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Mechanism of differentiation of mouse melanoma B16 cells induced by ethanol
extract of cochinchina momordica seed

ZHAO Lian-mei', HAN Li-na', GENG Yi-man',DU Yan-yan’, LIU Li-hua, HU Cai-xia’, SHAN Bao-en'( 1. Research
Center, Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China; 2. Clinical Laboratory,
Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China; 3. Dermatological Department, Fourth
Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China )

[ Abstract ] Objective: To study the mechanism of the differentiation of mouse melanoma B16 cells induced by ethanol
extract of cochinchina momordica seed ( CMSEE ). Methods: After treated with CMSEE, morphological changes of B16
cells were observed by Giemsa staining, and melanin level was assessed by colorimetric method. Western blotting was used
to measure the expression changes of phosphorylation p38 ( p-p38 ) and ERK ( p-ERK ) in B16 cells after treatment with
CMSEE and p38, ERK pathway inhibitors, SB203580 and SD98059. Results: CMSEE could induce the differentiation of
B16 cells. The melanin level in B16 cells was significantly increased after CMSEE treatment ( P <0.01 ), with D value
being ( 0.057 £0.007 ), (0.173 £0.005 ) and ( 0.249 £0.002 ) for 10, 20 and 40 pg/ml CMSEE and ( 0. 037 =
0.002 ) for control group. 20 wg/ml CMSEE elevated the level of p-p38 protein and blocked the expression of p-ERK
(P <0.01) in B16 cells, and the expression level of p-p38 protein was 5.6 fold and p-ERK was 0. 25 fold that of the
control group after treatment with CMSEE for 60 min. SB203580, the inhibitor of p38 pathway, blocked CMSEE-induced
B16 cell differentiation, and PD98059, the inhibitor of ERK pathway, elevated CMSEE-induced B16 cell differentiation.

Conclusion: p38 and ERK signal pathway activations are involved in the differentiation of B16 melanoma cells induced by
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Fig. 1 Morphological changes of B16
cells treated with CMSEE ( x200 )
A: Control; B: 10 pg/ml; C: 20 pg/ml; D: 40 pg/ml
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Fig. 2 Number of B16 cells after treatment
with CMSEE for 48 h
" P<0.05, " P<0.01 vs 0 pg/ml group
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Fig. 3 Effect of CMSEE on melanin production of B16 cells
"P<0.05, "*P<0.01 vs control group
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Fig.4 Effect of CMSEE on activation
of p38 and ERK in B16 cells
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Fig. 5 Effect of CMSEE in combination with SB203580 ( SB ) or
PD98059 ( PD ) on proliferation ( A ) and differentiation ( B, x200 ) of B16 cells
** P <0.01 vs control group, “* P <0.01 vs CMSEE group
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Fig. 6 Effect of CMSEE in combination with SB203580( SB )

or PDY8059( PD ) on activation of p38 and ERK in B16 cells
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