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[Abstract] Objective To construct stable Bel-2 knockdown transgenic cell lines using colorectal cancer
drug-resistant cell lines [ HCTS8/paclitaxel (PTX),HCTS8/vincristine (VCR) | and analyze the effects of Bcl-2
inhibitors (AT101,obatoclax) and Bcl-2 protein downregulation on the resistance mechanisms to PTX and
VCR. Methods Western blot was used to detect the expression levels of kinase,apoptosis,and autophagy-re-
lated proteins in drug-resistant and parental colorectal cancer cell lines,as well as Bcl-2 expression in stable
Bcel-2 knockdown resistant cell lines. The proliferative capacity of PTX and VCR on wild-type colorectal cancer
cells (HCTS8),PTX-resistant cells (HCT8/PTX) , VCR-resistant cells (HCT8/VCR) ,and stable Bcl-2 knock-
down transgenic resistant cell lines was assessed by MTT assay,colony formation assay,and EdU staining. Re-
sults The expression of the anti-apoptotic protein Bel-2 was significantly higher in HCT8/PTX and HCTS8/
VCR cells than in HCTS8 cells. Treatment with PTX,VCR,or Bel-2 inhibitors alone or in combination reduced
the proliferative activity of drug-resistant cells. Moreover, knockdown or pharmacological inhibition of Bcl-2
effectively reversed the drug-resistant phenotype of colorectal cancer cells. Conclusion High expression of the
anti-apoptotic protein Bcel-2 in HCT8/PTX and HCT8/VCR cells contributes to drug resistance.

[Key words] colorectal cancer;drug-resistant cells;Bcl-2;paclitaxel; vincristine
%5 5 %95 (colorectal cancer, CRC) &4 FKEE = K W OLEAE IR R R AT R . CRC &%

EeGH: BT ARB ¥ EL A H LIRS X 4 W H (CSTB2024NSCQ-LMX0022); IR W B H AR B A AR ¥ L& T H
(CSTB2024NSCQ-MSX0769), & @EEE .E-mail: duhuihui2010@163. com,



522 FTRES 2026 5% 55 5% 349

Chongqing Med ],2026, Vol. 55,No. 3

BLH ¥ M 1 %8 N 2 A2 K B F (vascular endothelial
growth factor, VEGF) ik Je ¥ X 52 {& (farnesoid X
receptor, FXR) | #% K F-«B (nuclear factor-«B, NF-
kB)EE S B IR L EE LT AR TN
RIT F BB 90 Y0 i e A2 MR E AR T B IR AR T
2 T S S5O R ARG I i BEL OB 22 4 D5 AR 2R I
i ( mitogen-activated protein kinase, MAPK) , Wnt/
-1 ¥ [ (B-catenin) . VEGF %515 5 3 & 1l #E 47 /&
7R AR BEVE B9 IE 97 BT X L RE G0 DN T 25 S B T
R,

MAERME E AR, S 5 MBP A 2202, 2
SEPCIRE 2 A 2 — T BEEA L R G
T 3] £ 42 B2 (paclitaxel, PTX) FHK F H1  (vineris-
tine, VCR) 2 0] 3 1 i YR G055 45 49 0 il CRC 40 fifg ik
SMZ AR N5 35S CRC 40 i J& 39 BEL 7 o 1 5|
RWTY . CRC 4% VCRPTX 7 A Tiif 24 ¥ 14 7]
BUH 258 L R 25 Wk . Bl e 40 -
2(B-cell lymphoma-2,Bel-2) F % & 4 (2§ 7> BH3-
only 1 P T-8H A T80 K F) 2 5 Lok i
PEA S A0 08 T 5 AR L 7E CRC 40 i b o 52 0 R 3%
KL XA RS B CRC L 25 v ek I &2,
Bel-2 b VA0 40 i 98 - 5 A v H 5 2 Fh 24 9 i
Zi 5 SHEN %61 % B ML264 3 i3 7)1 il Bel-
2/ e K AT 3 3 JH 52 ) R VD R 195 S 19 CRC 41 il
JHT 358 CRC X5 v 80 i SO . (0 H AT
TZ45 M Bel-2 76 CRC G4 85 (1 vt 25 v (9 7E FH 0 58 41
XD

L, 43 A1 CRC 40 i X6 8 26 73 90 i 551 it 24 1
FLARBIL ] - T4 78 200 it 24 396 5% O s, o R v 24 W
M B CRC R E WPl HAHEE L, AR
BT E & AR S Bel-2 3l 7] B — 35 97 5
B A X CRC 4 BT 245 14 52 i, IF 43 #r 512 CRC
4 R it 245 1 o] AR TR IR, S R 5E CRC it 24 19 36 97 48 s
P2 AT I
1 # 3
1.1 @

CRC 4 Jfi HCT8 (525 : CBP60030, [ & BHA 4
YRR A PR 2 | D (Tt 25 46 g Ak HCT8/PTX ., HCTS8/
VCR CEE R 3 3 2% Be A 37 8 ) 25 9 = Br i 55 B <
HEK293T #4H il ($2 5 . CBP30277L, 1 & FHE E ¥ Bl
BAHBRAFD .

1.2 & A

PTX.VCR(#£5: K755161,K755980, I i iy #11 4k
MR A R A A RPMI1640 8 72 % (1% 5.
PM150110, KBS F8 £ IR A BR A R 5 G | 40 i
R 55 255875 % BeyoClick™EdU-594 41 fifd 4 5
R 0] 5 BCA 25 P e B 2 375 6 L MEmE 15 (meth-
ylthiazolyldiphenyl-tetrazolium bromide, MTT) | 45 /iy 4%
YL (5% 5. C0203, ST488S, C00078S, P0009, ST1537,

Col21l, b3 = R AW FHE A R A FlD 20 X PBS 2%
MR (525 . B548117, RilgA T AW TRARA D ;
B R BR B IR A% 4 3 5 B8 (poly ADP-ribose pol-
ymerase, PARP) \Raf # & A (A-Raf) ,B-Raf,Bcl-XL
145 .9532T.,4432S,14814S.2762S, 3 [H Cell Signa-
ling Technology 4% ). B-f# 4 # M (B-tubulin)
ULKI1($85:10094-1-AP.20986-1-AP, i1 = J& 4= 1)
ARG RAFD ;9896 =40 IRDye® 800 CW ##iC 1L
EH0/NR T4 1gG . IRDye® 800 CW FRic 19 B Hi fe —
Pt 1gG (18 5. 926-32212, 926-32213, £ H LI-COR
YNCIDIR
1.3 ZE

I A RO HL (RS . S14YA050BB027 . 1-
4K, 5 R 5 A A A BR 2 F]D 5 63 45 Tl FL Al
RS AL CO, 555740 . Hil vk Bl & =X 40 A 1 204X
(#5 . H8KT24004, 3111, XB70-FZ, AMQAX1000,
% E Termo Scientific 23 F]) ; BFR 1L (F4 5 . Cycation,
E [ BioTek 28 Al 5 + = e 3 57 BR 40 75 i 1Bk i it
& (sodium lauryl sulfate-polyacrylamide gel electro-
phoresis, SDS-PAGE) T B HL Kk & 48 (%15 . 1645050,
2% [ Bio-Rad A F) s {8 & A Y W (4% . DP73, H
A Olympus 22 5 s WEAAIN R RIE R G (T 5,
CLX-1862,3F LI-COR A F]),
1.4 7%
1.4.1 #mfaizi

¥ CRC 418 HCTS K Hoiit 25 4 ffg # HCTS/PTX,
HCTS8/VCR W BERR 32 F & A7 10 %0 i 4 s F1 1% %
THE-FEE M RPMI-1640 1535 5, % HEK293T
YRS EERE SR T & A 10 % M6 40 L f 1% % 5 R -4k
FHEMW DMEM ;323 p, F 37 C 5% CO, ¥ 48
HRE SR T 245 20 M 2 W dE VR EE O 1 pmol /L. TR AN
Ji A= K 3 X RO A W A0 i R SRS
1.4.2 MAEHBITHLEmEZ

# PMD.PSP.shBel-2 i ki % 4 & HEK293T 48
M 4 AT 60 mm HFEIML .48 h J5 U SE i .
HEE &M, BURES R 6 HCT8/PTX, HCTS/
VCR 4001, LLBEFL 2 X 10° A4 Ha /D T 60 mm 3% 55
M A 3 mL 85573, FEA L AE K 2 70 %0 /il & B
BF S A 2 mL WSCHE 18995 55 1 TR » I BB A B i 8 %
.24 h JF 53, IR 10 pg EEPS S KU i 48
h, FEA M A J5 WO A I T )5 2250 5 .
1.4.3 @RI EHnz

2T 3G PTX, VCR % Bel-2 14l 5 AT101,
obatoclax Xf HCT8, HCT8/PTX. HCT8/VCR,
HCT8/PTX-shBel-2, HCT8/VCR-shBcl-2 4fi it Tif 2%
BRI L R A MTT 354G D 40 B 34 58 05 1. L84
XTHEZH X PTX 8§ VCR AbBEAH AL Bel-2 il 57 &b 2
4 . PTX 8 VCR 5 Bel-2 il I I Ab BRA . H &4y
AT, 25934 . HCTS(+PTX) \HCT8(+VCR) |
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HCT8/PTX(+ PTX), HCT8/VCR (+ VCR) ; HCT8/
PTX(+ PTX).HCT8/PTX-shBcl-2 (+ PTX) ., HCT8/
VCR(+ VCR) , HCT8/VCR-shBcl-2 (+ VCR) ; /X Bel-2
0 ) 4k B 4H . HCTS/PTX., HCTS/PTX (+ AT 101),
HCT8/PTX (+ obatoclax) , HCT8/VCR, HCT8/VCR
(+AT 101) \HCT8/VCR(~+obatoclax) ; 25 1 Bel-2 #1f1
)3 hb BE4H . HCTS/PTX (+PTX) , HCT8/PTX (+
AT 101+ PTX). HCT8/PTX ( + obatoclax + PTX)
HCT8/VCR(+VCR) .HCT8/VCR(+ AT 101+ VCR) .
HCT8/VCR(+ obatoclax + VCR) ; HCTS/PTX-shBcl-2
(+ PTX). HCT8/PTX-shBcl-2 (+ AT101 + PTX).
HCTS8/PTX-shBcl-2(+obatoclax+PTX) ; HCTS8/VCR-
shBel-2 ( + VCR) . HCT8/VCR-shBel-2 ( + AT101 +
VCR) .HCTS8/VCR-shBcl-2(+obatoclax+ VCR) ,

BORAS R AP 4 B, 53 50 m A PTX . VCR, SE50
AR AW, HCT8(+PTX) \HCTS8(+ VCR)
HCT8/PTX(+PTX) . HCT8/VCR(+VCR), 52 % 21
25 BE AN R < Bel-2 #1057 f = W B A 10 pmol/ L
PTX.VCR @ E 8 pmol/L.¥ILL 2 %5 B 5 5 B
HAMWE., BURE R, HAHKE 3 M&E
fLL AL 1X 10" AT ¥ 51 H: R0 F 96 LA . fF
YR A B S 50 Y0 B I A 25 W A B 24 h, BE S A
20 pL MTT, 0¥ & 4 h 5. W ZEHFRIE, A 200 pL
DMSO 21k J v 4 H B AR AXAE 570 nm A0 I 2 2 56
FELA ooy 1o 4B AF 36 3T 5 280 - 40 i 17 36 %
(U =Auwn /A wma X100% .
1.4.4 %W mRER

KT i A PTX. VCR, Bel-2 #1 # 7 ATI101,
obatoclax % HCTS8, HCTS8/PTX. HCTS8/VCR,
HCT8/PTX-shBcl-2, HCT8/VCR-shBcl-2 4 s {£& 4
BB 52, S AT S B TR R S 06 A T 24 i 3 5 B
S A A R4 A PTX 8% VCR 4b B4 | fiT{Y Bel-2
PO AL HZH LL K PTX 5% VCR 5 Bel-2 # il 571 3 4b
PR, HARSHE MTT L5 —50, BORA R4FA040
M, AL 3 AN E AL & 2 X 10° /L 40l 25 BE 4% F T 6
fLAR LI 2 mL 8555 15 9% 24 h 5 . HCTS/
PTX. HCT8/VCR. HCT8/PTX-shBcl-2. HCTS/
VCR-shBcl-2 i g 4351 F 1.2.4 pmol/L 254 4 i 4k
P10 d[ AWk R g MTT L5045 HCT8/PTX
1 HCT8/VCR BRI FE (1C,,) |, B J5 W & 3%
FeEE, M PBS Uk 2 WK, IR FEE IR T 4% 2 5 H [
FE 30 min, FIRVEGR)G A2 g 1 h, g
SETETE UG B0 Ve 2 A B0 45 db 55 L B S & 3% A
SO 53 A7 4R 76 T8 WIS O, T4 IR,
1.4.5 EdU $ & 33

ffi i BeyoClick ™ EdU-594 £ Jifg 3% 5 45 M 3 77 &
PEAL 4 A 35 8 1% 00 . S50 43 41 (W) A0 i 2 5 05 7 S
—3, BURE R4, Lk 3 MR L. #& 2X
10° /L 40 %% B B2 Fp T 96 FLAR . BEFL A 200 pL

R e, B 3% 24 h J5, HCTS8/PTX, HCTS8/VCR,
HCTS8/PTX-shBcl-2. HCT8/VCR-shBcl-2 4351 FH 1.
2.4 pmol/L Z5¥uk FEALBE 24 h, i J5 N A EAU T4
W (EQU TAEMHEH 1 500 RO AL FRANAE 4 h, 2
JETEE R T F Click S & 3¢ 30 min, - Hoe-
chest Je @y YL 4 10 min., B J5 8 A S0 2 50 56 B i e
M43 AT 240 B 3 B 155 0 4R IR
1.4.6 Western blot

HOCIR 5 B4 0 40 L %2 2 X 10° /1L 4 i %% B 432 b
F 60 mm RFFRILA 55 5% 24 b W8 4 i T )5 2
ST, T PBS B 1 WKL I A S A 8 H A
A 200 L 4 Ao B R E VK B 2% 20 min,7E 4 CF
15 000X g &> 15 min, 05 EWER . 1 BCA {5
M LW R A B R, M S A R
Wit 10%~15% B SDS-PAGE 43 B , 4% B 45 W J5 %%
EHEBRRMWM WO L IHFAEERTS 5% 5
JE4EE 1 h &5 41 CT S —mE ok,
I TBST Wkl fE AR TS5 ZHEE 1 h, 5. K
TERGE ARG W, 400 K E 8 Image ] #AF
SR,
1.5 %itsam

K GraphPad Prism9 # 4 X% £ 98 25 47 7 #r .
EEDS AT EERR R 5 o, ZHM KR
2500 AL P L3R H LSD-: ke 3. DL P<<
0.05 AZEFAHZITEE L.
2 & ES
2.1 FHFARFas CRC kst PTX 4= VCR #
AR E T

S UH T B A= R R 25 CRC 28 i Bk XF PTX Al
VCR M08 22 5 AWFSR FH MTT 3 43 Sl ke i 1
748 CRC 488 HCTS(+PTX) ,HCTS8(+ VCR),
it 24 40 fg #% HCTS/PTX & HCT8/VCR Xf PTX #
VCR ) 25 ¥ 8 1, 45 3 W 2%, HCT8/PTX Al
HCTS8/VCR 4l XF #8113 25 9 19 1C,, B 23900k 3. 121
pmol/L Al 2. 051 pmol/L, Bl & & F B A % HCTS 4f
Xt PTX (0. 89 pmol/L) Al VCR (0. 54 pmol/L) Y
1C,, . WLIE 1A, MTT 45 5 7R . W Fh it 25 40
1) 1C,, fH 73 DI B A LB R T 29 3.5 f5 1 3. 8 1%, &
B HCTS8/PTX Al HCTS8/VCR 4l Jifg % Wi Fh 25 4 3 #1
R AT BRI 25 M. i — PR iR
it 25 B0 42 7= H: 1) 43 F- ML, SR Western blot il T
P Az R K T 245 4 B R O L UE T L B A OC 2R Y
TR, GR BN, 58 AR HCTS 4 i AH He, i
254 itk HCTS/PTX Ml HCT8/VCR 1 PARP, Bel-
XL,ULK1, A-Raf,B-Raf #& [ ) 2 ik /K ¥ Tt B & 48
b AHBTIA T8 A Bel-2 R IA KU1 R R, Ul
BHHLIR T8, 11 Bel-2 &35 B934 vl i 2 5 80 HCTS/
PTX Ffl HCT8/VCR 41 i # % PTX.,VCR 7= A: i} 25
PEZERKHZ —, WWE 1B~E,
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2.2 HmMFpH Bel-2 ¥ a2 ek PTX f2 BEIRZE 0. 880.0. 390 pmol/L; A obatoclax J&F,IC;,
VCR # # B {HFFEMEZ 0. 496.,0. 300 pmol/L, 3 B 25 B M40 i) Bel-

FTHAE Bel-2 SEARIBKFREGS S CRC M 2 HARAV BRI T Ht 2540 xF PTX il VCR 18
XF PTX #i1 VCR Wit 25 AL, A W52 26 F W Fp s sy k. 30 BT Al 52 360 3% BH L /6 A W) ok B2 19 PTX A
Bel-2 il 5] CAT 101 F1 obatoclax) 4 5 Ab Bt 25 4 e VCRAEH T .4 AT101 8¢ obatoclax 4b ¥ ) HCTS/
Fk HCTS8/PTX A1 HCTS/VCR, Jfili it MTT A4l PTX 1 HCTS/VCR 41 il & A [F ik & PTX =% VCR
Xt 25 Py SO PE I AR fb . AT 101 0] HCTS/PTX Al AR, 20 i ) 5 B I8 A 450359 B 38 o /0>, 3% B 440 i 344 4
HCT8/VCR 4 ffd () 1C5, {E 43 31 R 5.070 pmol/L F1 RS BHE %, WK 2~4, £ PTX 1 VCR 5 Bel-2
2.862 pmol/L,obatoclax 1 il 3% W Fl 48 i #k 19 1C,, fH  MRGRIEK A AL HLS , HCTS/PTX 5 HCT8/VCR 4iifig
SRR % 0. 980 pmol/L Al 0. 163 pmol/L. i#—2 B EAU BH 48 i %5 it W] 1 B AR (P <<0. 05), WWIAl 5.,
il PTX Al VCR 43 5% 28 AT 101 5 obatoclax #i4b 6. HEEA AL H4H EAU BH Y R 0H K T 5 0h 245 9 4b 22
TS A0 25 40 M AR AR % R, SR 25 W Ab FRAE ZH (P <T0. 05) ., ixX b gk Rk — 45 GF S, 24 B 0
A AT101 J5, HCTS/PTX 1 HCT8/VCR % Bel-2 1 A &% 3 5 T 245 40 i (14 14 58 RE 7, DA T 32 25 Tid
2 0 25 1C, (E4 %I 3.121.2. 051 pmol/L 2§ CRC 4iig#k % PTX F1 VCR Y B

485
0] @ ©)
—— HCT8/VCR PARP (D S S
100 —e— HCT8/PTX ]a ]a
s = HCT8 (+PTX) i|a : BRaf
= 80 + HCT8 (+VCR) ]a
ﬁéo- Be I-XL
i s a3
& 40 ™~ @ @ O ULK1
& 3
A-Raf
0 T T T T 1 B —tubulin .
-1.5 -1.0 -0.5 0 0.5 1.0 -.. g
A HRE [log,,(umol/L)] B ¢ PB-tubulin
1.5 =1 PARP
15+ 2 a a a EEl B Raf
r‘ |—| rl =z Bol-XL
5] a
im- | z = B E Al BHE ;jg B LK
—“—i= A A /
{I o ==E AAG ANV
o i 0.5 EERNL 1Y ¢
9T == AU /
o —1=R= Z Z % A /
[} —=1= A Y Z A 7
= EHE HAAG A U/
== G /
0 0 LB B —i_—i— 2 2 Z/ ‘ ‘ 5
D ® @ @ E P20 DO VOO OO ® OO

4B £85I
A:MTT %52 HCTS . HCT8/PTX Ml HCT8/VCR 41 iy 1C;, {8 ;B.C: Western blot 44T 3 #R 4 /' Bel-2 . PARP ,B-Raf ,Bel-XL ,ULK1 F1
A-Raf FH R FRIBKF;DE:3 BRAIE P 4 8 A RIS KE 2 = LG O HCT8; @ HCTS/PTX; @ : HCT8/VCR;*: P<C0. 05,
1 FAEBERZ CRC AAKKNISEFENREXEARIEKFRN

. 1 +HCT8/VCR 100 - HCT8/PTX

100 | HOTB/VGR - obatoclax 100 HOT8/PTX oateclaa A ) _HCTB/VR A L Heta/pTX |2
2 80 ™~ “aior Je 2380 . £801 3 Teation ] E 80 ':\T © GarionT @
= N _— o -~ .HCTB/VGR N Y ~ HCT8/PTX
B B 60 - ) B 60 N i (+obatoc|ax) Bt 60 3 (+obatoc|aX)

60 LN W : W  \ 3 e i
% T 1@40 l L3 1675 00 umi K4O S ' K 40 \\* 16,=3.121 pmol
40 ~_, 16,2662 umoi . B ©16,70.980 umol /L g B 62913 umoll @ 4 16812 umol L
% N . o2 W ﬁZO 320 3 §16,22.051 ol AL Sﬂ 20 : 1C,;=0. 880 pmol/L
=i 16,70, 163 wmol L A 16,70, 300 mol AL 16550476 1ol A

0 0 T T 1 0
2 9 0 1 2 1 0 1 - g i 7 3 i

A HDHIFRE [log,, (nmol/L)] B HMHIFIREE [log, (nmol /L) ] c VORIREE [log,, (nmol/L)] D PTXIRE [1og,,(nmol/L)]

A B:MTT K 90 A [ e BE 4 44 700 % HCTS/PTX Ml HCTS/VCR 4 f i M A #2 i ; C D MTT ¥4 AR R 25 4 e 2 7, HCT8/PTX HCT8/
VCR 2 i e 2 im0 i) 700 200 A9 40 M 3 4
& 2 MTT iE#& M Bel-2 #P #5133 fit 25 CRC 40 R i 1 B9 52
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HCT8/PTX HCT8/VOR
a a
AT1013KRE :500 nmol/L
a obatoc laxiKEE:100 nmol/L R 2 RTOAZ30E 500 oL
. a obatoclaxf&[ﬁ:?gg nmo | /L
2 000 - a a
a 2 000 =
z 1 500 a .
A — 7 1500
& < .
2 1 000 & 2
N 1= 1 000
500 B 500 4
GOROSEODRIBDD  D0EODEEDODODO®
AR 2831

@ X HRH ;@ PTX 1 pmol/L 4;® :PTX 2 pmol/L 4 ;@ .PTX
4 pmol/L 4H;®:AT101 41;©:PTX 1 pmol/L+AT101 ;D .PTX 2
pmol/L+AT101 41;® :PTX 4 pmol/L+ AT101 4 ;@ :obatoclax 41 ;
:PTX 1 pmol/L+ obatoclax 41 ; @ : PTX 2 pmol/L + obatoclax 4 ;
@ :PTX 4 pmol/L+obatoclax 41;*: P<C0. 05,

@ X HA;D: VCR 1 pmol/L 4 ;®: VCR 2 pmol/L 4 :@ . VCR
4 pmol/L 41;®:AT101 41;©®: VCR 1 pmol/L+AT101 41;®:VCR 2
pmol/L+AT101 4;® :VCR 4 pmol/L+AT101 4 ;@ :obatoclax 4 ;
@:VCR 1 pmol/L+ obatoclax 4 ;@ : VCR 2 pmol/L+ obatoclax 41 ;
@:VCR 4 pmol/L+obatoclax 41;*: P<C0. 05,

B3 ZMEFILEN HCTS/PTX MMER B YR E B4 ZEMEFIAEE HCTS/VCR MM 7E R E 2R &
T 52 P A A B b B T B 52 R 7 A 85 b 3
= 483
©) @ ©) @ ©) ® ® @
< 2|
|8 s |3
g|$ g £
A B
@ HCT8/PTX
® ® ® ® a
o a obatoclaxiRE :50 nmol/L
o 607 AT1013REE 100 nmol/L
. . . . . = E: :
=
x| 5 3 40
g |2 I
E 20
=
)
2 0-
c D @@@@@@@@.@@.@@

A:EdU S256 4 HCTS/PTX 41 ity 1 5 ik

F14X) ;B EAU S5 5 U4 #1 771 obatoclax Xt HLT8/PTX 40 B AE AN [ 25 1 ok B2 T 48 5 g

95 W

(4> ;C:EdU S2a s P 58 AT101 X HCTS/PTX 4l M7 A 7] 24 ¥y vk &2 F 385 5 i 3 B9 5L (450 s D 4 L S 45 R I B3t 27 0 B s O X B4

@:PTX 1 pmol/L 4;®:PTX 2 pmol/I

L@ PTX 4 pmol/L 4 ;® :obatoclax 41 ;© : PTX 1 pmol/L+obatoclax 41 ;@ :PTX 2 pmol/L+obato-

clax 41 ;® . PTX 4 pmol/L+ obatoclax 41 ; @: AT101 41; @:PTX 1 pmol/L-+AT101 41; @:PTX 2 pmol/L+ AT101 4;@:PTX 4 pmol/L+

AT101 43" P<<0.05.
5

2.3 & Bel-2 & B ¥ Aedt 25 4 i3t PTX 4= VCR
8 AR R
5& A FEAMEE HCTS/PTX Hl HCTS/VCR #H

EdU SCI& #6 i #8 /5 30 4 370 3¢ HCT8/PTX it 25 40 i HE 58 68 7 B9 2

e, mAIG Bel-2 3R 5 B9 40 g Bk HCT8/PTX-shBcl-2
HCTS/VCR-shBel-2 /1 Bel-2 & [ % ik 7K S B I A%,
UL 7 AR S A EE T Bel-2 3 PR 8 mil {1 Tt 24 41
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