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[ ZE] 86 RIG A4 S0 ALK B 7( Kallikrein-related peptidase 7, KLK7 )3 (5 (%) | Bt , 71 18 f A 3%
SIRNAF BE, WACTER KLK7 253505 15 98 AGS 40 U3 5 MR T- A2 . & ok 0 % i 4 480015 KLK7 19 siRNA - BE( KLK7-
siRNA-416 . KLK7-siRNA-596 \KLK7-siRNA-474 \[KLK7-siRNA-795 ), Ib i % 4¢ AGS 40l , qRT-PCR 48 I 4% T # 40 KLK7 mRNA
FIKHYAE L, Western blotting #6:l AGS 40 i HK7 & (1 KLK7 FEDI w5 ) AE5A , MTT B4 6 UL 5 AGS 40l (4 1 51 , 7
AN AKGT AGS 20 0 1 40 i J5 40 Je i v, 48 R 14 4% KLK7-siRNA H Bt Ll KLK7-siRNA-416 4 T 38 508 B &, KLKT -
siRNA-416 41 KLK7 mRNA FEAFR B ZELT NC [ (0.32 £0.049 )% vs (0.93 £0.071 )% , P <0.01 ],KLK7-siRNA-416 ZA %%
Y 48 h J5 AGS 4iififl HK7 E A7k K F B Z AR (1.18 £0.198 ) ws( 0.52 £0.096 ), P <0.01 ], KLK7-siRNA-416 472 h
JEXF AGS ANAAETE B I I 3R K( 37.70 £0. 12 )% ( P <0.05 ), %55 Y BH# AGS AT G,/G, WIH AR AGS 4N 1=
%8 o : KLK7-siRNA JTEK KLK7 B3R AT 304 AGS 4 f 3852 , nl BN T G,/ G, 301, X4y v iV F A B2
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Inhibitory effect of KLK7 siRNA on gastric cancer AGS cell lines

Su Xiaofeng', Wang Wenling”, Cai Hongpei'( 1. Department of Gastroenterology, Changzheng Hospital, Second Military
Medical University, Shanghai 200003, China; 2. Department of Outpatient, 302 Military Hospital of China, Beijing
100039, China )

[ Abstract ] Objective: Four siRNA fragments targeting kallikrein-related peptidase 7 ( KLK7 ) were synthesized in
vitro. The most effective siRNA was selected, and the effect of silencing KLK7 expression on proliferation and apoptosis of
gastric carcinoma AGS cells was observed. Methods: Four siRNA fragments targeting KLK7 ( KLK7-siRNA-416, KLK7-
siRNA-596, KLK7-siRNA474 and KLK7-siRNA-795 ) were designed and transiently transfected into AGS cells. qRT-
PCR was used to detect the expression of KLK7 mRNA in each interference group. Western blotting was used to detect the
protein expression of HK7 ( encoded by KLK7 gene ). AGS cell proliferation, and the cells cycle and apoptosis after trans-
fection were detected by MTT assay and flow cytometry, respectively. Results: Among four KLK7-siRNAs, KLK7-siRNA-
416 showed the highest interference efficiency. The ratio of KLK7 mRNA expression in KLK7-siRNA-416 group was signif-
icantly lower than those in control group ([ 0.32 +0.049 )% ws[ 0.93 £0.071 ], P <0.01 ). The protein expression of
HK7 in KLK7-siRNA-416 group after transfection for 48 h was significantly decreased ([ 1.18 £0.198 ] »s [ 0.52 +
0.096 ], P <0.01 ). The cell proliferation of KLK7-siRNA-416 group was significantly inhibited after transfection for
48 h, with inhibition rate of ( 37.70 £0.12 )% , P <0.05. Cell cycles were blocked in G,/G, phase by transfection.
However, no impact was found in AGS cell apoptosis. Conclusion: The silencing expression of KLK7 by KLK7-siRNA
inhibited the AGS cell proliferation and block cell cycels in G,/G1 phase. However, no impact was found in AGS cell
apoptosis.
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sIRNA fIA 250 wl JCIILIE 1640 Fi 350, RRIR A5
JCHE 15 ~20 min, SR 500 wl A 6 fLARIN,
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Bl 1 FAM-siRNA SXFE AGS 4Hatk( x100)
Fig.1 FAM-siRNA effectively transfected
into AGS cells( x100 )

A: Under a light microscope; B: Under a fluorescence microscope
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Fig.2 KLK7 mRNA expression in AGS
cells detected by qRT-PCR
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Fig. 3 Expression of HK7 protein after
KLK?7-siRNA transfection
A': Western blotting; B. Image J quantitative analysis
1: KLK7-siRNA-416; 2: KLK7-siRNA-596;
3. KLK7-siRNA-474; 4. KLK7-siRNA-795
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Fig.4 Effect of KLK7-siRNA-416 transfection on
proliferation of AGS cells detected by MTT assay
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Fig.5 Impact of KLK7-siRNA-416 transfection
on AGS cell cycle detected by flow cytometry
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