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MicroRNA§TF 2575 M Al ST L BB HLHI RV BT SR IR

Wy, £ E, F @E*
(WL A PR 2 K 3R AR 2258, A 310053)

8 2 : MicroRNA (miRNA) {E5— SR ILATAES i RNA, 7 H 2RO 1 iR 1) B A rp 0y 3o 4 T 22
Fth, LA AL i DRLR 0088 2 LR AR XU AR o I o 2835 P i 0 MR O R IO B, (ELIE R e
miRNA JJRIEEE D o BT JUEA R 2535 PE R 7y . miRNA K iR 7] 58 R ORI S EAT 1 281k, 45 JEH
233 R DU IR T 7C ST R

R - miRNA ; i 5 h25E TRy

FESHES . Q522 ; R2-031 ; R273 XHKFRARES : A

Progression in anti-tumor effects of active ingredients

of traditional Chinese medicine mediated by microRNA

GUI Zhi-Fang, REN Jun, XU Jian*
(Medical Technology College, Zhejiang Chinese Medical University, Hangzhou 310053, China)

Abstract: As a new type of non-coding RNA, microRNA plays an important dual role in the progression of tumor,
by functioning as a tumor suppress gene or anrogen. Currently, the active ingredients of traditional Chinese
medicine already have become the popular topic of anti-tumor research, but its influence on microRNA was less-
reported. This article summarized recent researches about the relationship among miRNA, tumor and active
ingredients of the traditional Chinese medicine, discussed the anti-tumor mechanisms of the active ingredients of

traditional Chinese medicine mediated by microRNA, which can provide a new way for the further research of the

anti-tumor mechanisms of the active ingredients of traditional Chinese medicine.
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7N RNA (microRNA, miRNA) /& — &P A 1
ARG IS BBE /N RNA, KEN 17~25 METFIR (nt).
BE & miRNA B IIRN, RIEBAGT ZMAED
s, EREWA. RN, &M, UL
b RES B VR R AN P A A A e A
PrisEa EE A A, R PAAEE0A P miRNAs,
— AL AT DL $AS miRNAs, [FF, —4> miRNA
AT DU 2 . R S AEDN, miRNAs i
FEE NI 50% DL BB, 7R R i RS
TR HARMEEEA Y, Fk, 24 miRNAs
Fen R ANRZFERB IR A, PSRRI
OB RIS R 55 . H AT, fRiXes
P55 H R 5 T R 9T R 22, miRNA TE iR b i
5 A e DR R L LR I UL VR A R

MR
1 miRNA5 &g

iR A2 H AT ™ B N SR RE ) = KRR 2
—, e MBZERASE. ZREEWNZ PRA
Yot i, BB — e DR R 5 4 2R
93 51 i R PV TE PR IE TR 1R 2R . B
ANATTR miRNA PR T8, R 5 MR ) % A

WFSEHA: 2014-05-13; fE&EHHEA: 2014-07-03
EESWHE: Wild AR ESIH (LY 14H160037,
LY12H16007); Wil R TERIL A A B H (2013R-
10072)
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RIBFEYIMIR, KIEE ST R 5 409 2L R 1
YERT, Jd ek AT R R 2 5 A5 5 a8 % TR 45 4 IR
T Fo
1.1 miRNABTRATHRATES BRI ALERE
BB B9 1E A

T 9 T A — ol 52 35 IR U 4% 0 40 R AR i AT
T, s FIEE st ey, BRI ks
fEEEMA T A RIS . MRETARRKE
55 440 A 009 3 R S0 NI O O R R ) R
AN 53

UM T EEARE ARG S 3 R% T
T2 AR AR (NIRRT T ) A2k AR P iR
B (IR TOE S ). FET: 2R Bt 5%
T 38 IR 2R AT 1 S AR T B o 4 IR IR BB R+
(TNF) B R IFET- %44, 40 Fas. TNFR 1 DR3-5
5hdfAk, X TNF-a. FasL. TWEAK 5 TRAIL %%
g4, i 5 Caspase-8 B, 4k 1 5 SRk N M
Caspase-3 751k, 5|it— &%l Caspase k) o £k
RS 1 3 1% 2 HH A PRI M5 5 5 R AT T &
H Bax iGft, ZRRARESBE AL R, fRdtdhifkn
MM ta R C BIREIL, 53 Procaspase-9 ¥, 4k
gl — R % Caspase kRN, & FEANMFT,

H RGBT CLIE 52 miRNA 33 i 18 4% 4H it 8 7= 11
PR 2% AS 5 I B A OC B S RN B 1, ke T A 4 e 8 4
B8 T Galluzzi 25 ™ B 98 & B, Pre-miR-181a
A Pre-miR-630 A DL 7 2 ki 44 / 2 b i Ja i 1238
REIAIRME R TSRS, U FE Bax RN LRk EE
JEEFLAT Y 2% DL S ) Caspase-9 #il Caspase-3 £5 [
K fift. Xiong & UV ik W 55 UF B, 7 BT 40 B e
miR-29 EL 280 A T4 F Bel-2 1 Mcl-1, fidksk
KRS B AITH G, diitasR C BB, M
RIFEET-HIVEH . Yamada 28 ™ 767 A28 T 400
1955 Jurkat 2B [P AF SR A B0, miR-128a 1) A7
Feak ] FHR A AT 45 M43k (FADD) 1) Fas #H G 5
1, AT R 42 Jurkat 48 0% Fas 5 1) 4H M 08 T 1)
P . Schickel 25 P13, miR-200¢ 7] LL R i1
T4 85 1 FAP-1 3k Ty 40 g X CD95/Fas /31
ST SR U, AT g B i . DL Bt
FEAR UL B 7 miRNA W] DU i 1 795 20 e 9 T2 A0 OC il
P FERIRVER SR ERA, S R n B e
1.2 miRNABEIT AT PIBK/AKTIE 5188 £ 15 EiE
BB 1E R

T FEEAILES 3- 8 (phosphatidylinositol-3-kinases,

PI3K)/ 55 H 22 %R /5 & PRI (protein-serine-threonine
kinase, AKT) {5 5 18 B & — P &2 SULI A0 i 9 15 5 %
S %, PISK U Ja 77 AR 5 A5 i PI-3,4,5- =W
R (PIP3) 541N PH 454438 (pleckstrin homology
domain) 115 5 8 I AKT i B2 UL A4 6 P -1
(phosphoinositide dependent kinase-1, PDK1) 454, ¥
i AKT, T30 S i) T i A S #E 22 Bel-2
FK 7t Bad, Caspase-9. GSK-3B. NF-xB. P21 fl
P27 &%, BT 15 40 ML ) & b AR LT e

B A0 miRNA FIERABTTE, AHL miRNA
A DLE I 1 7 PISK/AK {5 5 36 % R 55 el (10 & AR
RIBAEGATE T, XA T ARy A — e ER
Fang 2 ({8 70UE B9, 76 FFJ o miR-7 47395 35 10
FERLR AR (o, JEEHE ) PIK3CD. mTOR Al p70S6K,
& T PI3K/Akt/mTOR 1% 5 3@ B, i) Jih Jed & 2=
H B BT 5 R . Yang 25 Uk AR AR /N1 B il
[ AF 78 & B, miR-503 3 i # m) 0 & ] PI3K.
p85 A IKK-B il /N0 s, A 4% 5 40 22 A
(A fa. b4k, FRFUR ) miR-4511, 22 41 i vbk
E5R7 v A9 miR-17~92" 45 4 i i A F T+ PI3K/Akt
o A AU R R AR R ) . AR TR T ARG T
[, Zhao 55 " LA B, miR-221 7E N 1 AR
HRRT DL E 2 ) PTEN JE T30S Akt 8%, 75 54
i A A7 B e AR B BT . Lee 25 R 58 R B,
miRNA-7 7£ & Jii 8 U251 20 g b wf LA EGFR-
PI3K-Akt {5 5l i, WHBUTIRPIME, miR-7 (3L
FIE LB EGFR H1 Akt [ IE Fo %o U 2k (1) fi ek
PEo FHICTT W, miRNAs 7] LLid I 5 PI3K/Akt {5
T R VR R AR
1.3 miRNAB T AT WntlE 518 i & HE BT &
HI1ER

Wnt {5 5l S — B IUA R R B KA
ALK E G SE M, EAIiEE . BRER.
Y AR R R T A A B R R kP AR A,
RMMKEHT L. HET Wnt 8 EEZlT 3 %8
BT (1) 40 Wt 553842, B Wnt/B- 3R
15 5 i@ % (Wnt/B-catenin pathway); ( 2)Wnt/ “F [
YU B PEIE % (planar cell polarity pathway), R Wnt/
PCP jB % ; (3)Wnt/Ca™ &%, HAHE T IR
JE 48 LI Wnt/B-catenin {5 5 3@ %, JHIE #% 1 Wnt
WA, B A (Frizzled). K% B AR E H A
[ 5/6 (low density lipoprotein receptor related protein
5/6, LRP5/6). HY#L 2 [ (disheveled, Dsh). % &5 [
(axin). H¥ 55 EERES 3(glycogensynthasekinase-3,
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GSK-3). &5l fleiFE S i 25 1 (adenomatous polyposis
coli, APC). B- EFE [ (B-catenin). T 4 il % 5% [A
T /IR 5 R (T cell transcription factor/lymphoid
enhancer factor, TCF/LEF) 254 . 1IEH 5T, A
J5i F1 (K] B-catenin #% axin/GSK-3/APC & & AR R4k,
BAZ FWEWEOKERE SRR, AT
FYHFEEEOCH M E Wt 558, WntEEHYS
FH B %5 [ 52 A Frizzled 45 &, £ LRP5/6 [ ) [F] /F
AR & i 5 Dsh & H, #1417 axin/GSK-3/APC
B AKX B-catenin [ @R 1L, 5 X B-catenin 7E 41
MO PR, SRS B, SSkIE TCE/
LEF & &, it 17 i 15 40 B #% N B 2% K] (eyclinD1,
c-myc. Cox-2 25 ) (it %k ™. HT cyclinDI,
c-myc, Cox-2 Z5H:PH 5 N K2 Pl Mg 1) K A
K, LR SEAZH B ) S R SR O 2 T BUMYR I
KA

Whnt/B-catenin {5 5 % 52 2 PpEE R ()%, H
T A0, 4 7 T i DR AN e B IR A €5 1) miRNA.
8 miRNA @ id 1% Wnt/B-catenin {5 5 i 1% 18 5 i
AN G L T R AR Y, Saydam % 1Y
WFFL R I, miR-200a 7E i L8 o B HZ4E 7] B-catenin
mRNA, il B-catenin [1)#% 5% F:FH KT Wnt/ B-catenin
SR, AR R K. Xu 2k R BITE
JH- 20 e o miR-122 KSR, 8 i miR-122 )
Fik J5 240 Wntl ., B-catenin F1 TCF-4 25 [1[(1%15,
HE 1M 52 1 Wnt/B-catenin-TCF 15 5 @ %, #1141 i
BB I S R TS Kawakita 25 U 6 1 i o 5%
R (OTSCC) KT 7L A I, miR-21 i ik I
I8 3 #E jA) DKK2 i 15 Wnt/B-catenin {5 5 @ %, 5C
PR s R A e 1 22 VR o EFLIE
miR-374a"", miR-301a"" B 4 4 [ 3F 40 #] Wnv/
B-catenin {5 5 1 #% [1) f7 1 #% 5 [ WIF1. PTEN FlI
WNTSA, MIMT#E Wat/B-catenin {5 5 8 i, fie it
FUIE R 2R . BEEFFIRN, RKIBREZ
] miRNA 7] DLiE it i 4% Wnt/B-catenin {5 5 38 % 14
IR AN I . T RIBREEFE .
1.4 miRNABZ AT HEMES BB L ERIEMHE
#{ER

B Bk fE S Ah, miRNA & f] 38 i HAb (S
5 IE R Y MR 1 AN KRBT B, 40 NF-xB {5 518
#%. Hedgehog {5 5 il . Notch {5 5 i #%. VEGF
55 E A MAPK 5 5 8 #2445 . Keklikoglou 2
WFFCUE D], miR-520/373 5C 0 1L FL AL 1) RELA
FER kA NF-kB {5 5@ #%, JF H Al DLE 40 )

TGFBR2 SZHLG TGF-B {55 FIFMHI/ER , it w4
FLARSE MDA-MB-231 4112 28 M #% . Xia 5 P
IR, 7E B miR-362 @i 1 i 41 ik
[A CYLD ¥#id NF-xB {5 5l i, {2 i3k 200 ffo 338 5 A
PO TS, 7ZEE 0% T, miR-506 B 44 [+ Hedgehog
=5 B I T GLI3, 55 40 i & B B v T
G1/S #, {RaE4HMJH T sm Ak JuUsR M, M K&
PE I S R AR R BT AR R R, B I R
miR-199b-5p #1 il 5, & I Notch 15 5 1 ¥ 1) 2H Bk
4 R A A8, IF W] miR-199b-5p 7£ 4% Notch 15
SOl R A, BRI RS R A R
R EEER P, e/ AS49 41 i bk
1, miR-200c i# i H 2 8 7] VEGFR2 % K] i
VEGF-VEGFR2 i [, 1 1M 1 425 Jis 4 i (1% 7580 5 f
B P 7E S IR AN A, miR-21 3@ B
ERK1/2/MAPK {5 5 il #% K ¢ # Ecal09 41 Jfil ¥k 14
. R ZEIAMEE T B,

H R AT 0L, miRNA 515 510 B 5 & K% I
R, JENTIE R VR S R AN RS S I R R 4 e 1)
RAERE RPBER. MR XALIT . BT HBUK
PEEA AR ELL AR o BRI 40 B P 578 RIA ) miRNA
IR AT BERL R BEIN T AR 5 S i, A4 5 BUks 1)
TERG, PRI, JEat EiR e I ERIA = 1 miRNA,
A BRI VR I R T
2 TR S EIEmIRNAYE

H AR 6 T R EEE F AR U7 AT &4
B, AEOT AT X AR A B R AR K,
W= ARV AE ROBL B B IR PR
(1) G2 Sy NI N BB E AT 3R AR, AT R KB T i
HWAEVE R, Kk, AN DI EEE R B —
B A 25 UL v ik B AT AT A R .
25 R ILIE Ry B FmRMER /AN B 7. i
fRBE. FREUL T BT, HsRE g /1. K
BE AT ISR L, I, ROKURAN T BLAE PR i
TR, CHRONEZERTIMIRZY, Tk 24
AT 2530 /2 B b ) 245 80 78 o0 R A T 3 “HRIE 4
7 B2, AH R iR F AL AN B A
T SSAEAIF 70 A B miRNA 55w 235 14 1 43 0 e
PIAESE, Bk, A miRNA 7K P89 o 25 3E Pk 4
PR (1 AE FA AL A R .
2.1 ZEH(curcumin)

L F e R W0 2% T (AR 2= R BT
2, R—FREEBmRER, 5T 8 CyH,04,
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X7 N 368.37, HAREIMAG. Piss. Pk,
PUFAE. PR DBl KR L K Bt g 1) Th
W FETEFAEE T T miRNA NF 987 sz 58 55 /F
Fo 7E AR, Sun 25 P9 S T miRNA {3 B4 21 it
FrBOR Bt 7 25 5 R ARG 5 R e BxPC-3 41
miRNA )15 5, FFiE qRT-PCR i AR T I8
ik, UEBHZEE R B T RS BxPC-3 4 g miR-
22 [l Ik, T miR-22 [ HE 3 R i 2 A A 1
(ESR1) Rl 5% [K 7 SP1 [ 3k, 5 17 18 5 i g
AR RIZZ8. e, Saini 25 P9 BF 7T &L,
%38 3l it % S miR-203 3 T KM% B 4k E i
miR-203 [ ik, 5| miR-203 [ ¥ % K Akt2 Al
Src AT, Mg GTE . ¥ SAEmET,
PR b, 223 F ek N S R 98 41 i A [ miR-186 7,
FLIRJE MCF-7 41 4 () miR-15a 1 miR-16 ¥, 45
Ji B B 92 4 P AR 0 miR-21 P20 0t o0 4 A i
miR-15a fll miR-16-1 %5 P &R {5, #Eimk
PEH MR i AR .

2.2 B AT (resveratrol)

AR EERMNRR. 4. HESZMEY
PRI — M AR Z B &, T RA
C,,H,0,, BEAHPIRA. AR %L A%
wmHE, OO — RIS EIUEAY . ERFRK
P, 3P EE AT DAY 5 R P ) R 9% miRNA SR &
FEIHR MR RE R . RSP Rl H3E
7B JE o R miR-151 §9 3Rk, 12F i HH) AT E
HepG2 4tk 858 I+ S HF T £ AZRIE/ i
Ho il e AS49 20 Mo bk o, Bae 4% ¥ ik miRNA 7
B B0 Py F AR A 28 7 B AL FE 21 5 50k R A k47 b
ST R R AR, KRB 71 % miRNA &£
S HIARAk, BT miRNA B3 PR 7500 %544 5ot 28 4k,
() miRNA HE AT $EFE PR T, B I Lk 0 3 PR) 5 4
PR B 1 B A Ab VR T B A A 5. 2013 4R,
Liv & PR B, AR EEE AR T, @
1 miR-21 4% BCL-2 MIRIA T HE ST, ERHA
i, Li 2P REL, 2 EE AT LS ] miR-
21 B 2% 0K 7 40 1) NF-«xB A 3% vE, 330 0 3 5 1 45
NF-«B 3 i A 45 15 s A s e . i ml I,
[ 28 7 I 1] A 3 3ok A 2 OB A 5 miRNA 4% R
PESEIR BB 1, b R AEDUIR TR
2.3 /KREE E(iuteolin)

KBEZRENENEZ, &R, FEE. O
EE ML B, RN IR SR B —
FAREEA A AW, A PR 2 thk. Wang %5 B

WEFUR I, WA R R B R R, BRIER
AR TR B G R A A 3 ET B R e A i S kIR
miR144. miR-133b, miR-1. miR-122. miR-34c.
miR-200c % 14 2% miRNA | 4 ; miR-20a. miR-
21.miR-9. miR-29b. miR-181b %% 5 % miRNA [ifF,
F XTI A1 Ji e A L ) G BT R P AR IR . 2 5
WEA SR, 4K B B AL B N AT 51 i PC-3
4 il 7 miR-630 F1 miR-5703 Fik i, 3 5] &
PC-3 4k KB B,

2.4 FABEEHE(triptolide)

BB R NRE AN IR, KA E AR
M omhy AR, M E N R A,
BABEFEMA. PRRE. TR MPUES DI L
2 DR TR B, B 25 2% R TR A TR PR SR BB I R o
K562/A02 21 i 1) A T 48 HU N 4.3% b T 21 18.5%,
TE 255 o8 B R AL HE S 1) KS62/A02 41 i, miR-
21 f1 PTEN BARIAHE T, WREREAMHER
T I A miR-21 B FRIE KT K562/A02 41t fif
BRI, 2RE L Y AR R A R R A
HepG2 i i J5 &< I, miRNA ik 2% 0%, &
HI 10 47 55 2038 1 miRNA F145 2 %6 miRNA i,
8 %k miRNA L ; it — B HEFTiEsL, HABH R
T A 98 48 B A c-Myce/miRNA #% / #E FE DR )
TR A FT g AR F
2.5 & ZEHZ(oridonin)

KRN UKL, W EAE, NISERE SR
KIRVEKR R ARG Y, AIEAERE. R IEE.
g 53 I LA R 2 Dhak, #=A “ AL 2
SER P, A R v R R B R
RS2 —, M wE A, 7Nk
CooHysOg0 4122 B F 0T 22 o fih 96 240 A5 W S5 1) 4100
SR GER, HREmZ %G 5@k, Kang % ™
AR, XWERRRETREEKE T 2%
(EGFR) #1327 SAMRIE T 5 % Y B iE
Y, AR S RS PBK/AKT 155 18 %
04N SR 8 MDA-MB-231 2 it 3% 48 I % 5 40 i
P, RMESEPHRAER, KEEHREAR
S Beap37 4 A rh il i 0 T 52 44008 15 A2k b A iR 45
Wik Caspase-3, i GADD34 Fll Fas, [ ifif Survivin
(2RI HETT S AN T, KW B AR T iR
i BxPC-3 4lifiilj5, "4 E&RE N,
SEFEEE i CDK4 ZERRIE, i ple ZH T
ik, AAEEE T CyclinD/Rb/p16 {35 53 i k417
1) g e P A R B Y, I e B T IE I & e
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Rl 2 45 S B R U IER- . (HH
AU o0 41 B FH 20l 0 1 4% miRNA $t s i 4 i
R, Weng 2 " RFRUREL, fEAIURAIRS, &
Ve B R A] DA 1L 40 1) miR-17 A1 miR-20a [ 3% ik
it BIM-S gt gnfig i o, W byrpitk. it
Ak, ASZEG S8 T miRNA f 551005 Fr SR 0 K
P, A B B AR ) S iR g BxPC-3 dHifill 5 K&
AR PR IR ZHAR L 105 45 miRNA K4 B E AL,
Horh 49 4 2 3% T i (hsa-miR-27b-5p. hsa-miR-205-
3p il hsa-miR-4262 %% ), 56 2k¥i.3% i (hsa-miR-513a-
5p.hsa-miR-3661 HI hsa-miR-4470 25 )( {3 K T % EL ).
AP DL, Ap B ATl R 5 A ¢ miRNA R K%
HyUglm A E A, A 5248 Seie 200 76 th RL il Fadk
— DI AT A 2 R AT 0 R 45 AH O¢ miRNA &
PP e i 4 A DA A 0k 4% miRNA 520 o] Fip
15 5 10 B RN R s, AR B 3 A T R
VAIT BRALHT I BRASAK HE AN 5 Ta, TRV R B e 1
TBIT R T
2.6 HbIERAEMER S

NS RBH R MNZ @ 20 B B — o [ B 2
&Y, HAA 5P R . Wu 2 B H
miRNA (& fr ARS8 N2 528185 X 5 8 miRNA 3
Bk Rm, KNG NS BHLEER 14 %
miRNA # 15 L Fl 12 4 miRNA F£i5 N, H
) miR-128 EL42 %0t 7€ & PCR ¥, JFilid
L miR-128 | FFE B, AZ @A T
miR-128 # 1]l o Jed A O 3G Bl . Sk ) 2R S i A
25 JE A 2 PR T K, X S HepG2 4H i kA B
)G FE AT AE A, P RE 2R AL B A 2
miRNA & F &3 & BLA 15 F1 miRNA & A4 AR 4L,
55 6} W& 2H A BL AR AN B BH S ) 2 let-Ta R 0E FI A
miR-221, miR-222 ik i, XA W] A2 TR
R0 1 P 4 B A B ) — e AR R AL Y K
55 (isoflavone) J& M S BHEY - HE B —Fh 3
FiEA &9, SHEEERE WAL, BA PR 8.
FE J5R Ji g A B v, K 5 B 5 i miR-146a
) 22 38 P AR 3R B2 A K Bl F 32 4& (epidermal growth
factor receptor, EGFR) Fll [ 41 il /2 1 244K 40 < 34
fiff (inter- leukin-1 receptor-associated kinase 1, IPAK-1)
(IR KT, 3 T ) g e 4 B 012 8 6 5 17
FHOK &2 S B A 2 1T 51 i 48 B f5 miR-29a F1 miR-
1256 1L F i, 512N E3 2 2 5 1 IEFER (tripartite
motif containing 68, TRIM68) A1 PGK-1 [ 3% 14 52 I
W, BN FT B e 40 B AR KRR 28 1,

FERR S RIE A miRNA $3 38 55 i 3L R
A N B EMAC, SE5MREIRERE. 14
P AR 28 R 2 2 . 25 e s M Rl 4 vl LA
{2214 57 H 1) miRNA & A B4, Rl B
A miRNA J30L, T~ Ui 2 14 miRNA 1)
FIK, T e R 40 B Ak (i R 4
PHTZL A R a0 i f2 2B L i 25 4%

3 RGEMEE

miRNA J& — F 4E 4% 55 7 RNA, 3@ i i 45 H
T Ui L PR mRINA ) 3% 028 11 5% ) B [ R K RO
miRNA 7] L3 ik 38 5 A [F145 58 % 11 5% B 55 (R f
TN R R AR R R AR AR RS L R A Y
AR T E SRR R EEER. RARITE
AT G T B B G A, R Tk
T, (HHENIHEIAE . H TR R B 2555 M i mT
DL #% miRNA B3k, 7 % KA #) miRNA &
) T, 338 1T B0 A 5 38 6 0 R A EL P g 1R T
(B 2GS P R TT ORI, IR B HME U Je, R
Tt 25 B AR T . B G miRNA B 787K T 1)
AW R AR N, miRNA A ¥ Rh 25 40 g HL
HRE SR B2, K T R RRCA HRE TR 9T T R R
T B 56 24 0 MR O HL AR AIE 72 s i BRI R P 5 2
RIS DA AR B R 2 Rk A B R EN R .
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