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Clinical observation and treatment of ovulation dysfunction”
Yan Yaohua ,Li Li,Zheng Yingru ,Guo Jianxin, Tang Yuling ,Shen Qiling
(Department of Obstetrics and Gynecology s Institute o f Surgery Research ,
Daping Hospital , Third Military Medical University ,Chongqing 400042 ,China)

Abstract: Objective Through observing and treating the ovulation dysfunction patients with birth demand,to study the clinic
characteristics and therapy strategy. Methods 630 clinical cases including natural cycles and controlled ovarian stimulated cycles.
monitored by transvaginal B-ultrasonography from April 2008 to April 2012, The common reasons, clinical manifestation,and out-
come undergoing different treatment strategies were analyzed. Results In the natural cycles,41. 61% patients suffered ovulation
dysfunction, PCOS patients occupied the most . Through the therapy of controlled ovarian stimulating on these patients,60. 84 % of
ovulation dysfunction patients recovered normal ovulation. The therapeutic regimen of clomiphene citrate(CC) 50 mg and of CC

combined with human menopausal gonadotropin(HMG) showed a higher ovulation rate, 66. 49% and 67. 57 % respectively ( P<C

0.05). Anovulia was the most commonly type of the ovulation dysfunction, followed small follicle ovulation and luteinizing unrup-

tured follicle. Conclusion

Ovulation dysfunction is frequent in infertility patients. Understanding the clinical characteristic and the

disease cause,working out the favourable and effective therapeutic regimen can increase their conception possibility.
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