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[(HE] 86 HITUEIER B I L% (DLBCL) Tl 76 8 116 L/ E1CUBELD) A 1= 3 4 Bel-2 2 F A9 3R 35
Bl R B S, ¢k WedE 80 1 DLBCL 414UH1 30 {91 B b B2 4 0B 318 A (RED) , 1o S 2 41 AL 3R (EnVision — 25
)% DLBCL £ 43 BE A7 50 88 43 T IF 46 9 He % X % GCB %, ABC %l UBEL . Bel-2 & [ 9515 ; [ UBEL.Bcl-2 & A
16 RH 4481 335, 208 UBEL . Bel-2 E 355 DLBCL M3 I J % B4R AF 19 ¢ R, B DLBCL 4141 h UBEL 5 Bcl-2 %
KA, 4R DLBCL A2+ UBEL BHPEREFE N 65.0%(52/80) ,RH AL FHME R A R A 13.3% (4/30) . Hi & % 57
BA G124 73 L (P<<0. 05) ; GCB BUF1 ABC B BHE R 35 #4303 7 53. 3%6(16/30) .72. 0% (36/50) , i # 22 5 B g it % 3
X (P<0.05), DLBCL @ # Bel-2 BAMERIE Ay 51. 3% (41/80) ,RH AL R K AH 10. 0% (3/30) . iHF LB A5
T SL(P<C0. 05) s GCB B ABC I A% FH 1 26 35 - 4 51Ky 36.7%(11/30)\60.O%(SO/SO),W%§%E~7ﬁ?}il‘l'iﬁ>4(P<
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Expression of UBE1 and Bel-2 in diffuse large B cell lymphoma and its clinical significance
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[Abstract] Objective To study the expression of ubiquitin-activating enzyme E1 (UBE1) and Bel-2 in diffuse large B cell
lymphoma (DLBCL) and its clinicopathological relevance. Methods Tumor tissues were collected from 80 DLBCL patients,
and tissues from 30 patients with reactive lymphoid hyperplasia (RH) were taken as controls. Immunohistochemistry detection
(EnVision method) was used to detect the expressions of CD10, Bel-6 and MUMI in DLBCL tissues for immunology typing of
GCB or ABC. The expression of UBEl and Bcl-2 proteins in DLBCL tissues and RH tissues was assayed by
immunohistochemical staining, and its correlation with patients’ clinical pathological indices were analyzed. We also analyzed
the correlation of UBE1 expression with Bel-2 expression in DLBCL tissues. Results The positive rates of UBE1 were 65. 0%
(52/80) in DLBCL tissues and 13.3%(4/30) in RH tissues (P<C0.05). The positive rates of UBE1 were 53.3% (16/30) for
GCB type DLBCL and 72.0%(36/50) for ABC type (P<C0.05). The positive rates of Bel-2 were 51. 3% (41/80) in DLBCL
tissues and 10. 0% (3/30) in RH tissues (P<C0. 05). The positive rates of Bel-2 were 36. 7% (11/30) for GCB type DLBCL and
60.0% (30/50) for ABC type (P<C0.05). The positive rate of UBE] was correlated with age and the extranodal involvement
site (P<C0. 05). The positive rate of Bcl-2 was correlated with age, Ann Arbor stage, extranodal involvement site and
international prognostic index (P<C0.05). UBEI expression was positively correlated with Bel-2 in ABC type DLBCL (=
0.582, P=0.001). Conclusion UBE1 and Bcl-2 proteins are highly expressed in ABC type DLBCL tissues, which probably
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plays a role in the development and progression of DLBCL. High expression of UBE1 and Bcl-2 may indicate poor prognosis of

DLBCL patients.
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1.5 %4 R SPSS 20. 0 #4742
GIHT R IR L o K5, UBEL Al Bel-2 235 1 AH
Ktk ] Spearman #HIE /34T K45 7K () 2 0. 05,
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2.1 SE4ALR 80l DLBCL 44 CD10 FH
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(37.5%),ABC 50 #1(62.5%), WK 1.%1 .,
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1£ DLBCL #1410 ,UBE1 £iAHM A £ h vR i85
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K 2A), TifE RH HElh, FE 2 WAL PO
P18 Bt A DR A i 2 35 BH 1 FAE RS € 35 55 T D
Je) Bl R[] DX F 4 L D) Ay BR P . 7 s Bk A e, R B R
Fik. 80 #l DLBCL 412 UBE1 P 3K ik 52 il
(65.0%),30 il RH A 21 APk 4 41 (13.3%0) ,
W& 25 BA G 2# 2 L (P<<0. 05); UBEL £ GCB

A HME R A 16 fﬁﬂ(Ss 3%,16/30), £ ABC ZIH[H
Pk 36 (72, 0%.36/50) . 4F ABC B K3R48 .
WE A 225 A G2 X (P=0.006),

B B

1 CD10.Bcl-6 #1 MUMI1 #£ DLBCL 4 £} FPEKH%:L;
Fig 1 Expressions of CD10,Bcl-6 and
MUML1 in DLBCL tissues
DLBCL: Diffuse large B cell lymphoma. Immunohistochemi-
CDI10 () B: Bcl-6
Original magnification; X400

cal staining (EnVision method). A:
(HD 3 C: MUMI(H).

%1 80%l DLBCL ALK EENE
Tab 1 Immunology types of 80 tissues

of diffuse large B-cell lymphoma (DLBCL)

CD10 Bel-6 MUMI1
Type N
o = W - -
GCB 30 28 2 26 4 4 26
ABC 50 0 50 16 34 46 4

2.3 Bel2 £ DLBCL 44 RH 4042 F 4 &
A Bel-2 3 B IK T 40 M 5T, PH P A M AT S kR R
YR8 0 A6 . fE DLBCL 441, Bel-2 £ H iR
Sy A ELI T 52 4% v e BRIk (& 2B) . T RH 4
2 RS U LD QI e S 2 K - R o AR
R 41 i 26 38 A B P (I 2C) . #F PBS B4R AY Xt HE 41
oL A R B g A R R L3R5, 80 il DLBCL
HY Bel-2 BHMEFR X 41 #1(51. 3%),30 #l RH
PR A 3 (10, 0%) . i HE E R BA G2 8 X
(P<C0.05); Bel-2 £ GCB B v [H % R K R N
36.7%(11/30) .76 ABC Bl v BHME 35 %8 60. 0%

(30/50), 7 ABC B Rk & . MEA M ERE
%fri%xw 0. 001)

Bcl-2 £ RH @A H R i
Fig 2 UBEIL and Bcl-2 expressions in DLBCL

tissues and Bcl-2 expression in RH tissues
DLBCL: Diffuse large B cell lymphoma; RH: Reactive
lymphoid hyperplasia. Immunohistochemical staining (EnVi-
sion method). A: UBEl ({4) in DLBCL tissues; B: Bcl-2
(+) in DLBCL tissues; C: Bel-2 in RH tissues (negative ex-
pression in germinal center, positive expression outside folli-

cles). Original magnification: X400
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Arborr ] R KX A5 HMECH | BRI5US 18 0 (IPD A K
(P<<0.05,% 2),

2.5 DLBCL 8%+ UBEl 5 Bel-2 & i 848 % &
o Z5RWIER 3 FroR . fE ABC B, UBEL By %
ik5 Bel-2 RIXZIEF K r=0.582,P=0.001),

2008 4R WHO I B 1 i 20 21 3 S br off i 72
DLBCL & 4l % % 3 &1 4 S P9 > AL . GCB &1l
ABC B, Horp GCB W5 (4 W5 He ABC BI4t0) R
PR A AL F R AT CD10, Bel-6 f1 MUM1 Ry %
ik 0K DLBCL 438 GCB BUAT ABC B, Xt F 48
S RIG T RS H e B A EE AR L, AR
7NFE 80 ] DLBCL ff GCB A 7 37. 5% (30/80) , ABC
A 62.5%(50/80) , ABC &I GCB ﬂzm .
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UBEL, 7] B 71 5% K 2 ¥k 75 85 14k A9 2ok 72, DR
NI AR W 5| SR s UBEL B3t %k
SR UPS Y) fg F 5 7T S 80— 2o 409 3 A 40 p27
(AR E o DA T 3 ol 20 i A T 42 ML A A 25 L L A
TR KA R RN AR g 45 B R UBEL 1
DLBCL 141 i BHPE 26 1 2 & T RH (P <C0. 05),
#1278 UBEL it ik 76 DLBCL & 4= il %5 8 % 11
YER .0 UBE1 =60 % | R K Z5/MH B 144
R IB ROMK T <60 ¥ | B LEME A 1
AL $ 8 UBEL 1953 3¢ 3k 78 o 5 191 09 76 F B
T AT, T e S5 UBEL #%35 UPS J& Uk 2 1%

F K, TR, W5 I UPS J2& 3006 5% 55 1 NF-«B
B EL AR, SBOF 2 5 RAE A M AF 5 G GE AR G
M3 IR R R IE RN B R NF-«B 7 T 40 i J5it
WL 5 B AHEAEH L A& TRERES, — B
Z RS R M R L UOE LeB g (1K) &
AW it — SRR 1B B, BEER L LB Bl 7E
HEAALH 26 5 G A 7, 45 R 2 30 NF-«B B
TR AL S 20 A% P9 38T R 35 AT A 2 Sl
It . UBEL 33 235 Al G811 8 9006 T UPS. iE 1 &
53] NF-«B 3 #1006 1k, A2 28 1 i 40 J i) 385 5, 2
53| DLBCL &4 kB M A2 72k B, [\, A<
e EW UBEL if ik EF8 L BT ABC WA,
PR TE AT AL B AL Al R UBEL 76 DLBCL 9 1ifi IR
i P B — R R L,

%® 2 DLBCL ££ UBEL M Bel2 RES G RFEHFMEMX R
Tab 2 Relationship of UBE1 and Bcl-2 expressions in DLBCL tissues with clinicopathological features

UBE1 (+-HP)

Bel-2 (+-f)

Characteristics N 7 " 5 7 " 2
Sex 0.435 0.509 1.213 0.271
Male 44 30(68.2) 25(56. 8)
Female 36 22(61. 1) 16(44. 4)
Age (year) 4.698 0. 030 6. 004 0.014
<60 36 28(77.8) 13(36. 1)
=60 44 24(54.6) 28(63.6)
Ann Arbor stage 0.020 0. 888 11. 210 0.001
1/1 38 25(65.8) 12(31.6)
/N 42 27(64.3) 29(69. 1)
No. of extranodal sites 10. 676 0.001 34. 209 0.001
0-1 37 31(83.8) 32(86.5)
=>1 43 21(48.8) 9(20.9)
LDH 0.126% 0.723 0. 064" 0. 800
Normal 70 46(65.7) 35(50. 0)
Elevated 10 6(60.0) 6(60.0)
IPI 0.293 0.588 10. 582 0.001
Low,0-2 60 40(66.7) 20(33.3)
High,3-5 20 12(60.0) 15(75.0)

“: Value of y* continuance corrected. DLBCL: Diffuse large B cell lymphoma; LDH: Lactate dehydrogenase; IPI: Interna-

tional prognostic index

% 3 DLBCL 4% UBEl 5 Bel-2 RIXMX &R
Tab 3 Relationship of UBE1 expression with Bcl-2 expression in DLBCL tissues

| GCB type ABC type

t

o UBEL (+-{f) UBEI (—) r P UBEL (+-{f) UBEI (—) r P
Bel-2(+) 5 6 —0.120 0.707 28 2 0.582 0.001
Bel-2(—) 11 8 8 12

DLBCL: Diffuse large B cell lymphoma

P8 T B Ber2 i F NG A K
18q21M* e 3 44 il 4ok 4 v A T IR A9 B T
LRk 2 SR IE TR AR TR A AR,

e 2 ML 1% 7 A A A A S TR S P e 200 0 e 7 ) S
H . EL bR 40 B T 25 DA B 0 ATy RS R SO
A2 BN H AR FE B A2, P, Bel-2 7k ELR Y
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