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Abstract: Objective To investigate the clinical efficacy of berberine hydrochloride (BBH) in the treatment of polycystic
ovary syndrome (PCOS) with insulin resistance (IR) and its effect on the level of plasma progranulin (PGRN). Methods

From January 2017 to June 2018 ,100 patients with insulin resistant PCOS (PCOS-IR) were selected as the research
objects. According to the random number table method, the patients were divided into BBH group (35 cases) , metformin
group (35 cases) and control group (30 cases) . The patients in the control group took ethinylestradiol-cyproterone from the
second to fifth day of menstrual cycle or withdrawal bleeding. The BBH group was given BBH on the basis of the control
group,and the metformin group was given metformin on the basis of the control group. Twenty-one days was a course of
treatment, all the three groups were treated for three courses. The levels of PGRN in plasma and HOMA-IR, FINS, FPG,
2hPG,TG,TC,HDL-C,LDL-C,LH,FSH, LH/FSH, testosterone (T) and BMI were compared before and after treatment.

The ovulation rates and pregnancy rates of the three groups were recorded. Results BMI levels of the three groups were
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significantly decreased compared with before treatment (P <0.05). The level of plasma PGRN in metformin group and
BBH group was lower than that before treatment (P <0.05) , while there was no change in control group before and after
treatment (P >0.05). After treatment, the level of PGRN in BBH group was lower than that in metformin group (P <
0.05). HOMA-IR and FINS in BBH group and metformin group were significantly lower than those in metformin group
(P <0.05) ,and HOMA-IR in BBH group was lower than that in metformin group (P <0.05) ;there was no significant
difference in blood glucose levels among the three groups before and after treatment (P >0.05). The levels of TG,TC and
LDL-C in BBH group and metformin group were lower than those in control group (P <0.05). The levels of LH,LH/FSH
and T in BBH group and metformin group were lower than those in control group,while those in BBH group were lower than
those in metformin group (P <0.05). One year after follow-up, the ovulation rates of BBH group, metformin group and
control group were 94.29% ,88.57% and 63.33% (P <0.01), and the pregnancy rates were 74.29% ,65.71% and
36.67% (P <0.01). Conclusion BBH has a significant effect on PCOS-IR, which can significantly improve the plasma

PGRN level , and increase ovulation rate and pregnancy rate.
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