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Abstract

* Age-related macular degeneration (AMD) is a chronic
progressive macular disease that occurs mostly in people
over the age of 50, which is the main eye disease that
causes loss of vision in the elderly in developed countries.
Along with coming of aging population in our country,
the incidence of AMD is increasing, but its pathogenesis
is still unclear, the latest research shows that eye tissues
are with independent synthetic renin-angiotensin system
(RAS ) capabilities, besides numbers of studies have
shown that the RAS in early and late AMD were directly
involved in the disease development and played an
important role in the pathogenesis, this paper gives a
brief review of research progress on mechanism of RAS
in AMD.
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AR AH O M 3 B A P (age —related macular degeneration
AMD) & —Fh i WLF 50 % DL b ARERIE MEET T MR A i
BPEER , 2 R IR S AR i E R, 7R
IR N FE AR 2R 200 9 & B 4E E T
HAFRPLE A, Bofpr o R W, HR )RR 1l 7 B
BB - M B 7K E R ST (rennin—angiotensin system, RAS)
fRES7, I H 2T 58 2 B RAS #E AMD (14 5101 g 19135

HHES S TR KA K AE AMD 1 K55 i 72 i 5
TEEVEM, A SCHSET RAS 16 AMD H /R FAPLE fik—
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AP R G PE B BE AF M (age — related macular
degeneration, AMD) BEEAM IR —KFEERHA,
FORFRALE] BT M AVE R, BATAH R BE R R AR R
BERT 18 MGy ARAE O I8 P 55 22 i R 3R A ST A
[FFEHTEY G IR . TR R B A O I A8 9 114 2 s 8 2 i I
TF,RAS R GERAHSCHF T A #A R, JF H.E Z8E 2R Jmy 7
FEAEAAXTISE Y RAS R G0, R FATTWF 5% HEAE IR A0 BOw
YEFFRAE T 3L, T HAe AMD H B4 FHAIL S X F 150 By
8 FIRY7 AMD Al EE AT HE R X,

1 FIREXEEHT S

AMD 2 — 7 ™ H1 5 0 rf O 7 8 DA I R A
i, AR UIRLEIAS T, B T AT B8 5 O R A R
JZ (retinal pigment epithelium, RPE) A e =R A Ok,
AMD 73 R T PERRAEMZE 1 AMD 3 o B [X Bl 7
HRPEIE B RPE K Jhik 2% 15 6 4 1L 32 4 5 144 AMD U 3 22
FEIN k2 BT A6 1A 2E A RPE T, T 5| 2 — R 31 Y
B AR IR G, B RS TE AMD SR S0A
S5 it AMD EBRYT 5 5 BT VEGE 25 3 B 14
JEN TS WA NE A HOECEE Jtsh 1197k (A mfLIR AT
pr S s NN R I S N B = W (R VLR S B
NHER R B RO
2 RAS WHIR R EIER

RAS J& A P 3 2 A9 AR W R 50 R S8, 706 B I ek
/U Bl B R B I S U B B /INER S5 3K 5 4 i
S3UE FOAIL A il p AR S I R TR R R A R R
RAEMMEZKRERE L (Agl) J5&HXE—RIIAEEEHY
K, Az BLVF 22 AN [ R B, # B I A8 B 5K 3R 50, D A
FEAg T MM ERET (Agll) A B ZTM (AgID)
S, HHETLL Ag I AW 22800 ol T2 R ik )iz
PIEINN Ag 1T 2S04 H ol 5 | e S S 28 2%y | Il A5 W 4
TREE [ ) 1% 86 5, T o 30 30804 55 A ) B 8 ok 3k 21042 il . s
M, AR Ag [ BIESE ek M 2 2 5 31 1 i i
AT B OB AR A TR I SRR LA R 4T 4 A 550 Bt
F, Hax S Ve R 2R 2 i i Bk B2k iy 1 &Y
ZUR(ATIR) BB
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3 RAS 7EER BB 4R R B9 Jh 37 4

M 1977 4 Tgic S50 9 50 K BRI A R IR Ak o 77 7
RAS 168l LA 3k, Savaskan 45 #H 4% 76 A K 3l ¥ AR & A9 Bk 2%
JIE BEEE R AT BT SRR BT 25 RAS By FR Ay
JT A3, 3 BE A, RAS A T A9 & 3R Sk HE A 4 2 3500 i it
TP IR SRR PYIX 2 RAS AU E 2 Ag 1T )
RPEH— B %32 4L, Milenkovic %5 7€ B 4 52 46 P iIE
SCT7 RPE A WE RAVGETT, I HAE RPE A3 IC I &
BT ATIR MFEAE e A IRAFFSE o, Wagner 261" 2 20
B2 mRNA HAEAE T 00 B €8 2 1 B )25 | Ik &4 At 40 1Y
JIES T AN AE T RS0 A 2 EALIE , 1) FH S  53% Z2 SR Tt i
SN FE ARG & B, 76 B FE mRNA FHPE R AR 41409, 10
R R T R B K 2R B A it O P R R ) 3R Ak L S PR
P NTLE JE PRI K P IE 52 7 R 56 20 25 B 2 ~7 & % RAS
HIBE ST, [AIAY Cunha—Vaz 25" JESC T 145 B ok R 5
Ag 1 A1 Ag I JEANRE B35 3 1 — AR 57 s A1, 3 DA v 31
LT AR JRER Ag I A AL,
4 RAS EIREPERE MR HPHIBHER
4.1 RAS 7T 14 AMD I EfRIEA 1k AMD XFk%E
i AMD , H: 32 28 1 g 3L 20 AR SRy DR AR I8 (1) 38 K RPE D fig
BT IR T BOR AR AL 1 AC 7 P Ok B 2 fE FUTE RPE
5 Bruch JEZ 8], JE 0K it A9 3¢ 388 B, AT 5152 RPE -
Bruch -k &% B5 6 4 1 4 52 & 1R A8 M 5 308 B X RS
A0 I I Jk 45 M8 % 7 2545 . Andeerson 45" 3 i HLF
T LEL ] AMD B & HR I F RPE &R A — 2L 10 i 7=
Y] LLZE T RPE L IEUTAE Bruch JEH MK )2 , H
B UIRILH 0 AN BB, AN 2k A0 5% 3 ok DA A JHG 55 240 i b R
(extracellular matrixc , ECM ) Q814G 3¢, RPE 4t ECM (13
A M F e TR 4R E A (matrix
metalloproteinases , MMPs ) FN 4544 25 1 1) A %
A1V EREEEOM MMPs & — KERER 4 Fhan i
AN T3 ) A P 7K A T LR e 8 e R IV 1 5 o 2
RO AR T B 1 2 A B AR A R (R 2R e A e R rh ol
FIEZEAMEH, ME AR P E L UL, RPE GE92 & Al MMPs,
JLHE MMP-2 Fil MMP-14""" Hrr MMP-2 & RPE &
MR B S XA MMP i, HXF RPE 3 i i A1
Bruch A 20 ffL A0 36 5t 25 (M R iR EEEEAE . PR R
M Ag T 76 AfK RPE Pl it 5 ATIR 454, p38 22 %45
P0G W) 2 I ( mitogen —activated protein kinase , MAPK)
WAL, M MMP -2 (%% 4 Fl MMP - 14 1) 3% ik, { #F
RPE J&JiC I ) B it | i 5L 2 VUG 48 |, BB PR h | 1fif
J0H MAPK 38 3% 0] 23 MMPs (19 138312
41.2 REER {EN RPE ZLEMBEA Bruch 5 A9 H 24
B R A IV WAz 2] Ag I B2, IF 58 & BIR TR AE
FH IVZE 100nmol/L ¥ JE 1) Ang TAEA T 2K AR X
At ATIR FiL AT2R &2 PR RIER . AT IR &
HIV, 7 oh—3L R = 2 88 B B E B A TE Ag I f
P IfoR R A AR S A Bt 2 R i 22 A 5T R W A
AALRJEE RPE 4b 777 1 2 JFU5Z {& ( provenin receptor, PRR)
MR, B R AN R AZKTE AMD 1E gt — 20 &
MRS R A A T R BT, IR R LAY
W, TR A, B R IEBEA 2 WY ¥ Y6,
Alcazar 257 38 53 1 2 JFURN PRR 5 AT LA EE 21 i R &
H L3, At ECM a4 Wi R & IV A2 3
I ARA e R s T A B Tt
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I B sk  ECM 4R i RPE 401935 20 7=
He 2 B, e & 2 AMD [IE AL,
4.2 RAS £ AMD RIBRIER 1B AMD 1y F %
9 PR A Sy Tk 4% 58T A2 1145 ( choroidal neovascularization
CNV) JE R, HiamE i Bruch [ S5 Ak F AL R (0 2 E iz
AL R 2 R TR, B S L LR IR
T, T8 H A O | RO ek i T
S R, Nagai 2" 78 AMD R B R 1958 28 i
R KRR T /N R 38 AT IR B i P R I A T,
ATIR F1 AT2R W3R8, 3 HAEROEE 89 AMD /N CNV
R CNV 925 5 1T 9% ATIR BH A 50 8 ok 10 30 5 25 41
il A5 FH R oK v 1 AT OO 2 F B Y R A0 i Ak R
(MCP-1) ZhWt o+ . IL-6 M & M A K I F (VEGF) |
VEGF 32K VEGFR-1 1 VEGFR-2 3570, LA I 4 it 5l
FIE R 208 A A A B, I H R VEGE, H ik R &
s e 10 38 2 A A R DR 4 o A I A e O TR
WAL BAZ O E IR 7, 45 Fh B0 B 4B )2 8 1 VEGF {2 #F
P IMASTE B, 3% W0 ATIR 4 519 48 M ) N 78 CNV
BTG i A b LA SR A A AT2R FH A R I A
WAL FX RIS 5 4h Otani Z52° 9 K B0, Ag Il 7]
DL 3 38 i VEGFR -2 #4383 3k (8] 32 412 1F 1l 45 P9 1z 40 e
HIA 2243 %0 TS 30 CNV 1Y B i, B8 A R 19 2 Nagai
SRV B IBT ATIR Ji5 23 0 42 % 30 41 s B4 19 CNV B
B, T AR BEAPE R CNV ANEEH ., AMUnt, EHOCE S
T CNV AR A5 WF 53 7 [R) RE U088 380 78 off P M 4%
Bok R EFI AR (ACED) |1 3 B 5K 2 32 ARBH I 77 (ARB) |
' 232 ARBH AR ¥ ( PRRB) J5 Hoa kA7 B .46 /08, % 5 ATIR
R R /N BRSO G IR CNV A —E P . B4R
AL LUK VEGE B9 2238 A2 i CNV A9 B, T 7E X
R FE S EUE 5T A F -1 (hypoxia inducible factor—1,
HIF-1) B8 % V1A G, A 26 I 1 RV 4 Al AR A2
S, (H A H A BT G B2 % . Richard 2 p A
ML -1 LA N &% B Ag T 2 A3 B4 HIF -1 363K 19 BE
7, FE X R RE 7 A T B AR A T B g1k B AR i
Sheridan 25" 78 A k2% 1 =6 40 11487 6 9 [)RE 2 B HITF -1
HIFETE, MBS VEGF gt [N 45 4 )5 ol LLE#E RPE N
VEGF (223521 NS 30 CNV (I L, AN, k45
e N0 B A0 L4 )2 S DK 445 BTG 24 110 3 i 1 7 o B o )
B A S HES B PN R A A7 T B A0 LA A0 A 1 4
JiL A B A 58 PN 1 200 L A ] 440 A 1 6 S TR 2H A, T Ag T L
PER i e o e s R s (1K= = e N =3 1 ¥
> BEUIN TR, VEGE Ay 2k 38 in, [5) if BEFE i 52 &
PRI HE LR (Ang) HIEF BT Z 4K Tie2 £ CNV B
BT R B B IR, Otani 257 % B 76 2F 900 190 S N 1z
AR TR A Ag Il v Ll 5 ATIR 454 4 PKC
1 MAPK {5 53 [ VEFEEAE 2F Ang TT T AE Ang T 93635
BN, Ang T K38 fin vl 5 P55 Tie2 SZ K454 I BHWr
Ang I $TIMAE N EZ4n e 08 T A9 VE T, 2 38F CNV BT JE, JF
HLAE BRUAR T A it AR R v e ] 7 315 Rk AR
5 RE

PEBEE A BRB T AN 1 E 1A AMD 1 & 9 R A
Wr I Ft, AMD A9 36 97 A X B — R B, i — 2 IR R 1
AMD &I T & AMD A 80GTT 259283 L W E 2,
T BEE =5 1 AR B AS 7 384 0, RAS AE Sy HLmF 58 #4052
— RFEARAL T ML, KEWFFR R RAS BBELSE X AMD
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