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Abstract Objective To reveal the metabolism characteristics of polycystic ovary syndrome in obese women of phlegm constitution
through comparing the patients’ clinical and biochemical characteristics. The study provide theoretical basis for the treatment of these pa-
tients in order to improve the clinical effect. Methods We selected patients and extracted the clinical and biochemical characteristics
from the clinical scientific research information sharing system to compare and analyse between polycystic ovary syndrome in obese women
of phlegm constitution and non — phlegm constitution. Results There were no statistic differences in ages, height, weight, BMI, WC,
HC, WHR, systolic blood pressure and diastolic blood pressure during the two groups( P >0.05). Significant differences were found in
FSH and LH/FSH between the two groups(P <0.05) and no significant differences were found in LH, T, DHEAS, AND, SHBG and
FAT between the two groups( P >0.05). The levels of OGTT and 180 — minute insulin of phlegm constitution patients were significantly
highter than that of non — phlegm constitution patients( P <0.05). Conclusion The situation of glucose and lipid metabolism disorders
was more likely to appear in the obese patients of phlegm conititution with polycystic ovary syndrome. We should better to pay attention to
glucose tolerance test and insulin release test, and prevent and treat of impaired glucose tolerance and diabetes as soon as possible.
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# FEWE R E 15 (body mass index, BMI) % [l &
Rl BB EE (waist — to — hip ratio, WHR) £ Al{E B .

2. AkdE bR A E A IR E RIS AR
5% A5 B AR GUEE PR R OF B R R R s
{2 DR 9638 2% (follicle stimulating hormone, FSH) | & {4
H: 1% & (luteinizing hormone, LH) | 22 [ ( testosterone,
T) ME4 — M (androstenedione, AND) % i it & 7 1
fiiil ( dehydroepiandrosterone sulfate, DHEAS) | {4 j#% 2
254 3R H (sex hormone binding globulin, SHBG) i}
B FAL M i A 35 48 A5 G I [ B (TCL esterol total ,
TC) H i =5 (triglyceride, TG) K% JEiE #H H (low
density lipoprotein, LDL) | &% F I8 & A (high density
lipoprotein, HDL) . %5 i Ifil ## ( fasting plasma glucose,
FPG) .25 i Ji 1% & (fasting insulin, FINS) %% %80
B ZHLPTTE 2 (homeostasis model assessment — insulin
resistance index, HOMA - IR)

3. GEHFEETIE R SPSS 210 B PR X B
P HEATGETT oy BT AL B 45 SR ISR + bRl 25 (v £5) R
RGBS, L P <0.05 2 AT GE T R
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5 H /P
PCOS(n=72) PCOS(n =155)

R () 26.53+5.68 24.04+5.23  0.60/0.807
B (m) 1.62£0.053  1.64+0.057 0.737/0.391
K (k) 77.52£12.16 76.10 £13.14  0.293/0.589
BMI(kg/m?)  29.58+4.39 28.36+4.18  0.090/0.765
T [ (em) 98.61 £10.75 94.86+12.07 1.498/0.222
B[H(cm)  105.16+8.64 104.548.04  0.226/0.635
WHR 0.94+0.06  0.91£0.07  0.305/0.582
W4 6 (mmHg®) 117.48 £13.39 112.72<11.10  1.081/0.300
FFACE (mmHg)  80.36 £8.60  77.99£9.71  2.363/0.126

A1mmHg = 0. 133kPa

2. PRAPE IR PR oA - AT T 8 Y 1A ok 5 P8 B A 8
WK ) PCOS 4% 75 FSH \LH/FSH J7 iff , 2 1] 22 5
H G L (P <0.05) 5 P4l i % /& LH.T DHE-
AS AND SHBG \FAT Jy i , ¥ 41 18] Ho 5 2% 57 45 i
B (P>0.05) L 2.
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PCOS(n=72) PCOS(n=155)
FSH(mU/ml) 4.51 £1.59 4.50+1.09  5.846/0.017
LH(mU/ml) 7.09 +4.22 8.25+4.82  0.987/0.322
LH/FSH(mIU/ml)  1.59 £0.79 1.89£1.15  4.453/0.036
T(ng/dl) 53.35£24.45  50.15+22.57  1.608/0.206
DHEAS(pg/dl)  239.78 £106.82 251.18 +120.41 0.853/0.357
AND (ng/ml) 4.96 +2.03 4.62£2.38  1.289/0.258
SHBG(nmol/L)  21.13 £22.65 21.55+17.21  0.473/0.492
FAI 5.31 £4.65 4.117 £3.81  0.794/0.374
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PCOS(n=72) PCOS(n=155)

FBG ( mmol/L) 6.11 £2.29 5.01+1.91  8.782/0.003
GLU30(mmol/L)  10.06 £2.75 7.97 £1.28  19.981/0.000
GLU60(mmol/L)  11.58 £3.56 7.59 £1.64  27.450/0.000
GLU120(mmol/L) 10.59 £3.99 6.14 £0.95  47.212/0.000
GLU180(mmol/L)  7.03 +4.02 4.65+1.24  27.465/0.000

FINS(mIU/L)  23.29+12.75  20.46 +14.82  0.128/0.721

INS30(mIU/L)  94.99 £55.90 112.07 £53.00  0.072/0.788

INS60 (mIU/L) 125.70 £58.51 110.82 +53.20  1.807/0. 180
INS120(mlIU/L) 133.43 £58.19  91.01 +51.61  3.287/0.071
INSI80(mIU/L)  88.59 £60.25  47.28 +43.63 18.896/0.000

TC( mmol/L) 5.14 +1.06 4.58£0.83  1.527/0.218

TG ( mmol/L) 2.31£1.79 1.53£1.25  3.751/0.054

HDL( mmol/L) 1.11 £0.26 1.20£0.25  0.160/0.689

LDL( mmol/L) 3.30 +0.93 2.85+0.74  0.563/0.454

HOMA - IR 6.11 £3.74 4.61+3.94  1.073/0.301
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litus, T2DM) [ % 18 141(7.93% )

i it

2 HE U0 R LE AL I Lo SRR LAY P A3
SE MR R ER, HEERLH 5% ~
10% 7', [ PCOS % f I B i % R 4k
50% ~70% . A TS LA T A I AR 5 X HEL SR £
PCOS HB & HEAT /04l , WAL [ HE A7 FL A, F 93 1 R % 12



AR el 2017 4R 10 2546 % 45 10 01

RS PCOS fB 35 I R 7 AF LA S B AR AR 15 ol . M
R EAEE K Dy FSH LH/FSH /K He# 22 3R
it B (P <0.05) , 76 05 BE A 75 1 s 1 B
180min [ & KV L ZRAGIFHE X (P <0.05),
JIES o 6 A4 BT 1 PCOS 835 AR ) S o 3% 9 Ry
T £ A P ER AS JBRE A 3R R TS o AR v IR I 2R 43 D A A
RVEEHMARER . BRI R PCOS &R T
HEHFIEH B MBS S AR R A W £

Pidl PCOS 3 IR i 22 % BAR LG I F &
SC AP IR, [ B I B 58 W A4 5 Y PCOS &
IR A 38 B 2 v 1 Bk AR 8 0 AR 5 1 PCOS fR 3% 5
BMI WHR 4 [0] lb 5 22 5 R gt 2 L H WA R &
BMI >25kg/m> \WHR > 0. 8 Y32 3 K 5 &R . JE
FESE S TA MBS TR 5 UL 04 1 16 DR 607 T 6 0 A
FNE 73X — N0k SCHR BTk R 2 AR 5T & PCOS
RIS X K R A
BFIEATRE B, I X B Al 2 50 A 5 HEAT A0 AT, B R
“HRPEMLE” J& PCOS AR B B g 1) rf B AL ; < R
J& PCOS 835 TR g mig | R0 =W iR A, £
P55 A6 A GBI 5 v 4 1R 0 R A T 5 e B AR AE A
FHOCHE AT 7R ARG I A PR IR BT PCOS |5 5
HE B AF 28 1B AR R 1 PCOS f 3% 7R LRl 8 bR 1 25 5%
Giitep i U (B T A R TR B A PR S K
F2ERAGIEE L

P4l PCOS (% AND (W {E ¥ 1 1% 2 %30
Rl B R itk 25 . P4l PCOS # # 1 BE A% o i
TG 1 LDL (7K 25 5 B TG G 124 2 S0, 7 I8 ik 6 3
R PCOS ¥ TG LDL {7k V-3 i iIE % 5%
LRI RE AR S o S IR I 2 AT A i o e
BING T BR KO, Y IR IR TS R S R
Ui 15 1 I 1R A M U i W T v, B AR TR A O P
i, LDL TG A= s 38 fin , i 7 Ik 9 385 B e B AIC, 51 S g
R . HDL A W1 0050 30 bk 916 RF 68 4L 75 1,
1M 75 TG ILAE 5 3 bk ok ke 65 1k 1) % 2B AR 56, i e ml WL
PRI AR A A e PCOS M35 W 5 i ¥ TG A1 LDL F
S S 0 M A S R 2 A A . BT L, B
Z6F PCOS (83 MR A 25 L & B 00, 73R 97 B AR
B A 1 IR S, 38 a4 R RS B A T s A
AR B, BN 7 8 4 0 R E 0 R

237 f5] PCOS & 5 b & 4 IGT ) b % 2
25.11% ,T2DM [ b % & 7.96% , IGT J& 2 %I B I
o R IR — A B B, B E BOTC W] AR R (H R
AR A DR AL I RS AR ] BP0 AR L0 i I

BPR I SER H W E RN . KR 1GT iy PCOS
R 3 A 1 T 3Bl 2 W IR T T A Ak T B Bl
B IGT 78 5 2 BUAH B, vl /D S I 9 A A 11K 1
PR A
ABESE PRI T PCOS % (5 32.16% , k1R
PRI PCOS 45 WA 5T, 28 3 V% 45 T 2 68 1Y
Mo (R, PCOS 35 10 3047 it 1 6 0 R 05 3R
TR , LA e BB AC U 5, R 0t it o 52 45 B
R 45 38 3 I A EAT B Y6 o [ A FRA £ o] AR
A R, 18 12 B S5 A B TR A T A 9 B K
SIS ALY A B B IR B B H . R R R
RN PCOS By iA & 4L T — MopT S, JL TR I A 75
FYE BT RIFG . X T C A0 IR AR BT PCOS
AR MRS IR T S LS T B B Y K
£ % 3k
1L kB mEEAB [ M]. Jbar. i E b BE 25 A, 2002 130
2 XEAE N , TR 07 A5 8T A4 O I R 22 9 B B 2K 4 i I DR K
AR BT ()], B BE 24 2% ,2015,49(11) .11 - 14
3 Rotterdam ESHRE/ASRM - Sponsored PCOS consensus workshop
Group. Revised 2003 consensus on diagnostic criteria and long — term
health risks related to polycystic ovary syndrome ( PCOS) [J]. Hum
Reprod,2004,19(1) :41 -47
4 hAErh R 2R o P B R B4 28 5 A E (ZYYXH/TIST ~2009)
[J]. AP E LS A 243k, 2009, 4(4) :303 - 304
5 ARHT bR DY MU BY 2 A 1 SR S5 5 Ak BB I R B PN 43 0 AR A 4
AERBFZE[T]. A e 24 2% 5, 2005,85 (46) :3266 - 3271
6 Lu CX, Zhao XJ, Li Y, et al. Serum metabolomics study of Tradi-
tional Chinese medicine formula intervention to polycystic ovary syn-
drome[ J]. J Pharmaceuti Biomed Anal, 2016, 120:127 - 133
7 Zhao X,Xu F, Qi B, et al. Serum metabolomics study of polycystic o-
vary syndrome based on Liquid chromatography? mass spectrometry
[J]. J Proteome Res, 2014,13(2) :1101 = 1111
8 Ye J. Mechanisms of insulin resistance in obesity [ J]. Front Med.
2013, 7(1):14 -24
9 BB, XGRS IR ARG R 2 48 B HE LR 5 IR B 1R B 6 B VA
JUAHLT]. 5 Mo £ 245,2013,33(9) :873 - 875
10 GERNME , FWEUK, RACRE. R " I HL B IE 2 200 28 5
AEHEGR B5A5 [ ] ) b S L At R 2 22 35,2008, 14 (10) 725 - 726
11 ¥, ERy, U5 N0 IR AT IR 258 8 44 0 5 AR 25 5 1E
NREIE S 2 AR HTAH G HE By LB i g [T ] rh AR b B2 25 2 1),
2014,32(4) :763 -765
12 G| Z P00 SLLE A E 8 g AU 5 0k e R 2 BT AN
FOKFmR AT P EIAL R ,2014,29(3) :354 - 356
13 Herndndez Mijares A, Bafiuls C, Gomez, et al. Influence of obesity
on atherogenic dyslipidemia in women with polycystic ovary syndrome
[J]. EurJ Clin Invest, 2013, 43(6) :549 - 556
14 skscde WO R 149 5] 2 46 B 55 45 A AE B AR 5 4 b
[J]. TRER KRR, 2009, 31(2) :214 -216
O F 3912016 —12 - 13)
(&1 A #:2017 -01 -03)

- 55 -



