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Abstract

Adipose tissue in the human body is an endocrine organ that can store energy and secrete various
inflammatory mediators and cytokines. The cytokines secreted by adipose tissue include tumor
necrosis factor-a (TNF-a), Interleukin-6 (IL-6), omentin, leptin, visfatin, etc. Various studies have
shown that adipocytokines are related to the occurrence, development and prognosis of obesity,
malignant tumors, diabetes, cardiovascular and cerebrovascular diseases, polycystic ovary syn-
drome, inflammatory diseases and other diseases. So this article reviews the research progress of
adipokines in the field of gynecology.
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1. 518
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2. BEREEFRIIT4R

Jig 17 Rl ¥~ (adipokines) EH I T 2L 2R 73t , &2 ST RILERERE . MR AP S i P B2 Thag. gl Bl
TEHE: MIRIRIEA T-a (TNF-a). 141 %-6 (IL-6). ¥ 2 (Leptin). N F K (Visfatin) % .

2.1. R 3E (Omentin)

2.1.1. Omentin KIRIE R EELEH

FH D B 22K Yang [1]5 H R FHHAT ARNRNT4121 cDNA JE 5L 3R IE 7 51 2 (expressed  se-
quence tags, ESTs)MI/Fif &KL T —ANIE BN s RIA T MAR T A M B A ¥E, a4 8 Omentin. A
2% Omentin &R A7 F Ye ik 1g22-g23 X, Omentin £ 1741 1296 bp, i 313 ML K, 7 FEKD
N 35 KDa, b8 A —AME 57 FI A — 4 4 8 1 JEAH DG X3 [2] . omentin A5 P A s B[R] Y5 1) S 44
omentin-1 F1 omentin-2 [1] [3], —-#& B4 83%#H [F & ILIE 541

2.1.2. Omentin AY%F

Omentin-1 == ZL7E i iy 40 2R () 3 o I/ At i P 3R, 3070t ] DAE ST AR AR B 1] 17 248 AR 11 &40
Ji ek [4], AE A AR 5 v 21k e e, A2 L VBE 24 A 1) 32 227 20 [3] - omentin-2 7 /)N i IR 4H IR = R0
For b EIfE N, FE SR F LT ANE] . Omentin-1 BAG M A0 BLd. PrahksiremsLfn
MAERTSEEH

I RBIEFE L, &3 omentin-1 n] FHAERERE . ACHH SR EL(RIFEIE S AT, BEPRE AR R G AE) L&
BN IR FEE A 12 O LB IR AR RS 64, A mT LSRR R omentin-1 AE A AR, 280 JadiE BEEHRIT
AT LR AR JeI8 TN 2 BE IR SER AR AEYIbR EX) . omentin-1 A A2 IX L9505 1) el R &, @
R omentin-1 (7K PR AIR ST FEBE AT Ge 0 TR BG T7 X S I A (A, FoAT 1 mT DU I JsE . {IK
RETK B A SRR DL RS F AV T BB SR 25K ¥R 97 7 VKRR = i3 omentin-1 7K1 [5]

2.2. &% (Leptin)

2.2.1. Leptin B3R R EE SR
JE 2 Zhang ZF[6] 1 KBRS, ST 7 SRR AR REIE R (Ob) & e . Bk, BTHE ML
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MR 146 DMRILRAIEN Z SR, 2T HEN 16 ku, BT KEERIGHAEE T . Leptin 2 —Fh
NEWTH A R B R EER, EE B A ORI HS4.

2.2.2. Leptin B4

Leptin #ENMRFER G 25 5hE. IR0 X RER AR TR, ERIIEY R T4, Mk ayEAR
A E R PR EEEH . 4T Leptin, B 76 ACRIBE R FEZ 4h, B4R T EEAERER,
BN, 1BE, EREMGERET].

2.3. BB (Visfatin)

2.3.1. Visfatin B3R R EFE

Visfatin F 1994 4= 5 Y7 A A1 A itk L4 A cDNA SR 3 8 1ok, [RIHGF4i a7 A 1IL-7 A 3
) B A A I EER, AT B 4 5o 1 5 X1~ (Pre-B cell cloneenhancer, PBEF) [8]. 2002
£ RONGVAUX A ZE[9]k I PBEF kR 1) /1N 5l [ 5 55 5] e AL J0F) 15 fie % 2 A2 W ik 7 7% 8 (Nicotinamiidle
phosphoribosyltransferase, NAMPT), 11 A] LUEAGIRBEIZ 5 5-B B A% - 1- SRR R A6 & A R0 9t Jig B A%
TR, XL MU L IR RS A% H R AL & B () 724, 0K e 44 9 IR e e R A% B e R2 Bl . AT BIE A
K, SRR, AN AR A R, B RN Visfatin [10].

Wi Visfatin RN T 7 q, F 11 MMNE TR 10 M ST, 4K 34.7 kb, Visfatin P 205 8452
P BN 2. 2.4 F14.0 kb 3 1 mRNA 724, Hoh 2.4 kb (e Wi 2%, il X I 5 —JFRUR] 32
HE, BRI 24y 473 MEFERR, 4y 15N 52 kDa & A i [11].

2.3.2. Visfatin By4% s

Visfatin H1 /i 7 40 B F1 22 b G e A o3 6, IFAE B PR ZURIGE 0 h 244G ik [12]. b e B e, 4
ZURLA R R ERIAB], TERRERIIAZ. I BhE0ERE, MEAGRHSA. . . 2R
WLA b R IA AR [13] BRIbZAh, #E AR St B Visfatin ({1 15[14]. Visfatin |72 {55 B IE AR
HAZ MR 7 R B SRR AE D 2R

3. BBEFSARRBHIX A
31 EMEFSAMRYEERRIXER

EMEFS5SRIPREEMENXR

Z B U0 BLLEGAE(PCOS) A2 8 ILIKT P 70 W/ AR B, TR RIS A, SR IS 28 R A ¢, O 5 ) 36
RIEFHE N B A BN E 4 S RE. 57%A PCOS K& ML, PCOS B HIEH JORELI M K 3855 4
JiE DR 7E AN b B 25 B0 P A 4RI R F R KCF B B . PCOS M4 B SOREHOA N SHERE. S &
HEBT(IR) A ER o 2 hEAH BLAE FH[15]

Omentin-1 7£ PCOS E# HRIEIHOL, A —LLAHRMAF T, Al LE[16]@dx} th 120 %1 PCOS
SEE RN 128 151 g BR ARAS B B 2 B9 A TR 3 AN 22 e ME IR LTS omentin-1 /KSF, B PCOS 4 1fiLi% omentin-1
KPR AT X R ZH(P < 0.05), IfiLiE omentin-1 5[ . WHR. £ . BMI. FINS, TC. TG. HOMA-IR.
LH 2HUHC, AR omentin-1 SHERIAEHE. R4, BRE FIMBTOR)FEDS, FIREEIT 2 5 5 & R K
DUt A L FERE M PCOS IR AR R .

Leptin 17K 59E PCOS X BRZLAHLL, PCOS 31 Leptin /KFFt . X2 Sai-Hua Zheng %5[17]i8
it PCOS % Leptin /K- F I RGNEVENM A ZEZE AT TR I . Leptin ZK-FFH &l g 5 2 FOPELEE AR
IR, AR AL AL Z O MY XA, XATRe S 2 ROV LEEMERR AR A 5% . Micie 55 A
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[18] & BLALIE PCOS M3 1) Leptin 7K-FIH & i T AEALRE PCOS EAIXTHRZE, WiZH PCOS HE MRS R
BRUBE N Leptin /K2 AAHIC . JUAESS, Erturk 28 A[19]4 &3 Leptin 5 HOMA-IR 5 = i & 2 IfUAE 2 (7]
TEE R FA M, £ Leptin /K P S IEREA S . Pehlivanov Al Mitkov [20]753H! T AH S AU 45 5, Al 5
NG Leptin ZKF5 1 B HZ AP MAEE IEAE DG, HAEMETE G, EMESK— e it &
) BMI AT IEHEEM L. 5 Erturk B8 7525400, Nasrat 2 A[211% 31 Leptin F1 BMI 2 #EH2%, HS
Jil 5 AP B A O, (BT PCOS &3, WA XIELL, JF HI&A 2 7 FHL LAk A7 i —
HAIE. Garruti 25 N [22]4508, TEBZ RSN ZRE I ARAERE PCOS B, i BRI+ 1) Leptin /KF
BAK, 5 BMI RIS K IMAE 2 & A G

Visfatin 7 PCOS & h ik i, X—4518H1 Abdul-Maksoud Z5[23|WF 58 K B [E)IS) kR &5 [24]
BRI, AT IR LR, PCOS #E MK Visfatin /K4 m, PCOS HIkA KRS Visfatin 7K
SERROG, ISR B AR E R . (R, BEFC A — S8 e, L Jing Zhang [25]55 @i X 21
Y2 B R LR GAE G N 21 220 R E HEATHE AR I, A BUCIR S = ARPIIR): Wik #EHd, A
Tt PCOS M52k # I3k Visfatin ACPYIR KA Gt 2 XS, R Visfatin /KF5 BMI.
WHR. T. LH/FSH. FINS Flfifg/KFI 3.

32. RIEFSAMBHERRBRIXR

A iR B & AL R, PISK/AKL (Phos-phoinositide 3 kinese/protein kinase B). AMPK (AMP-activated
protein kinase) MAPK (Mitogen activated protein kinase)% {5 &£ S8 i ) 57 & W0 » 7E 40 M 3 AN R T2
S A AR . PR R R SR I AR B T TR B R . A R A SR S R (eNOS)
AT Akt FIFEFE FSE A, W0 ORI eNOS SRR A0 R I B ZAEH, RIS il Akt-eNOS
BB I R A KR ERAE RN, BERIIEE-3 BEE(PIBK) I LS Akt-eNOS, MMl 44 B
PI3K-Akt-eNOS Z A5 T il EK, 70 CUIF S5 5@ B TE 3 3 R 5L K] Ras 75 5 10 g A= K DL e i ff ik
R ATl /> [26]

3.2.1. BEREF5IMERE

Y[ EL98 (Ovarian cancer) 7E iR} & T W RE B B (R s, | A B 89 /B % 5 SR AE A7 R mT I 90%(H /&

0% EE IS AT M, BRI 2%, PGz, BoliEdE RIS 5 FAFRMN

46%.
Omentin-1 5 51 S5 AR VR ARIE T HH B0 7 AN — B SR . — 00k B L H MW ioE, op S 8
M+ Omentin-1 7w T I X IR [14]0 10 53— T05% AR FU AL, e Zm) SR O SR pe i i 37

Omentin-1 7K~ B SAG T8 e 2o A R A RRm B, JF H 513 CAL125 /K2 83 i 6.

Leptin % #2 il 1 #4005 JAK-STAT3. PI3K-Akt Fll RhoA-ROCK 3 % 184 finjes 40 i i # AR 28, ik o
HUBAM R RS . NIRRT, 4ERE TR MR () 7R TR AL [27]. Ray A S8 AN [28]H7F 78 K HIL
1E YRS B AR TS Leptin KT FAK, [HI Leptin A1 Ob-R 7E 5P Sy 4 40 () i R I R i B A 1R &
P,

Xt T Visfatin 5 G S48 A SCHERE 70 10 S b Aseb, A — U Fe i ad xf 70 {51 09 L | R R, 28 4
B 55 [V g S5 K 20 AR FREARAS NN T 20 b, A5 R RN AL b R R I Visfatin WRFE R E = T
OB R PR R A SR T RN, OPEL b R A I Visfatin 5 T N. FIGO 4+ ¢, H 1I-IV
WA G Visfatin ACEREZE =T 1 N EE, HE5EEFER. BMIL MRHS U8, - 0F & G
A IR[29].
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32.2. BMEFEFERERE

Omentin-1 MIEWE 5 BMI. [ 8 R IKTTIEH(HOMA-IR). 2 IEIE & 2. IL¥E. Leptin. TNFo A1 IL-6
S A1AH5E[30] [31] [32] [33]. Omentin-1 7£+ & MBS HIAE - MANE R, HEENRRSEA EZRPR
fEA, TIREIEE N Th-2 40 AL R 7 (46 1L-13 £l 1L-14)R S8 .

Leptin 7EAERESSAE T 40 ib B N [34]. Leptin A ¥ T 5 W IRALSUIEEIER, TS Rigk, KBS
FAKRET 1 SAMEFEANIE[35], BERAEKRE T LRSS RAEKR T 2 #5715 NS0 REE L,
Jo R S R R 2 A C[36]. IXTTAERNEIRZR . Leptin A I 25812 70 T IIPEFR K0 18 A I 2 40
A BUREAE o

Visfatin 7£F & P i 38 05 th & B S w, I HEFEARBEHS R o HIlsRIE, XA
FJ& H Tian S5 [36]i8 1 XF 120 41l 5 A s 5 A 120 451l B st HR 35 1) MY 22 AT Rr U BT 45t

4. ER5RE

e R T — M A 2 AR A A, el R TR A AR R AR P RSB
EANH, S5 RAERN R EREIR . BERIE . ShBKRAEREAL . AFRr 5 PR JORE, iR S 500 5 D) AT
Ko (B, HEDMRENIRT, 0 Omentin-1, HBARMAIERIHLE] A UER I A RNIITTL, &2
A Ja W P R T, DB RE O PR IC I SR T R R, ARG TR AR 7T L R
K (=
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