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HMAE P9 2 40 (HBMEC) P/ T F0 58 PR IR T ek i sZ i 5 0L . A3k 8 HBMEC 23 R X R4 (GE #8537 ) .0GD 41
(OGD#1457) .OGD+si-NC ZH (%4 Yt si-NC+OGD $14%7 ) . OCD+si-LOXL1-AS1 2H (% 4t si-LOXL1-AS1+0GD $44 ) . OGD+miR-
NC4H (554 miR-NC+OGD $457 ) .OGD+miR-761 £ (% miR-761 mimic+OGD 15 ) .OGD+si-LOXL1-AS1+FI X} R4 (5%
#b 5i-LOXL1-ASI 5 anti-miR-NC+OGD i 4i ) . OGD+si-LOXL1-AS1+miR-761 41 ] 51 20 (%% 4% si-LOXL1-AS1 5 miR-761
inhibitor+OGD #i4%;) . RT-qPCR #5:ill LOXL1-AS1 I miR-761 23k , CCK-8 PG I 4N IR AETE 2, i 2 4i A I 4 A o 7,
Western blotting #6111l B £ A itk CURE/ 1 1L -2 (Bel-2) 3 1 . Bel-2 A0 ¢ X 2 11 (Bax) FE34 , BRI G0 28 W5 B 5 925 (ELISA) ¥
I8 P R 7 7 20 JH A 25 -6 116 1L-18 FUB I8 YR VE 5] - (TNF-) 7K o 26 ' 22 il 5 S 36 46 1 LOXL1-AS1 Al
miR-761 B AMES . B8 SXTIRAM L, OGD 41 HBMEC 14 LOXL1-AS1 ik & JAT-%  Bax #1558 1L-6.1L-1B Fl
TNF-o 7K -3 T & AR T %6 Bel-2 2835 5870 (1 P<0.05) . ##] LOXL1-AS1 )5 , 5 OGD ZH 8% OGD+si-NC 414 1t ,
OGD+si-LOXL1-AS1 21 HBMEC /) LOXLI-AS1 ikt I T-3  Bax ik it 116 . IL-1B Al TNF-o /K F-FRAR, AE16 2 Bel-2
FIRHHIIN () P<0. 05) . LOXL1-AST A [] 4% miR-761. 133k miR-761 5 , OGD+miR-761 41 HBMEC HY 473 % . Bel-2
ZE35 5 L OGD+miR-NC ZH38 1, P T3 Bax 263k | 11-6 ,IL-1B F1 TNF-a 7K F- 44 [, OGD+miR-NC 20 [FAI% (2 P<0. 05) .
OGD+si-LOXL1-AS1+miR-761 i1 | 571 2 HBMEC BYAF 15 38 | Bel-2 F ik KT OGD+si-LOXLI-AST+BAPEXT A ZH , T
Bax 73k 18 IL-6.IL-1B FI TNF-a. /K- 5 T OGD+si-LOXLI-AS1+FPEXT R (#4) P<0. 05) . £5i il LOXL1-AS1 %3k
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Effects of LOXL1-AS1 on oxygen-glucose deprivation-induced injury of human brain microvascular endothelial cells
XU Feng , LI Chunfeng , ZHU Guanxinag. (Department of Clinical Laboratory, Shaoxing Hospital of Traditional Chinese Medi-
cine, Shaoxing 312000, China)

Abstract: Objective To investigate the effects of the long non-coding RNA LOXLI antisense RNA 1 (LOXL1-AS1)
on the apoptosis and inflammatory factor expression of human brain microvascular endothelial cells (HBMECs) induced by
oxygen-glucose deprivation (OGD). Methods HBMECs were divided into control group (normal culture) , OGD group (OGD
injury) , OGD+si-NC group (transfection with si-NC plus OGD injury) , OGD+si-LOXLI-ASI group (transfection with
si-LOXLI-ASI plus OGD injury) , OGD+miR-NC group (transfection with miR-NC plus OGD injury) , OGD+miR-761 group
(transfection with miR-761 mimic plus OGD injury) , OGD+si-LOXL1-ASI+negative control group (transfection with
si-LOXL1-ASI and anti-miR-NC plus OGD injury) , and OGD+si-LOXL1-AS1+miR-761 inhibitor group (transfection with
si-LOXLI1-AS1 and miR-761 inhibitor plus OGD injury). The expression of LOXL1-ASI and miR-761 was measured by RT-
qPCR. Cell viability was measured using cell counting kit-8. Cell apoptosis was determined by flow cytometry. The expression
of B-cell lymphoma/leukemia-2 (Bcl-2) protein and Bel-2-associated X (Bax) protein was measured by Western blotting. The
levels of interleukin (IL)-6, IL-18, and tumor necrosis factor-a (TNF-a) were measured by enzyme-linked immunosorbent as-
say. Dual luciferase reporter assay was used to detect the complementary binding of LOXL1-AS1 and miR-761. Results  Com-
pared with the control group, the OGD group showed significant increases in LOXL1-AS1 expression, the cell apoptosis rate,
Bax expression, and IL-6, IL-18, and TNF-« levels and significant decreases in the cell survival rate and Bel-2 expression (all
P<0.05). After inhibiting LOXL1-AS1, the OGD+si-LOXL1-AS1 group showed significant decreases in LOXL1-AS1 expres-
sion, the apoptosis rate, Bax expression, and IL-6, IL-13, and TNF-a levels and significant decreases in the survival rate and
Bel-2 expression, compared with the OGD group and the OGD+si-NC group (all P<0.05). LOXLI1-ASI targeted the expres-
sion of miR-761. After overexpressing miR-761, the OGD+miR-761 group showed significant increases in the survival rate and
Bel-2 expression and significant decreases in the apoptosis rate, Bax expression, and IL-6, 1L-13, and TNF-« levels, com-
pared with the OGD+miR-NC group (all P<0.05). Compared with the OGD+si-LOXL1-AS1+negative control group, the OGD+
si-LOXL1-AS1+miR-761 inhibitor group showed significantly decreased survival rate and Bel-2 expression and significantly in-
creased apoptosis rate, Bax expression, and 1L-6, IL-18, and TNF-a levels (all P<0.05). Conclusion  Inhibiting LOXL1-
AS1 expression can up-regulate miR-761 to promote the
survival of OGD-induced HBMECs and suppress the cells’

apoptosis and expression of inflammatory factors.
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K 7E, 3 P<0. 05) .
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