FREATHELRE ¢ MP TP E YA

REFEE TSR wie a2 HRE PBE2IFH
SRR LR D)

%
nF
A

ERE- RS

CEU I R
S 5L - NSC 95-2313-B-040-004-
o oF - 95#087 01px96E0T? 3P

H oo LIS

7~

1453

TR FE AR AR A -{E 3 ez

<~ &2 RMgIR

TR AP IR RN A EMHAR L EET 2R A5

o= R R 96# 117 01 p



THRRARFELR R LTRSS
RE4E2B5ESHRLwed B2 I RFPE2 FH

The effects of aristolochic acid-induced MAPK p38 signal transduction
on the human cellular toxicity

3% % 0 NSC 95-2313-B-040-004
M 95 #8821 p296=ET? 3P

AL Y PLFELFARFHE

AL 1

BELHKRI- B EF AL SRS - BRKBE S AR F LY T E2 - e
%&ﬂ’%%@&ﬁiﬁz?ﬂﬁAﬁﬁ?ﬁ@%’ﬁg%ﬁmﬁﬁﬁﬁ%ﬁéio@
e 5T B BRSSP Y HL-60 fn%e k(4 AT ARG b e bR) R 4R
HE LTS e F R LT 2 3] o N :F“;ﬁd MTT assay L2 3] 14
%k B G E R AT HL-60 fm%e tk 24 0] FF > fm e dg 5 g'&f_,k)imi\gﬁgm ERE
T E o FH-HL-60 e R B 4B EARE T AJY - ] BF > 2 DCFH-DA ¥ 5 A 3 #5
#?@MﬂﬁMEW@i’I“”#@MEWﬂW%u’% FHRFRITH S DROS & 2
W T E AR E o @ 4 B HL-60 fmie th D B R3F4 B RS e p38 AL 1t B 0 B
IR p38 s it g EE B E R @mfﬁﬁwa fmJﬂr'ﬂba b @ OEPE T AR S 872 i
B oo ptth o FH-ROS Frd| B2 B TR AIZ 0 0 BT 503 IR p38 Fev BERE T F %
DIFrdl eI g o Fgp 0 PR ARG S /ciz':»‘ﬁfrxbﬂéﬁi ROS 17 2 MAPK pathway F1
A EE ELMOATIEEE mrd g

Mt @ 5 Zept - ROS ~ MAPK

Abstract
Aristolochic acid (AA) is a carcinogen which produced from the Aristolochia spp.. It is

found primarily in Chinese herbals and slimming remedies. Aristolochic acid has been
associated with the development of a novel nephropathy, designated aristolochic acid
nephropathy (AAN), and urothelial cancer in AAN patients. Treatment of various concentration
of AA from 25 to 200 uM, a significant decrease to 60% in cell viability was observed when
HL-60 cultures were incubated with AA for 24 h at a concentration of 200 uM. AA induces
Reactive oxygen species (ROS) was also detected using DCFH-DA as a probe in HL-60.
Western blotting showed that AA can activate the protein phosphorylation/dephosphorylation in



HL-60 cell. The results showed that treatment of various concentration of AA induces in a
dose-dependent increase in p38 kinase phosphorylation. Treatment of HL-60 with ROS
inhibitor and AA, a p38 protein kinase phosphorylation was reduced. According to our results,
AA induced ROS and p38 protein kinase phosphorylation was associated with its genotoxicity

and cytotoxicity.
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