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ME BH® WA NN WS Siruin-1(SIRT1)/p53 (5 5 i R AE U [R5 5 43 1 BT [FE 254 (B7-H3) 410 i 3E /I 4H i fii s
(NSCLC) iy T I . ik GEPIA 25 M TIE T B7-H3 JE N F 1k /K -1 NSCLC £ 35 B9 LE 2307 s 3 R 4R w7 46 20 #r
(GSEA) H T Hr M dA 1= 2L 4L & v B7-H3 5 F 1 & 4245 4E 5 76 NSCLC 1 AS549 4 2 ik B7-H3 , 3833 Western blot K]
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VEB A 34 LA (1 18. 7%, JE/INAH MLl 48 (non-small cell lung can-
BRALSC, 93 308, TR R, B2 S 351, E-mail cer, NSCLC) hy i Ji v fi 2 L (1) 28 80 | 24 5 Jidi 9 14
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(Pyx,<0.05). Compared with the arsenic group, the body weight and crown-rump length of fetus increased in the
arsenic+a-KG group (P, <O0. 05) ; the level of hepatic TGs decreased in the arsenic+a-KG group (PTuKey<0‘ 05);

oil red O staining showed lipid droplets significantly decreased (P;,.<0.01) ; the expression of lipid synthesis-

uKey
ke<0. 05) , the expression of B-oxidation-related genes and lipid degradation-
<0.05) ; the expression levels of PI3K and AKT increased (Py,,<0.05).

Conclusion a-KG alleviated hepatic lipid deposition in offspring exposed to arsenic during pregnancy through ac-

related genes were downregulated (P,
related genes were upregulated (P,
tivating PI3K/AKT signaling pathway.
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{55501 BT EHA KRR — 01 e 2B p g b
¥ymaeik, H 5 RMIG RIS HC . TG B
9 AT 1 Csirtuin-1, SIRT) 2 — 7l 46 15 fi g v —
1% 1 8 (nicotinamide adenine dinucleotide, NAD*) 4K
Y M 2E 20 26 11 25 SR , & 7E 2 Fh A D e
RAEHE LN, 215 40 91 DNA #5403 B AR
TR B SRR A IR R W] SIRT 8@
ik 25 LA BT A R A R T pS3, pS3 5 A
PR Z DRI, AL A T8 Bel-2 41
F X 7 1 (Bel-2-associated X protein, Bax) \p53 FiH
AP T8 7 (p53 up-regulated modulator of apop-
tosis, PUMA) | Bel-2 #5410/ 475 25 1 (Bcl-2 antagonist/
killer, Bak ) 2 = 2 1% , P -8 1 B 20 M ik L9 -2
(B-cell lymphoma-2, Bel-2) . B 4 itk L8 — K (B-
cell lymphoma-extra large , Bel-xI ) {351 ¢, T2
HE R i A AR R R . ATV R A R YR,
B7-H3 7] 38 1 B4 g Bk UL A - 3-8 B/ 2 11 K B (phos-
phatidylinositol 3-kinase/protein kinase B signaling
pathway , PI3K/AKT) {5 *5- i % 4 SIRT1. %A1, B7-
H3 & 753 11 SIRT1/p53 15 5 18 B4 ] NSCLC 41 Jifg
P H AT R BB . A58 4008 2 PR3 SIRT1/p53
fF 5 38 % AE B7-H3 70 1 1 il NSCLC 20 i T~ /Y
TER, 2 NSCLC By iRy T 4R AURT AL KL

1 #R5FE

1.1 SCIS#F NSCLC 4k AS49 4 i ( L&
fE 2 M1 H R A BRZA ® ) s RPMI1640 55 35 58 ( 1 U8
KA R e A BR A WL 885 : L210K)) AR 4R i
1 (£ Gibeo A F], 1875 :16140089) ;0. 25% ik fif
AL RIPA ZLAR I BCA 25 (e I 2 1) & (1
M= RAEYHARAIRA W, 575 :C0201.P0013B,
P0012) ; 20 a8 T3k 50 & (g DL AE ) A R B 42
N, HE5 BB-4101) 3 B7-H3 $i A p53 Hifk (35 [
Abcam 23 7 , £% 5 : ab227670 ., ab75754) ; SIRT1 1
A& Bel-2 Hii A (€ [ Cell Signaling Technology 23l ,
P25 :9475T ,3498S) ; Bax HU A (21 = 8 A= W4 R
HBRAF L 585 :60267-1-1g) ; B-actin HLi& | 1 FEHT 4
(H+L)HRP 1l 2E40 /N B (H+L) HRP (SE[H Affinity 23
A, 525 : BF0198 ,S0001 , GAMHRP-015) ; Jet Prime
B v 3 ) ( 38 [E Thermo Fisher 28 w] , 4% %5 .
101000046 ) ; 11t 35 B7-H3 FORE (1 i 75 B 2535 R
A R/ F) 5 CCDS 32288. 1,1 605 bp) . #l SIRT1 J5i
Hr (e B 25 AR A FRA 7] 5 siSIRTT < 1F LEE S
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-GCGGGAAUCCAAAGGAUAATT-3" , Ju X % 5’
-UUAUCCUUUGGAUUCCCGCTT-3" ) ; i I B7 - H3
JoRL (g T AR TR R AR 55 A FRA A 5 siB7-
H3: 1IE X %% 5'-CUGAAACACUCUGACAGCAGC
AAAU-3" , 2 X 5 5'-UUUGCUUGUCAGAGUGU
UUCAGTT-3").

1.2 SEIOMUEE  ANffssRAs (i A Y YT
R AT PR A, 15 . HF90 /HF240) ; Western blot i
AL (L RAERHE A BRA R, LS JS-1070P EV ) 5
it 220 AN (36 ) DL e & PR /R R FR A W, LS
C07821),

1.3 FHik

1.3.1 AMfEE&F5H CEPIA2FHE -1
T W 22 5 A i T H #2417 2T TCGA il
GTEx U0 4 Hh il 98 1 1E 5 B A 11 3 PR 26 38 40 7
AW L GEPIA 2 -7, %F NSCLC [ & #1713
T B7-H3 BRI R KA AEA BT SERAEE 5
BT (gene set enrichment analysis, GSEA ) 73 M J& — Ffi
SN EESTE L, T — A B e L%
PRI e 2= U HE T 19 SE R 91 2 b i 43 A A O, DL I
I SLR G R AR AR B . AHESYIE A GSEA 43
M, 530 5 B7-H3 A A5 538 B 2 54, A
T A 5 AR DG () (551 %

1.3.2 @Az dc B NSCLC 20 Mo Bk AS49 40 g f%
REH 3T, B35 T 10% WG 1075 1% 5 -5 R
) RPM11640 15 323k, 8 F 5%C0, .37 “C . 100% 1
FNEFE B 3G R A T AT 5 R WSS UE A 5 5%
LB 0 K AN R A B 35 A T SR AT AR

1.3.3 wmiey@Afedt g B AS49 40 LN 1x10°9/
FLIY % B B S B R & 6 FLAR P, FR A i il &
70% ~ 80% I, i F Jet Prime %% 43t 3] , 4% B8 350 B
P TG . B X B8 (negative control ,NC)ZH (il
AZSHTRL2. 5 ug/fL) R B7-H3 41 (si-B7-H3 41,
HN A G UE B7-H3 1 si RNA 2.5 ug/fL) . BA XTI
(negative control, NC) 41 (I AZS 25 HL 2. 5 pe/fL) |
312235 B7-H3 44 (OE-B7-H3 41 , i A it %63k B7-H3
Ok 2. 5 ug/fL) L id 3k B7-H3+0 0 SIRT1 4 (OE-
B7-H3+si-SIRT1 41, il A3 %3k B7-H3 Jii ki 2. 5 pe/
FL, BRI SIRTT B siRNA 2.5 pg/fL ) , %5 2H e FE 10 1
F 4 N A 4 L Jet Prime i 5 1 % Y 32 71 A1 200
ul Jet Prime % Y 2% 10, 1R A 5 5 & 10 min 5 fITA
AR AL EEFL A

1.3.4 AXmiaRbnmicA s ¥ oefL A



r [ %71 Y

- 234 - R EAKFFIR Acta Universitatis Medicinalis Anhui 2026 Feb;61(2)

Jif b R AEE] 5 mL EPAE P, 6 FLAREEFLAINA 500
uL R, A 37 “CHEFRFETH AL 1~2 min, ITA 1 mL
Y0 M RG F5 FE AR AL, AR AT 2 A0 5 A K
P40 BN S mL EP &, JiCE B0 HLLL 1000
r/min &0 5 min, B H S PBS PR 2 K, FK5 410 it
RGBS A 11004, BE S T 400
pL. Annexin V AWM ESNM, BEIMAS pul. An-
nexin V-FITC Y 2RI 51 5 BUE 4 "CUKAR 7
B 15 min, FIIA S pl PLYSIRERERIR AT i E 4 “CUK
FEPVREEIEE 5 min, 5 EHUGI .

1.3.5 Western blot 523 B4 4140 ML LA 1x10°7>/
FLIR 25 B 1 50 4P 2 6 FLAR R, Fr il & BE 3K 90% I
WA I T A ML, O FE 40 ) 0 WS W RE 4 L, FH PBS
VR 3WRIGH E 1.5 mLEPE 9 ASH
RIPA 5% 24 fi# 7% A1 PMSF (1) 1K & ¥ (RIPA : PMSF=
100: 1)K 40 i Tk, 28 4 °CUKAR 7843 24 40 Jfd 30
min 2247, LR TCH B ARMUTTE . RS 4 °C .14 000
v/min &0 30 mine WEHC W, FH BCA U5 &
HEWRIE . MRS BCA 45 5 A L 14 PR R Sx 3R
F EFELE il (R BV W SR A B AR R vl =
4:1), - H RS S TE 100 “CHIZK B H T 2 10 min,
A o8 AR e o A 0 B R AR vk P
AL, TR 7R -80 CUKAE AR AE . HEAT SDS-
PAGE BERSHLVK , AR L L FES L B A RES, TR 4E TR
Je F4 B UG RS 2 PVDF BB A0 A BRd 3 A ¥R
% it 355 11 30 min, TBST & P& 4547 3 UK, B:1K 10 min,
— e B LU B A5 24 75 B (B7-H3 P44 1:500, p53
PU & 1: 1 000, SIRTL $T & 1: 1 000, Bel-2 $t &
1:1 000, Bax HL44 1:1 000, B-actin FifA 1:5 000) , —

YU E 407 8T 4 COKFAE R . HITBST VMRS 3
W, AR 10 min, R EF Pl FEPi %R (H+L)
HRP 111 -5/ i) (H+L) HRP (1:3 000) J1.5 h,
Y TBST ¥ 1 2% 3 1K, IR 10 min, 555 % 0
SR T A G

1.4 SiTZ4IE i Flowjo 10. 8 % 245 R ok
1753 H1 il B 5 Tmage] 2R A4 % Western blot 5256 4%
PEAT AL Hr ;8 GraphPad Prism 9 #F#E 4750
Pt o BT B il L, 45 A S 6 AR 3 UK, B (s ) 6
R, PIAELIA] HO AR A I, = 4 Fe B R R B R T
M. P<0. 05 HERA GT2EE L,

2 HR

2.1 B7-H35HBRBATERHEXESHT FH
GEPIA 2 V-4 4387 B7-H3 mRNA ik 7K F- 5 NSCLC
BEEFIEMER ., 962612500, L&k
TR AP T S B Sy v Bk 4l AR T A g oy
IR, 45 H BN B7-H3 & 3R 2H 1 S A A 1740
(overall survival, OS) ik T Ik & ik 20 (P<0. 01, A
1A) . GSEA TSR , B7-H3 363K b 25 & S AL 40 i
WT 55 W L FrifEfe & 4 98 (normalized en-
richment score, NES) =2. 33, P<0.05, & 1B] ) p53
A 1Y 15 5 B (NES=2. 26, P<0.05, K 1C) .
DL ES5REW], B7-H3 533K 5 NSCLC 235 A B i
Ja A 5, I H B7-H3 5 8 T~ AH G [ Fl p53 15 538
% E ARG

2.2 BURB7-H3 Xt SIRT1/p53@BHIEME  MiE
7% B7-H3 5 SIRT1/p53 il % 2 ] (i P 45 ¢ &R, il 3
Western blot 5256 WL5E B7-H3 R 5 SIRT1 . p53 i 4E

A B Enrichment plot: HALLMARK_APOPTOSIS C Enrichment plot HALLMARK P53 PATHWAY
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Fig.1 The impact of B7-H3 expression levels on the prognosis of NSCLC patients and GSEA analysis of B7-H3-related signaling pathways

A: Survival curves of NSCLC patients with high and low expression of B7-H3; B, C: GSEA analysis showed that the apoptosis and p53 signaling

pathways were significantly associated with B7-H3.
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HRIREOL . SR BN, SX AL, si-B7-H3 4
() SIRT1 3k i N (1=7. 87,P<0. 001) ,p53 ik
B2 Fi(=10.73,P<0.001) ([ 2) , 475 B7-H3 43
F-IH 45 NSCLC 4t ff] SIRT1/p53 3 i# -

NC si-B7-H3 ku

B7-H3 100
SIRT1 120
pS3 53
B-actin
42
15T NC
£ = si-B7-H3 ok
g
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o sk
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1
&
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REREESITE

Fig. 2 Western blot detection of B7-H3 protein expression levels
and grayscale value statistics after B7-H3 knockdown
**P<0. 001 vs NC group.

2.3 iRk B7-H3 X NSCLC 48 B A = 89 & I
K ¥R % B7-H3 % NSCLC 41 i 98 1~ 19 5% mi , {6 1
Western blot % iF i3 # ik B7-H3 B %4, 41 vh B7-H3
1) & H R KB B & T NC 4 (¢=13.31, P<
0.001, K 3A) . fifi il Annexin V/PT B4t % , i 1 i
AR P ai i P T35, S5 R R, 5 NC
2 (26.72+4.13)% #H b , OE-B7-H3 #41 (13.87+
0. 82) AN IA T F % (1=5. 29, P<0. 01) , #& /K B7-

A £ B
Ssp o b 40
8 7 7 X
5 10{ 10( 30}
a b ku 510 10° 10° 8
B7-H3 100 <10 <10’ Z 20} "
B-actin 0 50‘5 | 20 210 §
2 & 10’ &~10° oy
e 10° 10° S
e 0 23456 7 234 s 6 7 0
a b 10°10°10°10° 10° 10 10°10°10°10° 10° 10 a b

Annexin V FITC-A

H3 20 g T (&1 3B) o

2.4 B7-H3i# it SIRT1/p53 15 S i ¥iF#= NSCLC
SREIA TS A A AR R A T A 4 A e 1 O
TR LRI 5 NC 4 (27. 1343, 57) %M Lt , OF-
B7-H3 41 (15. 04+1. 31) %40 L8 723 F % (1=6. 32,
P<0.01) ,{H OE-B7-H3+si-SIRT1 £H (20. 81+1. 43)%
X} OE-B7-H3 41 40 ffL 98 1- % F+ & (1=2. 02, P<
0.05, K1 4A) . {#i ] Western blot 52 B i — 2 B IF
(F4B) , 255320 5 NC 44 M [k, OE-B7-H3 4 SIRT1
HEH#EIE B G=3.03, P<0.05) , p53 By 721k K ¥4
(1=3.84,P<0.01) , LI T-H H Bel-2 S M T-HE H
Bax [ AH T 5 (1=4. 21, P<0. 001) ; 75 3 %635 B7-H3
YA AR P, RRE SIRTT 335 %% pS3 1k I 1T 38 #% A1
X 1 Bel-2 5 Bax 19 H {H (1=4.20, 4.47, P<
0.001), VI E&5F 180 B7-H3 3 i STRT1 4% p53
35, FFl o SIRT1/pS53 {5 3 [ 10 il NSCLC 41 ifd
AT

3 iTig

AHFFEE SeFIH GEPIA 274 #4735 T B7-H3
FIE M NSCLC (8 A AF RN 5007, 25 3 7R B7-H3
FFIA MY NSCLC [ A AfE R W E I TR
FEH B7-H3 J& NSCLC & il Jg AR IR . AR
AT FT 45 R Vb iR, NSCLC 41 i 2 1fif B7-
H3 43 7 I8 %% M2 N PI3K/AKT. JAK2/STAT3 Fl Raf/
MEK/ERK1/2 45 Z Fi {5 3 % , {2 #F NSCLC 41 i i)
ROHE GE R AW JH T AR R . H B7-H3 R kK
5 Jii 968 EGFR-TKI B [m] 557 2k M TS 24 F7 AEAH OC
PEP, X RIS 25 AR /R T B7-H3 4 T X NSCLC
IR REAE ] o A8 0T 40 I A7 530 B 3351 T GSEA 73
M , B7-H3 B3 & S e A0 MR T4 5C A7 5 3 i
K p53 455l % b i — B8R T B7-H3 ] A il i

Annexin V FITC-A

B3 d3Ri% B7-H3 % NSCLC 4 A T M &0
Fig.3 The effects of B7-H3 overexpression on the apoptosis of NSCLC cells

A': Western blot detection of protein expression levels and grayscale value statistical analysis of B7-H3 overexpression; B: Flow cytometry detection

of cell apoptosis; a: NC group; b: OE-B7-H3 group; P <0.01, P < 0. 001 vs NC group.
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Annexin V FITC-A Annexin V FITC-A

Annexin V FITC-A

1.5 da
B a b ¢ ku b
ek
B7-H3 100 i Oce
& T
SIRT1 120 ot s
3 3 s T |
p33 53 E
£ o oy
Bel-2 26 205} o
5
Bax 21 & |l
B-actin 42 0
B7-H3 SIRT1 pS3 Bcl-2/Bax

E4 B7-H3i&3d SIRT/p53 15518 B A+ NSCLC A AT
Fig. 4 B7-H3 regulated the apoptosis of NSCLC cells through the SIRT1/p53 signaling pathway

A: Flow cytometry detection of cell apoptosis; B: Western blot detection of B7-H3, SIRT1, p53, Bel-2, and Bax expression levels and grayscale
value statistical analysis of A549 cells; a: NC group; b: OE-B7-H3 group; c: OE-B7-H3+si-SIRT1 group; "P<0.05, ~P<0.01, “"P<0.001, ""P<

0. 000 1 vs NC group; P<0. 05, **P<0. 001 vs OE-B7-H3 group.

O A0 L 1 ) IR AR AR IR A o Li et al " R
TE BN 2 M b I 2235 B7-H3 43 1) AR KA 7
Z K (EGFR) A1 ERK1/2 8 % 1. 7K °F- (p-ERK1/2) i#F
— AN, Sun et al'" FIFST BN B7-H3 W] L 5
S 3% R A B R ) R A R A O T X AL
JEASAE NSCLC 4l i & H8 4 A Reift— 2P 4R5%

BEAEIFFE > 220, Bel-2 38 5 BH A2 8 T PR 7 DA
SR AR R I A0 ST R R R T . AH R, Bax 38
T ISR ARSI 8 A AR T, Bel-2 5
Bax i FL{H P22 T 4O T 15 5 MU E . 7EA
e, i 3k B7-H3 L Bel-2 3+ F 1 Bax 7K,
T3 Bel-2 5 Bax [ HUAE T+ 5 , S 24 il NSCLC 4 ffd
P AN R E 7E 45 H 95 (colorectal can-
cer, CRC) I, B7-H3 MR £iA ST & A
Bel-2 Bel-xl 3Rk 2 IEAHSE , 5208 T8 11 Bax Rk
RO RE RS AR A5 MR EUFSE
1 Fik B7-H3 3 i i JAK2-STAT3 {5 5 458 CRC
YU A PTIR TR AEZ ML 5 7E NSCLC & 4%
VERA Rpift— 4R 5% .

AR i A5 R B, NSCLC 4 Jifd v B7-
H3 AJ L3 3 PI3K/AKT i % 45 SIRT1 ., 7EASHF 5%
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o i —25 & B B7-H3 5 SIRT1 A #ll il NSCLC 41
MEPET o SIRT1 7€ 22 B 20 i = 4 b & #5 C SR E
FF ) R TE B R R 40 A T g AR AR A R
SIRT1 i AT LAY 22 i -5 3 P& (2 iR e 1 & 2
J& , Yamakuchi et al''® & B0 ] SIRT 142 4% 17968 40
B 08 12 B9 & 4= . Zhang et al" %% P SIRT1 i@ 3
STAT3/MMP-13 {55 53 #6100 il 5 98 (1% 3 58 RN 5% F% .
Wang et al "™ [ BfF5¢ HIEBH SIRT1 38 13 p53/miR-101/
KPNA3 il 2 2k 45 L W 98 (%) & A6 R |, SIRT1 J& 75 3
1 IEEHLHITE NSCLC & AF FHA R ik — 5% .
TEARBEGE Y, 78 18 38 B7-H3 1Y SE Ak T o Uk
SIRTI J& ,NSCLC 4fi it p53 & [ Fe k34 hn, A i i =
B, EB T B7-H3 0] LL3E i 98 4% SIRT1/p53 i 12
AMH AT pS3 IR AR LN, 2 540
JiLFE AR R TSR DNA B 5 S # . AEZR A
ORI S S % 1, A% N p53 1 & AR Z R4, AT (A
P8 T I B 7 v B PR A SR A ) STRT 3 4 A
NAD S 1) Ty 2AE C i 22 1R -382 R Ak |- i p53 25
AR AR pS3 A A SR TR A ) Ao R AT S
A 40 p21 (4 A JE 9140 11550 ) F0 pS3 98755 19 PUMA
(AT R BRI, SIRTL A LAl pS3 4K
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P (1% 20 JEL S ELA AR T L RAR Y pS3 ZE A
JL P A B p21  PUMA F Bax 25 2 L R 55 5%
HE 75 S 40 0 F SRRV o A T A s
il p53 AT fE it B AGS I T EARWFFE H,
B7-H3 i i b9 SIRT1, fif p53 £ LW AL R T , e 2%

IS4
5

W 7 T 4H 26 25 (19 % 35, Bel-2/Bax T &y , S &40

HINSCLC 4 i T

Z5 Bk, B7-H3 43 ] LU 2 06 SIRT1/p53

WAL PE I NSCLC 4B 8 T~ , WF 52 45 - 4 B7-H3
43T R A B fed A FHAIL 5048 T o 22 ) BRI A 40, [)
AR FF A NSCLC HE [a] 25 W 43 T ¥ AF 5 1) o
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B7-H3 molecule inhibits apoptosis of non-small cell lung cancer cells via

the SIRT1/p53 signaling pathway
Zheng Lin', Zhong Jianxin®, Niu Ke', Xu Qing', Ling Huijuan', Zhu Yayu', Chen Bing'*, Chen Liwen"*
( 'Department of Clinical Laboratory Diagnostics , *Department of Laboratory Medicine , *Department of
Blood Transfusion, The Second Affiliated Hospital of Anhui Medical University, Hefet 230601
The Second Clinical Medical College of Anhui Medical University , Hefei 230032)

Abstract Objective To explore the role of the histone deacetylase Sirtuin-1 (SIRT1)/p53 signaling pathway in
promoting apoptosis of non-small cell lung cancer cells (NSCLC) induced by the co-stimulatory molecule B7 homo-
log 3 (B7-H3). Methods The GEPIA 2 platform was used for survival analysis of NSCLC patients based on B7-
H3 gene expression levels. The Gene Enrichment Analysis (GSEA) method was used to analyze the enrichment
characteristics of B7-H3 molecules in the gene set of cell apoptosis. In the non-small cell lung cancer A549 cell
line, B7-H3 was knocked down, and the protein expression levels of SIRTI and p53 were detected by Western
blot. B7-H3 was overexpressed in A549 cells and the apoptosis rate was analyzed by flow cytometry after Annexin
V/PI double staining. Overexpression of B7-H3 and knockdown of SIRT1 were performed in A549 cell line. The ex-
pression levels of p53 and apoptosis-related proteins B-cell lymphoma/leukemia-2 (Bcl-2) and Bel-2-associated X
protein (Bax) were detected respectively by Western blot. Cell apoptosis rate was analyzed by flow cytometry after
Annexin V/PI double staining. Results The overall survival of the B7-H3 high-expression group was significantly
lower than that of the low-expression group (P<0.01). B7-H3 was significantly enriched in the cell apoptosis sig-
naling pathway and the p53 signaling pathway (P<0.05). Compared with the control group, the expression of
SIRT1 was significantly downregulated, and p53 was significantly upregulated in the B7-H3 knockdown group
(both P<0. 001). Overexpression of B7-H3 significantly up-regulated SIRT1 protein expression (P<0.05), down-
regulated p53 expression (P<0.01), and markedly increased the Bcl-2/Bax ratio of apoptosis-related proteins (P<
0.001). The results of Annexin V/PI double staining showed that the apoptosis rate of A549 cells with overex-
pressed B7-H3 decreased (the apoptosis rate of the control group was 26. 72%+4. 13%, while that of the B7-H3
overexpression group was 13. 87%=0. 82%; P<0.01). In B7-H3-overexpressing cell lines, SIRT1 knockdown sig-
nificantly reversed apoptosis (P<0.05) , up-regulated p53 protein expression (P<0.001), and markedly reduced
the Bel-2/Bax ratio (P<0.001). Conclusion B7-H3 molecule inhibits the apoptosis of non-small cell lung cancer
cells via the SIRT1/p53 signaling pathway.
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