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CHFUT TR 32 b 5 B2 T LB 2 5 L MR ST, B 310018; > il e AR IR AR, _Lifg
201401; * o [E AL B LA k251 LB A2 S A A M T FE R, L5 200031:)

E 1% 38 i 45 A mKS 3 B 6975 98 iR 9% - Onco-mK 5B 4 % & 4t 3 (docetaxel, DTX)4L
IR AT 7| IR I% 40 IOHRLNCaP, VAR R P 4 BRAAF A 09 4RI 308 2OR . R A CCK-87% 4~ 5! 48 7 Onco™-
mKS5. docetaxelvA B # & Bx A~ ) 25 5P LNCaP3% 74 ¢4 37 4645 ; A 48450 5| WK Onco™-mK5. % &
MR ARAE ) B 4 BRBAE R 5 A0 e 2 5 B AL, A1 Hoechst 332585 &, AKX e il KA
4L 32 20 4m Jien 64 B T DU, Western blotA& M E1A . mKSvA & B =48 % %& & Caspase-8. XIAP. PARP
8% 8 A KT, 20T 5 R A FPCR(Q-PCR) AT AL 22 48 4m it 6 % A K 4m L & % ) T (VEGF)
mRNAK-F T AL, 28 R &R B 5 4 (multiplicity of infection, MOI)=4 4% % J& A% % - Onco™*-mK 5
55 nmol/L#)docetaxel 4 4% ¥4 [F) 47 4| LNCaP#9 & K, FL w4 B A4 B2 40 44 20 i )8 = B 5 b 32 54 7
HROR E R, X —H 0 LA A 5 IR 0 W6 RIG T R T A

Xi#iR 2 VHMhIE; Onco®-mKS5; R % iRde; VEGF; HijelE H;

Antitumor Research of Recombinant Adenovirus Carrying mK5 gene
Combined with Docetaxel on LNCaP Cell in vitro

Hu Yun', Fang Xianlong?, Gu Jinfa*?, Yang Yuanyuan?, Li Hui?, Liu Xinyuan'??, Zhang Kangjian>**
("Xinyuan Institute of Medicine and Biotechnology, College of Life Sciences and Medicine, Zhejiang Sci-Tech University, Hangzhou
310018, China; *Shanghai Yuan Song Biological Technology, Shanghai 201401, China; *Institute of Biochemistry and Cell Biology,

Shanghai Institutes for Biological Sciences, Chinese Academy of Sciences, Shanghai 200031, China)

Abstract A recombinant adenovirus carrying the mK5 gene (Onco**-mKS5) was combined with docetaxel
(DTX) for the evaluation of antitumor effect in prostatic cancer cell line LNCaP in vitro. CCK8 assay was used to
respectively detect inhibitory effects of Onco*-mK35, docetaxel ,the combination of Onco*-mKS5 and docetaxel on
the growth of prostatic cancer cell lines. Morphological analysis was checked by microscope in prostatic cell line
LNCaP treated by single Onco”*-mK35 or docetaxel only, or by combination. Hoechst 33258 staining and flow cy-
tometry assay were performed to determine the apoptosis effects of single and combinational therapy on prostatic
cell line LNCaP, respectively. Besides, the protein levels of E1A, mKS5, and apoptosis related protein Caspase-8,
XIAP and PARP were determined by Western blot. In addition, real-time quantitative PCR was used to analyze
changes in vascular endothelial growth factor (VEGF) mRNA levels in the treated cells. The results illustrated that 4

MOI oncolytic adenovirus Onco**-mK5 and 5 nmol/L docetaxel could synergistically inhibit the growth of prostate
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cancer cell line LNCaP, and the apoptosis effect of the combination treated group was more obvious than that of the

single treatment. This new drug combination strategy provides a reference for the treatment of prostate cancer in

clinical situations.
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FER AL, B — 25 R T SR A IR, 2995k
FH RS B8 U R 97 ROCR, BRI A Posa A 90 ) 44
Mo ARURBH 2 i 5 2R B, Onco®-mK5!" 1)}
U () 22 A DL RO 1 1) e A 1R 40 Bk A 55 TR A 1)
AAHRE 1. 2T docetaxel 5 HEPLR AV IR E
N H AT 29 AH 45 A VR T B R IR AR Y A E AT
I3 HAS PR B 70 e 9 2 R AT P 2 B
o AR 25 B F &, b R A AT 25 AN A2,
DL I 26 LNCaP 4 i 55 47 (I W R A1, i 25
FLRGRTT 2945 4097 5Bk -A VR TT T B R R A
RS,

1 MRERE
L1 #H

20 1795 #:0nco™-mK S Ay XIHT HH B - PR 2 ff
£, NIERR 293 A4H i MR(HEK293A) /il 51 B 41 i
FRLNCaPk H R F g . % vtfih 38 (docetax-
el, DTX)W 5 g o IR 2R A TR A A] .

1.2 RFIS5L=E

Hoechst 33258 4% 4. i & H (A S EDTA)
W B R RAEMHEARA R~ 7], DMEME: 7745, I
A 1ML 1 H Gibeo A Al ; CCK-8i7IIW H_Fifg il 2k
YE A BR A F]; TRIzon Reagentld H B Nt 20 A4
VIR IR 2wl e 8508 5 5l 51 &8 H TOYOBO
23 A5 Annexin V-FITCAH A T- 45 055 & qPCR
SYBR Green Master MixJlJ H Fg 5% i ME 5% A= W BEH L
H IR 2 #; EIAPT AR 1 H Santa Cruz/A 7]+ mK54i
AT B BN 22 R A R A 7). Caspase-8.
XIAP. PARP#i & [ — $t iy H Cell Signaling Tech-
nology A #l; GAPDHHUAM H 2 = RAEMFAF R
A+ ; DMSO T Eilg a3 AEMBEARGIRA R, &
i~ T5%LBE 5 B S RGR 35 ) B 1 24 5 A4k
A RAF .

18 ¥ £ A . CKXS3RU3) B 5 B Ast
(Olympus A 7). Thermol374%! 2 W) 22 4= 45, No-
voCyte 2070R A Jiit =X 41 Jiil { (ACEA A 7]). Multi-
skanTM FCZ g4 1% (ThermoA 7). CFX Connect™
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B

T Real-time PCRAY(Bio-Rad A 7).
1.3 733k
13.1 @mfgsEdc  HEK293AZHMI S 10%06 4 1
JEIDMEMSE 4= 55 77 3 137 °C. 5% CO.B: 7746
HEAT 35 9%, LNCaP4l il H & 10% 16 4+ IfiL & [ RPMI-
16405¢ 415 953 T37 °C. 5% CO55 -4 Hh k47 1%
I, — M3~ ARARAR, B HUE KA M dh A7 5550
132 JmFy3E. LR Docetaxelfb & by fed] &
ZH IR 9 B Onco™-mK5 B 4 56 UF A & B A= A 95 2
BRI, 9% #0nco-mK S FTHEK 293 A 1, F &AL
B 2 B Lo alifh, 93 253 B2 TCIDso J7 A e M
docetaxel BE : FRHL40.394 mghy K, ¥ T 5 mL
DMSOH, 18 45 49K J&F 2910 mmol/L, 433 1.5 mL
EPE 1, 200 puL/&, £R-AFT-20 °C.
1.3.3  CCK-8:F M 4m o & /1 3 HICs 196
FUMR H 4% HE S < 103 AN /7L 1) 5% 55 432 61T 410 e 440 e
LNCaP, £ F W EE 5 73 550 i A A [R]¥R FE docetaxel (0
1. 5. 10. 50. 100 nmol/L), F-ZH ¥ B3 H 4L, H
ORI BB 4L A 2 A A, A5 4 R s IR 4,
Pl LR B TR &A1 559724 hy 48 hy 72 he A&
FLHFRIIAN10 pL CCK-8IA W, TR E £ 72 7 H K5 772 h,
) FH Bl b G 72 450 nm R W 6B (Daso)o 1 HE LA
AR AN IARTE R I FIC s, 4HMIAT I %=[Ds-
Dy)/[De-Dy]*100%(Dy: SEEFLIRGAE; Do Xof HEFLIR
18; Dy: 2 HHZE LR GAE), XL H 3K,
1.3.4 4B A XTLNCaPafoiE /) e9%em  HREL
XA KA RILNCaP4R i, LABEFLS 00012, 4 T
96FLIR HF, B T37 °CHIE 5% CO, I IR A6, 24 hiF
YHBRIGEE S, ARG . S0 B LNCaPAH o % HE 20 |
Onco®-mK54 . docetaxelZl. ¥k 6 J7 2H(Onco™-
mKS5+docetaxel)/U2H . Onco™-mK52H 234 & 6
N: 1 MOI. 2 MOI. 4 MOI. 8 MOI, docetaxel &
JE B 4: 5 nmol/L. 10 nmol/L, & F 25 4 4% 18
1:1EL A [E] BF 0\ Onco®d-mK 5 Flldocetaxel, ¥ 4K
FRZGI MR B, IR DL RNRE IR T R4, 43
ANEE AL, B T37 °CCHIE 5% CO, K1 77 46 Hh 15 9%,
48 hj, AL NN 10 L CCK-8IA TR, i & 55 746
HEFR1 b, B R BRSO E 450 nm K O GAE
(Diso)o IR UL 24 sut S 2, #fi] Ze=[D.-D,J/
[De-Dy]x100%(Ds: SEEG AL OGAR; De: X FEFLIR AR
Dy: 7 H I E LI AE), FHKHE Chou-Talalay - ¢
JR B, DLCalcuSynZy &% 73t B AF v B 0 [\l A FH 48

H(COE, PRI AE FH RN (CI<1E, #5245 8 P R
H; CI=18F, J9AHIIAE F; CI>10, s/ DM,
135 SMEMKRLNCaP@eH AT/ i3k
A K R e A LN CaP BA2x 10° AN/FL I 25 4
F245UHR, FEFLEFFRIEMAFN mL, F37 °C. 5% CO.H;
FERHEEFE12 he IR H LS APBS. 5 nmol/L
Hdocetaxelzl/F14 MOI Onco™*-mKS5, £~ ALFEZH 75 7]
WE3ANEAL, BRI 859748 h, WG R REE T
MERAH R FE A A ISR .

1.3.6 Hoechst 33258 % t4am B = & ] 24
FUAR H 3% B2 X 10N/ L 1) 25 B2 Fh v 028 K
LNCaP4Hl fitd, 24 hi5 40 g U5 B¥ J=, 0 A5 nmol/LI
docetaxel@l/f14 MOI Onco®-mKS5, X it 2H o g A\ &5
PRAR B TC LIS B B 7R 2, F 8 FOR 2% R 55 9748 h),
FEIF M IR, IEHIPBSE B IE B2k, 5 I
300 pL Hoechst 33258 44k}, #EJE % & 15 min, ¢t i
s N AN 4H B A RS2 AL

1.3.7 AXgaAenamA =g 6fLHRLL1x10°
ANFLUR % B B FHLNCaP4ll i, 37 °C. 5% CO. 8% 77
24 h), I N5 nmol/Litdocetaxel Ei/A14 MOI
I B0Onco™-mKS, X B8 ZH Fohn N &5 R AR 1) G LTS
s FR3E, gk 9524 h 5, IR FR3E, H
PBST 427K, HIIAN100 puL 1xBinding Buffer, F{&
AN uL AnnexinV-FITCAII5 uL PI, % iR 86 E 5%
15 min, JI1\400 pL 1xBinding Buffer, 1 hpy Jf i =
A MACEEAT P T AT

1.3.8  Western blotlrit| & @ i K-F  HUMSEAK
HIHILNCaP4H Al LA8*10° /N/FL 1% B 4l T-6FL AR, it
TEEFE. MMAPBS. 5 nmol/L docetaxel. 4 MOI On-
coAd-mK5.5 nmol/L docetaxelf14 MOI Onco”*-mK35,
F37°C. 5% CO 5 7-F K5 7748 h, KIMIE1A. mKS5.
XIAP. PARP il Caspase-84 15 7KF- (LA GAPDH 5
B-Tubulin iy A %),

1.3.9 £8F %% & PCR#4& M VEGF 4 mRNAK
P B K I HILNCaPYH i, i % 40 i 5
N5%10° AN/mL, EFFefLIR H, 37 °C 5% CO5;
3524 h/g, 254 5 nmol/L [¥] docetaxel Tk / A1 4
MO E:Onco*-mK5, X B8 21 A i N 28 4R 57 1 6 I
TE R R IR 3L, dksL 9824 h Ja, WS, TRIzol
5 $ B 40 i S RNA(FZ TRIzoldih 2 438 571 156 W 45 1k 4T
BeAE). 20 6 A A MIRNAVR %, B pgSiRNA
2 BETOY OBO a3 201 4 53 13057 S b AT 108 8 SR
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{E13 E|cDNA. ¥ cDNAFE S AT 1015 MRE IS, RT3
SYBR Green Master Mixifjfl] & 47 qPCR I M, ¥ it
H R 519, Hohp-actin AN S . 51N :
qVEGF-F: 5'-AGT GTG TGC CCA CTG AGG A-3',
qVEGF-R: 5-GTG CTG TAG GAA GCT CAT CT-3';
B-actin-F: 5'-GGC ACC ACA CCT TCT ACA ATG-3',
B-actin-R: 5'-TAG CAC AGC CTG GAT AGC AAC-
3,
1.4 Gt o

FIT A 2 56 B 3R, S5 G iH Sl F T (b
#E i 2 (S.D.) 3w, H:H GraphPad Prism 7.03K {32847
K58 3 M, 24P<0.058F, BEIAHA 25, BA g
B, P<O.0UNA BES 222 5, P<0.001 8 A 1%
HEZENgGT 2 ER.

2 HR
2.1 Onco*-mK5Fdocetaxelt’] g HIHILNCaP4H
fij2]:pp et

CCK-8¥:&E J IR, Onco™-mKS5( K 1A) Al
docetaxel(E1B)X |if #1) i 5 48 il PRLNCaP#4 B A

) .
=
ITR

CMV poly A
mKS5

Onco*¢-mK5

B)

1501

1001

W
(=]
1

Cell viability (%)

Onco*-mK35

A KN VE A, HOS TR RIS A . AN R
156 £ 7 2 21975 5 Onco™-mK S Fi T 1 41 iz 40 i #k
LNCaP#il[{148 h. 72 h/i5, 41 14735 R a0 B 1B TR,
HE#EGraphpad prism 703K {3EAT Fl, 75 2I1CsofE 7
5°461.07 MO, 0.7191 MOI; [AJ b, A [RI9R B4
() docetaxel/f: FH T 11l 41 Ji 44 il PRLNCaP4H ffu48 h.
72 hE, 4 AT TE R A ENBHTR, TS 2 91Cs,
{EL43 71 9144.6 nmol/L 31.49 nmol/L(& 1B).
2.2 Onco*-mKS5 5 docetaxel Bk F GE 1[G 301
LNCaPHiRaRYE S

Onco™-mK5 5 docetaxel Bk &-1F F T LNCaP 4H
Jf 5, R P CCR-8YZA5 I 200 Pt 384 5 400 it 236 (1 2) & B,
IR EETE4 MOI & 8 MOIR, 55 nmol/L ) docetaxel
I FH B % LNCaP4H 40 1] 2 55 552 MOD #5 5k FH 41
I ZE 51 (P<0.05). i 5, iz HCalcuSyn#k 1 &b
HR AT BORNS BLI & 48 B (Fa-CD Y 5E B3 (R D),
15 H 4 MOI ) Onco*-mK5 5 5 nmol/L ] docetaxel Bk
A Ak F A ) B B 45 B (CD{E M0.851, 45 2R IR
0<CI<1(F1), R A 77 B 4b BRI A P 7] 2%

DD3,
._ﬂl Modified E1A H H

ITR

150+

1004

4
(=]
1

Cell viability (%)

- 24h
& 48h
¥ 72h
> N4 N4 N4 & &
RN M N GNR
Q &\0 QS '6\0 é\o

& & S

0

N 56

Docetaxel

A: EALHE L B: LNCaPAI M 4 A A e & #rOnco™-mK S B AN [/ #¢ [ docetaxel b FE 24 hy 48 hy 72 hifIfFid & .
A: the structure of Onco**-mKS5;B: LNCaP’s survival rates were treated with different MOIs of Onco”*-mK5 and different concentrations of docetaxel

for 24 h, 48 h and 72 h.

1 EAFHHEHFOnco*-mK5 S5Docetaxel X LNCaPZAaRI R 51EF
Fig.1 Structure of Onco*’-mKS5 and the killing effect of both Onco**-mK5 and Docetaxel on LNCaP cell
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(A) (B) LNCaP
1501
s Z =3 5 nmol/L docetaxel g 100-
s ? 7 10 nmol/L docetaxel z
= U A v =
I 5
g 5017 Z Z % ” Z sl
N I P 5
5 % % Al 1l U % ©
o) % % ZIBRI1=% Al =
O % % Zlgl=l% ZI8I=
7 % Z181ZR% A | B
% % ZI81=R% 718|=
AH UHE LHE OLE ULHE 04
17 % zlal=m% Z181=

Q N )2 X RS

Multiplicity of infection (MOI)

Az A E FOnco-mK S 8L A [[] 7K & docetaxel A FELNCaP48 h/F 4N AR S /75 B: L3 70 Bdli ok V8 T-2A, EIS nmol/LifIdocetaxel f14 MOIff]
Onco™-mK5 #Al K I FH 4L LN CaP48 h)s [94IIIE /. *P<0.05, **P<0.01.
A: cell viability of different dosages of Onco**-mK35 or docetaxel after treatment of LNCaP for 48h; B: cell viability of 5 nmol/L docetaxel and 4 MOI
Onco™-mK35 after treatment of LNCaP for 48 h, and this part of the data is derived from 2A. *P<0.05, **P<0.01.
&2 Docetaxel 50nco*’-mK5EL & HNHEILNCaPZR ARt FE 3 N
Fig.2 Anti-proliferative effects of LNCaP cells by Docetaxel and Onco**-mK5

#F 1 T EFIERdocetaxel 50nco*-mK54IELNCaPZARERICIE
Table 1 Combination index (CI) of Onco*’-mKS5 and docetaxel in LNCaP cell

4 e 40 A % P4t FE (nmol/L) R £ (MOT) IPSEE R L]
PCa Cell line Docetaxel (nmol/L) Onco™*-mK5 (MOI) CI values
LNCaP 5 2 0.959
LNCaP 5 4 0.851
LNCaP 10 4 0.923
LNCaP 10 8 1.119

2.3 Onco*-mK55docetaxelBx ] R Z5/MILNCaP
YHREFLAS

LNCaP4Hl g 48 AN 7] 245 40 4k 22 5t 30 e 284 0 1=
BAb. T B WL, X R4 K docetaxel FL 24
24 i ol U B AR A T B R, o B R AR (BB A
FIE3C); M Onco-mKS2H J Bk I 245 2H Ab 48 hs,
LNCaP4 g A= K 52 21 B 4], 303 1 2%
B, BRI 2, P e AR %=, 4
A 4E, MBI S . 15 712 (EI3BMIEIZD).
2.4 Onco*-mK55docetaxelf% F 5815 S LNCaP
MpeRE T

Hoechst 33258 %% t& 46 |4 MOI Onco*-mK55
5 nmol/L docetaxelfF F{LNCaP4ll }i48 hj5 Y I T
RORL: ARGt i3 5] IR AR MR, K
FREE SR, Akt —, Tl BRI,
T 3G Ak 30 2 40 B e e 6 0 B SR R AR . [ 4, HAE
BRI ER, 26T NS, Aol oy

A AT TR TR .

AR TS a7 & 15 B, LNCaP4H i AN [F]
Ab T F548 W IE TG L AT R I, R X R X2
B A ERREA T GIR 2 mA R A T
5 R KGR SR E 4 En AR A kA
FT- g LE 3, 45 3 B 7R, docetaxelE{Onco™*-mKS5
FO 25 TR 0 50N 19.5%F124.4%(E 5A), B
E AT 5 N32.1%, 5 5 25 2048 He AT B 2
FI$2 = (P<0.01)(EI5B).
2.5 Onco*-mK55docetaxelf% f gE1E5RE HEIA
KmK58)5RiA

A H 4 MOI 1] Onco®*-mKS5 15 nmol/L []
docetaxel /B YLLNCaP4H 148 hjs, i Western blotts
I B 30 52 ) 7 R EE1A K bt A8 AR Rl
RImKSH) R k. LA 28 75 50 24 ¥ b B () LNCaP
2 P 2 A A AT HE, Onco®-mK 54 & Onco®*-mK 55
docetaxel 5t H 411 85 3 RE B Rk, Hoim Adocetax-
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(A)

Mock Onco**-mK5

©

Docetaxel Combination
A: 7S A XTHEZ; B: 4 MOI Onco™-mKS4b R ; C: 5 nmol/LZ Pt #8 AL FE4; D: 5 nmol/LZ Fifth %% 54 MOI Onco®-mKSELA A FEZH, #7/R=100 pm.
A: control group; B: 4 MOI Onco®*-mKS5 treated group; C: 5 nmol/L docetaxel treated group; D: 5 nmol/L docetaxel and 4 MOI Onco**-mKS5 treated
group. Scale bars=100 pm.
&3 Docetaxel#Onco*-mK5{E I LNCaPREF. S F 554

Fig.3 Cell morphological analysis of LNCaP treated with docetaxel and Onco*?-mK5

(A) (B)

5 (mn
Mock Onco*-mK5

3 (mn

©

Docetaxel Combination
A: FENHEZ; B: 4 MOI Onco®-mKSAEPE4H; C: 5 nmol/LZ PGB FEALFEZH; D: 5 nmol/L 2 Phfih 3% 54 MOI Onco™-mKSAbFZH . PR &7 k0%
02 AR R T2 AMAS, B R=50 pm.
A: control group; B: 4 MOI Onco™*-mKS5 treated group; C: 5 nmol/L docetaxel treated group; D: 5 nmol/L docetaxel and 4 MOI Onco™*-mKS5 treated
group. The arrows in the figure represent typical apoptotic bodies, scale bars=50 um.

[#l4 Hoechst 33258 & X4 M 4AAEE T

Fig.4 Apoptosis detection by Hoechst 33258 staining
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(A) A Control . Docetaxel B)
& TQ2-1 Q22 ST Q22
10% 0.01%
i I
2 % o -
= = 2 A 4 -
0% &7 s
&1 4. 2
Q2- Q2-4 fe5 . Q2-4 3
2 199.96% 0.04% B s ¥ 12.84%| a
S 4= S - 8
_ 1025 10 10° 107 10% 1025 100106 107 10% &
= FITC-H FITC-H o
. . o
. Onco?*-mK5 . Combination 2
=) Q22 &TQ2-1 Q22 s
5.17% 8.88% 6.54% S
1 ? 1 b ; g
e y P
[}
[=W
= o=
= =
= S i
Q Q2-4 Q22 Q2-4
2 ] 19.24% 4 159.02%% X 25.56%
102 10°  10° 107 103! 1028 10°  10° 107 103
FITC-H FITC-H >
Annexin V-FITC

A: Conrtrol4l. 5 nmol/LZ PG 3§ 4 MOI Onco**-mK5 & 5 nmol/LZ i flh 3€ 54 MOI Onco*-mKSAS &) 4bHE 20 f 9 LA B B S4T30 H7 o
**P<0.01,

A: flow scatter diagrams of conrtrol group, 5 nmol/L docetaxel group, 4 MOI Onco**-mkS5 group, 5 nmol/L docetaxel and 4 MOI Onco**-mkS5 treated
group; B: cell apoptosis rate analysis by different treatments. **P<0.01.

Es5 SRR GNAEAT IR
Fig.5 Apoptosis detected by flow cytometry assay

Onco*-mK35 - + o +
Docetaxel - - + +
BIA - -
2.68 3.03
mKS$5 pr— -
0.85 2.19

T A% H RIS KA S W2 KL AE R ELAE
The numbers represent the ratio of the gray value of the target band to the gray value of internal reference.
El6 LNCaPHEEFEIAIEF48 hEmKSFEIAEHFKF
Fig.6 The level of mKS and E1A protein on LNCaP cells treated with different treatments for 48 h

el A FH 24 2H 3 Onco™-mK S 4 /K 1 i (6) . Rk,
zE B IR, N\ docetaxel 3 A~ 52 M 2 2H I 73 Onco™-
mK51) H ()3 KmKS J2 EIA{ELNCaP4H g N 35, 1M
H. 3 W %% 2% 771 & [ docetaxel ¢ % 16 i H (1) 3&
mK5 ) EIARIZRIE o X — G5 RARR A TG F 256 H)
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A: the protein levels of Caspase-8, XIAP and PARP after LNCaP cells were treated for 48 h, and the numbers below the band represents the ratio of
the gray value of the target band to the internal reference; B: Q-PCR was used to detect the mRNA levels of VEGF after 48 h in each treatment group.

*P<0.05, **P<0.01.
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Fig.7 Western blot and Q-PCR analysis of the possible mechanism of apoptosis induced by docetaxel and Onco**-mKS5 in LNCaP
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