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A research on the relationship between the expression of epidermal growth factor receptor
in peripheral myometrium tissue of uterine leiomyoma,serum MMP-9 and the recurrence after myomectomy
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Abstract : Objective To investigate the relationship between the expression of epidermal growth factor re-
ceptor(EGFR) in peripheral myometrium tissue of uterine leiomyoma,serum MMP-9 and the recurrence after
myomectomy. Methods One hundred and seventy-five cases of uterine leiomyoma patients after myomectomy
were analyzed retrospectively in present study. The EGFR expression in peripheral myometrium tissue of uter-
ine lelomyoma and MMP-9 was detected. Based on the recurrence after myomectomy.,the 175 cases of patients
were divided into the recurrence group(56 cases) and the non recurrence group(119 cases) ,and the recurrence
time was recorded. The differences were compared between two group in EGFR and MMP-9 expression. Re-
sults The positive expression rate of EGFR in peripheral myometrium tissue of the recurrence group was sig-
nificantly higher than the non recurrence group[58. 9% (33/56) ws. 21. 0% (25/119), P<C0. 05] the level
MMP-9 in recurrence group was (1. 56 0. 49) ug/mL,compare to (1. 232£0. 26) ug/mL; there were significant
difference(P<C0. 05). In recurrence group,there were significantly negative correlations between the expres-
sion intensity of EGFR and the recurrence time(r=—0. 719, P<(0. 05) ; there were significantly negative cor-
relations between the expression MMP-9 and the recurrence time(r= —0. 638, P<C0. 05) ; there were signifi-
cantly correlations between the expression MMP-9 and intensity of EGFR(»=0. 738, P< 0. 01). Conclusion
EGFR and MMP-9 may have effects on promoting division and proliferation of peripheral myometrium tissue
around the uterine leiomyoma,and the recurrence rate and time of uterine leiomyoma after myomectomy may
be related to the expression intensity of EGFR in peripheral myometrium tissue of uterine leiomyoma.
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