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[Abstract] Objective
NA.,and to explore the effect of TRIM28shRNA in combination with etoposide on nude mouse xenografts

To establish a non-small lung cancer cell line stably interfered by TRIM28 shR-
tumor growth and possible mechanism. Methods The expression of TRIM28 was stably interfered by specific
shRNA lentiviral vector in PAa cell; the nude mouse model with NSCLC exnografts was established by PAa
cell subcutaneous injection and treated by TRIM28 alone or in combination with etoposide; the apoptosis of
nude mouse exnografts tumor was detected by TUNEL and the expression of E2F1 in tumor tissue was detec-
A PAa cell line stably interfered by TRIM28 shRNA was established
successfully;it was verified that TRIM28shRNA in combination with etoposide could inhibit the nude mouse

ted by immunohistochemistry. Results

tumor growth significantly, TRIM28shRNA in combination with etoposide significantly induced tumor cell ap-
optosis and induced the expression of E2F1 in tumor tissue. Conclusion TRIM28shRNA in combination with
chemotherapeutic drug etoposide has obvious effect on the growth of NSCLC.
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ERINZ BEAR 3 N, R TFIALTHEAA
HE SR xR E &, TR ALH: ACtrwes =
Ctrrivzs — Ctearpn 3 AACt = ACtspy — ACtyma 5 H
MR A X Q=2 2,

1.2. 4 Western blot 68 WEKLAWRAEH,
BCA L AW g, FREA LT 15% SDS-
PAGE Hiyk 7y B )5 » P56 % %] PVDF i, 5% AR 1%
MmEEEE 2 h, st A TRIM28 £ g BEHi ik (1 ¢
5000 E 4 Caf .4 TBST YEikJ5 . im HRP 431 14
ZHi(l = 2 0000, ZiRWEF 2 h, TBST PEik 5. ECL
KW A HE I A, H#E Quantity One 43 #7
B _E 0 SR R FEAR TR AR

1.2.5 BRESUE SRS 40 HEEBENL TN 4 H. 5
10 Ho 55 1M 2 A/ B0 T T KT S
PAa/ControlshRNA fil PAa /TRIM28shRNA 41} ;
% 3 /N F 4T PAa/ControlshRNA J5 , fif H
27 St Sk A ) A AR R R KO SR IR W
W, % 80 mg/kg,0.05 mL/s BB L5 /55 4 4
JNELUE FUES) PAa/ TRIM28-siRNA 41l it 5 . T35
WA TR A R WO 5 . B R LS8 /0N B A A7 AR L
— PR AR AN AT S By 4B Ak . TR Rl — K By A [A] ) TE] PR
P 25 1 S5 % T AE N DU R & A G Bk
B BRI AE 1 U/ B JBT St R0 i 98 /N o e A FR 4
o A MR AR R (mm®) = [K (mm) X 5§
(mm)® ]X0.52, FH4F 4 JE 5 AL FE 3. U1 BR M O
PR Jiv R o B . A S 6 7 R 1R B B 4 R DL s it
HEF B AT

1.2.6 dUTP @k HoRugbric (TUNELD Ml & %
/N BB AR A B ) L W LK G PBS B S A i
FREAA Triton X-100 4b B, #& TUNEL {5 & 4845 2
BRCWCE VIR AW IR M A B S b EEDGE 2 h
o OB TS, Bk R R ALIE IR 5 S PLET .
fen A X3t 5B 1 48 4L Capoptosis index, AD):
Al= B A P8 T A% 1 20 S 80/ 380 4 i S %< 100,
1.2.7 REHIMFHETEEMRAEMVREEZEGY
(SABO)J5: R SABC i 4 Ak vk #4770 1K
3 it #3194 Poly Lysine Bj it 7 Al 20 2. 4 )5
16 52 75 V6 R G AP i 0. 01 mol/ L My #5 BR h 2% v ik
2 ARG ICAY] .95 "CHn#A 5 min, W L 5 55 2%
R E ARV ) R = R S B U . PBS W b Bk 3
WA 2 min, 12 100 % BEEE ) fe bt N E2F1 2 50
BEBUIRAE b —Hi. B R AL FE P 1eG 1B =90, W
FERE 12 500, LA PBS AR08 —HiAE b B X R H e
B < P I € Sy e 968 00 A B 4% 40 B £ L 2 KL
YRS TR A — PRk . E2F1 8 1 BH M 40 j 4
N3 9% E2F1(—) J@E4NM TG (0 E2F1 () 2 i 41 g



FREF 2018 F 12 A% 47T A% 34

Wi R BORLIR 5 6 98 AN A% B 5 LG N T 25005
E2F1(+ +) & (40 i A% 52 45 (0 0RLR B0 K T 58
T 25%,
1.3 SEibsahb ¥ SRA] SPSS16. 0 #4748 3T AL 31, 3
PRl 7 Fon . PR LR ¢ Kl s 2 44K
PR FH U7 22 43 A 3T BT R 3 0% 2 ) 79 4 L
BRM q Kl ZREAR R HBCRH ° K5, LI P<<
0.05 022 A it 3L,
2 & ES
2.1 TRIM28shRNA & T4 NSCLC 4 Jfi & PAa
o S I 25 't 7 B PCR ORI P Aa 40 g A& &
T4 TRIM28 . %8 % BE4L 9 A X TRIM28
mRNA Fik AN & 100% . a5 T4 TRIM28 46
1.2.3.4 K[ AH X 235 & 43 5l O (55.56 4. 16) %
(33.33+£4.58)%.,(22. 224, 16)% 1 (16. 67+
3.46) 0. 2% UL ] 22 S A7 e i 2 T X (" = 285. 178,
P<<0.0D); faE T4 TRIM28 45 1 K (5°=56. 410,
P<C0.01) .5 2 K (4*=100. 752, P<C0.01) %% 3 K
(" =127.869,P<C0. 0) FI% 4 K (5" =141.880,P<
0.0 43l 52 Xt B oA, ¥ B B 22 5%, 9F AL
TRIM28mRNA 235 & i il 2 2 A I E] 4RO e . UL 18]
1A,

Western blot 774 1l PAa 40 g tf TRIM2S &
FRFRIE . & 1B fFrzs TRIM28shRNA -4 55 7 fil
KL PAa 20 b R TRIM28 K38 B & Ik, =
PG BT AR ) TRIM28 25 (1 & 2 100260, T 4t %) 1
AP T TRIM28 55 1 K5 2 R.J5 3 RFIEE 4
K AH X5 2 2% 35 4 43 il o (99, 00 = 1. 26) %0,
(64.67+ 4. 16) %, (45. 00 = 3. 00) %, (36.67=+
1.53) Y%l (19.3342.08) % . &4l I0] £ 74 G il 24
M (" =234.061,P<C0. 01); £ & T # TRIM28 4 1
Ky =42.424,P<<0.01) (2 2 K (3" =75. 862, P<
0.01) 55 3 K(y*=91.971, P<<0. 0D MG 4 K (y =
136. 134, P<0. 01) { A X 8 (1 2 3k & 40 3 5 25 (1 %)
RRZH O 22 S A e it 2 38 ). 9F H TRIM28 35 1 3%
TR B 1 98 D LA IR TR AR 5 107 T 0 BRZH 5 5 0t
MAL B, ZR LRI FEE XL =1. 005, P=
0.316),

2.2 TRIM28shRNA k& #AEIH a2 25 410 1l 2R Bl
A WE 2A FrR 6 BRAL R B K s TRIM28
P4 K FE I T4 g et BB 2R /0N, i TRIM28 4
SRFE I wCER S 410 R B A R /. X R
TRIM28 TH 41 AKFEIA T 41 A 241 7 I g ot ot 43
K (1.5040.50)g,(0.6240.13)g, (0. 434+0. 21)
g M1(0.21£0.08) g, KAl A ZFH G ¥ L (F=
40. 110, P<C0. 01) 5 41 [a] 7 P bb ¢, 55 % B 41 Lh 32
TRIM28 TH4 AKFEIH AL A A 4 22 54 G it 2

4337

BN (P<0.01) ;B A4S TRIM28 TH 41 i 7
Bt L (P=0.014, & 2B), 4 JJ5, % B4,
TRIM28 THe 4l AKFCIA B 4L Fr I & 414 RS A0 14
R4 Ky« (470, 134118, 30) mm® . (194, 9529, 71)
mm®,(112.73419. 78)mm® F(59. 71+13. 37D mm?,
BHEZERA G % E X (F=86.259,P<C0.01);4
) WG PR b 55 BRZH b 4%, TRIM28 T4 K H6 i
WAL F P<<0. 01, 2C), 7L FE T, % 4R
BUA AR 22 B KGRI 2¢ B L (F=2.826,P =
0.052, & 2D),

120
100

80

TRIM28%E BB R k7K F
BIFEBALLE (%)
3

s
s
o

=8 T #iIX
IHRLE  PERLH

2R HIX H4X
TRIM28F#48

TRIM2ES N S S— w— — —

hotin . A ——

TRIM28%E B B3 Fik 7k F

&

=EMBALLE (%)

.
=

0
=a T #1X
xERA xR

SE2R B3R AR
TRIM28F#i 4R

@

AR Bk | PCR 75Kl TRIM28 mRNA 3 ik /K F; B:
Western blot J Al TRIM28 & (4 k7K F; * : P<C0. 01, 5455 ({4 %t
MR B

1 PAa gl # TRIM28shRNA 18 4% 5 Bt
& TRIM2S By &RIEKFE

popictil "“. ’

) S
RinzsFitea @ <
L2 ST
. &
HRFEARAE ® @ =
¢ 60 2
B LN L] 8 @ [)
A B
—— XA
6007 -0 TRIM28FHi4H 40
500 —e- HsEHRE
£ — HEE ~ o
= 400 =
% o
g 300 E
2 20 a = =+ FEE
= B -0 TRIM8FiR4A
100 : b - iR
o d - HAn
' - T T ] 04 v v r r 1
0 1 2 3 4 5
¢ - p ° 1 2 . 3 4 5

A4 AR RS R A% B4 A1HR LAY B MR G BE Ce 4 418 B
R R RS AL 5 D2 4 AR R T R AZ B IR 52 . P<<0. 01, 55 [ % IR
20 H A ;Y P<<0. 01,5 si-TRIM28 41 [ %%

B 2  TRIM28shRNA B &M AT X ER
BHEBEKHENE



4338

2.3 TRIM28shRNA B4 KL IH aCIE o #R B HR
AR T AR EE VIR )G . TUNEL 45 I 40 i
T 25 R 3 Fram , X R4 TRIM28 T4t 4l . K
LI WA MBS A AT 235 R (8. 20 2. 1D %,
(24,654 4. 05)% ., (27. 8 + 4. 87) % F1 (43.94+
3.18) Vo, £ d ) 22 A et 2 L (o =33, 718, P<<
0.01); 5 xf MR 41 Hh 4, TRIM28 i 41 (4* = 10. 488,
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