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Endocrine and metabolic effects of metformin in combination with compound cyproterone acetate in women with polycys-
tic ovarian syndrome WANG Juan(Department of Gynecology » Xining Second People’s Hospital , Qinghai, Xin-
ing,810000,China)

[ Abstract] Objective To investigate the endocrinologic and metabolic effects of metformin in combination with
compound cyproterone acetate on patients with polycystic ovarian syndrome. Methods 72 cases of PCOS patients in
our hospital were randomly divided into two groups according to the ratio of 1 ¢ 1 from December 2011 to December
2012,36 cases in each group. The control group were given compound cyproterone acetate treatment, the observation
group were based on the combination of metformin therapy.and two related indicators were statistically analyzed. Re-
sults After treatment. patients with hirsutism score,acne score,improved ovarian volume than those of before treat-
ment(P<C0. 05) .but the degree of improvement in observation group is than those of in the control group was signifi-
cantly(P<C0. 05). After treatment, changes of LH,FSH, LH/FSH,E2,T,DHEAS, SHBG in patients of treatment
are higher than the control group(P<C0. 05). FINS, LDL of observation group after treatment,decreased significantly
(P<C0.05),TC,TG,HDL increased significantly(P<Z0. 05),changes of LDL, TC, HDL in the observation group is
more than those in the control group(P<C0. 05). Conclusion Compound cyproterone acetate combined with metform-
in in the treatment of PCOS has significant advantages.,it can significantly improve the patient’s endocrine and meta-
bolic functions,and the clinical efficacy and safety can be protected.
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