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SUMMARY
Background: The development of new blood vessels is essential to embryonic growth
and throughout life for physiological repair processes. Tumors cannot enlarge beyond 1-2
mm in diameter or thickness unless they are vascularized. Angiogenesis is an essential
step in growth of primary tumor and for distant metastasis. MVD (Microvessel Density)
is one of the important measurement to asses angiogenesis.

Aim: The aims of this study are to asses the micro vessel density (MVD) of
endometrium using two markers which are (CD31 and CD34),to investigate the
relationship between the degree of angiogenesis and clinicopathological variants, to
determine its usefulness in histopathological practice, and to compare between the two
markers.

Materials and methods: This retrospective study includes formalin fixed, paraffin
embedded tissue sections from patients underwent different gynecological diagnostic and
therapeutic procedures. These samples were taken from the hospitals in the period between
August 2005 and January 2007. forty nine cases were studied; 10 were normal functional
endometrium; 21 hyperplasia, and 18 were diagnosed as endometrial carcinoma. Five
slides for each case was done, one slide was stained with Hematoxylin and eosin (H&E),
and re-examined to confirm the diagnosis, and the other four were stained
immunohistochemically for monoclonal antibodies CD31 and CD34 (two slides for each
one).

Results: This study showed that MVD was correlated with benign and malignant
endometrial lesions. The mean MVD for normal functional endometrium cases was as
follows: 53.9 using CD34 stain, and 47.5 using CD31 stain for secretory endometrium,
and 32.2 using CD34 and 30.1 using CD31 for the proliferative type. The mean MVD for
hyperplastic endometrium was found to be: 63.2,45.8 (by CD34, and CD31 respectively)
for cystic; 75.1 and 69.7(by CD34, and CD31 respectively) for adenomatous, and
78.4,73.2 (by CD34, and CD31 respectively) for atypical endometrial hyperplasia.
Regarding the malignant cases, the mean MVD was: 87.43, 70.22 for well differentiated
adenocarcinoma; for moderately differentiated cases they were 102.6, 88.35; and 114.8,
102.7 for poorly differentiated cases (by CD34, and CD31 respectively). The results of
mean MVD using CD34 is significantly higher than that obtained by using CD31 for both
benign and malignant cases (the p values are 0.0412, and 0.0327 respectively). This study
showed that MVD is significantly correlated with the benign and malignant endometrial
lesions, but no significant statistical correlation between age and the MVD of the
malignant cases.

Conclusion: MVD is an important parameter to asses angiogenesis in functional,
hyperplasic and malignant endometrium, and it was found to be higher in malignant cases
than benign ones. Significantly higher results obtain for CD34 in comparison with
CD31for both benign and malignant cases.

*Thi-Qar.College of medicine.Thi-Qar.Iraq
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INTRODUCTION
Premalignant endometrial
lesions:
Endometrial hyperplasia: Denotes a set
of mixed epithelial and endometrial
proliferation that comprise a spectrum of
glandular, architectural, and cytological
abnormalities, ranging from disordered
proliferative endometrium to
proliferation so complex that may
resemble well differentiated
adenocarcinoma. It is thought to be the
result of persistent, prolonged estrogen
stimulation. There are many systems of
classification of this lesion, in our study
we use Vellios Tavassoli and Kraus,
which classify endometrial hyperplasia
into: cystic, adenomatous, and atypical
hyperplasia(1,2,3).

Endometrial carcinoma:
Cancer of the corpus uterus is the eighth
most common malignant neoplasm in
women worldwide, it is the most
common gynecologic malignancy in the
developed countries(4).In Iraq, in a report
issued by Iraqi cancer registry for the
years between 1998-2002, it was
included in the first 10 cancers occur in
females except in 1999 where it was the
ninth. Generally, endometrial carcinoma
is thought to be a disease of
postmenopausal women, however one
fourth of the cases may occur in women
who are premenopausal(4).

Risk factors:
It is currently believed that endometrial
carcinoma can be divided into two
distinct types on the basis of their
pathogenesis, one, by far the more
common, occurring as a result of excess
estrogenic stimulation and developing
against a background of endometrial
hyperplasia and the other developing de
novo(6,7).

Some risk factors thought to be
associated with the increase risk
of endometrial carcinoma are:
* Hormone replacement therapy for the
prevention of the postmenopausal
morbidity as a result of progressive
decrease in natural estrogen secretion.
*Oral contraceptives *Tamoxifen therapy
*obesity * diabetes mellitus *
hypertention(8).

Pathologically: 80% of endometrial
malignant epithelial tumors are
conventional adenocarcinomas(9).

Grading system(10):
▪ well differentiated (grade I) carcinoma: 
five percent or less of the tumor is non
squamous or nonmorular solid growth
pattern.
▪ moderately differentiated (grade II): six 
percent to 50% of the tumor is solid
growth pattern.
▪ poorly differentiated (grade III): more 
than 50% is solid growth pattern.

Angiogenesis: It is a process by which
preexisting vessels sent out capillaries
sprouts to produce new vessels(9).

Angiogenesis and cancer: Tumors
cannot enlarge beyond 1-2 mm in
diameter or thickness unless they are
vascularized. Beyond this size the tumor
fails to enlarge without vascularization
because hypoxia induce apoptosis by
activation of p53(11).

Assesment of angiogenesis:
◙ MAGS: Microscopical grading system 
score, calculated by measuring vessels
number, endothelial cell hyperplasia and
cytology in tiactorally stained tissue
sections(12).
◙Hot spot:Blood vessels are 
immunohistochemically highlighted and
the number of microvessels quantified in
the most vascular areas of the tumor(13).
◙ Computerized image analysis. The 
automated quantitative image analysis
allows the accurate study of a large
number of specimens, with
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reproducibility and sensitivity exceeding
99%(14,15).

Endothelial markers:
Since endothelium is highly
heterogeneous, the choice of antibody
influences the number of microvessels
available for assessment(16).
♦  Those of low specificity antibodies 
and are present on many non-endothelial
elements, directed against vimentin,
lectin, alkaline phosphatase, and type IV
collagen(17).
♦ Factor VIII-related antigen: is 
synthesized in endothelial cells of blood
vessels, and it is found in
megakaryocytes, platelets, and mast
cells(13,18,19,20).
♦ CD31:  This antigen identifies the 
hematopoietic progenitor antigen ER-MP
12, which is identical to the platelet
endothelial cell adhesion molecule
PECAM-1(21,22,23).
♦ CD34: It is a 110 kDa transmembrane 
cell surface glycoprotein, expressed
developmentally on early
lymphohemopoietic stem and progenitor
cells(24,25,26).
In clinical setting, analysis of the
intratumoral microvessel density (MVD)
of solid tumor, highlighted with specific
marker for endothelial cells, is CD34,
which is found to have highest specific
staining and least background staining
compared with CD31 and factor
VIII927,28,29).

PATIENTS AND
METHODS:
▪ This retrospective study includes 
samples of paients underwent total
abdominal hysterectomy and bilateral
salpingio-oopherectomy, subtotal
abdominal hysterectomy, vaginal
hysterectomy, dilatation and curettage
(D&C) , and endometrial biopsy. These
samples were taken from department of
pathology in Al- Kadhemia teaching
hospital, covering the period between
August 2005- January 2007.The
available information from the

histopathological reports were only age,
grade, and type of the operation. This
study includes 49 samples taken from
patients aged between 29- 70 years old,
10 were normal functional endometrium,
21 were hyperplastic endometrium and
18 were diagnosed as endometrial
carcinoma.The normal functional
endometrial cases: Secretory and
proliferative endometrium, 5 cases for
each.Hyperplastic endometrium: 6 cystic,
9 adenomatous, and 6 atypical
hyperplasia.Malignant endometrial
lesions: 7 well differentiated, 5
moderately differentiated, and 6 poorly
differentiated.

▪ MATERIALS:

Immunohistochemical stain:
Reagents and solutions:
1- counter stain: Mayer's hematoxylin.
2- distilled water.
3- ethanol alcohol.
4- mounting medium (DPX).
5- Phosphate buffered saline (PBS).
6- Protein blocker.
7- Secondary detection kit.
8- Primary monoclonal antibody.
9- The specimen chosen were already
formalie fixed and paraffin- embedded
five sections for each representative part
of the tissue were taken, one was stained
with H&E and re-examined to confirm
diagnoses, 2 were stained
immunohistochemically for CD34, and
the last two were stained
immunohistochemically for CD31.
10- Xylene.

Equipments:
1- Aluminum foil.
2- Appendroff tubes.
3- Cotton –wool.
4- covered glass jars.
5- Disposable knives.
6- Filter papers.
7- Glass coverslides.
8- Hot air oven.
9- Humid chamber.
10- Incubator.
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11- positively charged microscopic
slides.
12- timer and alarm.

THE METHOD
1- paraffin embedded tissue block were
sectioned into 5µm thickness, put on the
positively charged slides, and allow to
dry at room tempreture.
2- preparation of the concenetrated
primary antibody.
3- Ethanol was prepared in 3 changes;
absolute and two dilutions (95%, and
70%) with distal water.
4- PBS was prepared bydissolving each
tablet in 100 ml DW.
5- Power blocker was prepared by adding

9µl DW for each 1µL power blocker.

Quantitative measures
of angiogenesis:

All blood vessels were high lightened by
staining endothelial cells for CD34 and
CD31 with the use of the standard
immunohistochemical technique, Tonsils
were used as a positive control tissue for
CD34, and CD31(figure 1). Negative
control is obtained by omission of the
primary antibody (figure2).Microvessel
density was assessed by using Weidner's
method. It is assessed without diagnoses ;
areas of most intense neovascularization
were examined by light microscopy.
Tumors were frequently heterogeneous in
their microvessel density, but the areas of
highest neovascularization were found by
scanning tumor sections at low power
(40x and 100x). and identifying the areas
on invasive carcinoma with the highest
number of discrete microvessels staining
for CD34, and CD31(brown).Individual
microvessels were counted on 400x field.
Any brown-stained endothelial cell or
endothelial cell cluster that were clearly
separated from adjacent microvessels,
tumor cells and other connective tissue
elements were considered a single,
countable microvessel. Vessels lumens
although usually present, were not
necessary for a structure to be identified

as a microvessel, and RBCs were not
used to define vessel
lumen.MVC(microvessel capacity) was
expressed as the mean value of all the
five fields examined. MVD is the MVC
divided on the high power field area
which is 0.1885mm2. Larger vessels with
thick muscular coat and their lumen
larger than the size of 8 RBCs were
excluded from the count(30).

Statistical analysis:
The statistical significance of the
difference in mean between two groups
was assessed by using student t-test, and
more than two groups were assessed by
using ANOVA test. P value less than the
0.05 level of significance was considered
statistically significant.

Results
Total number of 49 cases of endometrial
specimens were studied, 10(20.4%) were
functional endometrium, 21(42.85%)
hyperplastic and 18 (36.7) were
diagnosed as endometrial carcinoma
(table1).

Age:
Concerning normal functional
endometrial control group, as shown in
table (1) 30% were at the age between
20-29 year, 10% between age 30-39,
40% between 40-49 year, and 20% fell
between 50-59 years old.
The hyperplastic cases, as shown in table
(1) 19.04% of the cases were at the third
decade of life, 19.04% between 30-39,
and 14.22% of the cases between 40-49
years; while the percentage of cases that
fell between 50-59 was 23.57%. Only 4
cases were between 60-69 years of age
and that represent 19.04 of the entire
hyperplastic group.
Regarding the cases of endometrial
carcinoma, as shown in the same table
38.88% was the percentage of cases aged
between 40-49, 27.77% between 50-59,
22.22% between 60-69 years old; while
cases above 70 years old were only 2 and
the percentage was 11.11%.
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The mean age of the hyperplastic cases
was 46.2. The mean age of endometrial
cases was 54.7%.

Histological subtypes:
As shown in table (2), the normal
functional 10 cases(20.04% of total cases
studied) comprises secretory and
proliferative endometrium, 10 cases for
each. The immunohistochemical staining
using CD31, and CD34 endothelial
markers show the results in figure (3,4,
and5).
The 21 hyperplastic cases (42.85%) were
subdivided into 6 cases(28.57%) cystic
hyperplasia, 9 cases(42.85%)
adenomatous hyperplasia, and 6
cases(28.57%) were atypical hyperplastic
endometrium as shown in table(2).
Regarding the malignant cases, the
studied cases were 18 table (2) (36.73 of
the total selected cases), divided into: 7
(38.88% of malignant cases) were well
differentiated, 5 (27.77%) were
moderately differentiated, and 6 cases
(33.33) were poorly differentiated
endometrial adenocarcinoma table(2).

Correlation between
MVD,
clinicopathological, and
histopathological
features:
MVD and age:
For statistical analysis, the patients age
(for the malignant cases only) was
divided into two groups: The first group
≤ 55 years old which was 12 (66.66%) 
and the other > 55years old which
include 6 cases (33.33%). As shown in
table (3), the mean MVD for the first age
group was 103.9 using CD31 and 110.5
using CD34 ; while the mean MVD for
the age group >55 years old was 108.12
using CD31 and it was 111.7 using
CD34, table(3). Student t-test showed
the difference between the two means
was statistically non-significant (p

value=0.416, 0.321 for CD34 and CD31
respectively).

MVD with normal functional,
hyperplastic and malignant
endometrium
The MVD for normal functional
endometrial cases was shown in table (4).
For secretory endometrium the MVD
was 53.9 using CD34 and it was 47.5
using CD31 .The MVD for proliferative
endometrium was 32.2 using CD34 and it
was 30.1 using CD31. The MVD for
cystic hyperplasia was 63.2 using CD34,
and it was 45.8 using CD31.
The MVD for endometrial hyperplasia
was 75.1 using CD34, and it was 69.7
using CD31. The MVD for atypical
hyperplasia was 78.4 by CD34 and it was

53.2 using CD31. Figure (6,7)
The MVD for well differentiated
carcinoma was 87.43 using CD34
(table5) and it was 70.22 using CD31.
The MVD for moderately differentiated
carcinoma was 102.6 using CD34 and it
was 88.35 using CD31 marker.The MVD
for poorly differentiated carcinoma was
114.8 using CD34, and it was 102.7

using CD31 marker (figure,8,9, and10).
The mean MVD in endometrial
carcinoma cases was 101.61 using CD34,
and it was 87.09 using CD31; while in
benign cases (including normal
functional, and hyperplastic cases) was
60.56 using CD34, and it was 53.26
using CD31(table6).The results of mean
MVD using CD34 is significantly higher
than that obtained by using CD31 for
both benign and malignant cases
(the p values are 0.0212, and 0.0127
respectively).
This study showed that MVD is
significantly higher for the malignant
cases than the benign cases by both
CD34 and CD31(p values are 0.00176,
0.0036 respectively).
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DISCUSSION
*Immunohistochemical method:
Although the immunohistochemical
staining has the same principles and
steps, there are some differences
according to the antibodies and
specimens used.
In this work, we didn't get a good
staining results when we used the same
time advised in the literatures of the
staining kits, the few minutes didn't give
any color, we did many modifications
such as prolongation of the incubation
period of the primary antibody from 1-2
hours to overnight incubation in the
refrigerator. The time of all the other
staining steps was also not sufficient; the
longer time of incubation of the
biotinylated links strepavidin and the
chromogen gave better results.
Non- specific background staining
coasted us many runs, so we did many
modifications to overcome this problem.
As wax is one of the causes of the non-
specific stains, prolongation of the period
of deparaffinization, prolongation of the
incubation period of the hydrogen
peroxide.The hot whether resulted in
drying of the tissue sections, which is one
of the important causes of the
background non-specific stains. We
overcome this when we drain and blot
one slide, put the second step reagent in
the humid chamber then start with
another slide.With each tissue section to
asses the MVC, we noticed that there is
heterogenicity in the MVC for the same
slide of the same tissue. We tried to
overcome this by assessing the MVC in
all the hot spots found then we estimate
the mean of the only higher 5 MVC
detected.We calculate the microvessels
by using 400x field then divided it on the
area of that field which is 0.1885mm2, so
the MVD was obtained. In this study we
used the panendothelial marker CD34
and CD31 to highlight the endothelial
cells of the blood vessels.

* Age:
Our study revealed that the mean age of
the patients with endometrial hyperplasia
precedes that of endometrial carcinoma
by about nine years this result agree with
that done by others, and confirm the view
that hyperplastic lesions of endometrium
is potentially premalignant.The mean age
of endometrial carcinoma was 45.7
which is near those studies done by
others in Iraq, but these results disagree
with that done in western countries,
where the mean age of patients with
adenocarcinoma is higher by about ten
years. However a larger sample should
be available to get clearer idea, this may
be due to the exposure of Iraqi peoples to
several insults during the years of
wars(26,31,32).

*Correlation between
angiogenesis and histological
subtypes
In this study we asses angiogenesis using
MVD, it is found that secretory
endometrium is more vascular than
proliferative one, this results is similar to
that obtained by others(33). The MVD
(using CD34, CD31) was significantly
higher in malignant cases than those
obtained for benign cases (including the
normal functional and hyperplastic
groups). This results is consistent with
that study done by Morgan KG(33) and
Kaku T(19) who used factor viii –related
Ag to stain vascular channels. This
results confirm the theory that the
angiogenesis is an essential step for
tumor growth (Folkman J)(34).
Also we found that the MVD results
using CD34 is significantly higher than
that obtained using CD31 this result is
consistent with obtained by Siitonen
SM(35) who evaluate the differences
among antibodies that act against vWF
and cell surface markers CD34 and CD31
in breast cancer, they concluded that all
three markers could be used but anti-
vWF and anti-CD34 showed better
staining results than anti –CD31.it is
found that CD34 have the highest
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specific staining and least background
staining compared with CD31 and factor
viii. In Iraq study done by AL-Sayegh
ZA(36) using two markers to asses
angiogenesis in gastric carcinoma, they
also found the CD34 is more sensitive
than CD31in staining endothelial cells.In
this study the MVD was observed to be
increasing when progressing from grade I
to grade III, this in agreement with other
studies done by Ozysal S(37) and Erden
O(38);while disagree with Kaku T(19),
Wagastsuma S(20), and others. The
explanation of this may be related to the

increase vascularity of the tumor with the
increasing grade of the carcinoma.

Correlation between angiogenesis
and age
Although the MVD is increasing with
increasing age in malignant cases, which
agree with some studies and disagree
with others, the sample we used is small
so that we can not give a final
conclusion(20,39,40,41,42).

Table (1) :Number and percentage of cases according to the age.

Malignant
No(%)

Hyperplastic
No(%)

Normal(functional)
No (%)

Age in years

4(19.04%)3(30%)20-29 years

4(19.04%)1 (10%)30-39 years

7(38.88%)3(14.22%)4(40%)40-49 years

5(27.77%)6(23.57%)2(20%)50-59 years

4(22.22%)4(19.04%)60-69 years

2(11.11%)>70 years

18 cases21cases10 casesTotal No.

Table(2): Number and percentage of cases according to histological
subtypes.

Malignant
No(%)

Hyperplastic
No(%)

Normal
No(%)

Histological
subtypes

5(50%)Secretory
endometrium

5(50%)Proliferative
endometrium

6(28.57%)Cystic hyperplasia

9(42.85%)Adenomatous
hyperplasia

6(28.57%)Atypical
hyperplasia

7(38.88%)Well differentiated
ca.

5(27.77%)Modertely
differentiated ca.

6(33.33%)Poorly
differentiated ca.
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Table (3):Correlation between mean MVD and age.

Mean MVD using
CD34

Mean MVD using
CD31

NumberAge group

110.5 103.9  12 ≤ 55years 
111.7108.126>55years

Table(4): Mean MVD of normal functional, and hyperplastic cases.

Mean MVD using CD34Mean MVD using CD31Variable
53.947.5Secretory
32.230.1Proliferative
63.245.8Cystic hyperplasia
75.169.7Adenomatous

hyperplasia
78.473.2Atypical hyperplasia
60.5653.26Mean

Table(5): The mean MVD of malignant cases.

Mean MVD using CD34Mean MVD using CD31Variable

87.4370.22Well diff. ca.
102.688.35Moderately diff. ca.

114.8102.7Poorly diff. ca.
1o1.6187.09Mean

Table (6): The mean MVD for benign and malignant cases using CD31,
and CD34.

Mean MVD using CD34Mean MVD using CD31Variable

60.5653.26Benign cases
101.6187.09Malignant cases
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Figure 1: shows immunohistochemically CD31 stained tonsil tissue sample
(positive control).

Figure 2: well differentiated endometrial carcinoma with omission of the primary
antibody (negative control).

Figure3: secretory endometrium, immunohistochemically stained with CD31(200x).
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Figure 4: proliferative endometrium, immunohistochemically stained with CD34
(400X).

Figure 5: proliferative endometrium, immunohistochemically stained
with CD31 (200X).

Figure 6: Cystic endometrial hyperplasia, immunohistochemically stained
with CD31, (200X).
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Figure 7: Atypical endometrial hyperplasia, immnohistochemically
stained with CD31, (400X).

Figure 8: well differentiated endometrial adenocarcinoma, immunohistochemically
stained with CD34, (200X).

Figure 9: well differentiated endometrial adenocarcinoma, immunohistochemically
stained with CD31, (400X).
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Figure 10: poorly differentiated endometrial adenocarcinoma, immunohistochemically
stained with CD34, (200X).

Figure 11: poorly differentiated endometrial adenocarcinoma, immunohistochemically
stained with CD31, (400X).
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الخبیثة لبطانة الرحم الأورامدراسة تولد الاوعیة الدمویة في 
مقارنةسریریھدراسة نسیجیة ،الرحم سابقة الخبثوأمراض

*د مھا شاكر حسن.م.أ

)النسیج المرضي(الأمراضشھادة البورد العراقي في علم ، بكالوریوس طب وجراحة عامة*

الخلاصة
ϛ�ϢϴϴϘΘϟ�ϲϫ�ΔγέΪϟ�ϩάϫ�ΪѧϟϮΘϟ�Δѧϣϼόϛ�Γήϴϐμأھداف:الأھداف ϟ�ϪϳϮϣΪϟ�ϕϭήόϟ�ΔϓΎΜΔѧϴϋϭϷ�ΕϻΎѧΣ�ϲѧϓ�ΔѧϳϮϣΪϟ

�ήѧΒϛ�ϰѧϠϋ�ΔѧϳϭΎΤϟ�ϖρΎѧϨϤϟ�ΪѧϳΪΤΗ�ΪѧόΑ�ϲϮπوأورامج الرحم الطبیعیة وفرط التنس ϟ�ήϬΠϤϟ�ϡΪΨΘγΎΑ�ΔΜϴΒΨϟ�ϢΣήϟ
�ΔѧϳϮϣΪϟ�Δѧϴϋϭϻ�ΪѧϟϮΗ�ΔѧΟέΩ�ϦϴѧΑ�Δѧϗϼόϟ�Ϧѧϋ�ϱήѧΤΘϠϟ�ˬ�ΔΣΎδϤϟ�˯ΰΟ�ΏΎδΣ�ΔϘϳήρϭ�ϱϮϣΩ�ΪϟϮΗ�ϞѧϣϮόϟ�ϒѧϠΘΨϣϭ

.لتحدید فائدتھا في الممارسة النسیجیة المرضیةوأیضاالمرضیة لسرطان بطانة الرحم، السریریة

�ϲѧϓ�ΎѧϤϛ�ϲΟϮϟϮϴδϔϟ�ϢϴϣήΘϟ�ΔϴϠϤόϟ�ΓΎϴΤϟ�ϝϼΧϭ�ϲϨϴϨΠϟ�ϥϮϜΘϠϟ�ΔϤϬϣ�ΓϮτالأوعیةتولد  إن:الخلفیة Χ�ϲϫ�ΔϳϮϣΪϟ
�ΔϳήϬѧθϟ�ΓέϭΪѧϟ�ΔѧΠϴΘϧ�ϢΣήѧϟ�ΔѧϧΎτΑ�ΕήѧϴϐΗϭ.�ϊϴτΘѧδΗ�ϻيالدموإعادة إحیاء النسیج ما بعد العوز،اندمال الجروح

ملم ٢-١من المحتمل إن منطقة .ملم قطرا أو سمكا إلا إذا كان مجھز بالأوعیة الدمویة ٢-١الأورام إن تنمو أكثر من 
ѧϳϮϣΪϟ�ΔѧϴϋϭϷ�Ϧѧϣ�ήθΘϨϳ�ϥ�Δϴάϐϟ�ΩϮϤϟϭ�ϦϴΠδϛϭϷ�ϊ ϴτΘδϳ�ΎϫήΒϋ�ϲΘϟ�ΔϓΎδϣ�ϰμ ϗ�ϞΜϤΗ ة .�ΔѧϴϋϭϷ�ΪѧϟϮΗ�ϥ·

�ΕΎѧΒΜϧϼϟ�Ύπ ϳ�ϦϜϟ�ϥΎρήδϠϟ�ϲϟϭϷ�ϮϤϨϠϟ�ςϘϓ�β ϴϟ�ΔϤϬϣ�ΓϮτ Χ��ϲϫ�ΔϳϮϣΪϟ.�α ΎѧϴϘϣ�Ϯѧϫ�Γήϴϐѧμ ϟ�ϕϭήѧόϟ�ΔѧϓΎΜϛϭ
.مھم لتقییم تولد الأوعیة الدمویة

ΔѧγέΪϟ�ΔτΧ:ѧΘΒΜϣ�ΔϴΠϴѧδϧ�ΕΎѧϨϴϋ�ΔѧγέΩ�ϦϤѧπ ΘΗ�ΔϳΩΎόΘѧγϻ�ΔѧγέΪϟ�ϩάѧϫ�ϊ ϤѧθϟΎΑ�ΔѧυϮϔΤϣϭ�ϦϴϟΎѧϣέϮϔϟΎΑ�Δ
�ΔϴΠϴѧδϨϟالإمراضمن قسم  أخذتھذه العینات .النسائیة للإمراضت خضعن الطرق التشخیصیة والعلاجیة لمریضا

�ϦϴѧΑ�ΓήѧΘϔϠϟ�Δѧλ ΎΨϟ�ΕήѧΒΘΨϤϟϭ�ΕΎϴϔθΘδϤϟ�Ϧϣ�Ώ٢٠٠٥ ϭϲ ϧΎѧΜϟ�ϥϮϧΎѧϛ٢٠٠٧.˽ ̂�ΔѧϟΎΣ�ΖѧϧΎϛϭ�ΖѧγέΩ˺ ˹
�ΖϧΎϛ�ΓέΎΘΨϤϟ�ΕΎϨϴόϟ�ϩάϫ�ΎѧΘΒΜϣ�ϼѧλ.حالة كانت سرطان بطانة الرحم ١٨حالة مفرطة التنسج و٢١حالة طبیعیة و 

�ΔΤϳήѧη�ΞϴѧδϨϟ�Ϧѧϣ ر٥�ήѧη)�ϚϤѧδΑ٥ΔѧϨϴϋ�ϞѧϜϟ�ϥϭήϜϳΎѧϣ(ѧΒόϤϟ�˯ΰѧΠϟ�Ϧѧϣ�ΕάѧΧ.بالفورمالین ومحفوظا بالشمع
�ΖϐΒѧѧλ �ϦϴΘϳήѧѧΧ�ϦϴΘΤϳήѧѧηϭ�κ ϴΨѧѧθΘϟ�Ϧѧѧϣ�Ϊѧѧϛ΄ΘϠϟ�ΎϬѧѧμ Τϓ�Ϊѧѧϴϋϭ�ϦϴѧѧγϮϳϻϭ�ϦϴϠѧѧδϛϮΗΎϤϴϬϟ�ΔϐΒѧѧμ Α�ΖϐΒѧѧλ �ΓΪѧѧΣϭ

ϟ�ΔϴΠϴѧδϨϟ�ΔѧϴΎϴϤϴϜϟ�ΔϐΒμ ϟΎΑ�ϱΩ�ϲѧγ�ϱΩΎѧΣϻ�ϲϋΎѧϨϤϟ�ΩΎѧπ ϤϠϟ�ΔѧϴϋΎϨϤ˼ ˽�ΔѧϴΎϴϤϴϜϟ�ΔϐΒѧμ ϟΎΑ�ΖϐΒѧλ �ϦϴΘΤϳήѧηϭ
ϱΩ�ϲѧγ�ϱΩΎѧΣϷ�ϲϋΎѧϨϤϟ�ΩΎѧπ ϤϠϟ�ΔϴϋΎϨϤϟ�ΔϴΠϴδϨϟ˼ ˺.�ΖѧϤϴϗ�Γήϴϐѧμ ϟ�ΔѧϳϮϣΪϟ�ϕϭήѧόϟ�ΩΪѧϋ�ϥϡΪΨΘѧγΎΑ�ήѧϬΠϤϟ

��ϖϴϘΤΗ�ΪόΑ�ϲϮπ ϟ��ˬ�ϱϮѧϣΩ�ΪѧϟϮΗ�ήѧΒϛ�ϰϠϋ�ΔϳϭΎΤϟ�ϖρΎϨϤϟ�ΕΪѧΟϭΞϴѧδϨϟ�Δѧότ ϗ�ѧδϣ��Δτ ѧγϮΑ�ϩϮѧϘϟ�ϡΪΨΘѧγΎΑ
ΔѧϴϋϭϸϟϠϟ�ϲѧϨΒϟ�ϥϮϟΎѧΑ�ΔϏϮΒѧμقم رأعلىوتحدید المنطقة ذات الصغیرة للمجھر الضوئي  Ϥϟ�ΔѧϳϮϣΪϟ��ϱΩΎѧΣϻ�ΩΎѧπ Ϥ

يللمجھر الضوئالدمویة  حسبت باستخدام  القوه الكبیرة الأوعیةكل . ٣١و سي دي ،٣٤سي دي  

:النتائج
ΔΑϮѧδΤϤϟ�ϚѧϠΗ�Ϧѧϣ�ήϴΜϜΑ�ϰϠϋ�ϲϫ�ϢΣήϟ�ΔϧΎτΑ�ϥΎρ�ΕϻΎѧΤϟ�ϲѧϓفي سركثافة العروق الدمویة إنبینت ھذه الدراسة 

ϝΎϤόΘѧγΎΑ�ΎѧϬϴϠϋ�ϝϮμ Τϟ�ϢΗ�ϲΘϟ�ΞΎΘϨϟ�ϥϭ�ΔϴόϴΒτ ϟ�ϱΩ�ϲѧγ��ϱΩΎѧΣϻ�ΩΎѧπ Ϥϟ˼ ˽�ϲѧϫϲѧϠϋ�ϢѧΗ�ϲѧΘϟ�ΞΎѧΘϨϟ�Ϧѧϣ
الدمویة ةالأوعیبین العمر وكثافة إحصائیةوأنھ لا توجد علاقة .٣١الأحاديالحصول علیھا باستعمال المضاد 


