rhE MR AEYINAITAE http: //www. biother. org

Chin J Cancer Biother, Feb. 2017, Vol. 24, No. 2 . 145 -
DOI:10. 3872/j. issn. 1007-385X. 2017. 02. 008 * 5&"* ‘ﬁ‘ ?’T‘:A *

REFEHRUSYNREERBYREEBERENMEER

EEE K—m' e E" BT Lot Mk R ETRERKFEWER a. TG B R S
G Aid sy EERBEE,; b, AP, T B K E 050011 )

[ E] 86 IR T AR A Y xR S e i ( p-hydroxylcinnamaldehyde , CMSP ) % £ % ¥ 4l fifd 344 58 J £ BALB/c
BRI AE K BOIMEEIT. 2 d& : 0H0HE0ERI CMSP X487 41 i bk Kyse 30 I TE-13 35458 1940 45 1 , RT-PCR 1=
Kol £ AN CEA F1 SCC mRNA [ 34150 , Western blotting B I £ &R A0ME o C-mye FI N-myc & IR FRIAEL, 14
AR BB AN AR AR AR A, 43 A %o BTN CMSP AR HHLA , S50 235 o F5 T s B AR IR /N SRR s S R A 44k 2% SP ik R
RIS C-myc FI N-myc 8 IR IKE, H-E Yo (05688 T WA P4 # RBADR A SUNIT R 8 i syt 4 %
CMSP XF &4 4 Kyse 30 F1 TE-13 A58 EA BH S A /E AL (1.7 £0.3) 05 (3.8 £0.3),(1.6 £0.2 ) vs (4.5 0.4 ),
¥1P<0.01], 2 CMSP AbHSE :( 1 )Kyse 30 F TE-13 4iiffiH CEA Fl SCC mRNA ZiKFEAR( P <0.01 ) .C-myc F1 N-myc 2 H %
TR AR T X R P <0.05 3% P <0.01 );( 2 )#RERAS M -S4 AR BURI BT 12 B W R AIKC P <0.05 B¢ P <0.01 ), B Aty 4 4 C-
myc Fll N-myc 2 A F 5K PR T 2R K 0 FRAL IR 240 . CMSP A BRLEUFIXT B4 v T M2 80T R sk A AR B s . 4
KRBTSRI A CMSP ARSI G AN M3 , (R PR RS BB AR A

[ X8R ] AT PRI A Y B e &8 AR TR /E

[ FESZES ] R735.1; R730.52 [ TEkARIRAD ] A [ XEHS ] 1007-385X( 2017 )02-0145-06

Inhibitory effects of p-hydroxylcinnamaldehyde on esophageal cancer xenograft
tumor in vivo
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[ Abstract ] Objective: To study the inhibitory effects of p-hydroxylcinnamaldehyde( CMSP )on the proliferation of
esophageal cancer cells and the growth of their xenograft tumors on BABL/c nude mouse. Methods: The inhibitory effects
of CMSP on the proliferation of Kyse 30 and TE-13 esophageal cancer cells were measured by cytometry. CEA and SCC
mRNA expressions in esophageal cancer cells were detected with RT-PCR assay; the expression levels of C-myc and N-
myc in esophageal cancer cells were detected by Western blotting; Esophageal cancer xenograft model was constructed on
nude mouse, and the mice were divided into CMSP group and control group. After experiment ended, the tumor weight
and size were measured. The expression levels of C-myc and N-myc in xenografts were detected by immunohistochemical
SP assay; Morphological changes of liver, spleen and tumor tissues of nude mouse were observed by H-E staining under
light microscope. Results: CMSP had obvious inhibitory effect on esophageal cancer cells Kyse 30 and TE-13([ 1.7 +
0.3]vs[3.8+0.3],[1.6+0.2]vs[4.5+0.4],P<0.01). Compared to the control group, after CMSP treatment,
(1 )the expressions of CEA and SCC mRNA in Kyse 30 and TE-13 cells were inhibited ( P <0.01 ); the expressions of C-
myc and N-myc proteins were significantly inhibited ( P <0.05,P <0.01 ); ( 2) the average volume and weight of xeno-
graft tumor in CMSP group significantly decreased ( P <0.05,P <0.01 ); the expressions of C-myc and N-myc proteins
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were decreased. No obvious morphological changes were found in liver and spleen tissues in both CMSP treatment group

and control group. Conclusion: CMSP has inhibitory effects on both esophageal cancer cells in vitro and their nude mouse

xenograft tumors in vivo.
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Annealing
Gene Primer sequence temperature
(t/C)
B-actin Forward 5'-GTTGTGATGGGTTCTGA-3’ 60
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Fig.1 The effect of CMSP on the proliferation
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Fig.2 Expressions of CEA and SCC mRNA in Kyse 30 and TE-13 cells treated with CMSP
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Fig.3 The protein levels of C-myc and N-myc proteins in Kyse 30 and TE-13 cells treated with CMSP
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Fig.4 CMSP treatment inhibited growth of Kyse 30 cell xenograft
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A :Representative H-E images of histology of xenograft; B: Representative immunohistochemical images

showing expression levels of C-myc and N-myc in two groups
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Fig.5 The effects of CMSP on the histology of xenograft and the expressions of C-myc,N-myc proteins( x 400 )
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