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AR B A 9T 38 B BT AUH] . 45 Ad-ING4-IL-24 2 F A549 A 5 40 o R BA4-)R 44 (DDP) 1457 2 4E A , RT-PCR
#= Western blotting - ING4 #= IL-24 # B f£ A549 Fif 5% tm Be F 49 4% e A &3k, MTT 3% A X @ e (FCM) #= Hoechst
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bel-2. VEGF 5 A By kA, R KW, Ad-INGA-IL-24 B A549 A J5 ta )5 T 3RAF R S 45 T An R 3L, RSN BR A2 48
B R A7H) AS49 MR an A KA FF el T, 2N L BA MR A THEF RN RN RS AR R EHME LK,
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R A Ad-ING4-1L-24 B A 107 3 8Le9 46, 2 AR R AU ¥T 66 L5 AR A 9 4m i J8) = Ao dp ) ot 8 T8 A X

X ING4, IL-24, 44, BRARJE, 4by7 B4

Effect of adenovirus-mediated ING4 and IL-24 co-expression
on chemosensitivity to human lung adenocarcinoma in vitro
and in vivo
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Abstract: To study the chemosensitivity and the mechanisms of recombinant adenovirus vector expressing ING4 and IL-24
(Ad-ING4-IL-24) on lung adenocarcinoma in vitro and in vivo, the expression of ING4 and IL-24 in A549 cells was detected by
RT-PCR and Western blotting. The growth inhibition, apoptosis rate and apoptosis body were measured by MTT, flow cytometry and
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Hoechst staining respectively. For in vivo study, we first established the A549 tumor model by grafting A549 cells in athymic nude
mice; and then injected Ad-ING4-IL-24 into the tumors. Two weeks after injection, we killed the mice, removed the tumors, weighted
and calculated the ratios of tumor-suppression. We also detected the expressions of ING4, IL-24, bax, bcl-2, VEGF with
immunohistochemistry. The results indicated that ING4 and IL-24 were proved successfully transcription and expression in A549
cells. More interestingly, the joint group inhibited the growth of A549 cells and induced apoptosis. The in vivo data showed that the
joint group suppressed the tumor growth conspicuously through up-regulating the expression of bax, and down- regulating the
expression of bcl-2, VEGF. The study proved that Ad-ING4-1L-24 significantly enhanced the chemosensitivity to anticancer drug

DDP in lung adenocarcinoma, which may related with cell apoptosis and antiangiogenesis.

Keywords: ING4, IL-24, cisplatin (DDP), adenocarcinoma, chemosensitivity

I A Sfe i 98 Y AR K R B E R, 5
SRR 15% 247, W Bigs, EEhE
ANEKEERE, BT AE & F AR,
20 0 B 24 W B A SR TR ST R S R A3 I R A8 Y
BRI RN R BURILIT 2 AN
H AT X il 68 IR 7 SCRATS TC B S, IRYT R
D 1 = D PR M i A B 22 25 257 (MDR) (197
AL O T SRR A0 A 2 2T 2, SRR T RS A
F AR 2 7 RO B A R4, HR b7 1S L
TR 25 PR B 1 R R B8R A PR T VR I, H 2 AU
(Sodium glyci —didazole, CM-Na) & & 4 il /% Hr
RUG LK RS = S0 G BOR) o wiDT R A 5 I PR A
FEUESE . CM-Na RESEREVESE 55 IR 1 = 48040 B 19 7
SHEgURME, X8 B/ A ARE  (Non-Small cell
lung cancer, NSCLC) 55 S48 il G 34 S8 R A i
HAbA —E AT E ], I KRBT Rad
B, (B M REIE G FZ 25 W] A0 T 3A An Ak
57 RALTT 7 . it , SR SRR I RE s
UG AL T S BOR T B AT .

FURT, R N AR N T (VEGF) B HL g
PR AR ¥4T (Bevacizumab, Avastin) 51LI7 254
WA N AE Ak y7 T B, FEM P ERE AR YT T
AR R T INGAPIEE PR 30 4 8 & 2R
SR il e 1 P R N i e o S 1| IS R R 3
(Inhibitor of growth family, ING &) #a i, B
A 4 = AT 2 U E R IR, IL-24 AT R0
i Je 240 0 2 R4 v i 95 40 i 1k T B 1 1
B, CEWR RV 10-24 F1 E14 DL
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LB R EAR, TE TR s 7 A4 7
BEWNMEER, B4R IL-24 F1 ING4 W53 A
3R TR R A 6T it A A ke AT O VR 7 FRATTHE
IR B TL-24 F ING4 RO R B A L3k 34k
(Ad-ING4-1L-24) FHEmt [, WET Ad-ING4-IL-24
K5 A AR T AS49 4t K 4 RS AELR 1 Ak
S BUSON IR, JFRTT T A AR E L
1 HHE57%
1.1 w7

iR 4 MO bR AS49 .QBI-293 A ZJifl X $#7H7 GFP
(BOIOLEN) MRS 8UA Ad. Ad-ING4-IL-24
FH I3 P G 27 A B 2 22 200 B 5 93 A ) 2 B = 4
fit; RPMI-1640. A=/ 1iE 18 A BUIHZE 2R A= 4
B E]; RNA G & A B AR TAEYHOR
AR HE s MMLV 5% 5% i . Tug DNA A A
MBI; IL-24. ING4 JEF 51 Y LA TAEY) TRA
RAFGH, 519F5 0Lk 1; IL-24, ING4 —HilA
H3EE abcam 23 H] 5 ZHU T3 = KA Y HORA
FERT 5 VORI EHAMREE (MTT) W [ 55 Sigma 23 ;
Annexin-v-PE/7-AAD ¥ 7= i 7 & W T Southern
Biothech /A ) ; Hoechst 44 (5,171 &5 4 i st Bl AE )
FHE & A BN w7 & 4 (DDP) T HYLHE =
BRI A ] 5 3~4 JE | IRE 18~20 g/ HLfE
£ BALB/C # Ul A b E R 7 B F i i3k e Se 5 3h
PG [ ATIE S« SCXK(37)2007-0005]; bel-2 | bax
VEGF $iikl H f3EA A .
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Table 1 Primer used in this study

Primer name Primer sequence (5'-3")

P1: f-actin Forward  TGCGTGACATTAAGGAGAAG

P2: f-actin Reverse CTGCATCCTGTCGGCAATG

P3: IL-24 Forward gﬁéig%%?géiCATGAATTTTCAA
P4: 124 Reverse g;:TTgTC(T}AGATCAGAGCTTGTAGAA
P5. ING4 Forward Z/;gTASTATTTC(;FgCCATGGCTGCTGGG
P6: ING4 Roverse ??gF%TGCGACCCTATTTCTTCTTCCG

1.2 A&
1.2.1  [L-24 FI ING4 XXF[AIEZE A IR 8 2 1K 19
&

FE IR N 25 B 2 8 A0 B 5 43 A ) 2 B 2 4
1Y pAdTrack-IRES XUJ PR 3 3 3k 25 2 A4 () L A I,
WA T IL-24 T ING4 XUHE D 3626 38 I 7538
K. B JEHE pAdTrack-CMV 304K Sal 1. Not 1 [ifi
YISz 55 (145 A IRES F B, #9# pAdTrack-CMV-IRES
Pl RS 2s A SRS TE pAdTrack-CMV-IRES 2 i
R 25 AR Xho 1, Xba 1 BV 45 BI4E A IL-24 K
Bt; Bgl 1. Sal 1 BN s[4 A ING4 KB, 435
¥ pAdTrack-CMV-IRES-IL-24 . pAdTrack-CMV-
ING4-IRES 5L K 8 41 5% 35 4044 ; 5% )5 7F pAdTrack-
CMV-IRES-IL-24 FJE K B 4R 484K Bgl 11 . Sall
EEUI07 S B4E A ING4 FBE, ##E: pAdTrack-CMV-
ING4-IRES-IL-24 XUERFERE AR (K 1), BAREAE
FH I P A 27 A 1 27 R AR W Rk 2 2 e At i 5 0 A
Yo Bt = TR E I 5E A
1.2.2  Ad . Ad-ING4-IL-24 JRAGEEHIY 1E-GECHHIME

it Ad. Ad-ING4-TL-24 &4 QBI-293A iy

pAdTrack-CMV-ING4-IRES-IL-24

PAFEAGEE TP 1Y, FARIRAE D TR SR € %
ARPFEH AT,
1.2.3 L5755 02

K HIH LB SR, B IR S 10 % /A 1L TH 1Y)
RPMI-1640, 7£ 37 C. WANRE . 5% CO, iR+
i, B 1~2 R, Bl R s4: 1) B
PEXTIEZH (PBS #1): 0.1 mol/L PBS, 2) 25 #i{Axf K
0 (Ad4): 50 MOI Ad, 3) BHM:XTIRZH (DDP 4H):
% DDP (AR JE K 25 pg/mL), 4) Ad-ING4-1L-24
4. 50 MOI Ad-ING4-1L-24, 5) Ad-ING4-IL-24 &4
DDP (XA 41): 50 MOI Ad-ING4-IL-24+DDP (43
JEM 12.5 pg/mL),

1.2.4 ING4 . IL-24 7F A549 M 509K &

e R AAEFE AS49 45, F 37 C, 5%
CO, 551 T 1597 48 h 5 7M1 1 fUBE K et b i i
LSRR Y I S 0 BT S AR o

1 000 r/min B.0UEE FiR£4H 40, PBS YEik

2~3 WA, fiE RNA il 0] & i Wl 42 i
RNA, /] IL-24 (P3. P4) Fl ING4 (P5. P6) M5 ¥
#17 RT-PCR, PCR WM Z&AFH: 94 °C 4 min;
94 C 50s, 55 C 45s, 72 C 1min, 30 PMEH;
72 ‘CHEfH 10 min,

[l AE 1R 25 dH A g% 107 4fil/mL EL il
fﬁiﬂ’éﬁ”ﬁ’q’:m (é«‘ AW BEJy 1 mmol/L PMSF 2K [ il
) #EAT R, o FE S 12 000 r/min 2
L> 5 min, Brlu%lélii{ﬁl_ﬁﬁélﬁr@ R iAT
12% SDS-PAGE HLIK, ¥ 145 2 PVDF i I,
FH 5% BiRE WK 37 CEH 2 h; SBfFHEPA ING4
ik BPTA IL-24 BRI HRP b31C 099 5o ¢ il
PR P E PVDF 5, DAB Bkl H i A .

1 ING4 71 IL-24 WEF L Rx R A R E
Fig. 1 Co-expression mode of ING4 and IL-24.

CMV ING4 IRES IL-24 polyA CMV GFP polyA
{4 T4 000 s -
Bgl 11 Sal 1 Not 1 Xbal >
Xho 1

Direction of transcription
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1.2.5 MTT 440 Ad-ING4-IL-24 4 DDP Xf 4549
LR 195207

B BUERKINN AS49 4, 4% 1x10°/mL ()4
Mo REE, T 96 fLEEFRM AL 100 pL, 37 C. 5
% CO, %M TH:FR 2405, 5 LI, #1234
PEATSLES, Rl 3 NMEAL, 37 C. 5% CO, 41+
TEE , BEEARIT 1d, 2d. 3d. 4dEIMA MTT
10 pg/mL (5 mg/mL), ZZWEE 4 h JFIMA 10%
SDS-HCI £ ¥ (100 uL/fL), #F 37 C, ZKH
T H MR 25 50 S VA A, 0 ARG BB e 8 G 0 A
ODszofH, LA ODsyo fH A AAERR , BoF [7] Ay Al 7 22 il
A, FH g A K IR

ERAINHIR= (R4 ODsy (-804 ODsyo
{E) /4 B2 ODs7 fHx100%
1.2.6  Annexin-V-PE/7-AAD Xt FMC #20 Ad-
ING4-IL-24 B4 DDP X A549 M T-HI#E I

BOSHUE IR AS49 4, % 1.2.3 Jrikitfr
SrATFF AT IE S5, 37 CL 5% CO, 5%
PETH3E 72 h RSN, PBS V& VE 2 K, JH 1x45
B RPN E 2 10°~10" 4 /mL, B 100 pL
M F =N, il 10 pL Annexin-V-PE 7K 1R 4],
HBEYE 15 min, AR 380 pL 1x45 & 2% il Al
10 pL 7-AAD, i =20 i SR
1.2.7  BOEIERAER it (LSCM) WIEK Ad-ING4-
IL-24 BE 4 DDP Xf A549 JIHIHIETE A F 22

TEHA B 7S FLAR 4 53 104N AL 4Rl A549
L, 24 h 5 ARSI IRANM, FRESE 48 h )
Wk an &k, H PBS Uk 2~3 K, & 4% 2 EWEE
[E %€, Hoechst33258 44 30 min, HihE H )5, 7
WOl At R A I T WL AR B T AR
1.2.8  Jiksi N

BOGEAE KR AS49 Jilifia G BE 40, PBS ¥k
%, 2 0.25% RN AL, PBS PR 2 1K, 2 000 r/min
B0 5 min WORANML, EEATIRIMIER 1640 HiFRik
o, R A 4x107 4 /mL, B 30 2 2~3 JH
BALB/C HEMEREE, FHZE R ME AT AR M T 25
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Jei B R T S B B AS49 ilidEE 4B 100 uL
(4x10° N40f/ ), 7 SPF ¥ FiaJ:. BaH ML
AS549 N it 4 A AR BRUAAR PR B A R R R 1 O
1.2.9  SER ARG 7T

B2 N ERD 2 JEREME EAA K EZ 5 mm B, 4
HEEHL R 5 41, B4 6 R, 416 ik N Z
SIS HUHZY, PBS 41/ 0.1 mL PBS, Ad 4.
Ad-ING4-IL-24 4143 %] 0.1 mL (10° PFU/mL) Ad
fil Ad-ING4-IL-24, DDP 4H#% 4 mg/kg 7 E 5
DDP, B& 4 ES 0.1 mL Ad-ING4-1L-24+DDP
(2 mg/kg), FEH 1, 6k,
1.2.10 #2757 #5177 i

2RI A2 545 5. 10, 15, 20 KATR R
ROy 50 K S RAR IR K AR (a). MR (b), #%
NIRRT (V=ab%/2), 2 i 9 AR - i)
AR o TRIT AR 1 SRS ARBERR L, ORI
PR, TR IR R (%) = (W B2 hig
V- YR IR YT L MR T AR ) /% BEZH R - 2
JETEx100% o
1201 EREL R I 1k 25 Ff AT 19 26 24

i 9es L bR AR 109% itk F RS [ e bk, R0
AW, T T e AR . SR FH BT A e
Y14k SP Y )5, LAZHMLTT AT (3) 20 A A L B
FE SR8 AR A3 A BAR B BUR R BRI 4, 5Kk )
FREBLITEL 5 4> 400 FEHLEF,  DLRRASREF BT 5 BH
A0 A F B E PR ING4 . IL-24, bax. bcl-2,
VEGF RGO, BRI LA U R P 3850k
NI 5
1.2.12  HHuH

WA 21 AR S BRI I 46 E 3 G
g 1), q{ti=E (A+B)/ (EA+EB—EA-EB), W' EA.
EB Y5 A, B HZEN, 53F E (4+B) 1K
WG IER, BRI A IR . Y g fH=1+0.15
B, PIZGIRIBA A AIPER, ¢ fH>1.15 BF, ™
A A MRIVET, 4 ¢g<0.85 B, PZjHA
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HEBER .

N SPSS 16.0 Seit kit 8 a3, ¢
BRI BARE Y (X +s) Fx, FKH One-Way
ANOVA 7r#r, HIE Bk A] LSD %, P<0.05
HZEFAGIFE X

2 &

2.1 ING4. IL-24 RiZREE
SRR . VISR, W E B e R I8
10° PFU/mL, J] 50 MOI #| 4 iy 25 2%s A549 4
, WRANEEFE 72 h 5 (K 2), Ad-ING4-1L-24 1EF
E’J AS49 LI BAER . BT . BEARSERAE, AdfE

%, PBS AR KRS RL, BEZ, BN
1EK, DDP 1 F S i 400 [ 45 67 - 240 Dt 25 i
/0. RT-PCR 7 ) (1) 35 R A 56 10 H Uk 45 2R s

Ad- ING4-IL-24 21 FIBK A 4178 620 bp {7 1 ] K6 5]
— 5k IL-24 FENEG SR R R SR, 7E 750 bp f AT
Kl 2 — 2% ING4 SERUG S Re 4547, 1 PBS.

Ad F1 DDP X} FEZH i o4 Hh B %41 (1K1 3) Western
blotting Z5 R /R, Ad-ING4-1L-24 ZH RIS 4L 7E A1
N AT 580 ING4 TR FIT IL-24 BLik s & 1

FRSEPESHE, 1 PBS. Ad Al DDP 20 0 76 A A B
R (B 4), G5REBYIIRAEAN 0 I
ING4. IL-24 HMEEHRETE A549 20 b i Dk ATy

FH AS49 ZlfL AT R BEAS I, (ETEITE . 4H45H  mRNA g fIEH ik,
A PBS Ad DDP Ad-ING4-IL-24 Ad-ING4-IL-24+DDP
- . v '
b ﬁ; p 7 .E
L 5 . ( W W .-
. Y '?! { L

( £ 0 S Y
( b | ’. ;W . |rﬁ

100 pm |00 pm B ,lou um 100 pm ";ﬁ'-"':_- ' 100 pm &

BERTE

& 2 Ad-ING4-IL-24 B4 DDP 1EF A549 HAREAI RS TSk

Fig. 2 Morphologic change of A549 cells transduced with Ad-ING4-1L-24 and combined with DDP. (A) Light microscope. (B)

Fluorescence microscope.

3 RT-PCR %7 ING4. IL-24 7 A549 AR RYSRIZ

Fig. 3 Identification of ING4 and IL-24 in A549 cells by
RT-PCR. M: DNA marker; 1: PBS group; 2: Ad group; 3: DDP
group; 4: Ad-ING4-1L-24 group; 5: Ad-ING4-1L-24+DDP group.

4 Western blotting ¥ 7F ING4. 1L-24 £ A549 ffifE
4 B P Y FRIE

Fig. 4 Expression of ING4 and IL-24 in A549 cells by
Western blotting. 1: PBS group; 2: Ad group; 3: DDP group; 4:
Ad-ING4-1L-24 group; 5: Ad-ING4-1L-24+DDP group.
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2.2 MTT %£# Ad-ING4-IL-24 BX& DDP %t
A549 YRR A B9 HD

MTT A0 & B, Ad-ING4-IL-24, DDP., B4
YIXF AS49 20 AR A4 A AT BH S 8 B A FH O 2 A PR
ik (K 5), s 4 KgAK s (&8 6) 751k
(56.94+2.14)% . (64.24+0.86)% F (75.38+0.95)% ,
St I8 PBS 41R1 Ad %5 #AR MR TR 4L A AL
FEER (P<0.05), BEA A A= K I 7 0 AR
F Ad-ING4-IL-24 41 F1 DDP 41 (P<0.05), S#fk
Jr AR A INZL R (¢ {6=0.89), T1fi PBS 411 Ad 41
TwEMZS (P>0.05),

1.2 r —o—PBS

1.0 | —<X—DDP

—&— Ad-ING4-IL-24

—X — AJ-ING4-IL-24+DDP

0.8

ODs3,
[=1
(=)}

Days of cell culture (d)

5 Ad-ING4-IL-24 Bt & DDP X A549 2 ffa 4 341 1E
Ak

Fig. 5 Growth inhibiting curve chart of A549 cells transduced
with Ad-ING4-1L-24 and combined with DDP.

PBS Ad

DDP

January 25, 2011 Vol.27 No.1
100
80 .
S
o -
g 60
(=]
£
= 40
2
=
20 |
L
Ad DDP Ad-ING4-  Ad-ING4-
IL-24 IL-24+DDP

6 Ad-ING4-1L-24 X & DDP Xf A549 2 i 59 4 < 4]
GES

Fig. 6 Growth inhibiting ratio of A549 cells transduced with
Ad-ING4-IL-24 and combined with DDP.

2.3 Annexin-V-PE/7-AAD 3% FMC #&50
Ad-ING4-TL-24 Bx& DDP 3 A549 Z0 ffE =&Y
A

F Annexin-V-PE/7-AAD 4k i 2041 i {6 )
T (B 7). HEIAT W Ad-ING4-IL-24, DDP
A HIIRESR S AS49 UM T, 72 h R
TR N (30.67£2.69) % . (23.56+3.07) % Al
(52815344 %, 5 Ad 75 %A M s 5 21 RN 41 it Xo) 1
PBS 4l [b5 & i #2257 (P<0.05), HH B A 41k
T A549 AP T RIET AT Ad-ING4-IL-24
41} DDP 4l (P<0.05), 5 BRAky7 8 S A sk
N (g fH=1.12)

Ad-ING4-IL-24 Ad-ING4-1L-24+DDP

Annexin-V-PE

7 SRR AS49 HAATE
Fig. 7 Apoptosis rate of A549 cells detected by flow cytometry.
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2.4 Ad-ING4-IL-24 R HEX& DDP 55 A549 fi
24 AR T WO LB RAZ L S L

FH O 5 £ b F 5 00 58 A J 0 1~ i A T 28 48
b (K 8), & Al I Ad-ING4-TL-24 /£ A549 41
MR Z B AR T 4, AT, I R/ NS SE 3R
AR EUTRCIR PR R, B EAJE T/MA, DDP
4 e Ad-ING4-1L-24 B4 DDP 41#Y A549 filif# 41 i

PBS Ad

100 um

100 um

8 TERMIEWER A549 MBIE T/ MBI S F MR
Fig. 8 Apoptotic body of A549 cells observed by LSCM.

Goed G P880s,
pove ot g pesee

Ad-ING4-IL-24+DDP

I

100
80 ~

60 -

40

Inhibition rate (%)

20 +

0
Ad DDP Ad-ING4- Ad-ING4-

IL-24 IL-24+DDP

9  Ad-ING4-IL-24 Bk & DDP 3 i & ¥ 18 98 10 088 38 1
Inhibitory effect of lung cancer treated with Ad-ING4-1L-24 and combined with DDP. (A) The pictures of lung cancer. (B)

Fig. 9

100 pm

R PR . [E4E, HEEW, S AN T
WAZTEASAHE, T PBS. Ad 23 2544 i 25 A0 R 1% 40
MEEASIER , KB BRI T A,

2.5 (RAFT AR AR R R AE B BY o B TR S S
PREU T HERD AS49 A A ffl ), 2 A A
ik 5 mm A4y, BUEZIL 100% . HIE 9A FIA
9B T UL, Ad-ING4-IL-24. DDP FIEEA 405t A549

Ad-ING4-IL-24 Ad-ING4-IL-24+DDP

100 pm 100 pm

—— PBS
0.6 m —m— Ad

—X—DDP
0.5 [ —&— Ad-ING4-IL-24
—*— Ad-ING4-IL-24+DDP

Tumor volumer (cm?®)
IS
w
T

/X\v
. v — <
ot = z/x\x
L—X
0.0 | 1 1 1 J
0 5 10 15 20

Time after treatment (d)

The curves of tumor volume of lung cancer after treatment. (C) The inhibitory rate of tumor weight after treatment.
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M BN 988 B AP0 2 AN R B M RIAE A, 5 Ad
4IF PBS 4IHEE BEER (P<0.05), A4l
Xof R Bl T 9 % AL IR 1 4K PN e g A% B AR T
Ad-ING4-1L-24 24 2 DDP 41 (P<0.05).J% HE AR R
Ll 9C FroR , B G 410 B0 R Gk
(69.74£0.34)% , 5 Ad-ING4-IL-24 41 (56.58+0.3)%
1 DDP 41 (46.47+4)% I F A L A i it 2e 25 5
(P<<0.05), X i 9 B A¥ 988 1) A6 4 B A TR y7 18 B0y
FMAER (¢ fH=0.91). 1ii PBS 41 Ad ALk, T
BEEZER (P>0.05),
2.6 FHEFRBYIRER
2.6.1 ALK INGE, IL-24 ZEF1H) 7k

o e ARG I 25 R 7R« Ad-ING4-TL-24 4] | Bk
AR ING4, TL-24 FHYEA A &5 T PBS 41/
Ad 4, JFERIHMERIA(E 10), 17 PBS 41, Ad 41,
DDP 2 Ry BIPE sl 85 PR R aA . RIABUR N S 195
JEPE ING4 . IL-24 H (1% 55 5 e A il i % AR v 3
ik, FRIBU i AS49 JilifiE 40 A B ING4 .
IL-24 FER RIBRE IR 55 8K 2E T Bk fE , XA alfa
AR 55 il ) & A G
2.6.2 LK bax . bel-2 ., VEGE K509 #20
25

i 11 AT, Ad-ING4-IL-24 41 . DDP 4 .
G 2 1Y bax FHEZIEEC] 2 T PBS 411 Ad 41
(P<0.05), bcl-2, VEGF BHME4HHI5H] KT PBS
HA AdH (P<0.05), MBEA A BT Ad-ING4-
IL-24 41 )2 DDP 41 (P<0.05), PBS 41F1 Ad 4 Ht#%
T EMEEST (P>0.05), 45 KR WIS 4L REE L1
S g 200 O T A o A K A s A IR AR RN
it g A ARLIRE 1 A A

3 ww
KRR 7 X WA, JE 3 NSCLC J70F
AER, AU A 77 SR 67 1 % 2
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