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[ Abstract] MicroRNA (miRNA) is a short noncoding RNA , which can regulate gene expression. miR-21 is
one of the human miRNAs identified earlier. As an oncovirus, it is involved in the post-transcriptional regulation of
gene and plays important roles in cell proliferation, apoptosis and differentiation. In addition, miR-21 promotes
inflammatory responses and also plays a key role in regulating the function of immune system. Recent studies have
shown that miR-21 could be detected in corneal fibroblasts cells,retinal pigment epithelial cells, retinal microvascular
endothelial cells, retinal microglia and other eye-derived cells. Furthermore, miR-21 plays an important part in the
development of various eye diseases including retinoblastoma, uveal melanoma, corneal alkali burn, proliferative
vitreoretinopathy , diabetic retinopathy and uveitis. Further studies have shown that inhibited expression of miR-21 can
treat retinoblastoma and rescue vision loss caused by corneal neovascularization and diabetic retinopathy, while
overexpression of miR-21 can promote corneal epithelial healing and treat primary open-angle glaucoma and retinal
degeneration. This review summarized the recent research progress of the role of miR-21 in eye diseases.
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/N RNA (microRNA , miRNA ) 2 | B2 0 22 DZH IR IY
Ik % RNA WZT&‘?E#%EJEP £ RNA T BRI [ 2 18
{5 SIS JE B PR AR . 43 miRNA #ERE 5 I 15 LA, £
FILANRERMRE, S H5RBRE BN RAE
R DA M R A A T AR L miR-21 i T 17
SY A IRE R 49 EEME 10 5N T R ERRLH
BIANZE miRNA 22— PR B miR-21 AE g4t i 1 BE R 7E 2
SR PR AR B E & BUFIE S miR-21 $ 3L
AHILHFp PR Z 5 MR R A R R YRR, InfE
FHEYIAE T 7 4 (programmed cell death 4,PDCD4) 1)l il 41
MR, e ik 10 I Bk 2% 1 Wl 2 G A0 5k ) 2R 1 IR U 2k
(phosphate and tension homology deleted on chromosome ten,
PTEN) #0 i 20 Jfd 38§ A= FIAL B8, B ik 2 40 fE i 2 4& B ( B-cell
lymphoma-2, Bel-2) 41l i 40 Mg 9 1, 41 23 4 J 25 1 i 0 o PR 5 3
(tissue inhibitor of metalloproteinase 3, TIMP3) Z: 5 il 4 5 5 5|
AT o miR-21 3 U F R A PR AR A0 A
AR A 95 B0 A 5 P I G 2 T g A L A A e R T R R
RS RD RERERZAM . OB RM, miR-21 A {2 i
RAE ST AEPE R RER I h ke % e . B
miR-21 FEAE G AL T 40 M A0 S5 52 526 20 J0 o 245 AR SR8 K7 H

B LL G0 O R miR-21 9 K3k B LT Ruan %
7y:f)u miR-21 J@ & F 98 2 R AL B IO RSB 7 o 15 34 1 8
FMVE T 2 YRk, T H 16 T 4L # - 0 miR-21 AJ 7R
£ TR 2T 4 40 A0 ) B £2 3 1 7 (retinal pigment epithelium,
RPE) 40 fg . ¥ B B 5 I % P9 52 400 B ( retinal microvascular
endothelial cells, RMEC) % 1F % 0 &8 40 i o 38 35 76 IR &
T miR-21 T 75 £ RS A HE e f) A IR 21 20 B8 1 0 14 T 201
ZU WL LR 2 98 (retinoblastoma , RB) i 41 21 3 2 1k 3 1
AR TR0 S5 78 6 1 B0 MR 77 DI R AR 114 B K R Z 45 Y /)
ZEpgAn I h gk o E— BRI, miR-21 72 AR 2 IR B Y
S A FIUR i R 45 T S R I P AR OF BB ) miR-21 W] RS2
TR SR T 2 F IR BHER 0998 TR 7 5 o A SO miR-21 7E IR B}
P TP I F S SR Al — £k

1 miR-21 5/ EER

1.1 miR-21 5 B HE R

[ A1 I 1 J 20 400 7, A RS A T R 2 ik 2 5 N T
i TE T B TR S S HEF B 2 T 30T AR 2 WA 9 3 2 I
PR Wang % 1) 5 3k 5 RIS 20 07 2% B, 7F 53 28 /05 U 2 A
HeEFRdlirh miR-21 BB R A 7R M RS A 41 0 8 W 25 el A%
18 L 250 508 3 X0 KBRS AL A 5S4 B 0 % B, miR-21-5P 7
7] % AR B A v 45 0F 8 A ST 85, miR-21-3P 76 5 & A S A% A1
hREE TR MBEERE. RO N RAR— B 5
TP BT R T B4 0 07 1 BOBE S S Rl R OR A, Wang
4R miRCURY LNA BESI - 6 20 B 508, Lu 2617 5% %
i M 1 7 9 DL T S ORR ME Ak 45 21 miRNA [ K 43 4
KOt . AT LU Lu 4800 SR A R R K 4 0T 7 i
S AH R DL 2 B 5T R SR AT M AL 2L AN i 4 B, R F 5T

miR-21 75 I b B2 BE B0 A B2 A0 D Hh B A R R AR .
AT, miR-21 76 £ IR AL R HE T v 2 75 A7 78 3R 3k 7K T 1 s T H
VB BLRI AT 05 30— 2B B 5T
1.2 miR-21 5 a5 1

HR AL 27 PR 58 40 2 o A 2 0 i B8 R A B i IR
FREL, 2 R ATEACLT SE 56 % St L3 B, H b R 985E 45 dw
WL, R RH W T IR Z — . R K,
miR-21 AT DA ¥ A B 5 0 5 47 2 1L ()9 A Zhang %1
TE /I BB 17 3 W A AL L2 B miR-21 78 851 43 5 #2021
MEXBEHIN, HRESMLENEAKHEF A (vascular
endothelial growth factor-A, VEGF-A) f1 §t %/ if & H T la
(hypoxia-inducible factor 1o, HIF-1o) B mRNA 5 [ Jii %35 7K
-5 IEAROC 3 Bl miR-21 55451 0 T LU AT 08 ) AR e
W betsij5 VEGF-A Fl HIF-1o Y 35 35 5 0 ] miR-21 W] 8 i i
Sprouty 2/4 45 (1 B B2 Ak 40 i SN 5 98 Y BORE 2% TR o A R
BAE MU R . AT DL, B8 ) miR-21 W) Ge AT L ok i B
SR HY A RORT AR LA B R A Sy ek .
1.3 miR-21 5PRCRMEEFFAR 2 B

TBURLIR ff IR 8 32 A4S K 2 &I ( granular corneal dystrophy type
2,GCD2) Bl Yo ik 5q31 ¥ 1k 4= K I F B (transforming growth
factor-B, TGF-B) 7 5 4 4 ( TGFBI) s ) 5 %€ 25 (R124H) 5] 2

R e 0 K I P AR 0 . BIF S R B miR-21 5 9% 1Y A A A

XKoo PEiiE miR-21 225 TGFBI #4737 /) 3 % miRNA, 1] i i
{ff TGFBI mRNA 2 %2 5 4k 1 98 75 TGFBI #& 4 7k 3, 1 TGFBI
HKP AT GCD2 2R Bk miRNA 91 92 1y 7 B
AR GCD2 S 1 A1 IR n 2 2 40 L 22 1] /Y miR-21 23k K
WA B3 2% 5 (HE, miR-21 /K7 5 £ 15 4T 4 40 i TGFBI
) mRNA FH B K RIEASE, TCF-B1 755 A I T 4k 41 i
2%k miR-21, miR-21 7] D) i@ i %0 5] TGFBI %) 3 “UTR T J§
TGFBI B3 H ik . b nl W, miR-21 Ffie # TCF-B {5 5% F
25T BE B IR 9T TGFBI A SC A B 7 AN R ) .

2 miR-21 5& ¥R

TGRS A A BOE MR, 7T S BOK A&
i, R 205 B B IR T EOE H . I B
5k B miR-21 7675 Y6 MR & A i Fe b i B S SR . a4
T OGHR B K AT A miRNA 23 #7745 miR-21 2 5 S HR
B R B miRNA JF H 4 H,0, 435 147N 32 9 41 g
ST R F K B miR-21 #3558 K W miR-21 il Fas
1A 1) 22 35 Z AL AE AE 1A G, Fas e 4402 S 7E ( BPRRL IR 51 ) 41
HLH T A 0 R S o i SN BT A M I ), Fas D
Ry = AR L A A T, miR-21 /Y 5 7 A 4
AT AR IR T e 22 b B AR T I 0N B SR AN 5 | RS Y AN e BE
=7, SEBE b, miR-21 Ti‘ﬂ]ﬁ%ﬂfﬂiﬂﬂﬂt““-ﬁﬁfﬁiﬁﬁﬁﬁi
TR /N 58 ) 20 i ] DL AF Fas/FasL i 45 45 R, 32F 1 51 2 40
MR, AN, miR-21 Bk G E Y A S, TR E A %
P F-xB A1 ERK 1/2 15 5 58 5% 40 1 /18 I 5% 40 i 3 16207 .
I,k B 23N A miR-21 B AT DL B A B o B AE R /S
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R P9 v ) 80 T A0 A5 2 el 33 2 T 0 9 A 5 L P S
N, H B HEI , miR-21 f) 2% 3K Al SE B2 7 DG IR 1 7 i

Tan 5% % B, B % A JF #7756 IR (primary open-angle
glaucoma,POAG) &4 f7 K i miR-21-5P [ KEREAL, i#— P
WF5 K I, miR-21-5P 7] DL 4 {2 # PTEN J2 4 ¢ & — AL A
A HiAE 538 B 18 0 Schlemm 48 P4 Bz 41 A (74 388 35 4 |, 412 3F B /K i
53 o 1) SMAD7 A1 FGF18 LLUAE #F 3 it 4 J& 3 H fiF ( matrix
metalloproteinase , MMP ) 9 [ fi# 41 Jit ¥ 3% i ( extracellular matrix,
ECM ) 3fe [ IR MR JE 5 38 52 70 4 ras [ PR 49 56 (R 8% A 5% B (ras
homolog gene family member B,RhoB) i %5 Schlemm 4& [N K¢ 4 ity
B WA 4 e R A ) TIMP3 J8 55 ECM A 5858 8 08 15 /K3 |, A T
1BJ7 POAG,

3 miR-21 5REERF

3.1 miR-21 5534 Az P4 35 05 (A 400 190 8 g 72

W4 A P B 5 R 0 X 9 A2 ( proliferative vitreoretinopathy,
PVR) 2 W g 158 2 1 &2 A 1 JC LA L 21 208 40 i 1 A JSE 0 A=, 2
A AT ) R 8 1) BRSPS B AR P miR-21 SR
Th 5 500 0 I 4T 4 Ak A 6T RPE 20 M i b K — ) i 5% Ak
(‘epithelial-mesenchymal transition, EMT) 7£ # % J& £ 4 £k 2 5
HEAE T . Usui-Ouchi % §F 5 % BL, miR-21 7£ A RPE 4 Jfy of
M9FRIL R TCF-B 551, HL7E & i 4 Wi 85 95 A0 T 3Rk T
i, W] miR-21 K355 PVR kR 2 EAH G, Bt Dy
i F 2 BE 32 2% BF 58 45 R R B, miR-21 {2 #E A RPE 40 Ml £k
ARPE-19 4l ifd i) 34 4= M B , A5 W) EMT AR 56 i B P 3R Gk
M2, miR-21 Z 5 MR 4e 0 & & IF Bl RE i PVR 1)
Brbric.
3.2 miR-21 50 SR AR 0 B A2

B b5 AR P90 [l 72 ( diabetic retinopathy , DR) J&: 4§ [ i I B
SR A U BB R A AR, 2R B B AN i g A 4 A IR
BE , B e A B2 200 Y A2, P R B T R B2 A0 1L PN T TR AR B
NG B H G d 25 SO T 5 A R D) RE B A% o R IR
PR B E T DR B ERA 44. 0% ~41.3% ,J& 50 X DA L& &
EMEEHER .

miR-21 [F 2 5 8 75 0L BB A= 155 A A 05 O 28 52 05 1Y
RIBMG ., BT &b 3R T L VEGF 35 LLAM , miR-21 1] L)
e S il 5t S R BE R R 4 R b B AT A R (pigment epithelium-
derived factor, PEDF) iy 335 . 7 0 75 i i miR-21 78§l i P 40
W0 955 742 119 RPE 40 g b 2 3548 hm, B O B4 = 19 miR-21 %
IRA By T4 T 1 55 P B 4 i MMP2 F1 MMPO 35 14, T a1
PR P i MMP2 I MMPO {55 14 5 3 in 55 PEDF 45 11 7K f# [
fift A 2 o MO miR-21 R LS sk G L DA o 48 A 4 1 G 9 S
Z A o( peroxisome proliferators-activated receptors, PPARa ) 3 ik
{1 i J1 I I T 98 PEDF 35

F T A0 52 100 A8 P B A RN T A AR R T 1YL T B S
55 2 5 5 W e PR D I 9 3K J7 0 Gudurie-Fuchs 2503 i 4
RMEC 3B 7 % 8L, 5 9 B2 40 i3 AH OC #9532 35 miRNA
miR-21 F Kk £, miR-21 #0417 i 3 B T RMEC 934 4 [ iF

B R TE B AE J7 o bt G T DA I miR-21 2 5 38 5 W0 190
PR LA 9 2B

HE— A o B S A% 1 T 1 R IR B 1 B 2 I R R L R
5 45 1 F 58 26 90, TIMP3 & STAT3/miR-21 3& 72 189 F li7 #E4%
FE AT S A0 I R 28 /) BRSSO BEL BT miR-21
T L5 TIMP3 2 ik AT 9 44 00 1 s A4 o 5 9% i 27 o T IR
miR-21 75 i i P W ) i A8 A S STAT3 £ 1 45 A= BUA/E
PRI 0 BEL DT 1 2 325 T A 37 36 90 199 B 2 I 8 F) 985 A 7 15

LA A 0L 5 B R I R I A AR R A% E R A
RMEC % B, {2 i 55 4% 0 % 8 B 4% fF miR-21 3k F i,
Jiang %' BG4 B DR B AR IR miR-21 &5 DR ™R
PR R IE MG, 28 BB R 169 ARPE-19 40 Jfg f T £ 90 tH miR-
21 (3K W3 I, A5 £ %k \VEGF Hl VEGFR2 5 £ ik,
HISE WL BF 5% 2 W 16 4 %5 95 4% 2 79 miR-21 @ f ERK {5 5 1%
SR VEGF ik . i 3k miR-21 W i i i 40 ] PTEN
) 3R BTG PI3K/Akt/ VEGF {5 53 5, ) DR K B AY 4L 1) i
LA P 7 20, i A L A T 2 R B L[] miR-21
£ DR oy 4587 28 1 A R B A R L

miR-21 B T 25 DR /L MU 9 T2 08, o8 AT L3 5 98 42 40
o0 o 22 40 9 T R 0 DRI %2 2 B & . A RMEC {4 A1 F
¢ 3¢ WA 5 BE AT LSS N miR-21-5p \VEGF \VEGFR2 ) 2 15 Fl 40 L
AR T ) miR-21-5p T U6 /b 5 4 2 B S 9 L RMEC 1
A GBS RIS T B, 3 26 AT BE AR 40 AR T PISK/AKT Al
ERK i % 38 1o HL 40 8 1 maspin B335 B b, BF 55 6 DR 1
T 27 S0 PR U B % B, miR-21 Ji 34 F i PDCD4 W] 1Y
A2 33 PR R B AT O I e 22 4 i R T, 30 o miR-21 T i 4 <G
IS el 225 200 A7 35 25 0 S R O T R S R

[l Ff , Chen 24 % B miR-21 5 % ik . db/db /) Bl (2 B B
FRAT AL ) R 000 5 e PP AR 7K ST BAR 336 o B0 28 7 A i 7R Ak 30
{19 R0 150 155 P Bz 2 o 1) B A7 7, miR-21 3 i3 #0 4) PPAR« 1)
mRNA iR # 7] PPARa, @k miR-21 v] fH |k PPARa J /),
% FR AR LA 40405, 038 R AE , T Bl 2> db/db /N BRI A 4 4
PR T . i — 20 5% 2R B, 3 38 O I 3 O miR-21 410 i) 5510 AT 9k
/b PPAR« T, 835 db/db B R G /IS BUK O I %8 . 1A, DR
BN E I miR-21 (%) K S 7T LLPEA DR 7 8RR 40 )
miR-21 7] U4l DR (938 161697 7

4 miR-21 5MMHBEZRG

PR 5 R AT R E ) B R BB
ST IS5 440 Mk 3 A AS A T 0 28 45005 U L 0 e 2% 44
Jitl ( retinal ganglion cell, RGC) {1642 FIK & . Xt K BUHL b 28 464
D Y g F 5 2 W, 90 0 miR-21 D55 1R TR R R 40 R Y ok
A B SR IR T R, WA T 38 3o 8 3% B 2 K TR T 52 1 i AR
PERNZE A o M) miR-21 R 0L AT L4 3R 28 AR 08 RE AR
PR 240405 RUBEHL o OB LS 7 & L fr B S REIR R
BELLi S5O B RR S8 R T A miR-21 T3 5 9 R BUR R 22
BifiJa Maller 5 5t 20 g 38 /4 L 42 38 RGC 7735 00 190 I 28 2T 2
JZHEAN RGC ThAEAIIR A o R e, 30 miR-21 W] Ji] F 0 b 22
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R 76 407 25 05 30 25 A0 L RGC 48 ik
RGC-5 1 miR-21 [ 3RiE W3& LR, LW miR-21 37 PTEN-
PI3K/AKT Fl Wnt/B-catenin {5 5 1& T & 42 , /> RGC-5 41 g i
7, 48 ¥ B P B 0T DA 5 38 miR-21 SR IR T A 4
B4, miR-21 ¥ RGC A7 3% A — 9 [ A Al fE A LLF 2
A (1) BRI Z 00 40 I AN ), — 2 S 00 ol 428 35 443 158 80 19 i P
WFIT, Iy — 2 52 20 Mk 1 R S BIF 5% 5 (2) 338 i 25 AR — i, —
FEIR 15 T R LR S B0 BT, AT b A 5 2% 0 R AE LR IR
b3 — 2 AR 4 ) F P TS TP TR e — R R A B A
i H. B #6 T RGC-5 40 i A7 76 5 330, & 43 W 55 35T O 1 4 i
Mede /N R A Z R &R, AR R RGC, W I, & F miR-21
Xt RGC F I AR 7 ik — 2 R G MR, b miR-21 JHF A
O 2 353 47 2 R 9 10 9 07 % FEL B9 R 3

5 miR-21 5R &} i 55

5.1 miR-21 5 RB

RB J&EH1 2 AN 7 368 (RbT BN b Ay 2878 5 2 /Y L 38 R
FPEHG . RbI R A A 56 3 K A] LU i miRNA 55 A0 25 5 b
BE xR 98 45 o miR-21 KA 8 p JL R R o 2R (A dE
PDCD4) {0 5008 18 7, I 985 o 1k R Ak ;g %7

O W9 & B, RB A ZUFE AR J2 RB 4 il % HXO-RB44 4 Jif
B miR-21 7K i 1 40 0 18 1 41 ZUHh 1 3 a5, BT miR-21 f&
RS N R BRI E 5 15 3R AR 2 B RB S MG A T
TR R B3 M5 . 75 RB 40 i3 & Weri-Rb-1 40 ffg i,
miR-21 40 8 50 7 LA ) b g 0 B 3% g, 3 4 9% 15 PDCD4 , Bax
T Bel-2 1 7K - Sf 3 i 95 40 B o T R 0T R g A
MMP2 FI MMPO {25 (17K F- 40 i i 938 200 it 3 3% F R 28, 0 B 3
0 PTEN (PI3K Al p-AKT f) 3% 35, 3 B miR-21 ) i 5 i iF
PTEN/PI3K/AKT {555 & 12 #0  Joh 438 400 i 384 2F 3L 7% R R 28
AU, R 1) miR-21 REA% I 2 £ AR A I RB EJR, 7T LULE N
RB IR Y7 48 05
5.2 miR-21 5% % 5 )i g

7] 75 B PR 5, 3298 (uveal melanoma, UM) J& B UL 119 R 7Y
T PR A VR A L B AR A R s R P i PR S R A, i
WIBF 5K & B, 7E UM GRS I3 SR R 41 2 miR-21-5p g 2
P, I H AT R g 30 4] P53 N i LIM I SH3 2 1 Y
23 0 AR 4 T R 00 P A 0 B RS

6 miR-21 SFEHE K

] 2 IR 2 0T B I LR AR T ok 2 MR 2H R E 1 B AR L )T X
A AT A R R A O A L A Y SR L R R
HEEREZ —, P50 &M miR-21 557 2 6 5 10 &k 42 4 .
Ishida %' 75 52 56 Pk [ B % % Yk % 4 B % (experimental
autoimmune uveitis, EAU) /N B A 5 H 5 7 miRCURY LNA B4 %1
F-E K miR-21 LK B FH 1R S 90 E & PCR 25 B,
2 A0 R T AR AR I IR ZH L Al L o, miR-21 T @RS 58 7 RIF
b B, A 21 KRR KKF e, BB 28 K AN 4k 47

BRE Ko Hsu 28 705200k 1 B o 38 1k 380 28 B 48 K LA
T S B miR-21 7 BT B IR O vh 2 3k, R kKO B R
10 KAGTh % 1M J5 F e, 2 i BLES 25 K B ¥ W K ; Watanabe
4 I EAU K BRUBER & B BEAE 14 K %45 21 K miR-21
FERLI T 3635 T 5 . Tl 0, Rossi %6 R BMENE R H M
R BRH 2 I e AR e PR 1 I IS 2 W B A T A
e Bl I 2 W B 3 R T A S R0 K BUBER BRI T K B 40
P, miR-21 ik B B4R, Choi %7 % Bl miR-21 76 [ %
o SN L R A 1A, ELAE B R 95 6 T 3 B0 1 ZE R
BUBER f miR-21 ek EL 45 b 3k Bl ST 50 b 0 FH 25 4 (%
miR-21 3K /K 7T LAk 35 11 960 /0 B e R, 40 ) miR-21 R
S B TL-17 F1 IL-6 /K F #8, PDCD4  RhoB 2 ¥ 5 1
7 1. 1L-12p35 il Toll B 3Z 1K 4 1) 32 ik 7K F- 1 32 8 5 i % 2
A5 Ak L A S A0 0 15 0 B S A e E Y OF R LGB . it
S BRSE & B, miR-21 AT {2 3 Th17 400 431k , 76 G 938 ¥ 5 vh %
FERBEAEF . Th17 Q1ML FE EAU [ % 2 R4 i v ke o B4
B 0F H o miR-21 RS 08 B B IR H T miR-21 2
T3 L HE Th17 40 M40 AL 15 EAU f % 2 2 & % K W
F i3 ] 1 78 F1 ) miR-21 2k 1 /s BRUE A5 AR 6 TR 58

7 miR-21 5 H it iR 7 £ fim

VLAE R, AN IARAE N 15 5 40 7 V839 40 bR 285 5 2 R i F
FEH . Morris 2 BE5Y % BR, RPE 41 g 40 05 1K A 5 19 miR-21
R AN T A IS R T pS3 3E B T ek A Ok 1 B TR
T T 0 P I /N T S AT M T R X — {5 R ik ST RE R
RPE 41 Jifi 3% 2 33 18 o 508 M 2 0E AH 5C B {5 5 1% 3 ML, 7] D 3
6] miR-21 45 B4 7 4R 8 A 06k B REAL 1

Deng % 35 301 BF 58 % B, 6] 75 5% T 40} ( mesenchymal
stem cell,MSC) #p WA & d1 19 miR-21 3@ 32 % [;] PDCD4 X} N-H
N - 5 R 7 5 6 RO 40 O T R 4 5 ) e o B A 3
6 JH, T LAY 7 00 000 J A 7

5346, Zhang 45V B 5T % B, 3 % ik miR-21 =40
Sprouty2 &A% T 40 il f4 2 B ( cytokeratin, CK) -3 FI CK-12 fif) /K
IR IR T AR L R A EMT, DAY A 1 B B B 45
52 5 Liu 28— BE ST S B, B A MSC A3 A 1) /0N 200 i 4 2%
YT DL i 5 B miR-21 4] PTEN S 42 B f B b K £5 11 iy ik
R miR-21 A J Sk — T 9 fA B 6 AT

K miR-21 HR A 56 BT 58 40 4F o 2 BUMS — & R, R T
AT A5 A1 22 9] B ¥ o e, P i miR-21 15V 22 B R s HL AT —
SE AR M, T 75 1T I 6 B G 0 12 I A o o — B
5 X H AV 22 05T R R BR T A0 MR, miR-21 7 4G 41 i
IR 52 TR 10 8 0 o B 355 R L 5 17 7 R [) 1) A AP 7 ik —
W T ER RB R A %5 155 108 b, miR-21 & %5 & 15 H Al IR
LI R 14 A A R KR 4 AR A B X miR-21 BF 5T 69 AR W R
A K UG I miR-21 34 77 IRRE A G 5 41 3k o 1 R g
IR .

FURERIE A 2 R A7 35 v
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