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[ ABSTRACT] Aim  To investigate the effect of IncRNA-BC200 on the inflammation and apoptosis of nerve cells in-
duced by AR, s and its possible mechanism. Methods The nerve cells PC12 were divided into NC group ( conven-
tional cell culture) and 10, 20, 40 wmol/L AB,s 5 groups (cells were treated with 10, 20, 40 pmol/L AR, ;5 for 24 h) ,
and then cell apoptosis was detected by flow cytometry.  qRT-PCR method was used to detect the expression of IncRNA-
BC200 in cells. The PCI2 cells were divided into NC group (cells were routinely cultured) , AB,s s group (PCI12 cells
were intervened with 20 pmol/L AR, 55 for 24 h) , si-NC+AR,5.:5 group ( PCI2 cells were transfected with si-NC and then
intervened with 20 wmol/L AR, ;s for 24 h) , si-lncRNA-BC200+AB,; 5 group (PC12 cells were transfected with si-In-
¢RNA-BC200 and then intervened with 20 pmol/L AR, .5 for 24 h) and TNF-a+si-IncRNA-BC200+AB,; ;5 group ( PCI2
cells were transfected with si-IncRNA-BC200 and then co-intervened with 20 pmol/L AR, ;s and 20 pg/L tumor necrosis
factor (TNF-a) for24 h). Flow cytometry was used to detect cell proliferation activity and apoptosis, ELISA was used to
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detect the expression of TNF-a, interleukin-6 (IL-6) and interferon-y (IFN-y) in the cell culture supernatant, and West-
Results The
apoptosis rate of PCI2 cells and the expression of IncRNA-BC200 were higher in 10, 20, 40 pmol/L AR, ;s groups than

ern blot was used to detect the protein expression of cleaved-Caspase-3, p-p65 and p-IkBa in the cells.
NC group.  The protein expression of cleaved-Caspase-3, p-p65 and p-IkBa and the levels of TNF-a, IL-6 and IFN-y in
AB,s45 group cells were all higher than NC group.  The apoptotic rate of PC12 cells, the protein expression of cleaved-
Caspase-3, p-p65 and p-lkBo, and the levels of TNF-a, IL-6 and IFN-y were all lower in the si-lncRNA-BC200+A,; 4
group than AP, ;5 group.  The apoptotic rate of PC12 cells, the protein expression of cleaved-Caspase-3, p-p65 and p-

IkBa, and the levels of TNF-a, IL-6 and IFN-vy in the TNF-a+si-IncRNA-BC200+A,; ;5 group were all higher than the si-
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IncRNA-BC200+AB 5 55 group.

Conclusion Knockdown of IncRNA-BC200 may inhibit AB,s ;;-induced neuronal cell

PCI12 secretion of inflammatory factors and apoptosis by inhibiting the activation of NF-kB signaling pathway.
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AN I RA I o, R 5 A )
REDIAASC, A2 WF AD A9 208 TAERIE M Z6 T
TFA 0. 895, 7R HURE FRE 5 B2 43 3l hy 85. 82% Fil
88. 83% , K I I3 IncRNA-BC200 X IIfi K AD HYi2
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ABog s %4, # % si-IncRNA-BC200 48 #1 | 20 wmol/L
ABys s 120 peg/L TNF-o 3£ [ T 24 h, ity TNF-a+
si-IncRNA-BC200+AB,; .5 4,
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1.5 Western blot #&ill cleaved-Caspase-3 p-p65 #A
p-IkBa EAFKIX
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A1 B-actin(1 : 1 000) —H M H AR, ik E, BT
37 CHAF R L FH A =H(1:2000)HE 1h,
mofe K HRA, BOL R, B L4 B, Image | %1
AT cleaved-Caspase-3 ., p-p65 . p-IkBa 8 Xt B-actin
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PC12 U TR i T+ (P<0. 05 & 1)
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B 1. AR, 5 PC12 AT (n=9)
a g P<0.05, FIEH M B LLE ;b A P<0.05,5 10 pmol/L AB,s 55 ZH L ;¢ I P<0.05,5 20 wmol/L ABys.s 4 HEL,
Figure 1. Effect of A, ,; on apoptosis of PC12 cells (n=9)

2.2 AERE ARy, X PCI2 40 A8 F IncRNA-
BC200 ik KI5 0E

SIE % X B4 #, 10 wmol/L AR, 4.
20 pmol/L AR, ZHA140 wmol/L AB,, s ZH PC12 ZH
i IneRNA-BC200 1735 i3 .35 T (P<0.05) 5

510 pmol/L A, ALHEEE,20 pumol/L AB,s 55 AN
40 wmol/L AB,s.5 #H PCI2 40+ IncRNA-BC200 (1)
FOR B W E TR (P<0.05) ;5 20 pmol/L A, s
ZH AR ,40 wmol/L AB,s,s 41 PC12 B H IncRNA-
BC200 Y71kt i & T (P<0. 05581 2)
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2. A, Xt PC12 2@ IncRNA-BC200

Rix

Y% (n=9)

aJj P<0.05, SIEH X IBZ4 4 ;b P<0.05,5 10 pmol/L
ABysas ALHE ;¢ 9 P<0.05,5 20 pmol/L AB,s,5 A HEL,

Figure 2. Effect of AR, ;; on the expression of
IncRNA-BC200 in PC12 cells (n=9)
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(0.98+0.08),P<0.057, i B %4 4% si-lncRNA-BC200
%) PC12 4AffdH IneRNA-BC200 w5 1E X} IR
AL, AB,s 55 2 PCI2 AR T R AANMEF cleaved-
Caspase-3 HHFEIE W E I+ (P<0.05) , s 5 I
THWT TNF-ou IL-6 Fll IFN-y 357KV B TF e (P<
0.05), 5 AR, 4l 3L, si-IncRNA-BC200 + AR 1
2l PCI12 HIEIH TR MM cleaved-Caspase-3 25 [
FBWFEFER(P<0.05) , A5 FR EIHW TNF-o
IL-6 il IFN-y Fik/KF- 1 2 B A1 (P<0. 05) , TMif si-NC
+AB,s s LA K I 48 A5 22 R LG22 E L (P>
0.05;K3 F1 1),
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3. AR IncRNA-BC200 Xf AB,s 55 775 PC12 AT cleaved-Caspase-3 & B RIEKIF N (n=9)
A 2l Western blot %l cleaved-Caspase-3 & 132351500 ; B 2 Uit =40 ML A A I A8 IncRNA-BC200 X AB,s 55 519 PC12 ZHHMLI T 152
a }j P<0.05, 5IEH X M2 LL#5 ;b 24 P<0.05, 5 AB,s.as 4 IHLEL,
Figure 3. Effect of knocking down IncRNA-BC200 on the apoptosis and the protein expression of cleaved-Caspase-3
of PC12 cells mediated by AB,;,s(n=9)

2.4 NF-xBESEXRHEXEARENEZN
SIEH R B L #, ARy 4 PCI2 4L p-
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ABos s ALHEHE , si-IncRNA-BC200+ AR, 4 PC12 4
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Hi p-p65 1 p-IkBa #E ik B F FEAL (P <
0.05) , 1M si-NC+AB,s 45 4l p-p65 Hl p-IkBa & 155
IKERTCGIFE L (P>0.05;&14) .
2.5 NF-xB {5 5@ B AR TNF-a FEERUR In-
cRNA-BC200 3t AB,s s 775 PC12 A AA T FA %
iE B F 7= 4 M R T

5 si-IncRNA-BC200+AB,, s 2H H%E, TNF-a +si-
IncRNA-BC200+AB,5.,s 41 PC12 4l h p-p65 & [
FIk P FE T (P<0.05) , 20 g 4 T 2 50 40 g o
cleaved-Caspase-3 & [17 35 I # F+ 5 (P<0.05) , 4

% 1. BUR IncRNA-BC200 3 A, . TS89
PC12 R AEEFF=5% (n=9)
Table 1. Knockdown of IncRNA-BC200 inhibits
inflammation of PC12 cells mediated by AR, ,;(n=9)

$1ﬁ:ng/L
el TNF-a IL-6 IFN-y
1E % B4 71.02+6.47 25.44+1.62 19.12+1.51
ABy s A 187.69+12. 54" 73.61+6.24" 48.73+4.25"

si-NC+AB,, ., 41
si-lncRNA-BC200 +

185.71+15.42 75.81+6.02 49.51+4.02

75.84+5. 14" 29.74+2.34"24.78+1.96"

ABZs—"ﬁ ZH‘
B LT TNF-a 1L oy IR
@ ng’fi/ﬁ W TNF-oc 1L-6 il TFN-y 357K &2, T ra ) P<0.05, 5 1E A A TRALELEE b ) P<0.05. 5 ABys . 41
FFHE5(P<0.05; 1815 Figk 2) . bk,
PRS- NG
SIS AR s
® AN 1.5+ | Si-NC+A B 5 25

si-INCRNA-BC200+A B 45 4

. — a a -
-
- JI b lI Q
B -actin 0.0

p-p65 p-IkB
E 4. B IncRNA-BC200 1%l AR, 7 FH PC12 A p-p65 . p-IkBa EAFRIL(n=9)
a h P<0.05, 5IEH X HRAL LA ;b N P<0.05, 5 AB,s 55 A AR,
Figure 4. Knockdown of IncRNA-BC200 inhibits the protein expression of p-p65 and p-IkBa
in PC12 cells mediated by AR, (n=9)
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5. NF-«B {5 518 B #iEH TNF-o F AR IncRNA-BC200 3t AR, M5/
PC12 ARUA TR cleaved-Caspase-3,p-p65.p-IkBa EEHRIEM M (n=9)
A 2} Western blot #3] cleaved-Caspase-3,p-p65 .p-IkBo 25 FHZRIR GO0 B A i 2 AH M ARSI 40 He i 7=
a 4 P<0.05,5 si-lncRNA-BC200+AB,s 55 2H HEL,
Figure 5. NF-kB signaling pathway activator TNF-a reverses the effect of knocking down IncRNA-BC200 on
the apoptosis and protein expression of cleaved-Caspase-3, p-p65, p-IkBa in PC12 cells mediated by AR, ,(n=9)
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% 2. NF-«B {55 @A TNF-o BEERUR
IncRNA-BC200 Xf AB,. ,; 75 H PC12 K E R F
ERBIRI(n=9)

Table 2. NF-kB signaling pathway activator TNF-« reverses
the effect of knocking down IncRNA-BC200 on inflammation
of PC12 cells mediated by AB,;s(n=9)

A7 ng/L
el TNF-a IL-6 IFN-y
si-lncRNA-BC200
FAB, . 4l 75.84+5.14 29.74+2.34 24.78+1.96
TNF-a+si-

IncRNA-BC200+ 173.2213. 15" 71.54£5.86" 45.61+3. 98"
Ao 4l

a9 P<0.05, 5 si-lncRNA-BC200+AR,; 5 4LILAL

3 4t i

B IR P BRI (AD ) 2 20k Jirb 3 AR 1 A8 22
T ) NS A i it B 1Y) 56 = R0, ™ H S )
ZAENMVEE R AD FERBONICAZAE 1
IR FAFI D BERR NS, H i H A A & e 4 - AL v
RUTHG AR Al H T AF A ER K A5 2 1Y
B HUUBUZ AD (IR ARAE . AR HA P&
BEPE, AT5- 0 20 A0 AR R T R A E S, S — R
SIREAR L, S AD M &AL BT, Caspase-3
& Caspase KRN Loy, ez BT A5 5
FIFEAE TG, 4 W cleaved-Caspase-3 , it — 25 55 U] 4ff
M4 FhR Y, 15 S AP T . AD BE R
AB TS TNF-o  IL-6 il IFN-y %K & RAE A ()
PR KBS R AE A F IR T 5T AR A, AH B B
FENG TS BUBEAE IR, 2 iE AD (& JeERN ) A
W5 R AN PC12 28 AR, T TS, 40
MR TR AL cleaved-Caspase-3 25 [ % 34 B i
Fher, HAnMaR % L3 TNF-o IL-6 1 IFN-y 3%
BACEULR T, U AR, W55 PCI2 4R ™ A2
TR R R R ST

IncRNA 7EEAZA Y T2 A71E , 2 5 R4 2
PR SRR S AR Ak I 38 45 A B o B AR 7
AD MRE KRR R EEAEHT Y Y R
H7R, IncRNA MEG3 7E AD K EUNHZI P25 R,
E3H IncRNA MEG3 it 1o 10 ] % I 156 AL B 3 Il
( phosphoinositide 3-kinase, PI3K )/# H % B B
(protein kinase B, Akt) =5 R EE AD KRN
FCIZIIRE , IF40 ] 1 E bl 20 200 B 0 1 S04k O 93
B A0 R AE 5., Ma 450 B R oK, i Kk

IncRNA MALAT1 A]ififi] AD #EAI 2 4 1, i
A2 5 il A K, IR BE AR IL-6 Fl TNF-a K ik,
IncRNA MALAT1 Xt AD 9% A4 & e ik VEH .

IncRNA-BC200 1E >} —F IncRNA , 7E 22 Ff 5 5
R EEER, Bl X IncRNA-BC200 i 58 £
SR TE MR 7 T, A AR R, IncRNA-BC200 7E Jf:
S AR /N A i e R R A 0 g 5 R rh Rk M,
K SRR S DRV R 20 o 200 e %) S P R 0, 0k i £
PR Y K AR ERRAE Y ST R, AD
HF MG T IncRNA-BC200 2% 3K 525 T I 45 1 1 S R
HHAMERRAARZ |, HIM T IncRNA-BC200 7KF-5 AD
e RAH 56 | I IncRNA-BC200 A] T4 5] AD Flifi
VR A ATREC AD 2 A kR, A
W98 EEMEL T IncRNA-BC200 Xf AD 4 Jifg 45 71
AB,sss 51 PC12 4 ARAE PR T2 35 K A L 0 7=
(52, 45 S R, ARy, R HE PC12 40 A v
IncRNA-BC200 F) 23k, @8 IncRNA-BC200 AT 411 il
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