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[ Abstract | To review recent developments in the etiology and new medication reports of age-related
macular degeneration ( AMD ). The related paper of age-related macular degeneration were analyzed. Related
literature revealed the pathogenesis of the disease and the patient’s age, smoking, diet, oxidative stress,
inflammation response, cardiovascular disease and other factors. Its method of treatment including photodynamic
therapy, radiotherapy, laser photocoagulation, submacular operation, thermotherapy for treatment, drug treatment.
Drug therapy as an important method, including antioxidant, inhibiting angiogenesis drugs, Chinese medicine
treatment. Through reviewing recent developments in the etiology of AMD and new medication reports of AMD, the
results showed that Chinese medicine has certain advantages in the treatment of AMD.

[ Key words | age-related macular degeneration; pathogenesis; medication

8 A % PE # BE7E 4 (age-related macular QIHH@%H%RIT&IHE%L”“T A5 31— R T R
degeneration, AMD) X FREFEPERBEAM:, 25142 BEERER MBI, InK EEZ HEEH A (TE)
BREAEAR ek R ERNHEN 2", AMD 2 %ﬂ%ﬁiﬂﬂﬁﬂ(mﬁ&ﬁ‘tﬁm)ﬂﬁﬁﬁﬂ,HU%I%
i BRI €3¢ 1 4 (retinal pigment epithelium , RPE) 47 BURBCIE . RPE 545 F M FE E 35 4 025 5 %

B ik 2% B8 H A 1L %S ( choroidal neovascularization

[REM] 201209289008 CNV) \RPE Jii 8 5 #50R 2F 4i 4k s B A% 52 . K
[BLTE] A& RHE T 4E 5 4 T H (20100140) 21 10% ~20% ) AMD 8 35 R ik 2% 5B A4 1 & 1k,

UBIRIESE] " DRG0, B SRR, 1, A0 26 0 35 700 2 J% 4 ok B ki Ak 4 7 AMD! | R4S E N 4G AMD i %
W R G0 WF 9%, Tel: 0435-3209577, E-mail . ﬁmﬁ_ﬂ # Tﬁiﬂﬁﬁﬁtﬂﬁﬂll F—HF%’{E;H\:E%H-L

huiminyao@ yahoo. cn

- 370 -



T 2 A R S T AR M Y S L R K 2 W VR T

A2 TCH A MG T . REEEH NN
AMD J&—Fh 22 P R B L BR T 5 45 8 gt A% A7 AR 5
AR A A, 5 W AR A I R E AT JHE Oy I
TP 2 FEA L . RibseE T X AMD iR
SIS RE R HEAT T SRR, AR SO I A ok AMD Y &
Joi L R 24 W 36 T AT 8 A AT, DA X 32 95 5 L
i B A 5 A PR YA 7 4 3 Bl
1 RFENEAOHR

AMD 2 —> 52 0 R 15 A1 30 0 22 2L ) JlEE  RPE 21
Md \Bruch” s f5 A1k 2 B A AR AT PR W . IR BEIE Y
PRI, EER I Bruch’ s I JE RPE (4
F UL B R RPE 41 #5 #E %5
L1 4E#E AMD J&— b BEAF i 19 1< M0 0 238
TR B BB , A % B 54 S B AMD i L g
i, 3X AT RE 55 AL A H R AR T b 28 52 AP VI
w BRI E A ., RPE 41 J& — Fh ol & 48 iR
J2 R YR A Bl 2 AR, A SO A0 i B ARG SR, B AL
9 RPE 4i iy 3% J¢ 7 1E % 19 A4E B I g, nl fE 3 3L
AMD g 5 o 3 58 e U W) AT i [, 45 i AH
KAELRLAR DNA 4578 AMD J g AL v o v fig i
H-AMER,
L2 WEAR WRAR O AMD b g ol ) R G I R .
FATHG W58 R W17, WA 55 M PR RE 5 4 M A0
AMD J A= A HE AT OC, s ZU2 i AMD (1 & A= A
PRI . BEFE AR R A MR AR 2 AMD f) & /2, RPE
A7 W IR R AR R ST IR R A A IR
HETT AR 15 P 3 ZE 45, RPE 2 W% 4035 5 300 45 19 — 4
FESEALAEE o Mitchell % BF 57 3 W 48 1 RPE 5
G INAT G, A B AH OGP IR 0 BF 5 (age-related
eye disease study, AREDS) o Wk I JH 5 e KRR
FEYRA G . X TP 1 T RE RN A oA O, A AR
oS TR M R R AR Y NO (NO, i ST i R
AT R SR BT, kS A 2 SR AL AR BE A8 98 /D 1L T
RPN LR A AR B AR, 1 DNA R B AR
BT Y 54 , T 30 AMD 9 &A=
1.3 kxR AFIEREYS S AMD f& B 5 5 n
FHOGHR o AKX AMD 1952 i © % AREDS F1 1 il
AR CET A= i 48 b & N 2 AR K I F (vascular
endothelial growth factor, VEGF) fi{) B #1285 H IIfi PR 30
BAWTFEPTUESS . AREDS 3B AMD 8% b 78 ¥ 470 4
AT BE % BH 11 50 SE 22 L4 AMD [0 B 3 AMD %
Ji& o AT IROR A FEAT 1) — > AFEDTFE R B b
AR 1 B R K OK R BE 05 R AR AMD i R
KOIFHBERA G B-H1 % bR W 5K AMD 116

AR E
1.4 SFALRIH Ak N O 48 05 M AR5 1R Y 4
s, 2 A NO Ml E AL AW SR, fEIE
FAFOLT , B A A O BR DR AR AE XA, 7 S
P RV R NS B S G B u R IR NS iR
R AE T3, DT 7™ AR AR AR N B, 175 & L FR A X RO,
7 K R R A A AW 3 A ) A A, A e I A
JHL A5 AR T IR, Tl 0% P e AR B 2, o RS At it 1, 9%
iR A AALNL IS 5 51 AMD %9 19 48 2k
P X A T R R T A A, HOk
TR AZ 2% ML AN T B 2 NI R DR DRt 0D
TG RN Z T, W 5 52 B A AR B IR
L5 REERIERN ITHENT LN, RN R
1) 22 AP (A5 A HE R AMD 11 5 JE P B
B, 2005 4F 47 00 B 5T & B AMA N F H
(complement factor H, CFH) {728 & 5 50% DI I
AMD Ji 51 A 5, DT B IR 48 78 B 5 48 0E N AE
AMD Z i L b i) AR . S A A Y BOR
POSIEPEN & A C SO AR L 2 R AR B 53 kM
I A e BR A R DL S N R SR A LR,
JF HAE RPE 40 Mg F f 6 I 2 #MA S 97, o Clq,
IER NN B 2 sk 7/ N T O3 s -4 = B e
Hoos oy Y B, RPE 7] B8 2 A MA X5 59 H b5 .
RPE T Ji&E 0y —Fh il 2 B b J5 155 5 5 5 I, 5% BRI
0 MR 1R — R B AR T A BT I B A B S
by PR 5H B ARG Dy S AR A, 8 e R R B T
It Al RS A E 40 B, 43 W 4 M DR, AT AR
AMD ) & &
L6 OMAERR  WATREIH A& & AMD /Y% 4
55 RE S8 MW 7 A 1Y OC R AN # D, T Bk
SRR A AL B S AMD () i 5 PR 2, RO T S 3 Mk
25 REFOL 0 B R 2L 0 Tan 251 DRSS R B
RNT5 B U AR, AL S ER SR RS,
HIH AMD 25 9.0 148 2 05 38 LRt B w8 2 %5 H
FEARAY M S, AMD 2000 155 % 005 26 LX) R4 4y
WS A5G 10 A .
2 YRR

VAR, % 22 i 2IS AR 1 A OC 1 v R AR R G
JEHT A MU R AMD BIRYY E 2 T T RE R 2
S P I RS2 5 W8 22, T B 06 3l g 29T i L TICETR
ST HOLGEE GEBE T TR (Ll LIRIGARIT AR
IV AT T2 WG T AR R —Fh B S 0 7 s, 1 ok
AT AT O .
2.1 shambreE el X TR IEZ A AMD,
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WA A B BUNIRYT Ik o BT 0 SR Bk 1) A 3
it DL K RPE 40 il 2 A 4 We 40 ML (9 D g , {1115 RPE
B o2 ENEEEOh AR B, P2 URSRUEM] B
TR 5k ) B 48U A0 R0 3 7 2 AR B B AR I Y oK
REFEAIC AMD 1) & 2B WATH # W 5E R 3, B A 3¢
BB A AL T 5 BRI AMD [ KU 22 H] 7R 7E 4 &R
H AT #7794 et S AL R AR 4 2B R C B B R
EBWIE MEAMME R, I —LPr e bl g
BEEEMRAEN, L2 W& . A 5
K Ha 217 R 37 5 R B 52 R T8 4H 14
HAALE, b P EE R (cyss) 35 FRAK , (H 2 I [F] 4
1 SE AR AE I GHS I 32 B b 78 571 14 52 i), 26 B
cyss P 7K 38 T A Ak G804k R U AR 55 4H DG 1
A 26, 3 Ik b 78 RE R AT LA S 00 BEAIR cyss Y K
o Rein 25 G0 R i A7 AT AMD B350 77
BIFMR A IR EMN 7.0% FREE 5.6% , KM
I R AW AT R 2 BN -3 2R MR iE B R
(polyunsaturated fatty acids, PUFAs) [{] £ A &
AMD &4 E BB A, w-3 PUFAs £& AREW]
R A N T R ek 2 i e T RE IR L OF
AENE I = 2 4E A ML J1, Sang iovanni J P 275 b
XT1 8374~ FLH AMD & 12 4519 i% 28 2 o i IR
WEEHE I, IR w-3 210 FI AR I 2 f8 % B A AMD
b PR 25 45 FBT 2B 108 55 O & I AR T (R 4F 15 X BE 20
K210 30% ,IN J 3TN -3 PUFAs ()& ¥ 8% A7)
P AMD 0 J1 T . Parisi %7 3 iof bl B
TSR PR 2K % N R AT E AL R0 AMD
L I T R 0 A S e, 25 S R WL AMD AR
T R A P R £ 5 4 1 Ty g A o kb e S A B
N 2 R 4 Ak R0 AT LLAS B @ 23 . Tan 2507050
R R g 2R T K R R AT L A )
A AMD [ KR, 3X A 5% R 55 T AREDS B 5%
gk
2.2 A A A N 2 )
2.2.1 VEGF %] VEGF 7 AMD £ ¥ (%) RPE
FCNV i34 335 R 2 WF 5 R W] VEGF 411l 551 A]
P B 2B 1 B2 B o Sorafenib 2 — i Z2 35 i 411
1, Kernt 252 538 5 i B0 IE 3 T Sorafenib X 5% §% T
FI6 T B A S 40 i A K PR 1 2o 3 36 5 40 il 4
FH AT 410 1 00 ) e A= ot 85 79 T K

Bevacizumab ( Avastin) & — & K T & 81 70 B
BUIRZ Yy, 20 A AL PR S5 & i BE A Fe Jr
B, J2 258 5 10 461 8 0% 0 ORT AR 14 R Y VEGF
iM% 4 A . Tatar 25 58 i 38 5 48 6 V)BR CNV
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s A, Herb 25 il A 34T Bevacizumab 3§ 55 14
TESIE 45 25 4 RAEAR AT L B 23 i A A S X
WE4H | % I 45 T Bevacizumab %955 A Lt % B8 20 4 B
WG VEGE 35 o M1 4 4 i o X 15
PR TR A U A DG A B B 1 A8 T e A P A
Bevacizumab J5I7 , K FL 0] L B F R im0 7, R B
BEK b o 30 S0 A 22 S S o 3 A I A G A B BT
AR VRS T PR AR 1 85 bevacizumab 5T, & B B
T T2 bevacizumab B85 4 42 A7 &80 2035 B RS
EZBORE AMD 1

Pegaptanib ( macugen, EyeTech/Pfizer) J& % — Ff
B b T B AT R SR M R S 1 T A T IR BT
VEGF & M, o] LURE 5 4 15 20 i Sh VEGF fy 52 4y 14
54 TR s M, B AR 5 VEGF 2 k45 &,
M I B B A B, Weber 27 @ g
Pegaptanib BL—J7 2 %0 A= 1L 48 B AMD g A 47
PEEE N TE ST, & Bl Pegaptanib G847 200 il B /4= 1
BHEK,

Ranibizumab ( Lucentis ) & — Ff 5 2H 69 A\ 5 4L Pt
VEGF Husa BEdi 48 7 W7, BB 48 45 & JF 0 il VEGF, fH
IR A 0 TR 1, B CNV % 2 Atmani %7
if 13 B 3% Ranibizumab Xt AMD B 3 1 45 958 34 A= 1)
20, iE B Ranibizumab §8 1 #] AMD 11 4 5% 19
B,

Small interfering RNA (siRNA) & — KR8 5
VEGF J:[H mRNA F{ 445 & 09 XUEE RNA 5y 1, fif
VEGF [N % 1532 I  #l , Singerman > 3 i+ #F 57 45
—~ siRNA Bevasiranib 3% B H X & % AMD H &
RAFRYIRITVE T, siIRNA 58 3 375 5 B 0K mRNA 2T
BREE Rk L EE R . VEGE Trap & — 22l &
Wi BK#EE VEGE Z Sy, ot VEGF-R1 Z {4
(1 1gG P i F1 VEGF-R2 52 (R P E i il 5 WL 1gG
ML & BT, 5 VEGE 45 & i JOCR [ HAb 4T VEGF
(0 25 4 S, 7 L b R S B B i B
VEGF 1 '™, 52 0k W& 2 02 % i 30 10 50 £ 4%
vatalanib , pazopanib, TG100801 F1 AL39324 4 ¥4 7F
SZARIK ST BT VEGF {976 1
2.2.2 KRB Y) KBS A B 2 MR Y
AMD 2k % 1) CNV, S 38 o [ A 240 7 [ S5 1 40 o1 5 2F
M4 K1, Anecortave acetate & — Fit Il & fth 7T 2%
B R BRER | 8 S A o 2H SR e R 0 A P
UM Y G A R A% 4T, Russell 267 5@ o R
Anecortave acetate B — J7 I8 I7, K B 15 mg [
Anecortave acetate ( Fi] 23 7 b il iR £5 ) fig i 2 4E 7 0
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& FLAW ) CNV f 2E Ko Emerson 457" 4 36 ¢
Anecortave acetate Risk Reduction Trial /1, Anecortave
acetate H] Tl CNV (2 5, R HUB7 AMD 8 2 1R
& T PE o B A i 4 B % A8, Triamcinolone
acetonide 52— A\ 45 JRAY KRG [ B 25 ), 3 i
) 58 RE B0 A8 PR 200 I 1 200 i A0 Sk 5 A
B M R . Gillies 457 BF 58 B R, 4 mg
Triamcinolone ( [l %2 7% 78 ) 3¢5 A JE N 1 IR T, 45
RSB Triamcinolone % CNV 4 K AWM HIVE R, 5K
HE UK 26 RS W, ¥ Hh BRI A DG Ak B B8 o 4k
B BE AR b 28 3 TR B R AR A S i s S RE 8
PR BT AL
2.3 hEhihyy R ESER AMD HE TN B
W Jaws, 55 M SRR R I A OC . Hm AL R
HEE A, BRI ME P T, B R IR AR
S5 AR AR BT 2% i BT B, AR AMD SR 3 IR IR
Jel A LR AT BRI 36 . R 2 A5 SR i Ak
FETIRIT AR R BT H . AR XA B
R P R 2 S ) >R B 3 RN S 5 5
VMR 9T, kB P 2GR T A AT AR Gk
72.5% o 4xWIACCUR NS BEAS E Oy 2 K A AL
A 060 B 2 I B R T AR . T RN
M AT 52 07 MIAL B B 5 iR 97, K BLIG T A BOR
ik 82.81% o BRHAE R AR ML I 7 B 5E T Hoxd
AR 28 A 2 AR R (AMD ) 35 A 7 2 B X ol i
R K Ik 245 JSE T A i A O A A JRE BE B B ), R IR
TR T X IR A SN oS )
BEAIR T BRI AT IR T IR R AT B
BE AL NG Gl Y T g | KR
W5 2 WAL 4 5 37 X6 52 36 1 O IO J8 28 P A 9 0 AR
o ZRRAS IR WIS 2 FPHLUE SRS T
PEBEBEAS VA W A AR . I g
F W I 25 05 1 6B OB TR I v O P 2 0 Dk 246 I
PR 5 22, BE DR 4P B BE R AL Z BE , 2 A 8, B
ASEE R 5 22 W B v I BB A P 24 il A AL R AT
I3 P B ZR KT, X T AT A8 9 728 5 & A 119 Bl i 2
AEEFE L, AMRET AT HREE T 2%
I7, P I BT A5 AL | Am-sler 5 K5 4 0 0 85 7 A
WA . 17 S SR IR LSS VIR T B A
AT R DG T B B A P, AR W B 45 SR R WTAEAL T AL
¥ \FFA .mfERG ,OCT [ 4 B 5 RAG br ok 3 Iy T, 1%
KW A BIER .
3 RE¥

Bl A BRON T 22 8 1 B0k, AMD 8% 19 & %

AR AW BT B 2 i AR 2 4 i, AMD
E 2R R AE AR — A T B A 3 TR
IR AMD B BE TR e i JLAR AT T 8OR k2D, fH 2
X HE A HL A A B A AT SR AN TS R . B XF AMD
MIRYT, B HTH 32 B VEGF 410 i 71 1 iz 5 25 [ B
GRS HIT R 25, 45 AMD 83527 ok 1Y
Ao BHA Ry BB SR REM ] VEGE /YR R, {H 2
[ bsf st B — SE MR 9 TR TH e LR R E AR I R 4
I RAE K 8 5 K e e 4 B R
LRI I PR 52 56 v 1 BA2 7 vh 25 T IR0 7 B R 5 |k
F9 00 190 S 728 , BB T — B R B g iR (A
5 BT 2 Y RS PR BT S S o o Bl i 4R R
IERTR AR EXT AMD M BF 5 MR TR T A s IR R
I HHAG T —E 1l st , 5 H AT SRR RaE 9 b 2y
RITAFAEREA B/ W PRS2 360 B0 T WL 45 ko,
PASC TR P BE BEIE X AMD BEAT IR YT B 838
BYRELIR AT RN Lo Z8 LT IR, Xk 2 % AMD
BAEBA T FARIG T T B NI, #E— PR R
AMD %R WL & IF % AMD J6 75 259 5 & F 58 T A
R
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