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Abstract Objective to explore the levels of serum sex hormones and glucose and lipid metabolism in patients with polycystic ovary
syndrome (PCOS) with different body mass index. Methods Totally 323 cases of PCOS were divided into three groups according to body
mass index. Professional persong measured the waist circumference, hip circumference and recorded hirsutism, acne, acanthosis. In natu-
ral menstrual cycle or progesterone withdrawal bleeding 3 —5 days, we measured fasting serum sex hormones and glucose and lipid metabo-
lism. Results Totally 323 patients with PCOS were divided into three groups according to body mass index: group A ( BMI <23kg/m’) ,
group B (23kg/m” < BMI <25kg/m’) , group C ( BMI=25kg/m”) , accounted for 10.84% , 34.67% , 54.49% ; waist and hip circum-
ference, WHR comparison in different BMI group were statistically significant (P <0.05). Waist circumference, hip circumference,
WHR was positively correlated with BMI. The occurrence of acanthosis is different in three BMI group. In patients of different BMI with P-
COS, there were differences in sex hormone levels, which had statistical significance (P <0.05). BMI was negatively related to LH and
SHBG, and FSH, E, was positively associated with BMI; Glucose and lipid metabolism in different BMI PCOS in patients with different
metabolic level (P <0.05). TG, TC, LDL, FPG, FINS and HOMA - IR were positively correlated with BMI. Conclusion patients with
different BMI have different sex hormones and glucose metabolism. FSH,LH,SHBG ,E, ,TG,TC,LDL,FPG,FINS and HOMA - IR index
are correlated with BMI in patients with PCOS.
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JEEE Bl ( cm) 74.43 £6.16 88.18 +3.20 " 95.75 £8.23"* 0.777 0.000
Bl (em) 93.71 £3.29 95.5+18.84" 106.61 +6.02** 0.778 0.000

WHR 0.79 +0.06 0.89 +0.06* 0.90 +0.05* 0.344 0. 000

5 A4l HE, T P<0.05;5 B H4,"P<0.05
K2 ZE BB EMELZEENEE(2(%) ]

5 H A2 (n=35) B4 (n=112) C4l(n=176) X P
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i { A% (n=35) B#l(n=112) CHl(n=176) r P
FSH (mlU/ml) 5.54 +1.05 4.89+1.79" 4.67+1.34" -0.135 0. 000
LH (mIU/ml) 13.28 +10.09 10.31 £7.92 7.67 £4.24%* -0.232 0. 000
E, (pg/ml) 82.68 +27.64 77.25 £58.88 63.58 +24.49 " 0.206 0.000
PRL (ng/ml) 8.52 +2.91 10.93 £3.46* 10.00 +4.55* -0.005 0.934
T (ng/dl) 62.91 +23.83 54.42 +27.69 " 57.30 £27.93 0.062 0.267
DHEAS(pg/dl) 199. 14 £71.40 237.82 +113.86 208.04 +89.44 0. 040 0.471
AND (ng/ml) 3.63 +0.61 3.63 +1.46 3.37+1.23° -0.101 0.070
SHBG (nmol/L) 32.99 £13.77 30.54 £13.60 26.62 +26.68 % -0.280 0. 000

HA4IHE, P<0.05;5 B4l b4, P <0.05
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15 H AZ(n=35) B4 (n=112) C#(n=176) r P

TG ( mmol/L) 1.09 +0.44 1.32+0.75 1.89+1.39"" 0.352 0.000
TC(mmol/L) 4.23+0.52 4.66 £0.56" 4.87+0.79 " 0.351 0.000
HDL( mmol/L) 1.37 £0.22 1.29 £0.25 1.30 £0.50 -0.750 0.183
LDL( mmol/L) 2.55+0.53 2.95+0.58" 3.10+0.78 ¢ 0.333 0.000
FPG ( mmol/L) 5.00 +0.34 4.96 +0.36 5.38+1.10*" 0.225 0.000
FINS ( wIU/ml) 9.63 +4.72 12.51 +5.89*% 16.82 +8.12"% 0.409 0.000

HOMA - IR 2.20 £1.21 2.78+1.37"* 5.03+1.40"* 0.433 0.000

5 OAGLE, P <0.05: 5 B 4LHE,*P <0.05
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