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2R AL F ML GnSAF, Irisin, Copeptin
A TR KPR L5 Y 25 ey A G PERIESE

& F', BEE, Fee2 (L WHEE RET ARERESR, WHLOE 435199; 2. BE T A RER,
SRR T NRE B AR, WAL E S 443008)

W OE: BE #3T % E9r 42548 (polycystic ovary syndrome, PCOS ) & # s 42 RRi% Zovd 47 4] B T (gonadotropin
peak suppressor factor, GnSAF), & & Z& (Irisin) . A2k % (Copeptin) F A KFR LGSk AW X Z., FE ¥
2018 5 10 A ~ 2020 4 10 A #db B K& AR ERS %6 PCOS £F 106 #13% %4 PCOS 41, 3 k4R A1 82 414 B4k
Hodobk A x IR, MR T A R RO, Homl s 4k 7 20 f2 7 GnSAF, Irisin A= Copeptin K -F, 247 PCOS & # fiF
GnSAF , Irisin , Copeptin 7K-F 5 & R 45 4R 6940 % 1, B8 Logistic ®112 5 #73K 3T PCOS X A #)#w K %, F3F PCOS 4
ATEAG E ML ST, TR E 4k 4 B &4 fo % GnSAF, Irisin = Copeptin K-F, & A %iX% L4442 (ROC)
L4 fn & GnSAF, Irisin #= Copeptin &F % F JE 4k 2 By ey TR M8, £5R  PCOS 414k it & 45 44 (body mass index,
BMI ) 25.28 +3.76kg/m’>, ‘& Wi fo #% ( fasting blood glucose, FPG) 5.47+0.58mmol/L, & W M % % (fasting insulin,
FINS ) 15.61 £2.75mIU/L, #& &4 ik B & &It 35 40 ( homeostasis model insulin resistance index, HOMA-IR ) 3.79 +0.83,
Z B (triglyceride, TG ) 1.87+0.58mmol/L, 8 (testosterone, T ) 1.94+0.53nmol/L, 4834k 4 % (luteinizing
hormone, LH ) 12.86 + 2.28mU/ml % f2 # GnSAF ( 22.00 + 1.93pg/ml ), Irisin ( 3.09 +0.69ng/L ) ,Copeptin( 12.61 + 3.27pmol/
L) AP+ & Fahma (22.06+327kg/m’, 5.14+0.43mmol/L , 9.04 +2.49mIU/L, 2.07+0.64, 1.42+0.49mmol/L,
1.21+0.34nmol/L, 5.63 +1.07mU/ml,19.82 +2.26pg/ml, 2.07+0.63ng/L , 8.62+1.94pmol/L) ; & & F Is & & Iz B B
( high-density lipoprotein cholesterol, HDL-C ) 1.24 +0.21mmol/L, *§ =& (estradiol, E2) 112.48 £ 19.55pmol/L 7K-F3)
A& T 2R84 (140 +0.24mmol/L, 134.06+24.16pmol/L ) , £ F A A 4t FE L (1= 4.315 ~ 26.532, ¥ P =0.000) .
Pearson #8% A # B A 5T 27, i GnSAF K-F5 E2 2 iM% (r = -0.308) , i Irisin, Copeptin K-F5 BMI ,
FPG, FINS, HOMA-IR, TG K-F 2 E48% (r = 0.321 ~ 0.649) , 5 HDL-C R-FZfi#ax (r=-0.409) , HiF Irisin
KESETARFEEMX (r=0321), £2FHARITFEL (3 P <0.05) , Logistic &2 54 K I, & GnSAF,
Irisin #= Copeptin 3 # PCOS & 9% %9 4% % j& % B % ( Waldy’ = 10.246 ~ 15.464, OR = 2.482 ~ 3.438,3 P < 0.05) .
4R R 2 PCOS %% fu 7% GnSAF (21.13 +1.85pg/ml ) , Irisin (2.77 £ 0.64ng/L ) #= Copeptin ( 11.02 £ 3.04pmol/L ) K-F
K T4k & M B & (22.24+2.04pg/ml , 3.18+0.72ng/L , 13.05+3.48pmol/L) , £FEA%it3FEL (¢t = 2354,
20472, 2.540,3 P < 0.05) , %4 ROC 1 & FRMAEH 7T 42, sk GnSAF, Irisin #= Copeptin = 35 4734 3+ & H a4k &
WA — ML, RS E L TEMR (AUC) K, # 0948, #BE A4 E 55 A 91.57% = 86.96%. £5if
PCOS # % f2 7 GnSAF, Irisin #= Copeptin K-F 27 & Ak, HAZ S RIMAFA X, TAHHERAMBELE
XHEIR: ZWIPHLEAE; EHRIERIENRIE T SER; MR
HRESES: R711.75; R392.11 X#EARIRE: A XEHS :1671-7414 (2022) 06-034-07
doi:10.3969/j.issn.1671-7414.2022.06.007

Changes of Serum GnSAF, Irisin and Copeptin Levels in Patients with
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Abstract: Objective To investigate the expression levels of serum gonadotropin peak suppressor factor (GnSAF), Irisin and

Copeptinin patients with polycystic ovary syndrome (PCOS) and their relationship with pregnancy outcomes. Methods A total
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of 106 PCOS patients diagnosed and treated in the People’s Hospital of Daye City, Hubei Province from October 2018 to October
2020 were selected as the PCOS group, and 82 healthy women who underwent physical examination during the same period were
selected as the control group. The relevant clinical data of the two groups were collected, and the serum levels of GnSAF, Irisin
and Copeptin were detected and compared between the two groups.The correlation between serum GnSAF, Irisin and Copeptin
levels and clinical indicators in PCOS patients was analyzed, and the influencing factors of PCOS were analyzed by logistic
regression analysis. The PCOS group was treated with conventional western medicine, the serum levels of GnSAF, Irisin and
Copeptin were compared in patients with different pregnancy outcomes, and the receiver operating characteristic (ROC) curve
was used to observe the predictive value of serum GnSAF, Irisin and Copeptin on the pregnancy outcome of patients. Results
PCOS group body mass index ( BMI, 25.28 +3.76kg/m’ ) , fasting blood glucose (FPG, 5.47 +0.58mmol/L), fasting insulin
(FINS, 15.61 £2.75mIU/L ) , homeostasis model insulin resistance index ( HOMA-IR, 3.79 +0.83 ) , triglyceride (TG ,
1.87 + 0.58mmol/L ) , testosterone ( T, 1.94 +0.53nmol/L ) , luteinizing hormone (LH, 12.86+2.28mU/ml) and serum
GnSAF (22.00 + 1.93pg/ml ) , Trisin (3.09 + 0.69ng/L ) , Copeptin ( 12.61 +3.27pmol/L ) levels were higher than those in
the control group( 22.06 + 3.27kg/m’, 5.14 + 0.43mmol/L, 9.04 + 2.49mIU/L, 2.07 = 0.64, 1.42 + 0.49mmol/L, 1.21 + 0.34nmol/
L, 5.63+1.07mU/ml, 19.82 +2.26pg/ml, 2.07 +0.63ng/L, 8.62 + 1.94pmol/L ) , the levels of high-density lipoprotein
cholesterol ( HDL-C, 1.24 +0.21mmol/L ) and estradiol (E2, 112.48 + 19.55pmol/L ) levels were lower than those of the
control group( 1.40 + 0.24mmol/L, 134.06 + 24.16pmol/L ), and the differences were statistically significant( # = 4.315 ~ 26.532,
all P = 0.000 ) . Pearson correlation coefficient model analysis showed that serum GnSAF levels were negatively correlated with
E2 (r = -0.308) . Serum Irisin, Copeptin levels were positively correlated with BMI, FPG, FINS, HOMA-IR, TG levels ( r =
0.321 ~ 0.649) , and negative correlation with HDL-C levels ( » = —-0.409 ) . Serum Irisin level was positively correlated with
T level (r = 0.321) , the differences were statistically significant (all P < 0.05) .Logistic regression analysis found that
serum GnSAF, Irisin and Copeptin were independent risk factors for PCOS (Waldy’ = 10.246 ~ 15.464,0R = 2.482 ~ 3.438.all
P < 0.05).The serum levels of GnSAF (21.13 + 1.85pg/ml ) , Irisin (2.77 + 0.64ng/L ) and Copeptin ( 11.02 + 3.04pmol/L )
in PCOS patients with successful pregnancy were lower than those in patients with pregnancy failure (22.24 +2.04pg/ml,
3.18 £ 0.72ng/L , 13.05+3.48pmol/L ) ,the differences were statistically significant (¢.=2.354, 2.472, 2.540, all P < 0.05).
According to the prediction model of ROC curve, the three indexes of serum GnSAF, Irisin and Copeptin had a certain predictive
value for pregnancy failure. When combined, the area under the curve ( AUC ) was the largest (0.948 ) , with a sensitivity of
91.57% and a specificity of 86.96%, respectively .Conclusion The serum levels of GnSAF, Irisin and Copeptinin PCOS
patients are abnormally high, and the expressions are related to clinical indicators, which can provide a reference for prognosis
prediction.
Keywords: polycystic ovary syndrome; gonadotropin peak suppressor; irisin; copeptin
WYICR L HIE PR 4 A UL LTS GnSAF, Trisin Al
Copeptin & T PCOS & LIRSS J5 FIRFFE 38

L BINFLLZEAAE (polycystic ovary syndrome,
PCOS) J&if & TH &S F R rEr N4

g, RS I E I Lot T HE O AN 22 ) 2 R
TEF W L MEREA TP AL T 5% ~ 10%, 4
TAZ R BB 15% ~ 20%" 7 H A& T PCOS
VI Rl i JC gt — i g, L DR 2 ELAA e v R o
FEIIEIR IR, BB B IA MR RR, a2,
TR IAIL I S 100 f5 W9 — B2 2R IR 5 06 . I
IRZINN, BENRACU S Fofin - T iA - P55y
DIREZFL . B RILPU PCOS K i) B2 1 6 (A
2P (R PER R IE I 7 ( gonadotropin peak
suppressor factor, GnSAF ) W] XM i 2 r= A= 35 1
Mo BEZE (Irisin) JEAEHETTH T, BeIETHEE
R, H5 B EMTA K P FMAkZE (Copeptin )
&R AR .45 N £ 2 (argininevasopressin ,AVP )
FARI =, KRR e s, IR N AVP B R 4E
br, SHURIEMICH . MBS M S Bt A

AW B 4B PCOS H 3 1L GnSAF, Irisin Al
Copeptin Ik 7K S H 5 4R R4S Js AR DG PEIF 52
RPRISTR MG TR S %

1 #e57F®

1.1 Br7st% ¥ 2018 4F 10 A ~ 2020 4F 10 A1)
e K AR EERE2i6R RS PCOS B4 106 filixH
PCOS 41, Jj 4 [FIHA 82 filfat FEtAk £ 1t by xof R4
P AFRE: D PCOS HIEIFF4 PCOS L Wiknife 7,
FEE T RM SR AT ARi2 . (DTCHEIN L & HEBR,
FEAE o I 2R ITE B8 o WD 2R INUAE 5 (Y
EPRFEZ IR, Q) kifie. QxR A
SR, FERENIBIER, RS N O R WL 2 e
M, QARSI T 18 ~ 40 %5 @I PRYE K} or sk,
ORLHAEFEIIREEH o HEBRbRAE: OFF K Je KM
MR R BHEAE . HUIRBREEG . EIRZERAE . L
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RIAE . T FERgPER 2 @i =4~ H R H 2 LA
WA IERR 2 s QI & EimEs . W ; @DIFK
HI ARG ; OIFETFERE R, O
HFEAS; @OFIFkomELN. HFEREN . ¥
b Kig N R E B2 0 & 4 % R AT
7%, feHtS HBSDYSRMYY20180306009, fiff 5%
XGT RN, B ERES.

1.2 E LA 7600 B4 A shEA ST (H
ARHSLAT) 5 B601 4 H sk kA (Hit
BIOAH] ) 5 AFE R AR U ek
PO BRER A W B R & (RIS T
AR ) 5 ZHOBIK CARIHZR F= 254 FR A W],
R 243 7 H20174087, BLARAEH 025 g) 5 ez
W2 (B ETERE20 A R AR, E 25
¥ H20094005, A% 4 R & A 0.035 mg BefEpe . 2
mg BEFR AP 22 ) .

1.3 Jk

1.3.1  IGPRGORMLAE . WREEZ R B AR . IR 4s
BORE (kg) /B8 (m) ), BB (R E
Bl ), JfRAEFIKINL, LU ZBE A AL BRE I e =5 18
Ifil ¥ ( fasting blood glucose, FPG) 7K, 5%
P E S RIS R (fasting insulin, FINS) , il
A RSB R B EALPTHE 2L (homeostasis model
insulin resistance index, HOMA-IR ) , HOMA-IR
= FINS (mIU/L) xFPG (mmol/L) /22.5, Jf-hiH
4 [ A T ASOIE AT . = B AR 8 I
fi£ (high-density lipoprotein cholesterol, HDL-
C) . k% B A5 & 11 I [E B (low density lipoprotein
cholesterol, LDL-C) . & fH[# [ (total cholesterol,
TC) A =B H M (triglyceride, TG) /K¥; L4 H
SRR OGO E PR R HE bR 5200 ( testosterone,
T) . B ¥ # # 2 (follicle stimulating hormone,
FSH) . f¢#1&4: % (luteinizing hormone, LH )
FIME % (estradiol, E2) /KF,

1.3.2 [Ifily# GnSAF, Irisin 1 Copeptin 7K -1l & :
TP 5 ml RS EERIKIL, B0 15 min, W
UM, DABGIC S Be i BRI e 3 GnSAF, Irisin
F1 Copeptin 7K, &I TRIUAERA Y T4
IR, EVEHsH R S vt AT, RRilleE
AP E 2 DR, DA e R g 2
1.3.3 JRIT L X PCOS R FETEH L& iR
PEHIIAYES 5 KT LLZHRUIR (2 7/, Hik, 3
WK, RN R (1 R /), Ak, 1
S NDIE S - A Te D gt = E2Y i e Vi g =R o] iR bt
—AF, Gt E IR R, MR AT IR ES SR T ok
R A BB AN YR MRS

1.4 %t F 44 RJH SPSS22.0 #{Ab B,

THETRIAE « fnifE2E (Yxs) ik, 17k
s WK (%) £, 17,0 K5%; 1Ml
GnSAF, Irisin 11 Copeptin -5 Ilfi K 38 F5 AH 544 40
v HH Pearson #H ¢ R EUBI AL, PCOS & A 52 i K &
53 M7 I Logistic [19 73475 IfiL 1 GnSAF, Irisin
F1 Copeptin X £ 34 4T Wik 25 J=y 1) T5000 41 1L 43 A 12 1
Z R TAEFRHIE (receiver operating characteristic,
ROC) M. KH/KifE a = 0.05.

2 H#R

2.1 WAl RFA A WLER 1. NEHARR . 1T
L., LDL-C, TC Fl FSH 7K F-22 7 ¥ et it2am (3
P > 0.05) ; PCOS 41 BMI, FPG, FINS, HOMA-
IR, TG, T Al LH /K “F & Xf B 41 &, HDL-C Al
E2 KV 3x AR, ZRA GRS (P

< 0.05) .

=1 MARKERIXTE (x+5)
S T
(%) 2694+438 27.57+481 0937 0350
BMI (kg/m’) 2528376 22.06£327 6159  0.000
T 1 0.84+0.10 082+007 1542 0.125
FPG (mmol/L. ) 5474058  5.14+043 4315 0,000
FINS (mlU/L) 1561275  9.04+249 16922 0.000
HOMA-IR 379+083  207+064 15528 0.000
HDL-C (mmol/L ) 1242021 140024 4866  0.000
LDL-C ( mmol/L ) 2684064 257+053 1258 0210
TC (mmol/L) 4425086 426082 1291  0.198
TG (mmol/L ) 187058 142049 5639  0.000
T (nmol/L.) 194053 121034 10860 0.000
FSH (mU/ml) 659+1.13  676+142 0914 0362
LH (mU/ml) 1286228 563=1.07 26532 0.000

E2 (pmol/L) 11248 +£19.55 134.06 £ 24.16  6.769  0.000
2.2 4 E GnSAF, Irisin #= Copeptin /K- phdi
ILZ& 2, PCOS 4117 GnSAF, Irisin Fil Copeptin 7K
P TR, 2R BAGI A E (3P <0.05),
R 2 PAMTE GnSAF, Irisin, Copeptin 7K EXtEL (x+s)

PCOS 4 XA
(n=106) (ngp) ' PH

22.00+1.93 19.82+2.26 7126 0.000

T

GnSAF ( pg/ml)

Inisin (ng/L) 3.09+£0.69 2.07+0.63 10437 0.000

Copeptin( pmol/L.)  12.61 £3.27 8.62+1.94 9.793  0.000

2.3 PCOS & # fr & GnSAF ,Irisin ,Copeptin 7K -
56 RAgtreg AL WER 3. Pearson AHOC REML
RIS HT oK, L GnSAF /K F- 5 E2 AL (r
=-0.308) , HHAFEARICACHE (5 P> 0.05) ;
1fiL¥F Irisin 7K*F-5 BMI, FPG, FINS, HOMA-IR,
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TG M TKFERIEME (r=03 21~ 0.649) ,

5 HDL-C K2 AL (r = -0.409) , H5HALTE
PRICAH M (P> 0.05) 5 Il Copeptin 7K -5 {4
Fig48%0. FPG, FINS, HOMA-IR, TG /K FEIE

M (r=0339 ~ 0452) , 5 HDL-C /K F £ 1
HFK(r=-0.306), ZF A5 EX(P<0.05),
HHAbFEAR IO (P> 0.05)

x3 PCOS B Ii&F GnSAF,Irisin, copeptin 7K F 5 g FRIEFRAIHE X 1%
GnSAF Irisin Copeptin

uWoH
il P ri P rfl P
GE 0.109 0412 0.231 0.149 0.095 0.458
BMI 0.180 0314 0.351 0.019 0.369 0.009
I8 0.087 0516 0.260 0.089 0.274 0.081
FPG 0.189 0.298 0.379 0.012 0.362 0.010
FINS 0.201 0.241 0.649 0.000 0373 0.008
HOMA-IR 0.186 0.302 0.492 0.000 0.452 0.003
HDL-C -0.191 0.289 -0.409 0.009 -0.306 0.040
LDL-C 0218 0.197 0.179 0.316 0.194 0.284
C 0.164 0.382 0.041 0.825 0.224 0.180
16 0.096 0.456 0.517 0.000 0.339 0.015
T 0.249 0.109 0.321 0.024 0.209 0.205
FSH -0.270 0.084 -0.097 0.702 -0.199 0.246
LH 0.261 0.091 0.249 0.095 0.267 0.086
E2 -0.308 0.039 -0.253 0.106 -0.239 0.124

24 PCOSAKAWMHFmEE W4 URTE
£ PCOS M (AR EIRME: RAkE=0, &
A=1), BRI 2PEFARITFELNHE R
A Logistic A48, #5588, 7E871E T BMI,

FPG, FINS, HOMA-IR, HDL-C, TG, T Ml LH
KIS , 1ML GnSAF, Irisin A1 Copeptin 1/
i PCOS KA fafi R (4P < 0.05) .

x4 PCOS ZEMFMEAR S
A B SE. Waldy” i P OR {f 95%CI
GnSAF 0.909 0.284 10.246 0.000 2482 1285 ~ 4794
Irisin 1235 0.314 15.464 0.000 3438 2074 ~ 5.698
Copeptin 1220 0.346 12426 0.000 3.386 1602 ~ 7.157

e WME: L7 GnSAF,Irisin,copeptin Y LIFIME A, < FIHMHE =1, >FIHE =2,

2.5 R Bl 4E 4k % B PCOS % % fr i GnSAF,
Irisin, Copeptin & F Ul 3 5. PCOS 41 106 i
PCOS B F IR 23 ], IR 83 il WEiR
T 1% GnSAF, Irisin 1 Copeptin /KF-31% T
WIRMER , ZRAGITFEL (3P <0.05) .
x5  AEERER PCOS BEMFE GnSAF,

Irisin, Copeptin ZKEXFEE (x+s)

IERAh S IERRI

7 H (3)  (ngy) H PR
GnSAF ( pg/ml ) 21.13+1.85 2224 +2.04 2.354 0.021
Irisin (ng/L ) 2.77+0.64 3.18 £0.72 2472 0.015
Copeptin (pmolL) 1102304 13.05£348 2540 0013

2.6 i GnSAF, Irisin #= Copeptin 3 % # J£4k 45
FagTamAAE AR 6, K 1. DUEIRK R 45

FREE N PHEEREAS , ORI B P Al Ry B P
FEAS, 24 ROC M &R ARy, 2558 & B, IiE
GnSAF, Irisin 1 Copeptin — i 5 f5 33 X 5 UF Uiz
JIGAT — € AN R, 6 0 i 48 R i X (area
under the curve, AUC) 5.
3 iFig

LR ELESIE (PCOS) FEFERIM N H &k
L, Z2FE. B ARESEEER, RHEREN
VERRACIZEAL . NI S S A Al e 4, Y
M £ AR BRI . AN, el - A - O
HHREA IREETL S PCOS K B A B KRR Y,
AWFFE R, PCOS FB 4 I I {4 M ik 2 04 il 151
¥ (GnSAF ) /K-t #4m, HZ Logistic [B174)
Mr &3, I GnSAF J& PCOS & i it Jih <7 16 6 A
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o X 55Kk E P R IRIEM AT, GnSAF h—Fil
ZKEE, f17 95 NEIER, 4> T 12.5 KDa, F
BAE/NSDIROPL . SEATONILIN A, RIRIKERIER
WA/ K OB A I B i GnSAF & B4 e, ] L
BB RETE L. PCOS M BN LTI REZ 0, B u %L
w4/, GnSAF /KFEn B B3 &, #F—2 Pearson
FE R BUSR M s, IL7E GnSAF /K5 E2 £
A, BFSEHE, GnSAF 1 E2 Thfig b 23 AH H 4

=6

il 7 I8 B #R A, BT GnSAF WIfE7E, 2l
E2 AR TEAR/K RS, 80l B2 ML & #4HO0 affA
5 B A B IE RRAE T MY ARBIRSE IR & B T
GnSAF X #itjil] PCOS B H ih R4 i HA — M.

X ATREVI AT, GnSAF F % & i T FSH X b HL51
7 21 B A R T T A R S AR R, AT
ZeP0H] LH IRl & H . 5 m 8 WS (TR

& GnSAF, Irisin, Copeptin X} BEIFIRES BHITNME

TiH AUC 95%CI

P

B FHURE (%) R (%)

GnSAF 0.769
0.794
0.822

0.948

0.664 ~ 0.875
0.688 ~ 0.901
0.728 ~ 0.916
0.895 ~ 1.000

[risin
Copeptin
B

< 0.001
< 0.001
< 0.001
< 0.001 /

21.73 pg/ml
3.02 ng/L,
12.24 pmol/L

69.88
60.24
73.49 78.26
91.57 86.96

7391
86.96

10

&g a

=L GnSAF
irisin
Copeptin

A pa i

— 5%

02 04

1-FeR
E 1 M55 GnSAF, Irisin, Copeptin XJ & F R4 B
T ROC fh 2%

HREE (Irisin) Al @ HEFE A 8 IG5 45
IRER T 1, $RTFERLRE 5 e 1 ai AR 4L, FLT
P, INELAHT R, SRR RTEFE, fE
R & . BER T B AR 1, AR
3R, PCOS ¥ M Irisin AR LT, 5
e D PR ARIEARAT . $27R, Trisin AT ETE PCOS
K HA EEAEH . AF5EdE H, Irisin 78 PCOS &
HRNIKERE S, TR AR P LS, O
T E TR R BRI, MENBE A AER, FRAT
P, T T SR R R 2 R BRURR T R AR 3
BLIBSL, DA IFAE Ko M ARG R,
Trisin 7K1 %5 o PCOS &k MG IR %, it —
HAESE T H 5 PCOS KM B VI G, 7 4 M Kbk
M R, IH Irisin 7K°F5 BMI, FPG, FINS,
HOMA-IR, TG #1 T /K2 IEAH X, 5 HDL-C /K
SRS, BETE 2 U B ST 2 Pearson 23 ML &
i, PCOS i # M Irisin 7K “F 5 HOMA-IR, T /K

06 08 10

SEELTEASE, SCIRARHIST AR . R T v
Irisin 7K P S5 HUARCIHFE IR OC R . FF 51 R EEM
JEIMLT Trisin AT BESINRIMLIAR RAE RN, FBUAR N
WEKENE S, SRR MERER AE, 5200 FS i iR
ghE M ABRE R R, L Iisin F PCOS
FURYRK A AUC Jy 0.794, X U R4 J5 Pl H A7
BB ME.

FIRKZE (Copeptin ) FEEHMAFRTW, 5
KA MR M INE R (AVP) 25 B8R & 70 ik, 7 IfiL
B 75 R e vl A S e O i R, TR AR AT R L
AVP, JEAEBE B &R, REEARE.
NS XA R G A4 FAE ] . Copeptin
1€ AVP AN FE iz ol i A HEEH, 5
s s AR BORAS AR, ZEACIEE BAE . B PR
KRR E mEA e Y, AR ER, PCOS
FME Copeptin 7KF4 8, HIH R PCOS A& il
SEfERE P ZR . $E 7R Copeptin 7] 62 5 T PCOS Jig
FRA PR RE . HEMIRER R, PCOS BBHAAAEINE S
B EAR DI RE S, MUK AL, SR
RET AVP RGPS, MMk K &5
W Copeptin'”', A HF 5T .75, Il 7 Copeptin 7K -
5 BMI, FPG, FINS, HOMA-IR #1 TG 7k *} & 1F
&, 5 HDL-C KFER A, X 55K e &Y
S WS ARl 32— 251E 52 Copeptin 5 HLAAAT
WL RS AT SIERER X FR . =K Copeptin AT
SRR RS ZESL, TORMEm RS . &
i 85 22 IRE B g 5 AR B AW RIS A, K
M Copeptin KF-1] &y PCOS 2 # -tk 45 5y P 4 44t
—ESF, RSN, AW E KA LG
GnSAF, TIrisin Fil Copeptin # 1T PCOS 4T #f 4% J5) i
W, N H Logistic A1) 438745 H 11L7E GnSAF, Irisin
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