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Abstract

e Age - related macular degeneration ( ARMD) is a
neurodegenerative disease associated with oxidative
stress. It is characterized by progressive death of
photoreceptors and retinal pigment epithelium ( RPE),
and is one of the leading causes of irreversible loss of
central vision in patients over the age of 65 years old.
MicroRNA (miRNA) is a class of regulatory short-chain
non-coding RNA that can bind and inhibit multiple gene
targets in the same biological pathway. This unique
property makes microRNA an ideal target for exploring
the pathogenesis, diagnosis and treatment of non -
exudative ARMD. Previous studies have found that the
pathogenesis of non-exudative ARMD involves age,
genetics, environment, oxidative stress, lipid
metabolism, autophagy and immunity. However, the
exact mechanisms have not been fully clarified. As
biomarkers of non-exudative ARMD, miRNA play a role
in oxidative stress and lipid metabolism. This article
summarizes the role of various miRNA in targeting Nrf2
and HIF - 1o to inhibit hypoxia - related angiogenesis
signaling, thereby affecting oxidative stress. Additionally,
miRNA regulate lipid uptake and the expression of ABCA1
in RPE and macrophages, thereby influencing lipid
metabolism. This deepens the understanding of the role of
miRNA in oxidative stress and lipid metabolism in non-
exudative ARMD, and provides directions for further
improving the understanding of the pathogenesis and
prevention of non-exudative ARMD.
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B A e M OBE A PE (age — related macular
degeneration , ARMD ) J&—FfHig PR IR AT PR 0 , 02 73R
IKE GRS O R E R —  BEE N2
WA K R TG 2 At ARMD (9 B8 R Al 52 IR
Wi -k, &t R4 170.2 {C N A ARMD, 23k 2y
49192 R B i T ARMD 512" 1 B K ARMD
FEGy Ry F AL, BT #E ARMD F1% 4 ARMD, T4
ARMD 1 Fr 2 JE & i M 4E I AR OC M B BT S PR
(nonexudative age—related macular degeneration, ARMD) , +
P ARMD [ AZL 5 ARMD SUNEUE 90% , I R RRAE
TR E | 7 (retinal pigment epithelium, RPE) 3 g
B A LA K 35 8 T ( drusen ) AT 1L, W6 300 i Sy i 161 A 52
45 ( geographic atroph, GA) . it & J 18 ¥ 2 5if 553X Bruch
3 75 M A2 0L, Kk 245 6 B A L 7 3 5k i ) B AR 7E RPE
F1 Bruch & 22 [A] 9 % B% 38 BOPE | B B8 IRODE 55 )R 35K Bruch i
U D2 14 JREA G, T Ji o 5 i T L 1 B R R DA e S
FARL YN AT G W BIRR BB S AL 2 P M i DO RR 23
R T RS e MR SO R Z 25 1 RPE 4 JA T2,
JEE HiPE ARMD 1 7391 70 b 9 B B g 28 AU A 2,
R, BE ZAER ) B A B 2 i 28R
O & JE 5] ARMD (¥ 01 B Bt —— 2= 4 S AR

W/INEMEAZ 2 ( microribonucleic acid, miRNA ) & —3§
FT 1822 AN IR 20 1 1y A TR JL i R 4 19 RNA |, J2 i
PRI 8 1Y) = 285 PR 3 e e D C X D U 25 5 30 4
fEfd RNA 3" JEBIRIX (3°-UTR) , 76 5% 3¢ S5 5 H YL A
B2 BRI SY & B, miRNA 218 5 £ T 0 o) g
) Z PP A G, Z2Fh miRNA 76 90 X SRR Al 6 IR Az 2%
EEHEZOMEHES"  ARMD 0 & 58 HLH 95 & Ak 1
W NGB AR A8 A= B 20 B R TR A A 22 T
MIZEAELS™ . E AN O AR B 1 PE ARMD (1 G B 3R,
RPE 2 ] 32 B AN [R5 B2 1) S8 AR5 13 )5 2 N miRNA K38
TR AR, BRI S A AR 5 R B A OGS Ak 7R

BB R b, T IR e 3 e e B 14 o % P iR P IE
[ P high —density lipoprotein cholesterol, HDL-C) L[
HPE ARMD F9 JXURS: 38 AT S, T oo 34 32 A ] e 0 0 2

HSP60,HSP70

miR-184
AKT2mTOR|| hCEC HIF-1p
MMP3,MMP9 [« VEGF |

G 1 (low — density lipoprotein, LDL) & 2 E % i ¥
ARMD {4 B R TR] Y miRNA AT RE I A 6] 1Y
Pit | 2 1 0 B A B B D 5 A R B AR i R b
AER, BAR HANZSOUSR T IS TR R R H¢
F miRNA 7E3E2 P ARMD Ak R # A5 5 1% 3t b i 78
T — R %R . AKX miRNA 7E3E2 1P ARMD 4
AL B B A T 1 4 A AL A T 4504
1 miRNA 7£3E:8 ¥ ARMD S/ R EHHER

AN 52 B RPE #i45 f ) RE 5 02 512 ARMD
B FEEEUENE 22— RPE 7 T8 41 i F1 ik 2% 15 6
YA 2 22 (0], 2 54 Sl — 9L B A1 R B RPE X
JREZ AR AT BRI IS 25 I K 2% B 4 1l A =2 ] 77
W) U D T PR L B B2 B BE .0 [ RT RPE
B It R R TS O ks IR A0 1S R S, BBEAL RPE
A A0 X A A i e ey P AL 2 — |, R 32 3 4 A R
PEFN A PR AR AR 8, 7 A2 T M 4 (reactive oxygen
species, ROS) , i A 4L ¥) (0, - -) I A i B
( + OH) T %A b & (hydrogenperoxide , H,0,) , %3 RPE &%
PRI BE A8 145202 . LA R WL A miRNA 76 4E 8
ARMD &AL B h AR HTULIE 1,
1.1 miR-125b #1 miR-626 &L 8 [5 Nrf2/HIF-1a 55
&R RPE AR AEZ R BRI  Liu &7 K
JEH 500 wmol/L H, 0, 5 5 1 A A I 5% (2 25 Bz 41 Jifg
(ARPE-19 #ff1) A AL BT v % ) miR - 125b J&—F
L L 10 Keleh B¢ ECH A 3¢ & 11 ( Kelch - like ECH -
related protein, Keapl) i} miRNA , Bl Keapl J& miR-125b K
Bl s o # 3k miR-125b 7] g E 40l RPE 40 0 Keapl
3 -UTRE 1, FEAIK Keapl 85 3R 55 , 800di S A0 5L DA% A
F E2 #H5CH T (nuclear factor erythrocyte 2 related factor 2,
Nrf2) R i I 36 Nef2 A% 55 07, f2 F 5 0E S I F 1o
( hypoxia—inducing factor— Lo, HIF — 1o ) 25 1 B %, AT 1
i Nrf2/HIF— Lo {55 0 I, $1 005 40 i 36 7 i ) Al S Ak
1B At superoxide dismutase , SOD) 7K, J87b ROS (93 &
FRAE AR RPE 48 L 5 52 A6 52 43 19 52 1 5 e AF, miR -
125b 7] B 4% 5 HIF- 1o N 8 1% B 14 2 A {7 0 (IREs )
454, MM HIF - 1o 8 H R 8, 385 ROS 7 = 19

miR-125b

miR-626

Nrf2

1 miRNA Z£3Ei& H % ARMD SR EER,

562



Int Eye Sci, Vol.24, No.4 Apr. 2024 http.//ies.ijo.cn
Tel :029-82245172 85205906 Email :1J0O.2000@ 163.com

HIF-1o 2635880, 26 8] Nef2 F HIF - 1o 22 [] 52 67 AH 6,
Nif2 J& miR-125b (19 F U3, miR - 125b 38 i3 #2 7] Nrf2/
HIF- 1o {5538 B RPE, 38 /0 H 32 B ) Ak #1405,
MAELE AR5 1Pk ARMD B % JE ., Yang %52 ff 55 £ W,
miR—125b B AT DL 0 oE Nef2 3235, o m] DL i 9
T Keapl 55 53% f5 45 = Nef2 A 0 356 PR A9 2 3k, 38 0o A1 U5
#hFE miR—-125b 1] LI R 4M ( NalO, ) 75 19 782 1L M)
JEAE T, R Nef2 B, 40200 0 55 A JEE ) A B 4 Pl Bt 2
T, Nef2 J& miR-125b ) F 88 R 7 Zhang 454 B
FEH AR BIESE I A5 30 3 Y € [T o8 UIE S BT 1) i
P Nif2 254 miR-125b 19 5" AR X, Nef2 S IE 3005 nT
PAFYT RPE 40 52 S A0 B B2, BEAh , Xu 45 i
FEAEB miR-626 W] LLFL [a] Keapl , #0706 Nrf2 2256 1,
{4 RPE 40 i A AL A0 5 52 H,0, 75 3 1 A Ak 405, #H
B2, 4 miR-626 7] i% S Keapl [0 Nrf2 ZLBH0 5],
Jil RPE 41 g i 48 AL 35407, miR - 626 1 Keapl %E A il [ 5%
Nrf2 JEH B 0 RPE 4 M b Joak . H e vl %0, Nef2 285
P T80 RPE 41 i S0 A6 B 3, miR—125b Fil miR - 626
i i #E 1) Keapl 1 Nef2/HIF - 1o {5 530 B 8 5 Nef2 2%
XS 08 4% RPE Ak it 405, M I 4E 28 3 % % ARMD
B KR,

1.2 miR-184 i#it HIF-1a/MMPs = AKT2/mTOR {5 &
BRI R E BB EWRE  Aykutlu 2570 58 1 0 F B
B TR HY 480k ( DFX) il HL O, PR i S8 RN 8 AL B 30 S
AT RSN ARMD A5 70 % 30 miR — 184 7] LA 4 41 1 e 4
A5 A SR Z00 6 00 1 AR O ORI DNA 83455 5 | /2 1 I
B P ARMD 2728 | 55 44 miR- 184 5T fLH1 DNA 154
LRI /D 5 33 9655 miR-184  HIF- 1o H1 HIF-1B KL £k
i SR, HITF il 9 09 356 5 4 s 25 1 I8 (MMP) 3 3L (5
MMP9 F R F R B FFAC, FALR A S ARPE-19 4 fiid
ML N Bz A K R (VEGF) B I8 f4 TRl B, 384 im0 HIF - 1o B9
Lkt Babapoor—Farrokhran 280 I RPE 7 A0 1 3
IR HIF - Lo FIRIE N2 51 HIF - 1o AR PE I3 A2
BT T AR O ok 4% Bl A i A 1 & R (B RS2 2% R
HIF-1o AR A W 5468 H % ARMD 2%, £ HIF-1a
FEME RS P ARMD H B OLIEAZ 88 b B 454/ . Yang
2 miR- 184 F2 B JE T RPE - Jik 4% B, 1M A 2 JE
RO | 3 ¢ 35 miR — 184 AT LI i) A Jik 2% JBE PN Rz 40
(human choroidal endothelial cells, hCEC ) F) 1 % Fl iF 54 |
1M miR—184 FPHIFIXER WA B EF M, miR-184 7F3E
B ARMD % 19 RPE R AR, B-Z AR/ &
iR 55 H 1 i ( RAC - beta serine/threonine — protein kinase,
AKT2) /& miR—184 1) FL AT, miR - 184 i iF {45 &
AKT2 FFH0H] AKT2/06 2L 3 9 85 1A 25 R #1045 ( mammalian
target of rapamycin, mTOR) {5 518 %42 #f RPE 431k, miR -
184 BZFEEA EAZHEIE B e ARMD &R | #uk e
5 H (HSP60 1 HSP70) 75 £ Ak W O S T P 35, ]
BE RIS I SR E AN, AEIEB B ARMD
R IAEAL Y LS HSP60 F1 HSP70 PR &5k 14 i — 25
5T & I DUAR BT T miR—184 X HSP60 JE R & 35 1 411 i
FEFIARARL, (EHFE N6 HSP70 3k 7 i, miR - 184 K1 A
A2 f Al U, F A miR—184 ] 3@ 4+ HIF- 1o/ MMPs
FhEE AKT2/mTOR {553 70 ] 5 5 S50 A0 56 B9 1M 48 A il
55 EZAEB I PE ARMD AR,

2 miRNA 7 3Ei8 H 1 ARMD BE R 89 1E A
& A 282551 % RPE FI Bruch [Py 5 42 ) i o
FRZIE R B 38 e | 2 E AR5 i ARMD B9 & B i
PR ) Bruch B8 H & 2 I BT, G H 2 Bl g A IH [E B 2500
[P PR S s B AT, B 5 0 A 2 P L B AR Ak, D 2 T 4
EANMI LI AE 75 & E AR B A (apo ) TR
B A A L [ A g o A b R B B 25 4 1, apoB 100
JERWARS i ARMD A9ARE, HFFE R, Bruch i
TR & S R E A B IR 8 AR A, 257 apoB100,
apoE Fl apoA 1, EL & 75 ik Ak AR & 5, KN 55 0 0% 5% B s 7R
4 ( very —low — density lipoprotein, VLDL) A {8,***' | RPE
Qb 5 ) = R T I RS2 2R A B B I R R A
SR A apoB100 HINE 8 FISBRIE IR, RN, RPE i B4
= 5y B R [ 5 ) e d2 R BT, o 4% Y IE [ B3 0 ABC F;
BE A, AW S % E R A (high - density
lipoprotein , HDL ) & 55 , ABY 1 IG5 fi% AEL [361 P o 7 3% 1] JHF B
M T2 HDL A1 RPE AU D B8 T R4, A9k [ A 14 I [
0B RPE 403 LA VLDL #1581 I8 220 1 21 38 I Ah
), 5775 Bruch AP BB BHE* 0 RPE 20 38 i
FEARNGEE B A0 o0 JIE [ P15 1l B Ty L [ e
328 JIT 75 ) B 2 20 0 IO L T e s o 2 7 G At A
M., CRIAZF miRNA 2 505 5 B35, 552 52
miRNA [ AT fe 2352 fig B G, 30 RPE 4 iFE T,
Ak B E h Rg e LY . JLFP R UL miRNA 7EER
s ARMD i B AR b 4 LI 2,
2.1 miR-223 #1 miR-34a % miR-122 (EAFIEE B A
EIERA S W RPE ZhAE R AT 1 IR B AC i 2k 98 22
ARMD By &R 2 a, 4B 3 HPE ARMD A9 b ik J2 35 B IX 3
B PR O DO RURT e PR 5 40, ok B2 4 B IR RN 26 R R SR A
Bruch fiE AT 5 R AL O R AE . HDL HA {2t i1
I HE B TR RNBORE R A4S, 2B S
HAE O MG BERT FAJR it BRAE % I s A WL it i v e
PRAPPEVE T B AF 30 40 22 FH O B B9 HDL 5 ARMD
JRURG: 3 hn AR 9 BFSE R, HDL 55 ARMD (4 X6 3
SN IEAR G, AT REZ B AN 25 52 i, AT fE5 HDL
RUAG S ge A, g S & BN RPE 40 g 40 3 )
Bruch [ 2 FRE 25 % B 4 o 55 M I3 Hh 43 5 /9 HIDL
SR T RN/ INF L, A 4 R 25 0 R TR] |, T 28006 T ARMD
IR B4 BIF 5 A0 1 5 i 2R K AR S B R =3 A ik
FN43-b () g 2 FH AT RE B EE 22, PR BB [n] HDL 8% Bruch i
g 25 PR 0 2 B ) S B3 T LA AE 2 3B M ARMD 1Y %
JES RS R B R N B B EE A S A
A= RPE 81 /NFUY RPE/ BRI b miR-223 Feak 34, ifi
miR—-223 7] B30 5 % B i 2 1 32 44 (HDL-R) (935 18
JeAZRRVH T HDL FEH, 148 A 38 2o 0 i) 8 HH 3 3G — 1ok 4l
fiti A i85 1 (HMG—CoA A 1) T HT 3 5 58 fin S0l 1
AR EE A A 4 A RO A Zhang % & PR apoB/
3 i %% I A 1 JH B I G (P2 S M ARMID () 70 37 FE B A
R, AT R S B A A R RS P ARMD (9 32
BRI E AR S g 2 A (oxidized LDL, oxLLDL) EL.A& 4
M EEdE , & i LDL 78 i 0 55 rp a8 4 AR I sl 3
JETE B , 5B 58 BPE b & B oxLDL (9477 , HAE RPE
A LF] oxLDL YLAR™ . LDL AJ L Hy VLDL %% 48 i 3%
HR B 55 & LDL, H: o] % RPE H1 Miiller 20 il & (9 LDL
563
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miR-33b

miR-33

miR-34a

AE (& N 448

miR-122 |—> (i %

miR-128

miR-33a

N

VLDL

miR-148a

miR-27b

HDL-C

HDL-R 4

B HDL

miR-223

N

\H.\IG-CO:\I

drusen

apoB100

=S

0 ) B 5] A9

AR \

/

miR-34

SREBP2

miR-185

SREBPIc¢

2 miRNA 7£3E& H % ARMD B RS R E1ER .

Z R (LDL-R) MWt , LDL-R 22 it n] 5 S5 B AL 2 AL K
JEThfeZ 40, A2 #EE S e ARMD B9 & JB™, e8NS H
W AR S P ARMD HUE AU BE X miR-34a £i5 0
A B /N RPE FIAE AR ) 5 %, miR—34a F ik i
FHM, RPE H Y miR - 34a 13 2 35 T BEFR I apoB100 i
B4y, T3 RPE i I AL 5 5 40 i 1) BE s
50 5 miR-34a ANA], miR— 1222 I8 [ B A S 0 R 4
B SRR T R, 2 A A 1 AR A A S B T IR
miR-122 §=Z 2 FRALTF AR 1 8 13836, VLDL 1Y 7= A=
R AR K2 R, #) HDL W] LASE 2% ARMD
H& J&, LDL-R 2 i o] i #F 4B & th E ARMD By iF Jg
miR—223 1] [ 42 40 [a] HDL $00fi) R 11 B 2 A, 2E 2% 4 5
P ARMD B & & | i $2 0 oxLDL AY miRNA N2 #EIE 5
P ARMD & &%,

2.2 miR-33a/b ¥B[5 ABCA1 AT EEEEREES 5K
gt AR R T b A — B R TS A R A
(SREBP) 5 Z F miRNA 3 [6] 42 #F i Jot & 1l A1 5% B,
miR~ 18594 B 4 15 JL 445 5 25 11 1c (SREBP1c) ¥4 5%
TG I 00T SREBP2 23K, M0 il JIH [ Pt i) A 4 65 B A
LDL FFEIC, P81 B EEASSY  miR-33b i T 17 5%
ok I SREBP1 L PN %+, {2 miR-33b 3 1 7]
ATP 454 &5 35 11 ( ABCA1) 112 3 21 Btw N 1B [ 2 g Wi
PR A EL At B 5 T v, 2 5 00 R B 9 AR HES ., ABCAT J2
RPE H £ IH [ 4 iz B H 2 —, /& —Fh 5 ARMD
KL DRUAF G 0 B [ 15 A HE 2, ABCAT 3F 2 35 AT L 438 i i 1
Pk W G 5 6 467, #2055 RPE 736 R, AT P ARl
e ARMD 19 % 4= XU RPE HY ABCAT (%2835 bl
A RN B W T, = ABCAT A/ 23 R B
FREGUR RPE FIDGIERAZ 28 B0AEVE R RAE | Storti 451
TEBRZ ABCA1 AY/NBUrRWiESE RPE R B 25 AR 400 R fist
TIREREAC I I 5 i RO Z 2 A8 1, B ABCAT TRk
FEARXTIES i ARMD BUBURA/EN . i miR-33a/b &
FH ABCAL /K B THE P miR-33a 1677t Al @ 25 14

564

I3 S AR EEE R HDL-C A9 7K, T miR-33a/b AbBEIE A
FRK Y RPE/ ik 2% B, JFL Ui 25 10 [ 1 i I ] e
AR, NH [ s A 20820 RPE 21 rp 48 5 12 31 &2 RPE I
25 00095 B A AR 4 ek /D | T miR—33 ] 2 v/ E ] AT
FRIFAE 22 4R35 M ARMD BB BF5E % 1, RPE
ABCA1 itk 2 F ZUIR i R 2 Al RPE ZE 4, miR - 33 Fl
miR-34aft I % 1Y RPE 40 g rf 3% 3k 88 hin, 3 3 4% i
ABCA1 #[] #Y miR-33 F1 miR-34a 1] J4% RPE 5% [ W 20
J 5 A B AR R I R 4R (5 DR T RPE
IR R B BRI e Ah , RPE 5| /2 A9 48 E 12 08 4 28 40 Jfd 3=
1], miR-33a/b [YH 1] J557 AT LUAE #F RPE 41 fifg AR [ s
FITE R, W /> RPE A 5 1Y R E N, JF 3 e 3R 158
ARMD (G ERAEAE  EAh , miR—128 Fl miR-148a A E
FEREIL ABCAL 3RIK, JBR 40 ML | B W4 it 71 RPE 4f fifd
2RI E R 822 RPE H' ABCAL [ 23 5% 1
JIFRE s HE S 300 BT AR BRI RPE 22 46, miR - 33 FlI
miR-34aft 3 % §9 RPE 41 Jiig v 2 15 38 T, 3 o %0 1)
miR-33F1 miR-34a |-J& ABCA1 AJ{¢¥f RPE 4t it i il [
P2 ()98 B R AR AE Wl D, % RPE 51 kS 1 BB A8 1

2.3 JL#h miRNA EiHEY ER A EE RS 50
RS Emgids 533 M ARMD Mk R, wk
IV 240 6 e R 07 198 L [ e 1S i ) B2 A 5 00 ) S 58 i 7K
ST R ABCAT Rk F ALY apoAl A] LB Ui B4
B — NE [ B L 5 AL T, W5 20 LN 24 110 E [ i e a2 2 T
WESEAT A, ABCAT ]38 32 apoA 1 ¥4 5 41 Jid Py A% BH [
it iz AT, T U8 HDL A9 A2 B, DA Fs il REL 1 e 536 i
iz Goedeke 251 R P it 235 miR-27b A] B L f&
I ABCAT FNZr 1R H il -3 W R Ik 3L 54 72 1 (GPAM ) &
YR KT, AR AR (78 Bk 1R R HDL B4 A2 15 4
P N EYE miR-27b S 40 th ABCA1 A1 GPAM
AR MR M EREHE S S, P, miR-27b B
A AR B HE S AR o HDL (9 2E B, Nordestgaard
SR ABCAL (A6 7E 5 5 vk BE HDL A5 5%, e
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HDL AHICHY ABCAT 20 HE R B0 28 2 3 AR & H 1 ARMD
(% UK . Kim 55 & B ATP 45455432 811 ABCAL
A ABCG1 £E157 HDL I8 B 1 40t AE [ e 1 o o
BT, 52 FEWk e -4 HT LI R WE A% H R ( AICAR ) 1]
-3 RPE H1f) ABCA1/ABCG1 ik, Ui /b apoF Bkl /) B
Y Bruch JEREBTIIAR 75 B g 20 il 5 2k # b miR-714
R AE Y AR B, FDFTL A S 5 2 B W 40 RN AR 52 B
290 i X L [ e 5 17 22 S 14 O B miRNA, 3 3o 4 g JIE
BLEF K5 8 F AR B i PE ARMD B9 % /F, miR-714-FDFTI
I T R o W AN ) B [ AR S 2 S AR
ARMD JE ", S22 ELWELI T ABCAT (Y35 T FE 2
S IR [ A L 5 R B DO fEiE AR 2 4 ARMD &
J&, IEAh, R HDL AHOCH) ABCAT 28 B IR U2t 23 1Y
RS P ARMD i) & A AU
IIMNEERE

HAT, T AkB ik ARMD (9 &G HLHIIF s £, 4
PRI SR 52 e B B RS UE Y OC B R R SC RS T
miR-125b .miR-626 Fl miR-184 i# i # 7] Nrf2 HIF-1la
T e EURH G 1 1078 AR UM 5 BUE RPE U403 52 Tl
B 1 ARMD B % ., Ak, e i B A A
miR-33a .miR-33b miR-27b Ml miR-34a 453 i 5 0 fi5
AR EIE A T RPE FE W 40 g o ABCAT 1) 3% 3% 74
R [ Y HE L AT 2 e R 2 P ARMD YRR . BE
HE AR ZHITUEH miRNA X33 H 4 ARMD 1% 9%
BL & 2 W B 2R R, 1 f## miRNA 7E4E
ARMD H (1 FIHLHDE: Sk ARMD $2 43 5 4 (%) 8 1] 3737 8L
BEFITRBE J7  (HAEE 1 ARMD #5 K i U0 0L S R IR
FEARALAI A 24, % F miRNA J& 75 3 b HAth {5 5 3 1% o
2 5AEB I ARMD #9504 07 o 72 RIS B4 it ik
A R — LI, WA, X T miRNA 7E3E &
ARMD [ W 18 P R AE | Ho 8 55 7 T 1 BIF 58473 75 3k — 25
SE
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