A E R A iR Y 24 http: //www. biother. org
Chin J Cancer Biother, Jun. 2014, Vol. 21, No. 3

£ 282 -
doi: 10. 3872/j. issn. 1007-385X. 2014. 03. 008 ° }%5* "}T E

REFEFELEONREERBIFES/NREZE BI6 A S LK ENH

REM KL IR ERE Hwam R RE (1. TRERXFEWER WREMELT & Ao, ik
B RJE 050011; 2. 4edbh 5 E A AR LA RFAAEAE, T B RE 050018 )

[ Z] 8 & B P2AR % F rhR BN SR IE A W X2 64 B p-hydroxylcinnamaldehyde , PHD )% /)y B2 23 B16
2R A3 AL B S MR B LR BRI VR FIRL . ek ¢ 12 10.20.40 pmol/L PHD 1 1 B16 4 il , 1525 14 %) B8 K 48 ) 52 AK( Forskelin )
FEPEXT B2, EEL )3 W( suphrhodamineB, SRB ¥4 PHD Xt B16 40 i A= 1 Ao 3 ) 5%, S AR 7 [ 48 Y T8 Rl 5 36 A6 0 200 i £
TERETE ILRE T , Giemsa YL (USRS AN T A , Lo (6 1465 00 240 it v B 0 32 55 ot R 5 2 R T tyrosinase, Tyr )62, WK L& S0 50 6
M2 IERLBE ST , Western blotting #5300 Tyr i 2 FRBEAH I A 1( tyrosinase protein, Trpl ) & MAPK {5 5-4% 538 [# 1 p-P38 .p-
JNK 1 p-ERK1/2 31k, % & : PHD X 2R 35 B16 40 EL AT W] 5 A3 5 30 411, 10 .20 40 wmol/L PHD /] B16 4flffy 48
h i, BRI R S X AR AR B Rl (12,78 £0.87 )% (37.70 £2.28 )% (42.17 £4.18 )% wvs 0,P <0.05 ],20.40
pmol/L PHD ZHI4FH I 3 55 Forskelin ZH AH L B 3% N[ ( 37.70 £2.28 )% .(42. 17 £4.18 )% vs(22.00 +1.13 )% ,P <
0.05 Jo 40 wmol/L PHD Ab¥E B16 4iifiEd 24 48 .72 h J5 ,B16 4 2 WAL LIE A B R E i & Tyr {F 15X IAIAH LL Y B
HEhn (0.097 £0.02).(0.13 £0.04).(0.15 £0.05 )os( 0. 085 £0. 003 );( 1. 11 £0.31).(1.43 £0.05).( 1.67 £0.49 )vs
(0.64 £0.10),P <0. 05 ]; 4 M S v T2 1 e 71 AT R B I #F W FRAIRC 3 P <0.05 ). 525 FIXSIRZAAH L, PHD Ab 20 4 M Tyr
A Trpl BYFEIAHT BIEHN( P <0.05 ), MAPK {5 S i p-P38 Fl p-INK B35 /KA B4 A1( P <0.05 ), 1 p-ERK &2
SMTGE 2 X P>0.05). % 4 :PHD g |4 MAPK {55 5 p-P38 1 p-JNK B3 PE 4 /s 2B 298 B16 40 ™
Az U B RS BE I FEAEIE ST L RE L T R R AN A A1k

[ SR ] MR ERR e AR T BR30% ; Blo 4 ; 434k s MAKPS i@ #%

[ FESZES ] R739.5; R730.54 [ XEFRERG ] A [ XEHS ] 1007-385X( 2014 )03-0282-06

Effect and mechanisms of p-hydroxylcinnamaldehyde from cochinchina mo-
mordica seed on differentiation of mouse melanoma B16 cells in vitro
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[ Abstract ] Objective:To investigate the effect and underlying mechanisms of p-hydroxylcinnamaldehyde ( PHD ) isola-
ted from the cochinchina momordica seed on the differentiation, proliferation and metastasis of mouse melanoma B16 cells
in vitro. Methods: B16 cells were treated with PHD. At the designated time points after treatment, proliferation inhibition
was assessed by the Suphrhodamine B assay, colony formation by plate colony assay, morphological changes by Giemsa
staining, melanin content and tyrosinase activity by colorimetric analysis, metastasis by wound healing assays, and protein
levels of Tyr, Trpl, t-proteins, p-p38, p-JNK and p-ERK1/2 by Western blotting. Results: PHD inhibited B16 cell pro-
liferation in a dose-dependent manner ( P <0.05 ). The inhibition rate at 20 pmol/L (37.70 +2.28% ), 40 pmol/L
(42.17 £4.18% ) was even higher as compared with forskelin treatment ( 22.00 £1.13% , P <0.05 ). B16 cells treated
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with PHD at 40 pmol/L for 24, 48, 72 h showed a dendrite-like morphology, indicative of differentiation. PHD (10 to 40
pmol/L ) significantly increased melanin amount at 24 h (0.097 £0.02 ), 48 h (0.13 £0.04 ), and 48 h (0. 15 =
0.05 ) as compared with non-treatment control ( 0. 085 +0.003, P <0.05 ) and tryosinase activity at 12 h (1. 11 =
0.31),24h(1.43+0.05), and48 h( 1.67 +0.49 ) as compared with control ( 0.64 £0.10, P <0.05). PHD treat-
ment effectively attenuated metastasis ( P <0.05 ) and remarkably reduced colony-forming capacity ( P <0.05 ) in B16
cells. Moreover, PHD significantly increased the protein content of Tyr, Trpl and enhanced phosphorylation of P38 and

but not ERK. Conclusion: P-hydroxylcinnamaldehyde may inhibit melanoma growth and metastasis, possibly through acti-

vating P38 and JNK signaling pathways.
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