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(M ¥E] HE: 55 T-ALVKER S BCLIIB REHRA KRR Fik: FI A% Z R A& N (RT-
PCR) FI3ER} <& B4 B U M (RQ-PCR) Jy ¥k 44 12 4 T-ALL/ KBS 8 1A ifn 221 B 40 ff ( PBMC) & BCL1IB
ZERM XKL R LA IR LHE PCR YRRt BR:3 A T-ALL WEREERHI2 7 BCLIIB %
SR FFAE RS 3 B FERRE, KA 9 BINSASE 3 A B FERR RIMF R4 . W4 A PBMC & BCLIIB %3k
KFPEREZF(P=0.301), &if:3 B T-ALL/MEMRA T2 F BCLIIB R E FA, [BEREK Y L LH
BE5.
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Analysis of the transcripts of BCL1/B gene in T-acute
lymphoblastic leukemia /lymphoma patients
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[ Abstract] Aim:To analyze the transcripts of BCL11B gene in T-acute lymphoblastic leukemia / lym-
phoma patients. Methods: RT-PCR and Real-time PCR were performed to detect the expression of
BCL11B gene in peripheral blood mononuclear cells from 12 T-acute lymphoblastic leukemia / lymphoma
patients. Restriction enzyme digestion was performed to determine the specificity of PCR products. Re-
sults: Three T-ALL / lymphoma patients showed two transcript variants of BCLIIB gene: the wildtype
and the absence of exon 3 transcripts, and the other 9 cases all revealed the absence of exon 3 tran-
scripts. The expression level of BCLI1B in the 2 groups had no significant difference( P =0.301). Con-
clusion: A quarter of T-ALL / lymphoma patients display two transcript variants of the BCLIIB gene,
which might not influence the expression level of BCL11B gene.
» s
[Key words] BCL11B gene; T-acute lymphoblastic leukemia /lymphoma; polymerase chain reac-
tion; real-time quantitative polymerase chain reaction
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EmAEFR(EER)

FE29#

H52%HE MR A MR T 482 (T-acute lym-
phoblastic leukemia) B4 H —EX R, KEE
JKPEE MR A R PR . T B4R E
L7/ W BRI A A7t 5 BCLIIB BHIM%
ABFFTF F A 8 AL af & PCR Xt BCLIIB B [H
ET-AL/HBREPHRERAETEEMNER
8o

1 #RERZE

1.1 He
1.1.1 #4& Y8 T-ALL/ERES 12 8, &
HEHEARAnNR T 4R 6 5, T AEKERE
5% 5 6, T MREBAMMKEE 1 6, Jurkat ZHBTHE
1 Molt-4 41 fatR{E R BRHEXT R,
1.1.2 &#&#H RNAzl &, BEVLSI AR
HFZEHAFI &M B Gibeo /4 7] ; PCR2. ITOPO TA
#R{KLM § Invitrogen 24 5] ; bRMES 8 EH Greifswald
KEF MBI % F Schmidt 22 W ; Hinf I R ¥
R YIES K% TaKaRa 24 &) 72 ; AmpliTaq Gold i
&M B Roche A F],
1.1.3 &M E PCR J (L (Biometra, f8H) ;
KNe3get & PCR {L(BIO-RAD,%£H) .
1.2 Fi&
1.2.1 RNA 3234 cDNA 44 I RNAzol &
&R RNA 35 I BEVLS | 900 R 5% R BT &
 REEF G R cDNA 55—4% , Bk B AL iki# AT .
1.2.2 ikit# BCLIIBBM #x A ey FTF
AL I YIS BE L, FIAWXT 5894 515 1%
BT BCL1IB #1 8, M EH K B, B 568 B.M 1
H P F B eS| PCR2. 1TOPO TA #{& L ¥ T-A {if
B, R5¥% BCLIIB EH =Y i k& F| EcoRV E§1)
PLA L, MRIB R SM 5 Y606 BE T Fade e sa Tk R 3 11 35
DNA /K, 3 4R #E & DNA KP4 FI % R4 2 ul
DNA 14 107,10°,10° \1Q* . 10° .10 110 #2147 41,
1.2.3 RT-PCR 3F|#[F Ei&it, A E MM TIB

MOLBIOL AR} & M. BRRMAER25 pL, & 1 pL &
7= % cDNA. 1.25 UTaq ¥ & . 0.1 mmol/L
dNTP 2.5 wL10 x PCR 2 #h#.1. 5 mmol/L MgCl,
0.5 umol/L {) L F¥5 | FaaB 4k, KM 7E PCR
TRAUFHT RN S F PR X BB R R
BRd, RR&M:94 C 1 min(F K S min) ,60 C
1 min,72 C 1 min( KK 6 min) , 3t 40 MMEFF, Bf5
15T 4 CH, PCR =Y TR 2. 5% SRAgkE
BERE AT KIS R
1.2.4 RT-PCR #4447

(1) BR&IHENYIESNS 4L Hinf I R&IE AR
BN 4 -12 U/pL, BSYIR R {EFR : PCR =4 20
wL, 4K 14 pL,10 x B§EIZ rhak 4 wL, Hinf I B2
wL, BT 40 wL,37 CHE 3 h, BYIREETHEK
BU S 2. 5% SHUIEMEGRR: R e Ik MR R o

(2)PCR =Y E#FFI4HT 20 pL PCR =4
BARBSE2 5% IR R a ik, 2 BB
REXEINBTFHRENERARNE, BEATHH
BLOEF I MA 20 wWL BHkREH,4 C kAR
WK HBL pL #47 2 IR PCR, R K R R &1y
AT, =i LR A Y E AR A W
1.2.5 ZEPCR #HHE#HT, B—FEN5
#4T B,M F1 BCLIIB i, SRR 25 pL,
BiF] AmpliTag Gold X3 &, 445 JATP.dCTP i
dGTP % 0.1 mmol/L, dUTP 0.2 mmol/L,0.75 U
AmpliTaq Gold B 5, 0.25 U REEN £ 5
(UNG),1 x PCR £ % ¥k ,4. 5 mmol/L MgCl,, I &
0.5 umol/L F#FIF#347,0. 1 wmol/L fy 6FAM-
TAMRA #£4F #1 2uL cDNA SKATHES:, 7E 50 C.2
min,95 C .S min 285, 317 45 B, 85—
PTEFEIE 95 C 15 s F 64 C .1 min, KMEEFKHIEL
At e & PCR X i#fT, RAIAFIRARHES 2 4.
P B AR B R R

#1 HATXRHERPCR 5|1 MMELHE

3Rt il YER
BCL11Bf 5’ ~ CACCCCCGACGAAGATGACCAC i it
BCL11Bb 5’ - CGGCCCGGGCTCCAGGTAGATG F¥3Iy

BCL11Bp 5’ — 6FAM - TCACCCACGAAAGGCATCTGTCCCAAGCA - TAMRA et
BME 5’ — CTCGCGCTACTCTCTCTTTCT LWy
B.Mb 5’ - TACATGTCTCGATCCCACTTAACTAT T

B.Mp 5’ — 6FAM ~ CTCACGTCATCCAGCAGAGAATGGAAAGTCA - TAMRA et
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1.2.6 it a&® KHEFEAP BCLIIB S8
(% £5) F/R, G AR IR P B STREARS ¢ 06

2 #R

ARSI TR ARG BCLIIB RH Fia 0 T4
RIfY 624 bp &b (1 F55 2 b8 F) , 0 F #5946 F
BCLIIBEH FH 9 1 029 bp b (LI T4 4 4b B
F) #8438 BCLIIB #) cDNA 351, {4 3 () F B R
2} 406 bp {EJEFTY 1S PCR 7= 242 B B M & A FL UK
SIMT R ILAER 12 GIREABIFEAE 1 %200 bp ZEG
UK P9 st KRBk SE 3 4B F 1% BCLIIB
FEFE A, PCR =414 193 bp(E 1 -3) . MH{VA
3 i AREARY PCR =4 ] EERER T 193 bp HUK
WA, e KB 406 bp By 5 HHASE R —B(HY PCR 7~
Y, BT 5%/Nr B 193 bp PCR =¥ e S th 1%
T Y O B2, R B 7E 406 bp B iE 7
1£— 380 bp K/NWF=Y) (RAH) (B 4), LTk
TP YT B Hinf T B (BYI0LE R : G ANTC, 7 F28
34hE T, EF R 852 bp 4b) THAL/E ,406 bp AT
Y14 229 bp #1177 bp BN B (& 5) , 1M 193 bp
#1380 bp K/NEYT=H TG B A1k .

Jurkat 40 fER%F0 Molt4 40tk PCR =& 305
WHIEE I B UK 4347 2 R st B 193 bp 1 406 bp HL K
17, 3F HL7E 406 bp ML 77 7E— 380 bp K/NE=47,

10 20

CCA AG Ca

70 0 100

GG AG AMCATTGCAGGTAAAGATG

30

R B o

V-

AS... —_—

A BFERIFERA B3 b FEUAR L oA, ATk ARSI
VIR B, RS 0L TR 2 Sh B F, FWESI L T4 4 Sh 8 F,
By 34 i PCR 7 ) 15 BF L 5% %A % 406 bp, 7658 3 Sh B T B F%
AN 193 bp

B 1 BCLIIB B X pFpE ke A< R B

2FRFYH K 193 bp, M:DNA 4 FRBARHE, 1 ~9: T-ALL/#
BB REAR (5 3 S B F B DR A)
B2 PCR 93 AE SR B Uk A B4 SR

40 50 60
AGC CTTCAGC TACAT TTGCACAACATGCAAGCA

110 120 130 140

80
GC CCTTCAACAGCGCGTGGTTCCTGE TGCAGCACGC GCAG AMCACGCACGGCTTCCGCATCTACCTGG AGCCCGGGLCG

B3 83 Sh BT ERAEE AT ST E (385))
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M:DNA 2 F R B ARME,3 B T-ALL/ BRI REAAE7E 193 bp A1
406 bp =45(1 ~3:P10 ~P12)

Bl 4 PR PCR Y5 IEME B e vk AT 4 R

1: BgYI] PCR =47; 2:B§YI/=4); M:DNA 5)-F FRBEFHE
FS PCR =4y BR 44 P LIRS 1k s 3k B

HRAE T AR A i B, M #5 D%, 755 100 000
A BM ¥ L & BCLIIB ¥ N, iHHE AKX R
n =100 000 x BCL11B/B,M" , 12 5] T-ALL/ Wk 9%
% BCL1IB 3R i3 %7K K (140. 28 £205.29)
¥I/10°8,M ¥ 01, oo 3 4t BUBI # BCLIIB %%
FAMIREA (347,47 £347.08 $ 11/10°B,M # 11)
AR 9 BULE—FEE 3 SP B F R RAMHEA
(71.21 £79. 78 # 0 /10°B,M ¥ M) , & LB TG it
2 2(P=0.301) s
3 e

BCL1IB ZFEMT 14 SR AMEKE 14932.31
fiR, 421K 7 816 bp, & 4 MMM F . HGRD—Frer
EA, RET T 400 9 R 40 M R 4 4
BCLI1B ks fafi+ CD, CDy XUIHMMAE
R, AREK 4L TCR VR2DR ZEEHE, iR E W
BeZ pre-TCR E-&%'" . # BCLI1B 2 M i 48
REMTHRSIMEETLTFHERNZ —, [

L]

i, RS T HARISEEFREFREES . AR
AP T 0B BCLIIB R KFAE AR, T
M TE AT R B K R AR, 7E—256 T 405
EHEBERARE" LB EHPFIT LR
BCL11B R 5 T-ALL 5 —% M 2A ,BCLI1B %R
BRACRISE T 40 M5 f FAE & , W BCLIIB 3R
KATEES T MR A X,

PR A AL & AL af € & PCR X+ BCLIIB
FEE T - ALL/WR B o 1 R K R s BE 1T E eI
EBMT. £ RT-PCR P45 BtE 447, K3 3 4
T-ALL/ W 258 28 & [A] Bt ARG BCLIIB ¥ ¢ 4
(BFERIFSE 3 AMBTFHLR) , HAR O I RREE
3HNBFERRFERA HERMKRRIARKREETH3
BT RA . B, ML E 12 6 T - ALL/#RE
HEEVREIEIINEFHRANFERE, B
BCL1IB ZEFE P H BT 5 3 4F 8 FEFE M mRNA 18
{83, PHRKRIA 70 % ~80 % e FEME BTN
BTEAMES " MAEARNYZEEES 5%
ME 515 HREFRRE MEMMUEE M4
P A RS XR BN TR, HeBE 8y
HE5MBEE ANLHFZRENER IPREEIME
X, HET,BCLIIB B F A Ky 2 — F b i 400 il B
A, HEE R B R A iR B E ARG RN, E
HEEWIEEEYFEEER NI SBAPERE. I
BB ER 1 # inv(14) (ql1.2 q32.31) & T-
ALL,BCLIIB EHEE 3 SN EFHHEHIIET
BCL1IB 5 TCRS #KH i D3 K RARE, T4 TR
AREEY, Mk £ THER BCLIIB M#R%M,
% 3 Sb B FER MR ER TR TEAK
TRk, R EE BCLIIB B H M IE R Y FIRETER
T SBPE R4 M T T — S RAPR

B 3 PR A Rl e B W e R4, (HERZE
BES5UERE-MEREAWELTHESITFE
. FIRERIRMEE RAP R FBEEANEFIARED
HHEREWEBE SN B FREWFERA, BT HE
K BULE 406 bp 5REE PCR 7=y i Ik B UL B F77E —
380 bp K/NEIF=H), 4R iR KIRBE (64 C,68 C)
TR PCR 5 Hinf 1 BFESUI R BB H AR, HiEH

3B KIEBEZE 70 CHY,406 bp #1380 bp B PCR =

YIFEI & . BATIACH 380 bp 5 406 bp 5% PCR
PR A 36 ¥, {H 380 bp ZRE: PCR ¥R BERK
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Hinf I B§YIE 4L, FLFF5) +F 7] BEFF7E Hinf I BYIALR
BIBRRRRAE, RE NG RIET Y M — S0
FRIEK.

AHEME DI T BCLIIB HEFE T-ALL/ ¥k

BB A WA RN FER R, R Ak €&
PCR R J J5 ¥k X 3238 BCL11B BR AR R A K
A AT BT, R BRI R A Rt i T
BASHHFRLRA BENPM.
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