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Abstract
AIM: To observe whether the vascular endothelial

growth factor (VEGF) short hairpin RNA (shRNA) ex-
pressed by recombinant plasmid Pavu6+27-VEGF
siRNA in cells can effectively inhibit the proliferation of
human colon carcinoma cell line HCT116.

METHODS: The constructed recombinant plasmid with
the expression of shRNA was transfected into the hu-
man colon carcinoma cell line HCT116, and the empty
plasmid (Pavu6+27) was transfected into the same cell
line as controls. After screened with G418, flow cytom-
etry was used to detect the distribution of the HCT116
cell cycles. The inhibitory rate of the cell growth was
detected by MTT assay.

RESULTS: The recombinant Pavu6+27-VEGF siRNA
effectively inhibited the proliferation of the cell line
HCT116, and the inhibitory rates were significantly

increased as compared with those in the controls at
24, 48, and 72 h (15.32+2.02%, 28.54+3.29%, 40.32
+3.56% vs 5.64+1.42%, 8.65+2.30%, 15.32+3.52%,
P <0.05). The ratio of cells at G,/G, stage was mark-
edly increased (74.37+4.54% vs 71.13+5.14%), while
the ratio of cell at S stage was significantly decreased
(11.90+3.44% vs 14.97+4.33%, P <0.05 ) in the recom-
binant plasmid transfected cells as compared with that
in the controls. The empty plasmid had no such effect
on the same cell line.

CONCLUSION: The shRNA expressed by the re-
combinant plasmid Pavu6+27-VEGF siRNA in cells
can effectively inhibit the proliferation of the cell line
HCT116.
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RNAT-I(RNA interference, RNAI) A iF 5 A= 4 4 A #1061
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10°(f) %% s P96 LA, REFPAN M Fh24(3 X 8) 1L, &
DOTAPHE A K 25 16 (1} 8) L. Kr 724l ig 137 C.
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2.1 MTTI & k4 m) 4m fl o 4 & MTTSZ5 45 B R
DOTAPJIE /44 5 1) % IA VEGF & & JERRNAF 4L Tk
(Pavu6+27-VEGF siRNA) %fHCT-1164 g £7 B A= KAk
VER, 125 o0t 4 i A= o4 FH (4 1) L #iP<0. 05)
().

R/ MTT LERFAMERRN . SOAIERLNBIBEVIIEIE (%,

mean +SD, 7 =4)

448 B (%)

24 h 48 h 72 h
ASPUANNE 0 0 0
DA 564+142  8.65+2.30 156.32 +3.52
SEFRIES  15.832+£2.02° 2854+3.29°  40.32+3.56°

°P<0.05 vs WHIBL.

2.2 A gm B ) 40 L B B o A e B YL T AR
FifPavu6+27-VEGF siRNA HCT11641 ffiikk, G,/G, 14
JH L A9 8 v, 55— T 16T S T4 A B A AL, 4t it ) 4 B e
W S BRAG. e Y23 kL (1 Pavue + 27 (HC T 116 41 il 1)
WETEFEHOC I R . e g R EE X VEGF #EEED vt
() B 2 JEIRRINASKT K79 HC T 116 40 Jif Ak f 184 1 A B &
fIIE N (22).

K2 AANBRADTEARN. SERKERENSEhEDRERRS
HEYSZ0m (mean +SD)

SABEEHI D (%)

e G,/G, S G,/M

BEUANME 68.13£2.14  1840+2.15  1350+2.46
TOREER 71.13+5.14  1497+433  13.90+3.04
SBARNGER  7437+454° 11.90+£3.44° 13.73+7.80

°P<0.05, "P<0.05 vs WIBLA.
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BT AE. H TR 2 10 PUVEGF L VEGFRIF) ¥ 3 [
POk, SO RIE T, VEGF A B2, (H2%
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