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Correlation between Body Mass Index and Clinical Indicators in Patients with Polycystic Ovary Syndrome. Meng Xiaoyu, Hou Lihui,
Sun Miao, et al. The First Affiliated Hospital, Heilongjiang University of Chinese Medicine, Heilongjiang 150040, China
Abstract To reveal the correlation between body mass index and clinical indicators in patients with polycystic ovary

From December 2016 to December 2019,

Objective
syndrome through comparing the patients’ clinical and biochemical characteristics. Methods
we selected 1074 patients with PCOS and extracted the clinical and biochemical characteristics from the clinical scientific research informa-
tion sharing system. The patients were divided into three groups of 18. 5kg/m’ < BMI < 24kg/m* group, 24kg/m”> < BMI < 28kg/m’
group, BMI=28kg/m’group and compared the differences in clinical and biochemical characteristics. Results The inci dence of over-
weight and obesity in PCOS patients was 33.67% and 28.88% , respectively. With the increase of BMI, the incidence of insulin resist-
ance in PCOS gradually increased. DBP, SBP, HOMA - B, IR, FINS, WHR, HC and WC were positively correlated with BMI, and the
range of r was between 0.3 and 0.9. LH and ISI were negatively correlated with BMI, and the range of r was between —0.3 and -0. 6.

Conclusion The obese patients with PCOS are more prone to endocrine disorders and abnormal glucolipid metabolism. With the gradual

increase of BMI, patients with PCOS are gradually aggravated in endocrine and glucolipid metabolism disorders.
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#P5KE (DBP) . i 40 & 48 b AL 4L B0 B R
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H (SHBG) B R [E B (TC) H A =T (TG) K % )&
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4. Giita 0y R 0 SPSS 23.0 4t i 2E 1 X
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T M % B B (Bonferroni) ¥ 85, AF IEZS 43 10
Z ST AL ) L 3R ] Kruskal — Wallis AF 258

K g, 25 SR AR £ bR 22 (o £5 ) 538 s HHOCHE A0 BT
KM Pearson 3% ,UL P <0.05 NEREG %2 XL,
& LS

1. PCOS & # BMI J IR 4 7 Aii % &0 . #F 5% v 3t
5N PCOS 980 1], i 35 AL Bk 19 & A= 48 43 53l Ky
33.67% F128.88% . 18.5kg/m" < BMI < 24kg/m” 41
i) PCOS H3% 367 i, (5 B N BUY 37. 54% ;24kg/m’” <
BMI < 28kg/m” £ ) PCOS & 330 i, 5 8 A B
33.67% ;BMI=28kg/m’ 4 Y PCOS & 283 fi, (5
MBI 28.88% . 3 41 PCOS H.# IR Y & 1E HRAK
WHh 15.80% 48.18% F1 65.37% .

2. 41 1) 3 Ak fF B LB 18 Ske/m® < BMI <
24kg/m® 20 PCOS % M 4F i B 1K T oAb T 241, %)
AT I U S e EL A B 4 5 24 ke/m® < BMI < 28kg/m’
ZH PCOS ) DBP SBP WC HC WHR & # & T
18. 5kg/m’ < BMI < 24kg/m’> 41 ; BMI = 28kg/m” 4]
PCOSH # 1y DBP SBP \WC . HC \WHR i & & T HAih
WA A B R E AR ¥E L (P<0.05,% 1),

®1 FEGKEREHBPCOS BEEMEMBELRE (xx5)

18.5kg/m? < BMI < 24kg/m> £

24kg/m* < BMI < 28kg/m? 21

BMI=28kg/m* 41

5 H F p
(n=367) (n=330) (n=283)

AR 24.89 £4.97 26.34+5.46" 26.71 £5.59 6.504 0.002

I AT i 13.65 +1.47 13.30£1.74" 13.06 £1.47 10.940 0.000
DBP( mmHg) 74.68 +8.48 78.01 +8.31 " 81.29 £9.64* 30.570 0. 000
SBP(mmHg) 107.38 £9.69 111.95£9.74" 116.65 £12.29** 41.210 0.000
WC(em) 79.12 £6.78 90.08 +6.32 " 101.41 £8.78** 506. 743 0. 000
HC(cm) 93.87 +4.51 101.18 £4.59 " 109.97 +6.58 ** 507. 670 0. 000
WHR 0.843 +0.057 0.891 +0.055 " 0.923 +0.062* 105.950 0. 000

5 18.5kg/m? < BMI <24kg/m* 4, * P <0.05;5 24kg/m? <BMI <28kg/m” 4%, P <0.05

3. YA M R 42 . 18, Skg/m” < BMI < 24kg/m’
20 PCOS 3% LH .LH/FSH .SHBG HJ/KF i 2/ T H
5 20 ; 24kg/m” < BMI < 28kg/m” 20 PCOS H # Y

LH . LH/FSH & % % T BMI = 28kg/m”> 41 ; BMI =
28kg/m’ £ PCOS B FH Y FAL & 0 T HAb w4l , 4
[B] e85 22 S A Ge 7 8 L (P <0.05,% 2)
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18.5kg/m? < BMI <24kg/m” #

24kg/m* < BMI <28kg/m? 41

BMI=28kg/m” £

i H F P
(n=367) (n=330) (n=283)

LH (mIU/ml) 12.48 £9.29 9.51£5.98" 7.04 £3.86*" 40. 245 0.000
LH/FSH 2.29 £1.54 1.86 £1.01" 1.52 £0.86 " 27.162 0.000
T (ng/dl) 54.92 +30.39 57.59 £27.25 57.06 £24.99 0.742 0.476
DHEAS (pg/dl) 250.01 +£119.77 249.64 +114.30 228.92 +113.87 2.825 0.060
AND (ng/ml) 4.104 £3.107 4.066 £2.072 3.774 +1.826 1.415 0.243
SHBG (nmol/L) 38.85 £29.34 26.82 £26.35" 22.87 £25.25° 27.499 0.000
FAL 6.59 +8.43 10.55 +10.53 " 12.76 +8.38 % 28.845 0. 000

5 18. 5kg/m? < BMI <24kg/m? 4 IL#, * P <0.05; 5 24kg/m* < BMI < 28kg/m* 41 [t 4 ,*P <0.05
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4. 2 [A] M5 g A8 19 HE 2. 18, Skg/m® < BMI <
24kg/m* 41 PCOS B # Y FBG .FIN IR .\ TC . TG .LDL .
HOMA - B /K &l 2 Ik F H b % 41, HDL | 1ST /K °F- &t

IR .HOMA - B 7K 8 % it BMI=28kg/m” 41 ; BMI=
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41, FIN
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18.5kg/m* < BMI <24kg/m* 41

24kg/m* < BMI <28kg/m? 41

BMI=28kg/m” £

T F P
(n=367) (n=330) (n=283)
FBG (mmol/L) 4.89 £0.431 5.17 +0.871° 5.26+1.019~ 16.951 0.000
FIN(IU/L) 8.27 £5.05 13.71 £9.11° 19.96 +14.22** 95.619 0.000
IR 1.83 £1.18 3.24+2.49" 4.86 +4.07 " 82.282 0.000
TC(mmol/L) 4.525 +£0.848 4.757 £0.922 " 4.803 +0.789 " 7.507 0.001
TG (mmol/L) 1.295 £1.234 1.656 £1.215 " 1.854 +1.112° 14.082 0.000
LDL ( mmol/L) 2.694 +0.690 3.037 +0.842° 3.083 £0.709 * 19.829 0.000
HDL ( mmol/L) 1.385 +0.349 1.255 +0.376 " 1.172 £0.243 % 26.184 0.000
IS1 -3.55+0.57 -4.09 £0.59" —4.47 +0.62** 171.351 0.000
HOMA -8 4.69 £0.52 5.02+0.52° 5.35+£0.63 "% 98.793 0.000
5 18. 5kg/m? < BMI <24kg/m? 4 IL#, * P <0.05; 5 24kg/m* < BMI < 28kg/m* 41 L4 ,*P <0.05
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