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Associations of serum leptin, adiponectin and resistin

with polycystic ovary syndrome
DING Fang, ZHOU Jing, YI Xiao-fang

Abstract: Objective To explore the correlation between leptin, adiponectin ( APN) ,resistin ( RST) and polycystic ovary
syndrome (PCOS). Methods Sixty-five female patients with PCOS treated in Renhe Hospital of Three Gorges University
from January 2016 to January 2017 were selected ( PCOS group ), and 65 age-matched healthy women were served as
controls. According to the obesity criteria [ body mass index ( BMI) =25 as obesity ] ,PCOS group was subdivided into non-
obese PCOS group (n =30) and obese PCOS group (n =35) ,and control group was subdivided into non-obese group(n =
40) and obese group (n =25). BMI, waist-hip ratio ( WHR) , homeostasis model assessment-insulin resistance ( HOMA-
IR) index,levels of fasting blood glucose (FPG) ,fasting insulin ( FINS) ,luteinizing hormone (LH)/ follicle stimulating
hormone (FSH) ,leptin,adiponectin and resistin levels were measured and compared among the groups. Results BMI,
HOMA-IR, FINS, leptin and resistin levels in obese PCOS group and obese control group were statistically higher than those
in corresponding non-obese groups,and adiponectin levels were lower than those in corresponding non-obese groups (P <
0.01). Compared with obese control group,the levels of HOMA-IR ,FINS,LH/FSH increased significantly, and adiponectin
decreased in obese PCOS group( P <0. 01 ). Compared with no-obese control group,the levels of HOMA-IR,FINS, LH/FSH
increased significantly ,and adiponectin decreased in no-obese PCOS group( P <0. 01). The correlation analysis showed that
the levels of resistin and leptin were positively correlated with BMI, WHR and HOMA-IR, while adiponectin level was
negatively correlated with BMI, WHR and HOMA-IR (P <0.05). Conclusion Adiponectin may be related with PCOS
and obesity, and resistin and leptin may be related with obesity.
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Z % U9 828 B AE ( polycystic ovary syndrome,
PCOS) 1935 4E YK i Stein Fll Leventhal 421}, B £ %,
R UL B AR e R AR R A AR I
LI 5% ~10% , PCOS Ayl K 2 B0 A0 5 £ BAE
W ot Z AR E A L A 22K AL R S R HESR
FURAERE . PCOS MV 7E KM 5 AL 4G 2 A PR |
o I O LA 9 0 o AR JRE 2 PCOS A9 % WL 42,
AT BE TS F I, HE /AT B £ fin EE PCOS Y Il IR
JEERRED T HE RS AP (IR) SE A T B B A5
(RS . PRI, BEREXT PCOS H 3% 114 K- B B 25 3F
HIEE RS . SR, BB RS 75 2 PCOS Ay 250 I K
e HE (R R ) i AN AE

IV R 2 IR AL 2 A IR A 22—
SIAAMNTIARE , S 598 &R I B, WA
EPFEFNAE 7R A RE fETH AR SORE RN O I D) g
ARG . T4kt & BUIE i R 7t B 4k L B SR A0 JE
IEAAZAHRRL I LA B L B R B B A 2
A, BELS RS E R RIE S TIREA K,

9 Z (Leptin ) | JI§ ¢ K ( Adiponectin ) | #E T %
(Resistin ) J& e & B0 A B 7 240 FEL 4 00 11 2 BT 1k 22
JIK, RIS 4 AIESE =38 1) il S K- 9 5 R Uk 22 ]
FR AR AE DG, 300 A e LA B A - A AR
JESRERE MR FCHZE AL S IR 9 R E D),
HAG7E A AL K2 IR B 522 9 40 Wb 59 PCOS
LRREN A TR EE AR IR S5m0k kR
K HIEARIMSF IR Z A B 200 w4 fF i — 2 9E .
AW S TE LA FI TG PCOS {H 4 98 2 JRIE 2.
BT R AT, AT AT 5 R B £ (BMI) | Il B 5
2 IR RS K2 E LR, BT,

1 XNHR5F*

1.1 R % HEE2016 451 AFE 2017 4£ 1 ATE
SIRRAEAT R BEBE LIS HY PCOS Lok 83 65 1], 4F
i (27 £4) % . PCOS 2WikRifl . 77 & 2003 4F JFEHF ST
Il P 2> LU E ) RCOS i ofiz, - HE B A 2 A
QAR K TS R AL b R R B A TS IR ZE B AL |
WAFL R MUAE 73 WA AR B O AN L iR 25 . IF
TEPEAT I DL C (4 (g X FR A 65 ], A 1% (26 £5) %,
IR R B IX 2000 4F ) AE kb o ( BMT =25 Sy i
JHE) K PCOS AL 5-73 S AL JfE PCOS 26 (30 f4i]) , JiE
JiE PCOS 24 (35 5] ) 5 5 XJ B 41 73 by HE AE ik XS AR 4
(40 f51]) FAC XS HE2H (25 9]) o FIr A W) A1k Bk
HoAt 23 850, 6 A A NG 28 25 i s, G
O BN A . AR TE A BR B 4G P 2 Y it
i, B Ay B B A T R

L2 7%k (DWEAREAALETALRNE
3K, MAHTAEE—K, B4 8:00 B ki, 5
B B - 20 CLR A, (2) Kl gy vk 25 8 il b
(FPG) R FH 7 % Bl 40 Ak Bl 05 0 2 =5 I B i &%
(FINS) f2BRy iR (FSH) (B R4 i & (LH) SR H
JHCS o 1 A o I3 HE T 2R ELISA 3R i 5
MLY% 2 K AR IC 3 AR A ) E 1 (BA-ELISA %)
TURE 3 A B A% i R 50) 6 Ul W R A 5 1M 375 G EBC
FOR A e (3) IRARZERY P iR 4 HOMA
BRI 2 0 1) A 5 IR 48 %0 HOMA-IR = FPG x
FINS/22.5, (4) MR H - 46 1 Pl R Pl %) HEAE

1.3 %it® s SR SPSS 13.0 Goit i f: b 3%k
R ORH 2 s FOR RS FEAR ¢ K236, P <
0.05 hEFAGI¥E L,

2 7 R

2.1 %41 BMI, f&% 1t HOMA-IR  FPG  FINS  LH/
FSH ybdx  ARJE PCOS 4H N AR JiE X BR 41 %) BMI HO-
MA-IR \FINS ¥ FAHR AERE L (P <0.01) o JEfE
PCOS 41 HOMA-IR .FINS . LH/FSH . 2 i F JIEt Jpk it
BEZH AEARE PCOS 2 LA b F6 b i 2 o 3 AR e Xo) B
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PCOSZHARIE 2 B E (X FAE AL PEXT R4 (P <0.01)
W32,
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*®1 448 BMI BEELL HOMA-IR FPG FINS LH/FSH Eb#: (% +s)

205 1% BMI(kg/m?) IR HOMA-IR FPG( mmol/L) FINS(mU/L) LH/FSH
O PCOS 21 35 29.16 +1.51 0.85 +0.11 3.50 +1.36 5.02 +£0.43 19.51 0. 61 2.36+1.29
JEAEE PCOS 4 30 22.50 0. 80 0.82 0. 09 1.90 £0.79 4.86 £0. 86 16.34 £0.91 2.80+1.16
i 22.419 1. 603 5.914 0.917 16.210 1. 450
P1E 0. 000 0. 099 0. 000 0.364 0. 000 0.152
JELJb %ot HE 21 25 28.86 +1.57 0.86 +0. 10 2.54 +0. 68 5.26 +0.58 11.00 £1. 17 0.75 £0.39
JEREREXTRRZE 40 22.24 +0.98 0.83 +£0.07 1.09 0. 44 5.10 £0.85 6.82 +0.74 0.68 +0.27
i 18.905 1.588 10. 433 0.822 15.910 0. 780
P 0. 000 0.121 0. 000 0.414 0. 000 0. 443

1, /P, 18 0.793/0. 431 0.752/0. 451 3. 633/0. 000 1.795/0. 080 33. 162/0. 000 6. 949,/0. 000
1, /P, {8 1.177/0. 243 0.779/0. 444 5.104,/0. 000 1. 183/0. 241 46. 926/0. 000 11. 155/0. 000

TE -1 WALRE PCOS 21 HAL XS REZH LA ;2 SRR PCOS 21 I HE X BR A e

T2 HEEE BERE KRBAKFERE (vzxs)
A5 B EEMmgml)  JRKE(mg/L)  HBR (ng/ml)
HERE PCOS 4 35 16.10 5. 01 0.81+0.75 5.01 £2.71
JEAEREPCOS 41 30 11.30 +3.98 1.28 +0. 83 2.88+2.68
1 4.287 3.788 4.482
P{H 0. 000 0. 000 0. 000
idiipapistacl 25 17.90 +3.94 1.86 £0.93 4.43 +£2.32
FERCHEXT R 40 11.80 3. 06 2.99 +0. 80 2.57+2.11
i 6.982 7.825 4.923
P 0. 000 0. 000 0. 000
u, fE/P, 1.564/0. 123 7.062/0. 000 1.343/0. 185
1, {8/P, 0.563/0.576  14.065/0. 000 0.765/0. 448

TE 1 AR PCOS 4LRIAL LT IR 20 4252 A AERRRE PCOS 2 Ak AL e Xt
A HR,

R3 ER BEERE RAESERKCSTEREHEX S

BMI B L HOMA-IR
211t P
r i P{H A P1H r A P{H
P = 0.45 <0.05 0.51 <0.05 0. 69 <0.05
IBEcZE  -0.71 <0.05 -0.56 <0.05 -0.63 <0.05
P 0. 49 <0.05 0.41 <0.05 0. 56 <0.05

PERRUSER 531 o o0 2 AT BB S TP Kk i A i) B B
YL, IR e BRI 8L 17- 210G S 5 00 AN
NS S [ E T A

BT A B, A PCOS [0 £ P i) 98 2%
KRS, R W BME AR, SR, 3T 2E L2
AF UKL 20 I BB % 5 B A B AE o 2R X AP T =S BMI
Tk AR BN g — TR 5T Pk B, 1R OE W
PCOS 2z M {4 P 1 25 1) 98 R 7K 7 J2& 1E % % IR 21 19
545 LE R E B — TR 5T, BMI S FE A IE % (R
FIHA T AAC PSS, PCOS 5835 114 1ML 75 0 B9 960 9 o
KT TR IR TR [ A 5 45 B <o
P TH 8 G FAERE Lot R PCOS TR P& 2RIk,
WA MEF E LR APPSR R, 04
I8 ZKOF 4 I 2 T AR MR B4, PCOS 4 5 X B 4 1
I IO TG 1222 5 ( BMI [RS8 15 L T )
JEZ 5 BMI, B L . HOMA-IR £ 1FEAH ¢, 5 PCOS
ToK. EH NN, ERER B B PCOS 2k,

Jg 7 A A 22, 0l 59 KT R v, SRR A TR AH
Sl IR NG W A S A B NG T T, A
FEJHE IR I PCOS Z A Y R 22—, %t PCOS
KIFHILH A — A — ) — BB R AT DL AR R A
BN o[RBT, B TR ] i I o3 A R R AU ) 22
S, RIHAER R R ATRE b & UK RO B 107 PR 7k S
SEATRERY . BABISE & B, PCOS A Z i ¥y BMI il
IR 5 1L %598 2 2 IE AR 56, Hif HOMA-IR, J2 %} IR 5
I 5 BEURR A G I 532, BBSUTE B — > PCOS iy Lo b rp
Ho#r HOMA-IR , 9K J5 % IR o 9 Bh A8 A= 36 7 =K.

NEER R —FhAR TR 7, & — R A X T ik
30 00043 ih 11, HAE AR A1 4irh 3258, B
JiR & R . AR A IS IEEX K 5 LH \LH
F1FSH HUAE 2L 3 02 MR L S2 TR | H 9k =7 |
{5 B RS AR 1 IR [ i FPG  FINS K A4 N - 2 6] 47
FERARRS . EAME ISR I, I PCOS M3 I
HIR IR Z KPR AE F RSN 2R E A I T B, $5 ] BMI
RS . Vibikova 2 RSt & B PCOS
T MIE PEER 2 W W AR, A1 E R B PCOS &
H M RS Z K- H0 FRLH AR B IE 25 LA vh
T45G 45115 PCOS AHE . AR B Fe 45 5 s e
JRELH IR IBE 22 /K45 S 2K T AR N k4, PCOS 4 g 15k
ZKFB BALFIE PCOS 41, 5 HE 2 5 BMI IR 1 |
HOMA-IR S HAH:, #2775 TEiE PCOS if L 5
NEERZFE B UIAH 2, Al VE A vEAS PCOS Fl/al AE B 1 15
bro ARBRERZR KT IR AT AR A Tl g e B & A 2 7Y
PR KUK B g Sz A5 7 BRIBE K AR AT RE S A
JE TR AR ZE A A FL A B A 06, I
e R I5E Z 0] GEAE PCOS ARk .2 HOBH PRI FILO 145
PR 14 S PP T REAR B AR o

WU R B A IR FEA 10 IR 2 RO PRI 1
BHERZE, AR5 b, g HHT R K
e HRPT Z AR D7 40 M X 2 45 05 0 A A2 F
IR LG8 PN B2 A e R AR AL FINLAS AR il KB ZR T LA
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P BRI LE T RE ST, AR P RS LA 3R
B, UNT Fefi AR AR . SRPTER L 2 TR IR
Ji IR HI PCOS 24 4 IR, KT R B ot 5 L
52 BIBE R A B IER . RPTEOKF S B IR
i1 2 FEUBE PR (19 56 R AE PCOS 84 th A3 BIESE
ABFFEN R, PCOS kA FA Ik . S A iE
$&7Rk PCOS [ R P12 F B KP4 Jin 40% , 5 BMI
PR M | A SCHFE Hh , PCOS 4145 % 1
ISR TG4 22 57 AR PTR S BMLEELE |
HOMA-IR BIEAMG, IIK RS SN IR 2
[l ) B SRS

MZ R MRS IR B, JBEKR.
PCOSAHI IR % UIAH G, HE &8 1 IR, L, ARk
R YU AR AR AMESE AT REXS PCOS AEJHE B I
IR RF IR JRACIH R BLEAT B 3,
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