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PITLERTL, 2,3 ZHRIN2 BRGEHT3, 4

2L ZAEVE R B SR I S R B B A, O AP R B ek SR . AR

RSB IR AL S B AL T 1R

s DA 5 2 TRB I RN S Al e e B AE A SR R

Ty FHERRIE RPN A 2 B A R O DU E AR RN T HEA . BN EE. TR RATERAE AR R

IRANIRR o [l
802N B AT IREA TR 3R

1A R A S G I P AV

CEVE T L R R I R B L DA IR IR 465 o 59

R R BEARNEE, A, FAMIEE, PUE N AR T

(G5 B EFormosan J Med 2013:17:267-79)

IR S B DA 7 A

PAAE B35 BES (macula) F52 )y, —H3
DES A AR s, U IRERD 2 B R 2. ARk v
DR S A IR 2, dEZ R Rk
Bl BRI, PR ZE--- 55455, Forp R A2 A e
PERI 5 (age—related macular degeneration, AMD)
B A B, R E N B AN A B 22 A A ) Pt
R

RNV S

AN e DR B R A AR AR e R S B o A
e N P s AR () e sE s KR ISR 7 (fundus
examination) MG E i (Fluorescein
angiography, FA) ] K%y [HzME (dry AMD) | Bi
Wﬁ‘@ (wet/ exudative / neovascular AMD) | phfd%HE

o WM T TR FIE SRR A W B, R I R Ay Bl )R
1{32%1{, WH TG, BJIRIRAS 2"
R IR RS o WIS ) S BAR AN 2
B, HZEE ke A, Do e BRI IRy AT e
Awm P, kB2, Nnailmm [
PE] s vT e idisd 2y NIVE ], RIRE 17 R T
el

LB Ak 2

LYEEEO0 |34 THIN 267

il g e o D S eI T Rt T
ANTE W (R IR 5537 2B 14 (choroidal
neovascularization, CNV). 18%%Hr2E 45 1k HAE 2%
DG i 52 (P B AL T A 4 A9 378 (classic CNV)
MAEMLTY (occult CNV) . Classic CNVALE4RGINLE 1k
oA I A LS I (neovascular membrane,

NVM) , 385 LRI SR M 7 A R B, 3 AP i

MR BE S 20 (fluorescence leakage); occult CNV
Ry A B T AR /8 S, i s DL 2 b i g B R
R (hyperfluorescent spots) K HL, FEFE M HA 2
A28 6% (hyperfluorescence with

A SO bR
(pigment epithelium detachment, PED) RIJ .- H#HE14G
2Bt HEFE (hyperfluorescent pooling) .

VR T R S A 1) 2B I B R A B
i, J\_}ﬂiﬁzgﬂﬁﬁﬂi FL A R IR, DR Ay
Mo FOWREAALEAT PRI, ] BE AR R IRE ] P 3
) R R ,ﬂ;%ﬂﬁﬂf“ﬂk@%ﬁjﬁ%ﬁ% o)
FHHIEEIE . BdrpoCoG IR I, T A8 A R R A
BRI B oo AR, RIFTRE I OB B, R
BERARERE ST o B HH /NI B S Rl ORI B T 7 2k
By, HEHI AR Z aesafifr. SioMRIEW 3G
&SR i M S e AT, B e R
.,

undetermined origin),

BHE 6 2EHINE, 2B &AW BIRE, 3E LGSR 2B IRA, 480E 3 5 B AR
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Tredtment of /fg?—'r?}ﬁe—d Ma(’{l‘ﬂﬁpathr—l e
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| | |
| |
MR o —
-
*E%iﬁﬁ’ﬁﬁéﬁﬁﬁﬁig%oéﬁ
Ttk b, 2R A S T B K
o BB AL 1) 22 AR . AR AR, Ak
7] (oxidative stress)itifl T HAIIE AR b KR
AR, T4 Bruch PGB A JIR 4% 6 s A8 i
R, et ZHifE (1ipofuscin accumulation) FIfE
&iIE Ak (drusen formation) o JURAS T LA 455 T M %
ReE A IE® 414 e E (extracellular matrix,
ECM) B Jldo AN IE 55 4l L A1 i) R 3 — 20 s it
AN e A 28 b e i3 70 $H/E H (diffusion of

—_—

|
2
J

E 400 International Units 2fEEHEBIN. AL,
Lutein(BE#ZE) 10 mghiZeaxanthin (K2 & %)
2mg. BYDHA 350 mglIEPA 650 mgElph 75 1f

A EF w0 6E, AR R dee )5 70 2 B

o BeAh, BERIESIR L FE I, PEHN 2808,
HLHI25 mg of zinc as zinc oxideflsAR15 3 5 4%
&hsms A HEBEMISIN, 2 mg of copper as cupric
oxide& WM. HAbeta—carotene a5 & B AT
RS N s SRR R R, MO AN I AR

TR

MRS AR o LR 52 (1) V6 T8¢

nutrients to the retina and RPE), it RNAR4H 5 & (4 2%

R, ARGt e T 5t b BRR & A

E R BL (RPE-choriocapillaris behavior), H&%5|

BN 3R b SNRAS T ) 2 e (MRS K
R4 R AL LA Q52 4h) « FEiE bk s &,
BRSNS T s B 2 ) I3
(susceptibility).

H i A s i 1 B 1 5 A B e )y =, {8
REFE il TR B AL R RS, DU B A A 2 4
REMEFF P A ) o R I A ) £
IR MRS, AT P O, 8 AR R T FH AR
P

sz M R e DRI 5 1) VR ¢

J& T 3B AL RS 1t A H R AR R AR () v
Jrae EBLDLAR TR YRR 1) o A SRR A e 4
Fo B DA S S fE R R AR Z,
ALFTEE . WO (WFE —FH) . HEaEEE. &
IRR v LRI DA A b 5 1) 1 Dl SR 2545
Kz, B 7 EE e RIF RSN, BT LATEBT I
R Forp IR ol B R kR % B 1) vy S P A
o DRI AN S W T 2 2 o A L () TR LA . 3L
b an s B s AERE BT LSRR . H
D U 7 T IR G i S vl €0 R 55 MR 5 A et
T F I OGRS .

fEde b, fPEAge—Related Eye Disease
Study Mz Age—Related Eye Disease Study 2 (AREDS
and AREDS2), wnJ4%n0%FHvitamin C 500 mg. vitamin

st
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BRREMERSE, AN B, A
Mregge . H3B H AT AUy e, U RE N
A AL R, A5 th S LA i 22 S i IR
fE. BRI, USSR AR A S b
flitmar, BETE U R ME M, fE, K
/N R S BRPRAE R B 2 5 AR B I50 IR AT JE K ik
AR, WoEn . HuraEe H K B
T ERA EEAR AR I OB AR s, BHAEIR T A . KR
PRI AN SR RE, A AU BRI AR
LARDUILAE B R DA 1R K

FEpTE AR TR A 1990EAGE R B
BZ T, AR, 3 A 1 A A 1 [
Iy, 6 R RHAR IR e A AT R . JLRAELLR
72;%&/@\:

—. UL EEE VR % (laser photocoagulation)
FLH LR S AL s A L B . S e

wDEHS (extrafovel) « #2/N. HAENR AL G LE Hf 52

(FA) LR B2y S RARER I BT 2B L (classic CNV)

(P ke A s L1, (LRI S 1) A R 3 o ] A A5

AR B 68 4 L ) 455 S AH R, U e A A /D B0

Bl B PO kL B, BRI T RETR 9

T R B0V (transpupillary thermal therapy,

TTT)

DURRE R B, B gk, v
WA AE L = A B B, 2 A,
1 e IE F o B A1 B (parafoveal) Z Jpdt A5
LeRR IO AL, T A IR, K2
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AR R F TR R R
FEIAHOTR

—=. &) 198k (photodynamic therapy, PDT )

7E20004F- DY H, 3£ & S 354 B 5] (FDA)
11 Plverteporfin (Visudyne,
LR PR AR . VR R A R IR SO Rk g
Y, Ar SEW) AL I e AN IR T 1R AN 15 A A
o, FR GRS e OB kE, & O
JREASE ML ) B o A ARk S [ A A A5 5 EL Ak
Rk, MR BB E P (HIf B PR

WAE . =M ARAEMB, FHEZRINGHE, (£
BRI HAEIR R C I S Hi5% (FA) BRI

LY IR &% EHT AR 4 (classic CNV) it 78S 2 3= 11
IR 4% e A= 1% (predominantly classic CNV) FJ
EAERSBCR (2] B G L0 3 B ok 1 E
SRR AR U A RV RSCR AN . A B A A R
PRI7-Rek b, PDTIR#R v, DAt H Al
BRI KA AR

N e | 70 = 2 o8 S P R =P b =T i
PR PR A I 2R T A, MR ) i
. A BEAERR BB AR I I AL . IE ARV IR
TE20044F 55— Pl s A R I B, 77
ORISR . T, Pl A = R IR AEAR R B
%, MR TR .

VY. Ui ig A== 8 75k (ant i -VEGE)

A N B2 A i A IRl - (vascular endothelial
growth factor, VEGF), 72— [a]% — Bkl
(homodimeric glycoprotein), 74 MU 4H %% Gk i =k G
%A (hypoxia/ ischemia) IRpABCREACHE A, (s il 8T A=
AP HE NI 38 3% 1 (vascular angiogenesis and
permeability), A ¥FEASA T A (isoforms) »

TEVRPESEA Y, JDRAS BT A I CNV i d
BRI B R (3R b BB AR T I (1) A=
Fo AR AR B RE,  VEGE( R 5 A DL i
A8 Y B2 AR AR, TR IR A A Al i A B (1) 2 55
P (maintain the fenestrated choriocapillaris

endothelium) .

VEGF{EHR Py 3 BE AR, A s il o B 0 5

HYEEEEO0 134173 269

Novartis) A& Va &M

TERANG SE AL S AL R BOR R 25, e e e B i
ENAEREBN. AHE 2 1 EERE/RVEGFLE
CNVIE B H 40 T A A BB M . 7ECNVAR
5. ARIUTCONVIRAHS . Mo 25 bR B mii
J (AVEGF S AH & 2 [FIVEGF 32 % (VEGF
TEEY) g L ORI I 2 I VEGE R B
(increased VEGF expression) Bl & DA FFCNVIHZE
Fi o

HR POy S Ui AE ) R 40 P 2B e X1
(anti-VEGF) , W EHEBAEHIRAIER P AN, B
AN BT BOGED Jy86 (PDT) 1] g 153 51 JH 15 1 %
A, WA T AR TE R 1D (P
RN . H S B 5 [ i SR A B R A FH )
Puiin 4 R A 74 : MACUGEN, AVASTIN,
LUCENTIS, MEYLEA.

receptors) .

Pegaptanib sodium (Macugen, Pfizer/0SI
Eyetech) &5 £ LIV # S (pegylated

anti—VEGF aptamer, a single—stranded DNA or RNA
molecule constructed to bind a ligand), &2 &FH
AIRBHR P IL A AR R, R 20044 10 3 58 [ £

i BEDE PR R AL AR A 22 A I o DR B B

B, AR 2 ML AR R, BIVEGF-A 165
isoform. ‘& BLIANMIAMVEGF-A 16545512, 2
PRI o 3 2 A o DR 0 5 () A5 R B LA AT
Bt 6B Ay ik (PDT) J5HBL, kNI SF— k]
PTG, AR AR, BHMTATRRE, AT R/
Hw bt B A RO, (RO E R HIm s 3], H

A AR R H R 511

Ranibizumab (Lucentis, Novartis / Genentech)

, HI'NiRZ avastin|f] ZGenentechy &) Tt i
EVEGF-AT) NIE B AR ST K Fab B (Fab
fragment of humanized VEGF—A monoclonal
antibody), &SRR NS aeE Al FH I 2E8),
J20065F 3 B £ i ZE ) PR T3 LA A2
TEPE B A R VG . oy T Blavast in B,
By 78R B, n] Re S AH Ak o7 0 ) chs, 4
RO, AR RS> RN, R AH AR B
&%,%iﬂﬁﬁ%ﬁmuﬁ%ﬁ%omﬁ%u
TERVaRE, BB MR R A MR R AR IS AR I
%bﬁﬁﬁﬁW?& AMEREE IR, R, 3
BRI IR &5 IS OB A I A RV B e A IE = 2
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o R B RETAIT = 5 2 IO SRR )

A[5]. B¥ECIA20114F L.

Bevacizumab (Avastin, Roche / Genentech),
25— NHIVEGF-AR AL B AR BT Y (humanized
monoclonal antibody), & fx P48 B h2Ey e
SN SR GiB LK FORE) AP 7N (IN=2 R =3P ER 111 Sy
2004512 HE R A VA MRS PE K Wi, 31 R 4B A%
HEH AN . Bl FLkE. A& REAN Y
o SEE . AR, RBIBHEG Llof f-1abel (FF18 JEAE
%) B AR AL A S BB AR I 5 . 1
2005 F 4G, RIAAH & 2 SCRRR R VB BRI A
W, B2 HES IR, SEIERE
A EREGE, S, B ERE ) 4R TS
JE[6-111, WIEREm BRI Ia M — R, &
Wi macugen XOGH) )% H A BEAT) AR 30 3
5% B8 B 0 SR E SR R v A 2 A S B AR )
B, HILVR R AN B . JUIAE f S

A AERFSTRE (National Institutes of Health, NIH)

Pt EFFIRICATT studyBRHnH Bl lucentis
Mg (12, 13], ZARMIIVAN studyth 44L& &
FEVARERUR Bl e APk b M 25 22 AR [14], BN
avastinfli A& lucentisflhf, HETA2EKIEEHE
F R A o 7 5 5 D Al 2 A A4 S o i e £ R
B AR RA S, SRR 20064 &4 A H.
CLAEH % L

3 L WA AR S Bl 1) m] e o T R i T S0
B L ZR R T ARG R, DL R T

BIRGEYA G N 2R, DUH i ERHUR
CAVE SN SR ER (1 LE o &, 64 B (1) 58 B 2 AT
Bo Blavastin&fl, fERFARA RS 1A Kb
R 2 N SR 1873 NG 2 SN 1| R LS A =P VWY I K=
AR, AEES AR N B R A A 0 K i 4
G DU or 2 —, DRt 5 PR RIE AR
Ny B R Z R PR AR N B AT L
FEA AR G AR A O L A ZE R R (BRLEE )
), DRI JEARAT i O MU R FERE TN, 7EVR I
AR AR AT . S A H R A S A R B s AR R
DR A BB, DALk 27 gl RIS 2 B TE S I
o

H. %A (combination therapy)

IREEE K Z BT, A &Sl R
Mo Ty M AT [R] Rt DR S8 [ ety o, DA 3L
BOR . BT RN, B B AR DS A AT
REEr SRR T s i EIVE L, A Rt e A TR
e,

N TR

DHR I3 AR AT AL AR, A B
HH Il R AL AR O I oy MG AR S o B 5
VR R PR OB A ML R A BRVAAE i 25 th g A
09 (ER R A B X ELARTAR T e AT —OR!

Aflibercept (Eylea, Bayer / Regeneron), )3/;\201%%%%’ Hi A

A 10 30 5 [ £ A BE S FE R A T A S R e BT
I R IE e . BRI A PTIIE AE R T 2 AN R A
A e VEGF 32 2% I il &85 1 (fusion protein

ZEEME R PR AR IR AR AR e

F3d F iz v 5 5 3B AR VEGE 2K 1A BH Bt

consisting of portions of the receptors for the VEGF

molecule— VEGFR-1 and VEGFR-2), fg&t& N FHEr
VEGFIIER] . HgER B lucentistl, 1Hr TIR
KW 2R, ZIPE H 3 — ik [15, 16] . (HE
ARV R R AT A AT =R ]k, 2 AR R ] ] B
TR FIVEST o 7ESCRIHE AR AT 0l BT, mlRE
ARG | 5

DL & DY RT3 A = R 1~ 547 B e DU Y
ST BE, R BEN) LIRRAN B 5H B R T BIHR BRI
WHEPY, DRIURHR VRS T RS R I OF S e s — 2
TR IR N 2 (N YA B R ) LA
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HARH, sl O AR O AR L . H R A A s
%0 35 HL AR LA A 1 LA S A5 FXT BELEY - 1B
BIEELEWT R 1 [17, 18] .

TEVEGFAERCHT, A — 70 A EE, el
sEmammalian target of rapamycin(mTOR), +&—1f
ST AN A L D AEAF B E A R (cell

proliferation, motility, survival and protein

fyptbesin) kinase. ‘& A LATHAL T 22 855 K 1

(transcription factors), fiffhypoxia—inducible factor

la (HIF1 a ), #R1EE—DH40 A A VEGE IR FE A
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LT e g Sy e —

r/”ﬂ_*‘f\l iﬁﬁ?ﬁf@%ﬁ@nﬁﬁﬁ%}&f?ﬁﬁ? i r‘] w

////J %qu,éﬁiﬁ%QQWW#@wmm RFELEISTRNA . 590, AT E BB FTZETOR

\ \\-//= \_epiﬁhelial—#erived factpr), }%ﬁ**HSG:kDaH@ I FfJsirolimus (rapamycin), everolimus (RAD0OO1)
B, SRR T E AR R B RCR Mpalomid 529,
(neuroprotective effect), 1= REFPHIME B4
(angiogenesis) . 1IEHARIT N, PEDFMIVEGFAHE.
VAT, AEIRVEE T BRIy, 2T | B0 A
1R J) 5 %8 | VEGF AIPEDF W] [F) P-4, 1145
VEGFI@ fE F2 I, OBl 1 8 A= i /8 9 Bz 40 e 1) 52 5
EE. protein that can bind VEGF and placental growth

VEGFERVEGESZ 4845 1%, PR F factor, PIGE); PLRSFLTOL, —ger FVEGRE

FVEIE 4% (downstream signal-transduction MBI A L@ H (a novel fusion

pathvays for receptor tyrosine kinase, RTK). jzggproteln that consists of the VEGF/PI1GF binding
domain of human VEGFR1/Flt—1 fused to the Fc

18 =1{#: Ras/Raf/MAPK pathway, PI3K /
Akt / mTOR pathway J2PKC pathway. H/Z, portion of human IgG through a polyglycine
: ) > ZYMEEL  HARL B By

o "
SLEZE) . BT RN E S e, g o) @ffiniw).

.. VEGFIERZ A BIVEGF 2 g 45 & a7, FH
1R LS 28 45 A
Harlduis L RN B B k. sk, Bf
KH902, —{[# "] BLVEGF4: A 2 fliA k1 (a fusion

IS STSLIEYD' S =. {EVEGFJE RGBS S8 45075, BHET LB 45
S5 AL 0 1 e SO A 04 P R I

(pericytes) #H juxtacrinef)J7 A Prfe i — L4k WFST R I ZEI M %, fi3Evolociximab, —
PAl-f- (VEGF LA & Hifthpro-angiogenic factors) SCHF, T PHEr « 58 1 integrinffibronectinfB]#l HAEFH
A AN 22 A RIVEGE IR B IRk /D 2B T2 e BERKHTEY, JSME427, —integrin a5 B LFEHL
TARR 7Bk T, B REERT ge, 4 Zkinase inhibitorf{ipazopanib&AL39324.
ZRHEMEAIA S HIB . R, platelet—derived

growth factor (PDGF) Zdirp—MHEA T, Wgg WM. HARIEEP IR

el P ML SR (recru tment B (nicrotubules) AR AR —HE,

and maturation) 4 EHT, HFEIHe(Lfd EEa tubulin subunits (4% a —tubulin/% B —tubulin) AT4H
P2 A I AR, A AR R I R A e G (A, B, A <5 A S g LA

WhE FIR A EUEEAE, AT AT DL R S ek HHE%, #tubulin inhibition(combretastatin,

He SIS A o fosbretabulin, 0X-10X) 784 I & B 2L 1 ThBE
Sphingosine—1—-phosphate (S1P) J& 1l A Jz 4H
. BAVEGE cascadeHBIHIIANE, 5 A MRS Bl MDA A7 3 1) A e P D 93 T
VEGFHE Jli i g /> HAE ik (bioactive lipid molecule), sonepcizumab (LT009) fig
Small interfering RNA (siRNA) nJ#s pi 5% 2 ) EL % 1 Y BELBRE 0 7B A {2 #EPEDF gene &Il
mRNAJ} % (cleavage) . DNABLAHLEE 1 1 FH R (1995 S5 B HA-PEDE,  $01IPDGFI fovista
(DNA/histone methylation) Ifiy 505 & it 2= 4 (E10030) , 4|48 Z 45 POT-4 (AL-78898A) .
RTP8OT (REDD1) g Al 75 Y5 A1 A 1Y) ol 1 4411 anti—factor D (FCFD4514S). eculizumab/ sollris
(ischemic cells of neuronal origin)-H3REL (alexion). ARC1905, MEISMEvfiMIE (vitreolytic
hypoxia-dependent upregulationfREH, ERERTH  agent) a2t A 21 0l 65 7 PSR
mTOR / HIF1 a BRACILHEVEGR I 2 4, 1M BESRUTAE S AT 3 2 S BB ) 55 8 -7, H A
RTP801i-14 (Quark / Pfizer)iSf4Ed), S REZ ATV AT 3 2 FR 2 DR 324 e B 00 588 0 5 4T
PF-4523665, RllJZ it AMHIREDD 1 VEGE T 85k . TR R e RS S AR

LyBEE034EITHIM 271
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h‘ Tremt of A‘g‘é"—'i”;,l'ﬁe—d Ma(’{l‘l‘l‘dpatth — r——
) | |

/i::j E U e %@@@mgﬂgim ERIEAER, BURPCVERL LA R TR
O | | | e | REBEEEMAT AR, SRR, 2R ES
B, S b SR {L (arteriosclerosis), Wf H.
LR L
I SLA PAIKER IR, e e st T o ns, ey
(ST Rieh AR A A IROVEGE VR L 3 A 2 B LA
Jrwet AMDZ i35 [24] . TEHERIA T Z4fTPCVE

Polypoidal choroidal vasculopathy (PCY), 5 s gpg eyt i By e R EASHERUAE.  HATES
1990FRI A [19-21], & REAFBREERNATOR — povppsage, bl ek sepe g1 R 20

T3 NIRRT Ry P 22 ARV s B e 5, R A IR (E S SR B0 T 45 AR 2 22 [ S [
4RI AS IE 5 ORI 35 H IR B RR R

P, ZHEREA R FECHEE, HASH GRS B M . EATEHERE]R Y (laser photocoagulation)

PAANE T HA i L 2 B3 FR e L i IER: VN I Y SN SNV Ny SR (RS R C<h i Rt o
YRk A R T T S S A R I R 2 S P FEEEHS[25] . B E WAk AL 68

x, //lug Ay BB E AR I I A R AR VT4 Tl 4 (feeding vessel) [26, 271, DIEIMLAR 2B 22

W, BEEIR RS AL S TR AN S, IR I B (ICGA-mediated photothrombosis, ICGJRA—
45 M52 (Indocyaninegreen angiography, 1CGA) — JGHEBUBZEY)) [27] RIRCRA1E. DRIELHE AR 2w 2E

IRk R ILTURE, POV I 4> 2k, H oK% K2, &5 Ry RS S B (sub—tenon injection of
AP 22 S VG 0 S AN P R 3 A P 5 T 0 0 triamcinolone acetonide, —MH[HINFZEY), FFH Fid)
W8 B APCV ., FYIETE [ 2 T VAR .

PCV 1195 S AV B e — FE & I 28 1 o B
. o L . JtEh J199: (photodynemic therapy, PDT )
SRR EZ‘“ /\J: HE SZ A NET HY I T s .
/7|< %%EZ@%E ﬁrJﬁ»‘iﬁ AL T S i o E120004E 4, 4516 S I8k < PDTEPCY

) B A CGA, CGA

54 e
qﬂjﬁ%fé?i& HIBEHIE A A IE R IRAS I A50%280%LL A HE ] A 1D (28, 29] . [AIPCV

7> If% # (branched vascular network, BVN), %
¥ #% SEPEBE R (nultiple widely distributed
W1 G175 e &, ML A 3 R SR A 52 B s R T 1) i 2 M EE M (multiple widely distribute

lesi , oA PDT 4 % X%FAL‘ s
Y BRI, IR, e oS EIPDTIRAR TR ERA L2 B

. N . . . [# (greatest linear diameter of the lesion based on
S LA I 3 R AL AL ) Y2 forescein anmiomranhy. (oL AL
N ) uorescein angiography, ) T Bk
ST e fR 4 (optical coherence tomography, OCT), BLOBTAPY -

. N Joi kb N AR 62 U [ dk) (L DR v 8 [ dal 25 15 iR
] & B R IR R AL VA U , S L o e
s K, 1B E ICCAPT I 2 B K4t
POV BAF TR /D 11 PR 2 A Ak _ . N
( - . ) e F2 ) (exudation) H},(greatest linear diameter measured by ICGA, {H41%
ranulation tissue H exudation), X ]
: iy i N L B LR < LA R s
A MM A BE S T AR B (hyalinization), HRES » i b
s 'fj’ 1% m/)&’]\@l’ﬂﬁfhﬁir &*E /\ BIZHHAEE%’
PR T O o 325 10 4 5 AH A AL 22 Gt b e e " N
. WA AN S 3 D B AMD BB 22 {H AR S5 B % IR
(immunohistochemistry, THC), #¥FiI L FRIIFERMEZ e . .
) " AMDZ [30] . /D ¥ B m] eSS A= K AR HY
FPPE TR O 2 I IRAS ORI AL R : 153 If. (massive subretinal hemorrhage) 4= P g
AR ) 175 P B ST UUULB A 1 (smooth s

miscle actin, S0, HRFRIAMIEG g L (vitreous hemorrhage) [S1), FABARIMER L

Sl ol N L da e s 24 (RPE
ARG RN, LR E o 7}i®£§;£$?¥ﬁ
JETH ICD-3A7E H: 4 P - LB A 4, SRl

ML N AR E 4 A BN AR R P, (Hi% =. Buss A BN T (ant i-VEGF)
ot P45 ) [ A F8 7 LA A FF CD-68 [ 22, 23] o &5 RIVEGFAEPCV 1 20ps il - (1) /1 (i /b,
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\a);@ i > 46 ISR (IR AR A 11

P A A= DA e A RE AR, A IR T kL 1108 U
AR

R [33, 34

V. %i& 97k (combination therapy)

I APDT B — 7 B PCVA VBN 2 R B
M A R R B ik W POV Z v B Re I il
P, WCE RS FHPDTAS &P i A = A
¥ AT ASEEITAFR AR S i iE e IRy [H] [35] .
PCV AT 22 A5 ni Y AR TR AR =y, &9 fhwet
AMDHJ Y Jp 2 — 2 532 —[36, 37] . it H iy
DAPDT &5 B i 2, AHAH A 2 OF 5 [ Je e
WS AT B

Triamcinolone Acetonide (TA)

Wb 2y kT e R e o [ P H A 22 E ) RE IR
., 5 oM (downregulate) & N VEGF ) #d3d: |
JHEIVEGF 248 U SO ER 1 38 i ofn 72 6
A ER R 08 ) A WAC A R ) U 38, S If

e A dE PR PE 45 2L (pharmacologic ligation) HRER

(391 SE AP N 1 RERR B 265 — S ] 280 B 201

(intercellular adhesion moleculae—1, ICAM-1) [{j5%
B, 1 B 4 N A A A RN A B BE (blood-retinal

barrier) .

TP B e PN (o] Pt S A 36 2 L vz A FH AR
PRI AL A 5505 5 2 i BRE 8 7K ML A A5 48 I DR L 2
JITad i ) o B K i [40-44] o {H— & (4mg/
0. Iml kenalog) v S R 7% S 1 ik IR B8 T s S 11 1A
e ok A S 1) T R

PR 7 3 A 15 DA R ] I

gy BIA, FRAPT AR 3 3 A A [ 1 v A

(low dose intravitreal triamcinolone acetonide,

IVTA ) Img/ 0.025ml kenalogARVGHPCVIK] .

FLA 7 2 R — R 3 B i P v S o L AT [ P i
VIl e S s SOE, A v REFRARIER AL A, I
fEFr =P R AR AT, WERH =PRI Rk
(3—step disinfection):
PRI B IR AR T YA s (2) AN THIT = AR A0 51
A0 TR B 5 DL LO% K MR P RIS v v B AR 30 5
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(1) 2Tk = 40 56 A1 0% 7K o

AR A IESE:  (3) AT HTHF LARIE 10% K ¥ 1 12
LSS Y R WA

TSR AL FHHR A 2 P 22 i 5¢ Bkenal og ¥
RIAE N7 s, anlE— (A JEYME3KR, B:
VRS o IR EIRCRAKOCT I A IR wF A o K
45 LA T8 18 DAY S ] P 3 SRS A0 40 I 5 UK B 2 1)
IRFRE, Ak o8 DU 3B OC Ty 4] 50 4 IS 7K It A5
AN ARy, RIRE AP . AR, Dlair-puff
tonometeriB HEHR A8 4L, WAV VLAS T PR HR
LR HE . K —RIaPORBIR AR, & R AR
WS AGIBIE S 4R 2B T2, LU MRa e S0

—. ZHl—

565 B VE, WS HTPCV. JERERTHL ) 20. 4
logMAR. [ =M1, YARERTFAR] B — 0 3 b 7 o)
plE, IR AR SR AR AS R AR LB R, T ICGA
FLHT T RLAE R R bR R 18 A I R Sl A
i HLG AR08 b R i e B I L RIR 1 3
PEoR . ACPIRIA LS, TCGAR] H{0 & bz i C
ISR/, FLIME ORI S, ME2) S I 5
LS8k . 7E25600 H R & b, L3829
RIGHEE, ~FRRR2. T8 HIGHE—IR. [FllRg, 7650
L5 I IRpE52 T AN R 40T [l — 29 FLOCT 4%

B, ERE RSN S RRBAEREIE O R, H
05 b A A AE . 2548 A K45 ) 440. 18
logMAR, B yf e i iE 0 B #2417 o

U 17—

T05% BVE, Bra2lrPCV. AEERTA S A1, 0
logMAR. [ DY FIOCT H ] 3 48 7 B v B Hir A B &
()€ 25 1 7 sl ELAR BB AR I SRR, R IR AT
DTEARAIE SRR, (H S E R R, 7E
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1% 98 A NT/KMHES £ 1.00 1.00 3 9 / 21 27
2 5 65 i NTUKEHHE M 2.00 1.30 4 9 / 18 24
3 % 76 A& NTKMHE M 1.30 1.30 53 / 10 16
4 55 84 A NIJKEHE BirsHs N 3.00 2.00 4 3/ 6 12
Bevacizumab
T —I
5 5 70 /& NTOKEH#E & 1.00 0.70 4 3 / 7 13
6 H 56 A KinfE M 0.40 0.18 5 4 / 19 25 ZE15MH H
IR 52
SR
7 % 82 A KALEE M 1.00 2.00 4 13 / 18 24 H13MH A
IR 52
SR

R IRR S IBBE SR 2E TS TE

HRHE  (=2oKok HRBE K et
) T 1302
&} X Y BE N
% 0 B ii/j B 1|] >K7J‘<*f
ACEk (IR

1 79 10.64 16 M £548LL 0. 15% unoprostone Xz 1%
brinzolamidefE il 2 & GHE

2 17 19 20.30 47 24024 FE 2 BRBELLO. 15% brimonidine &
33%47) 1% brinzolamide® B H v &S B
Il

311 16 17.17 30 M FF& 2 HEARLLO. 15% brimonidine &
1% brinzolamide® Kyl FH n] 15 K
Il

4 12 15 17.56 22 & FhE 2 HRERLLO. 15% brimonidine®f Ky
PEAT ] AT L 1)

5 15 15 16.86 22 M f[EHEEEZEY) i H
6 11 9 15.17 21 & MEFRHR B 4418 FH

7 16 12 14.97 28 M &2 HEARLLO. 15% brimonidine &
1% brinzolamide® Ky PEAd A n] A K
Il
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