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ABSTRACT: The occurrence of tumor is the results of accumulation of multiple gene mutations, as well as network of gene
controlling and regulation arising from the interaction of these genes. At present, more and more RNA interference(RNAIi)
technology was broadened to the field of tumor medicine. The review is focused on the application of RNAi technology in tumor
gene therapy and the discovery and filter of its candidate gene as well as current clinical trials of RNAi-based drugs.
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PRI D REAIE S 10— A T, ) ISt R ek — Aot i
o S P s R DALk ) gk A FE O R B B MR 2
M EZRRZ DB, W A2 RIER A
MR IR s Th e H P, A E L, R
] LAk JE R e, DRIk, i S P R Bk
YA G R AR A EE 1A 2 . RNATE N —
BT AR EOR, Tod SRR SURAE T fg
BT S 3L DR AE DR RNAG BEAR A E S8 L
A IR BT 7 ARAE R 2 W, AT A
MARAS E 367 I8 18T 77 i
1 RNAi ZEMBERETT AR PRI A
1.1 THIR(E 5% SRR RNAL BT 25T

JIre R 40 PR AR T L A M, bR e AR T R
SN . A A A0 T A A A i B R
BARG . TEMIE R R AR RS, | T &R
BRUKSP )24k, AR ef5 Sam g, 54K,
73 Z4 R FE AT O IS 5 00 B Ak 1 S 0 R IR R
A, Mo, g BT T AR A S 82 B
s o DR R 0 32 DAL 40 A R0 A A A 3o S 5 1)
FICPL, IR i 5 5 A5 SRR HEAT RNAT 254110
FHOCHIFZT 2 AR E B ) — AN J7 1

Fukumoto 25PIE$¢ T Gabl(— M Z A fr)
kB A\ AE N THAEIAL A, WIS RT
SiRNA JE4 9 NR4 {1 F-36P 4, 4508
NI A A7 B, T ELAE DG 1 4 BT 2
R, BhREEAN M ANE S Gabl 55 Erk1/2
WOF IR JAK (B 1 % S RN ) A7 0% o JIH e 4
% CCK L2l ik MR 45 5 i S 2= A4
AL JE i Jee 40 A= A VR A /N i B i g %
T o R ) R A R S R AR, A
CCK R FIA S I AL 52 AR RS B 28 A i
i GRS T B T B . Zhou 251 it
FIFH#E I CCK-B 5244 siRNA BT A & SGC-
7901 4i i &% CCK-B 524k, [FI HFs b Fi 4t
14 BELIBT 1 WA 35 -CCB 5244, UESE SGC-7901 41 14
B2 B B AEL, AT S gL BN, AbTE
55 1l B T caspase-3 RIAE B EF W N, MMP-2
(PFIE RN B sk DR 1 2 40 i 40 4k 5 40 i e 3
MRS IE, ST RN R, EgE S
B R R EAAEM . B A R
CUX 1 (¥ 35 R 1) 5 1) siRNA g4 KR & W1
M IR, 5 R B8 N CUX1 Rik
Ak 2 38 R TRATL(MYRE SR ZE R 1 AH DGR T2 3 i A4)
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MLY% S R TAEH, FN 9 PARP(Z 5
ADP-#ZKE 2 G ) (1) 73 il K1 caspase WiME. [RZ,
CUXI FIRIEMES AkYE I B 55 805,
JF HaE ik Bl BCL2 XA N MR IRIER 7 o
Tk B P T AN . F, AR ER 2
5520 M 95 TR I 22 SR O 2 IR BN DAPK(JE
TOAH Q8 g ) BE DA B siRNA B G, RA
caspase-3. caspase-8 fll caspase-9 MJFIHHF AL, MK
WP P R R AW R E AR S S 40T, A
b 1 iR SR TR R ¥ AH SR TS5 T G AR (TRAIL)
DR4 fil DR5 [k . AGR2 LKL 5 AR H
HABY BRSSO AR DG IR TR, A2 iR 4 Ak A
KEEW, G5 Fh kEEELE/EH,
AGR2 DRI 1) S i 2R 0K 15 5L gt 1) o 2B O e % 1)
M. kA2 E R AGR2 #5531 siRNA ¥4
HEREMA], 53 28 AGR2 0 FiR51#E Cyclin
D1(41 L JE 2 [ D1). survivin Fl c-Mye ik
AR, i S IR ZR-75-1 F1 TA7D 41 1T,
NF-kappa B J& — P BB (1 K7, W40 A
T AR R RS B o AR AR R RS,
Y HEM5 5 5 5% UIAH 9% . S 1] kappa B P65 [f) RNAi
W5t 87K, kappa B P65 ik #F 1H 51 JBE iR
BxPC-3 F1 PANC-1 4ii/fu Bel-2 J procaspase-3
HEFRIA N, Bax EERIE B, B0 R4
Wy, WERANMIE TR . AR PR S b R R
REAI TR Bl AL ASE 28 114 9 4 e 385 4
1.2 JET MR LA T B RNAT 1697 2500 52

i e 0 AR A SR MR I R KR R
ZERNEERS R TSR T o WIF 5T AL g i 7 74
WA R BRI 30 R Ah, il i R AR
MAEMZ . WEME. F4EEaEKRE 7%, L
HROIML A N B2 AR K R F- (vascular endothelial growth
factor, VEGF), M 3ZAK(VEGFR)RERT 5 {g ik
MMy WG AOT A, AR R AR I A A
FE rpbe 25 45 56 J B 4 T,

Zhou %51 5 VEGF #5577 siRNA $ e A%
N i CaoV3 4l &, 45 R VEGF & mRNA
IR UK Rk 1) 52 2B 240, Caspase-3 7
PERESR, RAASCE H MMP-9 Il MMP-2 %iA &
F N, 0BG IE AR 2R R W] T R RIS
5% W] VEGF 4 iR VEGF-C JER 13
KB AR RE A AR P SIRNA I KL BT 825 0
Hl. fENK4i g HCTI16 41 =+, VEGF-
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siRNA {23 T il VEGF ZE[I3RIE, 0040 i 34 5
KBRS, ST, S AN VEGE (1
shRNA 71 & P R A4 Ab S 56 v 35 R B0 R 4 1)
VEGF kMG o, 4050 37 1fn 7 2 )k 1), Tang
2SI i 5% 2 ) VEGF 45 57 siRNA RE 5[] I 411
il VEGF Fl HIF-la(Z .75 5K 1-la) I R IA K
BEL DT firh 988 1M 5% 1 2 o LA N R AR K DR S 4
(VEGFR) . 7E 41 i 73 24 . 34 5 S 30 # A8 8 A= i
R e R R 2 TR T . Wang 25T ST
F WA FH#E ) VGEFR-2 () siRNA ¥ VGEFR-2 %
RIYTER T, AEUS BRI SKOV3 ZH i LPA's [ N 17
TEHEVER, RIS A DOV3 o 2 i /K - 41 a5 2%
1 LPA KV NI HEAEH] o« Zhang 51T aF 5%
W] VEGFR ) RNAi 541 IR 75 5% Y A il iR 4
Mibk A549 J5, VEGFR RIAK VB, 40
A RER, R A AR K 2 B B A
1.3 TRz 28, &, #E RNAI G
LU

15 28 RV 7 2 2 1 e 1) A AR AIE, B2
FayT R MO BRI . B T AW E R
IR, BN AR BN E A 2B DR
MR R, AT MR s e s Re s
T EMAEEZ WA AN B XS A
90 201 N Bl R B 45 T B2 43 11 siRNA K7 3
Sk R IR — PR T T B

iR SAC(MUCSAC) 2 b ki, 8 7
MR M MR AL, 70 1 5 5 g R e I
b R A, DRI AT e S R A R B R
Ao, Nk 25U KL MUCSAC 7 1k
SiRNA # 4 N[ SW1990 Al BxPC3 41 il &,
S0 45 S U 40 M ) & B R4 28 8 ) R R R
I HAZ Z8 A 5= FE [ MMP-3 FI1 VEGF [R5 B 2%
T A RPN MR SAC 1R IE T BRI
I3 41 R B R4 28 (P e ) o 4N i B 6 ) 16 o
55 iR B B A G, 3R 2% 5 1 (Ezrin) J& T ERM
(ezrin/radixin/moe-sin) & [ K%, & Fh il i B 41
MBI E N, BReS HaRmAK, T
Al pE st ., SEMEES . o Wk
Ezrin 5 PEH 4] shRNA RIS MAEL Je N5 A
MG-63 i R Jii, Ezrin 7E3EP R (/KPR L)
WETW, - RRA A KT g, TR
WM AN B LB W 2 R BE. CD147 A& Ek & (i
FKiti(1gSF) I 51, A RIE CD147 78 2 Fh I yss 4il i

T E ARSI 255 2011 4F 9 H 5 28 57 9 1)

R R ik, it i 558548 & A (MMP)
(1) 73 VAT I8 0 M PR 2 2% R S S Th R A TR
FAE PO, ARSI i N CD147 1)
KIS AR BIR 28 R B . 6%
PEREZE A375 iUk, CD147 K5k siRNA
REAZIA . NI IL mRNA KR A UK IERIE, [
IS A A1 T R0 40 i 1) 422 28 AN 6 B BE T o E O B
HO-8910 pm ZHJfufk 1, #En) CD147 [¥) shRNA %
K JFORL ] CD147 [3RIE, BRI 4l iR
R RS fER Db T24 40irh, MR sy
S CD147 $5 % siRNA 47 2% 401#] CD147mRNA
MEHRERE, JEH T MMP-2 il MMP-9 #l
VEGF )31k, FRAR4 AERSMUIT R (22868 0T .
Ty AN IEAT — e FE TR ) i 2 TA 5 i 8 A B 1 ¥R 3
RS AN S . Pang PRI HIAE K Wi v i
5 Bel-xL FERIIRE R siRNA #5 9 \ K i
HT29 41, 258 ERZAEFAE mRNA Rl K
PRIAH B IES, 4 uPA B KPR
SRR, K A M A 2R R ) R T R TR
AN BRI A 4 e R 732 7k CXCR4
HIEE 2 PE siRNA il CXCR4 mRNA M (5K
PIRIEIG, MMIIARIMZ 9859, BEG IS v
BeA. Jioh, ALesLRmr et M e g fufR 28 5 5%
e/ T . Nalla 22508 #0815 MMP-9. uPAR(JR
G 20 25 Il JRUBOE 2 AR) R cathepsin B(Z1 41
W B) siRNA U741 g« N K000 41l PC3
Al DU145 415, 45K E/R MMP-9. uPAR Al
CB WA T, 4 i 5 A= sl R 42 28 52 21 W 2 40
W, T,
1.4 LT R 40 IE T 1 RNAI JR7 290F 5T

2 90 AR DA A A R e, BT 41 i
SEREFNGH B E T T B S AP AT, R 0k AR
R R & IX PP AT IR TR 4 S o R AN B A R
R T A AR DR g A A R (O U T A R R )
KA, AN T 52 BRI T R

BETAH I 1R 1 B4 DAPK J&—Fh 22 5 18/ 74
BRI, S5 AT RE T, S0 R A a5
PRIt Bai 25104 DAPK ffIRF 5P siRNA # e A2k
TE A E HHUA 400, 45 3 5o i R 2E K
RS TS RO A (TRATL) ) 73 Wb e 25 14
i 0 M ) A ) O R R, AR T
Uity R A Y O T 1) A ity 45 4, 0T 4 R e 00 )5 1) K B
B 140 s 22 R, R, AT
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b 4 ik ) R P AR IR o AR ES A, ik
FEAEAR D HAE T, e 3550 L s BRI 4
i r I (10) 3% P o T v, ROt T e A o g e gk
S AN M T . A 5T PTIE H d he E
SIRNA 2 IE B A4 i v bor 55 DRI G J5 - 40 i
140 i 988 A5 2R 52 6 345 38 7 v e 4 M O T A 3
Bi e survivin S I T H0 i 25 (4 5K )% (inhibitor  of
apoptosis protein, IAPs)E i, 25 T NKZ P
AR . W%, survivin JE R KR BE
i WY S 03 22 A b e 40 3G, S R Al T
2B S A0 M b, survivin 36 R M SIRNA 472K
T survivin FE PRI FRIAIK, 2 BT 40 kg
B o 7E 5 IR 41 B8 Tea8113 41 b, $E i survivin
KPR H) shRNA W] 2411 survivin mRNA 1 H i
FARIKY, T ANEIAN PG, FF 3G 5 40 o
IGUEA PR B o (R E R SMMIC-7721 il
015 survivin B shRNA B i survivin &K
mRNA HH FRRIE K, 40 B £ G2/M 4],
e M T, B SR A RO SO . Livin K&
DR A S50 R B I) 08 T2 2 1 (TAP)AI I 4, 6 48 e A=
K, BRI AR EEAEH . Mk, Yang 20
FIAT Livin SR A4 5 siRNA R Livin 2R
)G, NBEEBeE T24 40 B )89 5 AL T8 8 1k fig
TR FRAL, T24 AT H4h, SR Ak
Ji % VIAH ORI COX-2 2 PRI A i = 030 3 9100 1) 4 g
P B MUARTUIR G 25 K 484 1, Zhang 207
HIWT ST 7 COX-2 FE AR S ME I siRNA BEW 12 3%
BEAIC £ 9 EC109 4 i COX-2 ik, il
MK, FHFAMPT,
1.5 28T 40 i 245 7 1) RNAT 1697 295
% 257 25§ MDR(Multidrug resistance ,
MDR)J2 i A7 R E 2 A i, i —
ol 5 20 W) 4 3 11 1K) MIDR 35 DR [ 3 2K 6k i
e 240 JH0 R 805 K5 45 T 5 A AN AH OC B AT 25904 Hh 2
SR AN, AT A 40 i P AR ST 24 0 R R K PR AT
BN RFPEZKE,  DRIHAT 244 ] MDR AHOCHE A 12
TR RS RO v e 40 A0y 24549 IR R o
hy HHLA IR AN B 22 2T 2, A B Ak
57 25 EUR T, Patutina 503 B 1) mdrlb.
mdrla [F57 5P siRNA Pk mdrlb. mdrla 3Kk
I, AR AR P FIAR SN S 58 v 1) e B v 40 e AT
29U, RN IR B AR . Lou &1
FIJH MDR1 $5 57 PE siRNA FRAK A P 5195 28 3Kl 24
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40 ik OVCARS/TRMDRI 315, B B4 74l
3o} 28 2% R ] 5 22 O RO o 3 4k, A E o P00 %
AL MDR 1) siRNA IR RIAEARREN N2
21N 241 A8 KHOS(R2). U-20S(R2)4H Jifi () MDR
FRIEKF, R i A0 P FL 9 iR 25 2R 1 (breast
cancer resistance protein, BCRP)[FJFKIE/K -, Wifk
My 257, N 2R R ok A R 2 2
M 2966 )7, W 5mAH M 29 P OB . RIAER,
Hofhg A b — eI R ) i Rk 2 T8 i
% 2 2. AP R CD147 % vk
shRNA N AKE 8 SGC7901 4 ffukk CD147 %
i, BERS M0 MG A, I L = A P I
BAMIBURE o RIS, 1R bEGF (BB R 2T 4k 40 o A=
K KF)siRNA THF41 I bFGF IR,
JBE IR U251 A172 FI LN229 4 Ji 384 5 fig ) P&,
AT 20 (R R 75 D k2 4R i B

RNAi Fi AR AR 0] F— S8 Hip i g7 24 335 1t
IFIE b o A7 2 B PRI SiRNA HAR SR R
L Tk % % 1§ (spermidine/spermine N1-acetyl trans
ferase, SSAT)IEPEFRIEPIERIIAN A549 il 40 i
PR, SRIGWMEE SSAT Rk il s 4i Xt 2 i A
¥ CPENSpm(N1-cyclopropylmethyl-N11-ethylnors-
permine) 2 ) BUB I 1 50, 45 R W] SSAT ik
UTER (4 20 M %F CPENSpm(0~20 pmol-L™") () 254)
TUSE BT X A . $#87% CPENSpm i3
JPJR 40 N SSAT ey 21k 7] e L0 24 BEVE 1tk
5 FRA 2 —.

SR T AR T R 1 2 08 5 4 i i 24 ML 2
I, Pang 251 FFIHE ) KIAA0495/PDAM
(P53 HKHHIE TN 7)Y siRNA JTER PDAM FE[A],
&% S Wb s R 5 R A0 G K AR B . S ST
Ml RVEAZ BE I OB IR E 5, (HR] i
By AR pS3 R IR AN G IR 25, B4t
P DR R U AT RS VR TR 2
2 RNAi ZEMEERER T AYIRIZEE B & T F1
fif 1% R Y [z

i gRg R R YR 7 rh 3 R R 1 A o e R e —
AT HRAEIE LR, iff DA 328 J5E DR 45 X 40 5t
DA K S5 AR JX A R ) 308 2 45 BB 77 2R VR T RO 1
. BEE RNAL AHSCHIRAIN A 2, RNAI
FARCEMG 2R 2N, 1Eh— @
(80 S NI AE T H, R B AR e iR S R YA
I H R S R )
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Stat3 JER & — P E BRI SRR -, AEZF
JiRs i i Rk, S 5 AR AN, FAk.
IBEZA TR, el 1E A — 2 g JE R va 77
(3 AE R AT . Verma Z5VRIH] RNAT BAFERA
B T 40 bk £9% (CTCLs)Hut78 4H il & Stat3 f¥)
KiLG, RIMMMAE ST ESA, AMRET.
A, STAT3 & I ERIA T~ 0] Bel2 FKg Tt
PAT2 ] Bel-xL Kk . #2718 STAT3 /& Ak T
41 Jfa 3k E988 (CTCLs) 1 22 PR VR 97 1) — AN 8 A0 1) 38
AU 1) JE IR o 1 A0 NS0 B P 1 K562 4
Mo, ) STAT3 129 # /T 1 siRNA T i
STAT3 HEARIEKVJG, 40 KRB 5E 52 240
L I ) I sl s 1 8
PR Stat3 A& M MEE R 1 9 2 DR VA 7 Y AR I
W ER . [RIRE, 76 NI TR 140 L (GSCs) s
I RNAIL SR R STAT3 A% E )G, GSCs
A= R B 52 21 B AT, R R P GSCs 1 Bel-2
Al cyclin-D [IRIEFFE, CDI133 41 LBl />,
H4m GFAP #1 MBP #4011, 11 HA4) %) GSCs ¥ ik
it 3R 1) 3 BRAR T Sz 3 $0di {7 STAT3 7 GSCs
AR G SRR R A R R 1 A
L, b7 STAT3 J& GSCs L KI4 Y7 A o 35 i
R

BUAAR IR R FE ke, A4 ] gt th 22 Pk R 3
[ I SR 8, X3 R 75— g 11 25 R
BRI AT REAEAE AN LA LB e . il TR
I 1) R A R e b A 3L 35 52 & (receptor of hPRL,
hPRLR)Z A [ BT8R (115 54 5 i i 5 3L
i Bz 240 £ S AR 5% . Mei 25T ] RNAG
FeARINE T NI MCF-7 41 & HPRLR
PR e PRLR JE[RIZRIA S5, e 4i M4 sz 21 B
BN %45 B4 hPRLR JEK AT GE4F 7L IR
FERVAIT I — SV 0 I T B S [, 53 A3 o 1)
BN IR AT IR G 12 k. ANT2 76 B4 5E 40 i b
FIE, L9 A0 N HE T AR A R AR A G, M
RNAi T H AW H ANT2 78 7L R )2 40 o Bk
MDAMB-231 " {13 i 2208 o Al B AR K & i
SO LA, 4000 AR R . B R ANT2
S LI RE S RE T 1 59— AN FE g ) R R e
W N R (Bfp) 15 40 B ) 3 1 L 6 DRI ot
0 M 53 A B2 i 9gg A R A5 22 P B T e R A OG
5 SR (R B B M 55 . S5t % DNA
EHEIHE R Efp 1) siRNA(HK & siEfp), 7844 A 1

T E ARSI 255 2011 4F 9 H 5 28 57 9 1)

A5 e B 25 300 MCF-7 40 fa s,  BH 40 i A
M, JF HAews N 14-3-3sigma )% i%. $#&1 Efp
SR FE RV TT I S TN

RNAi FEAA 4 5 5098 1) 25 DAL V6 o7 i 32 566 [
fFRE AL T o Kk #% . EphB4 &8 AR & R I
Bl 2 AR S5 P oY, 5 R ) R AR R R G R
). A RNAL BORE NGB B U251 4
Mi & h EphB4 JER 5, 4 Hu s b 52 2™ H 52 ),
TR R 2% A6 0 AN (R RS B PR3t a4 141
v EphB4 8 (A W] A by 1 s S8 1) 43 7K~ ¥6 97 8
R . AR I CypAGEIF F)HE 5
PE siRNA 5 fik US7VIIT 41 il &R CypA MR IE)G,
MMy, BiE, T REKR T BE R,
960 A B AT AR SRR N AR K SZ 209, 1 40 A 35 TL-8
[PZRIE T I o %45 RIR7R CypA 2 BT RE41 e 4
DRIE T 1R S — N 2 A PR R
3 RNAi ERTTAYIRKRARHRE

RNAi F A 58 K (1 30 11 5 DR 2 3 1R 200 B 7 1
FE R e, SR AR B = LT A
792 26 RNAT $AR TR S50 = ik 21 1y
IRo B4, ANFERALITH 158 A 13 A ol ge ke it
REVTERATAT LR () iIRNA . Hoik, EHINRBTZ
BT IR AR R /N 3 1 25 ) 5CAE ) 2 ) e A L R
. Kk, BAH—FE mRNA /K Ligmix et
BEbR )7 B A K51 77

RNA 5 A AR J5 16T ][] P S A A 90 41 i
YR E K BIGARRE, 2 1 AR A2
Acuity Pharmaceuticals 23 ] T 2004 5 i TF & 14
Il VEGF 1] siRNA I T¥A 77 & 4F 1t 3 5 A8 1
(AMD), JfH &R, siRNA FH FHRIER &
Bl ARWE U Calando A W) (19 -T-A 77 SE A4 b8
i) CALAAOL, . 2008 4F 5 H 3k FDA fit#Edk A
[ WK, CALAAOL AP e RIRE -5 2 1
-AD-PEG 4 2K JURE T 19 B8 o) A2 0 A% 7 1R A it
M2 WEFEM siRNA, ik B AL B A% 1 R I40 IR i
Y R B2 A B v N S D B o e RN B
PRARA A PP, G ik K R KB W I 5 s
CALAAO1 BATHUIMR s Hoz et R Ay, 1 Wik
PRI 36 151 S A48 R 7 6252 o0 10 21 d 1R e ke
SHEFRAITEY. 2009 4E 3 f1, Alnylam 2 & T
J& T T Y7 I RNA T48254) ALN-VSP02
(0 T I AR e 2 24 A ol 7 g o e v
] KSP(J7 /AR IR &) 8 ) F1 VEGF(IILE P 2 A K
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7)) siRNA, 3 3 BE 3 200 it ) 350 00 000 st feb 8
B A B AR B R 2 KB H A T IR R
TP 58 91 JHT- e R85 A A ] — Ik ) A
BT
4 RNAIEAERBITAMEENDELRE
RNAI 1A — T8 XXEORIE W A5 a1y 2k
i f. EIERAGIRF R, WRAWIT R
W JIE K. RNAL 2997 IE R « s 5 N 20R
F IR M B E B B Y A st (HH AT
RNAi VAT IRARIEA IR, JhRATVF 2 In) 8515 22
Sille siRNA AFE 425411 = BERE RS AL T 25918 1%
RGN 27730 sIRNA B [ P R0 S0 3500 . 44
PIATR A RAS T R R AN DL S 2 2 A PR 55 )
. NUEPE R siRNA B eR, Bk g
BORBE XS IRDS, PR — DR m iz 8 R
G BN BRI A 3 R PR B 38 1) G 1 )
2y 77 30 RNAT BRI K AR
B RhH S R G2 HAEE, Creusat 255 BF 9% T
IR L0 W 8 AR 1A 38 36 AL ol NI 326 235026 1 5% i [A]
%, A TR OIHWIZIE1E RS B A AL 8
SIRNA . W 5118 T 8 TS 1 (0 SRR R
LD A SN - X LR P/ AR SN A
FOWEIRAS- shRNA 12 s iR T 22 J2 I K obL 1~ 2
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Advances in Synthesis and Biological Activity of Matrine and Its Derivatives

HE Xiong, WEI Xingchuan*, TIAN Yuchang, LAI Jiaxiong(School of Chemistry and Chemical Engineering,
Guangzhou University, Guangzhou 510006, China)

ABSTRACT: OBJECTIVE To introduce advances in research of matrine and its derivates. METHODS Based on the
correlative materials from documents, the synthesis and pharmacology of matrine and its derivates had been briefly summarized.
The structure-activity relationship of some matrine derivates was included. RESULTS & CONCLUSION Many bioactivities
of matrine derivates have been improved greatly, such as antitumor, antisepsis, anti-inflammation and analgesicis.
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