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f£ Wisconsin# bR jp bt 48 5975 58 3 17 99
Bt 5E(wisconsin epidemiological study of
diabetic retinopathy, WESDR ) 2% i i K i i
e IS A8 Y B AT SR AR 2 — BB PR I R RS
=8 1 T HRER 0 0 TR8%
25% ~ 60% fe80% » Fhg T FER P AR
F B[R] AR RE AR eI e 5 o SR AN
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HEMsps 8 - 1 HAERRE TR A 60% &
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Rl PR e iR AP H A — A2 52 O 50 P
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polyol (EE#) K hexosamine(CHENL )R & &
Ekdiacylglycerol-prtein kinase C (DAG-PKC) »
B E - KEE{LAEYI(advanced glycosylation
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AR EEH o B B0 I LR 78 AR L i 4
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BiGe » MR e a8 A= B b ] B B S I
JeEAL - B3 EAEIR MR A R S i R B S
& ¢ ME RN RGNSz 8 ~ PRz
RS I I ~ R S B (pericyte) B kA -
JE| I A P R AR AR B - AHE A RIS /Y
1BINUE - JE IR AR P R B S S SR A B
AT DAHIHI P B g g AR - 2051 8] BRI 5248
@ [Ktransforming growth factor- 3 (TGF- 8)iy
ST I BRI B IS 3R T AR A S B 5 [RE A BY
TR A4 o FERRIR I BTl 8 203
féd (microaneurysm) Sz #8 B BLIRK HE L > 3850
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HUFEG SR 2 o FLITHE bR v it v I 34 7
PENFSE (Early Treatment Diabetic Retinopathy
Study » ETDRS ) 0 ML 716 e ik 16 2
FEREE I (LDL)MIRE M8 (W) e R B B
BATR - B2 EEE MEME(Lry 2R T -
Ittatorvastatin(Jig [ B2 2 BN ST A 4 kTG
W BB IE - 2 F PR AIPDRAYEALAE—
BERF e fl e A AHRA -+ P DU I i ==
fE#{f (angiotensin-conversing enzyme, ACE)
A A B angiotension 32 #E HIHI A » 52 1
SEATIAE B ] DTS A s 486 -
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IMVE TR 5 - B B 7K i R UL BH 28 F i
TTHDIR (grid) &5 » FTLARH 1 Fh B DL B I
ER(ETDRSiR SJFRB K157 LU L)i#24% - 55
IS B S A DIfE4-6E H s i B — K -

ETDR S 0.8 8 1 % /5 f g 4 PD R Jiti 7
EEEE S o NEmigEE S T re e g e
PEoKJE - Fit DUAE 2 M IER B & 1R i i #l A F 2
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TfE R T 52 (Diabetic Retinopathy Study,
DRS) th #5352 I E & T TEBE A —ZE 1Y
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93 N 2 ISR B w60 e i TR R 26 %0 ek 22
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EH R FBMEY - B AHimmlE
Hf(patterned scanning laser photocoagulation,
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ARy EERE RS « & 0FE B RRIR AR #E
M B DR P /K I » 285 [ e BSR4 - i AR R
WA EEAEDERTHI - B AR IS F IR
BB SR - RN I & OBIR (ghost
cell glaucoma) ° 1 bR Jp i e i 288 215 B s U
kRAfF5E(Diabetic Retinopathy Vitrectomy Study,
DRVS)FER7 » iR JI4E20/400 L |- » FHEARY 3
B RS YRR T 0l M fE A B - AELIR JJ /N 5/200 H
FRRES 8 H DAL - RIS — RUBE PR B ~ EEH]
Py ~ BRI BEIRAR B I ER - (HARR
AR TR B - RN B2 e
Tl - BEE TR 2 S BTy - B3
YRR Tl 1 5 JEE e P ) 45 B U M A
JKIE & OIS HRGR R BRI HG IR - [KIAE Tl
Ry r] [F P RS BR B R s B & 5 | - XA TE BRE
HitghmIE g ER - kRN TF » HE—
Ao F K o AR R AE Tl & HF %
BT A N FR B (internal limiting membrane,
ILM) » & EIFHIRCER -
B A< 9 i e B s A s JRE
L1 4 6 T

H BT & 2 08 PRI 1Y F 38 i K 2 (R Ry I
o SR EGIH AR R S » TR S B RE RS R AL
AR~ o e B PR i A A8 Ry i LR
B~ o T AE i A S ) I 58 A R - I
A Kz HH R A= [K]F-(vascular endothelial growth
factor, VEGF)E i EEZWK < —  VEGFFE
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FFRE S A T-1ACAM- Dy - [RIRFEEU
BN HIMBRAEE - B E R ZE -
EEHIH VEGF v] LAFHBG IS HE A4 R TR 525
S | B R 5 T DA VEGFRYSREE - 25 ] A%
AIREAC I HNHI R K 7 - Wtk B AERKA
TR/ IMRTEAL R T8 -t T HEARE HH 5 1k 117
A B PR B3 A R R VEGFRY EE AR KR LA
b R BRGNS PUVEGF Y BEY SR 5
12 . A HEE 7K B R 4 AR B I AR A T DAS ER
TP Gllpegaptanib sodium (Macugen) »
ranibizumab (Lucentis) + fbevacizumab
(Avastin) o ol AT HRBR A 3 5 2 ] % 56 111
BT HIHEIA (anti-VEGF ) 2KiGHE e
BAE 505 7K R g 4110 1) 10 5 1A R R s i 0 S s A2 1
A AR I 22 0 B B i S 11112 e 52 e B 28
FIRYFTIGHE T 20 o [RIIHGUT 2K 2 e L I 7 2
4 BZNEEEFE (Ranibizumab, lucentis)
Ji 42 (Bevacizumab - avastin )
(Pegaptanib) fz Aflibercept (VEGF-Trap)gH
FeAGE R o BeE RO A = BT K E NG A ek
EMR I TRENME 12 H AR SRR L B &
nnSEY)E B R (FDA) K 15 18 1 A2 B AL HETE R R
B PRI B DK B IR R » PUME M AR R
(Anti-VEGF)y i H i R E S 78 B RS
EAEA% S B o T Avastintl 2 FTVEGFIEEY) 2
— ARG RERIG RS - FISR B A B
R B ESET AN BE A - EEBAHEEER
% o IRIBWITE - FEBL AvastinflI H AT VEGFZE
VIR BCRAEE S o (TR P EEY R -
ARER AT VE RN E 2O E Ry « IRPIRRHS -
AR RS (H 3 AR SRR - T EA LI
BN 0 B R B B E B AR AN

» macugen
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SAME 5T 2 BB B S 1 Y 4% Tenon [
FE R (post-subtenon) & FE [E fE Triamcinolone
A AR B D /K e R i A I LS g 2 - SR
B8 FRIR A B DRSS /K I+ HREBR P93 5 R A B 3G
BB AT REME R Anti-VEGF » FEEERYZIREK
P E R N g G E IR BT REAEHNA
FErOBEEr o LU IS AR SEYI AT BT S B DR
7K MEFIE R SCR S IR ERY - B P AR /K JE P 6E
EHE A R - 5 —HRAGE R
Dexamethasone intravitreal implant (Ozurdex)
Bt S SN R SRV e RN i K s AR WA
{F 8 Triamcinolone”) » HFFEMF AR S —HA
1 o
TR EE Y136 #E

£ 2 B MR P DRI S - 5
SHGHR KB EERE YIBR Tln 2R 2 16 R 5k - ]
IEIRIE ZAGTRAG R LI RE - AR1 - A0SR AEAERE
PRI I 58 28 A1 B AH M A B LR VBT B
FHBEME R IE » FRIERR AT (8 AR )2 G E -
18 LR BN IE AHE - HETFZHINIT
HRAEEH ESPDRZ HIHYIMLE 38 R B AET TR ST -
H.Hr » Protein kinase C(PKC){E ZEI I & 12
BEEER - [ > PKCH 2 VEGFIYE AV
iRl - [OARPKC- 8 Il 40ruboxistaurin
Y BDREYE A Bt IR A BE Bk ) i & Z[PDR -
B ¥R AR TR KA R BOER » [FRFH
GRE K ERFLEE S o Aldose reductase
fEpolyoli& & 7 Az sorbitol F /i BE B AT -
T sorbitol fy /s Fe & e o 1 J [ i e o i e
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PEAHAE 5SS » [Kltbaldose reductasedIHI 4l
sorbinil v ponalrestat ~ Jztolrestat » W] LA il
IMEMEIET ~ UMER ~ KMMESE - 8
I 2L SE (AR R R EABETh 1¢ « Cyclooxygenase-2
(COX-2)r] DL Hprostanoids I VEGFHY
B o RN BG4 - Kt - COX-2
IR AT LA M #r AR TE DL © Angiotensin
I fEVEGFRYZRER » [Klthangiotensin 115225
HNFIF T PDRA G 1L BALRER - HRijiE Lk
SEYIEAE R R A B RS B -

ST FIELD 2 ACCORDF 52 #2 75 #5
%% 1L 5 ZE ¥ Fenofibrate iy i A v] 9 A & B 5
SEERE DR P s IS 280 e 5 B K IR 75 SR
MFIELDIf22 283 » fenofibraten] DLk 4> ¥E
PR 974 . A FE s 48 T LR B AR I e 1
Fenofibrate n] DLk 4> 5 P 7K [l 75 2288 1R 7
31% » Pk T B R IGHRAYPDREEE30% -
1a BRI A SR BR A CCORDI iR i B8 b 52 2 —
iy - E—FFE Efenofibratefif & 7] LUK AE
Hi PR 975 o A0 S 8 1) 8L ¥ » fEACCORDIJF
FRrh R Y o BRI AR B 4 R IRE $E A
AJ AR % B bR s e #4 5 g 43 e AL BE - 1 8k
& I BRI I 5 o b A0 A 42 32 i i I 2 5 7
BEHE R R BT T AT EHIE
TR PR e R B RH B - BT A e B IR R
L JBR 22 il 1 ¢ 25 B R 9 /N L o 58 - ML
BEER—Z&fenofibrateJ{ D TEEHEITEH IR
FEE F i R S A8 I s O 1 A L DL P S B
T 2 7] AEFE H #0015 0 4B X - VEGF Y 1
FH LTI V& # 4 - 3 RAHIERS, 5
TR Er B - BFseE HEdm 6E
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AR A B~ PR R 1 PR EA L T RERYAE A A
HIA0F : (—)Fenofibrate B HLH R MPLEAAL
HURETST * Fenofibrate n] DLREAR I & H P9 — B
(malondialdehyde) FIREE, TP — 2 LB
JIy—fl AR, HHIRE S bt =%
MR ML 2B IEAHBARIBA TR » S, Statinilf;
A REANRBLIS - () FenofibratedtE M
JZDIHE : Fenofibrate n] LUiE #E AMP-JH{bE H
M (AMP-activated protein kinase; AMPK), %
e St —8 L& &l (Endothelial nitric
oxide synthase; eNOS) - #h—4%&{L A/ E
Ao 1 A — 25 25 ORRE P K2 DI RE R HHI A1 545 IR R
At - "€ [AIRF 9 B IR A BRI AR ) BZ 2l
RERVFEAR - BIANHH IR RERS X7 (intercellular
adhesion molecule-1; ICAM-1) ~ [&EHHIEZEE
fff X7~ (vascular cellular adhesion molecule-
1;VCAM-1) ~ JEREEEIEIRT-- a (tumor necrosis
factor- @ ; TNF-qa) ~ /"HHZ&-6 (interleukin-6;
IL-6)%F o (=)Fenofibrate A IS fR7E(F
E/NEEIYE s L fenofibrate ] DL A BRIP4
S R A R AR - T aE aieE B TR AL G 15
RBHERE, 2B peroxisome proliferator-
activated receptor- ¢ (PPAR- a ) FJHAL, KIHAE
PPAR- o 2RI/ NBL & R EI5E BRA G
REVER] o #7A DL B 2R EE U ORI, BET REHE R
FHLEYE N UE Y IR, E R H ITHDL-C
FIRAR =B H gy SGE MAREAmE - =
A fenofibratefi FHEE AR 222 M - FEFIELDHF
FEHRIIR A RIS I ER B R - 4E2005
FEFIELD S .0 M8 2 BRE R 2% » 37
HH B e P S ) DL 2 B8 2 Al A T DAELAR
Statin ¥/ [ I8 1Y WK B KRR FEBT - R

20125F 55564655111

aitmEmaEET

ey ] LA Statin 0L ik BRAHZEY) RS 2 5
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ACCORDH5E$5 H » [FAIFF 5 Fsimvastatinfl]
fenofibrateff i A~ & [t BE 3% 5 F simavastatin
o HEEAR LM R 4 » {HfELDL-C
CoERE HAHAE MR s =%t
MR AMEHDL-C)RYBE PRI 3 & b - allm] A
E—B A3 %E LE TR AR - 55
SN & BB fenofibrate 2 955 £, o] DL A> 1 2
I PRI 178 R s i e s At AL - i ELEG
) B ey - AN inEsvARRE - L
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