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[ Abstract]

become one of the leading blindness diseases in China. Hydrogen sulfide is the third gas signaling molecule found after

Diabetic retinopathy ( DR) is a common and important ocular complication of diabetes and has

carbon monoxide and nitric oxide. Numerous studies have shown that hydrogen sulfide plays an important
physiopathologic role in the nervous system,circulatory system, immune system and endocrine system. Recent studies
have shown that hydrogen sulfide and its endogenous enzymes are involved in the pathological process of diabetes and
diabetic complications. At present,the protective effect of hydrogen sulfide in the development and progression of DR
has been verified by some cell experiments and animal experiments. The protective effect of hydrogen sulfide may be
realized through inhibiting apoptosis, reducing oxidative stress and inflammation, inhibiting autophagy and
neuroprotection. The role of hydrogen sulfide in the pathogenesis of DR was reviewed in this article so as to provide
new ideas for the treatment of DR.

[ Key words] Diabetic retinopathy; Hydrogen sulfide; Apoptosis; Oxidative stress; Inflammation;
Autophagy; Neuroprotection
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AT R, A T ST A L T B 48 A DR O A T R
75 ( proliferative diabetic retinopathy, PDR) (%5 B 3L il . 1l & 7N
Bz H K X F (vascular endothelial growth factor, VEGF) ¥E ffil & A=
R H R S A 1 A KT R R I BB R VEGT i 14 38 1 40 i
Xof 1L/ R 11 285 B, 38400 240 B 18] 85 B 43 -1 (intercellular adhesion
molecule-1, TCAM-1) F1 I 4 40 M 6 B 73 -1 B9 323K, TE N B2 20
Jirh, VEGF R4 5 fin ICAM-1 /Y 33k, 5 B0 E 40 o 1 4k A1 40
M A o A PR S e R A S AR RE S I i B VEGE 11
HE— B RO FEBRESME T VEGE A &, S B - M
I 5 5% B ( blood-retinal barrier, BRB ) ff i i £ 3 4 ' . 9,
VEGF # I\ N2 S8 DR & R £ m & A KF T2, BFo
R BUAEHE IR A 18 2 ( streptozotocin, STZ) i 3 19 K B DR 45
28 T AN IR AL ST BRI OR B BB A TP VEGF 119 3 7 A IR
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¥ U 1 JE 240 0 B A0 A R R o RS R L 6 DR 2
T 2y R v B Ak SRR 0% 8 i 40 ] 4% A -k B (nuclear
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ST RETE DR (A R B BOK 35 4 A 7] 1 AR T, 38 7 22 50 2 1 i
FERAF R AL S TE DROBAE I8 b B9V F AL
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B O A 3B A 3 0 0 L 7E DR AR SR R P IL-6 1 ik
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JE—Fh B LS ) 4N M F 7 DR (9 % R ik A v IL-8 i
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IR B AR N TCAM 2 ik, 5 1L 45 79 B 40 i RPE 2
Wi b TCAM 766 BE R 3R 4, 7 76 10 40 e DY) 1 T 9809 /N i J5 4
i, AT S 5 G 3R . 5 Ah, TE B BPIR A R, RPE 41 g o
IL-8 1l TNF-o 323K 3% fin, IL-8 il I8 7 40 I J 1 457 P9 B2 2 Jie A
RPE 40 i) % % % $7 , 550 BRB B3R, I 45 58 o 1 3%, i ke
T DR g @ WL IL-6 il IL-8 AT A2 R IR 5 48 9 LT 2
M M B T, HATA BRI, SR @ﬁﬂcﬁﬁ‘éﬂ%ﬂ
il A2 At 45 K RRUASE B0 i 4 20 TL-6 A IL-8 Ay Rk . 5
A, Kloesch 252 fF 5 i % AN IR 1 i Ak 058 5 90 ) MAPK 38
B AT LA s g0 i b TL-18 95 9 TL-6 Al TL-8 [13R3K , it
WA Ak &0 Bl 2 MAPK | Eﬁ&fﬂﬁﬂ IL-6 i IL-8 {1 £k, SR
7 DR B A B b S e 75 3 3 X — 3 B ) IL-6 i IL-8 fry 3%
BT — BV .
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2 2H 2T i AL AN A ﬁkT B A BB 5 3 4 o)
W 2% DR 9 % J A7) o o — 5 WF S0 0F 52
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