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Experimental Studies on Venenum Bufonis in Reversing Multidrug Resistance of Human Leukemia Cell
Line K562/DOX
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Abstract: Objective To explore the effect of Venenum Bufonis on reversing the multidrug resistance of human
leukemia cell line K562/DOX. Methods Serum containing Venenum Bufonis was prepared firstly, and then was
applied alone or together with Daunorubicin for the culture of human leukemia cell line K562/DOX. After treatment for
some time, the inhibition ratio of K562/DOX was detected by MTT assay, and Bel-2 mRNA expression in K562/DOX
was examined by real-time fluorescent quantitation PCR. Results In comparison with the control group, Venenum
Bufonis had an inhibition on K562/DOX and decreased the Bcl-2 mRNA expression. Conclusion Venenum Bufonis
can down-regulate the MDR1 expression level, and thus reverse the multidrug resistance of human leukemia cell line
K562/DOX.
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Table 1 Comparison of growth inhibition of the K562/DOX cells
and Automatic ELISA’ OD. in various groups
41 51 il /mg-kg W /h oD {4 i 1%
XA - 24 0.1773£0.02364

- 48 0.4762 +0.02474

- 72 0.8567 + 0.02089
FNHIALEE 13.125 24 0.0880+0.02168 50.40

48 0.3280 + 0.03564 31.10
72 0.6540 + 0.27931 23.6044

WETRZH 0.933 24 0.08232+0.01734 53.07"
48  0.3325+0.02588 30.10°
72 0.6733+0.38472 21.40"

FAH/HEA 5 pg-ml? 24 0.1933 +0.02988 72.3344

48 0.3519+0.02266 26.20

72 06333002793 2607
W GEIEBZS AXTIRA L, P<0.05, TP<0.01; ‘5EIN BEER
AL, 24P<0.01,

mRNA HEMEW 13K 2, SR RA L, A
MR Bel-2 mRNA FEikH 8RR iERk
HT L, RS MALALE, Z5A%
TH#E L(P<0.01), BiBIERREAMHIKS62/DOX 4
Jifl Bel-2 mRNA FRIBHIVEH], FTREE /S AL 320
YER A o

T2 AMAFEERSHMER K562/DOX 48 Bel-2 mRNA
RIEHFM(n=4)
Table 2 Comparison of mRNA level of gene Bel-2 in various

groups
215 Fl /mg kg Bel-2 RNA # 1%
R =Ppayiisti:) - 1.3839 + 0.005312
Fa RN 5 wg mL™! 1.0737 + 0.001236
FS AL 13.125 0.8211 + 0.01344
AR 0.933 0.5912 + 0.013994%
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ATP BB RE R BK R IR PE 25 W) 2R 4R Ak, &
A 25 v B RRAR T IR 25, D, iE 2 ER
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W=, B AR KR E B (carnosic acid, CA)pH] AL 57 J5 20 i SWAS0 38 74 Ao 38 1R 1L 77 25 4 5- RR"EvE
(5-Fluorouracil, 5-FU) #R M9 RABAH , Fik  Sdh K Ex0n CA &F SW480 3 sa ey Hl4E A, A X
wa f 3 R 5 A F2 MTT k4] CA Fo 5-FU R A-45 8 AF A 45 1 & 4a i, SWA80 A —Aetm & e #m . KA
B —catenin 3 H F Bk % K B (TOP-Flash )% CA 45 JA )& SW480 £afit. 1 B —catenin F MR K, REIRE CA &
#2 SW480 /&, Western blot # | B —catenin & & Ji & ik K-F E 4, RT-PCR & n L F# KK Cyclin D1 o
P—gp(Pglycoprotein )49 mRNA ZiAKF T 4o, LR CA sTALE B SWASO 20l g s A 4p 4 /E A, H CA %
3832 5-FU sF &z sm i A =i m it & e %5om ., CA RSN B —catenin 4% & & M 251K, Western
blot #%#F= RT-PCR %4 R 277 CA Tl T B —catenin #J%& & /K-F A Fi# &K H Cyclin D1 F= P-gp mRNA &35, 44
B CA GBI AL 17 & SWAS0 4 f3g s o3 3% S-FU $94 PG 20 R, HAub) T AL 5474 B —catenin 7 M5
FERL F#A R Cyclin D1 #o P-gp R A A %,
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Studies on Carnosic Acid in Suppressing Proliferation of Human Colon Cancer Cells and Enhancing
Their Chemosensitivity to 5-Fluorouracil
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Abstract: Objective To investigate the antitumor effects and underlying mechanism of carnosic acid (CA) on the
proliferation of human colon cancer SW480 cells and their chemosensitivity to S—fluorouracil (5-FU). Methods The

anti—proliferation effect of CA on SW480 cells was determined by ecrystal violet staining. Fluorescence activated cell

KB 2013-10-19
EE® A L, &, Wi, 250, W5 MR Z5 R, Email: tigergirl@126.com, MIR/ERH . MR, B4, R M . IGKZG 2,
Email: yht20020517@qq.com,



