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[ Abstract] Retinopathy of prematurity (ROP) is a disease which the retinal vascular system is not mature at
birth,leading to cessation of development and abnormal proliferation of blood vessels, in a relatively high oxygen
environment. Adiponectin ( APN) is an endogenous bioactive protein secreted by adipocytes. It has functions of
regulating Glucose and lipid metabolism,inhibiting atherosclerosis and protecting the cardiovascular system. APN can
inhibit angiogenesis which may be involved in the occurrence and development of ROP in recent research. APN may
be regulating the serum level of tumor necrosis factor a ( TNF-a) ,insulin-like growth factor 1 (IGF-1) ,and vascular
endothelial growth factor (VEGF) A to prevent the development of ROP. The expression of APN is also affected by
fibroblast growth factor 21 (FGF-21) and long-chain polyunsaturated fatty acids (-3 LCPUFAs) at the same time.
Understanding the role of APN in ROP can provide new ideas for further study of the pathogenesis and prevention and
treatment of ROP.
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o APN A P A L= R R 3 i 24 267 000) |
7S B CHIXT 43 J5 4k 29 29120 000) 01 135 43 F 4k 5 5 9 (AH X
43T Bk 2945300 000, £, 5 18 ~36 MK IT) i TB A AF7E,
BERR AR APN' NS K AR A A BEERE APNTY L R
A2 2 A APN 1] 15 2] — A 2927 000 19 B3RP 45 #4938 R Be
(gACRP30) , Hoyfi ¥k b4 K B APN 58, APN — iR 76 (1 {4 I
J1f5 2L 4 P 5 I e 2 P A R I APN A BRI
L3R APN {4 R LR B 5 ~ 30 pg/ml”
1.2 APN 7EHK P #4943 A

APN 75 H (A Jig i 21 P 23k 5, TE AR (IR 5 41 40 0 L
AN B UL LT3 UL R R A i A T (R SR
WL APN [ B2 E SR R SRR IR S R 16 1 1 R
o APN JE AU A FE BB T [ (5 ~30) pg/ml], 5
IR A9 0.01% 7 A /IS BRI HR Al G 0 F) 3 Fh 7
f&: APN 3 {k 1 ( AdipoR1 ), AdipoR2 #1 T-¥5 Zi &
(T-cadherin) , ¢ 51 75 S0 A% J2 vh 2% 3 5 78 N 288 400 060 JBE b A ) )
APN ,AdipoR1 #l AdipoR2, AdipoR1 #1 AdipoR2 7 7E F 4 /i
[ EZ DT = S
1.3 APN {9356

APN 5@ 1 5 AdipoR1 F1 AdipoR2 % & & # #7717 ¥ . if A5
RBHEIE, %8 & 7T RIS AdipoR] 16 1 #
WL F & X ERAL APN SR 8038, T AdipoR2 F2 383k T
FEME, %t 22K APN 3R 1 J 800 APN 35 5 AdipoRI i
AdipoR2 254 i1 AMP 35 4k 25 19 4 i} ( adenosine monophosphate-
activated protein kinase, AMPK) 3% 1% Fl it & 4k 49 it < 3% 4= ¥ %
1% S A& a( peroxisome proliferator-activated receptor-ar, PPAR« )
A2 VR 5T A JoE A A g B A, S E R UL AN B Y s s 7R 4R AL A
R WS 35 i 107 R R A L BE 3 AR R K BT Sl Ik oS A BE Ak 1
PE N APN AT 4 IH [ G R 5 A% -1 ( cholesterol
acyltransferase-1 , ACAT-1) 4 [ i 3¢ ik , B 15 P, i ACAT-1
TE AR E B ok oG RE AR Ak S ol % AR L AN, APN W]
5 AdipoR1 AdipoR2 45 & , i i i £ ¥ 2 1ot g A A o 28 1 e o™
Az -2 - 4 24 % ( sphingosine-1-phosphate, STP) , {2 3.0 AL 41
AR B 40 ML G F 40 M U T s APN Rl T-cadherin 45 4, 75
O A R B

APN ELAT 36 JB 8 2R BP0 L 9 19 iR B ARt | T 08 2 Bl
A 2l bk ok A BE AL DR AP0 L RS PURAL NI B R FE 2
PR30 0y fg 20 L WE T & B, APN S A 40 B AR I A R R
BRI

2 2APN 5 ROP gy Bk
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Fu %0 T 46 GiRGE /N T 29 F R LG L APN ¥
JiE A E I 1 UCEDE A G I 3 D 35 4 LR LI
i APN KEB AR F 2 A )L, LA ROP 41 5 & ROP 4
AL, ROP 20 APN K RE 2, HEDI R APN ZKF- 7] fig J2& 2 3
ROP %5 R P Fu 452 %F 50 i) 4 26 i i A 23 ~ 30 J4
AR TR A 348 ~ 1 716 gty B JLHEAT AR 1 RN I3 APN

VLI A, R LA IR I 4 3R i L L B I R R o 4
L Mg APN KRR, AR APN B S 8O0 W B i 45 & & &
R, S ROP
2.2 HSRIEREBFSE

Jg T Wil APN 5387 A 1L 5 9 ) % ,2009 4F Higuchi %"
A B LA N R P B Z A0 A0 JR R AR SE APN (9 5 ik R 5L B
APN-KO (APN B[R B ) /I BURT BT A 70 /) B 7 S0 5 2 MR L )
i 95 A8 ( oxygen-induced retinopathy, OTR ) 55 &Y | 2% 5L % ¥l APN-
KO /N5 OTR /INRAH L, /A B 22 95 3P 400 190 0 A 1 48 T AL
APN-KO /)N BUIE & 148 80 2, R OIR /) BUMR Y Py T8
APN {3 T I8 AE K, 10 40 95 B8 1 B A= 1l 45 O B, TR R, S
JEAERN 75 APN 45 APN-KO A1 OIR /N §US , il W] T APN X
A I T B A0 A . S g N AE N RO A S A 10 R
(P1O) & A5 2 ZUWE 1 il 2L B ( Ad-Bgal , X B4 F/h R4 K
APN R (Ad-APN, 5256 41 ) 19 IR 8 0k 40 5 5 A 2 A4
APN-KO F1 2 41 OIR /M. 455K & BL, 78 P17 Bf Ad-APN
SIS Ad-Bgal X B ZH OTR /)N BUA 199 JI8E e o A6 1M %7 170 R
FW D APN-KO /N 45 R — . T J& Ad-Bgal 4b 3
5 Ad-APN 43, OTR /v R b 400 199 5% v 37 A= it 48 18 R 1 3 L
APN-KO /N> . G, #hFEAMEE APN AT fff APN-KO /N Bl
g L A IR T A I R e b, Ho 2 R APN(OIR /MR H
B4 +5ME T Ad-APN) 7T 3JF — 25 38 55 OTR /)y BUHE 19 B v 1)
T3 BRI A AT o AN A HE 45 B S K W) APN IF AT fE
3 3ok ] 4 0 P9 B e — 4R f6 & i ( mitric oxide synthase, NOS) [
i, I — F AL A (nitric oxide, NO ) X Ifil # P4 52 40 M 452 153 , 4t
FrEH 0 08 N R AN 0 3 RE L DA T e 0 s B T A L Y
T AR

WFFE 2 BR, 16 BT A= i 4% X B0 APN e A B2 o T
APN ELA PUBT AR M A T PRAE APN Bl = 5 56 A1 M I
Pk APN Fh 78 5296 24 ] DLAS S APN X 357 2B 1045 A5 400 0 4 60 45
s APN ZE 8 A= I A5 DX KA A2 1m0 sk A i A A R
B E AL, X T ROP & /4B & R EE L,

3 APN #07 ROP g 48 X 41

3.1 APN AR FE A T o A 30046 38 A2 1l 5 T %

APN A I 35 A0 21 23 Bk 9% 3K %€ I F o (tumor necrosis
factor-ac, TNF-c) 7K -, B 40 il 7 75 1l % ¥ ik . Higuchi %" 3
i SEHF Pt E i PCR J5 2%, b4 OIR /) BRI APN-KO /]y UL
[ b TNF-o0 I MR B o 45 T R BRL, 45 95 48 B0 /N BUAH [, APN-KO
/N LR B LI TNF-o mRNA Fl TNF-o ¢ 3 5 %5 38440, APN
U HL 0 i T TNF-ou B9 2 B [ B, Higuehi 251 58 4 45 45 F
FUBE O 3k P (Ad-Bgal, X B 41) M/ Bl & K APN 3
(Ad-APN, S25G 21 ) i B 75 81k, 43 531 ' A APN-KO Al OIR /)]s
B, & B P14 i Ad-APN kb B &8 3% F#{% T OIR /N B #1 APN-
KO /NELURLIR B ot TNF-o mRNA #1 TNF-o ¥ i . Park 2™ Fn
Waulster-radeliffe %) B 55 % B, APN #] L4 i TNF-o %% 5%
H mRNA £ 1k

WF5E % B, TNF-o 7 45 O 4 3 6 9 S5 I, 5 W 00 190 5
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TR R, 25 T ROP % 4 fn s Jg P70 Shi 4P g
TNF 40 5] 300 b B30 ) 52 960 20 45 2 (4 0 PR AL M B, S22/ R i
B I A TR /DN 5 Gardiner 25 7% 7 BBk TNF-o 3[4 5 B9 OIR
/N BRASE Y Hfr i T BT A R0 00 1) TNF-o0 A FH S 28000 20 1 5 B
LA L E 52 7 40 TNF-o0 X6 395 A I 57 11 40 46146

TNF-o 215 7 APN X7 4= Il 45 B9 90 0 £ . Higuchi
41 Ad-APN 1 Ad-Bgal 4L 3 OIR /) BRI TNF-KO /NEL, 5
OIR /NEUAH H, TNF-KO /N B0 9 5 5 A i 48 v B 0s 2>, 1H
Ad-APNAR B i TNF-KO /N B 3T A 1485 % sk 20 S (83, 3 1
APN 3 e 41 i) TNF-ac 7K -2 2 4% 400 5 37 2 10 % B 9 76
5 —J7 i , Kociok %) Gardiner 2 fil Tshida ZEBF 5t % #
1440 1 45 2 i DR 7 00 DO S5 8 S A I 5 TR 1 O R o
TR A A 2R 2 oG B 1 20 R ) T S e T
TNF-a XF APN % ¥ ff Fi 19 T % ¢k, Ad-APN 34 77 & 1% T
APN-KOFI WT /] B o #0145 2% 46 oF kG B %) 3 40 7
o WG, A Ad-APN 4b 3 TNF-KO /N, AS 5B RS Bt A9 =1 40
Jitd 5. 35 ek /L, 7 Ad-APN Kb BR % WT /N B 25 0620 1 400 K RF
PR, APN 01 ROP () HL B 2 — & HL A TNF-o 1 2 35 M T
A A LA T R
3.2 i APN RS B KN T 1 KB R IEM %

AR 80 L3 APN Y J3E T L3S I e 5 ZREAE KR F 1 (insulin-
like growth factor 1,IGF-1) il 3k, W52 ,IGF-1 f1 APN ff
FE—E A HE . Sirbu 280 FE — 10 X F AR B IR 6 0 JE 4
V1 85 D T BIT S PP A 201 91 AR DR P TR SR £, ST B 4 i
H(41.1=11.9) %, - ¥ {4 i 5 45 % (body mass index, BMI) 3%
(44.1£8.3 ) kg/m’ , Z5 5 @R IGF-1 5 APN £ 55 ) iF A 56 (r=
0.216,P=0.003) , Pearson 4} K fil Logistic [a] I 3 17 Al 3¢ 43 HF
S B i R A L MR T R4S B C B & 1 ( Coreactive
protein, CRP) Ji5 ,IGF-1 5 APN {5 2 IF #H G

W)U g TGF-1 ¥k B AIG i im 4 & & 18 3R, #F 10 2 3
ROP, Hellstrom %" % 8 547 Lt 25 J5 7. 90 100 3% TGF-1 ¥k JiF
k5 ROP C R & V). B NI 1GF-1 ¥ B2 bl i A= BG4 5 hnnimi
HE AT YR TP AR OK IGF-1 e BEAE 22 24 ~ 36 JE A HE fin,
72 T R W o 42 33 A T AR G 5L L IGF-1 vk B AR AR
PR 45 44 J Xt B T JL ROP £ & A 75 24 ~ 36 22
JAT B LML TGF-1 ¥ BE R E 24 £5 B 4 K7 1 JU IR T R
JE LT R R IS FR R VR Liegl 2575 gy 0],
LI IGF-1 ¥ FEAR AT e 5 ROP kA= 2%, H. OIR /[ Hh 4b
RV RN FE TGF-1 ] WY S8 400 9 0 7 A o 5 2 AR, 8 005 2 L
W13 TGF-1 ¥ B 4% 7T fiE % 3 ROP, Cekmez 25" X 88 il 7&
2007 ~ 2009 4F Hi A= [ I e /N T 32 J L7 Lk AT RIS o L5
BL, TG ROP 41 [t ROP 41 1fi 35 1GF-1 % J& 1 5 , 57 JL M 35 1GF-1
e AR AT L2 30 ROP 9 & A

WA, Lofqist 257 F1 Hansen-Pupp 2612 % 31 76 5L 7= L 1L
i IGF-1 ¥ i PR AR IR ¥ 5 ROP 2B R i L2 IEAH 56 . BRI UtL, B 7
JLIMLE IGF-1 ¥ AR AT LI 5 2 ROP HL7E IE % ¥ B 1L % &% &
E R 2 (5 R

3 ek 5 G I3 APN K SF- Sfe 3 T IGF-1 1M 395 vk J& , vl E 48 iF

B LA B E R R F L Il ROP B 4 38l 4% ROP ™ T 2
B (AR E RN, AP LT APN 5 IGF-1 MG 45 5k
F — ZUAC e B AR Lo e, by T B FOAS B D7 1T B IR G R A
ST L LA ) g A B L IGF-1 F1 APN IfiL 3 ¥k J3 55 (1) B
o BLANEA B HE 5 A SCHE P JE , 4 1B s E i A 4 I
T APN KOF I WAL APN 5 IGF-1 KPS A
Watanabe 25V #E — 3 3¢ F .0 J1 32 38 B B 58 vh & B 1L %% APN
WeJIE 1 IGF-1 e JiE 5 A D% o Gannage-yared 45 7E 153 fi fi
B 114 B2 1 0 41 S5 M b, B APN I IGF-1 22 i) 6 2 35 114 A OC
4 ; Kanazawa /%"5“8]?{5‘!'&? T2DM f4 WF 95 o % B, IGF-1 Fil APN
UM IC 1B G g 1 T T T Y, PSR O R 58 R R RE TE R T T
WFSE v B3 i A3k — 20 1 i DR 36 A B 22 B 4 1) T 5 0 T 1
B3 APN X IGF-1 K- i SE M2 B o Hk, Bk Ml o
JE Y IF T A 2 A6 A [7] 26 Y Y B8 35 R TGF-1 K F E#EAT Ry,
L3 b A 07 240 e PR T 6 2 A1 B ) s AR 25 1 2 L, O L AT R
Bt BUMT TP JE 45 B RN Y L APN 2 7 E 3 4R w5
IGF-17K -k 3 il ROP 114 32 e A1) 9K T 0 78 B3k o
3.3 APN WM& AN R A I T A LR

APN fifi Ml & W Kz 4 K ] 7 ( vascular endothelial growth
factor, VEGF ) -mRNA FI VEGF 3% {& fy 3 ik 9 /b, #F 1 #0 il
VEGF /& i fI 3k . Lyzogubov 4/ 53 R W, I ¥O® % & K
B TK 26 T35 A2 1l 45 2 i ( choroidal neovascularization, CNV) 25 10
K, &5 PBS 4k B BUAR L, APNp I &b 2 % < SURE ¥ i v
VEGF V& BEFEAIG, 2 B APNp T 2 By APN [ BRAR 45 4 480 & 5L 1Y
Jik,APNp I 55 APN 32 A& 3 58 i , APN X} VEGF 45 ) i 45 JH] ; i
1 H e zs U0 B2 PBS AR SISO 5 S CNV 41 R APNp 1 40 3
BWOLiE S CNV 4, &I PBS 4 MG 2 CNV 4 VEGF-R2
mRNA BN, 1 APNp T &b # v fff VEGF-R2 ¥ & B 25 F 28
X5 HE 2 AR ]

Bora % "V 58 % B, F 8 41 APN( recombinant APN , rAPN)
5 APN k4 #RHOGHE S CNV /N, AT LS80 VEGF /KT BT,
Srinivasan % " 3 75 1A S0 S 56 HIE ST A IE o

TP WR R, B A VEGE JE [ £ A5 1 19 ROP 8L
e B ROP ¥, H 5 ROP S % VI4H X, VEGF &
A5 A B A B R, G2 R 5 4% S 1 BEL I 7T LA 58 4 BEL AR L Y
[ TRA N 1K | A TR I A S < | U\ B U ]
il VEGF LABH 1E ROP %A= Kk Jig o

4 B APN Rz EE

4.1 A M A B F 21 520 APN [ Rk

Fu 28 BF 58 F2 WY, 4 4k 40 8 A K B T 21 ( fibroblast
growth factor 21, FGF21) ] i /b 3 AE Il 4 26 . 2o P B A=
(FGF21""*) OIR /) UM 7R 1 35 [ 3% B (FGF217) OIR /)y R FY
P J 9 A 1 A R A B & B, FGF21 ™ 0n A I 5% A 1t 5
3905 Huang %50 58 3 b MR A 3 S FGF21 26 oL 4 ( PF-
05231023 ) /N BRI 28 1 % BE /DS BRG0S0 A= 1t 4 9% B 1 1
B, & B FGF21 25 o) ) T I 1 3 5 /0 B0 2 il 4 T8 0k 20
Talukdar 2577l Gaich 25V BF 5% & B, 76 OIR /) U B i v



. 836 - A SIS IR B4R AR 2019 4F 10 H %6 37 %5 10 )] Chin J Exp Ophthalmol, October 2019, Vol. 37 ,No. 10

S FGF21 J 5 1 3 APN ¥ B 7t & , il FGF21 5 APN Gk,
2 5400 00 0 5 A I A T T

FGF21 i 1 & #F APN 2 35 DL 2> B 4 1l & 78 B, Lin

11 Holland 25" % 1 APN J& FGF21 [ T Vg %k i 28, F
FGF21 fb 3 /N B, BESR AN M b APN (1) 32 3K F0 43 06, /1N R v If 3
APN K EF i, Fu 2035 Apn™ OTR /)N BURE 3 17 16 Jis o4 3
A FGF21 2l & B, Apn™ /Iy B IR JBEE 37 26 1l 485 0 A 0 %2,
B 0 AR A, 2 WTE APN B BE 9/ BUBE L o FGF21

ASRE M ST B0 6 95 R M B M A Y L. FGF21 i i f i#F APN =

A P00 HE A A P RO A ol 4 A K LR ROP R A R TR S
4.2 KEEZAMIFNG I R % 0 APN (1) 335

K& £2 K i f B8 Wi B ( long-chain polyunsaturated fatty
acids,w-3 LCPUFAs) {2 iff APN (% k. 77 LI APN ¥ &
IR FEZR B i Z BRI 8 FR AL, H A 8 BT -3 LCPUFAs 1)
BZEREFEREZ -, B LEZ o3 LCPUFAs fif ) [ i
MAELTAR, FH ROP &A™ Fu 2 & T 14 6 il
A SRR 29 R LIRS A 2 IS -3 LCPUFAs [k
BE, R BLIMYE o-3 LCPUFAs ¥R 5 Bl i APN ¥k B 2 IEAH ¢,

Fu 2550 e — 5 W58 % B, OIR /) B 1 40 B 1 b 78 (i fr
5 A) w-3LCPUFAs B 4% &5 il 75 APN ¥k ; Fl & & -3 LCPUFAs
R Z o-3 LCPUFAs [ M P1 ] P17 43 IR R 2 4
20 OIR /MR, P17 B & 3 w-3 LCPUFAs M2 3% 20 9 /I B 1 54 1M
WG APN Mk BE LU XT IR 5 4.5 1%, HAE -3 LCPUFAs M7 4 /)
B E b, APN mRNA W EERSIN T 1.5 f%; 78 OIR
/NEH, T ST AR B A -3 LCPUFAs k845 APN [ 7 4 #l
Gy AR LT APN He i B Ah, Mejia-montilla 25 fF 5% &
B IREHIE -3 LCPUFAs ﬁ%%‘km% APN ¥R &

-3LCPUFAs 75 Bl 2 APN S & # %08 AR i 48 T8 78 1 4
HIAERS . -3 LCPUFAs 43 B0 57 APN 3[R 5k b 750 0 5
AETI/INER, W% B B AR TN B R AR L A R 0 ik 70%
APN SE B e 2 BN RALIN ] T 10% |, 327 95 2R RUN R il T A2 7
APN 43 -3 LCPUF As, GBI 1 ¥ 43955 FHL 4 40 194 62 A= 1. %
TE 1% ; T B 2 APN 2[R Bt Z B, 0-3 LCPUFAs {7545 /N8 43 91 1l
BRI TR B 1R . BR APN Ah, 38 ] BE A M A SR AR AT
TE, 3% 5 Lofqvist 25" iy BF 5 45 % — 30 -3 LCPUFAs £5
AW H A A R AE AT, B LRI -3 LCPUFAs 3§
JnT & ROP [ KU A H AR JE . (HK#H 2 -3 LCPUFAs i
i APN 7= Az 30 A OB T AR I A K, B IR ROP Y R A=

5 RE

ROP 2 & A T 777 JLFR i A M5 8 LI — FiB £ 80E
PR T B 7 B G ] A 12 2 B R e, ROP 25 A I BT,
JOLEE R FERE . 4152 K EST, ROP B B0k £ W 7T 2
FHFEAR . FAT ROP By LR T7 Jr 15 A7 O B8 T3 5 A IV 302 4 L
VEGF 254y , E #0047 70 0L JBE Ll R A K4 7 ok 45 58 10 28 45 XL
B, A7 JA 320 A0 3 A0 TR T, 515 A L L WS 44/ A
HEATE S5 I R AE s BT I s TR S VEGE 254 W0 A7 12 Jk e |

AvCDR A 105 2 LR, o 1] B R BUBL IR 1B A & BB 30, il 4 B 1
LA VEGE R 4 A 90 R s e 22 % &1

ARG APN 5 ROP O¢ &, MG IR B 58 70 5l ) 592 50 W 5%
LB T 6 APN 1) DU S5O0 o) B i 4 %% B LR, 3 i 5 3L ROP,
Fo Y APN A T2 oI5 R A A K, 0 e B A R B
A I K. TR AR R T APN 404a) i@ 5 TNF-o (IGF-1 il
VEGF % Z i 1252 W ROP Wy & /E K & &, M4, FGF21 Fi
w-3 LCPUFAstls uf DUFE Ay I i 4 5 985 APN = 2k i 410 4l 9 A=
55 A B, 36 P DL B 4 R TNF-o0 B 1k 3 A2 14598 i, X ROP
RAERKIRA — MM, FHEN APN /R 7] 582 ROP (4
FEIRIT RS . BLAk ,FGF21 Fl 0-3 LCPUFAs Y n[fili 57 F VEGF,
A DAAE by il B SR BL VEFG J7 %

H i, APN 7£ ROP J5 [ W B R i AN /2, ilF — 25 P58 APN fE
ROP 1 01 2 B2k, JLH 2 72 ROP 1 3] 1 i R 3K 56 , %oF 78
Bif ROP JUOMEE L, SR nf UG A 3¢ 25 APN 259, 38 5 %b
7 APN aifs 3 H KB £, HBjiA ROP $24LH % .

APN 5 ROP [Hi& A 18 Z HL I w5 AR 52 & W, 57 L i
B R LI AR R AR AR SRR EENEWE R, A
[FIF o8 S5 — 2 2 5% UL, APN Xf TNF-o 1) i {E FH
v A A5 EI I PR 38 TIE . EH*WED&EA%ﬁﬁ[ﬁiH@Eﬁ%ﬁIﬂ,
APN {¢ it VEGF {3k, X 264 fF 5 £ 19 5 fb A K BF 58
ek

82 APN BT AT W0 R B 2 BT R iR AR L
245 10 00 Sl Bk o R R AR AR B0 LA R BT S AR N B
P % 2 i A BRI RE 22 41, 38 vl GE B 4 ROP &2k K R
) 1EH o
PR A EE S WA A AEAT ] R 45 v 58
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