Advances in Clinical Medicine If/RE 23, 2025, 15(7), 1486-1495 Hans X
Published Online July 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1572152

4
d
<

-

MFFGF2 5 FER AL MBI ER

NE T T O ERE IR, DI T
AT EX ANRERESEL W) ZET

§
N
Pr.

Weks H . 20254F6 240 FHEM: 20254F7H18H; KA HM: 20254F7H25H

=

18 PR PE P RS 28 (Diabetic Retinopathy, DR)FEJNHE BRS B B B M I REEZ —, H BRI RR 1%
FPK M (Diabetic Macular Edema, DME) EBCABSE AR IRE R EE R E . LEisFARSA, MENK
# K HF(Vascular Endothelial Growth Factor, VEGF) %= 5 {1l B A& il il B FEDME &% iz O e F
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K AF2 (Fibroblast Growth Factor-2, FGF2)/E N BB KR IME A RE T, BT FREREEDME
WRHEHAET EFEERENE. XA XRARLERFGF2HAY . SVEGFHIHHFITERVL#]. ZEDR#E
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Abstract

Diabetic retinopathy (DR), one of the most serious chronic complications of diabetes mellitus, and
its resultant diabetic macular edema (DME) have become the leading cause of vision loss in adults.
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Current studies suggest that the pro-angiogenic pathway dominated by Vascular Endothelial Growth
Factor (VEGF) plays a crucial role in the pathogenesis of DME, but clinical anti-VEGF therapy has a
non-response rate of about 30%, suggesting that the synergistic effects of other pathogenic factors
need to be explored in depth. Fibroblast Growth Factor-2 (FGF2), as the earliest identified pro-an-
giogenic factor, has been revealed in previous studies to be potentially valuable in the pathologic
process of DME. This paper systematically reviews the biological properties of FGF2, its synergistic
mechanism with VEGF, its clinical relevance in the progression of DR, and the prospect of targeted
therapy, which will provide new ideas for the precise diagnosis and treatment of DME.
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1. 5|15

B PR 973 (Diabetes Mellitus, DM )& —Ff 2P E AP,  HRRE R BT 3R 5 25 0 W 4 X0 A X AS 2 5
FIFF S A o PRI EEE 4y 1 RN 2 B 1 AR R (Type 1 Diabetes Mellitus, TIDM)/&H T H &
G958 J5 875 SR 2 U i 5 R BV A I B2 A, I IR B B A R = . 2 AUBE R (Type 2 Diabetes Mellitus,
T2DM) A 2 K IHE PRI, €A B 5 B ARG U 73 WA A 2 3 350RE B AR SR = o [ bl R Bk 5 2 (Tn-
ternational Diabetes Federation, IDF)Zti1-42Bk 20~79 % NFEH, 2021 4F ARG I NECH 5.37 14, 2030
Al 6.43 12, T H 2045 FEHF ETHE) 7.83 4. fEHH E TR =g, #4E IDF Biu it ik 2021
4, FRE 20~79 5 NFEH ERE PRI RS 1.4 12, s JE e SR A0 1] . [l B R 2490 iR AN T 5 R
Fe KT R TR B e B FRTBR PR etk H RORE D48 RE A BB s ] o SR T AR AR 42 W 9 AN B BEL L0 PR 12 1
FERRE B KA, TR LETETUE B RIEAR AT 2 S BORE ROm B F TR L 20 TS R, I AL BA fE .

PR3 B 1Y 5755 4% (Diabetic Retinopathy, DR)VE RS JRIE F 2SI RAEZ —, 2 FHH 1K1
FEEE, 2 FERHMEZERK. BAroN DR FRE SIS AR BRI RE &N A 2E[2]
[3]o BRI AU D00 5 ro B 32 5 A i BBURR PR DX 8, 2 SR A XU AR A, 5 T DY S 52 4 1R i B G
Xt 6 BB o K PRI 14 5 B 7K R (Diabetic Macular Edema, DME) it A& 3 BE X & 2E 35 K R AR, &
J& T DR HIHAAE, WILE DR BRI B A, BFFER ] DME B A0 2 BEA i A2 [ SE KA DR B Bt g
MG FEPTA BORE FRIBHRES IE ARE S, DME 251 I FH H 2R 2R R, R R A
PWIZRAEIEIN[4]. EAMERFTERE, T BU0E PR AN IT BURE PR 7E +4F A K 42 DME BIRE2E53 51l 20.1% A1
25.4% [5]. 1T DME ™ EEUE M, KA 055 DME X LR ) H A AT 46 i 2 o0 2L

DME HARmbLfE 2 R BRI, BTN E 22 RREL 0 m M0 75 S H R AL 4R 7 P) (Advanced
Glycosylation End Products, AGEs);™ 4= Flfi 4 51 S8 A0 B IS 22 Fi AR S 8 5 500 I 8 A B S -1 0 s 5
FECAL 194 5337 2 1L 7 (Retinal Neovascularization, RNV)AE Bl A B 40 I BE M IEERG N, It —5 5] B4
A& I - A 5 57 [ (Blood-Retinal Barrier, BRB)IAE IR . H1 T BRB 1K i il I8 1 3 2 B 40 1 ) K =
TS AN 5 | AR X S P 7 38 1k A AT T BB DR K i . R RIEFE I DME R AR R e v f B 232
FARE I A A R IR 72 L N 2 A= K X 7+ (Vascular Endothelial Growth Factor, VEGF), VEGF - % & if i 1%
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o 4 1A 35 e R AR AR I A 51 AR BRB B AE DME &% T g 5 R B E 6]

VEGF & — Rk M8 P R MG HE . o fh DRAL AR i B S MR e e gl i I8 7, BT
R EAEKE T . VEGF KIFIEIMLE PN R AN 32 B2 456 70 A 15 4 R4 e 1 S R ey =2
PRSI [7]. £EIE 25 10 RAEH, EHNIPKRETFIRFIFUES T VEGF 5 DME WE VIR, 7RI
DME #35 ¥] VEGF 7K Lt fd BB R s 2lifs R 238 B2 T, JF HS DME [ E AR B A5G [8], LA
VEGF NfEFHE S 0697 OAE N — i8I 7 7 R 2 N TR XL VEGF {E% DME JR77 #E sl
IRABNE A 70% (8], KW DEM KR AP KB VEGE ZAMUFHIR -, PR At A T 3E f{ xR fF
FIFK

FRET 4k 20 i A KK 7 2 (Fibroblast Growth Factor-2, FGF2)H nUfisl 14 pt 21 4 40 g 4 K Xl 7 (Basic Fibro-
blast Growth Factor, bFGF), & —f{Ef 2 RAEKE T, 1B NS F 4 A ioE e m g A K H 7, HAE
93 BRI A B R R A T IR AT o 3 S e B I A P R RO S B A R, B
PEHERAE I B AR B IE AN, FGF2 I REEIT 11 VEGF (3R Sk S B Ia) (g 0k 1 8 A= s i VE R (91117
FGF2 il i H 5 DU R 52 44754 B 21 4 20 o 28 4 [Rl-F-52 4 (Fibroblast Growth Factor Receptor, FGFR) FGFRI1 .
FGFR2. FGFR3 1 FGFR4 AH ELAE R R FEAE D RE[12], FEVFZ0m b RIS EEAE .

DME 2 5 bR HR 508 52 A RE A 5o RR 7457 5 B8 ol B R R RRE 13, DRI R AR AR 7 FE R i L) G Ay B 2 o
DME K (1B A8 R M 14 %, VEGF Al FGF2 #8J8 T2 5 I8 A s 3 A 4 8 7, ERAbKE
B 98 3 W 3 FE Ak AR 1 i B B B RIPE R [14] [15]. ASCKEXT FGF2. VEGF 5 DR. DME 2 [f]
(A HL SR RIBHTVEANIZRA, DA DR 52 W1 5 3677 S 40T i R R B 5 4k 4

2. DME B9 & fw#LEl

7E DR o, P EE R NAAR ) AR A E TR K] g G B P PR AL 9 JIEE 9 AE (Proliferative Diabetic Reti-
nopathy, PDR)#I DME. DME j&—fft sk, MR  myitad PR AN SR SE 22 PR 25 3 (R0 FH A 32 2% 0
W, BRI AR, MR TE W] . DME FRHE G R I AL 5 N A (Intraretinal Fluid, IRF)FI
PRI T AR (Subretinal Fluid, SRF)S Hh 5 i B8 BE DX IR i@ ek i, Fo B8 B A 8 28 . BRB 58 81
IR . AL 5 2 i (Peripapillary Retinal Cells, PRC). 4 B 4fi ffd(Endothelial Cell, EC)'S % P45 55 55 5| E A
IR 55 5 24H i 5 308 75 P 1 v AT VB R 1) 45

LR A A BEC AR EtA & L i 41 i (Retinal Pigment Epithelial Cells, RPE)43- 7/ #4j% 7 BRB HJ N
AN BERRE . AR, MR EE AR RN H P4 B BRB R 58 55 M DL Miiller Ji 5T 4 i
(Miiller 412 12 J5T 4 0 2 A0 9 A4 A 1K) 32 2 KB 4B ) A IRF () =8 SR Th Re4ERR, s #00 I CRFF £EAH
Xof it K R 26 A T I ORAF IE 8 T RE[8] 0 A I 881 67 0 P iod B HE A0S S 088 C (Protein Kinase C, PKC).
AGEs MR R\ Z JuBE@ At . Mgk CRE A6 s A7 55 BE AR 31 S T8 A8 X BILAA ™ A6 A THT 5200 - AGEs
e — Wl TR AR Y), RIEEREREERE SRR A BN EREE K7 7Y B I A
Z (A4 A A IB S TR B AL S [ 16]. A1 RF TR B IX RSP0 DR A% V)R, 2Rl DR
AT FE BV AL LEMDRR EW[17] 0 XA S Wik — 20 5 A2 ML 25 EL AN L 41 i (4% PRC A1 EC)Zh g%
RERIE R, 4k 51 AN B 4 1 S afn s Ao AR ok e s AU e 82, 405 3 811~ 1 (Hypoxia-Induc-
ible Factor-1, HIF-1)i&4 430, #t—5% S VEGF 25 M8 A= sl ey i B 24181, MM # RNV 4=
B A SO MR X R 2 A ) S8, XM AR LA P T S g R g R L 87 B PR AN 7 g — 20 Jom 400 Do 40 Y sk If.
BRER[19][20]. VEGF Fh & 5| 40 s il i BE BEC ‘B3 E B M IR L M 25 B3R Wil 3 8080 . th4h, VEGF
2B e i 22 4R 75 0 B H (Mitogen-Activated Protein, MAP)VEYE S8 EC HId BEH . DL L WA EL
GRS T B I B0 100 RE I EYE A S A BRB 324, A H LR BE X IRF 8 SRF (1) 57 AR Rk
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Jii i S BCEBEK 6] [18]. H RTA MM & i 5200 RNV A2, BRB 52453 S AT 4 55 6 200 11 /85 Bk il i
LN/ PDR. DME RAMEER K.

AL, AW R L RIEMERE AN %-6 (Interleukin-6, IL-6). [/~ %-18 (Interleukin-14, IL-
18) E1/1%-8 (Interleukin-8, IL-8). MJBIAFEE T o (Tumor Necrosis Factor-a, TNF-a). R4 A=K+
(Hepatocyte Growth Factor, HGF). Jif & R A K FF-1 (Insulin-like Growth Factor-1, IGF-1)54 25 5/ 2
BRB SZ 45 I 3B BEK M, 5 DME [A77E A EFR ARG 18] [21]. A AR DL T 41 Miiller
4 M Th ReFEAS AN 2 2kt 5 DME #H2¢[22] [23].

FHULTT WL, DME 29 ()< £ Z AR T VEGF AR BA S HRE LA, i S 808 A m & 4
i« BRB 5245 S A0 M B4 il s M, H ATARAE DME BIRAE R B 2 0EE. AR,
VEGF ek i A B A o34k, (gt i 2 ple, RIS 189 i A S v, 8 058 N BRI IB TR, 4k T e gk
A LA T 6] o

X% VEGF £ DME I RAR B EEZER, it X HEEIEE NS VEGF #iA A2 DME H)if
J7 & ARAE(VEGF #7738 BT VEGF SRAM i A M8 A . BB A0 I B 40 I 72 AR, (HIAD
FOR R R A B TR E A AR BRB RIRESR RO I8 & M 3 i, RIL#E ] VEGF FEAREHIH] DME
R R R . BT RR N = 2 — W R E AR B 208 4 IR R Xt VEGF 1897
WA R R, A BT R AT RO S BAMA VR 9T [24]

3. VEGF 1 FGF2 B4 924544

VEGF s&—Mor i B — SR RS8R 1, 7EARET 2204 /£ PRC. RPE. EC &84k, JF HALM 41 /) PRE,
PRC, EC, FHZARJTANML, miiller 402 1540 M 55 2 R 40M0 & Bof 733, 1AL I FEE 234 VEGF 1)
FEORYEZ miller A PRE, M4 EC 2 HARIEAY 2 AE M E 25 H[25]. VEGF FIE 575 Kk
: VEGF-A. B. C. D. E. F ffig#i4 K & F(Placenta Growth Factor, PIGF) 1. 2, [’ VEGF-E(J/i#F
VEGF, f#ET RIS 1 #). VEGF-F(i¥  VEGF)ESAZ WIEIE NS T, Frbist Hwf s, T
9T VEGF-A. B, C. D IXPUFP [[26]. VEGF A A1) 2 850N, = T e ik s F 4 b =6 T o) L6 1 1
K K7 52 4R (Vascular Endothelial Growth Factor Receptors, VEGFR)RSZH, H Al & IILAFTE VEGFR-1,
VEGFR-2. VEGFR-3 =52 {f. X 4852 {4 J& T s 2 B2 Ul 2K % Hh ) /M v 2E K R 7 52 4k, Horp
VEGFR-2 R IA FEAEN LA, 3 B R 220 2 (R M A2 ORI I /8 382 M 55
B AR FRAE FH 1) 2 B AR )2 SO B2 AR 6] [27]

VEGF & A A B PEAN ], VEGF-A = Z@ g s EC 395E . 4» LR RE 0] M N Bz 7= A=
YEM, VEGF-B 2 B2 @i+ Hu s b S bl 2R 3 A48 I8 A i, 17 VEGF-C A VEGF-D = ZE%f itk 2
RARIEIEH[21]. PIGF 4598 VEGF ZKIEM A, # VEGFR-1 4547(28]. PIGF £.4% PIGF-1 I PIGF-
2 PR A S A A, EL (R A Gl o B SRR (R M A A B, FF LI NI AR R AN VEGF 1271 [28] .
VEGF-A #& VEGF #4291 s 7 FAR I AR O B 2 BEA i, 7E AR BL 16 i RUAFAAE, oA
B2 VEGF-A165 [29],

JURPREM B4R, DL PRC. RPE 40f. % EC. ¥4 o2 B manmm iy =, #Fn bl
VEGF-A [30]. mifRAS T, RA. SRR 28 5 AH ¢ R+ #n] DUB IS HIF-1 3420 51 VEGF R4
FA[31]. VEGF-A Bg 7 AJ LA RNV A2 plisl, i B M BEC 2 [R) % % 4% 1 5 Bl 7 d & Mg i,
MITFE DME B & 4:[27] [32] [33].

b4t VEGF 13 B R 1A 34 ] DU I B W4 B s B i 15 3 138 B4, S 8UE 3 — 20 B [34] [35],
HATHL VEGF R97 EZE APt — ek £ A VEGF WA (22 VEGF-A fll/8k PIGF). VEGF ksl
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GTIEE, SRYERF BRB M52 BT VEGF 2R 7 TR0 A B R IE B M . B2 o B B A R 52 s
HEA, Bl ZNHE TR GRS BrfEyisRRiEid bt VEGF fuiksihif i Bn(DURER T
HRERRP), ZAEmMAEERANZIEMEG T2 VEGF KA BMEEGEAEEYS VEGE 4546 Mg
VEGF #ifk5 VEGF M25& i fR(b v, Fen i), Tk A\ VEGF-A FUBEHTA F BUl 740 %
FELRHPL. (R E SR 2 A VEGF SRR S ME SRV G T B B0 v 24 B A0 A T PR [36]-[38] -

FGF2 t1Y{f bFGF, /& FGFs KEH IR %E . B —RLZIK([39], PRIENAENTZ R+
BAAWSEN, 25 TWEBIRINRAE . KRG R, B ERR. Ba4 R O A5 i = = 4 4 &R
H FGF2 143 4i[40]. WFFLRE, M EC /& FGF2 & am i, [7] i 2 H R 38 A= 0 5 380N 1) 6 A2 4
FGF2 %} EC M35 />34 iR WSS E ZAE A . 18 20 50 R I FGF2 7R I A= . 184 0 1 7 S8 3% 14
ML A ST E N ER[41]. IEPRET 70K I FGF2 Ik /i IR A0 B 1014 58 o 70 A0 DT (12 32 #73 e
MBS, WRPK - O EA AT FGF IR N A T A R B 20 B 52 450 B S5 A DG i [42] [43]

FGF2 WA= IR0 751, HBid &R0 i te . B ZEv i v s A dia 7 ) LA PR 1 2R ik
[44]. W, FGF2 XF EC F=AE AP R0 A8 55 4 iR &5 51, bbb, BT H 8774 FGF2, EC nJLL
S0 E WA o iR . T L, BEC E S AR IR YE FGF2 AT RSEIE R AE B s sl ss oy
WERMNITE EC i SR M A BUIRZS, A A K QIS FIRIREE, 78 M A ORI 498 4% 1 R
Wl R E B VEF[45] [46]. FGF2 LM+ & 44 (Low Molecular Weight, LMw) & 7> & 714
{4 (High Molecular Weight, HMw) B f X AE4E, LMWFGE2 /& —/> 18 kDa 2 (A5, T EAFLE T 4R
A iz A, AT DL FEA0 AR 73, LMW FGF2 5 20 i 5% 1 i B2 25 28 11 58 B# (Recombinant Heparan Sul-
fate Proteoglycan, HSPG)f! FGFR fHHAEF, JER—1~H FGF2. FGFR Hl HSPG 4 %) =& & 4 AT
FENME S, MMt — S S A Ras. Raf. 22 %4551k 5 (I#EF(Mitogen-Activated Protein Kinase,
MAPK) A2 it 711 15 2% (4 5% (Extracellular Regulated protein Kinase, ERK)2% % 4 N5 5% :; HMw
FGF2 4§ 22-. 22.5-. 24-fll 34-kDa ZFIAY, HAZS5 AL Tl % AT FGFRs 1 32 25045 T 4l i i%
[47]. HHETKI FGF2 v] AL 5 2 Fh R R 40 734, 4045 PRE. EC. Miiller 40/ AR 4HM . PAHEL
Mi% . FGF2 il 5 HSPGs 1E N A 145 & 3305 FGFRs 5 {f FGFR k4 ik, 2kmifiHASrEA
B 45 M 3 (R E SR R VR I B R ALk R S A ¥R B AR 22 SONE[39] . H AT 243 B8 HE DU R s s A0 A )
Fi% 52 B2 1 B (Tyrosine Kinase, TK) FGFR, FGFRI~FGFR4. i ish i Fivs S 12k A 22 2 1 B P 4k g i A=
[RlF 52 {4 ' P (Fibroblast-growth-factor Receptor Substrate 2, FRS2)F1§fli§ i C (Phospholipase Cy, PLCy)i#
A S 5@, FRS2 HEM#E Sos-Grb2-Ras/MAPK (Son of sevenless, Sos; Growth factor receptor-
bound protein 2, Grb2){5 5 il , PLCy #if PKC-PKB/AKT 15 518 % MM R4 A FAE I [39] [48]. Dong Z
S FIEI UKL, FGF-FGFR 15 5% R B0 STAT3 P @A B0 M ML A 491, BFFL K I
R T ST AR I R T PA K — S A & (Nitric Oxide, NO)RE#SIEHE FGF2 [ERAIG N, M 4ERE K3 5a L Th
RE, [FIET I FGF2 mIE I 28 i 20 M PR - Xof 9% A 4 i 1) S kS 2 W R0 4F FH AN TG4 K 98 8E )R [ 50]. FGF2
AR LLIE 3 0 NO (2 1 i gk i8I0 H2 BBk AR B, 38 v LOdE (23 VEGF K8 FUK g (1 3=
IS B A @E P[5 1].

4. VEGF 1 FGF2 5 DME

DME & A2 2 J 1R D BB 1 2 (12 165 A RS R -2 18 30 A4 LA A s R 1T 35 38 328 14 385 0, 1 VEGF 1 FGF2
SR B SR B B R B MR LA AR R o L TR R UM sk AN S5 i S i an 1, B2 e R 40
2R3 WA (R I/ A 1 P 2 L R T~ (9. 4% VEGF. FGE2. NO. AIL-2 2RI I EC ABELR M K 2 Thie M E
AU, XA BRI 55 4 AR B 73 IR AR 5E B[ 14] [52] ML IO i 2L 2 48 B 40 L ANl ik

DOI: 10.12677/acm.2025.1572152 1490 Il PR 2 2 3t


https://doi.org/10.12677/acm.2025.1572152

AAIRR, R

TR, VEGF 22 B M E A, FGF-2 Ml T2t Nk AR [53]. HAMF 2L, 7EFFE
FF, VEGF Hl FGF2 W& FIl B4 L 9 B 40 B 00 4 FH B — 2 e ufil il R 3 5, R BH — 3 B B I+
YER[11][54] [55]. Pepper &2 fE/NE ERIN, BEFE FGF2 /K F-F+5, VEGF FIRIEWIEIN[54]. Seghezzi
gl /NI R I FGF-2 =Bl H 70 W F1 55 53 W2 i3 VEGF 7E EC FIEENH (197242, ik —
R I FGF2 BEW] LUk 48 i 4 i 42 E i VEGF B3R, ] DL B AR a3k /) BRI IS I A2 [ 11] - Saadeh
LRI R R IUBE FGF-2 [38 0, VEGF Rk IN[55]. A #EHe LR34 78 SD KR i@ il e 5 5
Wik MLkt f) VEGF. FGF2 EA [F]I [ AER AL RSP AN A0 A HAH BOC RO, BRIl S IME EC 40l
FGF2 $& I E B2t 18 A B2 IS B AT A%, [ By s 3352 408 1) i e B 4 . 13 VEGF )Rk, #Emfe ik 5
VEGF W E1EH ML EC 1458, 35 H VEGE. FGF2 #ik/K ik 2 &g JL T2 [ 1561, Bk,
FGF2 FTLGE A VEGF ik M B4 R 2 7 A1 b 3 A it e A ol B 1 A 38 3 P I VR
[ Seghezzi %%, Tsunoda %52 W5 LI VEGF WA 1EN FGF2 KAFE AW T Re i B 2 (el /) i,
It HAHAE 11 FGF2 BI#IA[11][57]. VEGF Ml EGF-2 #J& T M /MR AR AT A A K B, ABATTAT LU Fl 3
T S R I BC MR IS N B3G5 . IEAS S B PR 0 DL ROE AR VS T R W PRI R TR A
it EHER 3L PRC F1 PRE SZ 8 AT 51 A2 SR AR, 1 BB 51 S HIF-1 @it BRI 8L 9 1 (Latent Membrane
Protein 1, LMP-1)#5 M KB, HIF-1 % H TR VEGF. FGF2 #RABGRIMIEIER, R& 5
VEGF. FGF2 H#iA& FFH[58]. H Al CLH FGF-2 JEid i P44/P22-MAPK 15 5l Bk #2 5 VEGF IR HL
[59]. J5K Tokuda 5% # (F 2 BT HI4E H it —20 R FGF2. VEGF &4 W3 [ F 5 25 2 ) ok o it
1 I (Stress-Activated Protein Kinase, SAPK) B FR LK SLILI[60]. F4b, TEMRITE TS, A2
HRIBLT VEGF B a7 Pe AR 25V 0 £ B R K2 FGF2 T+ Ei[61], B VEGF 5 FGF2 XU s I8 7 7E
VP2 F T A ST

VEGF 7EHJR#i X DR. DME (1% V)R CHRANZAR, T FGF2 5% RJ% J DR. DME [HJAH M
WA . BT E 243 Aleksandra Tokarz 250 50 # KL, Sl B FRALAHLL, B8 RS &35 4
ANV VEGF Al FGF2 [IRJE B THm[62], 54 Hill 5E 4 EH 10 2 A IRZE KM, SIEHEZS
GARALL, EURE FE AR YR B PR I 2280 1) FGF2 FI7K-T- 34 51[63]. % B FGF2 [F] VEGF — 58l R A7 1E
FYIRER, X AT A5 R R 0 IR A 1 B R 4805 S HIF-1 )¢ AGEs %5 (197 2E M i ik VEGF
A FGF2 {53 AH G, (H R SCERIIALI 5 3t — DR Tt o tH T FGF2 (4R I A= Bs B 388 o i A 3 325 1 1) T
e S HARHE VEGF 1A FI1EA S DR & DME FIRIRIENLEE L@ B YA, Brbl B arf #5116
PR3 2 (AT Re R AE CHE . B A d@ i 7E 2 B JRPE Goto Kakizaki (GK) K FUBEAY K AEFER 2 BUBE
JRIF Zucker diabetic fatty (ZDF) K RS A 2 IS RNV B4R, VEGF M FGF2 ik /K- V5 - F+
[64] [65], B VEGF. FGF2 7t m5 GK KRAERA ZDF KRS RNV 2E R IEA G B N 4h2
38 5 R T T I 0 % 0 FGEF2 JK°F#E NDR. NPDR. PDR 4%z a1k E7F, #M T FGF2 5 DR 1K
AAAZR, IFHS DR B E A K[66] [(67]. F35MESL Jonas 555 Il B 7T K ILAE DME. AF#$AH IS
TP AF 4 (Age-related Macular Degeneration, AMD) g X} #2412 (8], VEGF F1 FGF2 7£ DME HR # [fik
FEW R & T AMD SER 6 HEAL, SREE EAT U T FGF2 R RETE RIRE R B 250 38 BE K i o il 26 =2
FAEH68].

5. &g

3 BRI A 0 5 A8 BT 3K DME 20 e e i R IR, REPT VEGF T IS 17 B2k, (H3
115 A< Jad B AR A BIF 78 3 R 2 B VR 7 #E 45« FGF2 /E N BRI e 28 K 7, J8id 5 VEGF Wh[EEf £
5 DME iR EEEERE, JErTRE/Z BT VEGF 167 i 245 (1 ML« FEREFNIIG RA 78 CLIESE FGF2 5 DR ™
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REFERIASCNE, AR MR SRR T HE RO D ERIRAR R .

£ LPrg, € FGF2 1£J9 DME H)—AF L BA W Im R N AME, EW HATST DME 5

FGF2 (AR T8>, AC# FGF2 5 DR DME {55 R BT VEARIF I, A AT K k%% DR. DME
5 FGF2 HIAHRMEHEATIE ST, ATRYY DME #2408 B, H & 3% DME B3 Ao 75 .
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