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INOSHY A K IR BV2 4L 3% 1 SR 4% 14 155 3% 35 B OR 55 3% A b 4 BF 400 1 98 410 i (SH-SY5Y 410 , Jf 3 3
CCK-8 F A H 6L SH-SYSY 41 A 771G R A T- 8 H Bax BXHH.[ER] SXTBAMEL . AR T4
9 BV2 40 2 TR Ay AR A5 188 74 K 40 2 R 0ok /L S B o LR 6 KR ZS L LXRa 2 KB 2 F 3 (P <C0.05) , 41 il
LW COX-2,iNOS By F 5 B 15 8 78 (P<T0.05) . AR AbBH 20 70 4 41 (4 240 Jfe |35 ¥ W 2. 5152 SH-SYSY 40 rf
T REAR VA T2 17 Bax KN (P<C0.05) 5B T4+ AR AR Lb . TPt -+ AR £ A% 40 i 74 A8 KL 2 2 i /0, LXRa
HEAFRLRW A, COX-2,iINOS (£ B N, T3+ AR 4L A9 41 L 74 8 5 30 SH-SY5Y 4 Mo A7 1% 3 %A% , Bax k4 i
(P<C0.05).[ 4538 ] LXRa Z 587 AR TAY/INEE I 40 ML 3816 B 4 AiE DX T O BRI, 26 AD B 98 i AL P 2 4 5 B4 .
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JEAENT cDNA FE G M 9 iy 4 . LXRs 345 LXRalpha(LXRa) Fl LXRbeta(LXRR) BiffiFE I, —FH 77 %1y
IR LXRs 4304 32, LXRs 76 JFIE IG5 41 20 fh 22 1 2045 3238 3 i LXRs 19 A 5] 37 8 75 4 P k2 119
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WA ST AR ULAELTE #2235 A0 e A & A A W AR T 9T R LXRs AR A 8 98 0E . 40 LXRa #4030
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WP EER R RAHED ,COX-2 flINOS 1y ELISA il iz 51 & Crp B a3 L 49 bt Bax —Ht (h [E 3
“RAFED.
1.2 ZHpa¥Esfa A

BV2 4t 2X10° #FF 6 fLA, FH DMEM+10 % FBS B33k, 8 37 C.5%CO, R FEMARFE,2 d
B8 1 R.siRNA-LXRa 4 T Santa Cruz 24 A % Je SE 50 20 B8 2 BT B 647,24 BV2 46 i I BE 35 80 o I,
BT pL siRNA SRV T 100 pL siRNA S QL 15 F5 e s M AL 6 pL siRNA B 4435050 H] 100 pLL siRNA
REYL R IR LA B A T BT B RIE W A TRA) . EIRIEE 30 min AB IR AW HINA 0.8 ml 5 e 353t iR
A% BV2 iR .4 h 5l DMEM 410 % FBS 835 L4k S2 0% 5 24 h #4775 29250, 925643 4
XA CAB HUIMA 25 pmol/1 AB25-35 ¥ F 4 h) , THE 4 (siRNA LXRa) . T3+ AR 4 (siRNA LXRa
+AR25-35 1 HE 4 h) R T4+ AB 4 (control siRNA +AB 4 R THt)5 H Ap25-35 #Ef7AbHE 4 hy 3k 5 4.
1.3 ERBX & IR Bt i% (ELISA)

40 BV2 /NS A0 2 Ab RS BUCAN M 75 W, ELISA 35 &K COX-2 Fl iINOS 1 2 11 /K, # 1]
Ui B 4320 PR AT
1.4 ZFEBHIFEEKRN LXRa B FRIE

WA R ) 4 B9 40 . ) RIPA 2L A6 vk 1 24 30 min, 2T ERE T 4 CE.O0HLP 12 000
r/min #5015 min, BRI A 4068 L BCA 3000 58 B R LI 20 pg 20 0 2R R AR 28 v IRTR 35
SIJF AW 5 min, FEAT T TobE A R B SR VN I Tk e B s FL UK FRLUK S R B 2 PVDF B, AR 5 5 V0 A AR g 3t
Ml 2 h.2Z JF A LXRa(1 : 1 000)F1 GAPDH(1 : 2 000) —#i 4 CHEHF L& AREMAMN —HERIEE
1 h. ] ECL ZOGiF M8 2 A5 B IF ] IMAGE J 8 #1712 k.
1.5 CCK-8 7% ME K H SH-SYSY A ERER

TE 96 FLAR I LAAEFL 10" AN i 2 BE 3 FP L B F 37 'C 5% CO, K5 FRFA N BT IR 24 h 5 A4 2 4115
A EAT AL EE AR A 4H BV2 A B V. BV2 41 E T KR #F SH-SYSY 410 24 h )R SR A FLEL
100 pL}GFR3E 5 10 pL CCK-8 il HEOCIF T .2 h 58 i B An (LI 7€ 450 nm &b OD fA.
1.6 BEXEUFEE

B HALFE S B9 SH-SYS5Y 4 M 3% A, ] 0.01 mol/L PBS % ¥ 5 min X 3 ¥ IfH — 20 °C H s [ &
10 min V&G IMASRHT Bax —FH (1 = 200) .8 4 CUKFETIEE 24 h.PBS I VE 10 minX 3 WJE M AL Al-

1.7 FirFFHiE
K SPSS 19.0 A AT G108 L B LA 8+ FR il 25 (o ) FoR . Z 4L ] LR S 2 Ty 22 0T
(ANOVA),P<<0.05 NERASG = X.

2 # B

2.1 AP 4IER RNA FH#HE BV2 HEHMEST

18] Tl B WL % & B X BELZEL 1 BV2 200 L 25 R D0, AR 52 A KO8 O [BE DR & 10 2 S A KT A
A3 S RS L A0 I ) AH LSS SURLRE L AL TR AR AR AL TR K TR -+ AR ZH 1 BV2 41 i, 35 B 41 i iy
A [ A28 A, B S 22 B R LA e A 00 i 5 o /L 400 (] o 0 O (LI D).
2.2 Western blot ¥l %48 BV2 40 #Y LXRo & B R iE

JH Western blot J5 43 K 0 45 20 4 i 19 LXRo 3 (R IR KEAR b 25 3 Bom L 5 % I A L, AR 41
TR LXRa REK PR TR, ZFARITFE X 5B THHAB LML, T+ AR A M LXRa £k
KA 2 BEAR , 22 5 A Ge it 2% 5 L (P <<0.05) (LI 2).
2.3 LXRa Xt BV2 4 Al #8 5% % % B F B9 %2

PEEUAS AL A0 8% 379 . ELISA J7 BB R AE R F COX-2 A1 iNOS () F k28 4k 45 5 W oR L 5 060 B 20 AH
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Fig.1 The results of inverted microscope of BV2 microglia
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Fig.2 Changes of LXRa protein expression in BV2 cells of each group

2.4 & BV2 A EiFEXT SH-SYSY #EZ TRy &M

WAE BV2 40 B S SH-SYSY A3 5%, Al CCK-8 A6 il 40 Jitd £7 1% . 3 F§ Western blot £ il 4
MIJH T8 1 Bax Rk Z5 R BIR , 5XFRAUAH G, AR 4UFN TP 4 9 F 1 K5 3R 5L 48 SH-SYSY 4 il 1 A7 1% 2 15
KT M Bax RIAW N, Z5 A S22 L ST+ AR 4UAHLL , TH0 -+ AR 4 fr 4R 15 19 5% (R 85 57
Fff SH-SYSY 4IM 775 R & F . T- 8 1 Bax £k W &M, ZF A ST %5 Ul +Ap 4l
Ay EaEmpy (LA 3,58 2).

*x1 EEABV2HAMLEER ®2 HBHEBV2AREHEFEN SHSYSY BRGEEEMNILE
COX-2 1 iNOS Lt % Tab.2  Comparison of percentage of cell survival rate in
Tab.1 Comparison of COX-2 and iNOS among SH-SY5Y cells after conditioned medium treatment
various groups (x£s,n =25) (x £s,n =15)
451 COX-2 OD i iNOS OD & 41531 A HEAEIE 3/ 0
Xf B 21 1.0040.08 1.0040.13 X 2R 100.00+11.04
Apdl 1.28+0.13" 1.2740.08* AR4l 76.0046.32"
THd 1.25+0.13" 1.29+0.11" T 70.20410.47 "
FHe+AR 4l 1.70+0.16% 1.65+0.147 F e+ Ap 4l 52.80+7.95%
BT+ AR 4l 1.31+0.11 1.23+0.06 BTH+AR4A 74.80+9.96
T« SXFIRY g, » P<<0.05; # ST+ AR 41k, Eox XY A, » P<<0.05; # 5 TI+-Ap 4

# P<<0.05. H g, # P<<0.05.
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Fig.3 The immunofluorescence staining results of Bax in SH-SY5Y cells
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AD J& —FlE DL A B 28 RGEARAT PR . H AT OCT AD R ALE IR AR 2, AR REDTAL M &
RAE LM G0 B RS 5 AD (W & Az K . /INBE ST A M2 A 5 4 48 R E SN 1Y) 3 28 40 B, 43 W 4% 0 TR
T NI F B T i s BT ST R L /0N S T 4 A A S AR B S PR 3R A O 0 A b Y /0N R J5 4 i R i
K 1 R AEH T, W COX-2,iNOS Fl TNF-a 85 il 5 4 28 48 5 S 0.3 5k 18795 705 J6e I 400 it 48 0 A1 7 1) 88l
AL 2T BRSPS R AT I R B, ) LXRs B9 3 ) T0901317 #E T APP/PS1 # 3L H AD
ANEL S AD /N BUBK P I 9 0E R F 3 i R T LXRa 2B S5 AD 90E K I # 1  #  AE 5T R
F AB25-35 55 BV2 /INKE T 20 JLAE Ry A i A5 1Y 285 5 & L, AB25-35 AbBEARNE 512 BV2 /N /N S5 41 Jifd it {4
7 [R5 K, B S BT oK TR Bl 8 AB25-35 TEE S BV2 /NI 5T 40 A 7 A= 48 0 PR 1 1 TR ) L BE 8 4 LXRa 19
ik B IRATHEN LXRa AT RES 5 T AD il 8 R E I 9 #5. Ma A 55 & 30t 2 g n] DL i 76 {6 LXRa
AT B0 BV 2 /N8 J55 240 i A 3% A6 % 25 AR R 2 0E B T 3R AT 5%, B LXRa AT HES 5 T AD I N 14 4
E SN Ry T — 25 B AR 75 5 1 /N 5 AN 7 A 1 R E T 5 LXRa Z RN SE R, AR KR siRNA
FIHEARIE BV2 /P40 LXRa FIE X, LXRa JLER G FH AR ALEE, 5 R L B 5 al AR AL B4 AH
I, LXRa JUER+ AB 2119 BV2 /M BT 4 A ™ A2 B9 R AE I F COX-2 Fl iNOS B 538 . it FATICh AR
/N S5 AT B I o /N B A Y B LX R 32 240, AT A5 48 0 T B i3 £

ARSI R, O mi AN T LXRa 19 BV2 400 T35 WCHAT 35K 1% b 28 0 55 1 26 B FE X 40 40 1 3 R
A 2> SH-SYSY 40 M A9 47 35 3%, IF 34 N 98 1285 11 Bax B3R5, vt T30 LXRa FRiEM BV2 40 L
THWOT SH-SY5Y 40 i H A 05 1 i 2 B0 2/ I B 40 P 1 LXRa 2635 52 W0l 5 o 9868 P 7 R i 34
Tl AR BT SR 2 T EEE L U LXRa BLAG WAL 2R3 VE T 388 78 RAE PRI T /NI 40 i rf LXRa
FLA QR i 2 T0 1 T RE AR, FRATT A4 4% 10 40 B 138 T 25 A AR 22 ARG I 1) 43 7 40 Jo A B 22 11 5 0 T R 6 1Y 4%
T T LA LXRa & 5 23 P8 15 T 2 09 70 T4k i R B i 200 B e i — D IR

25 b TR A SO IRAE BV2 ALK FIEW T LXRa 25 AR5 S 19 4 0 S 1 B2, 2] LXRa H A #P
il BV2 40 R AE 7T Rk DIRE, AT LI 250 LXRa 545 AD 40 0E K0 $244E T iF 448,
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Role of liver X receptor o in neuronal damage induced by microglia activation

Cui Weigang*,Ma Yuqi*,Lu Derong”
(a.School of Basic Medicine;b.The Third Affiliated Hospital, Xinxiang Medical University, Xinxiang 453003, China)

Abstract : [ Objective] To study the role of LXRa in neuronal damage induced by microglia activation.[ Methods] BV2
mouse microglial cell line was cultured in six hole culture plate.LXRa was knocked down by transfection of LXRa-siRNA and
stimulated by AB 25-35 for 4 hours.BV2 cells were divided into the following groups,control group: AB group,siRNA group,
siRNA-+ AR group and sham siRNA-+ AB group. The morphological changes of BV2 cells in each group were observed by invert-
ed microscope,the expression of LXRa protein in BV2 cells in each group was detected by Western blot,and the expression of
COX-2 and iNOS in supernatant of each group was detected by ELISA.The supernatant of BV2 cells was used as conditioned
medium to culture SH-SY5Y cells,and the survival rate and expression of Bax were detected by CCK-8 and immunofluores-
cence.[ Results] Compared with the control group,BV2 cells in the AR group and the siRNA group showed round and large cell
bodies,reduced cell processes and amebic activation, LXRa protein level decreased significantly (P <C0.05), the expression of
COX-2 and iNOS in supernatant increased significantly(P <C0.05) ,and the supernatant of Af treated group and siRNA group
significantly reduced the survival rate of SH-SY5Y cells and increased the expression of apoptosis protein Bax.Compared with
sham siRNA-+ AB group,the cell body of siRNA+ AB group became larger, protuberance decreased, LXRa protein expression
decreased,COX-2,iNOS expression increased.and the supernatant of siRNA-+ A group resulted in the decrease of SH-SY5Y
cell survival rate and the increase of Bax expression.[ Conclusion] I.XRa is involved in the regulation of AR 25-35-induced release

of microglial inflammatory factors and plays an important role in the inflammatory mechanism of AD.

Keywords: Alzheimers disease;liver X receptor; microglia;inflammation
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