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 SUMMA

RY 
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. 
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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 

reproducibility and sensitivity exceeding 

99%(14,15). 

Endothelial markers: 
Since endothelium is highly 

heterogeneous, the choice of antibody 
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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. 

11- positively charged microscopic slides. 

12- timer and alarm. 

THE METHOD 
1- paraffin embedded tissue block were 

sectioned into 5µm thickness, put on the 
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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%. 

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 
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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). 

 

 

 

 

 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 



A Study of angiogenesis in human endometrial denocarcinoma, and premalignant endometrial 
lesions: A comparative clinic pathological study. 

 6 

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 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 
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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 cases 21cases 10 cases Total 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. 

 

 

Table (3):Correlation between mean MVD and age. 
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Mean MVD using 

CD34 

Mean MVD using 

CD31 

Number Age group 

110.5 103.9 12 ≤ 55years 

111.7 108.12 6 >55years 

 
    

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

 
Mean MVD using CD34 Mean MVD using CD31 Variable 

53.9 47.5 Secretory 

32.2 30.1 Proliferative 

63.2 45.8 Cystic hyperplasia 

75.1 69.7 Adenomatous 

hyperplasia 

78.4 73.2 Atypical hyperplasia 

60.56 53.26 Mean 

 

  

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

 

Mean MVD using CD34 Mean MVD using CD31 Variable 

87.43 70.22 Well diff. ca. 

102.6 88.35 Moderately diff. ca. 

114.8 102.7 Poorly diff. ca. 

1o1.61 87.09 Mean 

 

 

 

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

and CD34. 

Mean MVD using CD34 Mean MVD using CD31 Variable 

60.56 53.26 Benign cases 

101.61 87.09 Malignant 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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الخبيثة لبطانة الرحم    األورامدراسة تولد االوعية الدموية في 

مقارنة  سريريه,دراسة نسيجية الرحم سابقة الخبث وأمراض  

 أ.م.د مها شاكر حسن* 

)النسيج المرضي(  األمراض *بكالوريوس طب وجراحة عامة, شهادة البورد العراقي في علم   

 

 الخالصة 
الدموية في حاالت  األوعيةهذه الدراسةةة هي لييييم افافة العروا الدمويا اليةة يرة اعلمة ليولد    أهداف:األهداف

الرحم الخبيفة باسةةيخدام المرهر الئةةوعي بعد د ديد المناطح ال اوية علب اابر   وأورامج  الرحم الطبيعية وفرط الينسةة 
دولد دموي وطريية حسةةةاز جال المسةةةاحة ر للي ري عق العلقة بيق درجة دولد االوعية الدموية ومخيلا العوام  

 .لي ديد فاعددها في الممارسة النسيرية المرضية وأيئاحمر المرضية لسرطان بطانة الر السريرية
 

الدموية هي خطوة مهمة لليكون الرنيني وخلل ال ياة لعملية اليرميم الفسةيولوجي اما في  األوعيةدولد   إن:الخلفية

. ال دسةةيطي   ود يرات بطانة الرحم نييرة الدورة الشةةهرية يإعادة إحيال النسةةيج ما بعد العوا الدمو  ,اندمال الرروح

ملم  2-1ملم قطرا أو سةمكا إال إاا اان مرها باألوعية الدموية . مق الم يم  إن منطية   2-1األورام إن دنمو أافر مق  

دمف  أقيةب مسةافة اليي عبرها يسةيطي  األواسةريق والمواد ال ذاعية ان ينيشةر مق األوعية الدموية . إن دولد األوعية 

ط للنمو األولي للسةةرطان لكق أيئةةا للنفبات . وافافة العروا اليةة يرة هو ميياس الدموية هي  خطوة مهمة ليس في

 .مهم لييييم دولد األوعية الدموية
 

ة بالفورماليق وم فوظة بالشةةم  هذه الدراسةةة االسةةيعادية ديئةةمق دراسةةة عينات نسةةيرية مفبي:  خطة الدراسةةة

النسةيرية    اإلمراضمق قسةم    أخذتالنسةاعية . هذه العينات    لإلمراضلمريئةات خئةعق الطرا اليشةخييةية والعلجية  

 10درسةةو واانو  حالة  49  . 2007  اانون الفانيو  2005 آز مق المسةةيشةةفيات والمخيبرات الخالةةة للفيرة بيق 

ألةل مفبيا حالة اانو سةرطان بطانة الرحم . هذه العينات المخيارة اانو 18حالة مفرطة الينسةج و   21حالة طبيعية و 

مق النسةةيج شةةري ة   رمايكرون لك  عينة( أخذت مق الرال المعب5شةةراع) )بسةةم  5بالفورماليق وم فوظا بالشةةم .

وشةةري ييق اخريييق لةةب و واحدة لةةب و بيةةب ة الهيمادواسةةليق وااليوسةةيق وأعيد ف يةةها لليشاد مق اليشةةخي   
وشةري ييق لةب و باليةب ة الكيمياعية  34باليةب ة الكيمياعية النسةيرية المناعية للمئةاد المناعي االحادي سةي دي 

المرهر    باسةةيخدامأن عدد العروا الدموية اليةة يرة قيمو  .31النسةةيرية المناعية للمئةةاد المناعي األحادي سةةي دي

بواسةةطة  مسةة) قطعة النسةةيج باسةةيخدام اليوه  وجدت علب اابر دولد دموي ر    المناطح ال اويةالئةةوعي بعد د ييح  

مئةةاد االحادي  الدموية الميةةبو ة بالون البني لل لألوعيةقم ر  أعلبود ديد المنطية اات اليةة يرة للمرهر الئةةوعي 

  يللمرهر الئوعالدموية  حسبو باسيخدام  اليوه الكبيرة  األوعية. ا  31,و سي دي 34سي دي  
 

 النتائج:
في ال االت  طان بطانة الرحم هي اعلب بكفير مق دل  الم سةوبةافافة العروا الدموية في سةر إنبينو هذه الدراسةة  

مق النياعج اليي دم  اعليهي  34ألمئةةاد االحادي  سةةي دي    الطبيعية وأن النياعج اليي دم ال يةةول عليها باسةةيعمال

 الدموية األوعيةبيق العمر وافافة  إحياعيةوأنا ال دوجد علقة  .31 األحاديال يول عليها باسيعمال المئاد 
           


