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Abstract

e Age-related macular degeneration (ARMD) is a major
cause of irreversible visual impairment in the elderly in
developed countries. Recent studies have shown that
mitochondrial ferritin ( FTMT ) is thought to have an
antioxidant effect through iron regulation. Therefore, this
paper discusses the effects of FTMT on HIF - 1a, FTMT

gene mutation, and FTMT protection against oxidative
stress on the progression of ARMD, so as to better
understand the pathogenesis of the disease and contribute
to the prevention or evaluation of the disease.
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A M G ME B BE A PE (age — related macular
degeneration, ARMD) X FREFERBEAS M, & —Fl 540
AHOCHY B PR IR AT PR AR IE R 42 . B 2015 4E R4
6700 J1 A3z BUEAT ARMD HY520 I H i T A1 2 i1k,
BB BT 2050 4RI 15% ", HEEFRE AL E
WAL 2SI B R, o NBCRE B AE RS . i T ARMD 1Y
KIRHLHIE 2%, FRTXET ARMD (3697 & B IF A 763,
I ARMD MIRITRCRIEARRELL T KB R B &, Skl
R E A (‘mitochondrial ferritin, FTMT) A FIRZ
BRAE 1, AGRIE T0 I | 52U | il R0 W 3% ) 1% BR 1 2H 24
HE— LT I, FTMT [a) 4 HA 8 V- Fi 4t i Ak )
AE. HAT, CABORBZ I 52 E I 45 CTE FIMT 7 ARMD
vy A R KA IR
1 FTMT

FTMT J2&— i 3 & 30 0 057 T ZeoRn 4 o4 19 At A7 28
Mo FEARPN BRI K835 b FTMT 2 & = B AR, © e
— R ETA, LGRS B bR, 85 I Ll —F R a1,
SERMEML T AR R R T, S BT ERAR
FTMT 7EA PRI SMES & A 8k, 31X 5 HORSF (19 2k 4 L il
D2, SHARME, FIMT B8 e X R4 T
LR IF B FTMT 523041 JR BR T4 E Y LR s & H
o EEE T R AR O U R A
AAEAET I B8 MG 25 = Z RG24 B P, FTMT
ALK A0 SRS N 00 ke 1 LA = M0 gk e X A7 7E
goprfi b, e AT LI B A R T R B SR AR
Yy, HJ& FTMT B mRNA @81 b A S BRI 41, X
HRE HRAAZ AR BT X RRAIRBUERT,
B SRR 7 KT — 25 B FTMT e ], 73R 17 M ph 298
R EIEE R FE— e g 4 ik b R FIMT 2%
KT 3 BTk i 25 Bl 4 R 0 /K142 AT el 28 (2
ERIE) P,

FTMT & —FhERES & 2 1, 78 B A g AR s 1 4600
FERYAN ISR (G045 NSO ) rh 3Rk 3R HAE R 9
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LA 52 BRARO P SE A B 5 T R A, oAb s
ARMD & H & B T FTMT ZE K () & 78, iX 1T g 5 3K
FTMT JEP e 21 0 SRTT, FTMT 2 87 45 4 4ok 44
G Z BRANMA T 0B EVE T, MM IEIR. ARMD fERE
2 ARMD

ARMD 2B BE X IR AT P A, FE 2R ) 42
JE O G S AR FEE B AR A £ 50 2 L L B
H AR AT IN , — MR R S J5 & X [R]
I , I FLIEA TP 00 35 W0 7, ™ 52 ) S A N 18 A 3 o
T, AEEMIR RV Bk 50 2 DL EAY T E R, R
WG] ARMD 9 85 I F B0 3k 4.9% 1 0.7% >

ARMD HR 45 It PR 28 B RN 955 2 24 AR 1 AN [m] 43 R R A
(1) Z4i & ARMD, m Fx 4 4E & 4 B ARMD, ok T %
ARMD; (2) B A ARMD, sifx A tE ARMD, HAi s
WHI AT ARMD, 5 ARMD S H Y 80% ~90% . IIfi R
b, PR AR s A IR ISR B RIS 45 S, T
ARMD B3 — A 2212, FR A8 LT 1 A | 00 1) i
HMZE OF F IR Bruch B K4 IR 40 10045 45 % R B b
245 ARk R AT WL /INAR— A Bl B BECPE | 1 301 mT D, 28] ¢t
TR I IMAS . 8P ARMD £ 3% 11 R e Bl 5 SR B
HIR A4 7 I, 3043 R L B 260 7 s A= 11 A B S B X IR
PR L EHETI AR AN TIRY7 I8 ARMD 1) 1k
WYL VEGE JRY7 , 38 5 K S AT 45 & VEGE 1R s PEdi ik
TR TR IR B (%22
RCRAME LARESE , I HL 9% FH B 5, KRB TR Y7 A , (il
A KB P AR BB TR L2 RIABTT

FH T ARMD £ % 95 AL il it e AL ) 52 2, IR b AR X
FEGIN I HME LUz T FBORIBIT R, Bl REE
WL R IR A2 R B B RN ) AR
ERLEA &, HIE A AR O A 3 E e
ARMD MfaBi &R . NPT FTMT X ARMD (5400
3 FTMT @i iR 85 S E F-1a 0 ARMD

K455 H F (hypoxia—inducible factor, HIF ) & 20 i
40 90 AFAR KR I — PRI T4 R 5 S -, HIF Sedl 2
FE N9 40 M B 5% vp 2 IR AR 1, L5 i 418 20 40 i 2 ol
RILF M, JFA VRN HIF FA HIF-1 78 ARMD
FEE KA IR A A5 I b R RE AR AE . FR T AR I (0 32
b B A B 5 A A N B A2 K R (vascular endothelial
growth factor, VEGF ) W) Fe A 32 HIF P 3, AL ff X HIF F
PAS 25 45 K4 3800 ) D 8 4 P00 23 5 HIR B %) 404k 1
T HERE T bk 2% BB A2 1L % ( choroidal neovascularization ,
CNV) A

CNV [ JEJEXT ARMD g5 PRt ik AP0 1 72 25 )
I BN, ARG PRAE I 2 B, B A I8 1 38 K, )
(e, 2 1 B 40 MY ( retinal pigment epithelial cells, RPE ),
Bruch JEFIZYE IR A 748 1h 2 5 B0 18] i 28 00 0 i e A 00
FERTORAHE A3 10820 R, 38 5 3% RPE 4 VEGF
B ek T B0 A I JIES S5l R A R A NV TR A die
BIRSR R Z—" — EPREL T 5 A ] 30 A i
) 2Z 8] 1) ey &84, 5 A BB & £ CNV, VEGF J& CNV 11y
FEHBL N T, Zhao %5 B 58 % W RPE 40 M i )& % ik
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VEGF A5 CNV By &4, mi#i il RPE 42 th VEGF 19
IR AR AR A A TE B, HIF - 1o 5% SRS 7T 1
¥ RPE ZH A f1— 8 RPE 4 i+ VEGF ik, HIL, &
JEfh K CNV I B 271 L, HIF Z3R97 3B 1
P ARMD 1 —F @R a7 A5

Wang 2™ % 31 /N L RPE 1) FTMT 1 HIF-1a 5
AEWSAHOCHE R AR R 1Y, ffi]if i Western blotting 1%
PEDENCHE L T 4 A2 4 /N Bl RPE FNZE I FTMT 75
HAKE #8058 3547 T 954k B9 45 5 M FTMT HTik
ZEH R, 5 3mo KIK/NEAH L, i FH RPE ik 45 B8 &) 3¢
i) Western E[137E i 75 20mo KA/ EAY FTMT Al HIF - 1o
EFKTFBETHE, R HEEE BR, 20mo K/ LK
W22 40 B ( ganglion cells, GCS) , Zh #1 4 M\ JZ (outer
plexiform layer, OPL) H1 P4 375 B (inner segment, IS) 2 %
B¢ FTMT 4L 8, 7F 20mo B, YL s BE3E N, #5512 , RPE
FAIFE Ik s Bewlenm ZUgs . rLA /B RPE o FTMT
Fl HIF - Lo 7KV Bifi 2 A % A3 0T T 1

SRR iZ SR E ] FIMT f2 2 T HIF- 1o Jf |
W T VEGF W3Rk, BF5E & FE AR I Kz 4 ( ARPE-
19 Z0M) thasd 2635 FIMT . Western BN 45 5 R | 76 1%
BE ST FTMT 532635 ARPE-19 0l i HIF -1
KA, TEAREESIE T (1%0,) HIF-1 o ZE
KEE T RA AN, FTMT 53 2635 B3N T VEGF
B4 W T3 b 38 I HIF - 1 o A& 4 BH - B 12, 36 W
FIMT 14 #5450 VEGF 1 LIS T HIF- 1o 19",
I, 3 = 1 AN oK 2R 2 FTMT 76 ARMD (835 i
Z23k,JF H HIF-1o 3875 FTMT 451 ARMD & J&

4 FTMT ERERZT# MM ARMD

Ji SRk BT RL T RRAE AN R A A, R — 4k 24 W
FL(H-h FE-155) MG REN, A¥E RN, WL
YIRIThRETE SR B RN A =4, 20 2 11 S ik |-
183 ™2 HE R S i A B B F 6 (b 4% ) 5 19 S ek 1 175
ANE LR i 5% 0 L R AR B (1 4 ) A S S YL@k BN
TGRS ) FTMT, I 3635 0 AR, 76 56 55 3 4ohr &
TG TR E R,

FENZH FTMT 78 22 S0, K AL I RS 8% 32 2 Y
FiK, FTMT (23K 52 M 240 i Y R Aa s gk ik A Zobifas
FTMT 38 i S A0 7 1A 75302k 1 HL I FETE 1 & (reactive
oxygen species, ROS) , {4 HeLa 4 Jifl % 52 S AL 1 15" .
BCESHE FEBH  FTMT () 32 22T e A 38 3 75 b iR A fa
SEPI A ROS W= A, LB 1R B AL B A5, IR FTMT
FESORLIAR b AR B v B A R E A, FTMT ZhRE7E
LA 00 it 2 R 2 R b R 3R 5 | RS A kAR 35 AL M R AE 1Y
R AT RERR N Y Bl FE— 28 ARMD B E R
KRIE FTMT 15 PR 98 4% i 1% 58 228 Al 36 1% FTMT ) fig i
Bt

Stefania 25" %f—2H ARMD 1) FIMT JE #1471
A, LLPEAR H T RE X ARMD 26 21 B % 95 BIL i 2 3
WHIRFsE TRk, B H AT 1k, FTMT 38R bl — g6 28 4 1
R E LS L FTMT 2635 5K £k /K 7 228 A 56 1Y
PR B PRI AT — R B — S 2 i
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AR ) FTMT 3 PR 58 748 1 2 48 1N & P 1 i 38 itk
AT FTMT H& P R 5 S AR B, N EDTA e i 48 5 DNA
P A A P e AR L A B S R T AT, R RS
AR AR e BE 2 FLTK 43 5 JE RO 30 e A 48 I 4% R P X6 B
TN AT IO 38 o Bk AR A A A S D) AR A
LR 24 JP 50 B I, 38 5 G 8 2F O BB FTMT Hi 4 iz
AL TR A T, 45 F IR, 50 5 KA ARMD
B FTMT 2 R H#5 Wox, LA 1 4] ARMD £ 5 1)
FTMT2 JE R PE 3% A A T oAs i R AL 4E—1> 14bp 1Y
BT —A> 2bp BUAE A . S VRAL T8 R FTMT & &
2 TR A B FTMT A9 20 268 1 7 A 32 5 G B 2 0
JEEAT T AR M - P AR PR L 8 1E Y R B R R
FTMT 5K [R] & 9248 P A8 (IR A O PR v, a8 1 R
2 P e AT R L, AN DRI R N A 7 S S BRI S ) M A
B FTMT W E AT SRE . BIL, 2728 (A Y S 170 1T 250
B BRI (A BT AR R FTMT B 1E B 20 256 i R T fig G b g
R RASTT RE S B FTMT (930 g ek 4% | T 1% T B i 28
Al RE & ARMD YK IR 22—

DRI, AT AR 5 4k 2 1 2k DR ) B A 0 A5 5 IR A A7 7
AR R DIAMEDIRE AR (A &, SR, ZEA00 I R A e il 22
T T EAL R B R LR FTMT B9800 T BERS 58 1 2R hi fA
XTERA S AL B 7, KGR B v ES ARMD i B 1
RIEA e, L, iZ 83 8 FIMT R 5728 i & 30, A Y
R IRIGYT B AL 8T 1) LB EATIE AR ARMD 19 &
MU AL TR 23, I ] RE Wi A IF 53 45 44 - Th i 56 & Al
I P KL 2 1 v e AS B G DD RE O AT R S 5635
5 FTMT &3 ARMD %3 &4k i

TE ARMD Hr kAT GEAE N I H B 450 405 09 R U8 & #54F
Mo MTF2S 590 A0 7F 2 8 BB R U (2
FEE s IR EE R T DNA S RIIEA YRR ,
B —Fh A ZE AR B N, AEL IR Bk A 17 TR e i
MR RI A xS 5 B0 Y & 4, RPE R R 30
R IKAS 2 G025 5 s i i i S7 il 80 T B g s, 79 A
BB EARE AW A MRS EAR 2K
(transferrin receptor, TFR) , &4 W U 2] 40 g | 8% J5 18 i
i — 08 X 5 e 2 s 0 P O S AR IS A R B R
PEREFE R, — TR B £ rpus , BEAILXT B8 B il PRI & B,
KB IR I A AL 7R R B ] S 25 R AIG0E JE R B 0] ARMD
BOHERE RS HFST RI ARMD A9 & R AL 7] i 5 A Ak i
WO B [ SRR 7 i — g

Gao 25" SZIGIERA FTMT 1Y 7K S AS £ [R 20 8 1 2k i
ThiE o AR Y5 gL iy FTMT A5 88 1 i Fo ol i 2, 4n
fit s BRI G2, BT AR 9T B 45 4518 6 FTMT
FIVEEAE A 5 0 R I 4 B 1 1% B A5 M AR [R) T % FTMT
KT B4 T BE Sk T A0 B R AR A AR T — R
Fk. FrLA FTMT B B a] LS 3808 5 40 i 4k Al 1k
A ARMD W& E 5 R, FTMT fR47 2k
Yo 32 ARG BRI SE O G A FL A s T IS T — 26 Bk
FTMT i ik AT DL 65 2 TS T 10 £ T B RE a4
AT REAEIA 4 700 & 4% B S 2R VR, Shi 25
BILT FIMT X A4 &0 S s 2 oo 40 s 45 1 Ve

FTMT B id 23k 35 Or 47 1 M 2 B A0 R S %2 3 S AL R
SR T, X T FTMT T 240 Ja 8 ROS ) 38 fin 1
MMP [ REAR I BRI T, DATT G4 T 40 1 B 52 48P0 1 3
SRR T,

X FIMT AP 2obi (R 50 3% S8 AL B S ARMD AH G
MRS FAT A B FTMT BT Ve T RE 2 i T
RS T AR T R 3 S5 S R I A B R SR Y )
JIT i, DA T 9 2 AR AE N R 0 L R, BF 5T T — L
FTMT & R BR 9/ (B2, G TR ik = FTMT
AR RE I A 5 I — ISR
6 /N

ARMD J&—Fh & A i 2 K R 5 , BA AN H FREEFHI
A% T T A AR 25 SR, BV AE SR AT T K A F
G, H AT KA 7 AR A, XFF FTMT B9WF5E, o3
Y S SEHSE FTMT 76 RPE 41IELA0 36 £ 5% 3 .
PR HCTE ARMD J& 55 FI5 05 1 J)& b it A T A OG54 E X6
1259 ) B A BRI AR IR ISR BEA &L 19697 ARMD
757 . FIMT A — M A gk E, H TR SE £ %
P 2N REIRTT YRS 0 T IRBHHSCHIF T AL Tk
B, B4 LABAR K RIS K AR AS - 18] U5 5 9 1) AR
Jit, SRR B LA LU AR AR | B30 97 F T i
ARMD ZAERYHE i, U HATX T ARMD 5 FTMT 56 5
AT sE D BB E SRR T R S, AT
A BEARRRE A TR R 1 T 2 1 S S AL, S )7 4 2 [ I
ARMD £ Az A0 SRR BTRR
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