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Abstract

¢ AIM: To explore the effects and underlying mechanisms
of glucocorticoid in the apoptosis of retinal ganglion cell
(RGC).

e METHODS:. RGC were cultured in 4 groups for 3d:
control group, glucocorticoid group (with 0. Tumol/L
cortisone) , glucocorticoid-siNgR group [ with 0. Tumol/L
cortisone+ Nogo receptor ( NgR) antisense nucleotide ],
glucocorticoid-scRNA group (with 0. Tumol/L cortisone +
scrambled nucleotide). The cell viability was detected by
thiazolyl blue tetrazolium bromide ( MTT ), the
morphological features were observed with inverted
microscope, apoptosis of RGC was measured with
Hoechst 33342 staining, and expression of NgR was
revealed by Western blot.

e RESULTS: Cell viability in control, glucocorticoid,
glucocorticoid- scRNA and glucocorticoid - siNgR groups
were (100.0+0.0) %, (76.3+6.8) %, (79.4£9.0) % and
(96. 7+9. 8) % respectively. Decreased cell viability,
reduced cell number, and increased expression of NgR
were atrophic cell body detected in glucocorticoid and
glucocorticoid - scRNA groups ( P < 0. 01), not in
glucocorticoid- siNgR group ( P> 0. 05), compared with
control group. RGC was showed light blue by Hoechst
33342 staining in control and glucocorticoid - siNgR
groups, and exhibiting bright blued apoptotic RGC in
glucocorticoid and glucocorticoid-scRNA groups.
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e CONCLUSION: Up - regulation of NgR contributes to
glucocorticoids-induced apoptosis of RGC.
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ATAIRR ), (3) B E —siNgR 41 (0. 1 pumol/L AJ B #A +NgR JZ
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s WLEE 40 MO TE 285 2425 4k, Hoechst 33342 Y (6 K6 ) 4 fitg
{1, Western blot ¥l Nogo 32 {& ( Nogo receptor, NgR)
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PR X RGC AT B 52 M K ML, kW 2 30 84 3% 70 W IR

1 MEFFE

1.1 48 RGC AIB( IR IR HIRA T B p-actin _
BT U Z=F YA 7], DY L WE M 1 (Thiazolyl blue

tetrazolium bromide ,MTT) & Hoechst 33342 YL {aik (L 2 = A B ¢ D
KAEYRHABRATE) ,Nogo %El%ﬁi(Nogo receptor,NgR) J. 3  Western blot #&l] NgR Rix A %4, B. M E4;C.

SR BRMEAZ T TRR E R (W5 B AR A ] siNgR 2 X
R IFI K 5 ~AATGACTCTCCATTTGGGACT-3") , & ik
7] A5 ( Sigma A F]) ,NgR M B-actin Hi /A& ( Abcam A F] ) .
1.2 ik

1.2.1 LIS A 440 RGC 7 35 K3k 70% W4y 4 485
F5, BT HR A 0 ZE41(0. 1wmol/L AT AU ) 382 —siNgR 41
(0. 1pmol/L AT AP +NgR L X B HBR W3 ) M &K
—scRNA X7 HRZH (0. 1 pumol/L 7] AN+ BAVERZ T FRIKTE) -
1.2.2 MTT %40 RGC &A1 4% RGC 42 ik
1x10*/200 L., W HL 200 L. 40 LB T 96 FLA N ,24h 5
YN U E 4 DN E AL ER SR 3 d 5E WA
MELA ML, LAJC IS K #2255 9% 3h FIA 20wl /Y
MTT ¥ (Smg/mL) #E 3h, in — 3R 7 245 W)
TR, EEIC S BE ARG X (490nm I K ) A6 4% L Y W G JiE
(AME) TS ANME g (NS ) = 525041 A B/ IE R 41 A
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1.2.3 Hoechst 33342 M MME T 448557 3d
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BT E 5 L

1.2.4 Western blot #&ill NgR Fix /#4155 3d )5, 40
TR e 4 4 i, 24 4% 5 12000/ min 550 15min, % B2
W - VE SR TR, T AR R4S R 100°C KT
10min, B IK 5 ZE PVDF 5, L NgR M B-actin —HL %
TEIFE 2h, BRI S ALY BRI P S IRIEE 1h, iU
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% —scRNA 2H M % —siNgR ZH 2013 143 514 (100. 0+
0.0)% ,(76.3+6.8)% ,(79.429.0)% 5 (96.7+9.8)% ,
4 AR RE(F=202.464,P<0.01), SXTHEAMIL,
TR S —scRNA 414135 7798 2 AR ( P<0.01) , 3%
K -siNgR AN HETE LW B A4 (P>0.05) , #FH
~siNgR ZH 40t 15 1 B R 400 38 55 (P<0.01)

2.2 %) NgR BE 0 ZE RGC AR EK KRS BMETU
LRI, 5% B A HE, PR A I B R —scRNA 21 41 i 7
B, R BRAE /N A B G BEOR 2R i AT e e R R L Y
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2.3 T NgR KA AT #I 4 RGC BT 8 T 40 i 55 %
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&, HUAT- A 94, B T e A e A AE Ak
(El2), XREZ P4 B —scRNA 41 K &K —siNgR
HANI TS0 (2.6+0.0)% , (30.423.2)% , (28. 1+
2.9)% M (3.5+1.4) % ,4 HEI 2R B % (F=213.582,P<
0.01), SXIELAH L, LR A MK —scRNA 41 RGC /]
ToRIEE (P<0.01) , #0Z —siNgR 20 20 i 8 7= 0 W 5 ol
B(P>0.05), S EMN R E -scRNA 4L AH E, 3%
F —siNgR A4 Ma I T3 B i FEAIK (3 P<0.01)

2.4 EREME EIA NgR BIRIE L) B-actin XS
W XA ZH SR A I —scRNA £ K i & -siNgR 4 NgR
AR 35543 90 0. 22+0. 02,0. 33+0.04,0.32 +
0.04,0.22+0. 03,4 4] 2= 5 W 2 (F = 228.389, P<
0.01) ., 5xFHRLIM LL , 8 3R 41 L3 3 —scRNA 41 NgR #
KA BTN (P<0.01) , i —siNgR 4110 NgR & 1 %k
LA B (P>0.05, 8 3)
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