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(P<C0.05), FHFAFEKKFEEFEMEP<0.05); MTT &, 3t 41 40 i 38 5 K S 0 8 AR T Bk xF B 40 ;. BrdU
SEUS RNAT 9020 40 36 5 % (37. 8 %60 WA A X B 2H (55. 0%6) (P<< 0. 05) 5 X A0 MO A I 40 i G, 391 40 v
A3 H(54. 6% 0. 9 %) T RAMEXF B (46. 5% 0. 4%) (P<C 0.05), Z516. 2 RNA T3t 8 A B s A7 5% i 2k
H1299 20l A HMGNS Fe[5, J 4000 fiti 58 40 M rO HE 5 RE 7, 3278 HMGNS 72 il fig i & A4k e b e s /R ], 4
il HMGNS ) 2235 ] g BLh — Fi 6 97 il 1 5 % .
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Effect of RNAI targeting HMGNS gene on proliferation and
cell cycle of lung cancer H1299 cells
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Abstract: Objective To explore the effect of high-mobility group mucleosome binding domain 5 (HMGN5) by
RNAI on proliferation and cell cycle of lung cancer cell line H1299, and provide a theoretical basis for lung cancer
targeted therapy. Methods SiRNA targeting HMGNS5 gene was cloned into lentivirus vector. SiRNA-HMGN5
lentivirus particles were infected into H1299 cells in order to silence the expression of HMGNS5. Negative control
group and RNAIi group were set up. The interfering efficiencies of the plasmids on HMGN5 gene were detected at
the mRNA and protein levels by Real-time PCR and Western blotting. The proliferation of H1299 was analyzed by
MTT and BrdU assay. The cell cycle was detected by flow cytometry. Results Compared with negative control
group, the expression of HMGN5 mRNA in RNAi group was down-regulated by 50. 7% ( P<< 0. 05); the protein

level was significantly deceased ( P<Z0.05). Compared with negative control group, the proliferation rate of H1299
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cells was deceased by MTT assay. BrdU assay results showed that the cell proliferation rate of H1299 in RNAI

group (37.8%) was significantly lower than that in negative control group(55. 0% ) (P<C 0.05). The percentage of

cells at G; phase(54.6% £0.9%) in RNAi group was inceased compared with negative control group (46.5% =+
0.4%)(P<C 0.05). Conclusion Silencing HMGNS5 gene can inhibit the proliferation of H1299 cells. It shows that

HMGNS5 plays a role in the development of lung cancer and it may be beneficial in finding a new therapy for lung

cancer,

Key words: RNA interference; high-mobility group nucleosome binding domain 5; lung neoplasms; cell

proliferation; cell cycle
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5%CO, 195 %5551,
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HMGNS5 5 H 45 &~ RNA (shRNA) 19 2 4% 1 12 5
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%, I BEAR b A Bk e 45 1 B % fili 68 H1299 48
fl . B RTE H1299 4R 2 6 FL 240 M 15 574 .
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2 7 7

2.1 shRNA 1% y% & & % H1299 4 o bk 69 B 3 2k
PO RMEE T ] WA S, B AR AR OR
BRI, FUY shRNA 1895 5 O fa e B H1299,
shRNA 18952 0] LA7ZE H1299 20 i ik B4 38 95 %0y
YL LR 1CE D,

2.2 Real-time PCR #= Western blotting 7 % #&
HMGN5 A B it % 2 & RNAi T 41 HMGN5S
FEH A mRNA 35 & (0. 49340. 020) 5 A 1 X} 18
ARSI TR R e ] L IR B (1. 002£0. 080) Fbdw B
THE(P<<0.05), TLEREL KK 50.7%; Western
blotting Kzl HMGNS5 £ [ &1k K F AL, I
Kl 2,

2.3 MTT &4 HI1299 e H1299 40
() 38 58 RE 7 AE B RNAG ULk HMGNS 3[4 5 B

WREMG, fE 3. 4 M5 d 5HMXTEA 2R A
B4t E X (P<0.05) ., WA 3.

HMGNS

GAFDH

#l 2 Western blotting # Il shRNA 12 5 2 ¥/ 2t HMGN5
Fig. 2  The efficiency of HMGNS silence detected with
Western blotting

Lane 1:Negative control group;Lane 2:RNAi group.

| — RN A

0. & L =ma=  RENA+

Mg

Time of adding MTT (/4

K3 MTT Al HMGNS 3R 5 1299 40 i 5
Fig. 3 The proliferation of H1299 after HMGNS silence
detected with MTT

RNAi —: Infection of nonsense sequence lentivirus; RNAi

Infection of siRNA-HMGNS5-lentivirus.

2.4 BrdU @i 3678 5 5% RNAQ T3040 00 40 g 14
B R (37. 8 %6) B WA F B X B 4H (55. 0%6) . RIIT
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5 fE 1 P AR T X B 4L (RNAT—) ,

2.5 AX@mAw @Ay H1299 4 i JE
£ HMGNS JE W PiBR 5 & A2k, HGMNS T4t
20 Gy WI4R M 4 b (54, 640, 9) BT BR4H (46. 5+
0. 4) B\ (P<<0. 05), SHAAMMI A 20 b (17. 4+
0. 6)BEXF HR4H (22. 4+ 0. ) AR, G, /M W24
ML 43 (28, 0£0. DR T X HRZH (31. 2£0.6), I
WEE L], PUE HMGNS 5 P BE 0% 4 40 i BH 7
T Go/Gi I, AR R, k1 ME 4
(=,



4 MR 22 224 (B 22 B

378 1M 20114E1H

F 1 220 H1299 405 39 4% o AR 40 i 7 43 R L AR
Tab.1 Comparison of the percentages of H1299 cells at
different phases of cell cycle between two groups

Cxt s/ %)

Percentage of H1299 cells

Group

G S Gz/M
Negative control 46,5+0.4 22.44+0.3 31.22%0.6
RNAI 54,6+0.9% 17.440.6% 28.0+0.7%

* P<C 0. 05 compared with negative control group.
3 4t it
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RNAi 1315 7, RNAI i T #4060 £/ 200k &%
Xof 88 5 DR 3R 3 400 o] 7 g 80 8y ik PR T e 9 1
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