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Research progress in biological function of BCL6B gene and its
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ABSTRACT B-cell chronic lymphocytic leukemia/lymphoma 6 member B (BCL6B) gene is a homolog of
B-cell/lymphoma 6 (BCL6) and belongs to the zinc finger and BTB domain-containing protein (ZBTB)
family, playing an important role in regulating gene expression and cell proliferation. The function of
BCL6B in various cellular processes and its potential clinical applications have attracted widespread
attention. The BCL6B protein participates in the formation of transcriptional repression complexes and

regulates multiple key signaling pathways including Notch and p53. In various solid tumors including
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hepatocellular carcinoma, gastric cancer, colorectal cancer, and breast cancer, BCL6B expression is

frequently downregulated due to promoter hypermethylation, functioning as a tumor suppressor gene

involved in inhibiting cell proliferation, migration, and invasion, and inducing apoptosis and cell cycle

arrest; its high expression in a few tumors such as differentiated thyroid carcinoma also suggests the

complexity of its function. Given the close association between BCL6B expression and tumor progression

as well as patient prognosis, BCL6B is considered a promising prognostic biomarker and epigenetic

therapeutic target. This article systematically reviewed the gene and protein structures and biological

functions of BCL6B, with a focus on its role in the occurrence and development of various tumors and the

latest research progress on the related molecular mechanisms, aiming to provide new insights for the

precision diagnosis and treatment of tumors.
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Ji R e AR A BRI N R B AR EIHEE, B
B Ry 4 BRI 6] N 48 32 SR TR AL 2 e B A S T AR )
W, 2022 4F 42 BB A e R B (% AR R A R L
Jik ) 2492 000 5 01, FETTHE L 970 T s [
S0 o BT R IE 24 482 T ), FETT 29 321 T 49
TR 715 I 96 14 43 5 L TR 0S4 08 A 112 7 BB RN
R R A A o R S A R S, TRl L R
FER Y . RUA R T 9 W B AR

B 2 A 42 P bk I 48 B 1 o / ik B 9RF 6 1 B B
(B-cell chronic lymphocytic leukemia/lymphoma 6
member B, BCL6B) K& 5E4s BTB 45 5l M
(Zinc finger and BTB domain containing protein,
ZBTB) MR I — b, XFKkHN ZBTB28 s i
M 62 (Zinc finger protein 62, ZNF62), H i
55 UL L D] p53 AUAR BE 800 000 bp ', FE &
FERE MR T e . BCL6BAE Mt H -+, nli@ad
5% DNA TP A1 456, AR08 S sl il 1 i £ A
Fik, BCL6BZ 52N 4W @ 8, 46 T 40
B . M fk . BT AR ZE
PO A AR G . AR N AP IR AR RN G 7% L 40 i & 40
5 @ . | Bz -8l i %% fk (epithelial-mesenchymal
transition, EMT) %% | B WEAHMITE LT . &Pk
4, (reactive oxygen species, ROS) 7=4 Dl J&
¥ P g 25 ) BB 5 . BCL6B & 5 1T 41 it 9
(hepatocellular carcinoma, HCC) .
cancer, GC), Z5H M (colorectal cancer, CRC)
FLHRIEE (breast cancer, BC) &5 2 5244 i &g Stk
L9 09 &t R SR AT 9 U) QR o R AE 43 1k AU IR iR
J# (differentiated thyroid carcinoma, DTC) H ik
IKE T 4h . BCL6B A 2 i 52K i 8 240 ff v 3R 35
ARG, HHARRIE 5 55 81 Xl 1A ¢
W o X FRAE 4 7R BCL6B W] B ARy Vs 78 1 I 98 10 )5

B J8 (gastric

PR YRR ITHE AL, WO A DG BE I T ReWF o AR AL T
BB . ASCHEH LU BCL6B 45/ M o5, 25k Hok
YIFiag, TR A b S A K R v B /R T AL
i, LA AR O b e (76 97 SR A SR R

1 BCL6B ERA#FiA

1.1 BCL6B#* B# %0

B 40l ffd ¥k &2 9% 6 (B-cell lymphoma 6, BCL6)
BE AT 1993 4F 22 0B R 2% i B R AUF 5T N B IR
R, R B AR A A R b 35 Y R
WISy 00 /33 AR MG R 2L R . TRl4E, YE %
W55 & B BCL6 o] fg 2 5 B 4 fi i 2 4 4 bk T
R0 ML 1 % 32 i 9 2 A o

BCLG6BWBFFE IR T %) BCLG 548 3 ¥ iR & ,
F 55 N B3R #E4 BCL6 4% 38 B 1 5 41 7 /N A
WL B T BCL6B ', BCLG6AE Ry JFU 3 K 5 S
FE 5k R AR S A AT T R B, IR S 5 EE B A
JeLf S B RAE TG . BF5E T KB BCL6TEZFh N2
FEAE R AR IR, JUHUR AR L R G R R
B, ERANG BCL6 i B b, H: ] I 3
BCL6BHI#E T 1. 19984F, OKABE £ ™ Bk
Wi e LT BCL6B, KIMH 5 BCLG6 K24 HE 1R )T 51
AL ME B ak 94%,  HoAE Ak R E ML N,
BCL6B ] il it BTB/J5 ¥ ¥ #F 48 85 11 (poxvirus
and Zinc finger, POZ) Z5# 35 BCL6 454G, &L
TYf, I 5 BCL6 ¥ 5 0 DNAJFHI 454,
ERE SN N F R Ih e . BCL6B & 47 548148
J¥, BCL6WIALE 64>, X Fh &5 44 4 L1 i BCL6B
B BCL6 W — A\ AR, JR et o it — 46 n
T BCL6BTEZ M LY F il B e i SCBEVE T . At
BCL6B W #H R R 5 L5 BCL6 A [, 42 7R
BCL6B 1T g K. AN K # T BCL6 1) Uy fg " .
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BCLG6B 7 2 il #% N 22 o7 fif FERE % B 422 I8 45 ik R 5
b AR, DN 7E 20 0 AE 4 R A3 bR OGS T .
1.2 ABRLELLEH

BCL6B % W & i T A4 17 5 ¢ @ Ik
(17p13.1), HAKA: T 48 4 s i 12- 5 A &
(arachidonate 12-lipoxygenase, ALOXI12) Xt A Al
2% Y PR BE B 1 32 K 2 (asialoglycoprotein receptor
2, ASGR2) JEHZIH, mZ Mo TMNE T4H
o G 5 X AT 3 S k5 M Y 4% 7 A2 R [R] mRNA
Bl SRS AR A B A, X S AR ] RE TR 40 i N &
AR . BCL6B mRNA fE A& Z Fh 2% &
Frz oA, UHAR MG b E & ZEETE
Z R a0 M b A Rk, U H R AR TR AR Y I 40
AR R Ah b . ZE/NEURIN, BCL6B mRNA

FE A TR . A, BCL6BFE M4 W
Bz 4B b 2R A0 S B, 2R WL AT AR AE I A A
R R EEMEM . IXE BCL6B 1 N K 40 M
i B R DRk v RS2 A T B, ERESE Y SR AT Ak
SRS A BN E SRR P 36 K= R o 1
G BCL6BTE M58 A5 24 b i VR AR 4 T 80
A -
1.3 Zanstbas

BCL6B & 12 — i 3 5% 48 45 44 3801 e 40
Ml -, e = vE M4 G 3 DNA F 4R E 791,
M JE P R ik Y. BCL6B 2 5 41 g J& 391
. WMT-HIDNABESEZMAY LR, BCL6B S
BCL6 ML Z AR LS M 8k, FEAFELLT 34>
Ay, XELER T TG R X EZ . WA 1.

*Regulation of transcription

”

¥ .‘!," > y
s BTB/. POZ"_-}_I 7-aa sequ —

*Formation of SMRT/mSIN3A/HDAC to
suppress the transcription of target genes

*Binding with the BTB/POZ domain of BCL6 to
form a heterodimer, thereby suppressing transcription

*Facilitates polyubiquitination, subcellular transport, and degradation

*Induces apoptosis

~ ) ) . {?r_“_._: T \
— BTB/ngf;.;_él?_aa o e
; .

65% / 100%\

kriippel fing%
BCLEB

) 194%\.

krippel finge

*Binds specifically to the DNA sequence of BCL6

5

*Participates in the suppression of IL-4-induced transcription

E1 BCL6BFMBCL6FEHLEW IERMUEREE

Fig. 1 Schematic diagram of structure, function, and similarity between BCL6B and BCL6 proteins

1.3.1 BTB/POZZi#yE BCL6B #Y Nl & 14
BTB/POZ #5#4% , .5 BCL6 ) BTB/POZ %5 #4
WA 65% MYARLME o i 25 A BT 50 2L Bh ) T %
Pl A ¥ 3A (mammalian switch-independent 3A,
mSin3A) AL B A AR IR R 2 A UL A
(silencing mediator of retinoid and thyroid hormone
receptors, SMRT) #EAEM, I S5HEH X W
1L B 1 (histone deacetylase 1, HDAC1) F:[AE A%
SMRT/mSin3A/HDACT #5254y, DA 400 il 42
S S, B4, BCL6 R BCL6B I 5% 4 1 i 5
po3KIL, M BCL6A L)t BCL6B WY B AL LA,
Hi Y L BCL6B/BCLG6/p53 8 5 %l & 42 i g6 41

AR

ZBTB#E W BTB 45 52 575 ZBTB 1L
G122 ) A R B R R AR B, 3 T AR 1 AR
SEVE AN AL SR TG M e Y gy
KPR BTBSE MR E392 %1% 2 &9 1 i
fr, AT E3Z RIEHEME AW Cullin 3EH
(CUL3) i1 C-jg s 7454 W F 1 (C-promoter
binding factor 1, CBF1) JEWM =REKE S, #im
51 & CUL3K#i 1 CBF1 2 Rz £k . WaIMifs iz
FBE o DLAb, 2 XS0 7T RE 38 2 5| e A% A 5 9 A
Y £, [ 45 K4 1) Jm 0 AR Aok IR 4R 5 5 1
1.3.2 rhiE X4k BCL6B Ay H R iB oA — 4 b
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B, X EA LT RSFNAERTY, 5
BCL6 XF R X 3 AH U R 100% o 2% IX 35k A G 3 i
WEHEMHEAE OB (histone deacetylase,
HDAC), HiBi#lil ¥ SMRT 5 BTB/ POZ 45 #4 i3}
ghif, DI 28 1R S TR . 2001 4R
ZHANG 4§ " B 58 & B . 17aa X A fig & BCL6 Fl
BCL6B ) — Al X5k, HS5FSHTA CH.
1.3.3 R4 BCL6BRCH & A S EAE
1) Cys2-His2 Kriippel FEFEFE 4510, 1 BCL6 &% &
6L BFIR A B, I ARRIME S 94060 . Z X Bl
Y o BEE X % T 2k DNA 254 1 77 91 55 5 vk 2 ¢
OB K SEREAE 45 H BT 5 BCL6 B9 DNA 25 5 )7
SR RS 4, I BCL6 (1 DNA %5 & 7 81 515 5
SO B ok ¥ W7 (signal transducer and
activator of transcription, STAT) ¥ %5 & 7 51 #l
fl, "TEEZ 5MEIH 4/ &R (interleukin, IL)-4
V55 I B Sk 1 3 5 ) el 1 B AR S M B
BCL6BAE#ifb it B ks T H IRy 2, H
FEMRE G . S sE SN . T A M B TR R R A A
WA R A R AR

2 BCL6BWMEWZEINeE

2.1 BCL6B# Z¥mH sh4t

BCL6B Ml BCL6 ¥ vl i i 5 STAT A 537 5
B DNA 78454, T STAT 55 /Y 8 73
PG 5% 1. BCL6B AR B AN HL 4% 1 1 552 48 5t S 4 il
HEWMMEE ), il 5 BCL6 Y BTB/POZ 4514
B sk BCL6 & [ H ] A9 17 4> i B R <17 1 2 5L 1R )7 51
A 45 508 WL 5 08 — R AR, #F 10 5 % mSin3A/
HDAC1 & &1k, RIS Dae ", oo
7R BCL6BW i it [f] B 5 CUL3 il CBF1 454,
{E ik CBF 1z AL R AR, #1040 Noteh {5 5 38 % .
2.2 BCL6BA*4z5i#B%

VS G B Y B S 4 i X+, BCL6B 3 i i 4%
Z MG E K, EAME G . AN S e
Frh R E AR, F R e A B kA R
£ 4% Notch. It 4 M B A K N+ &Z {&  (vascular
endothelial growth factor receptor, VEGFR) . STAT .
1% B ME LA 3-3# B (phosphatidylinositol 3-kinase,
PI3K) /% H ¥ W B (protein kinase B, AKT) Al
p53 A [ S s T g Ay T g R AR AR T
B AR, L B R T R W Y O R SR A TV AR
Mo ARCEWFFE R — LR BCL6B1E H At {5 5 i
% AR VR T S A 45 28 g v i LRI, AT 4R

JR G PRIA YT %
2.3 BCL6B# @ik
BCL6B (1 55 235 W I 2 Fh 40 i T 6E 19 18 2
R R e N 7o o O B 2 N L8 3
VLR R BT T8 A5 . 33X Rl 22 oo I AR A AR
Jif 38 4 e Fp 2 B MR OBU R KON, B A AT o A A A K
Mol HE AR AE T, HE N LA R A 2 v AW
E 1 I FH A8 .
BCL6BTEAE iy hae R . HANS H5IEH
M AR IR, R IR A R AR R R v R A
o a0 B A AL, AT R R
BCL6B V¥ 240 i A= 4 5 08 T 2y e 00 57 24 470 0 SR gk

3 BCL6BEMEFIERNHRHE

BCL6BAE T # M 445 . I 45 A2 45 2 Bl A2 9
ok B R SEAE T, T AR MR A ke R AR
WAL TR AR R B, MR RE -2 B
TR, V0 N2 A A R A5 LA R o R DR e
S o i DR 5 400 9 R TR A i ik A b R A5 A B E
KHEMPER], W E IR e A, Fe st 1
X L3 38 A I T 2 R DR 4 0 A G A . PR
T 5 I 988 AH DG 5 S5 DXL 19 20 5~ ML R T 1 B b g
Az R R AL A

BCL6B R W TE N IE W HA "2 &k, H
AERE WAL, il 20 ZURIIG £ b 1y Rk KB o
T R AE Z2 o Jirb g vp o 5 B0 2% SRk RS . JRE S A
4% (The Cancer Genome Atlas, TCGA) #¥g
JVESr B ai R on . SRS AL, BCL6B f£ A
&I (cholangiocarcinoma, CHOL) . 3k %15 % Ik
40§ 9% (head and neck squamous cell carcinoma,
HNSC) . B % B 40 }fg 95 (kidney renal clear cell
carcinoma, KIRC) , HCC, GC, H kR (thyroid
cancer, TC) FIZI M U 28 6 5 4 i 96 55 i 98 v
RIS, MR R 29 (bladder urothelial
carcinoma, BLCA) . FLARIR % (breast invasive
carcinoma, BRCA) . ' JIE ff & 40 g %% (kidney
chromophobe, KICH) . ' % kR 40 1% (kidney
renal papillary cell carcinoma, KIRP), filil### (lung
adenocarcinoma, LUAD) . fifi & {k 40 g 4% (lung
squamous cell carcinoma, LUSC). F & N IR E
(uterine corpus endometrial carcinoma, UCEC) .
BB R B B (cervical squamous  cell
carcinoma and endocervical adenocarcinoma, CESC)

hERRIL. LA 2.
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BCLG6B expression level (log, TPM)
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A: Expression levels of BCL6B in tumor tissues and normal tissue; B: Median expression of BCL6B in tumor(red) and normal samples
in Bodymap ; C: Expression levels of BCL6B in tumor tissues and adjacent non-cancerous tissues ( Normal data are shown in gray
columns, where red indicates tumor samples, blue indicates non-tumor samples, and purple indicates metastatic tumor samples; P<C0.05,
“P<<0.01,

ok

P<<0.001). ACC: Adrenal cortical carcinoma; COAD: Colon adenocarcinoma; DLBC: Diffuse large B-cell lymphoma;
ESCA: Esophageal carcinoma; GBM: Glioblastoma multiforme; LAML: Acute myeloid leukemia; LGG: Lower grade glioma;
LIHC: Liver hepatocellular carcinoma; MESO: Mesothelioma; OV: Ovarian serous cystadenocarcinoma; PAAD: Pancreatic
adenocarcinoma; PCPG: Pheochromocytoma and paraganglioma; PRAD: Prostate adenocarcinoma; SARC: Sarcoma; SKCM: Skin
cutaneous melanoma; STAD: Stomach adenocarcinoma; TGCT: Testicular germ cell tumors; THCA: Thyroid carcinoma; THYM:

Thymoma; UCS: Uterine carcinosarcoma; UVM: Uveal melanoma.

B2 TCGAXIEE R F ME I AR (A B) RHEAGLIERAL(C)H BCL6B RKZKF
Fig. 2 Expression levels of BCL6B in various tumor tissues and normal tissues(A,B) as well as adjacent

non-cancerous tissues(C) in TCGA database
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BCL6B 5 Z #h g 1 & 4= & J F it s 4 o6
45 HCC, GC, BC, CRC, i (lung cancer,
LC). TC. B (cervical cancer, CC). BF4ijE
J&  (renal cell carcinoma, RCC). DTC Fl ik X J&
o M TR WAL, A R E 42U
PR T . XTIANG % "l it CpG H 364k iF 58
KM : BCL6B & Z Mg fie thny PR RE 1, 1
£ CRC, HCC. GC, BC. CC. LC ‘& & fifi 5 2
i geg v 2 A A B RAR G DL
3.1 BCL6BE Sk R %08+ 44 R

BCL6B 7 % FF 1 3 1~ 45 14 3k ok 45 & BCL6
DNA 25 & J7 5 I K ¥ 5% Sl D ge, X & B
Pl S T =R = K (WS (U oSS S T o £
BCL6B Al G 5 ik U8 (1) & k& . 2002 4F
SAKASHITA % " W98 & 8. BCL6B mRNA 7£—
SR B B4 R RNAT I AN AR P s, R
BCL6BHE N AT 65 5 280 M & A= 09 17p Ye ik 57
H TN B T AR G R R A e R Y SRR A
K, AR — AT BEMEATY T adE — 25 W IR 5
3.2 BCL6BAGC ¥ #4ER

2012 4F XU 4§ ™ B 98 & B . 38 0 B 3 Ak sk
T 225 0, 6 NS AE b ik 3 — o iy
FAL LB BCL6B, HAEFTAH 94 GC 4l il &
Py pe v BR BT AR E R H A BUh Rk ik
RUAE GC 20 J v 2 35 i 2 32 5 2l Ak R 4%
1E GC 4l i 2 v 558 4% 35 BCL6B n] 41 il 41 i 48 7%
R A MLE ), S AN T, R B P
FARE S, %45 SRR IR BCL6B1E GC v & 4% 0 9 A
Mo Behbh, izt i £ R Cox [ 43 #r &
M. BCL6BW 3AbIE GC B AE RN KA A7 1 2l 37 i)
&

YANG % "V o . GC B 13K DNA
Al 3] BCL6B Ji 8+ W ek, B B R S 46
T2 B 5 R I DR B AE o AR 2B A7 R 38 JC
WOGHK . SR, DENG % ™ W58 & ¥l BCL6B )3 3h
TR EAE GCAFRTREA L. T
BCL6BAE GC kA & Je v AR B B 0722 i) 2 2
L, fEERE RS H B Y k8. TET Rk &
F4 1 (ten-eleven translocation 1, TET1) nJ i 2%
H I fbVE I B BCL6B #ik , Wil pp i ot Jg, H
BCL6B 3 ik 5% ) GC 20 Jl X4k 57 25 4 1 S0 vk o
2019 4F CAT 4 " B 98 W 7. 76 /N BB A o
BCL6B W Ja s 7 W 3k ik T8, Tk —2 %

A, IFIME AR IF BTN GC; 5-A -2 - A
MHF (5-Aza-2'-deoxycytidine, 5-Aza) W] il it 25 BR
BCL6B W ALYk 2 H ARk, $en HE R A GC
BT 7, (AR R PR TR R .
3.3 BCL6BAEHCC ¥ &4 R

2014 4F WANG % ' 58 & 8 : BCL6BAE IE
WAL A Ik, BAE TR Y 94~ HCC 44 g
FZo, A6 RN BCL6BRE T, HI
kB R 5 E 31 X s A ¢ . BCL6B R
A7 3K AT 001 T 98 A0 M G L R 2R RN B K HE Il A
A CEE T, FREAR T /0N B s A6 8 A5 R fii A B e A
R EARRE, HIZA/EN S K HCC B M .
BCL6B &3kl i S 40 M 04 T2, iz & 5 3OS
Caspase ¢ [ b F 4 i 2 RIR T B R R &
fif [poly (ADP-ribose) polymerase, PARP] H
XK. A, BCL6B i i b E-45 2 & M
(epithelial cadherin, E-cadherin) . OB-%5 % & H
(osteoblast cadherin, OB-cadherin) ., HIV-1 Tat #H
HAEH & A 2 (HIV-1 Tat interactive protein 2,
HTATIP2) FlE S 32 1A F o BH 5 5 3 M 52
Ji 51 1 (transient receptor potential cation channel
subfamily M member 1, TRPM1), F il Il M &%
H KA A (vascular endothelial growth factor A,
VEGFA) , MM & &40 M % % AEM . R,
BCL6BAEHCC H i Y E JH i A B A

20154 WANG % ' X% BCL6B fE it £ 41k &
JE R B AF 5T & B 5 0E R R 05 4 21 1L R
BCL6B#NAE HCC U R IK W W AR, HH%
K55 TR RRE B4 I AR e B AR I R AR 8 A A A G
W5 KRR Y S8 45 SR AIESE . BCL6B Al i 14
WLA5 005 5 RAE SN, el FEF Ak, I 0/ 1 i
E4i1 | DR S e v R 11 i el R L o T N ke 4]
WE 5B M E. R4, LIS k8. R
I R WL 38 1% JR P AL Ah , BCL6B 3 35 A AL A0 il
HCC 4 il 5 78 JF 175 5 A 12, 36 ] 5 B0 i A 1)
P T G/S I HE R IR A o0 B 45 R R
fE HCC ' BCL6B ] I i F 9] A= K B i A5 1
(early growth response 1, EGR1) 3EF £k,
i EGRL S pb3 M5 5158, 55 HCC 41 g 14
T2 BRI — A UESE T BCL6B Al M5 HCC 41 i
Xt 5-3 JR M8 I (5-fluorouracil, 5-FU) Ay &R M .
ERBFFE R BCL6B W fE & HCC W AE i U 2E 9
P& .
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3.4 BCL6BA&CRC ¥ #4RA

£ CRC ™, BCL6B A B 58 4 1 3 R A %
H LML S 3R R IR UL X CRC 40 3 58 | (R 72 0
TR HIVEH L EZAm A F 8 4 th p53 i i
v, /8 BCL6B W AL GB35 A R 1S 1
brii; B BCL6BRIKIG, A A7 G/SH.
IR KB . BCL6B %L A W 34k 55 CRC 49 |
Ik B &5 5L A RN g AN X 5-FU 1) SRR ME A G EE
F W BCL6B B A 1£ Jy CRC #i J& Al Ak J7 U AR &
VI . WG 23R gE Y A AR R TR
BCL6B XN 3AL 5 CRCHIE R . & H % 5% %)
BCL6BTE CRC " HYE AT T RIIESE, BRUESE
SSRGS 1P N 1 S T
BCL6B W] 3 5 30 ] PISK/AKT 15 5 @ #% , § 3
T ¥ B F E-cadherin 235 L #, 408 & 1 D1
I 48 E HBE 9 (matrix metalloproteinase-9,
MMP-9) &35 T, M5 5% 40 A6 e 6 fF, fa) 4
T CRC 40 i (%) 14 58 FiE % 5 Wnt/B-catenin {5
538 B A AT RE L 2 5 A % BCL6B X CRC 4 il
B 5H R AL 1 S A
3.5 BCL6BAEBC ¥ #4m

BCL6B #£ BC " 0y #F % T 2017 4,
KROIGARD % ' ¢ %} BC # Ji& ) 5 3 414 #7 b &
T AR FERBERE, L BCL6BRREH I A
A HE S A N 2 — o 2018 4F, 1% M A it —
AT R AT I Y AR SN R IR s 36, ik —
A W1 BCL6 PR 2 fi (B 459 TE B 09 56 4% 1 Jre 1) 9K 2
WE, HYrH R 1E M@ g L E-cadherin %5 41 il 54
B 23T A1 VEGFA e 528 .

2020 4F HE %5 ") fE#F9Y ZBTB16 1£ BC i1
FHE % . S %35 ZBTBI16 W 5 BCL6B B
BCL6JE W IR K, Jfiad [ BCL6B F kit
BCL6 3 & ¥ i Jeg 0 i /6 F . 202248, LI4§ ©7 B
KRB . BCH BCL6B % ik 3% CpG B 3 Ak i ,
LA 00 ) 4 3G AR 5 S A AR A R T
i EMT R T M S5 i Mg e )13 BCL6B vl il
A T R E (interferon, IFN) 24K (type [
IFN receptor, IFNAR) LLJ{E T ¥ TFN #3834
(IFN-stimulated genes, 1SGs), & W 40 i ) bt
fif g e AU Ak 5 AT [ B R U CD24 fl CD47, 3
SER T 5 B AR A 00N ) RO L R B N I Y
W AR o R 4f S TE B T I 40 A A o AR R 4
PER A S F¥IZ 5T BCL6B X BC g /E A

3.6 BCL6BER A Z4E F ¥R

BCL6B 75 H At 52 4498 th 09 i 58 4b T 0122 IR R
BB, O SCHk I A . WANG 45 7Y iF 5 B
AN e R 9 P DNA S Ak i i P 3
KRGS BT, GRS B 4 ik SR, BISTXBPG
BCL6B, FZDI10 1 HSPB6; HAREA L i, L
IR 44N JE R 7R K 22 B A1 20 b 5L s AR A
FIK T, 48 BCL6B ] e 1E R A 1 71 1912 i il
RITHLS . LISE ™ B9 W . BCL6BTE CCHIA
CpG W LAk 235 R, al @ i 9 i CC 40 i A=
K. EBMEERETUEMEM, JHMEH DNA ZH,
SO0 M4SN AE S M /N BLUAKR Y OS2 I 3R B
BCL6B ml il fz T Ji Jeq 25 & 1 fili 7 % AL 4 T2 1
WA UCGE 3 B L T 0 i BE W 5% B BCL6B i
FIR W AE CC A & h s 3 A WEAA B i ; BCL6B
Al R I FAK S BORE AH B VR H B 1 200
(FAK family kinase-interacting protein of 200 kDa,
FIP200) F1B 4ijifdibk 098 X1 (B-cell lymphoma-X1.,
Bel-XL) i #F CC 40 M /9 A W . 7E3R 97 75 M,
BCL6B A g /i CC 40 il x5 5 A2 |5 . W4H F1 5-FU 1Y
R . 20224F, TONG % " #Fsg & . #£ RCC
i, BCL6BH Mg gh+ W AL i Ek, & RCC
MG FIAERS , JFIE IR TS, DA & 44 i g 4 il
YEH o Ak, BCL6B & BEIN ] RCC 40 il h 2 i
SEDRN T2 B AR R M i R ik, A NANOG [R) R &
FHH (NANOG homeobox, NANOG) . Kriippel ¥
A F 4 (Kruppel-like factor 4, KLF4). CD44 fl
ATPE A& GIERER B 2 (ATP-binding cassette
2, ABCG2). 2023 4,
ZHAO % " 5t k. BCL6BTELC A &bk
KM, EEREHFRANT, BHXLCYIME R
B B RR BB T N BRI — Rk
B3R RNA Cire TFF1 A AE S miR-29C-3p B 4y F
e, L DNA H 55 SA[DNA (cytosine-5) -
methyltransferase 3 alpha, DNMT3A ] #ik, fiEtik
BCLG6B ¥ B 3k Ak, 0F 17 afF fili e 4 38 5 . 32 7%
MiZFe., HEEE ™ MR ER: TCGA B IE Y
Braf M, SIER AL, BCL6BAEDTCH
Rk, HE ARG MX; EEAE (Gene
Ontology, GO) F1 5t &F 5L K B K4 |7 B2
(Kyoto Encyclopedia of Genes and Genomes, KEGG )
HEMT LN, IBITBEAREKEEES 5HEE
M. FAnE e . DNA 25 G 55 56 F e e % 45

subfamily G member
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s TIMERUHE 5 o, HilJ5 2B BCL6B 5
CD8 T kL4l i 52 A C X &R 5 LI i — DUk
T BCL6BTEDTC i Rik, @Ak BCL6B W] 41 il
DTC 4 L % 55 12 %, JFR W , #x
BCL6B ] BE4E R I DTC i J5 MAn &y . A
BCL6BRIEMBUG M ES R REE R, %
JEAT RS F DTCJE TN i, 55 BCL6B
FE HUR B g o A S A [ 3l B G, A R A LA 240
R Wy B v 3 — 25 0 IE

4 INEFRE

Bl & 3T AL 2 1 R T, IR v o ek Y ik
DAL= sz i e A T, H o U s A% e A 5 S0 )
HE DR R O 9 UE SR I kAR kS R AR
BCL6B f& — A1 N IE #4120 v 3k H1 78 2 Fp i
PR B R AR B . BRI 2t R
BV, WA 5 BCL6B 7E b e v ity B AR AR ] i 1
W/ AR SCH i LB BCLGB (454 5 4 92 Th g,
[ JO5E - P i T LA e R & A R v A B A G
B

BCL6B 7E 40 i 38 58 AN T . =2 28 F 56 % 2 i
B A i E T B AE T BE R R PR G HEVE T, ik sk
Ty B 38 2 H R 5 M 0 B 38 25 # 3F BTB/POZ 4544
% A KR s F B AR LS . BCL6B % 5
FERW 35t A PR L 3 — 20 8 T AR Y 2= DI RE Y
RS O B S P NP NS S B A
20 LR TR EAT IS E WA b 9 I A R A O
K K BAESE E, M 5 e o b [ B BCL6B 7 Jib
9o R MR R R v B AR ML o

TE P M S BF 98, BCL6B /R & 2l
IRE o 7E AR /N 4H M il g F GC 5 2 Bl i ok
BCL6B = B 3L 58 R 15 % UIA ¢, Pk &
&K ) AT G2 B A M G A S AR, PR LR
K U 0] AR B R R B R YT R S o NI R fR R
BCL6B H. 451 Ry 12 Wi 24 Wy bs i 0 IR 9T B 190 ) 40
SRV 7 o K BCL6B 3 1k 7K 57 1T i Bh ) Ui Jif 73
RIS, SRR T SR A o IR, JF
KW BCL6B W) 7 5t 2 H S0 259, T REl
JEE A E B s R AR AL R IR AR . KR
BCL6B 5 HAth 0 10 36 97 5 % 22 96 97 10 86 & 1 H
AREBFITH G BE LA, HETBCL6BW AN
Jb TR B, AR A B 1 BAR 531 L]
KFEEBEE, WA IS % eI E TR 5
UE o AR W5 N #E— 20 IR AR 1 BCL6B 1 i 7 Bl

i, AR AR AR P h i T eI ST, T R I IR I
95 DL UE HAE A IR 97 S S A R e e

Zi b, BCL6BAEN —A>H 2 5 sl A
FE 20 A= 4 2 TN IR B 2 op AT T3z i 5T B
Ao o JE i R G RNIG R 50 UE, BCL6B A HAE
PRI S W FORS W TR YT T R RS AR A, o
BE UG B2 TR 7 S0 0 A T R
J5

Pl ST AR

JI A A T W AR AR R 25 R

fEE AN

WEMS SR RGBSR, WFEEMERES5X
TR B SRR B, 2RI 2 5 F i R 3 SCH B
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