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[ Z)E89.355T B AMEHKEE 6B(B cell lymphoma 6 member B, BCLOB) % A %5 5 i A0S HCT116 378 TR A 520 S AL
il Fik SRR B A W UV (quantitative polymerase chain reaction, qPCR) Fll Western blot #:ill F1 He s A IE % L 5z 4 A
FHC J N&5 E a4 AE HCT116 o BCL6B (P IEPEZR 1k ; FIAR A 4% pcDNA3.1-BCL6B %% A HCT116 ZHH , [R5 A%
FARRY R IRZH 32 ) MTT 2 R AIA  RIEATS M Transwell 5 BCLOB X9 4 Ak 58 | JRI A B iT AL 6 1 A 400 5 <% 1)
Western blot #6240 it if B—i% ¥R 35 1 (B—catenin) | BEER 1K AME -G R B -3B (p-GSK3B) 41 il B 401 45 I (CyclinD1) i 4
J& 25 F1 i ~7 (matrix metalloproteinase—7 , MMP-7) Fll E-45%fi 2 [ (E—cadherin) FJ 15, 458 . qPCR Fl Western blot Z5 3 7~ | 5
EH B L R 40 FHC A EE , BCLOB ZE4E A A0 H HCT116 Hp 520 AR 23K (P=0.017) ; 5 4% peDNA3.1-BCL6B J& , 41 il
BCL6B 2147k F-HH i FHE (P=0.000) , 5B X BRZAAR 1L, BCLOB 41 HCT116 40M 4 d W (RBGH IR PERRAR 41.79% (P=0.040) , H.
G1 W2 M & 43 L3S 62.09%(P=0.001) ; [F] B}, BCL6B 41 HCT116 4l 48 h 5 14 5 K 25 I 4 i %5 241 W 4 ok 20> (P=0.001) .
Western blot 45 %21, BCL6B £ HCT116 4iiJfiP B-catenin . p—GSK3B CyclinD1 FlI MMP—7 Ft1 2 15 7K -4 B Sof B 2 3 591 FAeAEG
65.66% (P=0.028) .62.03%(P=0.001) .60.87%(P=0.021)F1 50.88%(P=0.030) , E-45h 5 4 ) F ik T s 63.64%(P=0.018), Z5it.
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Inhibition of B cell lymphoma 6 member B on proliferation and migration of

colorectal carcinoma cell line HCT116 and study of its possible mechanism
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(Key Laboratory of Clinical Laboratory Diagnostics Established by Ministry of Education,
School of Laboratory Medicine ,Chongging Medical University)
[ Abstract]Objective : To investigate the effect of B cell lymphoma 6 member B(BCL6B) on the proliferation and migration of human
colorectal cancer cell line HCT116,and to explore its possible mechanism. Methods ; Quantitative polymerase chain reaction (qPCR)
and Western blot were used to detect and compare the endogenous expression of BCL6B in FHC and HCT116 cells. Liposome method
was used to transfer the pcDNA3.1-BCL6B to HCT116 and the control group with empty vector was set. MTT assay,flow cytometry,
wound healing assay and transwell chamber assay were used to detect the influence on proliferation,cycle and migration ability of
cancer cell. Western blot was adopted to detect the expression of B—catenin, p—GSK33, CyclinD1,MMP-7 and E—cadherin. Results .
According to qPCR and Western blot, BCLOB expression was notably repressed in HCT116 cells as compared with FHC cells (P=
0.017) ,and expression of BCL6B was significantly increased in HCT116 cells after transfection with pcDNA3.1-BCL6B for 48 h(P=
0.000). Compared with those in the control group,the OD492 value of HCT116 cells at the 4d time—point was decreased by 41.79%
(P=0.040) ,and the percentage of cells in G1 phase was increased by 62.09%(P=0.001),48 h wound healing rate and transmembrane
cells of HCT116 cells in the BCL6B group were significantly reduced(P=0.001). The protein levels of B—catenin, p—GSK3, CyclinD1
and MMP-7 of HCT116 cells in the BCL6B group were dropped by 65.66% (P=0.028),62.03% (P=0.001),60.87% (P=0.021) and
50.88% (P=0.030) , respectively. E—cadherin was increased by 63.64% (P=0.018). Conclusion : BCL6B inhibits the proliferation
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25 H W95 (colorectal cancer, CRC) 5 LAY 1M
ATE VI TR BR AR 100 T3 55T 1S 05 11
K 50 TTsET I, fEFRE  BE H B A A R
A R AN, CRC K AR 2B AF T H JE 4
oy IR, A CRC MET RIS, HIGY 7 LT
RYIERR | FeRe i AT T8 CRC B IRA 77
R EZRA, H, B CRC &R E - FALEIL
R A H RIS 69T R R SRR Y
LR,

B 4 ik 98 6B (B cell lymphoma 6 member
B,BCLOB) J: KA T 17p13.1, )@ T B 400tk 295 6
(B cell lymphoma 6,BCL6)#E Z G 01 B, |1z ik
FARIEH 2L, SR AE 2 vh W) & A AN [ A7
SR 5 AR R B X CpG 5 e FH 4L &
1) BCLOB 5 s UTER B T I35 ik 77 1 B g
JFsEE K CRCIrR | HL BCLOB R 263k 55 Bvygs i) 2%
PEAR B S RN R TS S 1A 1012 -3 RKOF
HT-29 4iijffirh BCL6B 12k Al I p53 38 K A 44
Pt CRC AYFEHIM, X L3/ BCLOB Al figse—1
WEEFE . HET, 5T BCL6B TEME i B 4E I &AL
il R 1 2L

AR SCE LA BCLOB 7EIE % % b Fz 41 FHC
S CRC 4fffd HCT116 X ik i, Mt ik
BCLO6B J& 4l i3G5 | Ji ) ST # fig 1 i A2 4R 1B
FEiE—HR 0T BCLOB K AEAE AT Re4rT-HLi , o~
I B BCL6B 7E CRC &4 & e rh i /E I Fl CRC &
ML B T S8k, ol CRC AYiZIR$RAE T
B

1 MREFE

1.1

111 ZEZRMBER.  FHC AT HCT116 40 [H 9% R
B F W) S 47 )% (American Type Culture Collection, ATCC) ,
BCL6B i 20 T k7 Fh 7 R PR R R 2 o I 57— 2 o R WL 35t % 2
TR

112 EZGALES B4R IE (fetal bovine serum, FBS)
J DMEM }537 560 H Gibeo 23] ; R B4 Lipofectamine2000
1 TRIzol 37 [ Invitrogen 23 7] 3 K55 %86 € & PCR
R & Takara 23w ; 8 FHRBGR &0 B 138 2R A
WA R F] s BCLOB A il £ sEREHUAIE H Abgent 23w ; 2/l
JAIZE I D1(CyclinD1) il 2 5e A K B-actin B-catenin

FNEE R 4 )@ & 1 -7 (matrix metalloproteinase—7, MMP-7) Bl
PR FEREPLIRNA H Santa Cruz 23 & ; p—GSK3B (R 1L 1) B
SR G EE-3B) M GSK3R (i HMH JFL A5 i B B e -3 ) e
TR TEREBTIARI I 56 [ CST 24 ; E-cadherin RIRZ T pESL
PRIE A Immuno Way 23] s HRP FRic B9 L2450 AT A4 o
U [ AR AR A YR AR PR R MTT 550 0 Tl kAR
Y, Transwell /NZE T Millipore INFEL

1.2 7k

121 4puRsgs . ¥4 HCT116 At T35 10%
T4 MIEH 1975565 2 19 DMEM @ik g5k 1 37 €.
5%CO, &M EFR, UG R 70%~80%I1 , 22 B Lipofec—
tamine2000 A 445 F TR peDNA3. (1R BIPE X BE4)
A N BCL6B 3t R 47 1% 7 5] 1) 2 41 i B pcDNA3.1 -
BCL6B (1% A BCL6B 41 ) 43 il % Y %) A A= K H3 B HCT116
AN, R B ARAAL B A 25 A2 5594 )5 48 h 1T Western blot
PR AR

122 qRT-PCR  JH TRIzol i&$ZHUANMLE RNA I 52 vk )3
JEEL L pg T 10 pL AR R 5% 54 i eDNA . SR SYBR
147 qRT-PCR, 10 pL PCR Z N1k & 4.5 pl. PCR SYBR
Green Master Mix, 1.0 wL ¢DNA #iff , 1IE & 10154145 0.5 wL,
JInRGEEK 3 wLJERA) EHL, PCR BV 25140 .94 CHIAE
3 min;94 CAEPE 40 5,55 ‘CIR K 40 5,72 CIEMH 40 5;36 M
W 5,65 °C,5 s, BHKTHE 0.5 °C, H & 95 °C, SRHGAPDH
KNS S, Bio Rad #4740 #r . BCL6B IE [ 51 4
BCL6B-F:5’ ~AAGCCGTATAAGTGTGAGACG=3", JZ [ 54
BCL6B-R:5’ ~AGAATGTGGTAGTGCAC-3" ; GAPDH 1F [ 5]
¥ GAPDH-F .5’ ~CAGCGACACCCACTCCTC-3" , K [ 51 ¥
GAPDH-R 5’ -TGAGGTCCACCACCCTGT-3" ,

1.2.3 Western blot 55 4¢J5 48 h, WA ZH AN, HEHUE R
H L e T R, 75 png EEARSINAGE & SDS
LE, 2R YE IS 4T 10% SDS-PAGE, #EilE# % PVDF
I8, 5% BSA 641 2 h, 435 A—#HL (BCL6B LL 1:3 000
% , B —actin B —catenin ,p —~GSK38 ,GSK3B ,CyclinD1 ,MMP -7
J E~cadherin LA 1:1 000 #i®) 4 CHFE L% ; TBST Ve 5
AN —HL (30 1:5 000 Fike) ,37 CHFE 1 h; VERSS H ECL 1k
2RI H R, UL B-actin E N Z, Quantity One
4.6.2 AT AR S5 IR AL

1.2.4 MTT % BOUEA KDY HCT116 41|, B2 R0 T 96
FUAR Y (3x10° AN/AL ), Fr AN ML B J5 E A 7RG, TR 1,
2.3.4 d HEDEIA 500 wg/mL MTT 7] (10 pl/AL),37 C
WEE 4 h, FEEFEFRW, A DMSO (150 wL/AL) , #OEE
10 min 285 MPVERE, TOCRICE AR FAI 492 nm ZbTK
Y (absorbance , AYE, LA A, o THZE /S 2RI A G AE ST,
125 WadniAR  BOs g KR HCT116 41 il B 2
ANAART , LA 5x10° AL R BEREFR T 6 FLARIET 7L gL 5%
YLiF 48 h, R AL , B ORI AN, T PBS Fe4r ik
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20 JE, TR T0% TR [ € AT 4 CHUE R ; #e
HEZA 2 K P13 R G UL B R T4, T i =R i A
2406 JE 1
1.2.6 REAIASRIY DL 1x10° A/l 55 BE H2 Rl HCT116
AT 6 FLA R, ANANG B e R A TG e | Ay 20 AT, 8 b Je
T /MMERAT <+ FRIR, PBS ¥ 2 WS il 4% FBS Y
DMEM 35575 (2 mLAL) , TH1E B TSR IIFiZ 0 h
R 56 BE K AN e A IREAE L 48 h it 56 h 5 B #E AR [R5z
BRSO IC SRR SR, AR 3 AR B S M
ARG, WIRAGF=(0 h WPYRTEE-48 h MR
TEIE)/0 h RIIE T8 X100%
1.2.7  Transwell /NI IR YL )G 24 h 9 2H 408
PHAE AN FE A 5%10° A~/mL, B 400 L S L I A |
% (Transwell /NE ), F = (24 fLBO) A 600 wL 7 20% FBS
1 DMEM 5359 ; T 37 °C.5%C0, B35 48 h 5, Bt /v
B2 RN, PBS YEvk 3 A, B AE 15 min, 0.19%45 i
2L, 20 min, TEPEI TS TS DS T IR,
1.3 Zeit 547

JITA SRR YA A 3 K, SRR LA R + i 22
(v = 5) R, IR SPSS 17.0 A ATHE 2403 . W4 [A]
HERER ST FEAR ¢ 556 5 22 2R 1) 408K L ek S R 3y
22001, i —2E % FH Bonferroni £ 1ERY ¢ K5 3647 2H N 9
HbEe, KK ifE «=0.05,

2.1 EFM LR A FHC o2 A% 400 HCT116 F BCL6B
PR R PR IR A4 A

PO HLRE 00 FHC # HCT116 40AEAY A mRNA & &
EHA 94T qRT-PCR Tl Western blot 56 , £5 L 4nf&l 1 iF
/N, FHC I HCT116 4+ BCL6B Y mRNA AHXT ik 74y
B2 0.91 £0.29 F1 0.21 +0.11(F=3.047,P=0.017) ,BCL6B &
P RS TE K B 4351 R 0.76 = 0.16 H10.20 + 0.06(F=1.346,
P=0.004) ; RIS 1EH 7 1 % 200 R FHC #H L, BCLOB 7E4%
Y sE i R HCTL16 it W R AR3R5 . #275 BCL6B W iES
5 CRC WyRARRE, B, JELLSe Ll HCT116 4ffE
it ik BCLO6B MBI R4, M4¢ BCLOB X 240 fi 14 58 F1iT %
EpAT
22 F# pcDNA3.1-HA-BCL6B #: 3 )5 'HCT116 Zm it
M BCL6B # ik 3 hn

pcDNA3.1-HA-BCL6B ¥ 4% HCT116 4HM0)5 48 h, 45 HL
YNGR FA1T Western blot I8, £55R 7~ HCT116 4l
BCL6B & [ 1) A X & 1k it 2 B M % AL 1) 4.81 % (F=
40.257,P=0.000), = W& 2, $&7K :pcDNA3.1-HA-BCL6B #%
YUk A Hefl H B 5L BCLOB 16 HCT116 21 b i it
ik, \THFIEEE .

w107
)

M

1.0

BCL6B mRNA HH%T2

FHC HCT116
a: 5 FHC 4IfAHEE, P=0.017
A. BCL6B mRNA (WA} Fik i (n=3)

FHC ~ HCT116 i 0.4
BCLOB [ 51 kD & (2
Bactin e—— 43 kD 2

FHC HCT116
b: 5 FHC 4H/fIAH L, P=0.004
B. BCL6B [ AYAHXT &b i (n=3)
1 ANEEBEEMAE FHC fn A& EBFEMA HCT116 H
BCL6B B M i 4 Fkik
Fig.1 Endogenous expression of BCL6B in FHC
and HCT116 cells

ZHA PR X6 HE 2
BCL6B TS 1 kD

g |7

& 2 Western blot j%i#1T BCL6B it 3R & HIE
Fig.2 Over—expression verification of BCL6B via Western blot

BCL6B4L

2.3 BCL6B #74%) HCT116 4a ity 38 74 4%

MTTHAMZE AN 3 3% 1 7R, BCL6B 41 HCT116 4l
B A EAE 1.2 23 d BS54 AXTIRGL A (H2 [ 22 5 540
RS, TSR 4 R, 25 (AL B X BE 40 1 BCL6B 41
HCT116 A0 HY A {52051 0.68 +0.12.0.67 +0.11 F10.39 =
0.06; HH1 , BCLOB 215 B X REAEUA L, 201 B4 356 78 0% Pk e
1% 41.79% ( F=8.439 , P=0.040) ; 1Mij B4 X} B 21 5525 19 41 22 |F]
HIZEF G2 L (P=1.000), £/~ BCL6B #IHIHCT116
AL IE AR e

- ZHY

081 = pybout e
-+ BCL6B4
i 0.6
{04
-
0.24
T3 3 T 3

] (d)
a: 1E55 4 K, 5 PIHE XS B ZHAH L, BCLOB E HCT116 4
HAFH IS , P=0.040
3 BCL6B xt HCT116 4HAEIEsEAE SIS0
Fig.3 Effect of BCL6B on the proliferation of HCT116 cells
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#1 TELLIEHHCT116 285 A B ( 2=3)
Tab.1 A value of HCT116 cells in different groups ( n=3 )

415 1d 24d 3d 4d
2314 0.16 £0.01 0.28 +0.04 0.51£0.08 0.68 £0.12
A RE A 0.18 +0.01 0.25 +0.03 0.49 + 0.06 0.67 £0.11
BCL6BZH 0.15 £0.02 0.24 +0.06 0.35 £0.06 0.39 £ 0.06
F{d 3.652 0.535 5.291 8.439
PAH 0.092 0.611 0.047 0.018

PP B2 525 (14 PAE 0.480 1.000 1.000 1.000
BCL6B 21 5 FHM: X B4 P {f 0.109 1.000 0.121 0.040

2.4 BCL6B $3 HCT116 % it 8 H [Lit

DA MR 25 RN A 4 36 2 s, 3 4H400 G1
A E 23 AR M (37.56 £ 3.55)% . (37.80 + 1.35)%H1(61.27 +
5.11)% S JHANML T 43 FUAR IR A (42.10 £3.92)% , (47.20 +
0.83)%7#i1(32.05 +2.00) % ; H: 1, BCL6B 415 B P X i 4 AR
b, G140 T 43 FL 3 N 62.09% (P=0.001),S W40 M T 43
HLim b 32.10% (P=0.001) ; =5 FH AL 5 BIM BRATAR EG , 41
FAWIICIA B84k, 58 BCL6B B HCT116 4 I (14 20 it J 19
KA G1HARH

600
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2

g

i=3

2]
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£F7 g

f=50 z

j=3

5% g1

g

<

g

<+ <+ (=L,

0 20 40 60 80 100 O 20 40 60 80 100 0O 20 40 60 80 100
channels(FL2-A) channels(FL2-A) channels(FL2-A)
A ZEHA B. BAPEXT BEZH C.BCL6B 41

4 BCL6B f HCT116 ik E Rz m
Fig.4 Effect of BCL6B on the cell cycle of HCT116 cells

F2 FEALIEAHCTI16 AiEAPRPEMBE S
KL R (n=3, %)
Tab.2 Results of HCT116 cell cycles in different groups(n=3, %)

215 GO/G13Y] S G2/MiH
E{EE] 37.56 £3.55 42.10+3.92 20.20 +0.73
FH T R ZH 37.80+1.35 47.20+0.83 16.57 +4.25
BCL6BA 6127 +5.11 32.05+2.00 6.69=+3.25
FAE 41.227 26.658 15.101
P 0.000 0.001 0.005
FIMExF AL a5 102 P 1.000 0.156 0.613
BCL6B 41 SFAMERTHZH P 0.001 0.001 0.024

2.5 BCL6B #74) HCT116 Zaftty iE 4548 H
KR 36 45 5 an i€l 5A 7R, BCL6B 41 HCT116 41 i
48 h J 56 h P RIIR AR 53 38 BAPEXT FREZH 1) 45.64% (P=

0.004) #1 51.01% (P=0.002) , 22 5 W] i, Transwell 45540 &l
SB IR, BRI 54 48 h, BCL6B 41 HCT116 41 A 2 4N
Mu% R 53.67 + 12.22, W AR TEAPEXS IRZH Y 141.67 + 12.67,

S HY 2 L (F=34.698 ,P=0.001), #£/% BCL6B il il
HCT116 AMEMERRE T (5 3),

BH M B2 BCL6BZH

Oh

48 h

56 h

ARG EE

B HE 21 BCL6B 4H
3

B 5 BCL6B 3t HCT116 4AREIER AR
Fig.5 Effect of BCL6B on the migration of HCT116 cells

#3 AREAALEHAHCT116 HMEAXIRAEE (n=3,%)
Tab.3 Wound healing rates of HCT116 cells in different groups

(n=3,%)
4151 48h 56 h
S 66.76 +9.26 86.12 + 8.94
%t 67.95 + 8.89 86.52 +7.72
BCL6BZH 31.01 +5.46 44.13 £ 6.71
FAH 20.389 30.076
PH 0.002 0.001
I B2 528 4l PAE 1.000 1.000
BCL6B 415 [ PExT B4l P A 0.004 0.002
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% 4 NEALEHE HCT116 4B P —catenin,p-GSK3 B .CyclinD1.MMP-7 & E-cadherin #J

X RIEE (n=3,%)
Tab.4 Relative protein levels of B —catenin,p—-GSK3p .CyclinD1.MMP-7 and E-cadherin of
HCT116 cells in different groups ( n=3,% )

450 B —catenin p—-GSK3 B CyclinD1 MMP-7 E-cadherin
=k 0.92 +0.34 0.65 £ 0.08 0.86 +0.25 0.56 £0.13 0.79 £0.13
[ % HE 2 0.99 +0.30 0.79 +£0.11 0.92 +£0.26 0.57 £0.14 0.77 £0.14
BCL6B4 0.34+0.14 0.30 +0.08 0.36 £0.14 0.28 £0.11 1.24£0.25
FAH 5.006 23.400 5.784 5.064 6.595
P{E 0.053 0.001 0.040 0.051 0.031
XS R 2H 55 120 P oA 0.787 0.107 0.751 0.901 0.897
BCLOB 4.5 Ftx B2 P {H 0.028 0.001 0.021 0.030 0.018

2.6 BCL6B *} HCT116 28/ Wnt/B—catenin i % 7& P & B
s N &R bR A
Kl Western blot £ i:f 335 BCL6B J5 HCT116 4 Jifs
M Wnt/B—catenin {5538 FEAHOC/r F RIS, 4R IR,
55 EAPERT B G, HCT116 4P B-catenin IYEE (/KPR
i 65.66%(P=0.028) H. p-GSK3p #ik N 62.03%(P=0.001),
MR GSK3B IR TCHI ARk [RIIN, Wnt/B—catenin i #%
TR 2 P GRS R A G e PR 1 2 Tk i A A [ R
AR AN TH 5« CyelinD1 1 MMP—7 (/)2 3555 911 % IR 2H 43
SHIFEAG 60.87%(P=0.021)F11 50.88% (P=0.030) , 1fii E—cadherin
fFIR T 63.64%(P=0.018) , 2 LKl 6 3% 4, UiH] BCL6B
A HCT116 4R Wnt/B—catenin 38 #3513 F 7 Cy-
clinD1 1l MMP-7 & |14 E-cadherin (3635, $£75 Wnt/B-
catenin il # ] 1T BEZ 55 BCL6B X HCT116 4 il 14
FEAERS A
4 BRG] BCL6BAL
B-catenin EEE—_—_-SE————— - 02 kD
p-GSK3PB TN s 46 kD
GSK3P W— — — 1 | ])
CyclinD]  SEEG_—_—_— — 36 kD
Mvp-7 [
Focadhorin | S—_—-———
B-actin i D = 3D

6 BCL6B X HCT116 2l H Wnt/ B —catenin & B i& 1%
RE T E RIEHN ST
Fig.6 Effect of BCL6B on the activity of Wnt/ B —catenin
signaling pathway and the expression of downstream target
genes of Wnt/ B —catenin pathway in HCT116 cells

WEH& 7 Tl B R T AEAE T IR vh S 3k

IR P A g o fy R (% 2 b &
SR PR F TR R, iR Bk 22 i A E BH e g 1) &
A R R SR . BCL6B & —Miir sk iy 22
KT ANARIE B AL AE MR h B AEAE Rk Bk i i
PR167 $i 7% BCLOB 78 8 & A= &k e vh nl B & 44
BAEM

I JLAF: Hu S5 2HALEAT ST IESE BCLOB 7F B i |
JHH9es Mo 8 s vh 2 S IREREA  HHERIRZ JR 3
X DNA HIEALIE . A58 qPCR 1 Western
blot 6 4% % 5 7%, BCL6B 78 1F % i I & 40 s &
FHC s 3Rk M7ESS E im0l & HCT116 it
W R AR S, SRR GE —2, 378 BCL6B m g3
SEE RN R R,

ARAFGE LASEHT BCLOB gty 1741 14 5 4L 5k hy
T T H, 2 MTT 3256 % 1 BCL6B 11| HCT1164
JORR SR T 200 A 555 5 200 R 3O L 2 DA
KR, A B AN & B, BCL6B E(HCT116
41 B S5 B A& A GO/G I RH T |, 478 BCLOB 1] ifil 45
L e 20 B A ) SR TR) 5 SRR Y 1
FEANMZ AGS Al BGC823 ' BCL6B ik, 41ty
BVl 1 i 2 T — 3,

T A7 Ji g e HE AR 28 5 B B R 5 T LTRSS 18 5%
PR 3 Wang SEMERIN AR [R] I R 73103 (4 JHF- 9 41 21
' BCL6B [ &AM kM, 5957412140 I, BCL6B
FIR T W EAAAE T (3 4 1)) sl 4 2ok
ik BCL6B UM 40 HepG2 Fl Huh7 iT7% (778
KA WG RE J1 08055 ; Hu %5020 23 FF BCL6B 5 4%
LA BB I A B S BB ) 6 R B & B, BCLOB
R IR 5 bR PR R B MOk L A A8 R IE ARG, |
& RKO A1 HT29 40 g v BCLOB [ 335 , 41 i #%
KAz Z8he 10855 ; LU 337K BCL6B 5 gl & Jr %
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DIFASE . AWFFER AR5 BCLOB Y HCT116 4
Jil, ik F 3k BCL6B J& , 40 MR @& 1 e 2 i g
B ek, S AT AR B HGE — 2, 1B BCL6B il
45 e A KRR BT, H R AR B R . ARPT
JAAT, Wnt/B—catenin 38 545 ELV i & 2B K TG
RV, 2 5 MG 5 KGR M A2 28 55 2 Fh i
ARl S SRS, Wnt/B—catenin i FEE LS H
965 Th B SR O ORAS | TE B Wnt/B —catenin 8 B
A A R AL T AR 5 03 7 GSK3B 1l HE K
%, X7 T P T B—catenin TEMIHK N
B B i 0/ AL B—catenin JEAEIE 2 H A
fn, 5 TCF4/LEF 25 G4 3F T EE P e —Mye |
CyclinD1 1 MMP-7 S5 504 5351, 32 Snail il
Slug?Fe H 20 M K A M N B i 0820 A% ) Snail
J% Slug 7KEHE N, E—cadherin 55 [ S5 32 17200 WA
M i 45 B e ) 2 &, I Wint/B—catenin i
LTS 50 T BCLOB X 45 L Jie 4N i 18 5 A
TR 2 AF5EH Western blot 553 i 75, BCL6B
FHHCT116 ZHAE K Wt il ' B—catenin &R A
AP B B 2H N GSK3B HMEIR LK - AR K B—
catenin B IK T I [AHT, Wnt/B—catenin 18 1 T Jif
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