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Research progress on anti-tumor mechanism of plumbagin

XU Rui-Xue', WANG Yu™*
(1 School of Basic Medicine, Shaanxi University of Chinese Medicine, Xianyang 712046, China; 2 Medical Research
Experimental Center, Shaanxi University of Chinese Medicine, Xianyang 712046, China)

Abstract: Malignant tumors have always been a difficult problem in biomedicine. The use of radiotherapy or
chemotherapy to treat tumors often causes adverse reactions such as vomiting and nausea. Therefore, it is important
to find alternative drug sources for the safe and effective treatment of tumors. Plumbagin is a bioactive compound
extracted from the root of the Chinese herbal medicine Plumbagin, which plays an important role in tumor therapy
and has good anticancer activity. Therefore, this article reviews the anti-tumor effects and related molecular
mechanisms of plumbagin from six aspects, such as tumor cell proliferation, apoptosis, metastasis and invasion,
angiogenesis, ferroptosis and chemotherapy sensitivity, in order to provide scientific reference for the development
and clinical application of plumbagin.
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Bl BRARNEN

FEFF RN, LRGP 7 RIS 8 S £ 7 200 AR
SEr UM AOR . ASCHRAEIL JLEEE WSS T A 1E
FERIWITL, RS T AT R BT/ AL
i, LA SR AT FL i PR R WE 78 (4 5 22 i 4R
P2 MR AR .

1 N B yEE A 5E

Z U TR, MBS TE 2 A e R B
TR — AN Rk . Li %5 Y M R B, A
AEFF 2% 570 B ORS00 ) S5 TR 6-10B 4 i 1 5
HAEHVLH 55T G/M B4 A Wi A%, A
TeFFa s~ AR L ) 9E 2w A RNA 01615 (long
intergenic non-coding RNA 01615, LINC01615) ] %
I SR A0 ] W 96 FD-LSC-1 240 b i ¥ (i qE A%
el RS e E B4 G 8 H 1 (zine-finger E-box
binding protein 1, ZEB1) [¥] 315 M 1T 41 1] 45 B W i
SR 5E . Liang 25 7 2351 0. 2.5, 5. 10 pmol/L
[ A6 P 25 Ab 2 5P 5% SKOV3 AT A2780 4ifif 48 h
Ja KB, BETE P E 5 FE OB M T 1) SKOV3 Al
A2780 G HE TS R T [N, BEPERT
VA 20 9 )\ R AR & 5 2 s T 4 (octamer-binding
transcription factor 4, OCT4) F13¥ 5 21 i 4% 71 )R (pro-
liferating cell nuclear antigen, PCNA) [{] %%, i
Kruppel #£ X7 4 (Kruppel-like factor 4, KLF4) ff] &
1Ko AT B B AP ER ] R i KLF4 A )
OCT4 3X — & 1% >k 40 il N 5L 9 4 it 14 5 I 5 3 L
T,

H A6, 2= AT U AN A 5 38 R AT e
MO TE . EAEFT R AR N A AT ) B e T24.
UMUC3 4458, HAE F WL AT A A2 a8 o 40 i)
T HEMEAILES 3 38 (phosphatidylinositol-3-kinase, PI3K)/
K H ¥4l B (protein kinase B, AKT)/ i FLzh ¥ 75 A
%5 2 4B F5 1 (mammalian target of rapamycin, mTOR)
55 BB Z A RS R 7 s Na %5 P it sz
55 R I AP 2R AT Ek # ) PIBK/AKT/ 4 %) B 4% iz

K A 1 (glucose transporter isoform 1, GLUT1) i 4%
T A0 ) DR A e ) AR . Li & U R R R IR
FI4E P 238 i 4] STVA/mTOR A5 5 3 2% 410 ] JH- i
UG TE S R A . BAEPF RAEAR AP AIR N 1)
AT A SR 4 e KYSEL50 A1 KYSE450 4ilfii
(3G 5E TG R A M E T, FFrT RRd I M HIE S S
I G R T 3 (signal transducer and activator of
transcription 3, STAT3)- &% F£# 1 (Polo-like kinase
1, PLK1)-AKT 5 5@ 8 ok R L mm e A e 3
TePH 2R AT @ L H0 ] (A 40 & 6 (interleukin-6, IL-
6)/STAT3 {5 5 18 1 A 411 1) O 24H P it 40w L9981
T NL998O [ 5t Filfz 2% 12,

2 FEMEERET

S RRLYE TS S R VR T I — A R .
HAEPF R T iE G 2 FhEE ORG-S5 08 B R U AR
F o Wei 2 U 76 P SMMC-7721 4 it A i s 4h
SEBS RN, EAEPF R A A KR Bl (transforming
growth factor-p1, TGF-B1) f& 4N F 1 b % - 8] B %
1t (epithelial-mesenchymal transition, EMT) 4H g 5 74
H TG 5, 10 SMMC-7721 EMT 41 g #2441
MO T, WEFEKEEE A (vimentin, Vim), FRH
T TR A% BE 5 A 8 -1[poly(ADP-ribose)polymerase-1,
PARP-1]. n- #5% % (1 (N-cadherin, N-cad) Fl4F5 4%
KT (Snail) FIRIAKF, BERS E- I EA
(E-cadherin, E-cad) Al -t & R & 1 1 3 (caspase-3)
HEMKIE. RN, AR REY, AER
20 B bk B 41 AR A Ok X 2R A (Bcel-2 associated X
protein, Bax)/B k418 2 (B lymphobla- stoma-2,
Bel-2) T hRid &R A RIL. DL EAF R4 SRR,
467+ 2 1] AEIE i 1 N caspase-3 &5 [ 7K “F Al 2 fif
Vim %55 EMT, 21 2E AT 40 R 8 = B AE ST
FINATE L G PE 4 (reactive oxygen species, ROS) /)
5§ PI3K/AKT F1 mTOR/ 22 24 Ji vk 4k & H ¥ i
(mitogen activated protein kinases, MAPK) {5 5 i %
{2 AT A B R T A S e s

FIAEFT 20 AT I 2 M4y -1 ML 75 2 it 240
AT, AfEP 2 R S-Gy/M B 1) 41 J v 14 %
fICHtE AS49 4Hf)3E 77, JFilid i & ROS Ak
PG RLAR A T A0 T i@ R 1. Tripathi 25 U
RILEEF 2R A5 SRR A FER, IR 24
Mo ToE B R RIS . NN 2R ¢ IR IARE
it 2 94 T2 2 A Bax HB0OE, FERERPIHT-EA
Bel-2 315, MAh, BEAEFF R AT 0N Zohi ik UiE
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IH % 5 [ caspase-9 fll caspase-3, M ] i 5 fili &
AS49 AL T, AR FIAL I AT AE 2 A A 2k
LA ARG 8 T T8 B L AR B RS 45 R 5 M e
MPprbr:, IEEdtid & ROS =4, UL A 5T 4
R, BAEPTER T AR — PR A A i (1) B [ 2 R A
PFATE B ROS [ IRTT 701

KEF AR, BfeHFzd 2 Mol
SEHRBMMAMBET . B8R AL E R MG63
AN T, HALRI AT RS NI 2L KA A -1 (heme
oxygenase-1, HO-1) £it A 5 ", [ K IRl i@
I R 40 B A 2R 4 JE R I -2 (matrix metallopro-
teinase-2, MMP-2), MMP-9., Bcl-2. 124 [ (Ezrin)
fIE K EiH Bax HIZRIEHETT 51 A MG-63 41
BRI T2 U ROS AKSFFF i 7Y 5T W 7 355 3 i
ANV T 2 18] BB R CLE 25 R4 il R R 45 B sk s
Chao % P BfF 78 R 30 1 46 FF 22 16 B PR 40 i o v
%S ROS. I R, BRI D RERRAS, &
51 caspase WU, BETTHCE I 1215 510K

FEFLIR I s A0 15 o e 45 b oRs 4l i
HAESH R FIFE O uE B v 35 S AR T fE LR
AR, EAEFER o] O R A AR U
(AMP-activated protein kinase, AMPK) i #4412 3t FL %
AN B W, AT 5 40 M T . Lin 25 P2
TR I AL FT 2 A A P9 &350 B i i 247 11 fis e 200 P
MK, FEATE S aMM N ROS FIZE K& ROS, &
BRI ReERG. dhAh, BEPF &= T iE T S
ROS 7K1~ 0 A 5T 9 B30 1O R ORE 4 JoiE )
P (protein kinase R-like ER kinase, PERK)/ F.A%E
Yy #9 2 2 U6 8 -7 2a (eukaryotic translation initiation
factor 2a, elF2a)/ #% 5 3% 8+ 4 (activating transcription
factor-4, ATF4)/C/EBP [} 25 1 (C/EBP homologous
protein, CHOP) i %, Mm% S, £+ =
PSS AE M, e 2R T ad i ] PIBK/AKT 15
OE RS S AN B MR T, BHIET G/M A 4 g S
W, I AE T A2 AR SR AR B B Y T B

3 HIREERERIER . RE

AP R B URERNPUERIER, TR
Ji s SRR FR N SR S IR IR T . R A
(osteopontin, OPN) i i Zh Ff$ B #4 i (focal adhesion
kinase, FAK)/AKT/Rho #2<# (Rho-associated kinase,
ROCK) i@ 1A R Ml 22 )5 1 (cofilin) i HE, 53
N AR/ g Mo it A0 M (12 28 AR T 35 mT # )
OPN 5 S 1R/ M Jifi e AS49 AR 28, HARH

B 1) 2 3 3 #7041 FAK/AKT 38 B% £ 5 1) ROCK i
e, AT 0 i) A P A B Y. Alem 4% ) i sk
BRI, BAEFFER TR (L R B1OF10 41 s
71, HEEAMITE . BMARZERE . i, B
TEFHE T T MAPK % 255 48 82 (1§ (matrix
metalloproteinase, MMP) F1 41 i 25 b #H o< & [K /) 2%
ke ZE b, BAEAER S M6 MAPK @ % A HAH
KILRFRIL, X B O R A PR M
BArER . M * R GLUTI mkids 5 & iR
Y H e i RS UM O, AR T 2R nT ) o R 4
60 e A R ) AR B AR AT RS, AR ML S i 4% p53/
GLUT1/MMP2 i % 5

Chen 2 7 435I F 1. 2 pmol/L 9 A 16 7T 2 b
PR e U7 A1 U251 41/ 24 h, JFilid KR & d
AZ LI v A T AR 28 . SRR, A
16 FF 28 2 25 30 UST A1 U251 4 (3T 2 AR 2%,
] MMP-2/-9 [958 MRk, $) % 5% K 1 Spl
IR . BEAL, EAEPT R BRAG TIX S 4 g b p-PI3K
H1 p-AKT H7K~F-o  E 162 1 PI3K/AKT ¥ 3 7
figi & &= B A K A F -1 (insulin like growth factor 1,
IGF-1) B &8 7 W i | B AEF & A 5 19 % MMP-
2/-9 Fik, ML EAZZRMEIE- . U EgR
LK, AP RMGIR TR R R RS A
MMP-2/-9 KI5 F1i% % # il PI3K/AKT {5 5 i #%
BORE VMG Bk, B R R RIGIT IR U
P— PSR NPUT . R2B4Y.

EMT ;& AW — M A BB R, 245
b B A B SRS 1) 78 B A M A ) R R, Ry
fEE MM ek, bR AbRED (40 E-cad) %
B D, T FE R AR A (W Vim) 3R IA 8 n B,
EMT fE iR iR 28 e e rhil B R HEWER, C
R ORI 78 A B B (AR R AT ] EMT,
HE 177 0 1) 5P 5L e SKOV3 41 o 1) 42 28 AT 7% R
HAE F AL AT 88 5 #0#1] TGF-B1/Smads 15 5 18 % A
o< P2 e R I b A s A . (R B RIT RS I
P T RAE ML L 2,

4 NG AR I A AR

I LA A ol L BT e e e ) — > E AR
Fo M W A R F (vascular endothelial growth
factor, VEGF) 7 #NJ5 A4 FIT P Y5 14 35T I A2 il R 4%
KEEVE . Zhong % BV SR I, 4L R AT
) 5 S5 ZH O fiT A2 A7 -1 (stromal cell-derived factor-1,
SDF-1) % 5 [ T SMMC-7721 41l ifd {3 55 AR 7%,
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@ Plumbagin

B2 BEA = E/ERYLEI(Created with MedPeer)

F&A% SDF-1 1% 3 /) SMMC-7721 4iijitiy VEGF #1 IL-8
Rk AL, EAEPEER AT R ] SDF-1 5 3 1)
SMMC-7721 MU i i ik P 52 4 it % HUVEC 3t 8
FRANME I I A B, I N CXC Btk R 7521k 4
(CXC chemokine receptor-4, CXCR4) A1 CXCR7 [ mRNA
ik, H5y FEAEE A RS 5l B s . DA B
FEERELW, [ATESFEXT SDF-1-CXCR4/CXCR7 4
(1% 5 M) 2 s g 00 ) P s 248 P 1005 A 8 1 — AN 280
# S, B FESEIA T «B (nuclear transcription factor-xB,
NF-kB) 15 5 i i 8 it i 13 it 988 10 58 2 5 e e ik
2 B9, NF-«xB @2 52 Mgl 20, i
ANPIEEE . TR . X IR A R I T R
EERNE P TR TR R A R
BT, KPR S5 NF-«B @4 5% P,

5 BERET

BRIVT A — PP MR X AR T AR T,
JT 2 P I JRE R ML) P B TR D AL, A R R AR K e
ARIT RS e B BB T R ML P
FUL A IR o BRAET 2 i IR B A IR Bl 1T
T ¥ 00 AR 2 % 7 A B 11 (solute carrier family 7,
member 11, SLCTA11). A H KIS LB 4 (glutathione

peroxidase 4, GPX4) ¥] i n] T EUls Bt A R
AP, BIEROR S BRI, A1EST R B R
il s kR T24 40 b SLCTALL. GPX4 [ A%
15, T ZKEF E2 #HR A F 2 (nuclear factor-E2
related factor 2, Nrf-2) Al Kelch #£ ECH R Bt & H 1
(Kelch-like ECH-associated protein 1, Keapl) HJ & H
Tk, XRERY EEFER BEAIH] Nrf-2/Keapl {5 5 il
B, 15 RGBT, T AR b m A0 ) A . BRI,
HACFH &= T iE s i RPIE TR KDL EH . |
TEFH =PI AR FH BIPLE LR 1.

6 IEIRMTTERRE

AZWE (paclitaxel) S Ik R FH VR YT FLIE )
— MY 258, BRI = S B 2. 4 A
&5 AT B4 (extracellular signal-regulated kinase, ERK)
J& MAPK B — AN B ER 70, 75— R 540 A4
AR, ORRAIMRIGE AT . BAES T R T R IL
Ji g 40 i ERK B IR A KT, FETHBR B S
(¥ ERK BERR 1L, BHLAh, HAEPE 3 AT R ACEEAZ B i
24 LN 40 W ) W R A ERK KT, FR ST A2 B
TR 245 40 e 1Z A S P FE U . DL B RIE SR g R AR,
FAEFT 3R AT A ERK1/2 K, 75 5 52 B it 245 240



1038 Akl #35%
=1 B RIAEIERNLH
iy A 7Y i 4 L i A 2 B 1EH 22 R
B R 6-10B4fiig 75 5 G/ M2 A J& T B 00 Hl) 4 3 B [4]
e e FD-LSC-1#1ff1 LINCO1615] A0 230 He 5 [5]
4k B e SW4804 ity ZEBI1| o) 230 B 4 [6]
Y g SKOV3, A2780ff1 KLF41, OCT4] g GE, ST (7]
SKOV34ilfi TGF-B1/Smads{z 5 i@ | 4 12 28 RIE RS [32]
5% It s T24, UMUC34H i PI3K/AKT/mTOR{E 5B | 0] 201 P 448 [8]
T2441 1 Nrf-2/Keaplf5 53|, BRAET:1  MMIARAK (3]
EERRAE  CAL2740 PI3K/AKT/GLUT {5 5@ | O 4 AR [9]
p531, GLUT1], MMP2| 4 12 28 AT RS [26]
JH-J8 HepG2. LM34H /i SIVA/mTOR/E i@ 1 | I 4H M5, B 24EfE T [10]
SMMC-772148 iy caspase-31, Vim| AT [13]
SMMC-7721, BEL-7404  PI3BK/AKT{g 5ifij%|, mTOR/ et o | Vs, ST [14]
il al MAPKAE ‘58 #% |
BEEBHRGIME KYSE1I50. KYSE45040/fi  STAT3-PLK1-AKT/(E Sk | A, BEsmAnp T [11]
i L9981, NL99804 it IL-6/STAT315 538 | 00 F1) 4 L A5 28 [12]
A549411 i ROS?T SN T [15-16]
ROCK# % | 4 A 5% [24]
B RIYE MG6341 i HO-1| TR A T [17]
MMP-2, MMP-9. Bcl-2, Ezrin], PR T (18]
Bax?
MG63. U20S. HOS. ROS?T, WEIMNHT, &hitkDy SRR [20]
hFOB1.1941 i ftl, caspaset
i MCF-7. BT5494f it AMPKE % 1 R A, ST [21]
1 g fiit 25 CR-S ASZH il PERK/eIF2a/ATF4/C/CHOP BT [22]
T B A Ishikawa4lifi2 PI3K/AK TS 5 il | PEHEANN L, S SdiiE T (23]
B B16F104H f MAPKE % | ] 4 0 52 22 AN RS [25]
it U87. U251 MMP-2/-9], PI3K/AKT{E i@k | 2= 2T [27]
=] SMMC-772 1 4 it} SDF-1-CXCR4/CXCR 74| A A AR B, FPHIAE [33)
B AR 28
B SGC-7901 s A MR /N B NF-kBif | O] 230 e o 2 [36]

et BIHEGEGE: |- R

PR T A5 S AZ I 24 41 %o 1% 25 P ek B IX
Rt AP R SR AT A U PR T
Hefit

NBTEA R 2 I T R A B (767, (HE
I R IT RS2 i 245 R0 55 B4R FH B0 R o IBTE +5- 360K
X g (cisplatin plus 5-fuorouracil, PF) j& 1 i 2tk 41 it
T R R UE B AR B AL ST U510, Pan 25 W 3@ 5 4k A R 41
SEIG R, AR P Al ik PI3K/AKT/mTOR/p70
FHEIR TR H S6 Wi (p70 ribosomal protein S6 kinase,
p70S6K) A% 175 3 T R 240 B s 240 B S 391 BEL i 1
T2, MG 58 PE RUEBUR . DABUE N JE Al 1 X &
tbF7 (cis-diamminedichloroplatinum II, CDDP) /&L $%
T R A M 7 A 1 2 B R AR VR IT . B
T8+ 25 AT 8 5 CAL27 A T 25 CAL27/CDDP

UM R A S EE M. A E N, R
JNZH Ly ROS [ 7= Az, 338 1 400 1) o 5% DR 441 it o2 41
MG SR A K. b, AR FF R R A iR T
AL E A I 4 B P ROS K B[] 400 1) o % R 200 fed
SHML IS S PHTRE N, AR RS AT A8 it
WiE c-Jun & HE K Uity B (c-Jun N-terminal kinase,
INK) F4#] AKT/mTOR {55308 . G AEANE
BEAT T P RN ER SRS, 45 RSk sbseie—s B,
U, EAE P Z A VR 2 I6 97 o S8R 20 B e I i
LT LE SR .

B 5Ll (temozolomide) A& F T+ VA T il I 0 I
) — AT 250, SR, IR DR A 20 ) B
fgi 2 . mE s W R AR, B
¥t % Wy ) 26 b 2 i JiE T 9 UST i g 24, 48, 72 h
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JERI,  FAEPE 2 S M R4 1] UST 4 i 1
JA TR RZRAE AN A T ) T R
—¥RITH, FFRFE T IHLREIELNAKAME S A
5 FEF (MEK) }2 ERK mRNA, & [ &k KT .
PAEWFFEas UL, A8 35 e G i i 2 5 98 4
XoF 5 A P P AR 2 0 5 e 4 L ) 184
B TR AR ZRIHE S AT, XA RS 4 MEK
S ERK @B A Ko

R AR A I I R — 2259, WA R
TR, B PRVE T o I 2R, 2
YT kb R ML Lk, 7SRRI B AR
SKILHLZG Y 52 R A8 RS ™) 3 i fA A 5% 7% i
HepG2 411, & R A AEJEM 2540 i F 1Y HepG2R,
M ZR R AR B M B AEFF 3R H— BB 5 AL HepG2R 4
M E RKIE, BEAE A AEPE R A AR Tt A4 E R I [a]
e, 2 AH 0 B R B U T s a2
ORI A A4+ ROS AKFHE & T8 —3897
. CLAEBPFGE RARW], BEAEFEZ G SR 24 40 i %
RP AR BRI BRUEAE, AL AT B 5 T e 24 40 g o
ROS 7KFH X,

JI BT SR B IR 1 4H 0 72155 S RC 44 (tumor necrosis
factor associated apoptosis inducing ligand, TRAIL) H
T LR AT PR AR 7 1 R 22 A P RRCA ELAT I R T 5%
(iR Ja T g v BN BRI, R AN B A 2
Pf T TRAIL ¥ 97 # lln PR AT 52 3% i 1 3K B B
15 U, R 5 IR TRAIL fiif 25 7588 & — AN Pk, 1H
SR IR N EIERY], SHEBG AR
A TRAIL LEARAN AN Py A AT 75 5 14 1005 40 B R T
Kong %5 " il &y AMIF 78 R I, 76 3 AT 1
TRAIL % S/ (4 9% Kasumi-1 40 f0JE 1T, HALH A
F5 ROS /M FIIFET- 2244 5 (DRS) ik Lifil. caspase-8
WOE 48 1l FLICE #4011 & 1 (cellular FLICE-like
inhibitory protein, cFLIP) 1A 41l .

FIAEFF 22— P U R S BT FEFT &R
A B ARST (IR) AR, a0 N i IR 40 i e
2 i v ) L% R R B A I T 9k R AR BE I (ataxia-
telangiectasia mutated gene, ATM) FiA, 7 SIE4IE
G,/M BELJ AR T, AT 16 8 o 6 otR 248 i e 248 i 1)
JBUR R B0

7 BRARTEVER SRR ESHHMEER

FAET 3 B 35 A0 ) e 4 e e S 1
(E LB IR R . /KA 1 22 A A )R] AR A2 A
PIRVEZ I R BN . ORI, AR

FrAEM AT LT IR DA B8R . w22 B A ST R
BT T 4B, SIS, GREESTRATED
PIn-7-co(oAc), X ] & 25 38 fin fifi & NCI-H460 41 ity
il ALK LRRC3B [£iA, H2FIEKM, *
B PIn-7-co(oAc) RJ i I iff 41 5% DR R 18 3k 1 %7
PR AR, X EE RIS H/EH . Suchaichit
2tz B2 N Diospyros undulata F3E5 573 B H—Fh A 16
FFEREATAEY3-G-A &) AR, KX
NCI-H187 4 fitd. 7L i Ji MCF-7 41 il A1 1 fiz 8 KB
YA B A BRI A M B, (EX I A R C B AR
M. UL ERFFRERM, AR EYRA B E DU
JEAER, HXPIESMMICEE, ATRERCN A RS
RZIT RIS FEY . 9K EE AT RIR ]
T IR K 1 22 A0 AR )R FH BEAR IR sl s, 184 5 24 1) AH
etk HA RIFET R Y.

SIEEC SR I B A . 1
IR ER, VF2 G Y EAG SR 20 AT
BA S5 (25 AR Bh T AR AE B0 R, R R &R
X —Ak G & T ATz oE. BT SRR
BV TR = GE TUATEAR . 4 P S AR SR S5 1)
ArREME, DA K DNA FIDCHRAH M B 1 0T ) B [ 12k
EIBREA YA ARG T AT Sk 2 iR
KX B AR BA RIFHIPTREA, HiH
Tk Z A MR Rt AN R B 25BN J1 AR R
SR BECEAR, TR AER Y, W atest
REBIAY T ARGt g P DL . Mukherjee
2 DV L5 T AR R MR A W (Cu-PLN), i3
b PR E 2% HeLa 4HM6 . 7L B MCF-7 4H /) B
5 2008 B16F10 415 &P, Cu-PLN AJ{if] HeLa.
MCF7 1 B16F10 41 i [ 34 58, A F ML K i
& 4y fil. ROS 77 4 Ml DNA #5455 ; #t4F, Cu-PLN
X 7L Mt A R R SRR 2 TR 4 o 19 2 M A e 1 L
R T RN B R B AT 4 20 P B, 5 LS P 4
M B R A i . DA B4R K W], Cu-PLN
E—MAMNPESRLRAY, A Ry
FEEPE. Li 28 4 B [Ru(PLN)(DMSO)2]CI(Rul).
[Ru(bpy)2(PLN)](PF6)(Ru2). [Ru(phen)2(PLN)](PF6)
(Ru3) Al [Ru(DIP)2(PLN)](PF6)(Rud) % 4 Ff (5 1¢ F}
FEBILEY, Ek sk I Ru3 1 Rud nf 7™ #H
07 S 24 R A P R R T o a3 T 4 o) e AR
#t s tkAh, Ru3 Al Rud B 0] 7% S40/ DNA #7345, L
A iR #8 H T- GADDASA 235, B B Ji% MGC-
803 4 i il 1 T~ Gy/G, #, 11 GADDA45A Xt 4 Jfd 1
TSR, P 5 % B, Ru3 F1 Rud @it ik S
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LKA T R FE S SRR 3 ROS 1K i 1 caspase 15 i
PEANAAET:, H5 Ru3 ML, Rud (1EH ¥ 8%,
MGC-803 57 il F% A8 R B B R (1) &k P 2 4 45 R[]
UESE Rud o] B2 4Mfl R A K. 28 BATR, Rud &
— PR BT RIE T 259

8 RESRE

HT, AL OB T IT AR A 2L
IZ54, FE 245 Tolk Bk 32 20567 . 728G
7 E R S C Oy — R AR . BEST
Foe—MAEMATA M, SRRV R 2 MRV
Ve, AFEHUMRERAE . B R 2 A E S aE R A
RLE ) ROS A2, X 2 Pl bR 4 AR R B e R T
PUBIH. PUIRZE. DUIT A A0 A ) S0 B i <5 R 1
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