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The Role of JNK/SAPK Signaling-Transduction Pathway in the Effect of El-
emene Against Hepatocarcinoma

GUO Lian-ying, YANG Long, SHI Guang-xia, REN Han-ping, QIAN Zhen-chao ( Pathophysiology of Dalian
Medical University, Dalian 116027, China )

[ Abstract ] Objective:To find out the role of INK/SAPK signaling-transduction pathway in the effect of elemene against
hepatocarcinoma, offering the clue to ilustrate the molecular mechanisms of antitumor effects of elemene. Methods: The
detection of the distribution of elemene in Hca-F cells was detected by gas chomatography and apoptotic changes in el-
emene treated. SMMC7721 cells were examined by TEM. After elemene treatment, the activation of JNK/SAPK in HepG2
cellls and the DAXX gene expression in SMMC7721 cells were detected by Western blotting and RT-PCR respectively.
Results: Gas chomatography showed that elemene was detected at 8. 42 minute. The SMMMC7721 cells treated by el-
emene for 3 hours began to show typical apoptotic changes . The JNK/SAPK activity in HepG2 cell treated with heat shock
was the highest of all groups and the group treated with elemene was the next and the control group is the lowest one.
There was no DAXX gene expression in SMMC7721 cells treated with elemene. Conclusion: Elemene can diffuse into
cells. Tumor cell apoptosis treated with elemene may be induced by JNK/SAPK activating and DAXX signal pathway may
not play key role in JNK/SAPK activation induced by elemene.
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1.1 25 A

M KSR ARA R ), MEM K5 F5 5:A1
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say Kit: Cell Signaling Technology /3], Trizol : GIBRO-
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HepG2 4HM( 155 — 22 s R 2x$2 4k ) 3% 5%
T 10% JIG 40 LT A9 MEM 58 4 55 35 35( % % 100
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2.4 WiEMIAES SMMC7721 40 DAXX JE A i £ 15

e B s A TNF-o0 23 S AL BRAG SMMC7721 4 i 2H &
SMMC7721 i xF BRAL 54 N S A B-actin( B
KEEH 275 bp JAFRIE (HAR WL DAXX FEI( 7 Bt B
R 327 bp A E 3 ).

1 #MEFLERN SMMC7721 BT AN BRERTH
Fig. 1 Changes of morphology resulted from
elemene treatment in SMMC7721 cells
A: Untreated SMMC7721 cells;

B: Treated SMMC7721 cells with elemene

2 MEHFSH HepG2 40 INK/SAPKs & K53 47
Fig. 2 Assay of activity of JNK/SAPKs induced
by elemene in HepG2 cells
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JEHETHES bel-2 T X,
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I 2255 FIHY . NGFR {8k TNFR %00 — 5t
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Z K T RS S B e AL 4N b, I BE %2
TAFE . DAXX WA ST 45, (0] LU B 3% 5 Fas
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JNK/SAPKs, B4 i 1=, 25256 % 3 HepG2 4l
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o BRI SMMCT7721 400, & B DAXX #J65£ 1k,
P28 DAXX FEME A 6155 3 1) INK/SAPKs 1 b i &
ARE AR EEMER . WA BEHERR A [7] 410 g 25 7
DAXX i [ R IR 7K -2 55 52

3 MEHFS SMMC7721 4 DAXX EEHFRIE
Fig. 3 Expression of DAXX induced by
elemene in SMMC7721 cells
1: Control; 2: Elemene; 3: TNF-o.; 4: Marker
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