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Effect of Metformin on Sex Hormone, Insulin Resistance and Related Indexes in Womén" with Pelycystic
Ovarian Syndrome

REN Chungiong', XIAO Yong®, LI Yi’,REN Haixia'(1.Yibin Center for Disease-Contrél and Prevention, Sichuan
Yibin 644000, China;2.Dept. of Endocrinology, Yaan People’ s.Hagpital, Sichuan Yaan 625000, China; 3.Dept.
of Gynaecology and Obstetrics, Yaan People’ s Hospitaly Sichuan"Yaan 625000, China; 4.The First People’ s

Hospital of Yibin, Sichuan Yibin 644000, China)

ABSTRACT OBJECTIVE: To investigate the effeet of metformin on sex hormone level, insulin resistance and related indexes in
women with polycystic ovarian §yndrome \.(PCOS). METHODS: 79 PCOS women were collected as PCOS group, other 86 healthy
women as control group:iAll patients received 0.85 g Metformin tablet, twice a day, for totally 6 months. Boby mass, BMI, waist
circumference, hip, circumference, ratio of waist to hip, glycated hemoglobin, T, DHEA-S, E., LH, FSH, PRL, PROG, SHBG,
FPG,\FINS, CH/FSH, HOMA-IR and FAI before and after treatment in PCOS group were observed and compared with control
group. RESULTS: During treatment, 2 patients made withdrawal because of pregnancy, 3 made withdrawal because of showing
gastrointestinal side effects, 2 were lost to follow, totally 72 completed it. After treatment, body mass, BMI, waist circumference,
hip circumference, glycated hemoglobin, FINS, HOMA-IR, T, LH, LH/FSH, PROG, FAI in PCOS group were significantly low-
er than before, SHBG was significantly higher than before, glycated hemoglobin and PROG were lower than control group, while
waist circumference, FINS, HOMA-IR, LH/FSH and FAI were higher than control group, the differences were statistically signifi-
cant (P<<0.05). There was no significant difference in ratio of waist to hip, FPG, DHEA-S, E,, FSH and PRL before and after
treatment (P>>0.05). CONCLUSIONS: Metformin can effectively improve the sex hormone levels and insulin resistance of patients
with PCOS.

KEYWORDS Polycystic ovary syndrome; Metformin; Sex hormone; Insulin resistance
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Review of the Use of Aidi Injection in Our Hospital

WANG Xiaoyan', LIN Ruofei’, SONG Min', OUYANG Hua' (1.Dept. of Pharmacy, Affiliated Zhongshan Hospi-
tal of Xiamen University, Fujian Xiamen 361004, China; 2.Dept. of Urology, Xiamen Hospital of TCM, Fujian
Xiamen 361001, China)

ABSTRACT OBIJECTIVE: To provide reference for promoting clinical rational use of Aidi injection. METHODS :| Some inpa-
tient records that used Aidi injection in our hospital from Jan. to Jun. 2015 were randomly selected and_statistically reviewed by us-
ing Excel (2011 edition) in aspects of gender, age, tumor location, usage and dosage, solventswusage, treatment course, adverse
reactions, etc. RESULTS: In the 125 patients who used Aidi injection, male was more than,female, with average age of 58.4
years; the tumor location of 66 patients (52.80% ) was consistent with the indications in inStructions; treatment course of 30 pa-
tients (24.00% ) was consistent with the instructions; all solvent types were consistent with the instruction recommendation, while
only 6 patients (4.80% ) showed consistence in solvent usage and instructions; 122 patients (97.60% ) showed consistence in single
dosage and instructions; 7 patients had adverse reactions; mainly rash and gastrointestinal reactions. CONCLUSIONS: The use of
Aidi injection in our hospital shows off-label drug use, non-standardized treatment course and inappropriate solvent usage. Physi-
cians, clinical pharmacists andsrelevant departments should further strengthen the rational use, medical advice comments, supervi-
sion and management of Aidi injection in the hospital to promote the rational drug use.

KEYWORDS | “Aiditinjection; Drug instruction; Special comment
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