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Pathological Study about Positive Cell of Leptin and Vascular Endothelial Growth
Factor in Ovarian Endometriosis

WU Ling- Ling*, YU Miao- Zhen?, LI Lin?, WANG Zhen- hua?
(‘1. The Third Affiliated Hospital, SUN Yat- sen University, Guangzhou 510630, China; 2. The Second Affiliated Hospital,
SUN Yat- sen University, Guangzhou 510120, China )

Abstract: Objective To discuss the pathophysiological role of leptin and vascular endothelial growth factor
(VEGF) in endometriosis. Methods  Leptin and VEGF expression were detected in 28 ectopic endometrium,
eutopic endometrium, and 20 endometrium of control group by immunohistochemical staining. Results Ectopic and
eutopic tissues showed statistically stronger leptin and VEGF expression compared with normal controls (P< 0.05)
and ectopic tissues showed statistically stronger leptin and VEGF expression compared with eutopic tissues (P<
0.01) in glandular epithelium cells; Ectopic tissues showed statistically stronger leptin expression compared with
eutopic tissues, normal controls in stroma cells (P< 0.01). However, we did not find difference about VEGF
expression among ectopic tissues, eutopic tissues, or normal controls in stroma cells(P  0.05). Leptin expression was
positively correlated to VEGF expression in ectopic endometrium and eutopic endometrium (P < 0.01).

Conclusions  Leptin and VEGF play an important role in the progression of endometriosis. There is close
relationship between leptin, VEGF, and endometriotic angiogenesis.
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Fig.1 Leptin expression in ectopic tissues, eutopic tissues, and normal controls (3P x400)

A: strong positive in glandular epithelium cells and stroma cells of ectopic endometrium; B: positive in glandular epithelium cells and weakly
positive in stroma cells of eutopic endometrium;  C: weakly positive in glandular epithelium cells and negative in stroma cells of normal
endometrium
Fig.2 VEGF expression in ectopic tissues, eutopic tissues, and normal controls (SP x400)

A: strong positive in glandular epithelium cells and weakly positive in stroma cells of ectopie endometrium; B: positive in glandular epithelium

cells and negative in stroma cells of eutopic endometrium; C: weakly positive in glandular epithelium cells and stroma cells of normal endometrium
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