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IncRNA NKILA #[a miR-1236-3p {5 & #5iF SHI X [E L AR GBI
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(H#ZE] HM 5 IncRNA NKILA X A§Z 8% (lipopolysaccharide , LPS ) 75 5 (i) NSV F B2 4l
(human bronchial epithelial cells, 16HBE ) #i {7 1452 0 LB FENLH oI5 FH 50 wg/mL LPS 55 4%
4 16HBE 41 fifs 24 h, qRT-PCR KM i g IncRNA NKILA F1 miR-1236-3p {3k, 7 16HBE 4
Jig H 4 peDNA-NKILA 1 anti-miR-1236-3p , #1535 IncRNA NKILA F1T-#t miR-1236-3p %} LPS i
5119 16HBE 2 0351453 4 52 M, X 20 L AR Fi1 Western blot 43 BRI PR 7% K% 8 T-4H ¢ 85 11 Bel-2 I Bax
Bk  ELISA 1645 I LPS 15 S )5 40 i 1 3&  H 48 i/ R 6 (interleukin 6, 1L-6) | [ 40 il /7 & 13
(interleukin 13,1L-13) FIifE AL R F-o ( tumor necrosis factor-o, TNF-a ) (7K - SO MG R IR 45 R GE
HiiE IncRNA NKILA 5 miR-1236-3p M C R . G50 5xf BZHAR F, LPS U553 1Y S B R A0
16HBE 1 IncRNA NKILA FHIHi I8 7= [ Bel-2 & BER#I%, miR-1236-3p FIJE T8 [ Bax [ & & TF i, 40
PR T3 SORE K F TL-6 \IL-13 F1 TNF-o &3 BT, W HRA G228 L (P<0.05) ;11 %55 IncRNA
NKILA FIF48 miR-1236-3p ¥ ]2 LPS i 519 16HBE i Jifd 48 K 451407 , 30 ) 48 L8 7~ IncRNA NKILA
B £7 R 45 miR-1236-3p i 35 5 1 7235 miR-1236-3p A] 306 #% 55f 6 15 IncRNA NKILA % LPS % S 119
16HBE 4 & AIJH T AT 4518 IncRNA NKILA 3 i #11i1 67 45 miR-1236-3p (93515, I LPS
BRI LA T 40 16HBE 1 485E BRI T

[R$ER] CE LA 16HBE ; iif 24 ; IncRNA NKILA ; miR-1236-3p ; i {45 ; 4 7=

[hEESZES] R322.34; R363.22; R394.2 [ CEtkREM] A

Long noncoding RNA NKILA alleviates lipopolysaccharide-induced bronchial

epithelial cell injury by targeting miR-1236-3p
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[ Abstract | Objective To investigate the protective effect of long noncoding RNA (IncRNA) NKILA
against lipopolysaccharide ( LPS)-induced injury of bronchial epithelial cells and explore the mechanism.
Methods  Bronchial epithelial cell line 16HBE was challenged with 50 pwg/mlL LPS for 24 h, and the
changes in cellular expression levels of IncRNA NKILA and miR-1236-3p were detected using real-time
quantitative PCR (qRT-PCR). 16HBE cells were transfected with pcDNA-NKILA and anti-miR-1236-3p to
investigate the effects of IncRNA NKILA overexpression and miR-1236-3p interference on LPS-induced cell
injury. Flow cytometry and Western blotting were used to determine the apoptosis rate and the expressions of
apoptosis-related proteins Bcl-2 and Bax in the transfected cells, respectively; the levels of interleukin 6
(IL-6), IL-13, and tumor necrosis factor-oo ( TNF-ou) in the supernatant were measured using ELISA.

A dual-luciferase reporter assay was used to analyze the targeting relationship between IncRNA NKILA and
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miR-1236-3p. Results Compared with the control cells, 16HBE cells challenged with LPS showed significantly
down-regulated expressions of IncRNA NKILA and Bel-2 protein (P<0.05) and up-regulated expressions of

miR-1236-3p and Bax protein ( P<0.05), with significantly increased cell apoptosis rate and levels of the
inflammatory factors 1L-6, 1L-13 and TNF-« in the supernatant (P<0.05). Over-expression of IncRNA NKILA
or interference of miR-1236-3p obviously ameliorated LPS-induced inflammatory injury and inhibited apoptosis of
16HBE cells. LncRNA NKILA negatively regulated the expression of miR-1236-3p, and over-expression of miR-

1236-3p reversed the effects of IncRNA NKILA over-expression on inflammation and apoptosis of LPS-treated

16HBE cells. Conclusion

LncRNA NKILA reduces the release of inflammatory factors and inhibits cell

apoptosis in LPS-treated 16HBE cells by targeting miR-1236-3p for negative regulation of the latter.
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ZIN L i P 4 it PR S B A A 43 A )
REREAS s ZESM AR Y 5 3 B 30U B R A e &5
FFITRE I B IR, 77 AE 4% i PR 1T 200 i ) 1 S 12 iy
HOLSE RS R A s i L 2 — L BRge
JE4iH RNA (non-coding RNA) f33% miRNA #1 IncRNA
GAEEE R R E R 2 LR R, W e S 5
(4 0 BIL A, YT S AR R AN O T SR E A
5 AR IncRNA NKILA 7641 410141 i %
HEARAE I R FEVRAEAE 1 40 IncRNA NKILA 7£ 5 5%
WA R R A S 0 LA 5 4
H AT R, 3 T A 200 U T R A
o IncRNA NKILA 7E3C 8 b R 40 Mt 4 v i) 635
WIANTE . ASWF ST I AR M5 B 2E T & B, miR-
1236-3p A fi 5 IncRNA NKILA f77E45 407 . B Al
miR-1236-3p SANMII IR T- A % . TR EAFIEss
o (BRUUERE S N TS R U= VAU NG R =g o ] ]
(human bronchial epithelial cells, 16HBE) [ LPS #§i {4
B AL, R TE B 2 B (lipopolysaccharide, LPS ) 755 1Y
16HBE 4 g IncRNA NKILA W] #1 [ 8 5 miR-1236-
3p [ R AL 05 A T, LA A /0N J LI i %) 32
Bl 5T SRR 114 JEL I

1 M5

1.1 A

AN AE R 40 £ 16HBE iy B Jb 5t b
LW s BG4 I3 (fetal bovine serum, FBS) .DMEM =
Bl SR 550 B 26 [E Hyclone 24w, BREE F g LPS 14 A
Sigma-Aldrich 7y ] ; Total RNA 32 BUXF &1 5 5% 553
& (RT-PCR) | Real-time PCR 71 & A 544 T
T2 (R3%E ) A BRZS 7] 5 Lipofectamine 2000 % HL i & 11
H 2£[E Invitrogen 2\ A ; 0B/ 2 6 ( interleukin 6,

IL-6) .42 13( interleukin 13, 11-13) F1 i £1
BEH F-a (tumor necrosis factor-oo, TNF-o ) % 3257 &
1 B AL IR TR IR A5 MO R B R 40
( Dual-Luciferase Reporter Assay System ) W4 H 3%
Promega /N #); 5| #). IncRNA NKILA 3 3 K 2 14
(pcDNA-NKILA) .IncRNA NKILA F-#i4) (si-NKILA) |
miR-1236-3p mimics( miR-1236-3p) .miR-1236-3p i
31 (anti-miR-1236-3p ) , 25 % # R BT HE X B ( peDNA |
miR-NC ,anti-miR-NC F1 si-NC) £ IncRNA NKILA 28745
TUFNEE A= RS 2R BFAR0E B F o o5 B R 25 R A
B2 7] 5 Bel-2 HiLiK Bax HLIAFIHT GAPDH Hit A1l 4 %
[l Abcam 23w 5 3t =2k 40 1 0 oA 0 3050) & BCA 2R
W EEI a0 & B B = RAEYHARARA
a4 A A BD 22 F, Real-time PCR {lg 4 3¢
Bio-Rad 24 #]

1.2 Fik

1.2.1 iz ¥ 16HBE Uit 3E F& A 10%
AL L 100 U/mL 7 % R A 10 mg/L % K 1Y
DMEM gt g, B 3% 26 A - MU AR (37 °C 5%
CO, fHIR R TR A R . A AR K Bk K
L 12

1.2.2 4l LPS BEAUR R SLIR 402 LPS iRl
HET ARG SCHR [ 7] 54T 16HBE 21 iy LPS #5570 ) £
ST CBEREECE K B 16HBE 20 L 1 10° A4~ 20 i/ fL
HeRh T 6 FLA, 20 M 25 2 35 3] 80% IR L ALk B
50 pg/mL LPS 1537 24 h, AN iE AT 5250

SZIG 432 X BR Con 4 : LLIE % DMEM &b b5 5%

FEREFR LPS 2 i B A 37 (1) 5 i AT G 57 24 b
SCYRZH (LPS+EG YL 2 ) < A% UL 48 h J5 4T LPS f5
BRI HEST

1.2.3 2 Jf 5 g WOLEE IR 16HBE 41 i, =5 41
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M A B ik 3] 70% B R 35 Lipofectamine 2 000 %% Yu
G U] B AT A e FE %3 21 pcDNA 2
F1 pcDNA-NKILA 4, si-NC 2H 1 si-NKILA ZH , miR-NC
ZH I miR-1236-3p 4 , anti-miR-NC 2 #1 anti-miR-1236-
3p 44 ; pcDNA-NKILA + miR-NC 2H 1 pcDNA-NKILA +
miR-1236-3p 4., Y 48 h, W AE AN, A4 1. 2. 4 6
W20 B miR-1236-3p i1 IncRNA NKILA [ &, 36 3iF
BRI

1.2.4 Real-time PCR ¥l miR-1236-3p FI IncRNA
NKILA 1 % ik W SE LPS b B R/ B8 4% e it 1
16HBE i fifd, ] Total RNA 2 Hiat 77 & 2 B 40 it &5
RNA , D e s a0 4 10 W 45 B 3 s 5 i cDNA il
A cDNA (1) BE R4 T, DL cDNA Sy 152 4 ¢ i
Real-time PCR &5 & ¥ BH 453647 s i & )% IneRNA
NKILA FI miR-1236-3p mRNA, 2|44~ ,IncRNA NKILA
B 9.5’ -CTGTCGGGGACTGGTGTATT-3', T iiEa|
Y. 5'-AATACACCAGTCCCCGACAG-3'; miR-1236-3p
iS4 5 -CCAATCAGCCTCTTCCCCTT-3", Fiifa|
Y. 5'-TATGGTTGTTCACGACTCCTTCAC-3"; ff] 2744
AT RE ST o

1.2.5 FI4iHed 1L-6 \IL-13 F1 TNF-o [ 55 &

W EE 41 16HBE A 57 L3 , 2500 J5 4 I8 1L-6 1L-13
1 TNF-o 328050 & B0 W] 15454, /B 77 B3 b 10-6,
IL-13 F1 TNF-o [ .

1.2.6 a2 48 AR 0 5 40 M o T % |
16HBE Ziffd$2 7 T 6 FLA (1x10° 40/ fL) , {5
24 h WA 2 Y K IR Bl 1x10°4/mL,
B 200 pL 1xBinding buffer T E 40, K5 MA 5 pL
Annexin V-FITC #1 10 pL AL e (PI) , 2 586
15 min, F-AIIA 300 L 1xBinding buffer, AL
ST AR T

17 %% UL {1 16HBE 4f ffy % 5%, 4K J5 #% B Dual-
Luciferase Reporter Assay System 7 & 1d I 5 47 1
VEREYY KAy i) & A IncRNA NKILA 5 miR-1236-3p
P55 5 B AR B (WT-NKILA ) F15€ 28 B ( MUT-
NKILA ) X5 3R f i 244, 7351 5 miR-NC 5 miR-
1236-3p 4% Y 16HBE 4iiffd, %% 48 h, St FE 4 il , 34
R, B0 R B, LU T 2O R B ME NS
HE ARG 22 KRR 5 G 2R TG Pk o
1.2.8 Western blot £ M T-#H &2 [ Bax £l Bel-2

Wk 16HBE 4, il A 2 0 2 7 W =2 i 2L 200
WSO 200 R B T, R B VR BE , 3R 1T SDS-PAGE, %%
PVDF Ji&, SR EHA 2 b, il A—$t (Bel-2 44 1:1 000,
Bax $TK 1:1 000, GAPDH $HT{4 1:5 000) ,4 C 1+ 7 0%
B, UEME 3 U, ARG B Bl bR — 90, EIREF 2 h, B
AN, T R K
1.3 %it$Fa®

FH SPSS19. 0 B4 kA7 Bl Ge it o i, e A 840

BIPL x4s 7 s PIAHIA] ORISR A o« K 3, 240
[i] BUA5 3 Tl R FH B R 2R T 2243 #T

2 HR

2.1 IncRNA NKILA #2845 miR-1236-3p #) &k &

i 15 LncBase Predicted v. 2 i il %& 3, IncRNA
NKILA 1) J7 5] th % A 5 miR-1236-3p H.%p 1) J7 1)
(BITA) o XSRS R o 45 R BoR, o Kk
miR-1236-3p AJ {3 T A % 4= A WT-NKILA ZH 4f fifd
K G AN TG 1 (P<0. 05) 5 17 548 5 MUT-
NKILA ()3 K58 0 2 AR i P A B 8 22 1k
(Bl 1B), qRT-PCR S5 45 R 7R, it K35 IncRNA
NKILA A] F i miR-1236-3p 3 ik (P<0. 05) ; 4
IncRNA NKILA 20 |- J8 miR-1236-3p 3% ( P<0. 05,
1C) . HH IncRNA NKILA # [m] 71 78 45 miR-1236-

1.2.7  WEERBHR & R 5585 M 1.2.3 3 3p KA
1.5~ Il miR-NC 39
miR-1236-3p it c
o T Ko,
_,;, 1.0 E
= =
e - ©
WT-NKILA &' GGGGCUCAGGGAAGAGa 3’ 0.51 S
e A P L 2 = b
miR-1236-3p 3  accuCUCUGUUCCCCUUCUCe 5 &
MUT-NKILA 5 ggucccugUGAGUUCAUUAGCUCAa 3’ 0 = 0
Lijgacyir] TRASHY pecDNA peDNA- si-NC  si-NKILA
NKILA 2571 NKILA
A B 215 C

A: IncRNA NKILA &3] &4 5 miR-1236-3p & 4h 894 855 51 : B: 3% b £BEE %% (n=9, x+s);C: IncRNA NKILA 8
¥ miR-1236-3p #9 & ik (n=9, x+s) a:P<0.05,%5 miR-NC 28}t4;b:P<0.05,%5 pcDNA 4t ;¢.P<0.05, 5 si-NC 48 pb 3k

1 IncRNA NKILA $8 (5384 miR-1236-3p Hy R ik
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%1 IncRNA NKILA iFRix% LPS § S X SE LR AMKERFRMAFME (v£5,0=9)

Iy NKILA IL-6/pg + mL™' IL-13/pg + mL™" TNF-o/pg + mL™
Con 1. 00=0. 07 41.25+4.38 6.29+0. 64 53.61£5.33
LPS 0. 46+0. 04" 83.2248. 14" 37.2243.51° 128.33£14. 25"
LPS+pcDNA 0. 43+0. 05 85.69+8.57 38.69+3. 59 129. 65+12. 54
LPS+pcDNA-NKILA 0.75+0. 07" 50. 65+5.37" 10.42+1.33" 69. 3426.79"
F 186. 993 97.794 389. 135 129.234
P 0. 000 0. 000 0. 000 0. 000

a: P<0.05,15 Con Z8}b45;b: P<0.05,%5 LPS+pcDNA 481t 4

2.2 IncRNA NKILA #= miR-1236-3p f£ LPS # $-#9 %

2% ¥k e, 16HBE Hids ¥ 4 Ak

PRSI R R, 50 we/mL LPS 403§ 16HBE 24 h

KT 24 B 14 0 ) 850 o A EL A S 25 5 W) 200 9 1, e 2
SR 50 we/mlL LPS 4bFH 16HBE 24 h 7 4 a4
il 5%FRE Con 4 AH EL, LPS 4 3048 I R 4 i
16HBE H IncRNA NKILA & B 2 % (1. 00+0. 06
vs 0.43+0.04,P<0.05) ,miR-1236-3p [} & & B ET 5
(1.00+0. 05 vs 3.63+0.33,P<0.05) ,
2.3 IncRNA NKILA it % ik 2+ LPS # %49 16HBE %m

e K E B T B0 % oa

5 %} B8 Con 41 #H Ik, LPS 41 16HBE #f jifg
IncRNA NKILA & & TR (P<0.05), % 5EH T IL-6,
IL-13 #1 TNF-a & &3 8 %75 (P<0. 05) ; it £ ik
IncRNA NKILA ¢) 16HBE 4}y LPS 155 J5 45 S A1 I,
22 1. i LPS A R IncRNA NKILA 3235048
16HBE F=A: 485 2 o7 s 15 %635 IncRNA NKILA A Ji 4%
LPS /531 16HBE 4 fU 48 A 15107 , $1& 5 40 B ) 40 28 A
et
2.4 IncRNA NKILA it % ik st LPS 3 %49 £ &% £

J% 16HBE %8 L8 T 8 % v

5% B8 Con ZHAH L, LPS 75519 16HBE 41 il )& 7
FHE TR (P<0.05) , HLId 1228 1 Bel-2 ik FEAIK
(P<0.05) ,HT1T-F [ Bax FA T = (P<0.05) ;17 FE ik
IncRNA NKILA 4] 16HBE £ LPS &S J5 45 A0, WL
K 2 f13¢ 2, wiBH LPS v %5 16HBE 4 1= ;i 5=
ik IncRNA NKILA ][] LPS 75519 16HBE ZHJfufd1-,
% 2 IncRNA NKILA 3343t LPS %51 16HBE JH 1=
IR (x+s,n=9 )

! AT/ % Bel-2 EEH Bax
Con 7.36£0.74  0.73+0.07  0.220.02
LPS 24.59+2.87°  0.29+0.03*  0.570.05°
LPS+pcDNA 26.31+2.34  0.28+0.03  0.58+0.06
LPS+pcDNA-NKILA  10.59+1.08"  0.64+0.06"  0.31£0.03"
F 216. 346 191. 184 162. 486
P 0. 000 0. 000 0. 000

a; P<0.05,%5 Con #1}t2%;b. P<0.05,k%5 LPS+si-NC 48tb4x

2.5 F# miR-1236-3p ik LPS i $ 49 L 4% b
& 16HBE #m o438 15 49 % vf

%R Con 410 [, LPS ¥ 5: 1y 16HBE 41 iy o
miR-1236-3p &+ B &5, IL-6 IL-13 Fil TNF-o 75
TR A T 3T S, Bel-2 FRIKkFE(R, Bax 5 i
T BHEA G L (P<0.05) 51 T4 miR-1236-
3p FIBAINEE SRR, ULP 3 g 3. UL LPS W] |
i 16HBE H1 miR-1236-3p 77 5t , {2 34 41 8 46 i 353 445 9%
FESMMIA T ; T4 miR-1236-3p ik Al 4% LPS %
11 LoHBE 41 L5345 -4 il 4 e i =

1 2 3 4
Bel-2(26x10°)— M v e,
Bax(21x10%)— s S S

GAPDH(36x10)— #iin s S S

A
- Con . LPS
3 4.98% 13.22%
10°+ 1, : 10°4
= 1074 ¥ = 1075

10'4 10'4
100 5 e - 2.38'% 100 I s . I11.37:’/9
10° 10" 10> 10° 10* 10° 10" 10> 10 10*
Annexin V-FITC Annexin V-FITC
LPS-pcDNA LPS+pcDNA-NKILA
10*3 14.66% 10" % 5.98%
10° 5 LN RN S 10° 4
= 1074 1024
10" 4 10" -
100 11.65% 10° " 461%

10 10" 10> 10° 10*
Annexin V-FITC Annexin V-FITC B

A:BTAREE G ARiX 1:Con 41;2.LPS 41,3, LPS+

pcDNA 28 ;4. LPS+pcDNA-NKILA £8;B; ta oA = X A

ooy rrom rrony
0° 100 100 10° 10

2 IncRNA NKILA 3 RiEX LPS S SEMETSE LK
40 AE 16HBE )& T B 240
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2.6 miR-1236-3p it £ ik % 4 7 IncRNA NKILA i& %
iR At LPS % 09 L A8 L K amhe 4% 49 4 A
1E LPS 5 519 16HBE 4f fifg f, i % i& IncRNA
NKILA AJ 4] miR-1236-3p ik FF40 il 40 M f 1, 9k
1240 B R S 45 5 T 7€ LPS 5 5419 16HBE 41 Jfd o [7]
5k £ 3% IncRNA NKILA F1 miR-1236-3p | 4% 5 48

1 2 3 4
Bel-2(26x10°)— I S — —
Bax(21x10°)— e 4. A -
GAPDH(36x10°)— (i A S

A
, Con . LPS
103 3.79% 10° 11.98%
1034 103_
Z 1074 & 1074
104 10'4
10° L e 2ae% 10° o R Ii1.16:%
10° 10 107 10° 10* 10° 10 10* 10° 10*

Annexin V-FITC
A ATHREG R
1236-3P;B. i A i X B

Annexin V-FITC

2, miR-1236-3p & & J &, 40 fg o 1L-6, IL-13 Fl
TNF-o &4 X Th 5, A0 08 T2 % B T}, Bel-2 Rk f
%, Bax Fak W B I, RA G AR L (P<0.05)
DL 4 3% 4, Uil id 3k miR-1236-3p A i 4% id 3k
i5 IncRNA NKILA %f LPS % S 16HBE 4 g #5343 14
e

LPS+anti-miR-NC LPS+anti-miR-1236-3p

4
10 3 13.25% 10 3 7.36%
103' 103-
= 104 = 102+
10] E lol .
10° ki Sl .52'71-% 10° e b . 5.03%
10° 10" 10> 10° 10* 10 10 10> 100 10*
Annexin V-FITC Annexin V-FITC B

1: LPS+pcDNA; 2: LPS+pcDNA-NKILA; 3: LPS+pcDNA-NKILA+miR-NC; 4; LPS+pcDNA-NKILA+miR-

B3 F# miR-1236-3p Fixxf LPS S S X SE L KA 16HBE JF #7500

%3 Tt miR-1236-3p Fixxt LPS %54 16HBE RGBS (x+s,n=9)

Wil miR-1236-3p IL-6/pg » mL™'  IL-13/pg - mL™" TNF-a/pg - mL™'  HFT-%R/ % Bel-2 &1 Bax & [
Con 1. 00£0. 06 40.36+4.18 7.120.71 52.36+5.17 6.25+0. 63 0.75+0. 07 0.210. 02
LPS 3.56+0. 37" 84.32+8. 14" 38.14+3.81" 121.52+11. 41" 23.14£2.31°  0.31%0.03"  0.58=0.05"
LPS+anti-miR-NC 3.61+0.36 87.33+8.29 39.58+3.22 124.59+12.37  25.96+2.58 0.30+0. 03 0.590. 06
LPS+anti-miR-1236-3p  1.68+0. 17" 59.14x5.21" 16.47+1.65" 78.22+7.63"  12.39+1.24"  0.61£0.06"  0.3620. 03"
F 211. 604 99. 039 331.796 119. 816 219.527 175. 311 164.270
P 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000
a: P<0.05,5 Con 20}t ;h: P<0.05,5 LPS+anti-miR-NC 41 1t 4g
% 4 miR-1236-3p T &K% F % 7 IncRNA NKILA i %i% % LPS %51 16HBE AR5 (x+s,n=9)
4l miR-1236-3p  IL-6/pg * mL™' IL-13/pg - mL™" TNF-o/pg - mL™' JHT-%/%  Bel-2 [ Bax #
LPS+pcDNA 1.000. 08 86. 14+8.22 37.54+2.71  127.14x11.65 25.41+2.51 0.27+0.03  0.59+0.05
LPS+pcDNA-NKILA 0.53+0. 05" 53.19+5.32"  11.42+1.18"  67.32+6.74" 10.65+1.08" 0.65+0.06" 0.30=0. 03"
LPS+pcDNA-NKILA +miR-NC 0.51+0. 05 50. 48+5. 12 10. 65+1. 09 65.28+6.53 9.54%0.96  0.66x0.05  0.290.03
LPS+pcDNA-NKILA+miR-1236-3p 0. 82+0. 07" 71.65+7.19"  24.3122.14"  106.65+10.58" 20.47+2.06" 0.38+0.03" 0.48+0.04"
F 124. 049 58. 066 399. 960 99. 075 168. 920 174. 684 129.559
P 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000

a: P<0.05,5 LPS+pcDNA #1145 ;b P<0.05,%5 LPS+pcDNA-NKILA+miR-NC 48 bt 4%
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1 2 3 4
Bel-2(26x10°)— e 4. S

Bax(21x107)— S o— —
GAPDH(36x10°)— i S 4 S

A
, LPS+pcDNA , LPS+pcDNA-NKILA
10 3 13.69% 10 3 5.78%
10° 10° 4
= 10 & 10°4
10'4 10" 4
10° . ) o : i 171.72'% 10° o . " 487:%
10 10" 100 10° 10 10 100 100 100 10*

Annexin V-FITC
A BTHXEG LA
1236-3p; B am e A =i X A

Annexin V-FITC

577% 3 11.58%
107 il oy 10° 4
1004 f' P B =10 4
10" 4 10' 4
10° s — X 13-77% 10° o . | ’ . ll 5489I%
100 100 10> 10° 10* 100 10° 10> 10° 10

10° LPS+pecDNA-NKILA+miR-NC llz)IjS+p(tDNA—NKILA+miR— 1236-3p

Annexin V-FITC Annexin V-FITC B

1. LPS+pcDNA; 2. LPS+pcDNA-NKILA; 3. LPS+pcDNA-NKILA+miR-NC; 4. LPS+pcDNA-NKILA+miR-

B 4 miR-1236-3p 3 %A% T IncRNA NKILA 53 3ki%5%t LPS %54 16HBE ZRpE T

3 itig

LPS S 2% [ T A i B ) T 22 4 4y, vl 51
AT SN, VB T S b R A e A R . AR
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