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[HE] B ZEIIHLEANE (PCOS) SIS ZEHHT LIFE SEEFE AL (FAL) FYIMHE, B HAThT KT
FERHHLWIRTT IS B H5EIRIKE (ADPN ) 78 PCOS BE ANFISEENIR EE T 5 FAL KBS Z BT tHs:,
E—2BA5E ADPN £ PCOS WG IRM e F7iE  HEEL 2017 47 10 A 2 2020 4 4 A5k T3 LERR2EME ERT 112
SABER 116 i PCOS B3 I 45 BRI IEH B (IRA) A4 WEERIFTERT R —R okt iF
TPy = e bk ey . HEMAE T H LR 3~5 X, HEAHMAETE B HAARIEHIEE, 28 12hf5h %
ICRAR (03 25 IR IS I 25 B s (FPG ) | AR R (FINS) | BEfLi£LaEE (HbA, ) o =BHM (TG) |
SAREEE (TC) | AREEAEEMA (LDL) | SEEIEEM (HDL) | BRyfilig®E (FSH) | fedREmE (LH) | 22
i, 2R (TEST) | HEELEAEREN (SHCB) | BRI EERMEN (DHEA-S) . ADPN, IR R ASBIRITTAL (9 1 5
FHCPUIEE (HOMA-TR ) K FAL. AR ESAIFE MM MAE (TEST = 2.44 nmol/L ) ¥ PCOS ##43k PCOS £k
PR IMAEA (HA 4, n=65) 1 PCOS ANERMEHME MAEH (FE HA 4, n=51) o #F—BH M TEST K19 U 27 {EAH:
HA Z1F1HE HA 4108 4 W4l 2087 ADPN S5 HABFER A G B2 FAT FIT ADPN 52 R 2, 53R SXTIR4IAHLL,
PCOS & HA 41 % HA 4104 . (RFHE % (BMT) | B[, &R B LL (WHR) . FPG, FINS, HOMA-IR,
HbA,.. TG, LDL, FSH. TEST. FAI i, HDL F&fik (P<0.05) . 54F HA ZHAH, HA % TG. HOMA-IR, TEST,
FAT 475, HDL, FSH., Z#fi] . SHBG. ADPN F#{% (P<0.05) . HA #1553k HA ZHNAfR] TEST /KSEIFZH Y ADPN 42,

SWHEGIEE X (P<0.05) o KIE BMIJS, PCOS B# 1) ADPN 55 HOMA-IR, FAI, TEST 2fiAHX (P<0.001) o
1€ HA 240, ADPN 5 HOMA-IR, FAI, TEST 2413 (P<0.05) ; f£3F HA 44F ADPN 55 HOMA-IR., FAI & fiH]%
(P<0.05) , 5 TEST TGAHXFF (P=0.061) , JE HA Z41h, ADPN. BMI 2 FAI f520a R 25, HOMA-IR, FAI, BMI
J& ADPN f52IR R 2 ( P<0.05) o 7E HA 419, ADPN J& FAL B2 IRA 2, HOMA-IR | FALJE ADPN F52 IR 2 ( P<0.05) .
58 ADPN 5 FAL B HRAHCTF HoN FEZE WK R, HiX — X RARZ TEST K V520, i %2 g ADPN /K77 LA
WIS S e PCOS S35 10 i MV 25 KO R i) EHCHUARIE ,  ADPN A S i 2 W s 15 A5 i B B B 5 46547 .
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Objective To explore the correlation of adiponectin ( ADPN ) with FAT and insulin resistance at different testosterone
concentrations in PCOS patients, and to further investigate the clinical value of adiponectin in PCOS. Methods From October
2017 to April 2020, 116 patients with PCOS and 45 healthy women of normal reproductive age ( control group ) who were
treated in outpatient or inpatient hospital of Zunyi Medical University Affiliated Hospital were selected as the research objects. The
general data of the research subjects were collected, and laboratory index examinations were conducted: on the 3rd to 5th day
of the menstrual cycle of regular menstruation or when there was no dominant follicle in the B—ultrasound examination of irregular
menstruation, and the patient’s cubital venous blood was collected on an empty stomach after fasting for 12 hours to detect fasting
blood glucose (FPG) , fasting insulin (FINS) , Glycated hemoglobin (HbA,,), triacylglycerol (TG ), total cholesterol ( TC ) ,
low density lipoprotein ( LDL ), high density lipoprotein( HDL ), follicle stimulating hormone( FSH ) , luteinizing hormone( LH ),
progesterone, testosterone ( TEST ) , sex hormone binding globulin ( SHGB ) , dehydroepiandrosterone sulfate ( DHEA-S) ,
ADPN. The homeostasis model-assessed insulin resistance index ( HOMA-IR ) and FAI were calculated. PCOS patients were
divided into PCOS with hyperandrogenemia group ( HA group, n=65) and PCOS without hyperandrogenemia group ( non-HA
group, n=51) according to whether they had hyperandrogenism ( TEST = 2.44 nmol/L ) . The HA and non-HA groups were
further divided into 4 subgroups according to the quartile values of TEST levels. The correlation between ADPN and other indicators
and the influencing factors of FAI and ADPN were analyzed. Results Compared with the control group, the body mass, BMI,
waist circumference, hip circumference, WHR, FPG, FINS, HOMA-IR, HbA,, TG, LDL, FSH, TEST, FAI were
increased, and HDL was decreased in the non—-HA and HA group of PCOS patients ( P<0.05) . Compared with the non—-HA
group, the TG, HOMA-IR, TEST and FAI of the HA group were increased, while the HDL, FSH, progesterone, SHBG
and ADPN of the HA group were decreased ( P<0.05) . There were significant differences in ADPN hetween HA group and non—
HA group with different TEST level subgroups ( P<0.05) . After adjustment for BMI, ADPN in PCOS patients was negatively
correlated with HOMA-IR, FAI, and TEST ( P<0.001 ) . In the HA group, ADPN was negatively correlated with HOMA-IR,
FAI, and TEST ( P<0.05 ), in the non—HA group, ADPN in the group was negatively correlated with HOMA-IR, FAI ( P<0.05 ),
and had no correlation with TEST ( P=0.061) . In the non—-HA group, ADPN and BMI were the influencing factors of FAI,
and HOMA-IR, FAI and BMI were the influencing factors of ADPN ( P<0.05) . In the HA group, ADPN was the influencing
factor of FAT and HOMA-IR, and FAI were the influencing factors of ADPN ( P<0.05) . Conclusion ADPN is negatively
correlated with and mutually affects free testosterone index, and this relationship is not affected by TEST concentrations, and by
measuring serum ADPN levels can simultaneously reflect the high androgen levels and the degree of insulin resistance in PCOS
patients, ADPN is expected to be an important reference index for the diagnosis and condition evaluation.
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FFAELVF 3mirhEE 2 I aT 2. (1) Mk HonAn
FECTCHEDE;  (2) AR MRE I PRF BN / 5 e A
RIMAE; (3) HAKA Lo E 2R, Bi—
EOSUI BB A 2~9 mm BYBR = 12 S/ ol B SRR
= 10 ml,

HEBRARME: (1) B HAb g 5 R AR K1 &
o, ADPN /KA B, AR (HARBR T 4 3 U9
WKL AR R B A, Db B 25 A e e 122 ik 2
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ARMWFFE L BB M e Be e B2 D1 & W A% AL
HEC AR (2022 )1-254 5 ), (SR GI428 F G R 15
12 — BB R =R A e by — ok g SRt
FENG RS, ME S, RIE . R, B,
RFRAE%C (BMI) | JERHL (WHR ) . WHR= JE[H / B Fl .
SEE AT HZHEE T H LW 3~5 ReiH &
A B A A AR WA, 258 2 hJFh %
KA H 25 JE I ARSI AR A AR b . 23 1 It b
(FPG) . 28I K (FINS) | BHLIMZI T (HbA,,) |
SEEH W (TG) . RRFEE (TC) | K% IR E A
(LDL) . E#®EIEHEH (HDL) | BRIl (FSH) |
AN E (LH) | 220, S8 (TEST) . MR
G EREN (SHGB) | WRIRM S SRMER ( DHEA-S) |
ADPN, TR AR PEA 9 B 5 ZHPTHE 20 ( HOMA-
IR ) } FAI, HOMA-IR=FPG ( mmol/L.) x FINS ( . U/ml )
/22.5, FAI=TEST (nmol/L) /SHGB (nmol/L) x 100,
1.3 85k ARIEBRE TS BB A R IAE
SRS TEST K= 2.44 nmol/L"™* . AR5 PCOS
FRE R USRS I B R ME 5 2 41: PCOS f5
MM ZE MAELL (HA 41, n=65) Fl PCOS A} ik %
MAEZH (HE HA 41, n=51) . i — 2 #% Il ¥ TEST /K
S A DY A3 B0OK HA 2L RTHE HA 410 590 %1400 4 S0
Zf. HA 41 (Q1 W #H: TEST<2.62 nmol/L, n=12; Q2
W #: 2.62 nmol/. < TEST<2.77 nmol/L, n=15; Q3 .
2] . 2.77 nmol/LL. < TEST<3.16 nmol/L, n=21; Q4 L.
41, TEST = 3.16 nmol/L, n=17) ; dE HA 41 (Q1' ¥
2H: TEST<1.01 nmol/L, n=10; Q2" \¥. ZH: 1.01 nmol/L
< TEST<1.23 nmol/L, n=11; Q3" . #i: 1.23 nmol/L
< TEST<1.65 nmol/L, n=18; Q4' i 41: TEST = 1.65
nmol/L., n=12) .

iz B8 BMIKG I 55 X G b 4543 4. BMI<24 kg/m’® [
PCOS i3k PCOS IEH R 4] ( PCOS+NW 4T,
n=47) , BMI{H = 24 kg/m” i) PCOS % 4 PCOS # &
W4 (PCOS+OW W4, n=69) . XtHEZ14 8 BMI 4> H
4k PCOS IEH AT W4l (FE PCOS+NW W4, n=21)
FIHE PCOS #E WA (JF PCOS+OW W4, n=24)

hitp: /fwww.chinagp.net  E—mail: zgqgkyx@chinagp.net.cn.~ + 929 «

1.4 SiibsEorik SR SPSS 22.0 8k /F #h 47 40 12 ik
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P<0.05 W2 BAGEE L.
2 HR
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bRt SXIR4AI L, PCOS Bk HA 40 & HA
2 R &, BMIL JEFE. & B, WHR. FPG. FINS,
HOMA-IR. HbA,.. TG, LDL., FSH. TEST. FAI
Jn, HDL F&M%, ZSA% i3 X (P<0.05) . Hik
HA 44, HA 41 HOMA-IR. TG. TEST. FAI #7,
HDL. FSH. Z2fii, SHBG. ADPN [%f%, 2=RA511¢
B (P<0.05) , WK1,
2.2 A[E TEST /K40 ADPN % HA 41 54F HA
ZH N ASTE] TEST 7KSFE 241 9 ADPN Hods, 2= A 45
it 2% & X (HA 41: F=15.536, P<0.001; F HA 41:
F=30.409, P<0.05) . HA #1 ", Q2. Q3. Q4 W #H
ADPN KK F Q1 W.4H, Q3. Q4 .41 ADPN /K - 1i%
F Q2 W4, Q4 W4 ADPN /KK T Q3 W4, 254
BHil X (P<0.05) 5 4F HA 419, Q2'. Q3'. Q4
WH ADPN /KSR TF Q1 iF4H, Q3'. Q4' W.4H ADPN /K
ET Q2 W4l, Q4 W41 ADPN /K-FKT Q3" W41,
ERAGITH#E L (P<0.05) , WWEE2, 3.
2.3 A[F BMI A — M50k S g S kA e b LA 4
AARTE BMI WV LH AT . BMI, JER . B, WHR,
FPG. FINS, HOMA-IR. HbA,,. TG. LDL. HDL. %2 .
TEST. FAI b4, ZR¥AFRI#EL (P<0.05) . 5
4E PCOS+NW W4 A, PCOS+NW V.41 HDL ., ZAfii |
ADPN [% Mk, /& J& & . BMI, FINS, HOMA-IR,
HbA,.. TG. LDL. FSH. TEST. FAl F} &, % S ¥ H
it E X (P<0.05) 5 53 PCOS+OW ME 41 A1t
PCOS+OW W41 HDL, Z#fi . ADPN [#{i%, BMI, JZF .
W& . FINS, HOMA-IR. HbA, . TEST. FAI Jh &, 2
SWEGIFE Y (P<0.05) , W4,
2.4 % IE BMI J5 ADPN 5 H il §8 #r 09 #H 3¢ ¥ 43 #r
TE £ 1F BMI J&7, PCOS f& # ) ADPN 5 HOMA-IR
(r=—-0.485, P<0.001) . FAI (r=—-0.607, P<0.001) .
TEST & i #8 3¢ (r=-0.725, P<0.001) . 7F HA 41,
ADPN 5 HOMA-IR (r=-0.352, P=0.018) . FAI (r
=-0.405, P=0.006) . TEST (r=-0.542, P<0.001) %1
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AH ;76 dE HA 2H 7 ADPN 5 HOMA-IR (r=-0.469,

P=0.032) . FAI (r=-0.583, P=0.006) % i 41, 5
TEST A5 (r=-0.416, P=0.061) .

2.5 ZIoRPERIASHT DL FAL RSB, LIAERE .

& Bt . BMI, B [, 5§ Fl. WHR. FPG. FINS,

HOMA-IR., HbA,.. TG, HDL., %2, TEST. SHBG.

DHEA-S, ADPN i A 2 & (¥ R iE L) ; U
ADPN N RAR &, DUAFH . (RITE . BMI, JEM ., B,
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IERARAN KRGS RRM, JE HA 401, ADPN. BMI
J& FAL (1952ma 1%, HOMA-IR. FAI. BMI /& ADPN 14
MR (P<0.05) , W35, 78 HA 4+, ADPN &
FAL U520 A %, HOMA-IR . FAIL & ADPN FY5200 R £
(P<0.05) , W6,
3 itig

PCOS J&: B I I L A i Sh B S i E BB 8
A PCOS a2 10 % RGACH IR ZE AL, anm iR
SFRMAE . SR ME, DS SERIR . i
B, RRIMLE . SRR MLAESE . i T PCOS &AL
Z= HL SRR, E AT R X% 800 B2 W i A4 B

ST R — BGOR S S BRI AR AR LA (R £5)

Table 1 Comparison of general information and clinical biochemical indexes among three groups

A B R () Hr (m)  fAFE (kg)  BMI (kg/m?) TR (em) 7 (em) WHR FPG (mmol/L)
MR 45 262+3.7 157£0.06  53.19x7.41 21.7£3.1 7426427 9397355  0.79%0.06 4.41+0.67
EHAH 51 242+54 158006  6123+7.53"  274%3.6" 8049947 96.72+598  0.83+0.06"  4.84+0.73"
HAZL 65 245+4.7 157008  66.65+13.07" 25640  85.00=+13.13" 98.49+7.42" 0.86+0.12"  512+1.18
FAH 1.937 0.433 15.149 16.353 9.006 3.600 5.110 4758
PAE 0.150 0.650 <0.001 <0.05 <0.05 <0.05 <0.05 <0.05
45 Cum)  HOMA-IR e (omal)  (mmoL)  (mmbl)  ComalL)  (mUm)
XFHEZ 7.32+£2.30 1.45 +0.56 4.93£0.37 1.14 £0.24 4.42+0.73 2.55+0.36 1.47 £0.19 5.01+1.56
e HA 4 17.58 +8.52"  3.77 +1.89" 5.31£0.55" 1.36 £ 0.66" 435+0.79 3.00 £ 0.92° 1.26 +0.32" 5.96 + 1.63"
HA #H 2324+ 1403 519£324" 5472046  1.76+073"  4.61+0.88 292+0.89"  1.08+0.19"  587+1.67"
F i 20.500 244.883 9.963 8.321 1.852 2.673 20.68 3.386
PE <0.001 <0.001 <0.001 <0.001 0.163 0.074 <0.001 0.038
g3 LH Z# R TEST SHBG DHEA-S FAL ADPN
(mU/ml ) (nmol/L.) (nmol/L) (nmol/L) (umol/L) (mg/dl )
Xif 4 72+247 237+1.10 1.02 £ 0.40 40.34 + 8.70 207.3 *25.26 2.94+2.84 178.03 +13.43
4k HA 41 827 +£5.26 1.64 =191 1.35+0.35" 53.32+37.67 215.94 + 81.34 3.45 £2.00" 174.96 + 18.15
HA 4 8.51 +4.83 1.24 +1.34" 3.04 +0.53" 33.67+17.33"  22731£113.60 1128 +5.63"  126.18 £26.21"
FAL 0.778 3.139 50.123 59.147 56.56 313.237 91.675
PAH 0.462 <0.05 <0.001 <0.001 <0.001 <0.001 <0.001

W HA= @R INE, BMI= fRF540, WHR= ML, FPC=ZSIEIMNY, FINS= 28RS 2, HOMA-IR= FRA MR PEAL () Ik & 4K 4

0, HbA, = FHbIMLTE A, TG= =HEH W, TC= BAMEEE, LDL= U ENREMA, HDL= =% N8 A, FSH= UPiRlE, LH= ¢k EnmE,

TEST= %2, SHBG= PE¥ELH

54 HA 44t P<0.05

£ 2 HA 4R[F TEST K41 ADPN FL#5 (x5, mg/dl)

FRIE M, DHEA-S= BifRBi S FMERR, FAI= Ji7Eg S2liH5%0, ADPN= JJRBXE; " FR S5XTIRAMIL P<0.05, " FoR

£ 3 AE HA 41KR[6 TEST K41 ADPN H& (% =5, mg/dl)

Table 2 Comparison of ADPN in different TEST levels subgroups in HA Table 3 Comparison of ADPN in different TEST levels subgroups in non—
group HA group
215 %L ADPN 4 ki ADPN
Q1 W4 12 158.32 + 15.92 Q1" F4H 10 181.77 £ 11.10
Q2 WA 15 146.18 + 11.29" Q2" W4H 11 172.40 = 10.13"
Q3 W4 21 136.08 + 12.98" Q3 W 18 160.25 = 6.53"
Q4 WA 17 121.54 + 13.36™ Q4 W 12 145.16 + 4.26™
F1E 15.536 FAH 30.409
P{H <0.001 Py <0.05
TE: R 5 Q1 4 M P<0.05, " E R H Q2 WA M e TR T QU W H M P<0.05, " E R H Q2 WA M
P<0.05, “FR5 Q3 WAL P<0.05 P<0.05, “FR5 Q3 WML P<0.05
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PCOS R 15) 813555 ADPN 244 14 Le A5 B 3 /0 T 1F
e T RSN ADPN A AT DU AU S S
PCOS L /NRAC I DI REfS 2 ks, I ELA RSN FSH
A ZREAE KT 1 (IGF-1) 1755 1% 22 T i1 e — it
B RGN TEST v a2 VR H TR R 440 4 9 Rk
FEAG 5 IE M, BEAIRLLAAZE (IL) -6 R g I3t A +
(TNF) - RHICERMEZ RERFIKF, 0 ADPN
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A AR E T VR o Rl 8 25 A2 1A R DR 5 /N BRLFY
5T B, 0 25 AT 8 2 52 R G U 40 S 1 34 3 A 4
£ '3 SINGH %5 "' | NIKBAKHT % ') BF9¥ N,
ADPN ., ik & Z=HEHT SRR (Al A B OC &R Al A 24
FELAF I (1) ADPN FRARRS AT 35 & B 5 2=k,
FEX PRI T 198 5 2K, AR HE PA50c17 o XJ B LA
MERVER, SEMER RS aRE 2. (2) kN2
() TEST 1§l i 55 R 5 4040 B 25 & AR v TR
K, X TE PCOS [ S NE S R, M
TmiigE— 2 ADPN /b,

FAT JZ I R _EPEAG PCOS H 384 I i I I8 2% ML Fe
HHRAE4R, H PCOS & T ADPN 5 FAI C R Hil

AN BMI 2L — R e S0 2 A6 A4 LU AR

Table 4 Comparison of general conditions and clinical biochemical indicators after grouping all subjects according to BMI

2 B AERY (%) B (m) AFR (kg)  BMI (kg/m®) BRI (em) & (em)  WHR (M (Py, Pys) )
PCOS+NW F#H 47  240x44  1.58+0.06  59.49+795 223+2.1 7824 +891  9541£5.52 0.81 (0.81, 0.90)
4E PCOS+NW W4l 21 262+28  1.58+0.05 50.53+527°  202+17"  7483+430 94.92+3.13 0.78 (0.77, 0.85)
PCOS+OW 4 69  246%53  1.57+0.07 65941157 28429  8477+12.16 98.59+7.06 0.85 (0.81, 0.90)
HE PCOS+OW T4l 24 26.1+56 1.53+0.06  60.19+7.92 258+2.0"  72.76+4.08  91.50+3.57 0.80 (0.73, 0.86)
F(H)H 1.170 1.651 13.994 78.075 8.239 5277 19.259°
Py 0.324 0.181 <0.001 <0.001 <0.001 <0.001 <0.05
g5 (M Pfj(; P FINS HOMA-IR HbA,, TG TC LDL HDL
mmal/L ) ( wU/ml) (M (Py, Py) ) (%) (mmol/L)  (mmol/L)  (mmol/LL)  ( mmol/L)
PCOS+NW 40 5.14 (4.60, 5.50) 20.00+£9.42 3.82 (320, 550) 534+047 1.58+0.74 4.61+098 320090 1.19+0.25
3E PCOS+NW W4 4.63 (3.97, 5.05) 6.90+2.06" 1.41 (090, 1.90) " 4.98+0.42" 1.13£021" 451+0.75 2.54+039" 1.48+0.19"
PCOS+OW W4 4.76 (4.25, 550) 20.60+1291 3.82 (240, 590) 541+0.53 1.55+072 442+0.77 286+0.89 1.16+0.29
4k PCOS+OW F2H  4.26 (3.40, 4.83) 842+2.68" 145 (1.10, 1.80) " 481+0.13" 1.19+£032 4.19+0.67 2.57+028 145+021"
F(H) 4 11.851° 11.426 55.340° 7.017 3.079 0.717 3.244 10.348
P <0.05 <0.001 <0.001 <0.001 <0.05 0.544 <0.05 <0.001
FSH LH R TEST SHBG DHEA-S ADPN
45 (mU/ml)  (mU/ml) (M (P, Prs) (nmol/L ) ('nmol/L) FAL ( pmol/L) (mg/dl)
nmol/L ] g
PCOS+NW 4]  6.09+1.99 882+491 1.04 (049, 1.77) 2.03+094 36.03+1679 638=4.78 219.55+98.76  162.7 +25.41
4k PCOS+NW W4 4.96+1.51" 7.06+2.38 2.60 (1.60, 3.15) * 1.05+046" 39.66+9.67 320+330" 211.15£2624 181.37 + 13.63"
PCOS+OW WFZH  5.83+148 820+510 090 (0.62, 1.72)  257+0.89 40.96+19.99 9.56+7.10 22256+99.04  145.12+3.50
4k PCOS+OW W4 513179 7.56+2.83 250 (1.63, 2.95)" 093+0.18" 42.11+551 227+0.65 197.20+£20.60 17227 +8.19"
F(H) 4 2.488 0.650 22.364° 17.662 0.589 8.376 0.253 9.518
PH 0.064 0.580 <0.001 <0.001 0.624 <0.001 0.859 <0.001

s PCOS+OW= ZRITHELEAEM B HEGIFBEWAH, E PCOS+OW= @5 ARSI E T4, PCOS+NW= ZEIIHELEANF B H G IFIEFIA
JERFZ, JE PCOS+NW= filbli ABESIFIE WA R4 ; * 32755 PCOS+NW WAL L P<0.05, * #7715 PCOS+OW WAL L P<0.05; <4 H

&5 Al HA 4 FAL. ADPN 520 [ 3 () Z2 ST 1 2047
Table 5 Multiple linear regression analysis of influencing factors of FAI and ADPN in the non-HA group

[R5 [ERST B 95%CI SE B {8 PE
FAI ADPN -0.066 (-0.098, -0.034) 0.015 -0.877 -4.300 <0.001
BMI -0.135 (-0.248, -0.022) 0.053 -0.456 -2.525 0.022
ADPN HOMA-IR -6.744 (-12.269, -1.220) 2,618 -0.354 -2.576 0.020
FAI -7.921 (-11.808, —4.035) 1.842 -0.594 -4.300 <0.001
BMI -1.748 (-2.892, -0.605) 0.542 -0.443 -3.225 0.05
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Table 6 Multiple linear regression analysis of influencing factors of FAI and ADPN in the HA group

[HAE i A AR B 95%CI SE B 18 P
FAI ADPN -0.123 (-0.213, -0.032) 0.045 -0.441 -2.747 0.009
ADPN FAI -1.266 (-2.198, -0.335) 0.461 -0.378 -2.747 0.009

HOMA-IR -2.663 (-5.092, -0.335) 1.202 -0.347 -2215 0.032

R BIA . ALATAS 28 ' 7ELL BMI 4341 J5 114 PCOS 1
R & B ADPN 5 FALA B ARG, KO 457 7E—
THEF X 116 B2 A PCOS (L £ 3 A B AR S 2B
S5 58 FAT 5 ADPN 5L 4056, {H Logistic [EJ343 47
SR O WA S . SEE T TR
Al 32822 1T FAL 5552 L TEST Jy 3 09 HAb M i 246 bR
oM, HEMSECT H S ADPN X RS2 m sk, H
PCOS 43R Z2 24, AR 1Y TEST /K-F A B2
TR —Byu R, A2t ADPN 5 FAL ) C R
K lE R W S M R MUAE YOG B, A BAE 843 F
AN R Y TEST /KI5 217 o BOARBIFFE AR MR B = 1
PR IMURE PEA T 204 A Rl E— 2538 TEST /K6 7443
PEBGIAT A2, 455 W R ADPN JKSEFE TEST 7K F-34 hn
Mz N, AR T BRI AE 4 i sl R AR TEST 7K
T, ADPN BYZAS A% AR SR BEAR L7 b S5z e 63 (1) i R
AR, IEAh, BMI A2l A4E 48R T 1EAT XTI R
Je ADPN FUAHSE H BZ 785075 18 BMI X — 8 HE (5200 o

KIE BML 5 AHCHE AT R, T & A I
HEBE MAE, BE# TEST KFF+E, ADPN KL htid
FAL{ER BT R Xk — 2542 TEST s iFid n] LA
AR R 05 4L 4L LA ) HAth g 3 R AR B 5
ADPN B95 . A EE X4 =5 ADPN 7KF J5 sl i/F ] L
W3 PCOS J8 11 M 38 e IR B e i R ke, ok
— o PCOS Bk 1Y & Ak i

H FiI K 32 W PCOS 1 5 R MAE 3 5 AR5 1L
5 TEST /KF, {H PCOS FHAMRIE A%, Wiikiwie®R
K. SRR ERRAISW kBRI s, (HE
WEPER R 1 N EEAEIRSE SR PCOS FR Y ADPN 7K
SRS IEH N REAL, I LIVE R PCOS Hi & J& it 1l
TP T 0 ARSI i 22 TT R A S Hr 0 7 BB T
ANIA] TEST #eEE K ADPN ., FAIL, S EHII KR,
FEIE BMI J 1 2 o0 P RN 0 Brgl SR 478 ADPN J2: FAL
B FEERE R &, FAI &2 HOMA-IR /2 ADPN ff) 3= %
AR FE, AFRIEAR LI FAT K ADPN 54F# |
Zaf . LH, FSH 254 Ml B2 mfE R, $#25 ADPN 1] LA
VER—A ks B S0 (R FE B

Zi b, 454 FAL. ADPN, JREZRAHIKE, ADPN
VERFZM PCOS B IR 2 . MR . R AE K
MR AR, H5 0B SR 5O VI I 5o
FERMA R, HiX—KRZANZ TEST K50, Eid

IE i 3% ADPN ZKP-RERT LLR B PCOS F8 5 1Y MER R
AP ST LU BB 5 SR ARPURR L, Wod i xS PCOS S84
ADPN JKP- B0 5 A7 B I b ik 1 W R VA )
BEHIEIR.
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