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A0 s THP-1 40 f 2B 92447 i s, B B L P R A /R LI . 5k #2E 1inc00239 i R ik 4%
& (pcDNA-1inc00239) F1 T A& (sh-1inc00239), % Y% THP-1 400, R FH 920 5% 56 2 & PCR
(RT-qPCR) &K HE Ye 5% . THP-1 4043 J Xt B4l . 25 84K (vector) 41, pcDNA-linc00239 41 .
sh-1inc00239 41 . vector+CD40L #1 . pcDNA-linc00239+CD40L ZH Fl sh-linc00239+CD40L 41 .
RT-qPCR 7 46 I 45 41 40 M P 1inc00239 A /K-, CCK-8 2 A6 1 45 21 41 At 184 1% v, 37 =X i g AR 4G
2% 41 A T) 240 M T 300 40 B 7T 0 SRR 40 L 8 T2 %, RT-qPCR 32 il Western blotting 2 46 I 45 26 40 g B 41
MK ELRE 2 (Bel-2) Ml Bel-2 286 X & (Bax) mRNA FIZE (4 %357k, Western blotting 46 i 45 20
AR O B (AKT) FI#E R 1k AKT (p-AKT) # A %35 K ¥ IF i+ 8 p-AKT/AKT [ fH .
R, Hvector 4l HL#, pcDNA-1inc00239 20 40 Jifd 3 5 1% PE Al G, 91 40 fig H 4RI B Fs (P<<0. 058§
P<0.01), ZiMf1+ 1inc00239. Bel-2 mRNA K 4 1 & 35K ¥l p-AKT/AKT HAEM &I+ (P<<0.05
5 P<<0.01), G, HWI40 Ml | 433 . 20 M T2 % F0 240 i b Bax mRNA B8 1 3R BRI R AL (P<
0.05); 5 vectordl F%:, sh-1inc00239 41 1 vector+ CD4A0L ZH 41 Mg 3 5l 1% M F01 G, 399 20 Jf 1 43 < B\ %
1% P<O.OJZJZP<O.01), 4 P 1inc00239 . Bel-2 mRNA FlEE [ 15 7K 7 J p-AKT/AKT H Al B &
B (P<<0.058% P<<0.01), G W4 E % 40008 T R M40 Bax mRNA K 8 (1 % 1k K 7 B
B IFE (P<<0.058% P<<0.01). 5 pcDNA-linc00239 41 ¢, pcDNA-linc00239 -+ CD40L 41 4 it 4 5
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ABSTRACT Obijective: To discuss the effect of CD40 ligand (CD40L) on the biological behavior of the
human monocytic leukemia THP-1 cells through long non-coding RNA (IncRNA) 1inc00239, and to clarify
its potential mechanism. Methods: The 1inc00239 over-expression vector (pcDNA-linc00239) and
interference vector (sh-1inc00239) were constructed and transfected into the THP-1 cells. Real-time
fluorescence quantitative PCR (RT-qPCR) method was used to detect the transfection efficiency. The
THP-1 cells were divided into control group, vector group, pcDNA-Iinc00239 group, sh-linc00239 group,
vector+ CD40L group, pcDNA-linc00239+ CD40L group, and sh-1inc00239-+CD40L group. RT-qPCR
method was used to detect the expression levels of 1inc00239 in the cells in various groups; CCK-8 assay
was used to detect the proliferation activities of the cells in various groups; flow cytometry was used to
detect the percentages of the cells at different cell cycles and the apoptotic rates of the cells in various
groups; RT-qPCR and Western blotting methods were used to to detect the expression levels of B-cell
lymphoma-2 (Bcl-2) and Bcl-2-associated X protein (Bax) mRNA and proteins in the cells in various
groups; Western blotting method was used to detect the expression levels of protein kinase B (AKT) and
phosphorylated AKT (p-AKT) proteins in the cells in various groups, and the ratio of p-AKT/AKT was
calculated. Results: Compared with vector group, the proliferation activity of the cells and the percentage
of the cells at G, phase in pcDNA-1inc00239 group were significantly increased (P<C0. 05 or P<<0.01), the
expression levels of 1inc00239, Bcl-2 mRNA and protein, and the ratio of p-AKT/AKT were significantly
increased (P<Z0.05 or P<C0.01) , the percentage of the cells at G, phase, apoptotic rate, and expression
levels of Bax mRNA and protein in the cells were significantly decreased (P<C0.05) ; compared with vector
group, the proliferation activity of the cells and percentage of the cells at G, phase, expression levels of
1inc00239, Bcl-2 mRNA and protein, and ratio of p-AKT/AKT in the cells in sh-linc00239 group and
vector+CD40L group were significantly decreased (P<C0.05 or P<C0.01), while the percentage of the
cells at G, phase, apoptotic rate, and the expression levels of Bax mRNA and protein in the cells were
significantly increased (P<Z0.05 or P<C0.01) ; compared with pcDNA-1inc00239 group, the proliferation
activity of the cells and percentage of cells at G, phase in pcDNA-linc00239+CD40L group were
significantly decreased (P<C0.05 or P<C0.01), the expression levels of 1inc00239, Bcl-2 mRNA and
protein, and ratio of p-AKT/AKT were significantly decreased (P<C0.05 or P<C0.01), while the
percentage of cells at G, phase, apoptotic rate, and the expression levels of Bax mRNA and protein were
significantly increased (P<Z0. 05 or P<C0.01) ; compared with sh-1inc00239 group, the proliferation activity
of the cells and percentage of cells at G, phase in sh-linc002394CD40L group were significantly decreased
(P<C0. 05 or P<C0.01), the expression levels of 1inc00239, Bcl-2 mRNA and protein, and ratio of p-AKT/
AKT were significantly decreased (P<C0.05 or P<C0.01) , and the percentage of the cells at G, phase,
apoptotic rate, and expression levels of Bax mRNA and protein were significantly increased (P<C0. 05 or
P<C0.01). Conclusion: CD40L can inhibit the proliferation and cell cycle progression of the THP-1 cells
through 1inc00239 and induce the apoptosis.
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W Bk I 2 (B-cell lymphoma-2, Bcl-2) Jf:
WO AR b A R B K A& & R E H K |3
(cysteinyl aspartate specific proteinase-3, Caspase-3),
W SR A i THP-1 40 A v, 36 0] LA
A R REAR THP-1 40 i B 25 3% T 24 bk 0 s 245 1
CD4OL A BAE 8 AML G777 i #L 58, {2 CD4OL i
o A iR AR P 45 PISK/AKT {5 53 #% I 40 il AML 4
JHO O P R S8 A B T, AR HTBIL A 2k — 20 BF
g8 W RE . AML 40 ffg o K 8% A 4 i RNA
(long non-coding RNA, IncRNA) 1linc00239 ik 7K
TR, HOW AN RS A A PO BURTE RS fE ) A H
AEUEVEH, RENE G 58 AML 41 i X B 8 22 101k 2F
i 254k, BEARP R 15 S A v 26T DL BT
FEH F, ARBEFE THP-1 40 8 b 3255 sl 0 3R
linc00239, Jf >R HI AT ¥ 1 CD4OL &b B, f6 Jil
CD4OL XF THP-1 40 g 4 5 20 i J& 309 70 440 e 4 o=
M52, 43 HF CD40L 5 1inc00239 Z [l (Y Bk &, N
1H97 AML $2 Bt BSR4
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1.1 @ 2Z2XAFNE AP O HE
THP-1 4 g 0 T v [ 8} 2 Bg b 703 40 i % . CD40L
W F 3¢ E PeproTech 2~ &, RPMI-1640 i F 3 E
Hyclone 24 ®) , Jig 4= 1L & W T 2% B Gibco 28 # ,
TOPI10 & 32 5 4 1/ . B 2 3 22 vh i (phosphate
buffered solution, PBS). CCK-81i& il & fl BCA %
P 2 0 5 3750 65 0 T v [ Solarbio 24 R, Hind Il
I Nhe 1 19T R ENEB A H, T4 DNA % £ 8 Fl 0
i S & T H A TaKaRa 22 @, DNA [FIR
70 & AN BB B B TR 6 e T b at RAR AR AL R A R
22 |, TRIzol Wy F 3£ [ Ambion 24 H , SYBR
FAST qPCR Master Mix I F 3% [E KAPA
Biosystems 22 7}, 47 . 5N EEFITCK & B T [
2B WAL 2= A R A, PI/Rnase Staining
Buffer Solution I Annexin V -PE/7 AAD # 1= 4 il
WA &l T3 E BD AW, Bel-2, Bel-2 CHK X
FH  (Bcl-2-associated X protein, Bax). AKT,
GAPDH #l HRP #5 i #9 1L % 5t S — 5t 1 T h [®
Bioswamp 2% ® , % R 1t AKT (phosphorylated
AKT, p-AKT) W TEECST ~w, PVDF #%#%
i W ¥ 2 & Millipore 22 F], Lipofectamine™ 2000 Il
F % [E Invitrogen 2 #l, %5 # & (vector) .
pcNDA. 1inc00239 i F ik Fi ki (peDNA-linc00239)
A Pe R (sh-linc00239-1 | sh-1inc00239-2 #l

sh-1inc00239-3) W F s I A2 K B A= 9y 52 R A BR 2
W), SE B9 6 E i PCR (real-time fluorescence
quantitative PCR, RT-qPCR) {XHIHL KL (K5 .
CFX-Connect 96) M4 T- 3£ E Bio-Rad 2~ 7], M=
G E (B . Nano-300) T T4 M B8 Y 48
ARRA R, 8O RME (8% . DMIL LED)
W F 5 [E Leica 2 |l, ¥ =X 40 fg X (%5 .
NovoCyte) W FHiM 2RV AR A, BEbR
10 (B MK3) W F 252 dah A,

1.2 #@mpa3sf AR THP-140E4E S 10%FBS
) RPMI-1640 15 72 3L f 37 °C. 5% CO, & T #5
F% . 40 M B N 2X10° mLT'~4X 10" mL™",
FEAEA A K F 8X10° mL '~1X10° mL ™~ i} #E 47
AR B ULTT 1 dof A KOIR S R 4P i 20 M 34 5 5 T
6 FLAN MR Fe b b, A AERICG 2 70% B, #
Lipofectamine™ 2000 Ui W1 5 20 BR AT 40 MO G o 5%
Yead F Ik ORI AN A S A 341 . X RRAL, ST AT
AEPE, EH SR pecDNAZH, Y pcDNA K ;
pcDNA-1inc00239 2 , %% 4 1linc00239 i & ik T Kt .
S TP TR A 4> 541 . XFREZL . sh-NC 4,
sh-1inc00239-1 41 . sh-linc00239-2 £H FI sh-linc00239-
32, BT B Ab 53 0 B e AN [H] 1inc00239 + 3t BT
Wi, BEYLSE NS B SR 24 h, SR RT-qPCR 6 I
AN 1inc00239 B, B EFE 0% .
1.3 ZEBaaflm NG 400 5 8 x4l
vector 4. pcDNA-1inc00239 4. sh-linc00239 41 .
vector+CD40L 4. pcDNA-linc00239+CD40L #1
F1 sh-1inc00239+ CD40L £ . $i¢ M8 43 20 7 vk 55 YL 41
i, o CDAOL A #EZH ¥ 1 4 mg- L'/ CD40L 4k
FRANAE 24 h ', 25 K5 R RT-qPCR 2K 45 41
4 it 1inc00239 ik 7K F- .

1.4 CCK-8k#m &msmMIgsaEmn T4
B, A 96 FL40 i Ky IR AR, AL 3 10° 4
4 (100 pl), B 37 °C. 5% CO B FE4 h 15 F7 0t
o, AN EE . FEIE <137 Rk oy kAT 4
IR PN A, A8 h B i Fed, B AL A 10 pL
CCK-81iatHl, K577 4 h i >R FH i 5k S 5 A6 0 430
450 nm PR A G (A) {H, DL A (AL 240 i 1
B

1.5 AX@ERALANESERR BEANEET S
OELH X104, 1 mL 8557 5L &R,
400 g 0> 5 min, FF L3, 300 pl PBS %% ol i & &
PLVE s WA 700 pL JosK £, —20 ‘C[REE 24 h LA
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F, 4°C, 700 g&.05min, 3 EiE; 1 mL B4R
PBS ¢ w W Uk % 2 W /5 H] 0.5 mL PI/Rnase
Staining Buffer Solution ¥ & 40 J il € , % 7
15 min, R % 20 40 M AR 0 40 fE DNA & &,
GE O OMLFE A A M B W o H R, R M
NovoExpress 54 53 ¥ 45

1.6 Annexin V-PE/7-AAD £ & &4 A X @R
B SmmpeAsE X104 IR E B A4
i, 400 g. 4 °CE.L>5min, 3 FiF; MA1mL
A PBS ik, A, 400 g, 4 °CE.L 5 min,
W 200 pl. PBS & vhy &, A 5 pL
Annexin V-PE fil 5 pl. 7-AAD, 4 C# W F
30 min J& fil A 300 pl. PBS 28 i, 7 B 2R FH i =X
MUK I, NovoExpress 84 40 M 45 58 o 41 i 94
THR=0FZBHBETE A TRBEHEE
1.7 RT-qPCR % # @ & 48 %8 & F Bcl-2 #= Bax
mRNA % & K F TRIzol & #2 B4 2H 40 M &
RNA, & RNA 9 26 B2 fnk B2, 3 5% Sf 3k 1%
¢cDNA, #17RT-qPCRY . RT-qPCR 5| ¥) &
WR—HBIHAF AR A A AW P KR
SYBR FAST qPCR Master Mix 10 pl., . T
5% (10 pmol-L™") £ 0.5 pL, cDNA#IH 1 pl,
ddH,O 8 pL, BKFL20 pul., ¥4k, 95 CHids
PE3 min; P HI5°C, 5s, 56°C, 10s, 72°C,
25s, LA0MPEIR ., LAGAPDH NS, K
27444+ Bel-2 il Bax mRNA £ 5K F. 5149
FFHIILEE 1,

#1 RT-qPCRE|¥3)]
Tab. 1 Primer sequences of RT-qPCR

Primer Sequence

Bel-2 F:5-CTGGTGGACAACATCGC-3'
R:5-GGAGAAATCAAACAGAGGC-3'

Bax F:5-TTCAGGGGATGATTGCC-3'
R:5-GCCTTGAGCACCAGTTTG-3'

GAPDH F:5-GGGAAACTGTGGCGTGAT-3'
R:5-GAGTGGGTGTCGCTGTTGA-3'

1.8 Western blotting #% # ] & 44 48 & ¥ Bel-2.
Bax.AKT #o p-AKT & & & 2 K F W4 5 440
JiL, BB T X 10 41 i 4 AR AR 1 4 BG4S 42
WEHEN, BCAW@OENEE W, &2
G AL 20 pg AL #EFT LUk, PVDF AT

B, 5% BEAG Wh# SR B 4 CRl i, A — i
BW (Bl A1:1000), EHMHE 1,
PBST YRS 3G A 40 (AR 1+ 20 000),
BEE W E 1 h, PBST W 3G 1T B,
K H Image 5 i & A 45 IKEE(E, H5E B
FEHRIKKT. BWEAELKF=BMEA KXW
KA /GAPDH % 11 4 K A8, p-AKT/AKT
F A =p-AKT & [ £ 5K /AKT 8 [ £ KK,
1.9 %i# %44 FMA GraphPad Prism 8.0 4t it
AR AT ST 250 B o 45 440 P 1inc00239 3 ik
P SIS E i I R R I 1 OR i w1 I N1 )
A A B E 43 32, 4 41 48 Jf rf Bel-2 Fl Bax mRNA
MEARIBAKE, SAHAMB T p-AKT/AKT L 1H,
WA IES A BT 257, DatsEm, L4000
FEA I AR B R Ry 2250, AL IRIREAS 18
P L3R T LSD-e K 36 . LA P<<0. 05 KR 2 7 A
Gt L.

2 & B

2.1 1inc00239 &4 3 £ &K & 5 pcDNA 4 L #
pcDNA-1inc00239 20 4f i 1 1linc00239 2 35 7K F B
FhE (P<<0.01) (EBI1A). 5 sh-NCHlth#, %
sh-1inc00239 £H 4 itd 1 1inc00239 & ik 7K 7 34 B i %
fik (P<<0.01) , H v sh-linc00239-1 41 40 g
1inc00239 & ik K P 5 A%, Ptk 3 #% sh-1inc00239-1
AT ISk (K 1B),

2.2 A4%mA TP 1inc00239 £k K-F 5 vectorl
FL#, pcDNA-linc00239 4 4i il H 1inc00239 % ik 7K
OB W JF o (P<<0.01),  sh-linc00239 21 A
vector-+CD40L £H 40 g ' 1inc00239 & 1k 7K - W & f%
ik (P<<0.01); 5 pcDNA-linc00239 41 b #i,
pcDNA-1inc00239+ CD40L 21 44 fifg ' 1inc00239 3 35
KF B R (P<<0.01); 5 sh-linc00239 4H I
%, sh-linc00239+ CD40L 21 4 ifg v 1inc00239 % ik
KB FEAR (P<<0.05). LI 2.

2.3 Bmp¥EELE 5 vector 4 K,
peDNA-linc00239 2H 41 it 3§ e % 14 B . 7t | (P<<
0.01), sh-1inc00239 41 Fl vector-+CD40L 41 i ffd 3
BTG ME ] R (P<<0.01); ‘5 pecDNA-linc00239
H I, peDNA-linc00239-+CD40L £ 41 it 3% 5 1%
PEHE W FEE (P<<0.01); 5 sh-linc00239 4 b
%, sh-linc00239-+CD40L 41 44 i 3 58 35 1 B &k
FEAR (P<<0.01). WL 3.

2.4 BUAFRB WA ®ETE>E 5 vectordl



92 TR 224 (BE 2 i)

503 1M 2024 4F 1 H

Expression level of linc00239

Expression level of linc00239

A Expression level of 1inc00239 in cells transfected with
peDNA-1inc00239("P<<0.01 compared with pcDNA group);
B: Expression level of 1inc00239 in cells transfected
with sh-linc00239("P<20.01 compared with sh-NC group).

B 1 425 40 ffd 1inc00239 % YLk 3
Fig. 1 Transfection efficiencies of linc00239 in cells in

various groups

b3, pcDNA-Iinc00239 41 G, 39 41 i & 4 % W] o B
fit (P<<0.05), G, WA A 7+ FHET& (P<
0.05), sh-1inc00239 ZH Fl vector+ CD40L 20 G, 1] 4
M ET oy R W BT (P<<0.05), G400 A 4y %
B R B AR (P<<0.05); 5 peDNA-linc00239 4 Lt
., peDNA-linc00239+ CD40L 20 G, 1 40 Jfd 15 73 %
BT (P<<0.05), G, 3140 i 7 2 5 B B I
(P<<0.05); 5 sh-linc00239 20 L4, sh-linc00239+
CD4OL 21 G W 40 i & 73 W . T+ i/ (P<<0.05)
G40 i 73 R B BRI (P<<0.05), WK 415,

2.5 BampATF 5 vectordl (9.73%+
0.31%) M # , pcDNA-linc00239 2H 40 it I - &
(3.94%40.45% ) B & B & ( P<<0.01),

A

@%%L
4 5

6 7

Expression level of linc00239

0

1: Control group; 2: Vector group; 3: PcDNA-linc00239
group; 4: Sh-1inc00239 group; 5: Vector+CD40L group;
6: PcDNA-1inc00239+CD40L  group; 7: Sh-linc00239-+
CD40L group. "P<C0.01 compared with vector group; “P<C
0.01 compared with pcDNA-linc00239 group; “P<C0.05
compared with sh-linc00239 group.
B2 AHZMEH 1inc00239 FiEKF

Fig. 2 Expression levels of 1inc00239 in cells in

various groups

L5
*
z ]
2z L0 [
15} /
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1: Control group; 2: Vector group; 3: PcDNA-linc00239 group ;
4 : Sh-1inc00239 group ; 5: Vector+CD40L group;6: PcDNA-
linc00239+CD40L group; 7: Sh-linc00239+CD40L  group.
"P<C0.01 compared with vector group; “P<C0.01 compared
with  pcDNA-linc00239  group; “P<C0.01 compared with
sh-1inc00239 group.

B3 2% 40 M3 A ¥

Fig. 3  Proliferation activities of cells in various

groups

sh-1inc00239 #H il vector-++CD40L £H 4f Jid i T- %
(28.73%+0.87% F121.87%+0.68%) W] & J+i
(P<<0.01); 5 peDNA-linc00239 2H 45, pcDNA-
linc00239+CD40L 41 41 il 94 1° % (13.73% £
0.70%) BB J+E (P<<0.01); 15 sh-linc00239 ZH
e %, sh-linc00239+CD40L 4 40 M ¥4 T &
(36.67% +2.15%) BEFAE (P<<0.01). WK 6.

2.6 B4k Bel-24 Bax mRNA & & & &
AKF Hvector 4 A, peDNA-Iinc00239 20 41 Jif
H1 Bel-2 mRNA #l#E F&R kKB JHE (P<
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A: Control group;

1inc00239+ CD40L group; G : Sh-1inc00239+ CD40L group.

B: Vector group; C: PcDNA-1inc00239 group; D: Sh-linc00239 group; E: Vector+CD40L group; F: PcDNA-

B4 U4 R A AU 4528 ) 440 A 38 4 e 4R

Fig. 4 Percentages of cells at different cell cycles in various groups detected by flow cytometry

Control
E=3  Vector
=1 PcDNA-linc00239
@ Sh-1inc00239
3 Vector+CD40L
g0 PcDNA-1inc00239+CD40L
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2 60 | .
& 15 H
s ]
= N H
8 a0 |B N H
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[} 1 B
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A~ 1 H NH AUB ONH UE HNH
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G S G2

£P<0.05 compared
"P<20.05

‘P<<0.05 compared with vector group;
with  pcDNA-1inc00239 group;
sh-1inc00239 group.

B 5 &4 R ERE > F

Fig. 5 Percentages of cells at different cell cycles in

compared with

various groups

0.058 P<<0.01), Bax mRNA & 4 % ik /K 3 B
B FEAE (P<<0.05 8 P<<0.01), sh-linc00239 £ I
vector+CD40L 21 41 ffd *h Bel-2 mRNA fl & H £ ik
KV 8] B R (P<<0.01), Bax mRNA HI % [

RIRKFH BB IS (P<<0.01) 5 5 pcDNA-
1inc00239 4 L%, pcDNA-1inc00239-+CD40L. 24 41
Jfl H Bel-2 mRNA FLE R B KFI R AR (P<
0.01), Bax mRNA Ml &E [ £ B KFWH BT &
(P<<0.01); 5 sh-linc00239 4 %, sh-linc00239+
CD40L 2H 4 g 7 Bel-2 mRNA Fl#E 7 1k 7K 7 B i
FEfk (P<<0.058 P<<0.01), Bax mRNA FI%E 1%
ACEI B IR (P<<0.01)., WK 7HE2,

2.7 Z@mmped p-AKT/AKT l4E 5 vector 4]
Fb4, peDNA-linc00239 4141 il o p-AKT/AKT L&
W 8 JF & (P<<0.01), sh-linc00239 41 F
vector+CD40L 2 40 i h p-AKT/AKT FCAH B & p%
il (P<<0.01); 5 pcDNA-linc00239 41 b %,
pcDNA-1inc00239+CD40L 41 41 i ' p-AKT/AKT
Fe B B R (P<<0.01); 5 sh-linc00239 41 1
&, sh-1inc00239+ CD40L 41 48 Jfl tf p-AKT/AKT
FUAE P R AR (P<<0.01). WLIE 8.
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A': Control group; B: Vector group; C: PcDNA-linc00239 group; D: Sh-linc00239 group; E: Vector+CD40L group; F: PcDNA-

1inc00239+ CD40L group; G : Sh-1inc00239+ CD40L group.
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Fig. 6 Apoptotic rates of cells in various groups detected by flow cytometry
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Lane 1: Control group; Lane 2: Vector group; Lane 3: PcDNA-linc00239 group; Lane 4: Sh-linc00239 group; Lane 5: Vector+CD40L
group; Lane 6: PcDNA-linc00239+ CD40L group; Lane 7: Sh-linc00239+ CD40L group; 1: Control group; 2: Vector group; 3: PcDNA-
1linc00239 group; 4: Sh-1inc00239 group; 5: Vector+CD40L group; 6: PcDNA-linc00239+CD40L group; 7: Sh-linc00239+CD40L
group. "P<C0.05, “P<C0.01 compared with vector group; “P<C0.01 compared with pcDNA-linc00239 group; “P<C0.05, “*P<0.01

compared with sh-linc00239 group.
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Fig. 7 Electrophoregram(A) and histograms (B, C) of expressions of Bcl-2 and Bax proteins in cells in various groups
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£2 BHAMKF Bel-2F Bax mRNA FEKF
Tab. 2 Expression levels of Bcl-2 and Bax mRNA in cells in

vatious groups (n=3,r=+5s)
Group Bcel-2 mRNA Bax mRNA
Control 1.0040.05 1.000.03
Vector 1.0040.04 1.1740.08
PcDNA-1inc00239 1.8040.06" 0.1740.01°
Sh-1inc00239 0.2640.04" 5.1840.447
Vector+CD40L 0.2240.01" 3.704£0.247
PcDNA-1inc00239+CD40L 0.4640.03" 2.07+0.12°
Sh-1inc00239+ CD40L 0.05+0.01" 7.5240.14"

"P<<0.01 compared with vector group; “P<C0.01 compared with
pcDNA-1inc00239  group; “P<C0.01 compared with sh-linc00239

group.
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Lane 1: Control group; Lane 2: Vector group; Lane 3:PcDNA-
1inc00239 group; Lane 4:Sh-1linc00239 group; Lane 5: Vector+
CD40L group; Lane 6: PcDNA-linc00239+CD40L group;
Lane 7: Sh-1inc00239+CD40L group; 1: Control group; 2: Vector
group; 3: PcDNA-Iinc00239 group ; 4: Sh-linc00239 group;
5: Vector+CD40L group; 6: PecDNA-1inc00239+ CD40L group;
7 : Sh-1inc00239+ CD40L group. P<<0.01 compared with vector
group; “P<C0.01 compared with pcDNA-linc00239 group; *P<C
0.01 compared with sh-linc00239 group.
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Fig. 8 Electrophoregram(A) of expressions of AKT
and p-AKT proteins and histogram (B) of ratio of
p-AKT/AKT in cells in various groups
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