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Expression and Significance of PTEN, EGFR and GH in Endometriosis and

Ectopic Malignant Change Endometrium

WANG Cheng—xin, ZHOU Hong-yan, HUANG Xuan, LIU Li-jiang

(Jiangda Pathologic Diagnostic Institute, Dept.of Pathology & Patho— physiology, School of Medicine, Jianghan University,

Wuhan 430056, Hubei, China)

Abstract: Objective: To study the expression and significance of PTEN, EGFR (epidermal
growth factor receptor) and GH (human growth hormone) in endometriosis (EMs) , malignant trans-
formed endometrium of EMs and investigate the malignant mechanisms and the characteristics of
EMs. Methods : Immunohistochemical S—P method was used to examine the expressions of PTEN,
EGFR and GH in the eutopic, ectopic and ectopic malignant transformed endometrium of EMs.
Results : The positive rate of PTEN in eutopic, ectopic and ectopic malignant transformed endometri-
um of EMs of 24 cases were 66. 67% (16/24), 37. 50% (9/24) and 20. 00% (1/5) respectively, the
positive rate in ectopic and ectopic malignant transformed endometrium of EMs was lower than that
of eutopic endometrium and there was statistical difference (P < 0. 05) , nevertheless the positive
rate between ectopic and ectopic malignant transformed endometrium of EMs had no statistical differ-
ence (P> 0.05) which indicated that the biologic characteristic of the two lesions were similar; The
positive rate of GH in eutopic, ectopic and ectopic malignant transformed endometrium of EMs were
87.18% (102/117), 85.38% (111/130) and 80. 00% (4/5) respectively; The positive rate of EGFR
in eutopic, ectopic and ectopic malignant transformed endometrium of EMs were 54. 70% (64/117) ,
89. 23% (116/130) and 80. 00% (4/5) respectively, the positive rate in ectopic and ectopic malig-
nant transformed endometrium of EMs were higher than that of eutopic endometrium. The positive
rate of EGFR and GH in ectopic and ectopic malignant transformed endometrium of EMs were simi-
lar. Therefore suggested the diagnostic criteria of aEM (atypical endometriosis) and malignant
change of EMs. Conclusion: Endometriosis possesses some features of neoplasm such as adhesion,
invasion, metastasis and can transform to malignant tumor. GH, EGFR and PTEN play important
role in occurrence, development and malignant transformation of EMs. Especially the down regula-
tion or loss of PTEN accompanied simultaneously with the high expression of GH and EGFR can be
viewed as the important malignant transformation mark.

Key words: endometriosis; growth hormone(GH) ; epidermal growth factor receptor(EGFR) ;
PTEN; malignant transformation
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