-SRI R
wcjd@wijgnet.com

(44

TR
Jaishideng®

TR A RIS 20126F15885; 20(1): 9-14
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #h#7F 52 BASIC RESEARCH

I fiEf R BEK 5 A0 5 A oK Xt BT P2 4 Bl 2 BEL-7402891€ F

X %, X 5, A, WL, Xkt

i, X)EE, A, HWL, XKB, S REEHKFRE
% ERIENA E AT EA RIE T 150086

g, TESHRE, FEMS MR RNTR.

R ARFFELFHA B, No. 30871152

& R IORMBXKBSHEmMLLET; Hdi2ax
18, JEBRAEBANRIETR, BBOITONIESXERTTR, &G
NEIEBXIEE

BRAEE: XUAB, 208, 15, BESIm, FEEI, 150086,
BT RIS RRDERXSNE246S, [BREERAZE M
BERHEYAR. liubingrong@medmail.com.cn

E81E: 0451-86605980 fEE: 0451-86605980

IWFBEHR: 2011-10-28 {B@BHR: 2011-12-05

BZHE: 2011-12-18 AL HEMREE: 2012-01-08

Bortezomib enhances arsenous
acid-induced growth inhibition
and apoptosis of BEL-7402
cells

Ting Liu, Jing Liu, Yan-Jie Chu, Li-Hong Hu,
Bing-Rong Liu

Ting Liu, Jing Liu, Yan-Jie Chu, Li-Hong Hu, Bing-Rong
Liu, Department of Gastroenterology, the Second Affiliated
Hospital of Harbin Medical University, Harbin 150086,
Heilongjiang Province, China

Supported by: National Natural Science Foundation of
China, No. 30871152

Correspondence to: Bing-Rong Liu, Professor, Depart-
ment of Gastroenterology, the Second Aftiliated Hospital
of Harbin Medical University, 246 Xuefu Street, Harbin
150086, Heilongjiang Province,

China. liubingrong@medmail.com.cn

Received: 2011-10-28 Revised: 2011-12-05

Accepted: 2011-12-18  Published online: 2012-01-08

Abstract

AIM: To evaluate the impact of combined treat-
ment with arsenous acid and bortezomib on the
growth and apoptosis of BEL-7402 cells.

METHODS: After BEL-7402 cells were treated
with arsenous acid alone or in combination with
bortezomib, cell morphology was observed by
inverted microscopy; cell proliferation was ana-
lyzed by MTT assay; apoptosis was detected by
flow cytometry; and NF-«B activity was detected
by Western blot and electrophoretic mobility
shift assay (EMSA).

RESULTS: Arsenous acid inhibited cell prolif-
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eration in a time- and concentration-dependent
manner, and promoted apoptosis in a time-
dependent manner (3-48 h: 5.23% + 0.55%, 5.24%
+0.28%,4.92% £ 0.91%, 4.73% + 0.83%, 17.54% *
1.49%). Bortezomib enhanced arsenous acid-me-
diated growth inhibition and apoptosis induc-
tion (24 h: 8.41% + 0.78%), and restrained NF-xB
activity.

CONCLUSION: Arsenous acid could obviously
inhibit growth and promote apoptosis of BEL-
7402 cells. Bortezomib could enhance the sensi-
tivity of BEL-7402 cells to arsenous acid.

Key Words: NF-kappaB; Arsenous acid; Bortezomib;
Chemotherapy; Drug resistance; Liver cancer
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