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Expression of PROK 1 and its receptor PROKR 1
in endometriosis and its clinical significance
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ABSTRACT Objective: To investigate the role of prokineticin (PROK) 1 and prokineticin-receptor (PROKR) 1
in the pathogenesis of endometriosis and its clinical signifaicance.
Methods: Quantitative real-time PCR (QPCR) and Western bloting were used to detect the
expression of PROK 1 and PROKR 1 in eutopic and ectopic endometrium of endometriosis (n=22)
and normal control endometrium (n=18). Endometrial stromal cells were isolated and cultured
in 6 normal controls. The expression of PROK 1 mRNA was detected by qPCR after treated with
estradiol (E,) or TNF-q.
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Results: PROK 1 and PROKR 1 mRNA were expressed in eutopic and ectopic endometrium

of endometriosis and normal control endometrium, and the expression level gradually declined

(P<0.0S). The expression of PROKR-1 protein in eutopic and ectopic endometrium of

endometriosis and normal control endometrium gradually declined (P<0.05). The expression of

PROK-1 protein in normal control endometrial cells and eutopic endometrium cell was higher in

secretory phase than in proliferative phase (P<0. 05). E, did not change the expression of PROK 1,

whereas TNF-a up-regulated the expression of PROK 1.

Conclusion: PROK-1 and its receptors are involved in the pathogenesis and development of

endometriosis. TNF-a can promote angiogenesis via up-regulating the expression of PROK 1.
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Figure 1 Expression of PROK 1 mRNA (A) and PROKR 1 mRNA (B) in the 3 groups

*P<0.05 vs eutopic endometrium; TP<0.05 vs normal endometrium
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Figure 2 Expression of PROK 1 and PROKR 1 protein in the 3 groups
A: Relative expression of PROK 1 protein; B: Relative expression of PROKR 1 protein; C: Western blotting result. *P<0.05 vs eutopic

endometrium; TP<0.05 vs normal endometrium
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Figure 3 PROK 1 protein expression between proliferative phase and secretory phase in eutopic and normal endometrium
A: PROK 1 protein expression in eutopic endometrium; B: PROK 1 protein expression in normal endometrium; C: Western blotting result.

*P<0.0S vs the proliferative phase
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Figure 4 Expression of PROK-1 mRNA in endometrial stromal

cells treated by E, or TNF-a
*P<0.0S vs the control group
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