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TE: SMFERA@EIER AR LT EHIE, RESZOCRERRARI —ZNMROLERRER
o S PLE gl T A2 o 49 — L B RNA(microRNA, miRNA)& X F %, Fi@dst % #4135 5@k e98
=, 25O dmin by A8 142, MmAF S L 4ty R A Fe K& o i\ié’?i&TmiRNA
He S LA AP 894 Rl Aedild, FF 3t b 25 B 75 B AR 4 e s miRNA TR 423 AT 22 4L 69 5F 50 i R
VA ELE, AL AL B 5 G R AT 69
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Research progress on targeted microRNA regulation
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Abstract: Myocardial fibrosis, characterized by extracellular matrix deposition, is a common pathological
change in many cardiovascular diseases at a certain stage of development. Some microRNAs are abnormally
expressed in the process of myocardial fibrosis, and participate in the activation and proliferation of
myocardial fibroblasts through the regulation of a variety of signaling pathways, thus mediating the occurrence
and development of myocardial fibrosis. In this paper, the role and mechanism of miRNA in myocardial
fibrosis were reviewed, and the research results on the regulation of myocardial fibrosis by targeting
microRNA with Chinese herbal compounds and active components were summarized, aiming to provide new
ideas for the diagnosis and treatment of myocardial fibrosis.
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AR ECMF 3k FE A A2 Ao T 25 f 2 T T 2
fi, HEAARSGRATEOHEEITE . O EmE

EOVEMEREER, I, WAHECMER. &%
MU 4adl, R RO I I T A0 I F R
53R

M/NRNA(microRNA, miRNA)E 5 IR

SERIAE GRS R /N AEERNA, 75 & R A 3% b k5 &
TR . HFRER, miRNARODMERE. &
AV B SR A 9 R 7, AT B [ 0 L R
(BRI A, rp B2 ] DUE L HE ) 2 PP miRNA K 2%
RO LAY . BT, AXAMLZRAE T miRNA
FE O WA 4E AL 1R #XTE%B%%E’J
FHR 2552 07 JA U8 o W e AT IH 9 e 4
W90 IA A BT iR P A LB 252

1 MiRNAEYE RS ERHLE

MiRNA = 238 o fig ik B AN 45 4 T $E 3L (A
3R EIX, AT SR SE IR (s, K2 5
miRNAZE K 7E 40 f i% H 4 RNA K & 1 1 3 5% 8 W)
ZimiRNA, B 5 #Droshall) E A H A ZH 45/
AIAmiRNA. 7ERan-GTPK #i it % tH & A 57 H

T, BIARmiRNA MG 72 2040 R, FRi—
A HPRZR N VI Dicer 89 Y 9 B A miR N A XL
B, RIE, WEEMmIRNAME, Hrb— 455 M
BE) B BEAR, 05— %E%I\&(%I%%)SRNA%‘@
MUTBRE G M4E, TEHAmiRNAT SUTBRE &Y
(miRNA-induced silencing complex, miRISC)"., H
(SR ESIIESIVEIPAS

MIiRISCE Bl it #4 (R miRNA 5 ¥EJE [R5 1 4
B, AERE G AKCF S B R R A B A
9, miRNAFIEEIE ) B AME L R E T miRISCHY
PR B miRNAL LR R 58 4 LA, U 5]k
AEFEDR M ATmiRNA SRR A 8 H AN, T
BB D () B 0 s B, A RORBGR T 5
) EL AN D,

2 MiRNASLLF4LRIXFR

e M BIR T, miRNAE IS AT 440 i
PISEEEIEA . A BORH 98 i DR 543 WA ke s e O UL
A YA HEFE . MIRNAT 100 WLEF 4 4 ) pL ) 2
FE, MU BE BRI R R, 18 K558
BOE RS . BEf, CDAUE%EmiR-155. miR-

Ran-GTP

Ll TR A=H)
S 4 s > % i 7kmiRNA
; v
AR Hu{AmnRNA l
Drosha ﬂ) miRNA
; ¥ ZEmiRNA
AG
TRNA%AMI 9
\ miRISC

i it

mRNAm»’Fx{ﬂW

@b%

l miRNA/miRNA*
AAAAA

x mRNA P i

E1 MiRNABEME K
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21. miR-29. miR-133a%5 £ FmiRNA 5 0 UL 4
WIS, PR T LABIZES R IR (R ).
2.1 MiR-155

MiR-1557E o ULEF S0 I A= P 24 BL ) o 4 52 56
T FLAE D JORE 1 O JUE 955 V2T 4 A 2 95 1D 18 1 TR
T ez, SR1T, miR-1557E O LA 4k
W AR AT A A 4, X L T A [A) 119 S5 56 A Y
KTFB. —J7H, BFRRY, miR-15506 %
REVR /D IS A3 #0373 10 O NEE JE A JORE, (B0
LAtk esmat, U ZER R, miR-1557 /)
R P 0 R R ZH 1 41 i A B B e A, S — T
M, %46 R, miR-15580 = fE 0 & Kk
% Il (angiotensin 11, Ang Il )i T /N RO LEF 4
PRI, BEE R FCIR N, oK 22 1 UE B8 6 S
FrmiR- 1553k O LR 4EALIX — W 557

MiR-155 18 O IEF4EAL AL £ ZAFELLU R L
ANTTTH . (DIRHEJIEAN T I 7 25 B R
miR-1557E QA Z A B T, 75 a4/ %-
1B HAEANF-6. MEIRIEHEF-a. CCHELEA
FHEAR2E S HE R I, TS B0 EF 45 40 g %
FEM, ()R AT E . miR-155 AT Y
ARl N AN S & i P e o7 - A L RV
JIE 9 7 S B, A fie R 2 ML B At i L 4l B
TAHMI L7 HI0E, R HT R BM2 B A, RS
HETAIH R L )N B RRESSS S8 : miR-
15577 38 i #8 [7) 48 0 5 5 30 9% 1) S 40 1R A 4% 4%
Ao BFITEon, MHImiR-155 7] i A AL N R
N, I b A R R O R 2/ 4 2 N AR B

(nuclear factor E2 related factor 2/heme oxygenase 1,
Nrf2/HO- )5 S B Lo L gn i T, oo L
LREARI) IR H A miR- 1553 BE$E ) - iR 40 B [
T 5 S M 5 1 (suppressor of cytokine
signaling 1, SOCS1)i# %, ¥8/>Ang Il 755 10k
IR RN RN WAk, miR-15534 Al il 4k AR
K [K-FB1(transforming growth factor beta 1, TGF-
B1)/Smad2 5 5@ B (L ik CFs iz R & k! B 511
P c-Skifle #ETGF-Bi75 3 A9 N TR AR B1 fik A B2 48 P ] 1)
TR, R OWLEF LRI R,
2.2 MiR-21

MiR-2 1 TELF A OV A @ kil HaRE
B O I RE AR FE R . MiR-2 Ll
S CFs HOVE AL A A A R 7 B 70 WA SR 42 2T A 2
P, BN O VAR R A R 21

MiR-214 3 O WLEF EAL I 32 2H DL P
Jrfl e (D)VREEAT4Ean M i 5 P i gk
B, miR-2 138 i $0H1] Smad 730 Fi 21 24k 4 ffd fi 38 5
Mo, 2508 EOIMEEP) . Cao®sP i@t 41
MR BB AR K I, miR-21R8HIHICADMI S 3E 5
e G RN S 05 TR ¥ 3 (signal transducer and activator
of transcription 3, STAT3)3ik B, Mt R4t
YA s ) HICEsTE T, 7R FEIR O
MR A 4Egn R, miR-2 1K Pk B A . R
PEUTERmIR-21, A] FEARAN L AME = 5 il 22 2
JR % AL 8T BB (extracellular signal-regulated
kinase/mitogen-activated protein kinase, ERK/

MAPK) &, S0 s 78 25 10/ B G LET 4E

1  MIRNAXORLEF4E LRI R L)

MiRNA XFMF 5 P ERAR YR RN B30 R
TR 58 I 128 T RE TS

MiR-155 1 A G 2 2 Y 1 Nrf2/HO-1. SOCSI. c-Ski. TGF-B1/Smad23 &
I T RIESGAE Tl

MiR21 . {RHECFsHE 5 71k TGF-p/Smads. CADMI/STAT3:# %
HMHICFsET: MAPK/ERK. PTEN/MMP-2, PDCD4/SPRY L %
HNHICFs3g 4 5 431 TGF-p/Smad. MAPK:# i

MiR-29 l (BRI T Wnt/B-cateninif i

1 AR LT Al A R e D Wntf5 538 %

TEBEMHCH: 4L MHC

MiR-208 1 - ifendolin®g (A % endolin 4
01 P R PDCD4
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g T RE! . BEERER AISK 1 E A R
(phosphatase and tensin homologue, PTEN)/&miR-
210 F O 4 X —5E LR . MiR-215R1A (1)
SIS PTENKIL, 0045 &8 & H -2
(matrix metalloproteinase-2, MMP-2). MMP-915
S, BFONL LA, TR IET A T4
(programmed cell death factor 4, PDCD4)#ISPRY 1
AR AT A R B ) 4k, 2 5 miR-211715
(RO ILET AL 2, MiR-2 138 i ERK/A% % 5% K]
“F-xB(nuclear factor kappa B, NF-«xB){5 5 i B4
SPRY1. PDCD4. PTENZEIA, PFHIE-Z0Au T,
2.3 MiR-29

MiR-295% Ji HimiR-29a. miR-29b(miR-29b1 .
miR-29b2)FImiR-29c4 i, Z5 2 8B 4 4iftit
o fEONARENHRET, miR-29FERAF P4t
Yetb KARV TAE T, IR0 S 40 M R T i R 45 4y
B, AR, 3 2 Ik R A 4E 41 i T miR-29
] B AR AR A AR 5K H T I R IE AP,

RO, miR-29%2TGF-B. Wnt# (1554
Vs R ), 23S B ECM A IR IR A S
B INEY, 3 B2 5 (R g R D07
(1) TGF-B/Smadi@#. 7&K H, miR-29bFImiR-
29¢H] i i # [7) TGF-P2 A MMP-2 5K T b5 U UL £T 4
P, ZhangZEPY7E Ang 1115 5 (1170 RO WLEF 44k
BRI, Ang Il 7] BE¥0E Smad3, T O IE
miR-29b, SEGETHEONILF L. (2) MAPKI#E
. HAng Il fi & FIERK/MAPK FI30G5 7T A miR-
20b40HIBY, & Fe ik miR-29a k8 B BT ER M55 N B2
A KB T IR AR TR ERKAS 544 S, 0| CFst
FEPY . IR, miR-293 A I i R AL ER K S
Fiipa2/44, FHBMAPKIEEE" ., (3)Wnt/B-cateninill
B . Wnt (2 R0 iEbsE. M RiE A
B AE A - BB . MiR-29aif 5 B 2
B J) HL G B 1 77 Dikkopf- 1. 5 MR ER A 05 5 R
F1 2R 53 W4 1 25 1 AF DG 2R 1 29K B Wintf5 5 1
SassiZEUUBF T R B, 00 E 788 7 7N BR
miR-2 928 B 5 /0N B O LA i mi R-2 955 PR RT i
B0 LA edh, X5 ZBTRIRA TR . B
Wi, O UL ZREREE AN [F) F] RE Y€ T miR-2942 24F
YL P HEAL I R fe o

2.4 MiR-208

MiR-208 L & miR-208afImiR-208b ¥ /N W 5K
i MIR-2087ECo s eIk, 2500140
FE K O ULETF 4 A S50 LIS TR R A i #1420, g
REY, PTERmIR-208an] DL O ILLF 4L 1),
I PRAR IS o, Z AR O J 5 0 H 3 i miR-
208a 5.0 & HAY TS ZVIMSE, FIRERCN TS A
Rl B T AR

MiR-208 F il LL R g2 K IEEH . (D)%
JLER 25 (1 5 4 (myosin heavy chain, MHC)#44k.: 1E
OETE 78 St 0 K, miR-208afE I MHC 1]
B-MHC#:1k . Montgomery% W5 £ W, VIBL
miR-208afE [T B-MHC, #EZE & 2K &1 S K0
hEEAR 4, WOtk . kBB EBTEH,
WLER 8 (4 5 4 75 K R YR miR-208b-3pRE (L 4 CFs
A e A e LR Rk . (2) L iMendolinE A £
i%: endolin® A #IA N & miR-208aifi % Lo ILEF 4E (L
RSB A 7. ShyuS IR B, miR-208aiid F
Wendolindx H ) KIE, (OB O ILE 4L
RAERRE . X3 AE FHAE U A R R K B
O LA ARt — B AF e )i gn B T
miR-208 AEHE A 5 O WL A T2, Wang 21
b 25 $L7E TR B ik T o0 URE ZERE YR I, miR-
208 W] fl | PDCD4 ) F 1k DL oA /)N B O JUL 2
AT,

3 HAEAFREMASEEMmIRNAKE
AN£F4E &

B 7L R W], miRNAE 257697 0 ULEF 4101
S0, L. ZER. 2RE
RF AR T R B IR 3 . NIRRT
I 245 142 miRNA S5 O WLEF 4L FOVE R, A Sexd
PubMed. Web of Science fICNKIZHE ZF k2
202445 H A R SCHREEAT T 2GR . LT 2
W TR 58 & WA S 259 I3 2R 5 L A 45 (3R 2.
Kl2), 5B R miRN AT LET 4E 4 H 24 1 3%
53 G BB TR
3.1 FHEH

TR RS, KIE. =, e 125
MR, BT MARIN . HFRRY, k4
U i B HLG BUAh BKOR FEREAL . H O LR SR S5 AR
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x2 HAEHRBEMAS BIEmIRNAKE DA ELHE RSB

B HEANE B

X miRNA F 4% /5 H

& FIHL

o 0 f L iHmiR-150-5p W Ang T ALFEFICFEsHR T« T 2L i JE A TGF- BRI 43 ik
e E e _FifimiR-133a T PR A9, R AR, A0 UIAIRIE T
; - fmiR-135b I TGF-B/Smads il #%
i T iAmiR-223-3p HEBRFOXO3KIL, i H W
RREAT R FmReal, LR Jr S TGE-BI 5 A2 A5 M Rk T
LLES "N miR-155-5p J0I TGF-B 1Al ¥ I CFs 2> AL RIECMIE ik
S - #8miR-122-5p I TGF-B LI I CEs IR J5 4 %
R imiR-223-3p B0 IGF IR, (R E A A8 f il dfi 0o JUL AL A2
M - fmiR-26 AV 4 A T E S
NS HRe L AmiR-489 FEAKmyd88 1K X FINF-«B p6SHERRAL, 0K BRI AR
L miR-135a HEITGE-pl, a-SMAFI T . M AR JEEIE
- T T iAmiR-34a ik A RORORT 5
oy B T imiR-34c I CFsfe /- LR 474 Ak
18Iy - fimiR-30c-5p T ECIAe
=-bEHRI FHmiR-21 F0HC LM AR T
L AmiR-29¢ WHIT . M. AR S TGF-pRik
FiAmiR-618 I CFsif b Ma-SMA KA
. FISE A - fmiR-29b HMHITGF-pl, a-SMAFI I . AR JEEE
s L iAmiR-205-3p HMHITGF-p13RIE
HiER _-#lmiR-29b-3p FHIHMCN R, B> R 2R 4RI 20 v
FAmiR-17 i TGF-B g5 3 (¥ CFs 384 5 AR J5L 4314
Sk . -
- T iHmiR-328 I LA A
e il L 1miR-15b IR S N p-pS3K#i PETGF-B1/Smadsif e HuE
BAEIR - fmiR-140-3p HHIMKK GBS, 2T 4ifl

PSS GuZEPI R B, miR-150-5p7E Ang 1% S 1)
OWUEM KRB RE TN, X—IRaeH R
ARG RIS, FENGE DL 4L, IR, R4k
4 o S 56 IR B O AR 0% R BE e RmiR-150-5p, 8D
Ang T AL H KR CFsH T AR JE A TGF-BHY
gy BN, JerEig R FE T F i miR-150-
Spils Ang I 5 S0 LA 4E1L

B O REHN T WK, 448, 215
ZMFR A TR, AR EHKIE LR
BE 25, Chen P ik A ME 4531k
B2 B P& S IR Bh ko ST O U ZE A AL, BEAL
NRERIA . RIESAAME S EOH, 5HETFR
AT ol A K RO I IR BN 5
MEREE . B gt R T fe L, &G

SEI G E BEPCR. H B EIEAEHOR, IR
J57 ik o JiE B AT LT e A T 4 A R ik 2 4 i 0 T
KGR LAEDIRE, XA eSS EmiR-133a /% T i
TGF-B1. R ABEIM R L B3 H K o

O FERRLR TR . Hai M 2% AR HUIN
AL BRI 7, B TR A ISR
WFEFIKZ 1, G ARREE W, O BRI G
PH 2R B Al 2GR )T, RER F IR m LB L
OB B IR IREE O DI BESR AR, SER N
BODATHE S, RmEE A REDY . B L
I D7 NIV = 3 VAGTI= 3 B ORI el N | B R T
RNAAE KA s 7 2L K 5(IncRNA - growth  arrest-
specific transcript 5, IncRNA GAS5)/miR-213R1%,
> B B ECM A i, AT B0 o0 L 2T 4
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R RS

{2 HE O LT 41 HImiRNA L ULEF 4L (I miRNA
miR-223-3p miR-34 miR-135b miR-150-5p miR-26
miR-21 miR-133a miR-133 miR-140-3p
miR-19a-3p TiRE155 miR-15b  miR-122  miR-30c-5p
miR-328 miR:17 miR-29 miR-489 miR-618
miR-205-3p

\,W‘N
—> NI —

Target mRNA mRNA B fif 4 #0151 DLEF4ELL o E A
Ee T iR A7 R
B2 FHEHREMESFEmIRNAKRZ DA HECHRRIER
o OH OH o o OH o OH
? o ol c‘)n . OH O é,on o OH D“""'Q%LOH
OH uo\r [ NoH HO Z HO =
(a) Hit KR (b) RFRE K -7- A% WERE R 1T ONE=3 (d) il
?H
NO\ /\OH
- ; o 7 5
R i
S X .
? LOH
X 3
1 OH (o]
() B () FH2H TA
HO
N"on
O TR () FHEE R (k) S (D) ¥EAERR
e LA AR Z SR MRS, ILZEN S MIEEERREC R . Sehh, FRIA A B AR AT a1
E3 FEmiRNARILEHUOIMALENESEN P HBHUA T EHN
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B8, Ry, Shp st R B, O BEBURLIE A i it
FYGASS5. PTENZKIA, T ifmiR-2135% M i fH
1 CFs 385 LAY 32 47 4 A 22071,
3.2 PHEYNS
32.1 #%EAE

## S 2 (Quercetin, Que)& M2 HEY) F L+
IR A Z —, RIBIT DU 41 )
VRAE I AR 1% 25008, WangZ5OVE 44 AR Py BF
7 Quekt T A AR ERIE T 10 ME LT 44k K A
T miR-135b I 456 B B0 7E o T HL . 4551
RIL, Queidid g iEmiR-135b A FIEHNH].CoJF TGE-
B/SmadsiB i, B W4 . HuZs 0 7tk
B, QueREA R F5 BUASE B 20 i FH oK B L2 21
HFmiR-223-3pfRik, [R5 X SLHEE (103
(forkhead box protein O3, FOXO3)RIKIE. G H
Wi B, B A0 LA 4L, B S B0 AL
HA

KRB ZK -7 - % % BE RS IR 1 (Luteolin-7-
diglucuronide, L7DG)s&— M) IZAFE T K75, ¥
iy FES & R R AT, Rk
B, L7DGTEZUm LSR5 FKF b REmk = 4
B AR RS S OB R 441 . L7DGHY O
JRAR SV AR AT E 9% S miRNAA T () 5 TGF-B15 5
YK ZA RN RERE, W KmiR-
21, JF#EmiR-30c. miR-133b M miR-29cFK ik
2l G e gk AT Bl T8 N L7 DG 24 B I )
filt, FEMEAR3E— BB L7TDGHE Ny — Rl A B & O
FIEARA 5750 007 17 6

32 % (Apigenin, APG)Z&—MMIHATE, ¥
HE . S EY TR R AR K ETLEY,
A LLE I AR R ML B VA O ML 5% %), Wang 26164
KRS S 86 K I,  FH APGAL BETGF-B 11l
MICFsfa, i FHmiR-155-5p. a-"FIE LB &
(a-smooth muscle actin, a-SMA). [ AU/, M#HY
I JR S Ik B AK « FHmIR-155-5p 4] 1 BRI ) s
YLCFs)a, Wil a BIA A R 45 1. R
APGHREE M TGF-B1HIF I CFs 4 (L FIECM /™
A, HAHLHIAT A2 8 I B flemiR-155-5Sp AR 5L
K. HABWTTRIERY, APGH AT B imiR-122-
SpFIE M TGF-B 1B I CFs i J5 & i S /N B O L
LR Y [0506],

h i & (Naringenin, NAR)& WP HIsZ il —
P A B ER 2R AL A AR, b0 R H A
BERGRTER . JERIE, Mk & # i miR-
223-3pHRik, BEA S Rm AR A K T 1R 2 AR
(insulin-like growth factor 1 receptor, IGF1R)ifH % A
P HE WU BE J5 SR 0 O LI AR B, R O UL
LAY, GuoE W e R B, A R 2 AT AL
Sl It PR 1R 405 5 S O LA B ORI T R 1 A A
#-6. AN FR-8 MIBEIRIE T -5 R P T
RIS, IR S AL 2 il 1 Y miR-26/GSK-
3B/B-cateninfs Tl BE SEHLAY . X LLLE AR, Hh
B 2% BA o5 B RO LA I R B I T T
322 B £

ANZ %E1fRe(Ginsenoside Re, G-Re)& NS
FEGBFEMER . R, G-ReX O ILE &
GEEZmA, mProARE . RO UL
0T Sun 73 b g g /N Bk o LA B ASE 7R AT
Ang Il if5 [ CFsiH L R FL G-Re PO WLEF
YeLAE . SRADE S . BEER Ay R eeas . 4
TRIELAEGeE | transwell 250 SOt I RED
LRSI 5 ' 78 B PCREE J7 VALEAAR P AMEE T Fh At
7T, GERIR, G-Refiefe#EmiR-489fFe ¢ FEAIK
BEFE 731 K 7-88(myeloid differentiation factor 88,
MyDS88) ] iAFINF-«xB p65 Ik, 40 i T
MAMCFsit#%, deE 0D,

T IG ¥ (Astragaloside, AS)/&H G —Fh 2
FRIEIY), RAPRIUALEERT. Rl 4
IR, AS-IViE L #E M miR-135a-TRPM7-TGF-
B/Smads i ¥ il 7 N E IR E 5T B K RO LA
YRR IR I B 3 A R S A N
AW, I8 miR-34a/Bel2if 47 M O LA f 45
P04, 5 R X R 4R B CFs I 5 I 4T 4k
UM SLBE TR A A 55 RN . B R, XE T
CFsHmiR-34cRIE T, HE I 57 14 55 ROV
21 Y 241 B %5 11 52 A4 B 1 1 (transmembrane  receptor
protein 1, Notch))f& S {21k, $emHE L4
EE ST, ASTIALFE &miR-34c inhibitor JLREH 2L
Wik iX —idfE, RYASHIL I miR-34c/Notch]
T [R5 1 55 SN CFs i 7 AL AR 41 4E 4k

=L HRI(Notoginsenoside R1, NG-R1)Z&—
PN =-Crh B2 s A e, BRA a0
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it P HE IR A1 TS . Wang 573 i ek i
VEVESZIG RPN, miR-30c-5pfEH9c2 4 i 45115 A1
e ER, JEE B TNG-R1EY FimiR-
30c-5pH0 il 48 Ak R3O T sk A 44t B 45 3 ) ML A o
LinZ"HE— 5 A 78 R B, NG-R1A] - IHHOC2 41 A
R miR-2 12K o0 S0 A 2 0 3 5 S B e,
O WU ARE S8, AN TR R AR . LinkPlR
HREWNE EIREAE OV gD REER, 45531
RIING-R1BETF HimiR-29c7E O I (3%, MM %
I I, MARKEETGF-B/KF, LRI CER
PHER .

323 #k

J} 2 11 A(Tanshinone 1A, TSN)AHZETIE
MALIR 2P 2 1) —Fh i b &9, #2ieH
FARIT O M B . YanZEPOUR B, TSNGE F i
miR-618 & # % CFs FH K B /0o JIF 2H 2R ) bt 2F 4 A
o YangZP'ERAMK. B, mAIETSNIGETT O
MR, RITSNIEITHATGF-pl. a-SMA
AT MARRR )25 T %, miR-29bFIETH .
BE— 2 R FAmiR-29b 4 il 771 #% Y« TSN AL 2 (¥ CFs,
RIVZA T MA R FKF RS, fikiAch,
TSNA] LA EifmiR-29bi 3Rk, ] ILEF4E4L .
QiaoZs M4 50451 L LA FE £ 7 BE AL 43 N TSNALAN &
HyR T4, 453 BoRTSNA B # K 1 miR-205-3p
MTGF-B1FRA NA . 35 K F 4 f 556 Uk 52,
TSN FifmiR-205-3p#ii| TGF-B15 5 1ICFs
.

& & (Artemisinin, ARS)E—FRIETH &
s KNG, BRAME. ik, &
FEW AT FThRES . Han5 3R FIH,0,40 3
HOc2 41 il % 0 LA A AL, R L ARS RE 2% i
H,0, 155 5 (10 UL R I P E A0 A% o 3% 40 B AR 7Y
B AT KR AR, BRI (H,0,).
ARS#{(H,0,+ARS). ARS+miR-29b-3pii 7 41
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