J. Gestational bleeding, bacterial
vaginosis and common reproductive tract infection:
risk for preterm birth and benefit of treatment.
Obstetric & Gynecology. 1999. 93: 715-724.
16. Ville Y, Carroll SG, Watt P, Ward ME, &
Nicolaides KH. Chlamydia trachomatis infection in
prelabour amniorrhexis. British Journal of
Obstetrics and Gynecology 1997; 104: 1091-1093.
17. Gencay M, Koskiniemi M, Saikku P,
Puolakkainnen M, Raivio K, Koskela P, & Vaheri
A. Chlamydia trachomatis seropositivity during
pregnancy
is
associated
with
perinatal
complications. Clinical infectious Diseases 1995;
21: 424-426.
18. Kovacs L, Nagy E, Berbik I, Meszaros G,
Deak J, & Nyari T. The frequency and the role of
Chlamydia trachomatis infection in premature
labor. International Journal of Gynecology and
obstetrics 1998; 62: 47-54.

39

Serum Magnesium Level in Chronic Asthma In pediatrics
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Abstract :
Background: Asthma in Latin means difficult
breathing; it's the most common chronic illness in
children. Asthma defined as reversible airway
obstruction due to hyper- reactivity of the airways,
and its still raising a lot of concern regarding
mortality and morbidity, which are still increasing
regardless of the advance of management.
The Serum level of Magnesium (Mg) in
asthmatics & if any variation from normal children
is the subject of this study.
Aim: Aim of the study is to measure the serum
level of Mg in asthmatics with different degrees of
severity & compare it to normal children.
Patients and method: A total number of 100
patients subjected to study, 50 asthmatics patients
& 50 controls patients.

Introduction
Asthma in Latin means difficult
breathing & it is also known as reactive
airway disease. Asthma is the most
frequent admitting diagnosis in children
hospitals result in 5-8 lost school days
/yr/child 1.
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Assessment of asthmatics attacks & measurement
of serum Mg for the cases & measurement of serum
level of magnesium for the non-asthmatics controls.
Results: The results show that there is lower serum
Mg in asthmatics than the control group but no
significant correlation to severity of asthma.
Conclusion: Serum magnesium is important
element to look for in asthma hence the low serum
level compare to other children, which may help in
management.
Key words: asthma, magnesium, and severity
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Asthma defined as reversible
airway obstruction due to hyper- reactivity
of the airway 1. It's the most common
chronic disease in childhood. Both small
(<2mm) and large (>2mm)
Airways involved to varying
degree in this hyper reactivity. 2.
The prevalence, morbidity and
mortality of asthma have increased during
the last two decades, without specific
causes 3.
Airway obstruction in asthma is due
to bronchoconstruction, hypersecretion of
mucous and mucosal edema due to
inflammatory cells. Various allergic and
non-specific stimuli and wide variation of
factors can cause bronchoconstriction
leading to asthmatic attack 4.
Magnesium is the second most
abundant intracellular cation. It is
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Essential for the activity of many
enzymes
including
the
phosphotransferases. Bone contains about
50% of the body magnesium; small
proportion of the body’s content is in the
ECF(extracellular fluid ) 5.
Magnesium found in significant
amount in gastric & biliary secretions.
Factors concerned with the control of Mg
absorption have not been defined, but may
involve active transport across intestinal
mucosa by a process involving vitamin D.
Renal conservation of Mg is at least partly
controlled by PTH & aldosteron 6.
Assessed by clinical criteria (mild,
moderate and severe) and supported by

Parameters

Talking
alertness
Respiratory
rate
Accessory
muscle

Mild

Patients and Methods
A total number of 50 asthmatic
children were subjected to a prospective
study regarding the severity of their
asthma,
which
was
1
spirometry measurement of FEV taken by
portable spirometer (table 1).

Severity of Asthma attacks(1)
Moderate
Severe

Sentences,
Phrases,
may
be usually
agitated
agitated
Increased
Increased
Usually not

The Serum level of Mg in
asthmatics is the focus of this study which
is an interesting issue.
Aim
To measure the serum level of
magnesium in asthmatics & compare it to
controls & to see if any change of serum
level with severity of their disease.

Usually

Wheeze

Moderate,
Loud
often
only
end
expiratory
Pulse / min
<100
100-200
PEF*
over 80%
60-80%
*PEF: peek expiratory flow rate

A sample of blood was collected from
each patient & control in non- heprenized
The principle of test is that Mg ions
react with calmagite in alkaline medium to
produce a red complex that is measured
photometrically at
532 nm . The intensity of color produced is
directly proportional to magnesium
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Respiratory
arrest
imminent
Words, usually Drowsy
or
agitated
confuse
Mark increase

Parodoxical

Usually

Paradoxical
thoraco-abdo
movement
Absence
of
wheeze

Usually Loud

>120
<60%

Bradycardia

test tube & serum taken after
centrifugation.
concentration. Calcium interference is
virtually eliminated by EGTA.
The procedure is summarized in table
(2).
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Table (2)
Blank
10 µl

Calibrator
--------

Sample
----------

Calibrator

---------

10 µl

---------

Sample

---------

---------

Doubledist.water

10 µl

Color reagentR1

500 µl

500 µl

500 µl

AlkalinereagentR2

500 µl

500 µl

500 µl

Mix & incubate for one minute at 37C or 5 minutes at 20-25 c
Read absorbance (A) against reagent blank. The final color is stable for at least one hour
Calculation of Mg concentration = A sample /A calibrator * concent.calib
Results
The
mean
serum
magnesium
concentration of asthmatic patient is
2.6 mg/dl while that of control group is 3.7
mg/dl (p value < 0.01).
No significant correlation between the
severity of asthmatic attacks & serum level
of magnesium.
Discussion
Many studies suggest the change
in serum level of magnesium in hyper
reactive airway diseases.
Zervas E., shows that there is 20%
decrease in serum Mg & response to
nebulized Mg 7.
Alamoudi,O.S.,
declares
that
hypomagnesaemia is common in chronic
asthmatics. Chronic asthmatics with low
Mg tend to have more hospitalizations than
chronic
asthmatics
with
normal
Mg.Hypomagnesaemia was also associated
with more severe asthma 8 .
Hashimoto& colleagues show that
40% of asthmatic patients demonstrated
magnesium deficiency, and that the low
magnesium
Concentration in erythrocytes reflects
decreased magnesium stores in patients
with bronchial asthma 9.
Other studies show that there is normal
serum level of Mg in asthma. e.g.
Kakish,K.S., shows that
serum
magnesium levels in asthmatic children
Iraqi Journal of Medical Sciences

during acute attacks and
between
exacerbations are not significantly
different from those of controls.10
Vural & collegues show that No changes
were found in serum magnesium and iron
levels in patients with asthma as compared
to controls 11.
Zervas & colleagues present that the
acute asthma is associated with lower
erythrocyte Mg content while plasma
levels remain unchanged. This decrease in
intracellular Mg content occurs regardless
of the severity of the exacerbation and
returns to normal values after control has
been achieved12.
Conclusion
The serum level of magnesium in
asthmatics is lower than other children .No
significant correlation of magnesium level
to severity of attacks.
Recommendations
- Measurement of serum magnesium level
can
be
added
to
usual
investigations of asthmatic children.
-Magnesium can be used in management
of asthmatic attacks because
of low
level of serum magnesium.
-Measurement of intracellular magnesium
can help in asthmatic
patients.
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Causes of Neonatal Deaths In Al- Kadhymia Teaching Hospital
Lamia Abdul Karim Al- Saady , CABP.

Abstract
Background: neonatal death is the death take place
in the first 28 days of life.
Although the neonatal mortality has been declining
more rapidly than the post neonatal mortality in the
recent decades, neonatal mortality continue to
account for close to two third of all infants death.
Aim: to review the main causes of neonatal death
among the neonates admitted to the nursery care
unit (NCU) in Al- Kadhymia Teaching hospital for
ten years period. in order to prevent or treat the
treatable ones.
Patients and Methods: Through a retrospective
study, analysis of the medical records of all the
admitted neonates to the NCU in Al- Kadhymia
Teaching Hospital during the period between 1995
-2005, the medical information were analyzed to
find the important causes of neonatal deaths.
Results: the number of admitted cases during this
period was 2683 cases and the total numbers of
deaths were 982 cases (36.6%). We found that the
main causes of death were Respiratory distress
syndrome (RDS), neonatal sepsis, birth asphyxia,

Introduction
Neonatal mortality now account for
approximately 2\3 of the eight
Million deaths in children less than one
year of age, its highest level occurs in the
first 24 hour of life. World wide 98%of
deaths occur in the developing countries
and largely attributed to infections, birth
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congenital anomalies, meconium aspiration and
infant of diabetic mother.
Conclusion: the most important causes of deaths
were sepsis, birth asphyxia and congenital
anomalies. Prevention of prematurity as a major
cause for RDS will lead to a decrease in neonatal
mortality and morbidity, and a significant reduction
will depend on genetic counseling and prevention
of congenital anomalies.

Key Words: Neonatal Death, NCU, RDS .
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asphyxia, a consequences of prematurity
and low birth weight and congenital
anomalies. There are important variations
in the leading causes of deaths noted for
neonatal and post neonatal periods. The
leading cause of death for 2000were
congenital malformations, deformities and
chromosomal abnormalities, disorders
related to short gestational age and low
birth weight, respiratory distress, bacterial
sepsis, intrauterine hypoxia and birth
asphyxia 1,2.
Aim
To find the main causes of death in Al –
Kadhymia Teaching Hospital and to see
where further
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improvement may be possible and
preventive measures can be applied to
decrease the mortality and morbidity.
Patients and Methods
This is a retrospective study through which
analysis of the medical records of all the
admitted neonates to the NCU in AlKadhymia Teaching Hospital during the
period between 1995- 2005 to find the
major causes of deaths among the admitted
cases also we study the gestational age of
the admitted cases Although the detailed
data were not available due to inadequate
collection of health information during this
period.
Results
The study showed that the total no. Of the
admitted cases were 2683 live born and the
no. Of the died cases were 982(36.6%) of
all the admitted neonates.
The main causes of deaths were RDS,
sepsis, birth asphyxia and congenital
anomalies (lethal), these results shown in
table (1).
The cases of RDS occur mainly in the
premature neonates 524(97.76%) while
there were only 10cases(1.90%) in the
term neonates. The distribution of
prematurity and
RDS were shown in table (2).
The cases of birth asphyxia occurred
mainly in preterm neonates (65) cases
while the Term neonates were constituted
only 15 cases of birth asphyxia.
The cases of meconium aspiration occur
mostly in term infants (27) cases, 3 cases
post term and only 5 cases were preterm.
Discussion
The major cause of death was RDS
which constitute 536(54.52%) of all the
deaths there are similar results which agree
with our study that problems of RDS,
preterm birth, sepsis, lethal malformations,
asphyxia were still the main causes of
neonatal deaths and account for 95% of
deaths 3,4,5.
For the RDS it is estimated that 30% of all
neonatal deaths result from RDS or its
complications, it occur primarily in
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preterm infants, the incidence inversely
related to gestational age and birth weight,
it occur in 60-80%of infants <28 weeks
gestation, in15-30%of those between 3234weeks, in about 5% beyond 37 weeks
and rarely at term 6. In our study 48.09%
of the cases occur in neonates < 28 weeks,
29-32weeks were 155(29.58%), 33-36
weeks were 107 (20.41%) and only 10
cases beyond 37 weeks (1.90%). Most of
cases of RDS were preterm 524(97.76 %),
similar results of prematurity and its
complications is the leading cause of
neonatal mortality and substantial portion
of all birth related short and long-term
morbidity 7.
The incidence of sepsis is 1-8\1000 live
births, the mortality rate is high (13-25%),
higher in premature and those with early
fulminante disease 8.
Infections in the neonates still constitute a
significant cause of death in our study I
was 22.5% of all deaths, in a study done in
Gambia, West Africa, infections accounted
for 37% of all deaths 9.
As many as 2% of fetuses are infected in
utero, and up to 10% of infants are
infected during delivery or the first month
of life. The infant acquired the organisms
from the delivery room (contaminated
equipments), in the nursery care unit
(hospital personnel, or visiting families)
and it can be transmitted by direct contact
or indirect contact with contaminated
vehicles (intravenous fluid, respiratory
equipments), antibiotics interfere with
colonization by normal flora, crow dining
and
inadequate
infections
control
techniques (hand washing between
patients examination) may also contribute
to the problem, also low birth weight ,
long stay in the nursery , invasive
procedures and catheters , endotreachal
tubes and alterations in the skin and
mucous membranes barrier all these may
contribute to high incidence of infections
10
.
Neonatal mortality due to congenital
malformations or genetic disorders has no
decrement despite a decrease in overall
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neonatal mortality with recent advances in
medical technology, as a consequence an
increase in percentage of neonatal deaths
attributable to congenital malformations
and genetic disorders.
In our study the congenital anomalies were
not specified in most of the cases and
didn’t give the precise diagnosis, it was
found that it constitute to9.57%of all
deaths. While in another retrospective
study reviewed the neonatal deaths in
NCU at Kosair Children Hospital,
Kentucky. The congenital malformations
were responsible for approximately 45%
(range 32-61%), other major causes of
deaths
were
extreme
prematurity,
respiratory disorders, sepsis, asphyxia and
primary pulmonary hypertension 11.
Another cause of death was birth asphyxia
which constitute for 3.76%of all neonatal
deaths, the distribution of cases were 65
cases preterm and 15 cases term infants in
a study done in south Africa found
complications of prematurity and hypoxia
were the most conmen final cause of death
in neonates. This occur in spite of major
advances in monitoring technology and
knowledge of fetal and neonatal
pathologies, perinatal asphyxia or more
appropriately
hypoxic
–ischemic
encephalopathy(HIE) remain a serous
cause of perinatal mortality and long term
morbidity in developing countries 12.
The death rate in term infant with severe
hypoxia is about 11% and about 0.3in1000
live term births are severely affected. The
incidence
of
hypoxicischemic
encephalopathy, death and handicap rates
all are significantly high in preterm infants
13
.
Although the incidence of HIE and its
consequences in term infants has fallen
significantly,
meconium
aspiration
(represent fetal asphyxia and distress)
which usually occur in term and post term
infants 5% of these infants develop
aspiration
pneumonia
of
which
30%require mechanical ventilation and 510% may expire 6. In our study there were
only 3.76% of all deaths were due to this
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condition the term infants were 27,
postterm5 and 5 preterm. , The ultimate
prognosis depend on the extent of CNS
injury from asphyxia .The passage of
meconium in an asphyxiated infants < 34
weeks gestation is unusual and may
represent bilious secretion secondary to
intestinal obstruction (ileus) 14.
Of the less common causes of neonatal
deaths were infant of diabetic mothers
which contribute to only 1.42%of all
deaths which may be explained by the fact
that good control of maternal diabetes is
the key factor in determining the fetal
outcome. Data indicate that perinatal
mortality and morbidity in the neonates
have improved with dietary management
and insulin therapy 15.
The mortality rate is over 5 times higher
for non diabetic mothers and is higher at
all gestational age and in every birth
weight for gestational age category 16, 17.
These infants are three times the risk for
malformations compared with offspring of
non-diabetic mothers, it present in about
1in 2000delivary 18. Poor control in the
first trimester is associated with higher
percentage of congenital malformations, it
account now to 50% of perinatal deaths
and include cardiac,GIT and CNS
defects19.
Conclusion Of the important causes of
deaths were RDS, sepsis, birth asphyxia,
and congenital anomalies.
Prevention of preterm delivery and low
birth weight continue to be a priority for
reducing neonatal mortality.
Genetic counseling could lead to further
decline in neonatal mortality.
The diagnosis, treatment and prevention of
congenital anomalies are critical for
reducing over all neonatal mortality.
Important factors for prevention of
infections are scrub suits for the nurses and
residents, hand washing hands between the
patients adequate nursing staff and
avoidance of overcrowding.
Recommendations: Early provision of
intensive observation and caring to high-
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risk newborn infants can significantly
reduce morbidity and mortality. Provision
of experienced and skilled personnel
especially designed and organized regional
hospital units,
proper equipments.
Prevention of premature birth should be
more emphasized to decrease neonatal
mortality and morbidity.

Prevention and early diagnosis and
intervention of the causes of death and
regionalization of perinatal care with more
comprehensive transport system are
mandatory.
Better
antiseptic
measures
would
significantly reduce sepsis as a major
cause of death,

Table (1): The major causes of death in the NCU.
Cause of death

No.

%

RDS

536

54.58%

Sepsis

221

22.5%

Congenital
Anomalies
Birth asphyxia

94

9.57%

80

8.14%

Meconium
Aspiration
Infant of
diabetic mother

37

3.76%

14

1.42%

Table (2): The distribution of RDS cases according to the gestational age.

%
48.09%
29.58%
20.41%
1.90%

No.
252
155
107
10

Gestational Age
<28week
29-32 week
33-36 week
>37 week
.
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Lactate Dehydrogenase Isoenzymes Pattern in Differential Diagnosis of
Pleural Effusions.
Hussam H. Ali1 MBChB, A.W.R. Hammed 2PhD, Zainab T. Al-Okab3 PhD.

Abstract
Objectives: Total lactate dehydrogenase (LD)
in the pleural fluid (PF) is of little value in the
discrimination of various types of exudative
effusions such as malignant from nonmalignant effusions.
The aim of this study is to assess the diagnostic
value of LD isoenzymes activity in serum &
pleural fluid in the differentiation between
various exudative pleural effusions.
Methods: Sixty-Six patients with pleural
effusions were included in the study. Activity
of total LD & isoenzyme were measured in
pleural fluid & serum. Isoenzymes were
separated by agarose gel electrophoresis & the
quantity of each isoenzyme was measured by
spectrophotometer.
Results: Exudative (inflammatory, neoplastic)
effusions had a relatively high LD levels
compared to transudates.
LD isoenzymes pattern was significantly
different between transudates & exudates.

Introduction
Lactate dehydrogenase (LDH) is a
cytoplasmic enzyme present in
essentially all major organ systems.
The extracellular appearance of LDH
is used to detect cell damage or cell
death 1. Due to its extraordinarily
widespread distribution in the body,
serum LD is abnormal in a host of
disorders 2, 3.
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PF LD isoenzymes pattern differs from that in
serum. Our results showed that mainly the
pattern of LD3 in pleural fluid & serum was
helpful in discriminating inflammatory
exudates from neoplastic exudates.
Conclusion: The LD isoenzyme pattern
differed between pleural effusions of
transudative and exudative origin. Moreover
including the LD isoenzyne activities in the
biochemical
work up of pleural effusions
reveal an additional discriminatory value in
the separation between various exudative
effusions, especially between inflammatory
exudate & neoplastic exudates.
Keywords:Pleural
isoenzymes

effusion,lactate

ehydrogenase
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.
Therefore, LDH measurement is a
sensitive, but rather non-specific test.
LDH activity has been extensively
used in the analysis of pleural
effusions, especially in distinguishing
between transudate & exudate 4, 5.
However, total LDH activity in the
pleural fluid (PF) is of little value in
the discrimination of various types of
exudative effusions such as malignant
from non malignant effusions 4, 6.
Eventhough the total PF LDH activity is
not useful in distinguishing among
various exudative pleural effusions; one
might suppose that LDH isoenzymes
could be of additional value in the
differentiation. Few studies reporting the
analysis of LDH isoenzymes in pleural
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effusions were found and the results
were conflicting 7-9.
Patients and Methods:
Patients
From 1st of February 2000 to the
end of October 2000, 66 pleural effusion
fluids, as well as blood samples were
obtained from 66 in patients admitted to
the kahdemyia hospital. Patients were
categorized into three groups (table 1).
Table (2) shows the age & sex
distribution among patients presented
with pleural effusions on all PF samples,
the following analyses were performed:
protein, LD, LD isoenzymes, bacterial
culture, acid-fast bacilli smear and
cytology. Simultaneously a sample of
serum was obtained to measure
biochemical parameters.
The aspirated PF, blood (10 ml each)
were separated by centrifugation by
2000 xg for 10 minutes, then supernatant
and serum were aspirated and dispensed
into 0.2 ml tubes and stored at room
temperature (20-25° c) for not more than
2-3 days.
Determination of LD activity
LD activity was determined according to
the method of Wroblewski and La Due
10
.
Separation & measurement of LD
isoenzymes by electrophoresis
1- LD isoenzymes separated on agarose
gels according to the method of
Eleritch 1966 11 with some
modification:
colorimetric
determination of the relative amounts
of each isoenzyme present is
accomplished by the addition of
substrate containing lactate (500
mM),
nicotinamide
adenine
dinucleotide
(NAD)(10 mg),
nitroblue tetrazolium salt (NBT) (1
mg/ml), phenazine methosulphate
PMS
(1 mg/ml), Tris-Hcl buffer
(0.057 M,PH 8.0).
2- After the isoenzyme have been
separated by agarose gel. Cellulose
acetate membrane was soacked in
the above reaction mixture and then

layered over the separation gel; the
plate is incubated for 15-20 min. in
37° c oven. After incubation, the
membrane is removed, fixed with
5% acetic acid and stored for elution.
3- To estimate the relative amount of
each isoenzyme, the strips were cut
into sections, each section was
transferred to a test tube with tight
cup and both the dye and the
membrane
were
completely
dissolved by solvent mixture
(ethanol: chloroform).
4- The substance was read at 546 nm
against a blank made by using part of
cellulose strip with a similar area.
5- The absorbance of given fraction
divided by the sum of all the
absorbance, yield the fractional
amount, in percent of the given
isoenzyme. This fraction when
multiplied by the total LDH activity
gives the total amount of the fraction
in U/L.
Statistical analysis
Student's t-test was used for
comparison of pleural fluid and serum
LD activity and ANOVA was used for
comparison among different groups. The
linear regression and the Pearson
coefficient of correlation
(r) were
determined.
Results
Table (3) shows the mean PF LD
isoenzymes activity. Among groups,
LD1 activity in male patients did not
show significant difference, while the
mean LD isoenzymes activity from LD2
to LD5 were significantly high in group
II and III as compared to group I (P<
0.01), but there was no significant
difference in LD isoenzyme activities
between group II & III.
In female patients, the pattern
differes from that in male patients with a
significant high LD1 activity in group II
as compared to both group I & II (P<
0.01; P< 0.05, respectively).
LD3 activity was higher in group
II as compared to both group I and group
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III (P< 0.01), as well as group III as
compared to group I (P< 0.01).
While the results of LD
isoenzymes in serum of male patients
revealed that the mean serum LD1,
LD2 and LD3 activities were higher in
group I as compared to group II (P<
0.01), and non significantly different as
compared with group III (table 4). The
mean LD4 and LD5 activities did not
show significant difference between
the three groups.
In
female
patients
the
isoenzyme pattern differs completely
from that in male patients, LD1 was
higher in group I compared to group II
(P< 0.05), but non significantly
different as compared to group III
(P> 0.05). In addition LD2, LD3, LD4
and LD5 did not show significant
difference among the three groups

Serum Vs pleural
isoenzymes activity:

fluid

LD

Figure (1) illustrates the distribution of
individual results for both PF and
serum LD isoenzyme activities for
both sexes.
LD3 isoenzyme activity had
distinct pattern in the three groups.
Since in group I, serum LD3 activity
was significantly higher than that in PF
(P< 0.01), and vice versa in group II,
while there was no significant
difference between PF and serum LD3
activity in group III patients (table
3,4). Figure (2) demonstrates a
suggested scheme for separation of the
three groups of pleural effusion
patients according to their LD
isoenzyme activities.

.
Table 1: Classification of 66 pleural effusions.
Group I
Transudate
CHF
Renal disease

No.
12
6
6

Group II
Inflammatory
exudates
Pulmonary TB
Pneumonia
Empyema

No.
54

Group III
Neoplastic effusion

No.
23

23
4
4

Lung CA
Breast CA
Larynx CA
Bronchial CA
Bladder CA
Thyroid CA
Pancrease CA
Lymphoma
Unknown primary

5
3
2
1
1
1
1
4
5

* CHF : Congestive Heart failure
* TB : Tuberculosis
* CA : Cancer
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Table 2: Age and sex distribution among patients with pleural effusions.

Group (No.)
Group I
Transudate
Male
(7)
Female
(5)
Group II
Inflammatory exudate
Male
(24)
Female
(7)
Group III
Neoplastic effusion
Male (11)
Female (12)

Mean ± SEM (yr)

Range (yr)

*53 ± 4.8
47.4 ± 7.6

Years
Years

40-80
29-72

34.6 ± 3.6
34.3 ± 6.9

Years
Years

12-70
15-65

**60.8 ± 3.13 Years
49.1 ± 6.3
Years

45-80
14-88

* P<0.05 versus group II
** P< 0.01 versus group II
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Table (3): Lactate dehydrogenase (LD) and LD isoenzymes activity in pleural effusion fluids:
Male (U/L)
Groups

No

Group I

Female (U/L)

LD

LD1

LD2

LD3

LD4

LD5

No

LD

LD1

LD2

LD3

LD4

LD5

7

12022**

315.4

265.0**

285.0**

203.2**

19.54.7**

5

1059**

214.0

233.0**

233.0

201.6**

172.0**

Group II

24

34223

503.6

635

726.5

786.5

797.7

7

31847

6810

8515##

608

6210

Group III

11

28343

368.8

5810

6010

6811

7211

12

23545

398

5211

52#11

5010

449

LD1
7511*
539
596.7

Female (U/L)
LD2
LD3
7911.6
5711.2
6717
5512
6910.2
546.5

-

Date were expressed as (Mean  SEM)
* P<0.05 versus group III
# P<0.01 versus group I
## P<0.01 versus group I and III
** P<0.01 versus group II and III
Table (4): Lactate dehydrogenase (LD) and LD isoenzymes activity in serum:

Groups
Group I
Group II
Group III

-

5912*#

No
7
24
11

LD
29935
22516
23422

LD1
758.7**
484.3
5911.7

Male (U/L)
LD2
LD3
7410.7**
7112.7**
513.8
473.8
597.6
513

LD4
434.6
383
352.5

LD5
363.4
404.6
312.4

No
5
7
12

Date were expressed as Mean  SEM
* P<0.05 versus group II
** P<0.01 versus group II
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344.5

Lactate Dehydrogenase Isoenzymes ……. Hussam Ali.et al

Figure (1): Distributions of pleural effusion fluids (F) and serum (S)
Lactate dehydrogenase (LD) isoenzymes.
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LD total activity

U/L
> 200

U/L
< 200

LD1

Transudate

LD2

LD3

LD4*
LD5*
S>PF
S>PF
S>PF
S>PF
S>PF
(Low ratio) (Low ratio) (Low ratio) (Low ratio)

Exudates

LD1

S>PF
Neoplastic
effusion

LD3
S=PF

S=F
Figure (2): Scheme for separation of
the three groups according to LD
isoenzymes activity in pleural effusion
fluid and serum.
*Change according to sex.

inflammatory exudate

LD2
S = PF

LD3
PF>S
(high ratio)

LD4 PF>S (high ratio)

LD5 PF>S (high ratio)
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Discussion
Pleural fluid LD activity has
among others, been used in the analysis
of pleural effusion especially, to
discriminate transudates from exudates
3, 4
.
The current study indicates that
exudative (inflammatory, neoplastic)
effusions have a relatively high LD
levels compared to transudates, which
is in agreement with other workers 5, 6, 7,
and in contrast with others 10, 12, 13, who
reported that an elevated PF LD was
characteristic of malignant effusions
and that nearly all benign effusions had
low LD levels.
Cytoplasmic, cellular enzymes,
such as LD in the extracellular space
are
suggestive
indicators
for
disturbance of the cellular integrity
induced by pathological conditions.
As LD is present in essentially
all major organ system 14, LD
measurement is a sensitive, but rather
non specific test. The concentration of
the PF LD is a reliable indicator of
pleural inflammation even though, the
total PF LD activity is not useful in
distinguishing among various exudative
PF, one might suppose that LD
isoenzymes could be of additional value
in the differentiation.
Reviewing
the
literature
conflicting data were found and only
the relative values of LDH isoenzymes,
as percentage of total LDH were
studied. The current study evaluates the
absolute LDH isoenzymes activity in
various PF as well as among different
sex groups. In this study LDH
isoenzymes pattern was significantly
different between transudates and
exudates (inflammatory & neoplastic)
which is in agreement with other
worker 15.
Moreover, in exudates the
absolute activity of LD3 was higher in
inflammatory than that in neoplastic
effusions, although it was significant
only in female patients. In the current

study PF LD isoenzymes pattern differs
from that in serum, a result was
comparable to the result found by
Paavonen and associates 16. Most of the
isoenzymes activity in transudates was
lower than that in serum, which is in
agreement with other workers 17.
All inflammatory exudates were
characterized by higher activity of LD3,
LD4, and LD5 than the corresponding
serum isoenzymes. Similar results were
obtained by other workers 7, 18.
The finding that inflammatory
exudates effusions had a high LD4 and
LD5 as compared to the corresponding
serum may be explained by the
following observations. Because a
marked PF leukocytosis usually occurs
in disease in which injury to the lung
occurs, the LD4, and LD5 from PMN
leukocytes probably contributes in the
elevation of these isoemzymes in the PF
19.
Processes
characterized
by
mesothelial proliferation would show
mostly elevation of LD4 & LD5, since
these isoenzymes predominate in
mesothelial cells 20. Moreover, the PF
lymphocytes in disease states such as
tuberculosis
are
probably
immunologically
stimulated,
and
although lymphocytes usually contain
LD1
&
LD2,
immunologically
stimulated lymphocytes contain mostly
LD4 & LD5 (M), where as in neoplastic
effusions only LD4, LD5 activities in
effusions were higher than their
corresponding
serum
activities.
However, it was significant only in
male patients. This result was in
agreement with other worker 17 and in
contrast to Frohlich & associates 18,
who reported that neoplastic effusions
were characterized by maximal enzyme
activity in LD2, LD3 and LD4. The
high activity of PF LDH4 and LDH5 in
neoplastic effusions indicates that the
origin of these isoenzyme in effusions
is unlikely to be from the serum. Since
no correlation has been found in the
current study and local LD4, LD5
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concentration exceeding those found in
serum with a high fluid to serum ratio.
Our results showed that mainly
the pattern of LD3 in PF & serum was
helpful in discriminating inflammatory
exudates from neoplastic exudates. The
high
LD3
activity in
pleural
inflammatory exudates indicate that the
source of LD3 in effusion is unlikely to
be from the serum since no correlation
was observed, and probably LD3
contribution from the lung and from the
inflammatory cells in the pleura cavity.
In contrast to Cobben and associates 21,
who reported that mainly the percentage
of LD4 & LD5 are helpful in
discriminating malignant effusions from
benign
exudative
effusions
(i.e
parapneumonia effusions).
In the current study, neoplastic
pleural effusion had variable LD
isoenzymes pattern. This could be due
to the various neoplastic tissues that
secrete different LD isoenzymes. It has
been shown that malignant lymphoma
and small cell lung carcinoma differ
from other malignancy by a low LD5
isoenzyme secretion. Alternatively, the
extent of the pleural inflammatory
response to malignancy and the variable
degree of pleural PMN leukocytosis
may determine the relative levels of
LD4 & LD5 isoenzymes 8. The marked
heterogenity of malignant etiologies
and the relative small number of
patients with neoplastic effusions in the
current study precluded separation
between various LD isoenzymes pattern
according to the cytopathologic
diagnosis.
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THE VALUE OF PANORAMIC RADIOGRAPHY
IN THE DIAGNOSIS OF MAXILLARY SINUS DISEASES
Tahrir N. N. Aldelaimi MSc(BAGH)

Abstract
Background: Diseases of the maxillary sinus
may create symptoms that the patient might
interpret as of dental origin, and conversely,
dental diseases may adversely influence the
health of the sinus
Objective:To interpret
the panoramic
radiograph of maxillary sinus in a sample
from Anbar population,
Methods:120 subject aged from 30 to 70
years, mean age 58 years , who underwent
orthopantomographic
examination
for
different medical
&
dental
treatment
purposes including males (56%) and females
(44%) . Panoramic radiographs were taken in
College of Dentistry, Anbar University,
Ramady City, Anbar. With Cranex –
Soredex panoramic x-ray machine (Helsinki,
Finland).

INTRODUCTION
Diseases of the maxillary sinus
may create symptoms that the patient
might interpret as of dental origin, and
conversely, dental diseases may adversely
influence the health of the sinus 1. The
response of the sinus mucosa to the
odontogenic inflammation has been called
periapical mucositis2. This is usually
defined as localized thickening of the
Dept surgery college of dentistry, Anbar
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Results: Normal maxillary sinus were found in
(58%)
while
radiographical
changes
(maxillary sinus findings) were found in
(42%) including mucosal thickening were
(32%) and
(4%) of the findings were
classified as mucous retention cysts.
Conclusion:The maxillary sinus findings
were more common in fifth decade of life and
slightly higher percentage in male group and
the majority of findings were found in dentate
subjects.
Key words :axillary sinus,OPG,Mucosal thickening.
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sinus mucosa, which reach
sometimes 10 – 15 mm as a result of
irritating stimuli 3. This is considered the
most common antral lesion and requires
differentiation from a mucous retention
cyst 4, 5, 6. Mucous inflammatory lesion is
believed to be caused by products of
pulpal or periodontal diseases that
penetrate the antral floor and reach the
mucosa causing it to thicken locally 7.
Clinical and radiographic studies have
shown that mucous thickening in the
maxillary sinus is common in individuals
with apical infections at the upper molars
and premolars than in individual with
healthy periodontal tissues 8, 9. The close
contact between the roots of the upper
molars and premolars and the maxillary
sinus, and the numerous anastomoses in
the apical region of these teeth and
corresponding vessels in sinus mucosa
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have been found to permit the spread of
odonogenic pathological processes from
the periodontium and pulpal spaces both
directly and via vessels to the maxillary
sinus 10, 11. In radiographical studies of
both dentate and edentulous subjects.
Prevalence figures ranging from 2% to
13% have been reported 3, 12, 13. The diffuse
mucosal thickening is more common with
frequencies up to 50% of the radiographic
incidental findings 14. Mucous cysts which
are included in the paranasal sinuses are
more common in the maxillary sinus 15.
Bjorn et al. 16 and Lindhall et al. 17 found
radiographic signs of long standing
mucosal changes in the maxillary sinus in
10.6% of statistical sample of a Swedish
population. Prevalence figures for sinusitis
due to dental causes vary between 4.6 and
47%. However it has been suggested that,
mucous retention cysts are insignificant
clinically and only of radiograph interest
18
. Further more mucous cysts and
mucosal thickening usually cause no
symptoms, but occasionally they have
been related to a variety of symptoms,
mainly, facial pain, headache and
toothache 3. 19. Mucosal thickening resolve
when their caused is removed. In
symptomatic cases, however surgical
removal of the cyst may be indicated
(20,21,22)
. Myall et al in 1974 6 stated that
benign mucosal cyst is the most
maxillarymolars . Its incidence varies by
Halstead in 1973 20 To 9.6% in one
retention cysts are round, ovoid or
domeshape shadow of uniform density
within the maxillary sinus whose base is
continuous with the floor or the wall of the
maxillary sinus and the free surface of the
lesion should be smooth and sharply
defined and adjacent to an air shadow.
Also, there should be no osseous cortex 6.
Layon 24 has discussed the reliability of
panoramic radiography in the diagnosis of
maxillary antral pathosis. The main
disadvantage of panoramic radiography
arises from their dynamic projection
technique, distortion levels may reach
30% in the third molar region 25, 26. The
maxillary sinus is clearly imaged in
panoramic radiography, but small changes
out side the 2 –3 mm thick sharply
depicted layer are not visualized in the
normal panoramic projection, the roof of

the maxillary sinus is not imaged because
of superimposition of bones 27. However
mucous cysts and other mucosal
thickening are usually well demonstrated
as they almost always arises from the
antral floor not from roof 30, 29, 28, 23.
Statistical analysis: includes percentages,
mean, standard deviation and student "t"
test. The finding was considered as
statistically significant if the p value
<0.005, Karl –person coffiecient of
correlation (r) was used to find inter
observer reliability (-1<r<+1).

MATERIALS AND METHODS:
120 subject aged from 30 to 70 years,
mean age 58±8 years, who underwent
orthopantomographic examination for
different medical & dental treatment
purposes including 66 males (56%)
and 54 females (44%). Panoramic
radiographs were taken in college of
Dentistry, Anbar University, Ramady
City, Anbar. With Cranex – Soredex
panoramic x-ray machine (Helsinki,
Finland), All patient were referred to
college of dentistry requesting OPG
examinations, panoramic films were
processed by Kodak RP X-omat
automatic processor. The radiographs
then were studied under standardized
condition
by
two
independent
examiners (double blind technique)
with the use of magnifying lens of
radiographic
viewer.
Panoramic
radiographs were interpreted for these
findings
using
a
standardized
radiographic criterion of mucosal
thickening and mucous retention cyst
of the maxillary sinus (24,91,6). The
mucous retention cyst is a well defined
dome-shaped opacity with convex
outline arising from the floor of the
maxillary sinus, while the mucosal
thickening is represented by the more
diffuse opacities along the margins of
the sinus without well-defined rounded
outline, as mentioned both are usually
well demonstrated as they almost
always arises from the antral floor not
from roof. (30,29,28,23).
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Result
The
study
sample
was
including 66 (56%) males and 54
(44%) females with age ranged from
30-70 years of mean age 58±8 year.
The distribution of the number of
patients and
age groups
are
summarized in (Table 1). Normal
radiographical
(maxillary
sinus
findings) were 70 subjects (58%) while
maxillary sinus findings were found in
50 subjects (42%). Including mucosal
thickening in 38 patients (32%) and 4
patients (4%) have mucous retention
cysts (Table 2). The highest percentage
of mucosal thickening was found that
in the age group (40-49) years
represent (14%) within the age group.
Regarding the mucous retention cyst
the highest percentage was found also
among the age group years

representing (2%) (Table 3). Regarding
the sex (Table 4), the maxillary
findings were slightly higher in the
males rather than the females, where
the mucosal thickening was found in
(18%) within gender. While the
mucous retention cysts were found in
(3%) within the gender. Table 5
showed that the prevalence of mucosal
thickening in dentate and edentulous
patients representing (20%) and (12%).
Other maxillary sinus findings were
also recorded in this study. There were
(4%) of patients showed impaction &
displacement of a tooth inside the
maxillary sinus.
The impacted
maxillary teeth or tooth were either
canine or second molar, also severe
pneumaitization of the maxillary sinus
floor down to the alveolar crest was
seen in (2%).

TABLE 1: T he distribution of age group in relation to sex
AGE GROUP
30-39
40-49
50-59
60-69
TOTAL
120(100%)

MALE
٥%
24%
18%
9%
66(56%)

FEMALE
٣%
28%
9%
4%
54(44%)

TABLE 2: The distribution of radiographical maxillary sinus findings*
MAXILLARY SINUS FINDINGS
Normal
Mucosal thickenings
Mucous retention cyst
Others
Root inside antrum
Pneumatization

PERCENT
70(58%)
38(32%)
4(4%)
4(4%)
3(2%)

(sinus floor to alveolar ridge)

TOTAL

120 (100)%

* r=0.9
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TABLE 3: The distribution of maxillary sinus finding in relation to patients age group
AGE
GROUP

NORMAL

MUCOSAL
THICKENING

30-39
40-49
50-59
60-69
TOTAL

4%
26%
17%
11%
70(58%)

2%
14%
10%
6%
38(32%)

MUCOUS
RETENTION
CYST
0%
2%
1%
1%
4(4%)

OTHERS

1%
2%
2%
1%
7(6%)

120(100%)

TABLE 4: The distribution of radiographical maxillary sinus findings in relation
to sex
SEX

NORMAL

MUCOSAL
THICKENING

MALE
FEMALE
TOTAL

32%
26%
70(58%)

18%
14%
38(32%)

MUCOUS
RETENTION
CYST
3%
1%
4(4%)

OTHERS

4%
2%
7(6%)

120(100%)

TABLE 5: The distribution of radiographical maxillary sinus finding in relation to
maxillary arch
MAXILLARY
ARCH

NORMAL

MUCOSAL
THICKENING

MUCOUS
RETENTION
CYST

OTHERS

DENTATE
EDENTULOUS
TOTAL
120(100%)

34%
24%
70(58%)

20%
12%
38(32%)

2%
2%
4(4%)

3%
3%
7(6%)

DISCUSSION
The prevalence of mucous and
diffuse mucosal thickening in all the
paranasal sinuses has occasionally
been as high as 50% in facial
radiographs taken for indications other
than suspected sinus disease 32. In
magnetic resonance imaging study of
incidental findings in the paranasal
sinuses of 438 subjects, the prevalence
of incidental findings in all sinuses was
37.5% and they were most common in
the maxillary sinus 32. The prevalence

of the maxillary sinus findings among
elderly edentulous in previous studies
of variable ranges, however figures
ranging from 2.6% to 20% have been
reported 10,12. In a study of Soikkonen
and Ainomo in 1994 14, The prevalence
of mucous cysts and diffuse mucosal
thickening in the maxillary sinuses of
elderly edentulous subject was 7%
studies of rounded shadows (mucous
cysts) in maxillary sinus found in both
dentate and edentulous subject with
figures ranging from 2% to 13% 12, 3, 13.
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Our figures of 4% for the prevalence of
mucous retention within that range.
According to mattila, 29 the prevalence
of mucous cysts is not age-dependant.
This was in accordance with our
results, where no statically significant
difference was found between age
groups (p<0.005). In studies including
younger age groups, maxillary sinus
findings have been most prevalent in
the third decade and they have also
been found to be more prevalent in
men 12, 3, 27. This result is on the
contrary with ours, where the findings
were more common in the fifth decade
of life and comes in accordance with
ours regarding the slightly higher
percentage in the male group. In the
rather wide age-range of the present
study old subjects, the number of
maxillary sinus findings showed no
age-dependent tendencies. The diffuse
mucosal thickening, however, were
more prevalent in the younger age
group, the majority of the diffuse
mucosal thickening were found in
dentate subject of younger age group.
More important (than dental origin) is
that allergic sinusitis especially due to
dust inhalation especially in this region
of
Iraq
due
to
sentimental
characteristic of the region and it can
be suspected that odontogenic causes
may not be a major contributing factor
in their formation. This result comes in
accordance with previous who stated
that, the prevalence maxillary sinus
findings in sites of periapical or
periodontal pathosis and in sites
without pathologic findings have also
been similar 33. Neither that findings
nor ours support the findings of
Halstead in 1973 20, Who reported that
a possible odontognic cause could be
indicated in 90% of subjects with
maxillary sinus findings. Regarding
The diffuse mucosal thickenings, it
was reported that those findings always
indicate the presence of irritating
stimuli, after an infection of dental
origin 8,14. Although our results

showed no statistical significant
difference (p<0.005) between dentate
and edentulous patients in relation to
the mucosal thickening found in the
floor of the sinus. It has been stated
that, the chronic apical periodontitis,
deep infra-bony pockets are usually
unaccompanied
by
any
major
subjective symptoms. Their accurate
diagnosis may sometimes be vital to
the patient, for if the host resistance for
same reason, it will give this infection
the opportunity to become exacerbated
and cause acute sinusitis, whereas the
possibility also exists of further spread
systemic manifestation 34, 28 .
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ANEMIA IN WOMEN DURING REPRODUCTIVE YEARS IN
RURAL AREA
Maida Y. Shamdeen1 MRCOG, FRCOG, Baybeen K.Alselevany 2 PhD.

Abstract
Background: iron deficiency anemia (IDA) is a
medical and public health problem of prime
importance, causing few deaths, but contributing
seriously to the weakness and substandard
performance of millions of people.
Objectives: To determine the prevalence of
anemia, 10 years after sanction among women, at
reproductive years in rural areas.
Patients & Methods: The study was carried out in
September 2002 within field application for
university of Mosul on women in reproductive
years in Badoosh areas, 20 Km to the North of
Mosul city. The study was conducted in rural areas,
where 98 women were evaluated clinically, after a
questionnaire with 17 items including age, marital
status, and social status, number of children,
lactation, and menstrual blood loss. A blood sample
was taken to evaluate hemoglobin level (Hb),
Hematocrit (hct), serum iron level (SI), total iron
binding capacity (TIBC), and transferrin saturation
(TS).
Results: The mean age of the women with all tests
available was 28.75±10.6 years (range15-50 years);
the mean number of previous pregnancies in parous
women was 5 pregnancies. 58 women were found
to be anemic (57.14%). The mean values of their
Hb, hct, SI, TIBC and TS in anemic and non
anemic
group
were;
(106.8g/l,126.79g/L),(0.32L/L,37.9L/L),(13.53µmo
l/dl,15.42µmol/L),(69.85µmol/L,62.55
µmol/L)
and( 19.37%,24.7%) respectively, while the over all
results for the same values for all women were
115.4g/L, 0.34L/L, 14.34 µmol/L, 61.01µmol/L and
23.50% respectively. In the anemic group 37

Introduction
The WHO criterion for anemia in
women is Hb less than 120 gm/L and less
than
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women were married (66.07 %),10 women (17.3%)
were lactating, 28women (48.3 %) had more than 4
children, 98 % of the sponsors of the family were
workers of low socioeconomic status, 12 (12.3%)
married women had heavy menstrual cycle and
84(85.7%) of the families had more than 6 persons
in the house.
In the present study the level of Hb was lower
and TIBC was higher in anemic as compared to
non-anemic patients (p< 0.05), while there was no
significant difference in the levels of hct, SI, and
TS% in anemic patients from that of non-anemic
patients (P>0.05).
Conclusions: Almost all the anemic women were
suffering from iron deficiency (ID) ،which is
mainly due to nutritional factors and low
socioeconomic status, multiparity, lactation and
heavy menstrual loss. This may reflect the effects
of the blockade on the nutritional and social status
in the rural areas.
Recommendations: For girls ages 12-18 and nonpregnant women of childbearing ages, it is
recommended to screen for anemia every 5 years,
and annual screen for women with risk factors for
iron deficiency anemia, and more frequent in
pregnant women. Give iron supplements to all
women in reproductive years in rural areas.
Key words: IDA, reproductive years of women life.
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110gm/L in pregnant women due to
physiological anemia 1- 7. Anemia may be
difficult to define in countries in which
malnutrition, infection, high altitude, air
pollution and smoke or congenital
hematological disorders are common 1-3, 612
. The prevalence of ID is 10-15% in
pregnant compared to3-4% in nonpregnant women. Flemings et al 13, found
that approximately 50% of the anemic
women were ID. The signs and symptoms
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of anemia are dependent upon the degree
of anemia, as well as the rate at which the
anemia has evolved. The history, physical
examination, and simple laboratory testing
are all useful in evaluating the anemic
patient. One or more of the three
independent mechanisms can cause
anemia: decreased RBC production,
increased RBC destruction, and RBC loss
1, 3, 14-15
.
The classical presentation of IDA is,
multigravid woman in her forties, presents
with
chronic
blood
loss
from
menometrorrhgia, weakness, headache,
irritability and varying degrees of fatigue
and exercise intolerance, however many
patients are asymptomatic and present only
with anemia. The Plummer– Vincent or
Patterson– Kelly syndrome (dysphasia,
esophageal web, and atrophic glossitis),
koilonychias, Chlorosis and blue sclera.
Pica and pagophagia are specific for ID
state; an occasional manifestation of ID is
beeturia 15-22. Reduced absorption of iron
and a diet deficient in iron can cause ID 17,
23-28
. Physical examination will show pallor
of the palms, nail beds, face or
conjunctivae. In developed countries the
prevalence of anemia is stated as below 20
%, while in developing countries the
prevalence is 40-70 % 3-4, 13.
The manifestations of ID occur in
several stages. They are defined by the
extent of depletion, first of iron stores and
then of iron available for hemoglobin
synthesis 14, 20, 25-26.
Laboratory evaluation: the initial
testing should include Hb, hct, RBC count
and RBC indices. Important discriminating
features are low SF and ST, an increased
TIBC and low SI, which is excellent
indicator of iron store, there appears to be a
direct quantitative relationship between the
SF and iron stores 23-24,26,27,29-37,3941
.Pregnant women have an elevated serum
transferrin in the absence of ID 24,35-37,40-43).
In severe IDA, SI is reduced and the TIBC
is elevated; the latter finding reflects the
reciprocal relationship between SI and
transferrin gene expression in most
Iraqi Journal of Medical Sciences

nonerythroid cells 35. The low SI and high
TIBC result in a low TS (often less than
10% compared to the normal value of 2545%)(40,42-43).
One
problem
in
pregnancy and oral contraceptives users is
increase in the plasma transferrin
concentration; as a result, the percent
saturation may be low in such patients in
the absence of ID 44-45. Once the diagnosis
of anemia due to ID is established,
attempts to find out the cause should
follow 27, 31, 35, 41, 46-49.
Patients & Methods
A cross-sectional study was conducted
in September 2002 on women in
reproductive age in Badoosh area 20Km
north to Mosul city. Ninety-eight women
were selected randomly: almost all in the
childbearing age (14-52years), with a mean
age of 28.75+10.6 years. Demographic,
socioeconomic, menstrual, obstetric, and
medical data were collected. Clinical
evaluations for symptoms and signs of
anemia were done. About 5ml of venous
blood was drawn from antecubital vein
.The blood sample was divided into two
parts: first one ml of blood was added to a
tube containing EDTA for the estimation
of Hb, and hct. Second, 4ml were put in a
clean dry disposable plain tube and
centrifuged at 3000 rpm for 15 minutes.
The serum obtained was used for
estimation of the SI and TIBC, SF was not
available to be done .Hb (gm/L) was
measured
by
using
cyanomethemoglobinometry, and hct (L/L)
was estimated by microhematocrit methods
according to Dacie and Lewis (50), SI
(μmol/L) and TIBC (μmol/L) were
estimated by an enzymatic colorimetric
assay (Giesse Diagnostics Kit -Italy), and
TS (%) was calculated by the formula;
TS% = SI/TIBC X 100.
Statistical analysis was performed
using student-unpaired t –test. All values
were expressed as mean ± SD. The
accepted level of significance was at
P<0.05.
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Results. Evaluation of the results showed
that 58 women had low Hb and hct, the
prevalence of anemia was 57.14% .The
mean age of the women in this study was
28.75± 10.6 years, peak incidence was
found in the age group 25-35years as
shown in the Figure 1. The non-anemic
group was 40 women. The results
respectively in the anemic and non- anemic
group: concerning marital status, lactation,
having more than four offspring or not, and
presence of heavy menstrual 37(66.07%),

22(55%) were married, 10 (17.3%),
1(2.5%) were lactating, 28 (48.3%),
10(25%) had more than four children, and
12 (12.3%),6(15%)had heavy loss as
shown in (Table1), The sponsor of the
families in 99%,98% of cases were
workers of low socioeconomic status and
(92%),(90%) 0f the families had more than
six person in the house (ranging between 6
-20).The distribution of anemia according
to the ages is shown in (Figure 1).

Anemic Women

15

10

5

15

20

25

30
35
Age (years)

40

45

50

Figure 1: Distribution of anemia according to ages.

The mean number of previous
pregnancies, marital status, and lactation,
presence of pregnancy, and those with

menorrhagia, and others are shown in
(Table1).

Table 1: percentage (%) values for anemic, non anemic and mean of both
group concerning marital, menstrual and pregnancy statuses.
State

Married
Single
Lactating

Nonanemic
patients
n=40
55%
45%
2.5%
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Anemic
patients
n=58

% Of total

66%
34%
17.3%

60.5%
39,5%
9.9%
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Pregnant
Married with more
than 4children
More than 6person in
the family
Menorrhagea
Low socioeconomic
class

2.5%
25%

7.1%
82.4%

4.8%
53.7%

97.5%

92%

94.8%

15%
95%

13%
98%

14%
96.5%

In the present study the level of Hb is
anemic than in non-anemic patients but
significantly lower and TIBC is
these were statistically non-significant as
significantly higher (p<0.05) in anemic as
shown in (Table 2).
compared to non-anemic patients. The
values of hct, SI, and TS % were lower in
Table 2: mean± SD of all variables in anemic compared to non- anemic
patients.
Variables
Overall
Non-anemic
Anemic group
p-value
group
group n = 40 n = 58
n=98
Hb (gm/L)
115.4± 14.9
126.79 ±5.31
106.8±14.2*
0.000
NS
hct (L/L)
0.345± 4.45
0.379±1.66
0.320±4.29
0. 934
15.42± 6.52

13.53±6.73 NS

0.170

TIBC(μmol/L) 61.01±13.94 62.55±12.76
TS (%)
23.50±15
24.70±11.88
NS: non-significant.
*: significant difference * p <0.05

69.85±14.76*
19.37±17.1 NS

0.013
0.091

SI (μmol/L)

14.34±6.67

Discussion
The study showed that 57.14% of the
women in this locality were anemic; this is
compatible with data from other study in
developing countries (1-4). The three types
of factor responsible for the high
prevalence of women anemia in such
setting were, iron deficiencies, due to
under feeding, consumption of cereal with
low iron content, short intervals between
pregnancies, and helminthes infestation.
Poverty impairs all these factors and
limited access to health care and lack of
medicine. Although iron and folic acid
supplementation
are
generally
recommended, there are numerous
economic, cultural and social obstacles to
this simple preventive measure 2. Logistic
regression was found that anemia
Iraqi Journal of Medical Sciences

significantly related to the age,
socioeconomic status, parity and lactation.
Conclusions
Almost all the anemic women were
suffering from iron deficiency, mainly due
to
nutritional
factors
and
low
socioeconomic status, multi parity,
lactation and heavy menstrual loss. This
may reflect the effects of the sanction on
the nutritional and social status in the rural
areas.
Recommendations
For girls ages 12-18 and non-pregnant
women of child bearing ages, it is
recommended to screen for anemia every
5years, and annual screen for women with
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risk factors for ID anemia. Supply Iron
supplementations for all women in
reproductive years of live.
References
1. Word Health Organization, nutritional anemia’s;
Reports of a WHO
scientific group. Geneva,
Switzerland WHO; 1968.
2. The prevalence of anemia in women; a tabulation
of available information, Geneva, WHO 1992
WHO/ MCH/ MSM/ 92.2
3. Hercherg S, et al. Nutritional anemia in pregnant
Beninese
women;
consequences
on
the
hematological profile of the newborn B. Journal of
nutrition, 1987, 57; 185-193.
4. Dop MC, et al. Anemia during pregnancy in
Lome (Togo); prevalence, risk factors and
repercussions for the neonates Revue d
epidemiologic et de sante publique 1992.4; 259267.
5. Fleming AF. Hematological disease in the tropics
In: Cook GC ed. Manson’s tropical disease 20th ed,
London, Saunders, 1995: 101-173.
6. Nutritional anemia, Report of a WHO group of
experts. Geneva, WHO 1972 (WHO technical
report series No 501
7. Gjorup T, Bugge PM, Hendrickson C, Jensen
AM. A critical evaluation of the clinical diagnosis
of anemia Am J epidemiol 1986; 124-657 Stone
JE et al. An evaluation of methods for screening for
anemia. Bulletin WHO 1989; 62; 115-120.
8. Perry GS, Byers T, and Yip R et al. Iron nutrition
does not account for the hemoglobin differences
between blacks and whites. J Nutr 1992; 12:1417.
9. Hillman R S, Ault K A. Clinical approach to
anemia. In: Hematology in clinical practice, Mc
Graw-Hill, New York p.29.
10. Hillman RS, Ault KA. Normal erythropoiesis.
In: Hematology in
clinical practice. Mc Graw –
Hill, New York, p.3. Steensma DP, Hoyer, JD,
Fairbanks. Hereditary RBC disorder in middle
Easter patients Mayo Clinic Proc 2001; 76; 285.
11. Morris MW, Williams WL, Nelson DN.
Automated blood cell counting. In: Williams
Hematology, 5th ed, Beutler E, Lichtman MA,
Coller BS, et al. Mc Graw-Hill New York 1995: p.
13.
12. Van den Broek NR. Anemia in pregnancy in
developing countries Reviews.British Jour of obst
and gyn, 1998, 105: 385-390.
13. Fleming AF. Anemia in pregnancy in tropical
Africa Transactions of the royal Soc of Trop Med
and Hyg 1989; 83: 441-448.
14. Nardore DA, Roth KM, Mazur DJ, et al.
Usefulness of physical examination in detecting the
presence or absence of anemia. Arch Intern Med
1990; 150 –201.
15. Mohanads N, Schrier SL. Mechanism of red
cell destruction in hemolytic anemia. In: the

Iraqi Journal of Medical Sciences

hereditary hemolytic anemia. Mentzer WC, Wagner
GM (Edn), Churchill Living stone, New York,
1955: p; 13.
16. Howell JT, Monto RW.Syndrome of anemia,
dysphagia and glossitis. N Engle L Med 1953; 249;
1009.
17. Crosby WH. Physiology & pathology of the
iron metabolism Hosp. Pract 1990: 2627
18. Osaki T, Ueta E, Arisawa K et al. The
pathophysiology of glossal pain in-patient with ID
and anemia Am J Med Sick 1999; 318- 324 16.
19. Crosby WH, Whatever’s become of chlorosis
JAMA 1987; 257; 2799.
20. Reynolds RD, Binder HJ, Miller MB et al.
Pagophagia and ID anemia. Ann Intern Med 1968;
69: 435.
21. Rector WG. Pica its frequency and significance
in patients with IDA due to gastrointestinal blood
loss J Gen Intern Med 1989; 4: 512.
22. Tunnessea WW, Smith C, Oski FA. Beeturia; a
sign of ID. Am J Dis Child 1969; 117: 424.
23. Bridges KR, Seligman PA.Disorders of iron
metabolism. In; Blood; principle& practice of
hematology, Hardin RL, Luk SE, Stossel TP. (Eds)
1995 chap 49.
24.Vanden Brook NR, Letsky EA, White SA,
Shenkin
A.
Iron
status
in
pregnant
anemia; which measurement is valid! Br J
Haematol 1998; 103:817.
25. Guyatt GH, Oxman AD, Ali M, et al.
Laboratory
diagnosis
of
iron-deficiency
anemia; an overview. J Gen Intern Med 1992;
7:145.
26. Hansen TM, Hansen NE. Serum ferritin as
indicator of iron responsive anemia in patients with
rheumatoid arthritis. Ann Rheum Dis 1986;
103:817.
27. Brittenham GM. Disorder of iron metabolisms;
IDand over load. In; hematology basic principle and
practice, 2nd, Hoffman, R, Benz EJ Jr Shattil SJ et al
Eds Churchill Livingstone. New York 1995: 29.
28. Mc-Mahon LF Jr, Ryan MJ, Larson D, Fisher
RL. Occult gastrointestinal blood loss in marathon
runners. Ann Intern Med 1984; 100:846..
29. Cook JD, Skikne BS. Iron deficiency, definition
and diagnosis. J. Intern Med 1989; 226: 349.
30. Finch CA, Bellotti V, Stray S, et al. Plasma
ferritin determination as a diagnostic tool. West J
Med 1986; 145:657.
31.Zanella A, Gruidelli L, Berzuini A, et al.
Sensitivity and predictive values of serum ferritin
and free erythrocyte protoporphyrin for ID. J Lab
Clin Med. 1989:113-73.
32. Hallberg L, Bengtsson C, Lapidus L, et al.
screening for iron deficiency: An analysis based on
bone-marrow examinations and serum ferritin
determination in population sample of women. Br J
Haematol 1993; 85: 787.
33. Van Lupberger, W et al Hemoglobin
measurement; the reliability of some simple

69

Anemia During Reproductive Years ……. Shamdeen et al
technique for use in a primary health care setting
Bulletin of the WHO 1983; 61:957-65.
34. Kegels G, et al. Hemoglobin and packed cell
volume measurement; the reliability of some simple
techniques for use in surveys on rural hospitals.
Annals des societies Belges de medicine tropical
1984; 64: 413-714.
35. Ghosh S, Mohan M. Screening for anemia. L
lancet, 1989; 1: 823
36. Neville RG Evaluation of portable hemoglobin
meter in general practice. BMJ 1987; 294: 1263-65.
37. Stott GJ, Lewis SM A simple & reliable method
for estimating hemoglobin. Bulletin of the WHO
1995; 73: 369-77
38. Fairbanks VE. Laboratory testing for iron
status. Hospi Pract. 1990; 20: 17.
39. Strochbach et al The value of the physical
examination in the diagnosis of anemia. Archives of
internal medicine. 1988; 148: 831-32.
40. Lok CN, Loh TT. Regulation of transferring
function and expression: Review and update. Boil
Signals recept 1998; 7:157.
41. Cook, JD.
Clinical evaluation of iron
deficiency. Semin Haematol 1982; 19: 6.
42. Finch CA, Huebers H. Perspectives in iron
metabolism. N Engl J Med 1982; 19:6.

Iraqi Journal of Medical Sciences

43. Guyatt GH, Patterson C, Ali M, et al. Diagnosis
of IDA in the elderly. Am J Med 1990; 88:205.
44.Moda N, Cousens S, Kanki B. Anemia among
women of reproductive age in Burkina Faso Word
health foram 1996; 17: 369-72.
45. Steer P et al Relation between maternal
hemoglobin concentration and birth weight in
deferent ethnic groups B M J 1993; 310: 489-91.
46. Williams WJ, Morris MW, Nelson DA.
Examination of the blood. In’ Williams
hematology, 5th ed Beutler E, Liechtman MA,
Coller BS et al (Eds) Mc Graww-Hill, New York,
1995; p: 8.
47. Sanchez– Carrillo CL, et al Test on anoninvasive instrument for measuring hemoglobin
concentration. International Journal of technical
assessment in health care, 1989; 5: 659-67.
48. Looker, AC, Dolmen, PR, Carroll, MD et al.
Prevalence of IDA in the united state JAMA 1997;
227-973.
49. Rockey DC, Cello JP. Evaluation of the
gastrointestinal tract in patients with ID anemia. N
Engl J Med 1993; 329:1691.
50. Dacie JV, Lewis SM. Practical hematology.
Ninth edition.p115-127 by Churchill Livingstone,
London 2001

70

Effects of AflatoxinB1 on Some Skeletal Muscle Resident Cells Using a
Nuclear Differentiating Stain Technique
May F. Al-Habib PhD.

Abstract
Background:Aflatoxins are one of the toxigenic
fungi that draw attention for researcher, they are a
group of closely related mycotoxins that can
contaminate food. The problem of using
contaminated food with toxigenic fungi is still one of
the most important stigmas in the field of
nourishment of human and animals
Objectives:This study was designed to determine
how Aflatoxin B1 contaminated food and feeding
regimen might affect and induce specific changes in
the muscle resident cells.
Methods:Two groups of animals were studied one
fed with Aflatoxin B1 contaminated food and the
other fed with Aflatoxins free diet. Rats were fed
daily with diet contaminated with the spore. The
Extensor digitorum longus muscle wasremoved and
cut into small pieces and prepared by the method of

Torikata (1988). Semi thin sections were obtained
and stained by a nuclear differentiation stain.
Results:Animals treated with AFB1 have shown a
marked increase in body weight. Aflatoxin B1
showed pronounced effects on muscle nuclei and on
the vascularity of skeletal muscle fibers.
Conclusions:lt has been concluded that AFB1 have
marked effects on the number of cells found in
skeletal muscles.
Keywords: Aflatoxins B1- Skeletal muscle- nuclear
differentiating stain
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INTRODUCTION
Normal mature skeletal muscle is among a
growing list of tissue and organs now
known to contain rich resident population
of different types of cells and especially
mononuclear phagocytic cells. Two groups
of cells were observed:
Endogenous myonuclei: These are
seen within muscle fibers, they include
satellite cells and myonucli exogenous
cells: These include cells seen outside the
muscle,
1. Blood mononuclear cells:
Including monocytes and lymphocytes.
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2. Macrophages.
3. Others: include dendritic cells,
fibroblasts, and vessel related cells 1.
Satellite cells are a small
population
of
morphologically
undifferentiated cells located between the
external lamina and sarcolemma of
uninjured muscle fiber 2. They are
probably
derived
from
embryonic
myoblasts. During postnatal muscle
growth they fuse with their adjacent
growing myofibers resulting in an increase
in the number of nuclei 2&3.
A considerable increase in the
number of nuclei during muscle growth in
rats was noticed by many researchers,
further radiography with 3H-thymidin has
shown that some nuclei located within the
basement membrane of the muscle fiber
have mitotic figures 4.
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There are certain
powerful
biological toxins called myonecrotic
agents that can affect muscles. Clostridial
toxins, found to destroy connective tissue
with muscle fibers necrosis 5. Fatty
degeneration in cardiac muscle was also
recorded after the administration of
diphtheria toxins to guinea pigs 6. Snake
toxins cause skeletal muscle degeneration
and subsequent regeneration when injected
into the rats 7.
Aflatoxins are group of closely
related mycotoxins that are widely
distributed in the nature in different
agricultural
comities
produced
by
Aspergillus flavors group of fungi 8. It
causes great economic losses and health
hazards both to human and farm animals.
The most important group of Aflatoxins
produced by this type of fungi is B1 (AFB),
which have a very wide range of biological
activities 9.
The problem of using contaminated
food with toxigenic fungi is still one of the
most important stigmas in the field of
nourishment of human and animals. These
toxigenic fungi are able to produce
secondary metabolites that may produce a
toxic biological effect 10.
Acute exposure may not reflect the
exposure pattern of individual whose diet
may contain Aflatoxin contaminated
foodstuff. Low-level exposure to AFB1
may present health risk where it was found
to impair specific and non-specific
immune responses 11&12.
Aflatoxin B1 is a known
hepatocarcinogen. Several investigations
have shown the serious effects of
Aflatoxins
on
liver,
lymphocytes,
macrophages, and lung 8, 13, and 14.
However, Studies of its effects on
muscle have not been taken in
consideration. In an attempt to analyze the
relationship between some muscle resident
cells and the effects ofAFB1 on them this
study was designed.
MATERIAL AND METHODS:
1. Isolation of fungi
The Aflatoxins producing fungi
were isolated from seed samples (rice,
Iraqi Journal of Medical Sciences

peanut and wheat) according to method of
Shotwell et al. in the Department of
Technical Biology, College of Science, Al
- Nahrain University 15. The fungi isolates
were identified by direct examination with
light microscope using lacto phenol stain
2. Spore suspension preparation
Slants containing Czapek's dox
agar medium were inoculated with the
isolation of A. parasiticus then the slants
were incubated at 30 °C for 7 days and
kept under 5 °C in the refrigerator. Spore
suspensions were prepared according to
Faraj method 16
3. Laboratory animals.
Mature albino rats were used in this
study. Animals were isolated in a
relatively controlled environment at a
temperature of about 37 °C. They were
given free access of tap water and food.
The albino rats were divided into 2 groups
(4 rats for each age group) as follows:
a. Group I
Rats which were fed daily 25 gm of
the diet for 30 days considered as a control
group.
b. Group II
A pilot study was done before
starting this experiment using different
doses of diet contaminated with the spore
of isolated A. parasiticus. Rats were fed
daily with diet contaminated with the spore
of isolated A. parasiticus 200 mg/Kg of
body weight for 30 days. At the end of the
treatment, all animals were killed by spinal
dislocation and dissected. The Extensor
digitorum longus muscle was removed and
cut into small pieces (1 mm x 1 mm x 1
mm).
4. Tissue Preparation for semi thin
sections:
The method of Torikata (1988) 17
was employed. Tissue blocks were fixed
for 3 hours in 2.5% gluteraldehyde in
phosphate buffer (pH 7.2) with tannic acid.
Tissue blocks were then washed with the
phosphate buffer 3-4 times and left in the
buffer for 12 hours.
Specimens were fixed with
1%osmium tetraoxide for one hour and
dehydrated then transferred to propylene
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oxide for 20 minutes. Blocks were then
passed to a mixture of propylene oxide and
araldite for one hour, left in araldite for 12
hours at room temperature. All pieces were
Cleaned by filter paper and placed
in a plastic capsule. The capsule filled with
araldite was then transferred to an oven at
60°C for 48 hours. The capsule was left for
1-2 days at room temperature to be ready
for sectioning.
Glass knives were made by (LKB)
knife maker then, tissue blocks were cut
using this knife in an electrical
ultramicrotome. Semi-thin sections 0.5-1
\µ were obtained
5. Nuclear Differentiation Special Stain:
Semi thin sections were placed on
glass slides heated to 60°C and stained
with 2 solutions 18.
Solution A: This was prepared by adding
0.4% basic fuchsin to 25% methanol.
Solution B: This was Prepared by mixing
equal volumes of 1% azure II in distilled
water, 1% Methylene blue in distilled
water, 5% Na2Co3 in distilled water,
Absolute methyl alcohol. Resulting
solution was diluted to half with distilled
water
6. Staining technique:
The specimens were stained with
solution (A) for 3 minutes on a hot plate to
54°C, and then it was washed with
distilled water. Staining with solution (B)
was done for15 seconds on the hot plate
and rinsed well with distilled water. If the
stain is too weak, repeat staining for an
additional 15 seconds
The slides were then air dried and
mounted with synthetic resin. Cell
counting was done by using measuring
graticule eyepiece. Twenty semi thin
sections from the experimental and the
control groups were examined.
7.Counting of Resident cells, blood vessels
Sections stained with nuclear
differentiation stain were examined by
selection of a field in each section, in
which counting of resident cells was done
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by defining each type of cell depending on
it's characteristic features as described by
(Ontell, 1974). An eyepiece graticule of a
single
lattice
pattern
of
(X10)
magnification was used for this counting
method with a field area of (0.75) mm2
divided into 100 equal squares. Counting
was done by systematic scanning of the
whole 100 squares, and counting them at
X100 magnification (oil immersion) in
Reichert-Jung Diastar photomicroscope.
ANOVA (single factor) test was applied
for the resident cell, and the mean values
and P-value were calculated for each of
them 19.
Results
Animals treated with AFB1 have
shown a marked increase in body weight
from (303.5+ SE 133 - 363.5+ SE 126)
increase in the body weight of animals
treated with Aflatoxin B1.
Nuclear differentiation stain used
in this study was capable of differentiating
all types described to be seen in normal
muscle were clearly identified (figure
1&2). The over all number of nuclei was
markedly decreased from (35.0 +SE 4.6 to
25.5+ SE 4.4).
Myonucli seems to be not affected
(figure3) but, the numbers of satellite cells
and fibroblasts seems to be markedly
affected (figure3). Fibroblasts are resident
cells located out side the muscle fibers
within the connective tissue compartments
they show a significant difference in their
distribution between treated and non
treated animals with (P-value < 0.001)
(table1). The amount of connective tissue
seen in between muscles can be noticed to
be more and loose (figure 3)
In addition to the resident cells,
enumeration of the blood vessels per fixed
field area was done on the semithin
sections that stained with NDS, there was
a significant difference in their distribution
between treated and non treated animals as
seen in (figure 2&3)
with (P-value
<0.001) (table1).
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Table (1): Shows the mean distribution of the some skeletal muscle
resident cells, blood vessels in treated and non treated groups, with their P-

values.

Control

Treated

P value

Myonuclei

19

27

<0.001

Satellite cells

9

3

<0.001

Fibroblasts

3

12

<0.001

capilleries

6

1

<0.001

M

B
S

F

B

Figure (1): Multiple forms of nuclei in non treated animals. S: satellite cells; M:
myonuclei; B: blood vessels; F: fibroblasts
(Nuclear differentiating stain, X225).
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S

Figure (2): Rich vascularity in non treated animals S: satellite cells.
(Nuclear differentiating stain, X320).

Figure (3): Treated animal with marked decrease in cellularity and vascularity.
1: Myonuclei, 2: Satellite cells, 3: fibroblasts, V: blood vessels.
(Nuclear differentiating stain, X320).
Discussion:
Aflatoxin B1 is a potent carcinogen
produced by certain Aspergillus species.
Several investigations have shown serious
Iraqi Journal of Medical Sciences

effects of AFB1 on many organs like liver,
lung, spleen, lymphocytes and immune
system 11.
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The amount AFB1 contaminated diet
that might produce toxicity differs according
to the type of tissue we are studying and
also differs according to the animal species
20
. We have found that the dose200 mg/Kg
of body weight for 30 days have important
effects on skeletal muscle.
In this study animals treated with
AFB1 have shown an increase in total body
weight which might be due to increase of
water intake that have been noticed during
this experiment and swelling of some organs
after treatment as a reaction for the effect of
Aflatoxin B1 which perhaps have stimulated
the thirst center in the rats resulting in an
increase in water consumption as an attempt
to assist in the excretion in the body
metabolism 21.Gain in body weight was
recorded in aflatoxins treated animals, it was
observed in turkey, poults and rabbits22
Nuclear differentiation stain used in
this study was capable of differentiating cell
types that are difficult to be identified using
H &E stain.
It seems that the number of
myonuclei was markedly affected. There
was an increase in the number of myonuclei
in treated animals with a P value <0.001 .
The number of satellite cells was markedly
decreased with P<0.001 value of. Satellite
cell nuclei can be easily identified based on
the criteria of proximity to its principle
muscle fiber, chromatin density exceeding
that of adjacent myonuclei and, the presence
of a space or halo between the nuclei and its
muscle fiber 23.
In this study the satellite cells show a
significant reduction, while the myonuclei
showed a marked increase. This suggests
that there is an apparent reciprocal
relationship between the number of satellite
cells and myonuclei. Satellite cells produce
myonuclei by mitosis, which are then added
continuously to the post mitotic pool of
myonuclei, they divided repeatedly in young
rats and function as the source of true
muscle nuclei 24.It seems that Aflatoxin B1
might cause some sort of injury to the
muscle, this will stimulate satellite cell to
proliferate in response to injury to give rise
to regenerated muscle
Iraqi Journal of Medical Sciences

The overall decrease in the number
of vessels include areas of focal myofibril
disorganization, seems to be a feature of
necrosis, the vascularity was significantly
decreased in treated animals (P< 0.001). It
seems that Aflatoxins induces a form of
ischemia and ischemic muscle fibers
become necrotic and die 25.This might be
due to the deficit and impairment of O2
exchange within skeletal muscle of
senescent individuals due to decrease in the
number of capillaries.
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IMATINIB MESYLATE IN IRAQI PATIENTS WITH CHRONIC
MYELOID LEUKEMIA
Nabeel S. Murad FRCP, Ali M. Al Ameri CABM.

Abstract:
Background: Chronic myeloid leukemia (CML) is
a clonal proliferation of stem cells that is
characterized by granulocytosis with granulocytic
immaturity. The molecular abnormality involving
the ABL gene on chromosome 9 and the BCR gene
on chromosome 22 have been established as being
the proximate cause of chronic phase CML.
Objective: To study the clinical, and hematological
responses to imatinib mesylate and the main side
effects in Iraqi patients with CML in the three
phases of disease.
Methods: Three hundred and sixty two patients
with CML were enrolled .they were diagnosed by
peripheral blood and bone marrow aspirate
examination and were treated with imatinib
mesylate 400 mg/day as one single dose orally and
followed up every 4 weeks for clinical ,
hematological responses and evaluation of side
effects.
Results: The frequency of CML cases by residence
was 17. 40%, 21.8% and 61.6% from south, north
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Introduction
Chronic myeloid leukemia (CML)
is a clonal proliferation of the stem cell,
that is characterized by anemia,extreme
peripheral blood granulocytosis and
granulocytic immaturity, basophilia, often
thrombocytosis and splenomegaly. The
hematopoietic cells contain a reciprocal
translocation between chromosome 9and
22 in over 90% of patients which leads to
an overtly short, long arm of chromosome
22, referred to as Philadelphia (Ph1)
chromosome(22q-) 1. A rearrangement of
1
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and middle regions of Iraq respectively. The age of
patients ranged 14-70 years, 192 males (53%) and
170 females (47%). Complete clinical and
hematological responses were observed in 325
(90%) of patients within 3 months from the
initiation of imatinib in the chronic phase of the
disease, only 4/10 responded in the accelerated
phase at higher dosage of 600-800mg/day , no one
in the blastic phase responded. Side effects were
generally mild and tolerable.
Conclusion: Imatinib mesylate is effective and safe
in achieving high clinical and hematological
responses in chronic phase CML patients, but has
poor response in accelerated and acute blastic
phases. Side effects are generally mild.
Key words: Chronic Myeloid Leukemia, Imatinib
Myseglate
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the break point cluster region on chr.22 is
probably present in all patients with CML
and the molecular abnormality involving
theABL gene on chr. 9 and the BCR gene
on chr. 22 have been established as being
the proximate cause of chronic phase CML
1,2
.
The disease has a very high
propensity to evolve into an accelerated or
acute fatal phase resembling acute
leukemia. The incidence in USA is 1-2
patients in 100000 of population 2. Until
recently the only treatment choices were,
stem cell transplantation which, though
curative, is limited to a small proportion of
patients with CML, and hydroxyureabased , or interferon -alfa (IFN) based
regimen 4, 5.
Treatment with IFN has a deleterious
effect on patients quality of life and is
associated with physical toxicities as fever
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and chills, hypotension and fatigue,
impaired memory and inability to
concentrate 4-7. Hydroxyurea is well
tolerated but is of limited efficacy with no
effect on disease progression or survival 8.
Imatinib mesylate is an oral
targeted therapy, a selective Bcr- Abl
tyrosine kinase inhibitor with significant
activity in the treatment of Ph positive
CML and in Ph +ALL patients 9. In
clinical
trials 10-13, imatinib
has
demonstrated a high level of efficacy,
clinically and hematologically in the three
phases of the disease and is associated
with significantly less toxicity, which is
likely to translate into quality of life
benefit and survival advantage 14.
In patients with CML chronic
phase –(post IFN alfa failure), imatinib
induced complete cytogenetic response in
48% and major cytogenetic response (Ph
chromosome less than 35%) in 65% of
patients. The two year transformation rate
was 13% and the two year survival rate
was 92%10, 14.
In the International Randomized
Study (IRIS) 13, comparing IFN and low
dose Ara-c, versus imatinib in patients
with newly diagnosed CML in chronic
phase, Imatinib was associated with
significantly better 18 months rate of
complete cytogenetic response (7 versus
14%), respectively. In the most recent
study, imatinib versus other therapies,
imatinib was a significant independent
favorable prognostic factor for survival 14.
Aim of this work
Is to study the clinical and
hematological responses to, and the side
effects of Imatinib in Iraqi patients with
chronic myeloid leukemia in the three
phases of the Disease and to highlight
some aspects of the epidemiology of this
disease in this country.
Patients and methods
Late in 2002, a committee was
assigned by the Ministry of Health to help
delivering imatinib (glivec) to Iraqi CML
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patients and the National Center for the
Treatment of Blood Disorders (at AlMustansiriya University) was chosen for
prescribing and dispensing this drug agent.
At the time of starting writing the results
of this work we had already seen 362
patients with CML who were diagnosed on
clinical and hematological grounds by
experienced physicians and hematologists.
Cytogenetics was unfortunately not
performed
because
of
technical
difficulties. They were 53% males and
47% females with an age range of 14-70
years. Full investigations were performed
for each including, CBC and ESR, Bone
marrow aspirate, FBS and BU, uric acid
and hepatic transaminases. There were no
clear-cut exclusion criteria in this pilot
study except patients with advanced organ
failure.
The dose of imatinib was 400 mg
to be taken orally in one single dose
preferably after breakfast. Patients were
instructed to attend every 4 weeks and
report on a special sheet, their subjective
body responses, daily activity and side
effects, and to undergo careful physical
examination for splenic size, jaundice,
edema or any skin reaction, also to have
their peripheral blood examined for
Hemoglobin, WBC and differential count
and platelet count to assess the
hematological response and the disease
phase.
Statistics
Parameters were represented as means&
percentages on the figures.
Results
The prevalence of the CML in Iraq
is about 2/100000, assuming the
population is 25 millions and the No. of
CML patients in mid 2005 was
approaching 560 in the (NCH) center.
Figure 1 shows that 51% of patients have
an age range between 30-49 years and
around 30% of the total were younger than
30 years.
Figure 2 shows no obvious difference
in sex distribution, 53.07% males and 46.9%
females. Figure 3 shows the distribution
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according to the geographical area. North of
Iraq: 21.9%, Middle 61.6% and the South
17.4%. Figure 4 shows the relationship to
occupation, ordinary laborers were the
commonest class and the farmers least
affected! Figure 5 shows the Hb level before
therapy. Figure 6 shows the WBC count 3
months after therapy. Figure 7 shows the
response in accelerated phase. Figure 8
demonstrates the response in blastic phase.
Ten patients were in accelerated
phase, four of them reverted to chronic
phase on higher dose imatinib therapy. Six
patients were in acute blastic phase and
showed no response.

Table 1 shows the distribution of
registered side effects of Imatinib in all
patients treated. Side effects were
generally mild and tolerable. Of the non
hematological: muscle and joint pain seen
in 325 patients (90%), nausea and
indigestion in 304 patients (84%), peri
orbital swelling and weight gain in 144
patients (40%). Of the hematological side
effects. granulocytopenia grade 1,2: in 100
patients (30%), grade 3,4: in 28 patients
(8%) and thrombocytopenia Grade 1,2: in
72 patients (20%), Grade 3,4: in 18
patients (5%).

100.00%
No.of patients
0.00%
Series1

50-69y

70&>y

30.60% 51.00% 16.30%

14-29y

30-49y

1.63%

age of patients

Figure 1: Age Distribution
55.00%
No. of 50.00%
patients 45.00%
40.00%
Series1

female

male

46.93%

53.07%
sex

Figure 2: Sex distribution
100.00%
No.of
patients

50.00%
0.00%
Series1

south

norht

middle

17.40%

21.90%

61.60%

residence of patients

Figure 3: Residence

Iraqi Journal of Medical Sciences

80

no.of patien

Imatinib in Iraqi CML patients …. Murad et al

30.00%
25.00%
20.00%
15.00%
10.00%
5.00%
0.00%
n ar er ur er er
er er nt er or
rk writ de en oct ma rm ch apt low ffic
o
u
g d
e
fa tea oc
O
w
st en
lic
ot
h
po
p

Figure 4: Occupation Of Patients
.

60.00%
No.of
patients

40.00%
20.00%
0.00%
Series1

6-less

7 to 10 11 to 13

14&>

3.14%

46.00% 44.20%

6.66%

Hb.befor treatment

Figure 5: Hb concentration at presentation

100.00%
80.00%
60.00%
No.of patients
40.00%
20.00%
0.00%
4--12x10^9

13--15x10^9

16x10^9

WBC.after3 months treatment

Figure 6 :WBC count after 3 months of treatment

Iraqi Journal of Medical Sciences

81

Imatinib in Iraqi CML patients …. Murad et al
Figure
6: WBC
after 3phase
months of
Respose
to Glivec
in count
accelerated
No of patients
12
10
8
6
4
2
0
1

2

1=responded

3
Relapsed
3=

2=not responded

Figure 7: Response in accelerated phase
Response to GLIVEC in acute transformation
No. of patients
7
6
5
4
3
2
1
0
1

2
2

3

4 months

alive

Figure 8: Response in blastic phase

Table 1: Side Effects of Imatinib
Side Effects

Very Common
( › 1/10 )

Infections
Sepsis, pneumonia
H zoster & simplex
CNS
Headache
Dizziness, Parasthesia, Epileptic fits
Eye
Conjunctivitis
blurred vision
Dry eye
periorbital swelling
Ear
Vertigo & Deafness
tinnitus
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Common
(› 1/100 ‹ 1 / 10)

Uncommon
(‹ 1 /100 › 1/ 1000 )
+
+
+
+
+

+
+
+
+
+
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Cardiovascular
hypertension, hypotension
palpitation, chest pain, dyspnoea
Gastro intestinal
Nausea, dyspepsia
vomiting
Diarrhea & flatulence & constipation
Hepatic
jaundice
increased SGPT & ALP
Skin
Dermatitis
Facial oedema &eyelid oedema
dryness & photosensitivity
Musculo skeletal
muscle pain & cramps
joint swelling
bone pain, sciatica
Genitourinary
renal insufficiency
gynaecomostia
menstrual disturbance
polyuria & polydepsia
Blood
mild Neutropenia
mild thrombocytopenia
pyrexia & Rigor
Weight gain
Early
Later

+
+
+

+
+
+
+
+
+

+

+
+
+
+
+
+
+
+
+
+
+
+

Discussion
The prevalence of CML in Iraq is
approaching 2/100000 which is nearly the
maximum figure found in the literature, 12/1000001,2 By April 2005 the number of
patients in the NCH rose to 545. Has the
disease increasing in frequency or
incidence in our country?. The answer may
be (yes) in view of the environmental
pollution which the country had been
exposed to, over the past two decades and
the hot issue of the depleted uranium and
its adverse radiation effect. Another point
is that chemicals and insecticides do not
seem to be a causative agent for CML due
to the emerging observation that farmers
had the lowest rate of prevalence despite
heavy exposure to these agents, this is
were enrolled it would have shown
different results.
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also compatible with the literature that,
chemicals or insecticides are not
incriminated in CML development1, 2.
Chronic myeloid leukemia is a killing
disease in 3-6 years by progressing into
accelerated or acute phase. Of the 362
patients enrolled in this study 289(80%)
are alive and in hematological remission at
the time of reporting i.e., two and a half
years from the start of imatinib.
This is consistence with the results of
several previous cohorts in the world8-11,14.
With regard to the age, about 30%of
patients were under the age of 30 years
and 81% under the age of 49 years, this
may give an impression that CML is not a
disease of middle aged population, but
probably if a larger number of patients
Twenty
patients
developed
accelerated or blastic transformation
during the past two years after they were
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previously in remission on imatinib, most
of them have had the disease for more than
4 years. This may be attributed to the
development of resistance perhaps due to a
mutation at the BCR-ABL that reduce the
binding affinity of imatinib as it has been
reported lately 15.
Side effects were mild in the
majority of our patients, both the
hematological and the non hematological
which is consistent with the results of
several previous studies16
Conclusion
Imatinib mesylate induces good
and durable clinical and hematological
response in patients with chronic phase
CML with acceptable mild side effects.
Patients with accelerated phase and those
in blastic crises showed poor response.

12. Sawyers CL, Hochhons A, Feldman E, et al.
Imatinib induces hematologic and cytogenetic
responses in CML patients in myeloid blastic crisis;
results of phase II study. Blood 2002; 99: 3530-9.
13. OBrien SG, Guilhot F, Larson RA, et al. The
IRIS study: international randomized study of IFN
and low dose Ara-C versus imatinib in patients
with newly diagnosed chronic phase CML. N Engl
J Med 2003; 348: 994-1004.
14. Kantarjian H, OBrien S, Cortes J, et al. Survival
advantage with imatinib mesylate therapy in CMLCP after IFN alpha failure, and late in the phase:
comparison with historical controls. Clin Canc
Research, 2004; 10: 68-75.
15. Weisberg E, Manley PW, Breitenstein W, et al.
Characterization of AMN107, a selective inhibitor
of native and mutant BCR-ABL.Cancer Cell 2005
Feb; 7: 129-41.
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HETEROTOPIC PREGNANCY: A CASE REPORT
Liqaa R. AL-Khuzai FICMS.
1

Abstract:
The incidence 0f heterotopic pregnancy
increased in the recent years with wide spread of
ovulation induction drugs and assisted
reproduction techniques. There is delay in the
diagnosis of heterotopic pregnancy and about 50%
of patients are admitted for emergency surgery
following rupture. Early diagnosis and treatment
of heterotopic pregnancy lead to decrease
maternal mortality, morbidity, and salvage of
intrauterine pregnancy.

Key words: Heterotopic pregnancy
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Clinical History
A 29 years old woman gravida 2 Para 0 abortion 1
conceived after ovulation induction using
clomiphine citrate; her last menstrual period
(LMP) was on the first of October. She was
admitted as a case of acute abdominal pain of 2
days duration on 23.12.2004; she was 12 weeks
pregnant. The pain was all over the abdomen with
radiation to both shoulders. She consulted two
hospitals before she came to our hospital, where
she received an intravenous fluid and analgesics
and discharged home. The pain increased in
severity, and her general condition was
deteriorating in the last day. She was attending a
private doctor who did for her3-ultrasound
examinations were normal except for the
diagnosis of cervical incompetence for which
cervical cerclage have been done.
On admission, the patient was severely pale, her
rate was100 pulse per minute BP 110/50. There
was a generalized abdominal distention
In this case report I present a case of
heterotopic pregnancy complicated by rupture
with review of literature.
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with tenderness all over the abdomen; vaginal
examination performed which revealed bulky
uterus 12 weeks size and fullness in the pouch
of Douglas. Immediate expletory laparotomy
was performed revealed haemoperitoneum
(abdomen filled with blood), ruptured chronic
left ampullary ectopic pregnancy that was
also involving the left ovary. The right tube
was edematous; right ovary was normal.
Uterus was 12 weeks size. Left
salpingectomy was performed. Hemostasis
secured, cleaning of the abdominal cavity
from blood; estimated blood loss was three
liters. The fetus was found floating in the
abdominal cavity. Tube drain inserted in the
left iliac fossa. Patient received five units of
blood and one unit plasma. In her second
postoperative day, there was incomplete
abortion of the intrauterine fetus followed by
curettage under general anesthesia and
removal of placenta. The postoperative period
was smooth .She was discharged home on her
third postoperative day.
Discussion
Heterotopic pregnancy (HP) is the
coexistence of an intrauterine pregnancy and
ectopic pregnancy. In 1948, the spontaneous
HP rate was calculated as one in 30,0001
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pregnancies. Today HP actually occurs one in
3889 to 1 in 6778 pregnancies 2. The
increased incidence of HP is a consequence of
assisted reproduction and the wider use of
ovulation induction agents. The diagnosis of
HP is frequently done not as earlier as it
should be and it has serious repercussions.
Delay in the diagnosis is because of
visualization of intrauterine gestational sac.
The HP in our case was associated
with the use of clomiphine citrate an
ovulation induction drug, there are many case
reports about this association 3-5.The
fetomaternal prognosis can be improved by
early diagnosis. There is a need to maintain a
high index of suspicion and to intervene early
to salvage the intrauterine pregnancy and
prevent maternal mortality and morbidity
associated with ectopic pregnancy. Treatment
of HP pregnancy is surgical by salpingectomy
done through laparotomy or laparoscopically
and there are case reports of salvage the
intrauterine pregnancy that continued to term
without complications 6-9.

5. Tellez-Velasco S, Vital-Reyes VS, and Rosales-dela-Rosa D. Heterotopic pregnancy following ovulation
induction by clomiphine citrate and prednisone.
Ginecol Obstet Mex, 1999 Jan; 67: 1-3.
6. Makhlouf T, and Koubaa A. Heterotopic pregnancy:
three case reports. Tunis Med, 2001 Dec; 79(12): 6914.
7. Chittacharoen A, and Manonai J. Spontaneous
heterotopic pregnancy presenting with tubal abortion. J
Med Assoc Thai, 2001 Sep; 84(9): 1361-4.
8. Aoyeji AP, Fawole AA, and Adeniyi TO.
Heterotopic pregnancy: a case report. Niger J Med,
2001 Jan-Mar; 10(1): 37-8.
9. Wang PH, Chao HT, Tseng JY, and Yang TS.
Laparoscopic surgery for heterotopic pregnancies: case
report. Eur J Obstet Gynecol Reprod Biol, 1998 Oct;
80(2): 267-71.
10. Strohmer H, Obruca A, and Lehner R. Successful
treatment
of
a
heterotopic
pregnancy by
sonographically guided instillation of hyperosmolar
glucose. Fertility Steril, 1998 Jan; 69(1): 149-51.
11. Scheber MD, and Cedars MI. Successful nonsurgical management of a heterotopic abdominal
pregnancy
following
embryo
transfer
with
cryopreservrd-thawed embryos. Hum Reprod, 1999
May; 14 (5): 1375-7.

There are two case reports of
ultrasound-guided transvaginal injection of
potassium chloride or hyperosmolar glucose
in to the abdominal pregnancy resulting in a
systole and spontaneous resorption of the
ectopic fetus while the intrauterine pregnancy
continued and resulted in alive delivery at full
term 10, 11.
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Brugada Syndrome, A case Report
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Introduction:
Brugada syndrome is a clinical and
electrocardiographic diagnosis based on
syncopal sudden death episodes in patients
with a structurally normal heart and
characteristic ECG pattern composed of
right bundle branch block (RBBB) and a
specific shape ST-segment elevation in V1
to V3 2.
The first report on this syndrome
was published in 1992, although some
reports on a similar condition has been
reported since 1989, since 1992 there has

Patient characteristics:
A 15 years old Iraqi boy
presented with history of recurrent
syncopal attacks of seven years
duration. He gave a strong family
history of sudden death; two of his
brothers died suddenly without previous
complaints, one at the age of 16 years
and the other at the age of 12 years. No
one of his remaining family (two sisters,
three brothers and his father) is
symptomatic. His mother died due to
obstetric problem.
Thorough examination of the
patient was essentially normal. His ECG
showed sinus rhythm, PR interval of
230 msec., RBBB pattern with a QRS
width of 84 msec. and a specific
Brugada type ST-segment elevation in
V1-V3
(Figure 1). Holter monitor
showed a varying ST segment shift over
the 24 hours of the recording (Figure 2).
Echocardiogram was normal. EEG,
complete
blood
count,
blood
biochemistry, serum electrolyte and
chest X-ray are all within normal.

been an exponential increase in the number
of patients recognized all over the world (9).
Its incidence and prevalence are difficult to
estimate, however asymptomatic subjects
with Brugada type ST-segment shift were
present at a rate of 0.14% in the general
Japanese population 1, 3.
Key words: Brugada Syndrome, Ventricular arrhythmia,
sudden cardiac death.
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A diagnosis of Brugada syndrome
was made and an Implantable
Cardioverter
Defibrillator
(ICD)
Ventack Prizm II VR,Guidant, St Paul
,MN. With a defibrillator lead: Endotak
reliance from Guidant was implanted.
An ECG screening for the rest of
the family showed no similar
abnormalities in any other member.
Discussion:
Brugada syndrome is usually
identified as sporadic cases. However
50% of individuals who have this
syndrome have a family history of the
disease 1.
Genetic mutations composed of
abnormalities in SCN 5 A gene results in
abnormalities in the cardiac sodium
channels and those patients are
predisposed to rapid polymorphic
ventricular
tachycardia
(VT)
or
ventricular fibrillation (VF).
In our patient the 12 lead ECG
(Figure 1) showed a prolonged PR
interval, which has been reported in
18% of patients with Brugada syndrome
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. It also showed a RBBB pattern with
QRS width of 84msc. and a specific
shaped ST-segment elevation in V1-V3.
The Holter study showed a long
short cycle length, which could precede
the occurrence of polymorphic VT in
few cases of Brugada syndrome. The
diurnal variation in the degree of STsegment elevation in the same lead has
been noticed in our patient 1.
We
proceeded
to
ICD
implantation directly without EPS
because a negative EPS will not change
our decision for ICD implantation in
this high risk patient for sudden cardiac
death (SCD) as symptomatic Brugada
patients require protective treatment
from SCD even when the VT are not
inducible during EPS 6.
In this type of symptomatic
patient with syncope and classical ECG
pattern the risk of new arrhythmic event
is estimated to be 19% within 54
months 7.
The rest of the family of this
patient were asymptomatic and the 12
lead ECG for all of them showed no
abnormal ECG pattern, procainamide
challenge 8 for the family members
were done and no abnormality appeared
in the ECG after challenge.
In this syndrome there are few
predictors of events occurrence:
1. A spontaneously abnormal ECG is a
marker of possible sudden arrhythmic
death in comparison to those who had
abnormal ECG after drug challenge 8.
2. Male sex is considered as a risk factor
for SCD as compared to female 1.
3. The inducibility of sustained VT
during EPS, which may be the
strongest marker of prognosis 1.
4. Symptomatic
patients
have
unacceptably high rate of arrhythmic
events which are more frequent in
patients who present with aborted SCD
compared to patients who present with
repetitive syncopal episodes 9.

No effective antiarrhythmic drug is
available 1, 9. ICD is indicated in
symptomatic patients, however the
group of asymptomatic individuals in
whom the abnormal ECG was
recognized only after drug challenge
and they have very low event rate
during follow up warrants no treatment
9
.
As far as we know this is the first
case of Brugada syndrome diagnosed in
Iraq, we hope that this case report will
make physicians and cardiologist
oriented about this condition.
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FIGURE 1. 12 LEAD ECG SHOWING TYPICAL COVED ST ELEVATION IN
V1,V2,V3.
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FIGURE 2. HOLTER SHOWING SHORT-LONG CYCLE LENGTHS.
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اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻟﻧﺟﺎة اﻟﺳﻧوﻳﺔ ﻟﻣﺳﺗﻠﻣﻲ اﻟﻛﻠﻳﺔ اﻟﻣزروﻋﺔ وﺣﻳوﻳﺔ اﻟﻛﻠﻳﺔ اﻟﻣزروﻋﺔ ﺑﻌد ﺳﻧﺔ ﻣن اﺟراء ﻋﻣﻠﻳﺔ
زراﻋﺔ اﻟﻛﻠﻳﺔ
أﺳﺎﻣﺔ ﺳﻌدي ﻋﺑد اﻟﻣﺣﺳن  ، ١أﺳﺎﻣﺔ اﻟﻧﺎﺻري  ، ١أﺳﺎﻣﺔ ﻧﮫﺎد رﻓﻌت٢
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :ﺗﻤﺜﻞ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ﻋﻼﺟﺎ ﻧﺎﺟﻌﺎ ﻟﻤﺮﺿﻰ ﻋﺠﺰ اﻟﻜﻠﯿﺔ اﻟﻤﺰﻣﻦ اﻟﻨﮭﺎﺋﻲ  ،وﻗﺪ أدى اﻟﺘﻄﻮﯾﺮ اﻟﻤﺴﺘﻤﺮ
ﻷدوﯾﺔ ﻛﺒﺢ اﻟﺠﮭﺎز اﻟﻤﻨﺎﻋﻲ ﻣﻊ ﺑﻘﯿﺔ اﻷدوﯾﺔ واﻟﺮﻋﺎﯾﺔ اﻟﻄﺒﯿﺔ اﻟﻤﻘﺪﻣﺔ ﻟﻠﻤﺴﺘﻠﻢ ﺑﻌﺪ إﺟﺮاء اﻟﻌﻤﻠﯿﺔ إﻟﻰ ﺗﺤﺴﻦ ﻣﻠﺤﻮظ ﻓﻲ
أداء اﻟﻤﺮﯾﺾ و اﻟﻌﻀﻮ اﻟﻤﺰروع ﻣﻌﺎ
ھدف اﻟدراﺳﺔ :ﺗﻘﻮﯾﻢ ﺣﯿﻮﯾﺔ اﻟﻤﺴﺘﻠﻢ واﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ﺑﻌﺪ ﺳﻨﺔ واﺣﺪة ﻣﻦ اﺟﺮاء ﻋﻤﻠﯿﺔ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ  ،وﻣﺤﺎوﻟﺔ
رﺑﻂ اﻟﻮﻓﺎة ﺑﻌﺪ اﻟﻌﻤﻠﯿﺔ ﻣﻊ ﻋﺎﻣﻠﻲ اﻟﻌﻤﺮ و ﻧﻮع اﻟﺘﻄﺎﺑﻖ اﻟﻨﺴﯿﺠﻲ ﺑﯿﻦ اﻟﻤﺘﺒﺮع و اﻟﻤﺴﺘﻠﻢ.
طرﻳﻘﺔ اﻟﻌﻣﻞ :اﺟﺮﯾﺖ دراﺳﺔ ﺗﺸﻤﻞ ﺧﻤﺴﯿﻦ ﻣﺮﯾﻀﺎ ﺗﺘﺮاوح اﻋﻤﺎرھﻢ ﺑﯿﻦ ) (٦٢-١٥ﺳﻨﺔ ﻓﻲ وﺣﺪة زراﻋﺔ اﻟﻜﻠﯿﺔ ﻓﻲ
ﻣﺴﺘﺸﻔﻰ اﻟﺠﺮاﺣﺎت اﻟﺘﺨﺼﺼﯿﺔ -ﺑﻐﺪاد ﻟﻠﻔﺘﺮة ﻣﻦ ﺷﮭﺮ اﯾﻠﻮل  ٢٠٠٠اﻟﻰ ﺷﮭﺮ ﺗﺸﺮﯾﻦ اﻻول  ، ٢٠٠٢ﺗﻢ ﺧﻼﻟﮭﺎ
ﻣﺘﺎﺑﻌﺔ اﻟﻤﺮﺿﻰ )ﻣﺴﺘﻠﻤﻲ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ( ﻣﻊ ﺣﯿﻮﯾﺔ ووﻇﯿﻔﺔ اﻟﻌﻀﻮ اﻟﻤﺰروع ﻟﻤﺪة ﺳﻨﺔ ﺑﻌﺪ اﺟﺮاء اﻟﻌﻤﻠﯿﺔ .ﺗﻢ
أﺧﺬ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ﻓﻲ ﺟﻤﯿﻊ اﻟﺤﺎﻻت ﻣﻦ ﻣﺘﺒﺮع ﺣﻲ وﺗﺮاوﺣﺖ ﻧﺘﺎﺋﺞ اﻟﻔﺤﺺ اﻟﻨﺴﯿﺠﻲ
) (HLA-matchingﺑ ﯿﻦ اﻟﻤﺘﺒ ﺮع و اﻟﻤﺴ ﺘﻠﻢ ﺑ ﯿﻦ )ﻏﯿ ﺮ ﻣﻄ ﺎﺑﻖ ﺗﻤﺎﻣ ﺎ( و )ﺗﻄ ﺎﺑﻖ ﻧﺴ ﯿﺠﻲ ﺟﺰﺋ ﻲ اﺣ ﺎدي( .ﺷ ﻤﻠﺖ
اﻟﻤﺘﺎﺑﻌ ﺔ اﻟﺤﺎﻟ ﺔ اﻟﺴ ﺮﯾﺮﯾﺔ  ،اﻟﻔﺤﻮﺻ ﺎت اﻟﻤﺨﺘﺒﺮﯾ ﺔ ﻣﺘﻀ ﻤﻨﺔ ﻓﺤﻮﺻ ﺎت وﻇ ﺎﺋﻒ اﻟﻜﻠﯿ ﺔ اﻟﻤﺰروﻋ ﺔ  ،ﻓﻀ ﻼ ﻋ ﻦ
اﻟﻔﺤﻮﺻﺎت اﻟﺪورﯾﺔ ﺑﺠﮭﺎز اﻟﺴﻮﻧﺎر و اﻟﺪوﺑﻠﺮ .ﺣﺪﺛﺖ اﻟﻮﻓﯿﺎت ﻓﻲ ردھﺔ اﻟﻌﻨﺎﯾﺔ اﻟﻤﺮﻛﺰة ﻟﻠﻤﺮﻛﺰ ﻛﻤﺎ ﺗﻢ اﺟﺮاء ﺟﻤﯿ ﻊ
ﻋﻤﻠﯿﺎت رﻓﻊ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ  ،ﻋﻨﺪ اﻟﺤﺎﺟﺔ ﻓﻲ اﻟﻤﺮﻛﺰ أﯾﻀﺎ.
اﻟﻧﺗﺎﺋﺞ :ﺑﻌﺪ ﻣﺮور ﺳﻨﺔ ﻋﻠﻰ ﻋﻤﻠﯿﺔ زراﻋﺔ اﻟﻜﻠﯿﺔ اﺳﺘﻤﺮ ﺗﺴﻌﺔ و ﺛﻼﺛﻮن ﻣﺮﯾﻀﺎ ) (%٧٨ﻋﻠﻰ ﻗﯿﺪ اﻟﺤﯿﺎة ﺑﯿﻨﻤﺎ ﺗﻮﻓﻲ
أﺣﺪ ﻋﺸﺮ ﻣﺮﯾﻀﺎ ) (%٢٢ﺧﻼل اﻟﺴﻨﺔ اﻻوﻟﻰ ﻣﻦ اﺟﺮاء اﻟﻌﻤﻠﯿﺔ ﺑﺴﺒﺐ ﻣﻀﺎﻋﻔﺎت ﺟﮭﺎز اﻟﻘﻠﺐ و اﻻوﻋﯿﺔ اﻟﺪﻣﻮﯾﺔ
واﻟﺘﺴﻤﻢ اﻟﺠﺮﺛﻮﻣﻲ .ﻓﯿﻤﺎ ﯾﺘﻌﻠﻖ ﺑﻮﻇﯿﻔﺔ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ،ﻓﻘﺪ ﻛﺎﻧﺖ ﻃﺒﯿﻌﯿﺔ ﺑﻌﺪ ﺳﻨﺔ ﻣﻦ اﺟﺮاء اﻟﻌﻤﻠﯿﺔ ﻋﻨﺪ ﺛﻤﺎﻧﯿﺔ و
ﺛﻼﺛﯿﻦ ﻣﺮﯾﻀﺎ ) (%٧٦ﺑﯿﻨﻤﺎ اﺣﺘﺎج اﺛﻨﺎ ﻋﺸﺮ ﻣﺮﯾﻀﺎ ) (%٢٤اﻟﻰ اﺟﺮاء ﺟﺮاﺣﺔ ﻟﺮﻓﻊ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ﺑﺴﺒﺐ
اﻟﺼﻮرة اﻟﺴﺮﯾﺮﯾﺔ ﻟﻮﺟﻮد رﻓﺾ ﺣﺎد ﻟﻠﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ام ﯾﺴﺘﺠﺐ ﻟﻠﻌﻼج اﻟﺘﺤﻔﻈﻲ اﻟﻤﻘﺪم ﻓﻲ اﻟﻤﺮﻛﺰ .ﻟﻢ ﯾﺜﺒﺖ
اﺣﺼﺎﺋﯿﺎ وﺟﻮد ﻋﻼﻗﺔ ﺑﯿﻦ اﻟﻌﻤﺮ و ﻧﻮع اﻟﺘﻄﺎﺑﻖ اﻟﻨﺴﯿﺠﻲ ﻣﻊ اﻟﻮﻓﺎة ﺑﻌﺪ اﺟﺮاء زراﻋﺔ اﻟﻜﻠﯿﺔ.
اﻻﺳﺗﻧﺗﺎج :اﻟﻌﻤﻞ اﻟﻤﺒﻜﺮ ﻟﻠﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ﻣﻊ اﺳﺘﻤﺮارھﺎ ﻓﻲ ﻧﺸﺎﻃﮭﺎ اﻟﻄﺒﯿﻌﻲ ھﻮ ﻋﺎﻣﻞ اﺳﺎﺳﻲ ﻓﻲ ﺑﻘﺎء اﻟﻌﻀﻮ
اﻟﻤﺰروع ﻓﻌﺎﻻ ﻟﻔﺘﺮة ﻃﻮﯾﻠﺔ .أﻟﻌﻮاﻣﻞ اﻻﺳﺎﺳﯿﺔ ﻓﻲ وﻓﺎة ﻣﺴﺘﻠﻤﻲ اﻟﻜﻠﯿﺔ اﻟﻤﺰروﻋﺔ ھﻲ ﻣﻀﺎﻋﻔﺎت ﺟﮭﺎز اﻟﻘﻠﺐ و
اﻻوﻋﯿﺔ اﻟﺪﻣﻮﯾﺔ ﺛﻢ اﻟﺘﺴﻤﻢ اﻟﺠﺮﺛﻮﻣﻲ .ﻟﻢ ﯾﺜﺒﺖ وﺟﻮد رﺑﻂ ﺑﯿﻦ ﻋﻤﺮ اﻟﻤﺮﯾﺾ اﻟﻤﺴﺘﻠﻢ وﻧﻮع اﻟﺘﻄﺎﺑﻖ اﻟﻨﺴﯿﺠﻲ ﻣﻊ وﻓﺎة
اﻟﻤﺮﺿﻰ ﺧﻼل اﻟﺴﻨﺔ اﻷوﻟﻰ ﺑﻌﺪ إﺟﺮاء اﻟﻌﻤﻠﯿﺔ.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :زرع اﻟﻜﻠﯿﺔ  ،اﻟﻨﺠﺎة اﻟﺴﻨﻮﯾﺔ ﻟﻠﻤﺮﯾﺾ  ،أﻣﺮاض اﻟﻘﻠﺐ و اﻻوﻋﯿﺔ اﻟﺪﻣﻮﯾﺔ  ،اﻟﺮﻓﺾ اﻟﺤﺎد

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص١

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

 ١ﻓرع اﻟﺟراﺣﺔ اﻟﺑوﻟﻳﺔ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٢ﻓرع اﻟﺟراﺣﺔ اﻟﺑوﻟﻳﺔ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ ﺑﻐداد [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد  ٢ص١٢-٧
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص٢

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻟﺧﻣﺞ ﻓﻲ وﺣدة اﻟرﻋﺎﻳﺔ اﻟﻣرﻛزﻳﺔ ﻟﻠﺧدج ﻓﻲ طراﺑﻠس – ﻟﻳﺑﻳﺎ .
ﺟواد ﻛﺎظم اﻟدﻳوان  ، ١طﺎرق اﻟﺣدﻳﺛﻲ  ، ٢ﻋﺑد اﻟﻠطﻳف ﺷﻌﺑﺎن  ، ١ﻣﺣﻣد دﻳﻛﻧﺔ ١
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :اﻻﺧﻤﺎج ﺳﺒﺐ ﺷﺎﺋﻊ وﻣﮭﻢ ﻣﻦ اﺳﺒﺎب ﻣﺮاﺿﺔ ووﻓﯿﺎت اﻟﺨﺪج .واﻟﮭﺪف ﻣﻦ اﻟﺒﺤﺚ ھﻲ دراﺳﺔ اﻧﺘﺸﺎر
اﻻﺧﻤﺎج اﻟﺒﻜﺘﺮﯾﺔ واﻧﻮاﻋﮭﺎ ﺑﯿﻦ اﻟﺨﺪج اﻟﺮاﻗﺪﯾﻦ ﻓﻲ ردھﺔ اﻟﻌﻨﺎﯾﺔ اﻟﻤﺮﻛﺰة ﻓﻲ ﻣﺮﻛﺰ ﻃﺮاﺑﻠﺲ اﻟﻄﺒﻲ – ﻟﯿﺒﯿﺎ .
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﺗﻢ ﻣﺮاﺟﻌﺔ ﻣﻠﻔﺎت اﻟﺨﺪج اﻟﺮاﻗﺪﯾﻦ ﻓﻲ ﻣﺮﻛﺰﻃﺮاﺑﻠﺲ اﻟﻄﺒﻲ ﻟﻠﻔﺘﺮة أﯾﻠﻮل –  ١٩٩٦وﻟﻐﺎﯾﺔ اب
 .١٩٩٨زرع ﻋﯿﻨﺎت اﻟﺪم ھﻲ اﻟﻮﺳﯿﻠﺔ ﻟﺘﺤﺪﯾﺪ اﻟﺨﻤﺞ اﻟﺒﻜﺘﺮي  .دﺧﻮل اﻟﻤﺮﺿﻰ ﺗﻢ ﺗﺼﻨﯿﻔﮫ اﻟﻰ ﻣﻠﻮث وﻏﯿﺮ ﻣﻠﻮث .
اﻟﻧﺗﺎﺋﺞ :ﺧﻼل ﻓﺘﺮة اﻟﺪراﺳﺔ رﻗﺪ  ١١٢٣ﺧﺪﯾﺠﺎ ﻓﻲ ردھﺔ اﻟﻌﻨﺎﯾﺔ اﻟﻤﺮﻛﺰة  (%١١.٥) ١٢٩ .اﺻﯿﺒﻮا ﺑﺎﻟﺨﻤﺞ
اﻟﺒﻜﺘﯿﺮي  %١٠.٦ .و  %٢٤ﻣﻦ اﻟﺨﺪج اﻟﻤﻠﻮﺛﯿﻦ وﻏﯿﺮ اﻟﻤﻠﻮﺛﯿﻦ ﻋﻠﻰ اﻟﺘﻮاﻟﻲ  .ﻛﺎﻧﺖ ﻧﺘﺎﺋﺞ زرع ﻋﯿﻨﺎت اﻟﺪم ﻣﻮﺟﺒﺔ
ﻟﺪى  (%١٠.٢) ١١٥ﻣﻦ اﻟﺨﺪج ﺑﯿﻨﻤﺎ ﻛﺎﻧﺖ زرع ﻋﯿﻨﺎت اﻟﺴﺎﺋﻞ اﻟﺸﻮﻛﻲ ﻣﻮﺟﺒﺎ ﻟﺪى  . (%٢.١) ٢٤اﻟﺒﻜﺘﺮﯾﺎ ذات
اﻟﺼﺒﻐﺔ )ﻛﺮام( اﻟﺴﺎﻟﺒﺔ ھﻲ اﻟﺴﺎﺋﺪة ﻟﺪى اﻻﻃﻔﺎل اﻟﻤﺼﺎﺑﯿﻦ ﺑﺎﻟﺨﻤﺞ  .اﻧﻮاع اﻟﺴﺮﯾﺸﺎ ﻟﺪى  %٣٨.٣و  %٥٠ﻣﻦ
ﻋﯿﻨﺎت اﻟﺪم وﺳﺎﺋﻞ اﻟﻨﺨﺎع اﻟﺸﻮﻛﻲ  .اﻟﺒﻜﺘﺮﯾﺎ ﺳﺎﻟﺒﺔ اﻟﺘﺨﺜﺮ  CONSﺗﻢ ﻋﺰﻟﮭﺎ ﻣﻦ  %١١.٣ﻣﻦ ﻧﺘﺎﺋﺞ ﻋﯿﻨﺎت اﻟﺪم .
اﻷﺳﺗﻧﺗﺎج :ﺧﻜﺞ اﻟﺨﺪج ﻻﯾﺰال ﯾﺸﻜﻞ ﻣﺸﻜﻠﺔ ﺗﻮاﺟﮫ اﻟﺒﻠﺪ و ھﻨﺎﻟﻚ ﺣﺎﺟﺔ ﻟﺪراﺳﺔ اﻟﺘﻠﻮث اﻟﺒﻜﺘﯿﺮي ﻓﻲ اﻟﺠﮭﺎز اﻟﺘﻨﺎﺳﻠﻲ
ﻟﻠﻨﺴﺎء اﻟﻠﯿﺒﯿﺎت اﻟﺤﻮاﻣﻞ و ﻋﻼﻗﺘﮭﺎ ﺑﺎﻟﺨﻤﺞ ﻟﻠﺨﺪج.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :ﺧﻤﺞ اﻟﺨﺪج ،اﻟﺒﻜﺘﯿﺮﯾﺎ ذات اﻟﺼﺒﻐﺔ اﻟﺴﺎﻟﺒﺔ ﻟﻜَﺮام ،ﻟﯿﺒﯿﺎ

١ﻓرع طب اﻷطﻔﺎل ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻔﺎﺗﺢ-ﻟﻳﺑﻳﺎ [
٢ﻓرع طب ﻣﺟﺗﻣﻊ ] ﻛﻠﻳﺔ اﻟطب –ﺟﺎﻣﻌﺔ ﺑﻐداد [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد  ٢ص١٧-١٣
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص٣

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

دراﺳﺔ ﻓﻲ ﺗﺧطﻳط اﻟﻘﻠب ﻟﻠﻣرﺿﻰ اﻟﻣﺻﺎﺑﻳن ﺑﺎﻟرﺑو اﻟﻘﺻﺑﻲ اﻟﺣﺎد اﻟﻣﺻﺣوب ﺑﺎﻟم اﻟﺻدر
زﻳدان ﺧﻠف اﻟﺣرﻛﺎﻧﻲ
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :أن أﻋﺮاض ﻣﺮض اﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ اﻟﺤﺎد ﻣﺘﻌﺪدة وﺗﺸﻤﻞ ﺿﯿﻖ اﻟﺘﻨﻔﺲ اﻟﺸﺪﯾﺪ،اﻟﺴﻌﺎل واﻻﺧﺘﻨﺎق
وﻟﻜﻦ اﻟﺒﻌﺾ ﯾﺼﺎب ﺑﺄﻟﻢ اﻟﺼﺪر أﯾﻀﺎ واﻟﺬي ﻻ ﯾﺘﻢ اﻟﺘﺮﻛﯿﺰ ﻋﻠﯿﮫ ﻋﺎدة ﺗﺪاﺧﻞ اﻻﻋﺮاض و ﺣﺎﺟﺔ اﻟﻤﺮﯾﺾ
ﻟﻠﻌﻼج اﻵﻧﻲ
ھدف اﻟدراﺳﺔ :ﻟﻤﻌﺮﻓﺔ ﻣﺼﺪر اﻟﻢ اﻟﺼﺪر ﻓﻲ ﻣﺮﺿﻲ اﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ اﻟﺤﺎد وھﻞ ھﻮ ﺟﺰء ﻣﻦ اﻻﻋﺮاض اوﻧﺎﺗﺞ
ﻣﻦ ﻗﺼﻮر اﻟﺸﺮاﯾﯿﻦ اﻟﺘﺎﺟﯿﺔ؟
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﺗﻀﻤﻨﺖ اﻟﺪراﺳﺔ  ٢٠٠ﺣﺎﻟﺔ رﺑﻮ ﻗﺼﺒﻲ ﺣﺎد وﺳﺠﻠﺖ اﻻﻋﺮاض اﻟﺴﺮﯾﺮﯾﺔ اﻟﻤﺨﺘﻠﻔﺔ ﻛﻤﺎ ﺗﻢ اﺧﺘﯿﺎر
اﻟﺤﺎﻻت اﻟﻤﺼﺤﻮﺑﺔ ﺑﺎﻟﻢ اﻟﺼﺪر وﺗﻢ ﻋﻤﻞ ﺗﺨﻄﯿﻂ اﻟﻘﻠﺐ ﺗﺠﻤﯿﻊ اﻟﺤﺎﻻت ﻣﻊ اﻟﻔﺤﻮﺻﺎت اﻻﺧﺮي واﻋﯿﺪ ﺗﺨﻄﯿﻂ اﻟﻘﻠﺐ
ﺑﻌﺪ ﻣﺮور  ٤٨ﺳﺎﻋﺔ ﻣﻦ ﺑﺪاﯾﺔ اﻟﺤﺎﻟﺔ وﺗﻢ ﺗﺴﺠﯿﻞ ودراﺳﺔ اﻟﺘﻐﯿﺮات اﻟﺤﺎﺻﻠﺔاﻟﻨﺘﺎﺋﺞ :ﺗﺒﯿﻦ ﻣﻦ اﻟﺪراﺳﺔ ان ٣٠ﺣﺎﻟﺔ
ﻣﻦ اﺻﻞ  ٢٠٠ﺣﺎﻟﺔ ﻟﻠﺮﺑﻮ اﻟﻘﺼﺒﻲ اﻟﺤﺎد ﻛﺎﻧﺖ ﻣﺼﺤﻮﺑﺔ ﺑﺎﻟﻢ اﻟﺼﺪر ) (%١٥وان اﻏﻠﺐ اﻟﺤﺎﻻت ﻛﺎﻧﺖ ﻓﻰ اﻻﻋﻤﺎر
اﻛﺜﺮﻣﻦ  ٥٠ﺳﻨﺔ) .(%٨٠ان اﻟﺘﻐﯿﺮات اﻟﺤﺎﺻﻠﺔ ﻓﻲ ﺗﺨﻄﯿﻂ اﻟﻘﻠﺐ ﻛﺎﻧﺖ ﺗﺪﻟﻞ ﻋﻠﻰ اﺣﺘﻤﺎل وﺟﻮداﻟﺪﺑﺤﺔ اﻟﺼﺪرﯾﺔ ﻓﻲ
) (%٦٧ﻓﻲ اﻟﻤﺮﺿﻲ اﻟﻤﺼﺎﺑﯿﻦ ﺑﺎﻟﻢ اﻟﺼﺪر وﺗﺮاﺟﻌﺖ اﻟﻨﺴﺒﺔ اﻟﻲ ) (%٤٠ﺑﻌﺪ اﻋﺎدة اﻟﺘﺨﻄﯿﻂ ﻟﻠﻘﻠﺐ ﺑﻌﺪ ﻣﺮور ٤٨
ﺳﺎﻋﺔ
اﻻﺳﺗﻧﺗﺎج :أن ﻧﺴﺒﺔ ﻻﯾﺴﺘﮭﺎن ﺑﮭﺎ ﻣﻦ ﻣﺮﺿﻰ اﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ اﻟﺤﺎد ﺗﺸﻜﻮ ﻣﻦ اﻟﻢ اﻟﺼﺪر واﻟﺬي ﺗﺒﯿﻦ ﻣﻦ اﻟﺪراﺳﺔ اﻧﮫ
ﻗﺪ ﯾﻜﻮن ﻧﺎﺗﺠﺎ ﻣﻦ ﻗﺼﻮر اﻟﺸﺮاﯾﯿﻦ اﻟﺘﺎﺟﯿﺔ ﻟﻠﻘﻠﺐ وﻟﯿﺲ ﻓﻘﻂ اﺣﺪ اﻻﻋﺮاض اﻟﻤﺼﺎﺣﺒﺔ ﻟﺤﺎﻟﺔ اﻟﺮﺑﻮ واﻟﺪي ﯾﺘﻄﻠﺐ
اﻻﻧﺘﺒﺎه ﻟﮫ واﻟﺘﺤﺮي ﻋﻦ ﻣﺼﺪره.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :اﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ ،اﻟﻢ اﻟﺼﺪر ،ﻗﺼﻮر اﻟﺸﺮاﯾﯿﻦ اﻟﺘﺎﺟﯿﺔ
رﺋﻳس ﻓرع اﻟطب ] ﻛﻠﻳﺔ طب اﻟﻛﻧدي -ﺟﺎﻣﻌﺔ ﺑﻐداد [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد  ٢ص٢٢-١٨
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص٤

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻷﻧﺿﺑﺎب اﻟﺟﻧﺑﻲ ،دراﺳﻪ ﺧﻠوﻳﻪ ،ﻛﻳﻣﻳﺎﺋﻳﻪ ﺣﻳﺎﺗﻳﻪ
)ﺗﺷﻣﻞ أﻧزﻳم أﻷدﻳﻧوﺳﻳن دي أﻣﻳﻧﻳز و ﻻﻛﺗك دي ھﺎﻳدروﺟﻳﻧﻳز( ودراﺳﻪ ﺟرﺛوﻣﻳﻪ.
ﻓﺎﺋزة ﻋﻔﺗﺎن اﻟراوي  ، ١ﻧزار ﺟﺑﺎر ﻣﺗﻌب  ، ١زﻳﻧب طﺎﻟب

٢

اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﻪ اﻟدراﺳﻪ :اﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ اﻟﻐﯿﺮ ﻣﻌﺮوف ﺳﺒﺒﮫ ﻣﻦ اﻟﻤﺸﺎﻛﻞ اﻟﺴﺮﯾﺮﯾﮫ اﻟﻤﮭﻤ ﮫ .ﻟ ﺬﻟﻚ ﻓ ﺎن ﻗﯿ ﺎس ﻛﻤﯿ ﺔ أﻧ ﺰﯾﻢ
أﻷدﯾﻨﻮﺳ ﯿﻦ دي أﻣﯿﻨﯿ ﺰ و ﻻﻛﺘ ﻚ دي ھﺎﯾ ﺪروﺟﯿﻨﯿﺰ ﻓ ﻲ ﺳ ﺎﺋﻞ اﻷﻧﻀ ﺒﺎب اﻟﺠﻨﺒ ﻲ اﻛﺘﺴ ﺐ أھﻤﯿ ﮫ ﻣﺘﺰاﯾ ﺪه ﻟﻠﺘﻤﯿ ﺰ ﺑ ﯿﻦ
أﻷﻧﻀﺒﺎب اﻟﺪرﻧﻲ ،واﻟﺴﺮﻃﺎﻧﻲ واﻟﺨﻤﺠﻲ أﻷﻟﺘﮭﺎﺑﻲ.
ھــدف اﻟدراﺳــﺔ :ﺗﻘﯿ ﯿﻢ اﻟﻔﺎﺋ ﺪة اﻟﺘﺸﺨﯿﺼ ﯿﺔ ﻷﻧﺰﯾﻤ ﻲ أﻷدﯾﻨﻮﺳ ﯿﻦ دي أﻣﯿﻨﯿ ﺰ و ﻻﻛﺘ ﻚ دي ھﺎﯾ ﺪروﺟﯿﻨﯿﺰ ﻓ ﻲ ﺳ ﺎﺋﻞ
اﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ ﻟﺘﻤﯿﺰ اﻷﻧﻀﺒﺎب أﻟﺪرﻧﻲ ﻋﻦ اﻷﻧﻀﺒﺎب ﻷﺳﺒﺎب أﺧﺮى.
اﻟﻣرﺿﻰ ،اﻟﻣواد وطرق اﻟﻌﻣﻞ :دراﺳﮫ ﺗﻘﺪﻣﯿﮫ ل  ٧٥ﻣﺮﯾﺾ ﻣﺼﺎﺑﯿﻦ ﺑﺎﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ ) ٥٣ذﻛﻮر و  ٢٢اﻧﺎث(،
ﻣﻌﺪل أﻋﻤﺎرھﻢ  ٤٣.٨ﺳﻨﮫ .درﺳﺖ اﻟﺤﺎﻻت ﺳﺮﯾﺮﯾﺎ ﻣﻊ اﺟﺮاء اﻟﻔﺤﻮﺻﺎت اﻟﻤﺨﺘﺒﺮﯾﮫ ﻟﻠﺴﺎﺋﻞ اﻟﺠﻨﺒﻲ .أﺟﺮي اﻟﻔﺤﺺ
اﻟﺨﻠﻮي ﺑﺄﺳ ﺘﻌﻤﺎل ﺻ ﺒﻐﺔ  H&Eواﻟﻔﺤﻮﺻ ﺎت اﻟﺠﺮﺗﻮﻣﯿ ﮫ )ﺻ ﺒﻐﺘﻲ  Gramو  (AFBو ﻓﺤﻮﺻ ﺎت ﻛﯿﻤﯿﺎﺋﯿ ﮫ )ﻛﻤﯿ ﺔ
أﻧﺰﯾﻢ أﻷدﯾﻨﻮﺳﯿﻦ دي أﻣﯿﻨﯿﺰ و ﺗﺎﻛﺘﻚ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ ،اﻟﺒﺮوﺗﯿﻦ و اﻟﺴﻜﺮ( و ﺣﺴﺎب اﻟﻌﺪد اﻟﻜﻠﻲ و اﻟﺘﻔﺮﯾﻘﻲ ﻟﻠﺨﻼﯾ ﺎ
اﻟﻤﺤﺘﻤﻞ اﯾﺠﺎدھﺎ ﻓﻲ اﻟﺴﺎﺋﻞ اﻟﺠﻨﺒﻲ.
اﻟﻧﺗﺎﺋﺞ :ﻣﻦ اﻟﻤﻌﻠﻮﻣﺎت و اﻟﻔﺤﻮﺻﺎت اﻟﺴﺮﯾﺮﯾﮫ و اﻟﻤﺨﺘﺒﺮﯾﮫ ﻗﺴ ﻤﺖ اﻟﺤ ﺎﻻت اﻟﻤﺮﺿ ﯿﮫ اﻟ ﻰ ﺳ ﺘﺔ ﻣﺠ ﺎﻣﯿﻊ :ﻣﺠﻤﻮﻋ ﺔ
اﻷﻧﻀﺒﺎي اﻟﺠﻨﺒﻲ اﻟﺪرﻧﻲ ) ٣٢ﺣﺎﻟﮫ( ،اﻟﺴﺮﻃﺎﻧﻲ ) ١٣ﺣﺎﻟﮫ( ،اﻟﺠﻨﺒﻲ اﻟﺨﻤﺠﻲ ) ١٠ﺣﺎﻟﮫ( ،اﻧﻀﺒﺎب ﻧ ﺎﺗﺞ ﻋ ﻦ ﻋﺠ ﺰ
اﻟﻘﻠﺐ ) ٨ﺣﺎﻻت( ،ﻏﯿﺮ ﻣﻌﺮوﻓﮫ أﺳﺒﺎﺑﮫ )  ٦ﺣﺎﻻت( و ﻣﺘﻔﺮق اﻷﺳﺒﺎب ) ٦ﺣﺎﻻت( .أﻋﻠﻰ ﻣﻌﺪل ﻷﻧﺰﯾﻢ أﻷدﯾﻨﻮﺳ ﯿﻦ
دي أﻣﯿﻨﯿ ﺰ ﻛﺎﻧ ﺖ  ٧٦.٧وﺣ ﺪه ﻓﯿﺎﺳ ﯿﮫ/ﻟﺘ ﺮ ﻓ ﻲ اﻷﻧﻀ ﺒﺎب اﻟﺘ ﺪرﻧﻲ ﻣﻘﺎرﻧ ﺔ ب ٣٢.٤وﺣ ﺪه ﻓﯿﺎﺳ ﯿﮫ/ﻟﺘ ﺮ ﻓ ﻲ اﻟﺤ ﺎﻻت
اﻟﺴﺮﻃﺎﻧﯿﮫ .أﻣﺎ اﻧﺰﯾﻢ ﻻﻛﺘﻚ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ ﻓﺄﻋﻠﻰ ﻗﯿﺎس ﻛﺎن ﻓﻲ أﻷﻧﻀﺒﺎب اﻟﺴﺮﻃﺎﻧﻲ  ٣٢١.١وﺣﺪه ﻓﯿﺎﺳﯿﮫ/ﻟﺘﺮ و
ﻛﺎن ﻛﻼ أﻷﻧﺰﯾﻤﯿﻦ ذو ﻓﺎﺋﺪه ﺗﺸﺨﯿﺼﯿﮫ ﻟﻠﺘﻤﯿﺰ ﺑﯿﻦ أﻧﻮاع أﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ ).(P<0.005
اﻻﺳﺗﻧﺗﺎج :ﻷﻧﺰﯾﻤﻲ أﻷدﯾﻨﻮﺳﯿﻦ دي أﻣﯿﻨﯿﺰ و ﻻﻛﺘﻚ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ ﻓﻲ ﺳ ﺎﺋﻞ اﻷﻧﻀ ﺒﺎب اﻟﺠﻨﺒ ﻲ أھﻤﯿ ﮫ ﺗﺸﺨﯿﺼ ﯿﮫ
ﯾﻤﻜﻦ أﻷﺳﻨﻔﺎده ﻣﻨﮭﺎ ﻓﻲ أﻟﺘﻤﯿﺰ ﺑﯿﻦ اﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ أﻟﺪرﻧﻲ واﻟﺴﺮﻃﺎﻧﻲ ﻋﻦ اﻷﻧﻀﺒﺎب ﻷﺳﺒﺎب أﺧﺮى.
ﻣﻔﺗﺎح أﻟﻛﻠﻣﺎت :أﻷﻧﻀﺒﺎب اﻟﺠﻨﺒﻲ ،أﻧﺰﯾﻢ أﻷدﯾﻨﻮﺳﯿﻦ دي أﻣﯿﻨﯿﺰ ،أﻧﺰﯾﻢ ﻻﻛﺘﻚ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ.
 ١ﻓرع اﻟﺑﺎﺛوﻟوﺟﻲ ]ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٢ﻣرﻛز اﻟﺑﺣوث اﻟطﺑﻳﺔ

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٢٧-٢٣
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص٥

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻟﻣﺿﺎﻋﻔﺎت اﻟﻧزﻓﻳﺔ واﻟﺧﺛﺎرﻳﺔ ﻟدى اﻟﻣرﺿﻰ اﻟﻣﺻﺎﺑﻳن ﺑﺎﺿطراﺑﺎت ﺗﻛﺎﺛرﻳﺔ ﻧﻘوﻳﺔ ﻣزﻣﻧﺔ
ﺳﻌد ﺷوﻗﻲ ﻣﻧﺻور  ، ١رﻋد ﺟﺎﺑر ﻣوﺳﻰ  ، ١وﻗﺎص ﻓﺎﺿﻞ اﻟﺳﺎﻣراﺋﻲ٢
اﻟﺧﻼﺻﺔ:
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :ان ﻧﺴﺒﺔ ﺣﺪوث اﻟﻤﻀﺎﻋﻔﺎت اﻟﺨﺜﺎرﯾﺔ واﻟﻨﺰﻓﯿﺔ ﺗﻜﻮن ﻣﺮﺗﻔﻌﺔ ﺑﯿﻦ اﻟﻤﺮﺿﻰ اﻟﻤﺼﺎﺑﯿﻦ ﺑﺎﺑﯿﻀﺎض
اﻟﺪم اﻟﺘﻘﯿﺎﻧﻲ اﻟﻤﺰﻣﻦ  .وأن ﻣﻌﺪل ﺗﻜﺮار اﻟﻤﻀﺎﻋﻔﺎت اﻟﻨﺰﻓﯿﺔ ﻛﺎﻧﺖ أﻋﻠﻰ ﻣﻦ ﻣﻌﺪل ﺗﻜﺮار اﻟﻤﻀﺎﻋﻔﺎت اﻟﺨﺜﺎرﯾﺔ.
ھدف اﻟدراﺳـﺔ:اﺳ ﺘﮭﺪﻓﺖ ھ ﺬه اﻟﺪراﺳ ﺔ اﺳﺘﻜﺸ ﺎف ﻧﺴ ﺒﺔ اﻟﻤﻀ ﺎﻋﻔﺎت اﻟﺨﺜﺎرﯾ ﺔ واﻟﻤﻀ ﺎﻋﻔﺎت اﻟﻨﺰﻓﯿ ﺔ ﻟ ﺪى اﻟﻤﺮﺿ ﻰ
اﻟﻤﺼﺎﺑﯿﻦ ﺑﺎﺿﻄﺮاﺑﺎت ﺗﻜﺎﺛﺮﯾﺔ ﻧﺨﺎﻋﯿﺔ ﻣﺰﻣﻨﺔ وﻛﺬﻟﻚ ﻟﺘﺤﺪﯾﺪ اﻟﻤﻌ ﺎﯾﯿﺮ اﻷﻛﺜ ﺮ ﺗﺮاﻓﻘ ﺎ و  /أو اﻷﻛﺜ ﺮ ﺗﻨﺒ ﺎ ﻟﺤ ﺪوث ﺗﻠ ﻚ
اﻻﺧﺘﻼﻃﺎت اﻟﻤﺮﻗﺌﺔ .
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﺧﻤﺴ ﺔ وأرﺑﻌ ﻮن ﻣﺮﯾﻀ ﺎ ﻣﺼ ﺎﺑﯿﻦ ﺑﻤﺨﺘﻠ ﻒ أﻧﻤ ﺎط اﻻﺿ ﻄﺮاﺑﺎت اﻟﺘﻜﺎﺋﺮﯾ ﺔ اﻟﻨﺨﺎﻋﯿ ﺔ اﻟﻤﺰﻣﻨ ﺔ ) ٢٤
رﺟﻞ ١٧ ،إﻣﺮاة( ﺗﻢ ﺷ ﻤﻮﻟﮭﻢ ﺑﮭ ﺬه اﻟﺪراﺳ ﺔ اﻻﺳ ﺘﻘﺪاﻣﯿﺔ ﺑﻤﻌ ﺪل ﻋﻤ ﺮ اﻟﻤﺮﺿ ﻰ ) ±اﻷﻧﺤ ﺮاف اﻟﻤﻌﯿ ﺎري( ±٤١,٣٥
 ١٠,٩ﺳﻨﺔ
أﺟﺮﯾﺖ ھﺬه اﻟﺪراﺳﺔ ﻟﻠﻔﺘ ﺮة ﻣ ﻦ ﻛ ﺎﻧﻮن اﻟﺜ ﺎﻧﻲ  ٢٠٠٣إﻟ ﻰ ﺣﺰﯾ ﺮان  ٢٠٠٤وﺗ ﻢ اﺧﺘﯿ ﺎر اﻟﻤﺮﺿ ﻰ ﻣ ﻦ ﺛﻼﺛ ﺔ
ﻣﺮاﻛﺰ ﻃﺒﯿﺔ ﻓﻲ ﻣﺪﯾﻨﺔ ﺑﻐﺪاد .
ﻓﻀﻼ ﻋﻦ ذﻟﻚ  ٢٥ ،ﻣﻦ اﻷﺷﺨﺎص اﻷﺻﺤﺎء ﻇﺎھﺮﯾﺎ )  ١٣رﺟﻞ  ١٢ ،إﻣﺮاة ( ﻛﻤﺠﻤﻮﻋﺔ ﺳﯿﻄﺮة ﺑﻤﻌﺪل ﻋﻤﺮ ) +
اﻻﻧﺤﺮاف اﻟﻤﻌﯿﺎري(  ١٢،.± ٤٢,٢ﺳﻨﺔ
ﻣﺠﻤﻮﻋﺔ اﻟﻤﺮﺿﻰ واﻟﺴﯿﻄﺮة أﺧﻀﻌﻮا ﻟﻼﺧﺘﺒﺎرات اﻟﺘﺎﻟﯿﺔ ؛ ﺗﺮﻛﯿ ﺰ اﻟﻔ ﺎﺑﯿﺮﯾﻨﻮﺟﯿﻦ ؛ ﺣﺴ ﺎب ﻓﺎﻋﻠﯿ ﺔ اﻟﻌﺎﻣ ﻞ
اﻟﺜﺎﻣﻦ ﻓﻲ ﺑﻼزﻣﺎ اﻟﺪم ؛ ﺣﺴﺎب اﻟﻔﺎﻋﻠﯿﺔ أﻷﻧﺘﯿﺠﯿﻨﯿﺔ ﻟﻠﻌﺎﻣ ﻞ اﻟﺴ ﺎﺑﻊ واﻟﻌﺎﻣ ﻞ اﻟﻌﺎﺷ ﺮ ﻓ ﻲ ﺑﻼزﻣ ﺎ اﻟ ﺪم ؛ وﻗﯿ ﺎس ﺗﺮﻛﯿ ﺰ
ﻣﺜﻨﻮﯾﺎت (D-Dimers) D -ﻓﻲ ﺑﻼزﻣﺎ اﻟﺪم.
اﻟﻧﺗﺎﺋﺞ:أﻇﮭﺮت اﻟﻨﺘ ﺎﺋﺞ أن اﻟﻨﺴ ﺒﺔ اﻟﻜﻠﯿ ﺔ ﻟﺤ ﺪوث اﻟﻤﻀ ﺎﻋﻔﺎت اﻟﻤﺮﻗﺌ ﺔ ﺑ ﯿﻦ اﻟﻤﺮﺿ ﻰ اﻟﻤﺼ ﺎﺑﯿﻦ ﺑﺄﺿ ﻄﺮاﺑﺎت ﻧﻘ ﻲ
اﻟﻌﻈﻢ اﻟﺘﻜﺎﺛﺮﯾﺔ اﻟﻤﺰﻣﻨﺔ ﻛﺎن %٢٠
أن ﺣﺪوث اﻟﻤﻀﺎﻋﻔﺎت اﻟﺨﺜﺎرﯾﺔ اﻟﻨﺰﻗﯿﺔ ﻛﺎﻧﺖ ﺗﺘﺮاﻓﻖ وﺑﺸﻜﻞ ﻣﻌﺘﻤﺪ ﻣﻊ اﻧﺤﺪار اﻟﻌﻤﺮ ) . ( P= 0.005
ﻟﻘﺪ أﻇﮭﺮت اﻟﻨﺘﺎﺋﺞ ﺑﺎﻧ ﺔ ﻟ ﻢ ﯾﻜ ﻦ ھﻨﺎﻟ ﻚ ﺗﺮاﻓ ﻖ ﻣﻌﺘ ﺪ ﺑ ﯿﻦ ﺣ ﺪوث اﻻﺿ ﻄﺮاﺑﺎت اﻟﺨﺜﺎرﯾ ﺔ اﻟﻨﺰﻓﯿ ﺔ ﻣ ﻊ ارﺗﻔ ﺎع ﺗﺮﻛﯿ ﺰ
اﻟﻔﺎﺑﯿﺮﻧﯿﻮﺟﯿﻦ ﻓﻲ ﺑﻼزﻣﺎ اﻟﺪم ) .(P = 0.4
اﻟﻔﺎﻋﻠﯿ ﺔ اﻻﻧﺘﯿﺠﯿﻨﯿ ﺔ ﻟﻠﻌﺎﻣ ﻞ اﻟﺴ ﺎﺑﻊ ﻓ ﻲ ﺑﻼزﻣ ﺎ اﻟ ﺪم ﻛﺎﻧ ﺖ ﻣﻨﺨﻔﻀ ﺔ ﺑﺸ ﻜﻞ ﻣﻌﺘ ﺪ ﻟ ﺪى اﻟﻤﺮﺿ ﻰ اﻟﻤﺼ ﺎﺑﯿﻦ
ﺑﺎﺑﯿﻀﺎض اﻟﺪم اﻟﻨﻘﯿﺎﻧﻲ اﻟﻤﺰﻣﻦ ﻣﻘﺎرﻧﺔ ﺑﻤﺠﻤﻮﻋﺔ اﻟﺴ ﯿﻄﺮة )  .(P = 0.001ﻓﯿﻤ ﺎ ﯾﺘﻌﻠ ﻖ ﺑﻔﺎﻋﻠﯿ ﺔ اﻟﻌﺎﻣ ﻞ اﻟﺜ ﺎﻣﻦ ﻓ ﻲ
ﺑﻼزﻣﺎ اﻟﺪم واﻟﻔﺎﻋﻠﯿﺔ اﻻﻧﺘﺠﯿﻨﯿﺔ ﻟﻠﻌﺎﻣﻞ اﻟﻌﺎﺷﺮ ﻓﻲ ﺑﻼزﻣﺎ اﻟﺪم وزﻣﻦ اﻟﻨﺰف ﺗﻈﮭﺮ اﻹﺣﺼﺎﺋﯿﺎت ﻓﺄﻧﮫ ﻟﻢ ﯾﻈﮭﺮ اﻟﺘﺤﻠﯿﻞ
اﻟﻤﺘﻌﺪد ﺑﯿﻦ ﻣﺨﺘﺘﻠﻒ ﻣﺠﺎﻣﯿﻊ اﻟﻤﺮﺿﻰ وﻣﺠﻤﻮﻋﺔ اﻟﺴﯿﻄﺮة
أي اﺧﺘﻼﻓﺎت ﻣﻌﺘﺪة ). (P > 0.05ﺑﺎﻹﺿﺎﻓﺔ إﻟﻰ ذﻟﻚ ،ﻟﻢ ﯾﻮﺟﺪ ﺗﺮاﻓﻖ ﻣﻌﺘﺪ ﺑﯿﻦ ﺗﻠﻚ اﻟﻤﻌﺎﯾﯿﺮ وﺣﺪوث اﻻﺿﻄﺮاﺑﺎت
اﻟﺨﺜﺎرﯾﺔ اﻟﻨﺘﺮﻓﯿﺔ ).(P > 0.05
أن اﻻﺧﺘﻼﻓﺎت ﻓﻲ ﻧﺴﺒﺔ اﻹﯾﺠﺎﺑﯿﺔ ﻟﻤﺜﻨﻮﯾﺎت –  Dﻓﻲ ﺑﻼزﻣﺎ اﻟﺪم ﺑﯿﻦ اﻟﻤﺮﺿﻰ اﻟﺬﯾﻦ ﯾﻌﺎﻧﻮن ﻣﻦ اﺿﻄﺮاﺑﺎت
ﺧﺜﺎرﯾﺔ ﻧﺰﻓﯿﺔ وﺑﯿﻦ اﻟﻤﺮﺿﻰ اﻟﺬﯾﻦ ﻟﻢ ﺗﻈﮭﺮ ﻋﻠﯿﮭﻢ ﺗﻠﻚ اﻷﻋﺮاض ﻟﻢ ﺗﻜﻦ ﻣﻌﺘﺪة ) .(P > 0.05

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ
اﻻﺳﺗﻧﺗﺎج:ﻋﻠﯿ ﮫ ﯾﻤﻜ ﻦ اﻻﺳ ﺘﻨﺘﺎج ﺑ ﺄن اﻟﻤﺮﺿ ﻰ اﻟﻤﺼ ﺎﺑﯿﻦ ﺑﺎﺿ ﻄﺮاﺑﺎت ﺗﻜﺎﺛﺮﯾ ﺔ ﻧﺨﺎﻋﯿ ﺔ ﻣﺰﻣﻨ ﺔ رﺑﻤ ﺎ ﯾﻜﻮﻧ ﻮن أﻛﺜ ﺮ
ﻋﺮﺿ ﺔ ﻟﺤ ﺪوث ﺗﻠ ﻚ اﻻﺿ ﻄﺮاﺑﺎت وأن ﻛﺜ ﺮة اﻟﺼ ﻔﯿﺤﺎت اﻟﺪﻣﻮﯾ ﺔ رﺑﻤ ﺎ ﯾﻜ ﻮن ﻟﮭ ﺎ دور ﻣﮭ ﻢ ﻓ ﻲ أﻣﺮاﺿ ﯿﺔ ﺗﻠ ﻚ
اﻟﻤﻀﺎﻋﻔﺎت اﻟﺨﺜﺎرﯾﺔ اﻟﻨﺰﻓﯿﺔ .
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :ﻧﺰﻓﯿﮫ ،ﺗﺨﺜﺮﯾﮫ،ﺗﻜﺎﺛﺮﯾﺔ ﻧﻘﻮﯾﮫ ﻣﺰﻣﻨﺔ

١ﻓرع اﻟﺑﺎﺛوﻟوﺟﻲ -أﻣراض اﻟدم ] ﻛﻠﻳﺔ اﻟطب –ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٢ﻓرع اﻟﺑﺎﺛوﻟوﺟﻲ ] ﻛﻠﻳﺔ اﻟطب – اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٣٣-٢٨
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

ﻣﻘﺎرﻧﺔ ﺑﻳن ﻣﺳﺗوى اﻟﻣﺿﺎدات ﻓﻲ اﻟدم ﻟﻠﻛﻼﻣﻳدﻳﺎ ﺗراﻛوﻣﺎﺗس ﻋﻧد أﻣﮫﺎت وأطﻔﺎﻟﮫن اﻟﺣدﻳﺛﻲ اﻟوﻻدة
ﺑﻌد اﻟوﻻدة اﻟطﺑﻳﻌﻳﺔوﻋﻧد أﻣﮫﺎت وأطﻔﺎﻟﮫن ﺑﻌد اﻟوﻻدة اﻟﻘﻳﺻرﻳﺔ
٣
إﻳﻧﺎس طﺎﻟب ﻋﺑد اﻟﻛرﻳم  ، ١ﻧﺿﺎل ﻋﺑد اﻟﻣﮫﻳﻣن . ، ٢ﺗﺎرة اﻟﺟرﻣوﻧدي
اﻟﺧﻼﺻﺔ:
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ  :أﺛﺒﺘﺖ اﻟﺪراﺳﺎت اﻟﻌﺪﯾﺪة اﻟﺘﻲ أﺟﺮﯾﺖ إن اﻟﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ ﺗﻠﻌﺐ دور ﺑﺎرز ﻓﻲ أﻻﺿﻄﺮاب
اﻟﺬي ﯾﺼﯿﺐ اﻟﺠﮭﺎز اﻟﺘﻜﺎﺛﺮي ﻋﻨﺪ اﻟﺒﺸﺮ
ھدف اﻟدراﺳﺔ  :أﺟﺮى ھﺬا اﻟﺒﺤﺚ ﻟﺘﺤﺪﯾﺪ ﻣﺴﺘﻮى اﻷﺟﺴﺎم اﻟﻤﻀﺎدة ﻟﻠﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ ﻋﻨﺪ اﻷﻣﮭﺎت ﺑﻌﺪ اﻟﻮﻻدة
اﻟﻄﺒﯿﻌﯿﺔ او ﺑﻌﺪ اﺟﺮاء ﻋﻤﻠﯿﺔ ﻗﯿﺼﺮﯾﺔ وﻋﻠﻰ أﻃﻔﺎﻟﮭﻦ اﻟﺤﺪﯾﺜﻰ اﻟﻮﻻدة وﺗﺄﺛﯿﺮ ﻣﺨﺘﻠﻒ اﻟﻌﻮاﻣﻞ اﻟﻮﺑﺎﺋﯿﺔ ،اﻟﻄﺒﯿﺔ
واﻟﻌﻮاﻣﻞ اﻟﺘﻲ ﺗﺆﺛﺮ أﺛﻨﺎء اﻟﺤﻤﻞ ﻋﻠﻰ ﻣﺠﻤﻮﻋﺔ اﻟﺪراﺳﺔ.
طراﺋق اﻟدراﺳﺔ :ﺗﻢ أﺧﺪ ﻧﻤﻮذج دم ﻣﻦ  ١٦٦اﻣﺮأة ﺑﻌﺪ اﻟﻮﻻدة اﻟﻄﺒﯿﻌﯿﺔ واﻃﻔﺎﻟﮭﻦ )اﻟﻤﺠﻤﻮﻋﺔ اﻻوﻟﻰ( وﻛﺬﻟﻚ ﻣﻦ ٣٢
اﻣﺮأة ﺑﻌﺪ أﺟﺮاء ﻋﻤﻠﯿﺔ ﻗﯿﺼﺮﯾﺔ وأﻃﻔﺎﻟﮭﻦ )اﻟﻤﺠﻤﻮﻋﺔ اﻟﺜﺎﻧﯿﺔ( ﺛﻢ أﺟﺮاء ﻓﺤﺺ اﻷﻟﯿﺰا ﻋﻠﻰ ﻧﻤﺎذج اﻟﺪم ﻟﻤﻌﺮﻓﺔ
ﻣﺴﺘﻮى اﻟﻤﻀﺎدات ﻟﻠﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ ﻓﯿﮭﺎ.
اﻟﻧﺗﺎﺋﺞ :ﻛﺎن ﻣﻌﺪل اﻹﺻﺎﺑﺔ ﺑﻠﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ  %٢٤و  %٢٠.٥ﻋﻨﺪ اﻷﻣﮭﺎت وأﻃﻔﺎﻟﮭﻦ ﻓﻲ اﻟﻤﺠﻤﻮﻋﺔ اﻷوﻟﻰ
ﺑﯿﻨﻤﺎ ﻛﺎﻧﺖ  %٤٠.٥و  %٣٨.١ﻓﻲ اﻟﻤﺠﻤﻮﻋﺔ اﻟﺜﺎﻧﯿﺔ .ﻛﺎﻧﺖ ﻋﻮاﻣﻞ وﺟﻮد ﻧﺰف أﺛﻨﺎء اﻟﺤﻤﻞ )ﻋﻼﻗﺔ ذات ﻣﻐﺰى
إﺣﺼﺎﺋﻲ ﺳﺎﻟﺐ( وﺟﻮد إﻓﺮازات أﺛﻨﺎء اﻟﺤﻤﻞ ،اﻟﺘﮭﺎب اﻟﻤﺠﺎري اﻟﺒﻮﻟﯿﺔ ) ﻋﻼﻗﺔ ذات ﻣﻐﺰى إﺣﺼﺎﺋﻲ( وﻛﺬاﻟﻚ وزن
اﻟﻮﻟﯿﺪ ﺗﺤﻤﻞ ﻣﻌﺪﻻت أﻋﻠﻰ ﻋﻨﺪ اﻷﻣﮭﺎت ﻓﻲ اﻟﻤﺠﻤﻮﻋﺔ اﻟﺜﺎﻧﯿﺔ ﺑﯿﻨﻤﺎ ﻛﺎن وﺟﻮد ﺣﻤﻰ وﻓﻘﺮ اﻟﺪم أﺛﻨﺎء اﻟﺤﻤﻞ وﻋﺪد
اﻹﺳﻘﺎﻃﺎت اﻟﺴﺎﺑﻘﺔ ﺗﺤﻤﻞ ﻣﻌﺪﻻت أﻋﻠﻰ ﻋﻨﺪ اﻷﻣﮭﺎت ﻓﻲ اﻟﻤﺠﻤﻮﻋﺔ اﻷوﻟﻰ.
اﻻﺳﺗﻧﺗﺎﺟﺎت :أﻇﮭﺮت اﻟﺪراﺳﺔ أن ﻣﻌﺪل اﻹﺻﺎﺑﺔ ﺑﻠﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ ﻛﺎﻧﺖ أﻋﻠﻰ ﻋﻨﺪ اﻷﻣﮭﺎت اﻟﻠﻮاﺗﻲ أﺟﺮي ﻟﮭﻦ
ﻋﻤﻠﯿﺔ ﻗﯿﺼﺮﯾﺔ وأﻃﻔﺎﻟﮭﻦ ﻣﻦ اﻷﻣﮭﺎت اﻟﻠﻮاﺗﻲ وﺿﻌﻦ ﺑﻮاﺳﻄﺔ وﻻدة ﻃﺒﯿﻌﯿﺔ
ﻛﻠﻣﺎت اﻟﻣﻔﺗﺎح :اﻟﻤﻀﺎدات ﻟﻠﻜﻼﻣﯿﺪﯾﺎ ﺗﺮاﻛﻮﻣﺎﺗﺲ ﻋﻨﺪ اﻟﻨﺴﺎء ﺑﻌﺪ اﻟﻮﻻدة.
١
٢
٣

ﻓرع طب اﻟﻣﺟﺗﻣﻊ ] ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
ﻓرع اﻷﺣﻳﺎء اﻟﻣﺟﮫرﻳﺔ ] ﻛﻠﻳﺔ اﻟطب -ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
ﻣرﻛز اﻟﺑﺣوث اﻟطﺑﻳﺔ ] ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٣٩-٣٤
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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ﻣﺳﺗوى اﻟﻣﻐﻧﻳﺳﻳوم ﻓﻲ ﻣﺻﻞ دم اﻻطﻔﺎل اﻟﻣﺻﺎﺑﻳن ﺑﺎﻟرﺑو اﻟﻘﺻﺑﻰ اﻟﻣزﻣن
ﻧﺟم اﻟدﻳن اﻟروزﻧﺎﻣﺟﻰ  ، ١ﺣﺳﺎم ﻣﺣﻲ اﻟﻌﻠواﻧﻲ ، ١اﺑﺗﺳﺎم اﻟﻌﺑوﺳﻲ،٢ﻋﻣﺎر اﻟﺷﺑﻠﻰ

١

اﻟﺧﻼﺻﺔ

ﺧﻠﻔﻳﺔ اﻟدراﺳـﺔ  :اﻟﺮﺑ ﻮ اﻟﻘﺼ ﺒﻲ) (Asthmaﻓ ﻲ اﻟﻠﻐ ﺔ اﻟﻼﺗﯿﻨﯿ ﺔ ﺗﻌﻨ ﻲ ﻋﺴ ﺮ اﻟﺘ ﻨﻔﺲ وھ ﻮ أﻛﺜ ﺮ أﻣ ﺮاض اﻷﻃﻔ ﺎل
اﻟﻤﺰﻣﻨﺔ ﺷﯿﻮﻋﺎ وھﻮ ﻋﺒﺎرة ﻋﻦ اﻧﺴﺪاد ﻓﻲ اﻟﻤﺠﺎري اﻟﺘﻨﻔﺴﯿﺔ ﯾﻨﺘﺞ ﻋﻦ ﺗﺤﺴﺲ اﻟﻤﺠﺎرى اﻟﮭﻮاﺋﯿﺔ ﻟﻤﺤﻔﺰات ﻣﺨﺘﻠﻔ ﺔ .
ﻟﻘﺪ ﺷﮭﺪ اﻟﻤﺮض زﯾﺎدة ﻓﻲ ﻧﺴﺒﺔ اﻹﺻﺎﺑﺔ وﺷﺪﺗﮭﺎ وﻧﺴﺒﮫ اﻟﻮﻓﯿﺎت ﻓﻲ اﻵوﻧﺔ اﻷﺧﯿﺮة رﻏ ﻢ اﻟﺘﻘ ﺪم اﻟﺤﺎﺻ ﻞ ﻓ ﻰ وﺳ ﺎﺋﻞ
اﻟﻌﻼج .
ﻣﺴﺘﻮى اﻟﻤﻐﻨﯿﺴﯿﻮم اﻟﺬي ھﻮ ﻣﻦ اﻟﻌﻨﺎﺻﺮ اﻟﻤﮭﻤﺔ ﻓﻲ دم اﻟﻤﺮﺿﻰ اﻟﻤﺼﺎﺑﯿﻦ ﺑﺎﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ اﻟﻤﺰﻣﻦ وﺗﻐﯿﺮاﺗﮫ
ھﻮ ﻣﺤﻮر ھﺬه اﻟﺪر اﺳﮫ.
ھدف اﻟدراﺳﺔ  :ھﻮ دراﺳﺔ ﻣﺴﺘﻮى اﻟﻤﻐﻨﯿﺴﯿﻮم ﻓﻲ دم اﻷﻃﻔﺎل ﻣﻦ ﻣﺮض اﻟﺮﺑﻮ وﺗﻐﯿﺮاﺗﮫ ﻣﻊ ﻧﻮﺑﺎت اﻟﻤﺮض .
طرﻳﻘﺔ اﻟﻌﻣﻞ  :ﺗﻀﻤﻨﺖ اﻟﺪراﺳﺔ  ٥٠ﻃﻔﻞ ﻣﺼﺎب ﺑﺎﻟﺮﺑﻮ اﻟﻘﺼﺒﻲ  ،ودرﺳﺖ ﺷﺪة اﻟﺮﺑﻮ ﻟ ﺪﯾﮭﻢ ﻋ ﻦ ﻃﺮﯾ ﻖ اﻟﻌﻼﻣ ﺎت
اﻟﺴﺮﯾﺮﯾﺔ  ،وﺟﮭﺎز ﺳﺒﺎﯾﺮوﻣﺘﺮي  ،وأﺧﺬت ﻋﯿﻨﺔ دم ورﯾﺪي ﻣﻦ ﻛﻞ ﻣﺮﯾﺾ ﻟﻘﯿﺎس ﻣﺴ ﺘﻮى اﻟﻤﻐﻨﯿﺴ ﯿﻮم ﻟ ﺪﯾﮭﻢ وﻛ ﺬﻟﻚ
أﺧﺬت  ٥٠ﻋﯿﻨﮫ أﺧﺮى ﻣﻦ أﻃﻔﺎل ﻏﯿﺮ ﻣﺼﺎﺑﯿﻦ ﺑﺎﻟﺮﺑﻮ وﻗﯿﺲ ﻣﺴﺘﻮى اﻟﻤﻐﻨﯿﺴﯿﻮم ﻟﻠﻤﻘﺎرﻧﺔ .
اﻟﻧﺗﺎﺋﺞ  :ﺑﯿﻨ ﺖ اﻟﻨﺘ ﺎﺋﺞ ان ﻣﺴ ﺘﻮى اﻟﻤﻐﻨﯿﺴ ﯿﻮم ﻓ ﻲ ﻣﺼ ﻞ دم ﻣﺮﺿ ﻰ اﻟﺮﺑ ﻮ اﻟﻘﺼ ﺒﻲ ھ ﻮ اﻗ ﻞ ﻣﻨ ﮫ ﻟ ﺪى اﻟﻌﯿﻨ ﮫ ﻏﯿ ﺮ
اﻟﻤﺼ ﺎﺑﮫ ﺑ ﺎﻟﻤﺮض ﺑﻤﻌ ﺪل  ٢,٦ﻣﻠ ﻎ ١٠٠/اﻟ ﻰ  ٣,٧ﻣﻠ ﻎ ١٠٠/ﺑﺎﻟﺘﺴﻠﺴ ﻞ وﻻ ﺗﻮﺟ ﺪ ﻋﻼﻗ ﺔ ﻗﻮﯾ ﮫ ﺑ ﯿﻦ ﺷ ﺪه اﻟﻤ ﺮض
وﻣﺴﺘﻮى اﻟﻤﻐﻨﯿﺴﯿﻮم ﻓﻲ اﻟﺪم .
اﻻﺳﺗﻧﺗﺎج  :اﻟﻤﻐﻨﯿﺴ ﯿﻮم ﻣ ﻦ اﻟﻌﻨﺎﺻ ﺮاﻟﻤﮭﻤﮫ ﻓ ﻰ دم اﻟﻤ ﺮﯾﺾ ﺑ ﺎﻟﺮﺑﻮ ،وﺗﻜ ﻮن ﻣﺴ ﺘﻮﯾﺎﺗﮫ أدﻧ ﻰ ﻣ ﻦ اﻷﻃﻔ ﺎل اﻵﺧ ﺮﯾﻦ
اﻷﺻﺤﺎء وﻗﺪ ﺗﻔﯿﺪ ھﺬه اﻟﻤﻌﻠﻮﻣﺔ ﻓﻲ اﻟﻌﻼج.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :اﻟﺮﺑﻮاﻟﻘﺼﺒﻰ،اﻟﻤﻐﻨﯿﺴﯿﻮم  ،ﺷﺪة اﻟﻤﺮض
١ﻓرع طب اﻷطﻔﺎل ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٢ﻓرع اﻟﻛﻳﻣﻳﺎء اﻟﺣﻳﺎﺗﻳﺔ ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٤٣-٤٠
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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أﺳﺑﺎب اﻟوﻓﻳﺎت ت ﻟﺣدﻳﺛﻲ اﻟوﻻدة ﻓﻲ ﻣﺳﺗﺷﻔﻰ اﻟﻛﺎظﻣﻳﺔ اﻟﺗﻌﻠﻳﻣﻲ
ﻟﻣﻳﺎء ﻋﺑد اﻟﻛرﻳم اﻟﺳﻌدي
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ  :ﻋﻠﻰ اﻟﺮﻏﻢ ﻣﻦ اﻻﻧﺨﻔﺎض اﻟﺤﺎﺻﻞ ﻓﻲ اﻟﻮﻓﯿﺎت ﻟﺤﺪﯾﺜﻲ اﻟﻮﻻدة ﻓﻲ اﻟﻌﻘﻮد اﻟﻤﺘﺄﺧﺮة ﻋﻦ اﻟﻮﻓﯿﺎت
ﻟﻸﻃﻔﺎل اﻟﺬﯾﻦ ﺗﺠﺎوزوا ﺳﻦ ﺣﺪﯾﺜﻲ اﻟﻮﻻدة وﻟﻜﻦ اﻟﻮﻓﯿﺎت ﻟﺤﺪﺛﻲ اﻟﻮﻻدة ﻻ زاﻟﺖ ﺗﺸﻜﻞ ﺗﻘﺮﯾﺒﺎ ﺛﻠﺜﻲ اﻟﻮﻓﯿﺎت ﻟﺪى
ﺻﻐﺎر اﻷﻃﻔﺎل.
اﻟﮫدف  :ﻹﯾﺠﺎد أھﻢ اﻷﺳﺒﺎب اﻟﻤﺆدﯾﺔ إﻟﻰ اﻟﻮﻓﺎة ﻟﺪى ﺟﻤﯿﻊ ﺣﺪﯾﺜﻲ اﻟﻮﻻدة اﻟﻠﺬﯾﻦ ادﺧﻠﻮا إﻟﻰ ردھﺔ اﻟﻌﻨﺎﯾﺔ اﻟﻤﺮﻛﺰة
ﻟﺤﺪﯾﺜﻲ اﻟﻮﻻدة ﻓﻲ ﻣﺴﺘﺸﻔﻰ اﻟﻜﺎﻇﻤﯿﺔ اﻟﺘﻌﻠﯿﻤﻲ وذﻟﻚ ﻟﻤﻨﻊ واﻟﻮﻗﺎﯾﺔ وﻣﻌﺎﻟﺠﺔ ﻣﺎ ﯾﻤﻜﻦ ﻣﻦ ھﺬه اﻷﺳﺒﺎب.
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﻟﻘﺪ ﺗﻤﺖ ﻣﺮاﺟﻌﺔ اﻟﺴﺠﻼت اﻟﻄﺒﯿﺔ ﻟﻜﻞ اﻟﻤﺮﺿﻰ اﻟﻠﺬﯾﻦ ادﺧﻠﻮا إﻟﻰ ردھﺔ ﺣﺪﯾﺜﻲ ا ﻟﻮﻻدة ﻓﻲ ﻣﺴﺘﺸﻔﻰ
اﻟﻜﺎﻇﻤﯿﺔ اﻟﺘﻌﻠﯿﻤﻲ ﻟﻠﻔﺘﺮة اﻟﺰﻣﻨﯿﺔ ﺑﯿﻦ  ٢٠٠٥-١٩٩٥ﻻﯾﺠﺎ أھﻢ اﻷﺳﺒﺎب اﻟﻤﺆدﯾﺔ إﻟﻰ اﻟﻮﻓﺎة ﺧﻼل ھﺬه اﻟﻔﺘﺮة.
اﻟﻧﺗﺎﺋﺞ :ﻛﺎﻧﺖ اﻟﻨﺘﺎﺋﺞ إن ﻋﺪد اﻟﻤﺮﺿﻰ اﻟﺪاﺧﻠﯿﻦ اﻟﻰ ردھﺔ ﺣﺪﺛﻲ اﻟﻮﻻدة ھﻮ ٢٦٨٣ﻣﺮﯾﺾ وﻟﻤﺨﺘﻠﻒ اﻟﺘﺸﺨﯿﺼﺎت
وﻛﺎن ﻋﺪد اﻟﻮﻓﯿﺎت ﻟﺠﻤﯿﻊ اﻷﺳﺒﺎب ھﻮ ٩٨٢ﺣﺎﻟﺔ ﻣﺮﺿﯿﺔ  .إن أھﻢ أﺳﺒﺎب اﻟﻮﻓﺎة ﻟﺪى اﻟﻤﺮﺿﻰ اﻟﺮاﻗﺪﯾﻦ ھﻮ وﺣﺴﺐ
ﻣﺎ ھﻮ ﻣﺴﺠﻞ ﻓﻲ اﻟﺴﺠﻼت اﻟﻄﺒﯿﺔ ﻟﻠﻤﺮﺿﻰ ﻛﺎﻷﺗﻲ :ﻃﻔﻞ ﺧﺪﯾﺞ ﻣﻊ ﻣﺘﻼزﻣﺔ ﻋﺴﺮ اﻟﺘﻨﻔﺲ ،ﺗﺴﻤﻢ اﻟﺪم
اﻟﺠﺮﺛﻮﻣﻲ،اﻻﺧﺘﻨﺎق اﻟﻮﻻدي  ،اﻟﺘﺸﻮھﺎت اﻟﺨﻠﻘﯿﺔ  ،اﺳﺘﻨﺸﺎق اﻟﻌﻖ  ،واﻟﻄﻔﻞ ﻷم ﻣﺼﺎﺑﺔ ﺑﺪاء اﻟﺴﻜﺮ .
اﻻﺳﺗﻧﺗﺎج :إن ﻣﻦ أھﻢ اﻟﻌﻮاﻣﻞ اﻟﺘﻲ ﺗﺆدي اﻟﻰ اﻧﺨﻔﺎض اﻟﻮﻓﯿﺎت ﻟﺪى ﺣﺪﯾﺜﻲ اﻟﻮﻻدة ھﻮ ﻣﺤﺎوﻟﺔ ﻣﻨﻊ ﺣﺪوث اﻟﻮﻻدات
اﻟﻤﺴﺒﻘﺔ وﻣﻌﺎﻟﺠﺔ اﻷﻃﻔﺎل اﻟﺨﺪج وﻗﻠﯿﻠﻲ اﻟﻮزن ﺳﻮف ﯾﺆدي اﻟﻰ اﻧﺨﻔﺎض ﻓﻲ ﻧﺴﺒﺔ اﻟﻮﻓﯿﺎت ﺑﺸﻜﻞ ﻛﺒﯿﺮ ﻛﺬﻟﻚ
اﻷﻣﺮاض اﻟﻮراﺛﯿﺔ واﻟﺘﺸﻮھﺎت اﻟﺨﻠﻘﯿﺔ وﻣﻌﺎﻟﺠﺔ ﻣﺎ ﯾﻤﻜﻦ ﻣﻌﺎﻟﺠﺘﮫ ﻣﻨﮭﺎ وﻣﺤﺎوﻟﺔ ﻣﻨﻊ ﺣﺪوﺛﮭﺎ.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :اﻟﻮﻓﯿﺎت ﻟﺤﺪﯾﺜﻲ اﻟﻮﻻدة ،ردھﺔ اﻟﻌﻨﺎﯾﺔ اﻟﻤﺮﻛﺰة ﻟﺤﺪﯾﺜﻲ اﻟﻮﻻدة ،ﻣﺘﻼزﻣﺔ ﻋﺴﺮ اﻟﺘﻨﻔﺲ.

ﻓرع طب اﻷطﻔﺎل ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٤٨-٤٤
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص١٠

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

ﻧﻣط ﻧظﺎﺋر أﻧزﻳم ﻻﻛﺗﻳت دي ھﻳدروﺟﻳﻧﻳز ﻓﻲ اﻟﺗﺷﺧﻳص اﻟﺗﻔرﻳﻘﻲ ﻟﺳواﺋﻞ اﻧﺻﺑﺎب اﻟﺟﻧب
ﺣﺳﺎم ﺣﺳون ﻋﻠﻲ  ،١ﻋﺑد اﻟوھﺎب رزوﻗﻲ ﺣﻣد  ، ٢زﻳﻧب طﺎﻟب آل ﻋﻛَﺎب

٣

اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :إن ﻓﻌﺎﻟﯿﺔ إﻧﺰﯾﻢ اﻟﻼﻛﺘﯿﺖ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ ﻓﻲ ﺳﻮاﺋﻞ اﻧﺼﺒﺎب اﻟﺠﻨﺐ ﻟﯿﺲ ﻟﮭﺎ ﻗﯿﻤﺔ ﻓﻲ اﻟﺘﻤﯿﺰ ﺑﯿﻦ
اﻷﻧﻮاع اﻟﻤﺨﺘﻠﻔﺔ ﻣﻦ ﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿﺔ ﻣﺜﻞ ﺳﻮاﺋﻞ اﻧﺼﺒﺎب ﺳﺮﻃﺎﻧﻲ وﻏﯿﺮ ﺳﺮﻃﺎﻧﻲ.
ھدف اﻟدراﺳﺔ :ﺗﻘﯿﯿﻢ اﻟﻘﯿﻤﺔ اﻟﺘﺸﺨﯿﺼﯿﺔ ﻟﻔﻌﺎﻟﯿﺔ ﻧﻈﺎﺋﺮ أﻧﺰﯾﻢ اﻟﻼﻛﺘﯿﺖ دي ھﺎﯾ ﺪروﺟﯿﻨﯿﺰ ﻓ ﻲ ﻣﺼ ﻞ وﺳ ﻮاﺋﻞ اﻧﺼ ﺒﺎب
اﻟﺠﻨﺐ ﻓﻲ اﻟﺘﻤﯿﺰ ﺑﯿﻦ ﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿﺔ اﻟﻤﺨﺘﻠﻔﺔ)ﻧﺘﺤﻲ اﻟﺘﮭﺎﺑﻲ وﺳﺮﻃﺎﻧﻲ(.
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﺗﻤﺖ دراﺳﺔ  ٦٦ﻣﺮﯾﻀﺎ راﻗﺪا ﻓﻲ ﻣﺴﺘﺸﻔﻰ اﻟﻜﺎﻇﻤﯿﺔ اﻟﺘﻌﻠﯿﻤﻲ ﻓﻲ اﻟﻔﺘﺮة اﻟﻮاﻗﻌﺔ ﺑﯿﻦ )ﺷﺒﺎط -٢٠٠٠
ﺗﺸﺮﯾﻦ اﻻول  (٢٠٠٠ﯾﺸﻜﻮن ﻣﻦ ﺳﻮاﺋﻞ اﻧﺼﺒﺎب اﻟﺠﻨﺐ وﺗﻢ ﺗﻘﺴﯿﻤﮭﻢ اﻟﻰ ﺛﻼﺛﺔ ﻣﺠﺎﻣﯿﻊ :اﻟﻤﺠﻤﻮﻋ ﺔ اﻻول :ﺗﺘﻀ ﻤﻦ
 ١٢ﺣﺎﻟﺔ ﻛﺎﻧﺖ ﻧﺎﺗﺠﺔ ﻋ ﻦ اﻧﺼ ﺒﺎب ﻧﺘ ﻮح ﻣﺼ ﻠﻲ واﻟﻤﺠﻤﻮﻋ ﺔ اﻟﺜﺎﻧﯿ ﺔ وﺗﺘﻀ ﻤﻦ  ٣١ﺣﺎﻟ ﺔ ﻛﺎﻧ ﺖ ﻧﺎﺗﺠ ﺔ ﻋ ﻦ اﻧﺼ ﺒﺎب
ﻧﺘﺤﻲ اﻟﺘﮭﺎﺑﻲ واﻟﺜﺎﻟﺜﺔ ﺗﺘﻀﻤﻦ  ٢٣ﺣﺎﻟﺔ ﻛﺎﻧﺖ ﻧﺎﺗﺠﺔ ﻋﻦ اﻧﺼﺒﺎب ﺳﺮﻃﺎﻧﻲ.
اﻟﻧﺗﺎﺋﺞ :أﻇﮭﺮت اﻟﻨﺘﺎﺋﺞ إن ﻓﻌﺎﻟﯿﺔ اﻧﺰﯾﻢ اﻟﻼﻛﯿﺖ دي ھﺎﯾﺪروﺟﯿﻨﺰ ﻛﺎن ﻣﻌﻨﻮﯾﺎ اﻋﻠﻰ ﻓﻲ ﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿﮫ )ﻧﺘﺤﻲ اﻟﺘﮭﺎﺑﻲ
وﺳﺮﻃﺎﻧﻲ( ﻣﻘﺎرﻧﺔ ﺑﺴﻮاﺋﻞ اﻟﻨﺘﻮح اﻟﻤﺼﻠﻲ )ﺣﺒﯿﺒﻲ( .إن ﻓﻌﺎﻟﯿﺔ أﻧﺰﯾﻢ) ( LDﻓﻲ ﺳﺎﺋﻞ اﻟﺠﻨﺐ ﻛﺎﻧﺖ ذو ﻗﯿﻤﮫ ﻣﻨﺨﻔﻀﺔ
ﻓﻲ ﺗﻤﯿﺰ ﻣﺎﺑﯿﻦ اﻟﻨﺘﯿﺠﺔ اﻻﻟﺘﮭﺎﺑﯿﺔ واﻟﺴﺮﻃﺎﻧﯿﺔ .ﺑﯿﻨﻤﺎ أﻇﮭﺮت دراﺳﺔ ﻓﻌﺎﻟﯿﺔ ﻧﻈﺎﺋﺮ اﻷﻧﺰﯾﻢ )  (LDإن ﻓﻌﺎﻟﯿﺔ )( LD3
ﻛﺎﻧﺖ ﻋﺎﻟﯿﺔ ﻓﻲ ﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿﮫ اﻻﻟﺘﮭﺎﺑﯿﺔ ﻣﻘﺎرﻧﺔ ﻣﻊ ﺳﻮاﺋﻞ اﻻﻧﺼﺒﺎب اﻟﺴﺮﻃﺎﻧﻲ ﻣﻊ أﻧﮭﺎ ﻓﻘﻂ ﻣﻌﻨﻮﯾﺎ أﻋﻠﻰ ﻓﻲ
اﻟﻤﺮﺿﻰ اﻹﻧﺎث .إﺿﺎﻓﺔ إﻟﻰ ذﻟﻚ ﻛﺎن ﻟﻠﻨﻈﯿﺮ )  (LD3ﻧﻤﻂ ﻣﻤﯿﺰ ﻓﻲ ﻣﺼﻞ وﺳﻮاﺋﻞ اﻧﺼﺒﺎب اﻟﺠﻨﺐ وﻓﻲ اﻟﻤﺠﺎﻣﯿﻊ
اﻟﺜﻼث.
اﻻﺳﺗﻧﺗﺎج :ﯾﺨﺘﻠﻒ ﻧﻤﻂ ﻧﻈﺎﺋﺮ أﻧﺰﯾﻢ اﻟﻼﻛﺘﯿﺖ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ ﺑﯿﻦ ﺳﻮاﺋﻞ اﻟﻨﺘﻮح اﻟﻤﺼﻠﻲ )ﺣﺒﯿﺒﻲ( وﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿ ﺔ
)اﻟﺘﮭﺎﺑﻲ وﺳﺮﻃﺎﻧﻲ(.
إن ﺗﻀﻤﯿﻦ ﻓﻌﺎﻟﯿﺔ ﻧﻈﺎﺋﺮ اﻧﺰﯾﻢ LDﻓﻲ اﻟﺘﺤﻠﯿﻞ اﻟﺒﯿﻮﻛﯿﻤﯿﺎﺋﻲ ﻟﺴﻮاﺋﻞ اﻧﺼ ﺒﺎب اﻟﺠﻨ ﺐ اﻇﮭ ﺮ ﻗﯿﻤ ﺔ ﺗﻤﯿﺰﯾ ﺔ إﺿ ﺎﻓﯿﺔ ﻓ ﻲ
اﻟﻔﺼﻞ ﺑﯿﻦ ﺳﻮاﺋﻞ اﻟﻨﺘﺤﯿﺔ اﻟﻤﺨﺘﻠﻔﺔ وﺧﺼﻮﺻﺎ ﺑﯿﻦ ﺳﻮاﺋﻞ ﻧﺘﺤﻲ اﻟﺘﮭﺎﺑﻲ وﺳﻮاﺋﻞ ﻧﺘﺤﻲ ﺳﺮﻃﺎﻧﻲ.
اﻷﺳﺒﺎب واﻻﺣﺘﻤﺎﻻت اﻟﺘﻲ ﺗﺆدي إﻟﻰ ھﺬه اﻟﺘﻐﯿﯿﺮات ﺗﻢ اﻹﺷﺎرة ﻟﮭﺎ ﻓﻲ ھﺬه اﻟﺪراﺳﺔ.

ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :ﺳﻮاﺋﻞ اﻧﺼﺒﺎب اﻟﺠﻨﺐ ،ﻧﻈﺎﺋﺮ اﻧﺰﯾﻢ ﻻﻛﺘﯿﺖ دي ھﺎﯾﺪروﺟﯿﻨﯿﺰ .

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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١ﻓرع اﻟﺑﺎﺛوﻟوﺟﻲ ] ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٢ﻓرع اﻟﻛﻳﻣﻳﺎء اﻟﺣﻳﺎﺗﻳﺔ ] ﻛﻠﻳﺔ اﻟطب-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٣ﻣرﻛز اﻟﺑﺣوث اﻟطﺑﻳﺔ

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٥٨-٤٩
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻟﻔﺣص أﻟﺷﻌﺎﻋﻲ ﻟﺗﺟوﻳف اﻟﻔك اﻷﻋﻠﻰ
ﺗﺣرﻳر ﻧزال اﻟدﻟﻳﻣﻲ
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ  :أﻣﺮاض اﻟﺘﺠﻮﯾﻒ اﻟﻔﻜﻲ ﺗﺸﻜﻞ أﻋﺮاض وﻋﻼﻣﺎت اﻟﺘﻲ ﻟﮭﺎ أﺳﺒﺎب ﺳﻨﯿﺔ وﻛ ﺬﻟﻚ ﻣ ﻦ اﻟﻤﻤﻜ ﻦ أن
ﺗﻜﻮن أﻣﺮاض اﻟﻔﻢ واﻷﺳﻨﺎن ﺳﺒﺐ ﻣﺆﺛﺮ ﻓﻲ ﺣﺎﻟﺔ اﻟﺘﺠﻮﯾﻒ اﻟﻔﻜﻲ.
ھدف اﻟدراﺳﺔ  :ﻟﻔﺤﺺ اﻟﺘﺠﻮﯾﻒ اﻟﻔﻜﻲ ﻟﻌﯿﻨﺔ ﻣﺎ ﻓﻲ ﻣﺤﺎﻓﻈﺔ اﻻﻧﺒﺎر ﺑﺎﺳﺘﺨﺪام ﺟﮭﺎز اﻷﺷﻌﺔ اﻟﻔﻜﯿﺔ.
طرق اﻟدراﺳﺔ  :ﺗﻢ ﻓﺤﺺ  ١٢٠ﻣﺮﯾﻀﺎ" ﺑﯿﻦ  ٧٠ – ٣٠ﺳﻨﺔ ﺑﺎﻟﻔﺤﺺ اﻟﺸ ﻌﺎﻋﻲ وھ ﻢ  % ٥٦ذﻛ ﻮر و % ٤٤
إﻧﺎث ﻓﻲ ﻛﻠﯿﺔ ﻃﺐ اﻷﺳﻨﺎن  /ﺟﺎﻣﻌﺔ اﻻﻧﺒﺎر .
اﻟﻧﺗﺎﺋﺞ  :وﺟﺪ ان  % ٤٢ﻣﻦ اﻟﻤﺮﺿﻰ ﻟﺪﯾﮭﻢ ﻋﻼﻣﺎت ﻣﺮﺿﯿﺔ ﻟﻠﺘﺠﻮﯾﻒ اﻟﻔﻜﻲ .
اﻻﺳــﺗﻧﺗﺎﺟﺎت  :أﻛﺜ ﺮ اﻟﻌﻼﻣ ﺎت اﻟﻤﺮﺿ ﯿﺔ وﺟ ﺪت ﻓ ﻲ اﻟﻌﻘ ﺪ اﻟﺨ ﺎﻣﺲ ﻣ ﻦ اﻟﻌﻤ ﺮ وﻣ ﻦ اﻟ ﺬﻛﻮر ﺑﻨﺴ ﺒﺔ أﻛﺜ ﺮ ﻣ ﻦ
اﻹﻧﺎث .
اﻟﻛﻠﻣﺎت اﻟﻣﻔﺎﺗﻳﺢ  :ﺗﺠﻮﯾﻒ اﻟﻔﻚ اﻷﻋﻠﻰ  ،اﻷﺷﻌﺔ اﻟﻔﻜﯿﺔ  ،ﺗﻠﯿﻒ اﻷﻧﺴﺠﺔ اﻟﺮﺧﻮة .

ﻛﻠﻳﺔ طب اﻷﺳﻧﺎن –ﺟﺎﻣﻌﺔ اﻷﻧﺑﺎر

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٦٤-٥٩

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
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اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

ﻓﻘر اﻟدم ﻋﻧد اﻟﻧﺳﺎء ﺧﻼل ﻓﺗرة ﺳن اﻹﻧﺟﺎب ﻓﻲ اﻟﻘرى
٢
ﻣﺎﺋدة ﻳوﺳف ﺷﻣدﻳن  ، ١ﺑﻳﺑﻳن ﺧورﺷﻳد اﻟﺳﻠﻳﻔﺎﻧﻰ
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :ان ﻓﻘﺮ اﻟﺪم ﻋﻮز اﻟﺤﺪﯾﺪ ھﻮ ﻣﺸﻜﻠﺔ ﻃﺒﯿﺔ واﺟﺘﻤﺎﻋﯿﺔ ذات اھﻤﯿﺔ ﻗﺼﻮى ،ﻣﺴﺒﺒﺔ وﻓﯿﺎت ﻗﻠﯿﻠﺔ وﻟﻜﻨﮭﺎ
ﺗﺴﺎھﻢ ﻣﺴﺎھﻤﺔ ﺧﻄﯿﺮة ﻓﻲ ﺿﻌﻒ اﻟﺼﺤﺔ اﻟﻌﺎﻣﺔ واﻧﺠﺎز اﻟﻌﻤﻞ ﻟﻤﻼﯾﯿﻦ اﻟﻨﺎس.
أھداف اﻟﺑﺣث :ﻣﻌﺮﻓﺔ ﻣﺪى اﻧﺘﺸﺎر ﻓﻘﺮ أﻟﺪم ﻋﻨﺪ اﻟﻨﺴﺎء ﻓﻲ ﻓﺘﺮة ﺳﻦ اﻹﻧﺠﺎب ﻋﺸﺮ ﺳﻨﻮات ﺑﻌﺪ اﻟﻤﻘﺎﻃﻌﺔ .
طرﻳﻘﺔ اﻟﻌﻣﻞ  :ﺗﻤﺖ اﻟﺪراﺳﺔ ﻓﻲ ﻧﺎﺣﯿ ﺔ ﺑ ﺎدوش  ٢٠ﻛﯿﻠ ﻮ ﻣﺘ ﺮ ﺷ ﻤﺎل ﻣﺪﯾﻨ ﺔ اﻟﻤﻮﺻ ﻞ ،ﻋﻠ ﻰ اﻟﻨﺴ ﺎء ﺧ ﻼل ﻓﺘ ﺮة ﺳ ﻦ
اﻹﻧﺠﺎب ﻓﻲ أﯾﻠﻮل  ٢٠٠٢ﺧﻼل اﻟﻤﻤﺎرﺳﺔ اﻟﻤﯿﺪاﻧﯿﺔ ﻟﺠﺎﻣﻌﺔ اﻟﻤﻮﺻﻞ  .ﺷﻤﻠﺖ اﻟﺪراﺳﺔ ﺛﻤﺎﻧﯿ ﺔ وﺗﺴ ﻌﯿﻦ اﻣ ﺮأة ،ﻗ ﯿﻤﻦ
ﺳﺮﯾﺮﯾﺎ ﺑﻌﺪ اﺳﺘﺠﻮاﺑﮭﻦ ﻋﻦ اﻟﻌﻤﺮ،أﻟﺤﺎﻟﮫ اﻟﺰوﺟﯿﺔ،أﻟﺤﺎﻟﮫ اﻻﺟﺘﻤﺎﻋﯿﺔ ،ﻋﺪد اﻷﻃﻔﺎل ،اﻟﺮﺿﺎﻋﺔ ،ﻛﻤﯿﺔ اﻟﺪم ﻓﻲ اﻟ ﺪورة
اﻟﺸﮭﺮﯾﺔ و ﻣﺸﺎﻛﻞ ﻃﺒﯿﺔ أﺧﺮى .ﺗﻢ اﺧﺬ ﻋﯿﻨﺔ ﻣﻦ اﻟ ﺪم و اﺟﺮﯾ ﺖ اﻟﻔﺤﻮﺻ ﺎت اﻟﺘﺎﻟﯿ ﺔ  :ﺗﺮﻛﯿ ﺰ اﻟﮭﯿﻤﻮﻛﻠ ﻮﺑﯿﻦ  ،ﺗ ﺮاص
ﻛﺮﯾﺎت اﻟﺪم اﻟﺤﻤﺮاء  ،ﺗﺮﻛﯿﺰ اﻟﺤﺪﯾﺪ  ،ﺳﻌﺔ اﻟﺮﺑﻂ اﻟﻜﻠﯿﺔ ﻟﻠﺤﺪﯾﺪ و ﻧﺴﺒﺔ إﺷﺒﺎع اﻟﺘﺮاﻧﺴﻔﺮﯾﻦ.
اﻟﻧﺗﺎﺋﺞ  :ﻣﻌﺪل اﻟﻌﻤﺮ ﻟﻠﻨﺴﺎء ﻛﺎن 10.6 ± 28.75ﺳﻨﺔ )ﯾﺘﺮاوح ﺑﯿﻦ 50-15ﺳﻨﺔ(  .ﻣﻌﺪل اﻟﺤﻤﻞ اﻟﺴ ﺎﺑﻖ ھ ﻮ  . 5و
ﺗﺒﯿﻦ ان  58اﻣﺮأة) (57.14%ﯾﻌﺎﻧﻮن ﻣﻦ ﻓﻘﺮ اﻟﺪم اﻋﺘﻤﺎدا ﻋﻠﻰ ﺗﺮﻛﯿﺰ اﻟﮭﯿﻤﻮﻛﻠﻮﺑﯿﻦ  ،ﺗﺮاص ﻛﺮﯾﺎت اﻟﺪم اﻟﺤﻤﺮاء ،
ﺗﺮﻛﯿﺰ اﻟﺤﺪﯾﺪ  ،ﺳﻌﺔ اﻟﺮﺑﻂ اﻟﻜﻠﯿﺔ ﻟﻠﺤﺪﯾﺪ و ﻧﺴﺒﺔ إﺷﺒﺎع اﻟﺘﺮاﻧﺴﻔﺮﯾﻦ  .ﻛﺎن ﻣﻌﺪﻻت اﻟﻘﯿﻢ ﻋﻨﺪ اﻟﻨﺴ ﺎء اﻟﻤﺼ ﺎﺑﺎت ﺑﻔﻘ ﺮ
اﻟ ﺪم واﻟﻐﯿ ﺮ ﻣﺼ ﺎﺑﺎت ﻛ ﺎﻵﺗﻲ(0.32L/L, 37.9L/L), (106.8gm/l, 126.79gm/L) (19.37%, 24.7%), :
 (69.85 µmol /L, 62.55µmol) (13.53µmol/dl, 15.42 µmol/l),ﻋﻠﻰ اﻟﺘﻮاﻟﻲ .وﻛﺎﻧﺖ اﻟﻨﺘﺎﺋﺞ اﻟﻜﻠﯿﺔ ﻟﻜﻞ
اﻟﻤﺠﺎﻣﯿﻊ ﻛﺎﻻﺗﻰ 14.34µmol/L, 0.34L/L,115.4gm/L 61.01µmol/L,و.23.5%
أﻇﮭﺮت ﻧﺘﺎﺋﺞ ھﺬا اﻟﺒﺤﺚ اﻧﺨﻔﺎض ﻣﻌﻨ ﻮي ﻓ ﻰ ﻣﺴ ﺘﻮى اﻟﮭﯿﻤﻮﻛﻠ ﻮﺑﯿﻦ وارﺗﻔ ﺎع ﻣﻌﻨ ﻮى ﻓ ﻰ ﺳ ﻌﺔ اﻟ ﺮﺑﻂ اﻟﻜﻠﯿ ﺔ
ﻟﻠﺤﺪﯾﺪ ) اﺣﺘﻤﺎﻟﯿﺔ  (P<0.05ﻓﻰ ﻣﺮﺿﻰ ﻓﻘﺮ اﻟﺪم ﻣﻘﺎرﻧﺔ ﻣﻊ اﻟﻐﯿﺮ اﻟﻤﺼﺎﺑﯿﻦ ﺑﻘﺮ اﻟﺪم ﺑﯿﻨﻤ ﺎ ﻟ ﻢ ﺗﻮﻛ ﺪ اﻟﻨﺘ ﺎﺋﺞ وﺟ ﻮد
ﻓﺮق ﻣﻌﻨﻮي ﻓﻲ ﻗﯿﻢ ﺗﺮاص ﻛﺮﯾﺎت اﻟﺪم  ،ﺗﺮﻛﯿﺰ اﻟﺤﺪﯾﺪ وﻧﺴﺒﺔ إﺷﺒﺎع اﻟﺘﺮاﻧﺴ ﻔﺮﯾﻦ ﻓ ﻲ ﻣﺮﺿ ﻰ ﻓﻘ ﺮ اﻟ ﺪم ﻣﻘﺎرﻧ ﺔ ﻣ ﻊ
اﻟﻐﯿﺮ اﻟﻤﺼﺎﺑﺎت ﺑﻔﻘﺮ اﻟﺪم اﺣﺘﻤﺎﻟﯿﺔ ).(p>0.05

اﻻﺳﺗﻧﺗﺎﺟﺎت :ﺛﺒﺖ إن ﻣﻌﻈﻢ اﻟﻨﺴﺎء اﻟﻤﺼﺎﺑﺎت ﺑﻔﻘﺮ اﻟﺪم ﺳﺒﺒﮫ ﻧﻘﺺ اﻟﺤﺪﯾﺪ ،اﻟﻨﺎﺗﺞ ﻣﻦ ﺳﻮء اﻟﺘﻐﺬﯾﺔ ،ﺗﻌ ﺪد اﻟ ﻮﻻدات،
اﻟﺮﺿﺎﻋﺔ وﻧﺰف اﻟﺪورة اﻟﺸﮭﺮﯾﺔ.ھﺬه اﻟﻨﺘﺎﺋﺞ رﺑﻤﺎ ﺗﻌﻜﺲ ﺗﺄﺛﯿﺮات اﻟﺤﺼﺎر ﻋﻠﻰ اﻟﺘﻐﺬﯾﺔ واﻟﺤﺎﻟﺔ اﻟﻤﻌﯿﺸﯿﺔ ﻓﻲ اﻟﻤﻨﺎﻃﻖ
اﻟﺮﯾﻔﯿﺔ.
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اﻟﺗوﺻــﻳﺎت :إﺟ ﺮاء ﻣﺴ ﺢ اﻟﮭﯿﻤﻮﻛﻠ ﻮﺑﯿﻦ ﻟﻠﻨﺴ ﺎء ﻛ ﻞ ﺧﻤﺴ ﺔ ﺳ ﻨﻮات ﻓ ﻲ ﺳ ﻦ ١٨-١٢ﺳ ﻨﺔ،وﻛ ﻞ ﺳ ﻨﺔ ﻟﻠﻨﺴ ﺎء اﻟﺤﻮاﻣ ﻞ
واﻟﻤﻌﺮﺿﯿﻦ ﻟﻺﺻﺎﺑﺔ ﺑﻔﻘﺮ اﻟﺪم .إﻋﻄﺎء اﻷﻗﺮاص اﻟﺤﺎوﯾﺔ ﻋﻠﻰ اﻟﺤﺪﯾﺪ ﻟﻜﻞ اﻟﻨﺴ ﺎء ﻓ ﻲ ﻣﺮﺣﻠ ﺔ اﻹﻧﺠ ﺎب ﻓ ﻲ اﻟﻤﻨ ﺎﻃﻖ
اﻟﺮﯾﻔﯿﺔ .
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت :ﻓﻘﺮ اﻟﺪم ﻧﻘﺺ اﻟﺤﺪﯾﺪ ،ﺳﻨﻮات اﻹﻧﺠﺎب ﻣﻦ ﻋﻤﺮ اﻟﻤﺮأة.

 ١ﻗﺳم اﻟﻧﺳﺎﺋﻳﺔ واﻟﺗوﻟﻳد ) ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ دھوك(
 ٢ﻗﺳم اﻟﻔﺳﻠﺟﺔ اﻟطﺑﻳﺔ) ﻛﻠﻳﺔ اﻟطب -ﺟﺎﻣﻌﺔ اﻟﻣوﺻﻞ(
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ﺗﺄﺛﻳرات اﻻﻓﻼﺗوﻛﺳﻳن ب ١ﻓﻲ ﺑﻌض اﻟﺧﻼﻳﺎ اﻟﻘﺎطﻧﺔ ﻓﻲ اﻟﻌﺿﻼت اﻟﮫﻳﻛﻠﻳﺔ ﺑﺎﺳﺗﺧدام ﺗﻘﻧﻳﻪ ﺻﺑﻐﺔ
ﺗﻣﺎﻳز اﻻﻧوﻳﻪ
ﻣﻲ ﻓﺎﺿﻞ اﻟﺣﺑﻳب
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﻪ اﻟدراﺳﺔ  :ﺳﻤﻮم اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب  ١ھﻲ واﺣﺪه ﻣﻦ ﺳﻤﻮم اﻟﻔﻄﺮﯾﺎت اﻟﺘﻲ ﺟﺬﺑﺖ اﻧﺘﺒﺎه اﻟﻌﻠﻤﺎء ﻟﻸﺑﺤﺎث وھﺬه
اﻟﺴﻤﻮم ﻋﺒﺎرة ﻋﻦ ﻣﺠﻤﻮﻋﮫ ﻣﺘﺮاﺑﻄﺔ ﻣﻦ ﺳﻤﻮم اﻟﻔﻄﺮﯾﺎت .إن ﻣﺸﻜﻠﮫ اﺳﺘﺨﺪام اﻻﻏﺬﯾﮫ اﻟﻤﻠﻮﺛﺔ ﺑﺴﻤﻮم اﻟﻔﻄﺮﯾﺎت ﻻ
ﺗﺰال واﺣﺪه ﻣﻦ أھﻢ اﻟﺴﻤﺎت ﻓﻲ ﺣﻘﻞ اﻟﺘﻐﺬﯾﺔ ﻟﻺﻧﺴﺎن واﻟﺤﯿﻮان.
ھدف اﻟدراﺳﺔ  :ﺻﻤﻤﺖ ھﺬه اﻟﺪراﺳﺔ ﻟﻘﯿﺎس وﻣﺘﺎﺑﻌﮫ ﻣﺪى ﺗﺄﺛﯿﺮ اﺳﺘﻌﻤﺎل أﻏﺬﯾﮫ ﻣﻠﻮﺛﮭﺒﺎﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب ١ﻓﻲ
اﻟﻌﻀﻼت اﻟﮭﯿﻜﻠﯿﺔ واﻟﺘﻐﯿﺮات اﻟﺘﻲ ﺗﺤﺪﺛﮭﺎ ﻓﻲ اﻟﺨﻼﯾﺎ اﻟﻘﺎﻃﻨﺔ ﻟﻠﻌﻀﻼت اﻟﮭﯿﻜﻠﯿﺔ.
طراﺋق اﻟدراﺳﺔ  :اﺳﺘﺨﺪﻣﺖ ﻓﻲ ھﺬه اﻟﺪراﺳﺔ ﻣﺠﻤﻮﻋﺘﯿﻦ ﻣﻦ اﻟﺠﺮذان اﻟﺒﯿﺾ ،أﻋﻄﯿﺖ اﻟﻤﺠﻤﻮﻋﺔ اﻷوﻟﻰ ﺳﻤﻮم
اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب ١ﻣﻊ اﻟﻐﺬاء واﻟﻤﺠﻤﻮﻋﺔ اﻟﺜﺎﻧﯿﺔ وھﻲ ﻣﺠﻤﻮﻋﮫ اﻟﺴﯿﻄﺮة أﻋﻄﯿﺖ ﻏﺬاء ﺑﺪون اﻻﻓﻼﺗﻮﻛﺴﯿﻦ.
اﺳﺘﺄﺻﻠﺖ اﻟﻌﻀﻠﺔ اﻟﺒﺎﺳﻄﺔ ﻟﻸﺻﺎﺑﻊ وﻗﻄﻌﺖ إﻟﻰ ﻗﻄﻊ ﺻﻐﯿﺮه ﺛﻢ ﺗﻢ ﺗﺤﻀﯿﺮ اﻻﻧﺴﺠﮫ ﻟﻠﺤﺼﻮل ﻋﻠﻰ ﻣﻘﺎﻃﻊ ﺷﺒﮫ
ﺧﻔﯿﻔﺔ وﺻﺒﻐﺖ ﺑﺼﺒﻐﮫ ﺗﻤﺎﯾﺰ اﻻﻧﻮﯾﮫ.
اﻟﻧﺗﺎﺋﺞ:
 ھﻨﺎﻟﻚ ازدﯾﺎد ﻣﻠﺤﻮظ ﻓﻲ وزن اﻟﺠﺴﻢ ﻟﻠﺤﯿﻮاﻧﺎت اﻟﺘﻲ اﺳﺘﻌﻤﻠﺖ اﻟﻐﺬاء اﻟﻤﻠﻮث ﺑﺴﻤﻮم اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب.١
 اﻧﻮﯾﮫ اﻟﺨﻼﯾﺎ اﻟﻌﻀﻠﯿﺔ اﻟﮭﯿﻜﻠﯿﺔ أﻇﮭﺮت ﻗﻠﮫ ﺑﺎﻟﻌﺪد ﻣﻊ ﻗﻠﮫ ﺑﻌﺪد أﻻوﻋﯿﮫ اﻟﺪﻣﻮﯾﺔ ﻓﻲ اﻟﺤﯿﻮاﻧﺎت اﻟﻤﻌﺎﻟﺠﺔ ﺑﻐﺬاء
اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب.١
اﻻﺳﺗﻧﺗﺎﺟﺎت  :ﻟﻘﺪ ﺗﻢ اﺳﺘﻨﺘﺎج وﺟﻮد ﺗﺄﺛﯿﺮات ﻣﻠﺤﻮﻇﺔ ﻟﺴﻤﻮم اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ﻋﻠﻰ ﻋﺪد اﻟﺨﻼﯾﺎ اﻟﻘﺎﻃﻨﺔ ﻓﻲ اﻟﻌﻀﻼت
اﻟﮭﯿﻜﻠﯿﺔ.
ﻣﻔﺗﺎح اﻟﻛﻠﻣﺎت  :ﺳﻤﻮم اﻻﻓﻼﺗﻮﻛﺴﯿﻦ ب – ١اﻟﻌﻀﻼت اﻟﮭﯿﻜﻠﯿﺔ – ﺻﺒﻐﮫ ﺗﻤﺎﯾﺰ اﻻﻧﻮﯾﮫ.
ﻓرع اﻷﻧﺳﺟﺔ و اﻷﺟﻧﺔ ]ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
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اﻣﺎﺗﻧب ﻣﻳﺳﻳﻠﻳت )ﻛﻠﻳﻔﻳك( ﻓﻲ اﻟﻣرﺿﻰ اﻟﻌراﻗﻳﻳن اﻟﻣﺻﺎﺑﻳن ﺑﺎﺑﻳﺿﺎض اﻟدم اﻟﻧﻘﻳﺎﻧﻲ اﻟﻣزﻣن
ﻧﺑﻳﻞ ﺳﻠﻣﺎن ﻣراد ، ١ﻋﻠﻲ ﻣﺳﻠم اﻟﻌﺎﻣري٢
اﻟﺧﻼﺻﺔ
ﺧﻠﻔﻳﺔ اﻟدراﺳﺔ :ﻣﺮض اﺑﯿﻀﺎض اﻟﺪم اﻟﻨﻘﯿﺎﻧﻲ اﻟﻤﺰﻣﻦ ﯾﻨﺸﺄ ﻣﻦ ﺧﻠﯿﺔ واﺣﺪة ﺟﺬﻋﯿﺔ ﻣﻦ ﺧﻼﯾﺎ اﻟﻨﺨﺎع اﻟﻌﻈﻤﻲ .
ﯾﺘﻤﯿﺰ اﻟﻤﺮض ﺑﺎزدﯾﺎد ﻛﺒﯿﺮ ﻓﻲ ﻋﺪد اﻟﺨﻼﯾﺎ اﻟﺒﯿﻀﺎء اﻟﺤﺒﯿﺒﯿﺔ اﻟﺒﺎﻟﻐﺔ و اﻻﺑﺘﺪاﺋﯿﺔ ﺑﺄﻧﻮاﻋﮭﺎ اﻟﻌﺪﻟﺔ و اﻟﺤﻤﻀﺔ و اﻟﻘﻌﺪة .
ﺛﺒﺖ إن اﻟﺨﻠﻞ اﻟﺠﺰﺋﻲ اﻟﺬي ﯾﻨﺸﺄ ﻣﻦ ﺗﺒﺎدل ﻟﻤﻮاد ﺟﯿﻨﯿﺔ ﺑﯿﻦ ﺻﺒﻐﻲ ) ﻛﺮوﻣﻮﺳﻮم (  22.9وھﻲ  ABLو BCRوﻣﺎ
ﯾﻨﺘﺠﮫ ﻣﻦ ﺑﺮوﺗﯿﻦ ﺗﺎ ﯾﺮوﺳﯿﻨﻲ ھﻮ اﻟﺴﺒﺐ اﻟﻤﺒﺎﺷﺮ ﻓﻲ ﺣﺪوث اﻟﻤﺮض ﺑﺤﺎﻟﺘﮫ اﻟﻤﺴﺘﻘﺮة أو اﻟﻤﺰﻣﻨﺔ .
ھدف اﻟدراﺳﺔ :ھﻮ دراﺳﺔ اﻻﺳﺘﺠﺎﺑﺎت اﻟﺴﺮﯾﺮﯾﺔ و اﻟﻤﺨﺘﺒﺮﯾﺔ ﻟﻠﻌﻘﺎر اﻣﺎﺗﻨﯿﺐ ﻣﯿﺴﯿﻠﯿﺖ ﻣﻊ ﺗﺤﺪﯾﺪ أھﻢ اﻟﺘﺄﺛﯿﺮات
اﻟﺠﺎﻧﺒﯿﺔ ﻓﻲ اﻟﻤﺮﺿﻰ اﻟﻌﺮاﻗﯿﯿﻦ اﻟﻤﺼﺎﺑﯿﻦ ﺑﻤﺮض اﺑﯿﻀﺎض اﻟﺪم اﻟﻨﻘﯿﺎﻧﻲ اﻟﻤﺰﻣﻦ ﺑﺤﺎﻻﺗﮫ اﻟﺜﻼﺛﺔ اﻟﻤﺰﻣﻨﺔ و
اﻟﻤﺘﺴﺎرﻋﺔ و اﻟﺤﺎدة .
طرﻳﻘﺔ اﻟﻌﻣﻞ :ﺗﻢ دراﺳﺔ ﺛﻼﺛﻤﺎﺋﺔ و اﺛﻨﺎن و ﺳﺘﻮن ﻣﺼﺎﺑﺎً ﺑﺎﻟﻤﺮض ﻣﺴﺘﻘﺒﻠﯿﺎً ﺑﻌﺪ ﺗﺸﺨﯿﺼﮭﻢ ﺑﻮاﺳﻄﺔ ﻓﺤﺺ اﻟﺪم
اﻟﻤﺤﯿﻄﻲ و ﻧﺨﺎع اﻟﻌﻈﻢ  .ﺛﻢ أًًَﻋﻄﻲ ﻟﻜﻞ ﻣﻨﮭﻢ اﻟﻌﻘﺎر اﻣﺎﺗﻨﯿﺐ ﺑﺠﺮع ﺛﺎﺑﺘﺔ  400ﻣﻠﻐﻢ ﺗﻌﻄﻰ ﻛﺠﺮﻋﺔ واﺣﺪة ﻋﻦ ﻃﺮﯾﻖ
اﻟﻔﻢ ﯾﻮﻣﯿﺎً ،وﺗﻤﺖ ﻣﺘﺎﺑﻌﺘﮭﻢ ﻛﻞ  4أﺳﺎﺑﯿﻊ ﺑﺈﺟﺮاء اﻟﻔﺤﺺ اﻟﻄﺒﻲ اﻟﺴﺮﯾﺮي و اﻟﻤﺨﺘﺒﺮي ﻟﺘﺤﺪﯾﺪ اﺳﺘﺠﺎﺑﺘﮭﻢ ﻟﻠﻌﻼج .
اﻟﻨﺘﺎﺋﺞ :ﻛﺎن ﺗﻜﺮار ﺣﺪوث ﺣﺎﻻت اﻟـ  CMLﺣﺴﺐ اﻟﺮﻗﻌﺔ اﻟﺠﻐﺮاﻓﯿﺔ ﻛﺎﻟﺘﺎﻟﻲ  ،%61.6 ،% 21.8 ،% 17.4 :ﻓﻲ
اﻟﺠﻨﻮب ،اﻟﺸﻤﺎل ،اﻟﻮﺳﻂ ﻋﻠﻰ اﻟﺘﻮاﻟﻲ.
ﺗﺮاوح ﻋﻤﺮ اﻟﻤﺮﯾﺾ ﺑﯿﻦ  70 - 14ﺳﻨﺔ ﺑﻤﻌﺪل ﯾﻘﺪر ﺑـ . 39.4ﺷﻜﻞ اﻟﺠﻨﺲ  (%53)192ﻣﻦ اﻟﺮﺟﺎل و
 (%43)170ﻣﻦ اﻟﻨﺴﺎء .ﻟﻮﺣﻈﺖ اﻻﺳﺘﺠﺎﺑﺔ اﻟﻜﺎﻣﻠﺔ اﻟﺴﺮﯾﺮﯾﺔ و اﻟﻤﺨﺘﺒﺮﯾﺔ ﻓﻲ  325ﻣﺮﯾﻀﺎً)(%90ﺧﻼل اﻟﺜﻼث
أﺷﮭﺮ اﻷوﻟﻰ ﻣﻦ ﺑﺪء اﻟﻌﻼج ﻓﻲ اﻟﻤﺮﺿﻰ ﺑﺎﻟﺤﺎﻟﺔ اﻟﻤﺰﻣﻨﺔ .ﺣﻮاﻟﻲ  4ﻣﻦ 10ﻣﺮﯾﺾ اﺳﺘﺠﺎب ﻓﻲ اﻟﻤﺮﺣﻠﺔ اﻟﻤﺘﺴﺎرﻋﺔ
ﻣﻦ اﻟﻤﺮض ﺑﺠﺮع ﺗﺘﺮاوح ﺑﯿﻦ  800 - 600ﻣﻠﻐﻢ ﯾﻮﻣﯿﺎً .ﻟﻢ ﯾﺴﺘﺠﺐ أي ﻣﻦ اﻟﻤﺮﺿﻰ اﻟﺴﺘﺔ ﺑﺎﻟﺤﺎﻟﺔ اﻟﺤﺎدة ﻣﻦ
اﻟﻤﺮض  .ﻛﺎﻧﺖ ﻣﻌﻈﻢ اﻟﺘﺄﺛﯿﺮات اﻟﺠﺎﻧﺒﯿﺔ ﻟﻠﻌﻘﺎر ﻃﻔﯿﻔﺔ وﺳﮭﻠﺔ اﻟﺘﺤﻤﻞ.
اﻷﺳﺗﻧﺗﺎج :اﺳﺘﻨﺘﺠﻨﺎ إن اﻟﻌﻘﺎر اﻣﺎﺗﻨﯿﺐ ﻣﯿﺴﯿﻠﯿﺖ ھﻮ ﻋﻼج ﻓﻌﺎل وﻗﻠﯿﻞ اﻟﻤﺨﺎﻃﺮ ﻓﻲ ﺗﺤﻘﯿﻖ اﻻﺳﺘﺠﺎﺑﺔ اﻟﺴﺮﯾﺮﯾﺔ أو
اﻟﻤﺨﺘﺒﺮﯾﺔ اﻟﻌﺎﻟﯿﺔ ﻟﻤﺮض اﺑﯿﻀﺎض اﻟﺪم اﻟﻨﻘﯿﺎﻧﻲ اﻟﻤﺰﻣﻦ ﻓﻲ اﻟﻌﺮاق.
اﻟﻛﻠﻣﺎت اﻟﻣﻔﺗﺎﺣﻳﺔ :اﺑﯿﻀﺎض اﻟﺪم اﻟﻤﺰﻣﻦ اﻟﻨﻘﯿﺎﻧﻲ  .اﻣﺎﺗﻨﯿﺐ ﻣﯿﺴﯿﻠﯿﺖ

١ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن
٢ﻣرﻛز أﻣراض اﻟدم ]ﻛﻠﻳﺔ اﻟطب – اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٨٤-٧٨

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص١٧

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

اﻟﺣﻣﻞ ﻣﺗﺑﺎﻳن اﻟﻣوﺿﻊ " ﺗﻘرﻳر ﺣﺎﻟﺔ "
ﻟﻘﺎء رﻳﺎض اﻟﺧزاﻋﻲ
اﻟﺧﻼﺻﺔ
ھﻨﺎك ﺗﺰاﯾﺪ ﻓﻲ ﺣﺎﻻت اﻟﺤﻤﻞ ﻣﺘﺒﺎﯾﻦ اﻟﻤﻮﺿﻊ ﻓﻲ اﻟﺴﻨﻮات اﻷﺧﯿﺮة ﻣﺘﺰاﻣﻨﺔ ﻣﻊ زﯾﺎدة اﺳﺘﺨﺪام اﻷدوﯾﺔ اﻟﻤﻨﺸﻄﺔ
ﻟﻠﻤﺒﺎﯾﺾ ﯾﻮﺟﺪ ﻋﺎدة ھﻨﺎك ﺗﺄﺧﯿﺮ ﻓﻲ ﺗﺸﺨﯿﺺ اﻟﺤﻤﻞ ﻣﺘﺒﺎﯾﻦ اﻟﻤﻮﺿﻊ ﺣﯿﺚ أﻛﺜﺮ ﻣﻦ  % ٥٠ﻣﻦ اﻟﺤﺎﻻت ﯾﺘﻢ
اﻟﺘﺸﺨﯿﺺ ﺑﻌﺪ ﺣﺪوث اﻧﻔﺠﺎر اﻟﺤﻤﻞ ﺧﺎرج اﻟﺮﺣﻢ .ھﻨﺎك ﺣﺎﺟﺔ إﻟﻰ اﻟﺘﺸﺨﯿﺺ اﻟﻤﺒﻜﺮ ﻟﺘﻘﻠﯿﻞ اﻟﻤﻀﺎﻋﻔﺎت ﻟﻸم ﻣﻊ
اﻟﺤﻔﺎظ ﻋﻠﻰ اﻟﺤﻤﻞ اﻟﻤﻮﺟﻮد داﺧﻞ اﻟﺮﺣﻢ.
ﻓﻲ ھﺬا اﻟﺘﻘﺮﯾﺮ ﻧﺴﺠﻞ ﺣﺎﻟﺔ ﺣﻤﻞ ﻣﺘﺒﺎﯾﻦ اﻟﻤﻮﺿﻊ ﻣﻊ ﻣﺮاﺟﻌﺔ اﻟﻤﺼﺎدر.

ﻓرع اﻟﻧﺳﺎﺋﻳﺔ و اﻟﺗوﻟﻳد ]ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص٨٦-٨٥

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص١٨

اﻟﻣﻠﺧﺻﺎت اﻟﻌرﺑﻳﺔ

ﺣﺎﻟﺔ ﻟﻣﺗﻼزﻣﺔ ﺑروﻛﺎدا " ﺗﻘرﻳر ﺣﺎﻟﺔ "
ﻣﺣﻣد ھﺎﺷم  ، ١ﺗﺣﺳﻳن اﻟﻛﻧﺎﻧﻲ ، ١ﻛﺎﻣﻞ ﻧﺎﻣق  ،١ﻋﻣﺎر طﺎﻟب اﻟﺣﻣدي ، ٢ﻗﻳس ﻣﺣﻣد ﺳﻌﻳد اﻟﻣدرس

٣

ﻛﻠﻣﺎت اﻟﻣﻔﺗﺎح  :ﻣﺘﻼزﻣﺔ ﺑﺮوﻛﺎدا ،ﻻ ﻧﻈﻤﯿﺎت ﺑﻄﯿﻨﯿﺔ ،اﻟﻤﻮت اﻟﻘﻠﺒﻲ اﻟﻤﻔﺎﺟﺊ.

١ﻓرع أﻣراض اﻟﻘﻠب ] ﻣﺳﺗﺷﻔﻰ أﺑن اﻟﺑﻳطﺎر [
٢ﻓرع اﻟﺑﺎطﻧﻳﺔ ]ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [
٣ﻓرع اﻟﻔﺳﻠﺟﺔ ] ﻛﻠﻳﺔ اﻟطب – ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن [

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م اﻟﻣﺟﻠد  ٥اﻟﻌدد ٢ص ٩٠-٨٧
اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ

ص١٩

اﻟﻣﺟﻠد اﻟﺧﺎﻣس ،اﻟﻌدد اﻟﺛﺎﻧﻲ ١٤٢٨ ،ھـ٢٠٠٧ ،م

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
رﺋﻳس ھﻳﺋﺔ اﻟﺗﺣرﻳر

ﺣﻛﻣت ﻋﺑد اﻟرﺳـــــول ﺣﺎﺗم
ھﻳﺋﺔ اﻟﺗﺣرﻳراﻷﺳﺗﺷﺎرﻳﺔ
اﻣــــــــــــﺎل ﺳـــــوﻳدان
إﺳـــــراء ﻓﺎﺋق اﻟﺳﺎﻣراﺋﻲ
ﻋﺑـد اﻟﺣﺳﻳن ﻣﮫدي اﻟﮫﺎدي
ﻋﺑـــــد اﻷﻣﻳـر ﺟﺎﺳــــــم
ﻋﻠــــﻲ ﻋﺑــــــــد اﻟﺳﺗــﺎر
ﻋﻼء ﻏﻧﻲ ﺣﺳـــــــــــــﻳن

ﻋﺑـــــد اﻟﻛرﻳم ﺣﻣﻳد ﻋﺑد
ﻏﺳﺎن اﻟﺷـــــــــــــــﻣﺎع
ﻓﺎروق ﺣﺳـــــــن اﻟﺟواد
ﻟﻣﻳﺎء ﻋﺑد اﻟﻛرﻳم اﻟﺳﻌدي
ﻣﮫـــﺎ ﻣﺣﻣد ﺟﺎﺳم اﻟﺑﻳﺎﺗﻲ
ﻧﺿـــــﺎل ﻋﺑــــد اﻟﻣﮫﻳﻣن
ھﺎﺷـــم ﻣﮫدي اﻟﻛﺎظﻣـــﻲ

ھﻳﺋﺔ اﻟﺗﺣرﻳر اﻟﺗﻧﻔﻳذﻳﺔ
ﻧﺿــــــﺎل ﻋﺑــــــد اﻟﻣﮫــــــﻳﻣن
اﺣﻣـــد درﻳد ﻋﺑــد اﻟﻣﺟـــــــــﻳد
إﻳﻧﺎس طﺎﻟب ﻋﺑــد اﻟﻛــــــــرﻳم
ﺣﺳـــــــن ﻋــزﻳز اﻟﺣﻣــداﻧﻲ
ھﺎﻟــــــــﺔ ﺳــــــــﺎﻣﺢ ﻋﻠــــــــﻲ

رﺋﻳﺳــــ ـﺔ اﻟﺗﺣرﻳــــــر
ﻣﺣــــــــــــــــــــــــرر
ﻣﺣـــــــــــــــــــــــررة
ﻣﺣــــــــــــــــــــــــرر
ﻣﺣـــــــــــــــــــــــررة

ﺳﻛرﺗﺎرﻳﺔ اﻟﻣﺟﻠﺔ
إﺳراء ﺳﺎﻣﻲ ﻧﺎﺟﻲ

ﻋﻠﻳﺎء ﻧوري ﺣﺎﺗم

تﻋﻧون اﻟﻣراﺳﻼت إﻟﻰ اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ ،ﺻﻧدوق ﺑرﻳد  ١٤٢٢٢ﺑﻐداد ،اﻟﻌراق .ﺗﻠﻔون و ﻓﺎﻛس ).(٩٦٤-١-٥٢٢٤٣٦٨
رﻗم اﻹﻳداع ﻓﻲ دار اﻟﻛﺗب و اﻟوﺛﺎﺋق ﺑﺑﻐداد  ٧٠٩ﻟﺳﻧﺔ ٢٠٠٠

اﻟﮫﻳﺋﺔ اﻷﺳﺗﺷﺎرﻳﺔ
اﺳﺎﻣﺔ ﻧﮫﺎد رﻓﻌت
أﻛرم ﺟرﺟﻳس
أﻟﮫﺎم اﻟطﺎﺋﻲ

)ﺟﺎﻣﻌﺔ اﻟﻣوﺻﻞ(

)اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ(

اﻣﺟد داود ﻧﻳﺎزي
أﻣﻳرة ﺷﺑر

)اﻟﮫﻳﺋﺔ اﻟﻌراﻗﻳﺔ ﻟﻸﺧﺗﺻﺎﺻﺎت اﻟطﺑﻳﺔ(

)اﻟﮫﻳﺋﺔ اﻟﻌراﻗﻳﺔ ﻟﻸﺧﺗﺻﺎﺻﺎت اﻟطﺑﻳﺔ(

)اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ(

أﻧﻌم رﺷﻳد اﻟﺻﺎﻟﺣﻲ )ﻣﻌﮫد أﺑﺣﺎث اﻷﺟﻧﺔ و اﻟﻌﻘم-ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(
ﺛﺎﻣر أﺣﻣد ﺣﻣدان

)ﺟﺎﻣﻌﺔ اﻟﺑﺻرة(

ﺣﺳن أﺣﻣد ﺣﺳن

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

ﺣﻛﻣت اﻟﺷﻌرﺑﺎف

)ﺟﺎﻣﻌﺔ ﺑﻐداد(

ﺧﺎﻟد ﻋﺑداﷲ

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

داود اﻟﺛﺎﻣري

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

راﺟﻲ اﻟﺣدﻳﺛﻲ
راﻓﻊ اﻟراوي

)اﻟﮫﻳﺋﺔ اﻟﻌراﻗﻳﺔ ﻟﻸﺧﺗﺻﺎﺻﺎت اﻟطﺑﻳﺔ(

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

رﺟﺎء ﻣﺻطﻔﻰ

)اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ(

رﻳﺎض اﻟﻌزاوي
زﻛرﻳﺎ اﻟﺣﺑﺎل

)اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ(

)ﺟﺎﻣﻌﺔ اﻟﻣوﺻﻞ(

ﺳرﻛﻳس ﻛرﻳﻛور ﺳﺗراك
ﺳرﻣد اﻟﻔﮫد

)ﺟﺎﻣﻌﺔ اﻟﺑﺻرة(

)ﺟﺎﻣﻌﺔ ﺑﻐداد(

ﺳرﻣد ﺧوﻧدة )ﺟﺎﻣﻌﺔ ﺑﻐداد((
ﺳﻣﻳرة ﻋﺑد اﻟﺣﺳﻳن
طﺎھر اﻟدﺑﺎغ

)ﺟﺎﻣﻌﺔ ﺗﻛرﻳت(

)ﺟﺎﻣﻌﺔ اﻟﻣوﺻﻞ(

ظﺎﻓر زھدي اﻟﻳﺎﺳــــﻳن
ﻋﺑد اﻻ ﻟﻪ اﻟﺟوادي

)ﺟﺎﻣﻌﺔ ﺑﻐداد(

)ﺟﺎﻣﻌﺔ اﻟﻣوﺻﻞ(

ﻋدﻧﺎن ﻋﻧوز )ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(
ﻓوزان اﻟﻧﺎﺋب

)اﻟﺟﺎﻣﻌﺔ اﻟﻣﺳﺗﻧﺻرﻳﺔ(

ﻣﺣﻣود ﺣﻳﺎوي ﺣﻣﺎش

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

ﻧﺟم اﻟدﻳن اﻟروزﻧﺎﻣﺟﻲ

)اﻟﮫﻳﺋﺔ اﻟﻌراﻗﻳﺔ ﻟﻸﺧﺗﺻﺎﺻﺎت اﻟطﺑﻳﺔ(

ﻧزار طﻪ ﻣﻛﻲ

)ﺟﺎﻣﻌﺔ اﻟﻧﮫرﻳن(

ﻧزار اﻟﺣﺳﻧﻲ

)اﻟﮫﻳﺋﺔ اﻟﻌراﻗﻳﺔ ﻟﻸﺧﺗﺻﺎﺻﺎت اﻟطﺑﻳﺔ(

اﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ
ﻗﺎﺋﻣﺔ اﻟﻣﺣﺗوﻳﺎت
اﻟﻣﻘﺎﻻت
اﻟﻧﺟﺎة اﻟﺳﻧوﻳﺔ ﻟﻣﺳﺗﻠﻣﻲ اﻟﻛﻠﻳﺔ اﻟﻣزروﻋﺔ وﺣﻳوﻳﺔ اﻟﻛﻠﻳﺔ اﻟﻣزروﻋﺔ ﺑﻌد ﺳﻧﺔ ﻣن إﺟراء ﻋﻣﻠﻳﺔ زراﻋﺔ اﻟﻛﻠﻳﺔ

أﺳﺎﻣﺔ ﺳﻌﺪي ﻋﺒﺪ اﻟﻤﺤﺴﻦ  ،أﺳﺎﻣﺔ اﻟﻨﺎﺻﺮي  ،أﺳﺎﻣﺔ ﻧﮭﺎد رﻓﻌﺖ ١..............................................
 اﻟﺧﻣﺞ ﻓﻲ وﺣدة اﻟرﻋﺎﻳﺔ اﻟﻣرﻛزﻳﺔ ﻟﻠﺧدج ﻓﻲ طراﺑﻠس – ﻟﻳﺑﻳﺎ .

ﺟﻮاد ﻛﺎﻇﻢ اﻟﺪﯾﻮان  ،ﻃﺎرق اﻟﺤﺪﯾﺜﻲ ،ﻋﺒﺪ اﻟﻠﻄﯿﻒ ﺷﻌﺒﺎن  ،ﻣﺤﻤﺪ دﯾﻜﻨﺔ٣.................................


دراﺳﺔ ﻓﻲ ﺗﺧطﻳط اﻟﻘﻠب ﻟﻠﻣرﺿﻰ اﻟﻣﺻﺎﺑﻳن ﺑﺎﻟرﺑو اﻟﻘﺻﺑﻲ اﻟﺣﺎد اﻟﻣﺻﺣوب ﺑﺄﻟم اﻟﺻدر

زﯾﺪان ﺧﻠﻒ اﻟﺤﺮﻛﺎﻧﻲ ٤........................................................................................
 اﻷﻧﺿﺑﺎب اﻟﺟﻧﺑﻲ ،دراﺳﻪ ﺧﻠوﻳﻪ ،ﻛﻳﻣﻳﺎﺋﻳﻪ ﺣﻳﺎﺗﻳﻪ )ﺗﺷﻣﻞ أﻧزﻳم أﻷدﻳﻧوﺳﻳن دي أﻣﻳﻧﻳز و ﻻﻛﺗك دي ھﺎﻳدروﺟﻳﻧﻳز(
ودراﺳﻪ ﺟرﺛوﻣﻳﻪ.

ﻓﺎﺋﺰة ﻋﻔﺘﺎن اﻟﺮاوي  ،ﻧﺰار ﺟﺒﺎر ﻣﺘﻌﺐ  ،زﯾﻨﺐ ﻃﺎﻟﺐ٥.....................................................


اﻟﻣﺿﺎﻋﻔﺎت اﻟﻧزﻓﻳﺔ واﻟﺧﺛﺎرﻳﺔ ﻟدى اﻟﻣرﺿﻰ اﻟﻣﺻﺎﺑﻳن ﺑﺎﺿطراﺑﺎت ﺗﻛﺎﺛرﻳﺔ ﻧﻘوﻳﻪ ﻣزﻣﻧﺔ

ﺳﻌﺪ ﺷﻮﻗﻲ ﻣﻨﺼﻮر  ،رﻋﺪ ﺟﺎﺑﺮ ﻣﻮﺳﻰ  ،وﻗﺎص ﻓﺎﺿﻞ اﻟﺴﺎﻣﺮاﺋﻲ٦........................................
 ﻣﻘﺎرﻧﺔ ﺑﻳن ﻣﺳﺗوى اﻟﻣﺿﺎدات ﻓﻲ اﻟدم ﻟﻠﻛﻼﻣﻳدﻳﺎ ﺗراﻛوﻣﺎﺗس ﻋﻧد أﻣﮫﺎت وأطﻔﺎﻟﮫن اﻟﺣدﻳﺛﻲ اﻟوﻻدة ﺑﻌد اﻟوﻻدة
اﻟطﺑﻳﻌﻳﺔوﻋﻧد أﻣﮫﺎت وأطﻔﺎﻟﮫن ﺑﻌد اﻟوﻻدة اﻟﻘﻳﺻرﻳﺔ

إﯾﻨﺎس ﻃﺎﻟﺐ ﻋﺒﺪ اﻟﻜﺮﯾﻢ  ،ﻧﻀﺎل ﻋﺒﺪ اﻟﻤﮭﯿﻤﻦ  . ،ﺗﺎرة اﻟﺠﺮم وﻧﺪي٨.......................................


ﻣﺳﺗوى اﻟﻣﻐﻧﻳﺳﻳوم ﻓﻲ ﻣﺻﻞ دم اﻷطﻔﺎل اﻟﻣﺻﺎﺑﻳن ﺑﺎﻟرﺑو اﻟﻘﺻﺑﻲ اﻟﻣزﻣن

ﻧﺠﻢ اﻟﺪﯾﻦ اﻟﺮوزﻧﺎﻣﺠﻰ  ،ﺣﺴﺎم ﻣﺤﻲ اﻟﻌﻠﻮاﻧﻲ ،اﺑﺘﺴﺎم اﻟﻌﺒﻮﺳﻲ،ﻋﻤﺎر اﻟﺸﺒﻠﻰ٩.............................
أﺳﺑﺎب اﻟوﻓﻳﺎت ﻟﺣدﻳﺛﻲ اﻟوﻻدة ﻓﻲ ﻣﺳﺗﺷﻔﻰ اﻟﻛﺎظﻣﻳﺔ اﻟﺗﻌﻠﻳﻣﻲ

ﻟﻤﯿﺎء ﻋﺒﺪ اﻟﻜﺮﯾﻢ اﻟﺴﻌﺪي١٠.....................................................................................


ﻧﻣط ﻧظﺎﺋر أﻧزﻳم ﻻﻛﺗﻳت دي ھﻳدروﺟﻳﻧﻳز ﻓﻲ اﻟﺗﺷﺧﻳص اﻟﺗﻔرﻳﻘﻲ ﻟﺳواﺋﻞ اﻧﺻﺑﺎب اﻟﺟﻧب

ﺣﺴﺎم ﺣﺴﻮن ﻋﻠﻲ  ،ﻋﺒﺪ اﻟﻮھﺎب رزوﻗﻲ ﺣﻤﺪ  ،زﯾﻨﺐ ﻃﺎﻟﺐ آل ﻋﻜَﺎب١١...................................


اﻟﻔﺣص أﻟﺷﻌﺎﻋﻲ ﻟﺗﺟوﻳف اﻟﻔك اﻷﻋﻠﻰ

ﺗﺤﺮﯾﺮ ﻧﺰال اﻟﺪﻟﯿﻤﻲ١٣............................................................................................


ﻓﻘر اﻟدم ﻋﻧد اﻟﻧﺳﺎء ﺧﻼل ﻓﺗرة ﺳن اﻹﻧﺟﺎب ﻓﻲ اﻟﻘرى

ﻣﺎﺋﺪة ﯾﻮﺳﻒ ﺷﻤﺪﯾﻦ  ،ﺑﯿﺒﯿﻦ ﺧﻮرﺷﯿﺪ اﻟﺴﻠﯿﻔﺎﻧﻰ١٤................................................................
ﺗﺄﺛﻳرات اﻻﻓﻼﺗوﻛﺳﻳن ب ١ﻓﻲ ﺑﻌض اﻟﺧﻼﻳﺎ اﻟﻘﺎطﻧﺔ ﻓﻲ اﻟﻌﺿﻼت اﻟﮫﻳﻛﻠﻳﺔ ﺑﺎﺳﺗﺧدام ﺗﻘﻧﻳﻪ ﺻﺑﻐﺔ ﺗﻣﺎﻳز اﻻﻧوﻳﻪ

ﻣﻲ ﻓﺎﺿﻞ اﻟﺤﺒﯿﺐ١٦..............................................................................................


اﻣﺎﺗﻧب ﻣﻳﺳﻳﻠﻳت )ﻛﻠﻳﻔﻳك( ﻓﻲ اﻟﻣرﺿﻰ اﻟﻌراﻗﻳﻳن اﻟﻣﺻﺎﺑﻳن ﺑﺎﺑﻳﺿﺎض اﻟدم اﻟﻧﻘﻳﺎﻧﻲ اﻟﻣزﻣن

ﻧﺒﯿﻞ ﺳﻠﻤﺎن ﻣﺮاد  ،ﻋﻠﻲ ﻣﺴﻠﻢ اﻟﻌﺎﻣﺮي١٧........................................................................

ﺗﻘرﻳر ﺣﺎﻟﺔ
 اﻟﺣﻣﻞ ﻣﺗﺑﺎﻳن اﻟﻣوﺿﻊ

ﻟﻘﺎء رﯾﺎض اﻟﺨﺰاﻋﻲ١٨............................................................................................


ﺣﺎﻟﺔ ﻟﻣﺗﻼزﻣﺔ ﺑروﻛﺎدا

ﻣﺤﻤﺪ ھﺎﺷﻢ  ،ﺗﺤﺴﯿﻦ اﻟﻜﻨﺎﻧﻲ ،ﻛﺎﻣﻞ ﻧﺎﻣﻖ  ،ﻋﻤﺎر ﻃﺎﻟﺐ اﻟﺤﻤﺪي ،ﻗﯿﺲ ﻣﺤﻤﺪ ﺳﻌﯿﺪ اﻟﻤﺪرس١٩.............

ﻟﻣﺟﻠﺔ اﻟﻌراﻗﻳﺔ ﻟﻠﻌﻠوم اﻟطﺑﻳﺔ  ٢٠٠٧م ،اﻟﻣﺟﻠد  ، ٥اﻟﻌدد ،٢
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