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Abstract

e H,S is the third kind of endogenous gaseous signal
molecule after NO and CO. Numerous studies have
shown that H, S was involved in vasodilation, inhibiting
smooth muscle proliferation, protecting hypoxic neurons,
anti-inflammatory, anti-oxidation stress, anti-ischemia/
reperfusion injury and other physiological/pathological
processes. The present studies mainly concentrate on the
circulatory system and nervous system rather than
diabetes mellitus and diabetic retinopathy (DR). But the
physiological and pathological effects of H,S and the
pathological process of DR have various correlations in
many ways in theory. In this paper, the progress and
protection of H,S on the pathogenesis of DR are reviewed
at the angle of molecular and cellular.
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AL E (hydrogen sulfide, H,S) /&4% NO 1 CO Z J& & FLH
=R NIEPE RS 5 7. ARZ PSR H, S fHR{L
SIS GEFIRIMAE S0 U R B R 2T B
e PUAA LI R IL/P-E T 45405 55 4% ol A B B
e, HATRIRTSE EEAE PO MAETEITR RGP 2 RS,

H,S TEMEFR M ( diabetes mellitus , DM ) K BRI 4L 9 S0
7% ( diabetic retinopathy, DR) SRR A WGE, 2
H,S 194 B B 24 4E 55 DR & 4= & R 06 B 5 7 7 B
W EAZIrH B SCHE  HETA BB AL Y
SEER YRR H,S 7E DR A& 2R K& Rt B b i fR AR T, A SC
St T2 m % H,S 78 DR & AL A (1 48 7 78 I K i
U RAE—ZRA

SRR - A S 5 W D TR P IS A 5 i A8 P e AR PR
SE A I 5 R PR T 5 RAE B s M 22 TR AP
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5| AWl 2R 58, Ak U DR & Iw AL i 4 b 7 FH % iF
s, E PRIRRN AR 2014514 (1) :67-70
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Y5 DRI PR AR ) B 5 A% ( diabetic retinopathy , DR) SE A
JR % (diabetes mellitus, DM ) $5 /™ 5 19 8 I 45 1 A HE 2 —,
o —Fp i AR FEECHIRS ., DR BEBE M EE
Jer DAL 00 D) e 1 s 4 SO X B A il A8 | i A8
YL TE B | AL A B B AR 1 0t £ Ak 1G5 A P RO 5
PRI PEROBIRSE . AR 2003 AEEBR DR I PR 4> 0165
i, DR 73 AR 44 2E 9] (NPDR) FI3E £ 9] (PDR) | Ferh AR 4%
AR e b VBB NPDR, H AT DR B3R Y7
5% TSR P TR A A0 I B o B SRR S XA I R A=
A AR R . X TR s B2 NPDR S 16
7 7 FEEN AR M | il Hs | i B AN R RO B8 SR b
29097 . AT EEE NPDR K PDR S IRYT ik £ N
M BBOLEE BRI ETE R T ARIIT S HX 0T Tr
BAFAEE 2 [ 5 2 0RYT R YT 2 & Bt 35 R4
7B AFTERIVEISE . BB H O A T8N ™ E Y DR
B IRYTRCR R B 27 Be R — i 251 AT LA A AL
- BHBr ST LA A B0 B AEDE DR Y A A A SRR B Y
X DM 5% DR £ R VLA AT LA i A 3 ot i | el iR T
ST 0 REIS BB I B A

DR 19 % s Ll 52 H 58 09 #4 A A2 AN ]
ARG R EIM I, DR &ML 25 LT JLF
Mt - A= WAk 2 =03 AW 2 E AL RAE - S e HLH | 4 Ak
I U R FEE TR e PR 2 S AR 2R AT P
AR JURHILHIAE B AL o SR ) A AR 24 1
AL RS, Hoh A F B TR A RGP

i fb & (hydrogen sulfid, H,S) J/&4% NO Fl CO Z J5 &
PR SF =Rh IR SRS 5 40 . NTRTE H,S E2EH
i Bk —y — 247 1 ( cystathionine—y—lyase , CSE ) F1 L7 Et - —
A ( cystathionine—f —synthase , CBS) ey e R E W
FERN AR B FIE S, —Fh DL H,S TEC, 55 —Fh DLsi
AN (NaHS) IE X AEFE, AR ZIR RV H T30
PIBRURA] 4 A U B s M X H,S M RN 25 5% 77 A=
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M H,S iy Sk B AN T], S8 Ik sl AR ME H, S 2 e
PEA T Z B R FEVEAE R, B2 AT LS S A K A 0
T LG R B A 2T PR PUE AN I BBk
ML/ P TE R A0 25 4% b A G B AR BRI o =
LD M ETEA RG MM E RS, H,S £ DM & DR
TS AE RN /D UL, (B H,'S A9 A PR H 2= R
5 DR &4 &R ELS PR BRIS 1A 207 A9 AH e
AR A AR B S e AR SE U6 E T HL S 7E DR &
A R B PR AR AR A SO o F 2 TG H,S
£ DR ZIRAILH] P i B4 4 FE St o ke — 253

1 H,S 5 DR

1T1HSEmMENRERKEF MERNKEKHAT
(vascular endothelia growth factor, VEGF) J& H fij #ff 5% DR
RIRHLT R HGT . EWNANREVI R, DR B IR
TR ES R P9 VEGE & B Sl 348 vy | OBt s 7 42 K S R
A N R MY VEGF 2 5 DR 9 &R HLE N .
(1) 38 3 55 43 WA AR 328 PN Bz 40 e 3 % | 448 A i 4 2
%5 (2) 45847 1 — A0 XI5 B ( blood —retinal barrier, BRB) ,
BT i 4 A8 M (3) BCAR 40 M b FE B (extracellular
matrixc, ECM) , VEGF BU7E P Bz 24 it A 5 26 256 BT (7% 305 IR
A 2TV T D R W A R A A R B M A R I
ARbE R T A A K, H R I 4 A VR F B NO(—Fh
S ) R W (4) bR A2 A A0 M e G I T -1
(ICAM-1) FE R K 15 hn o i 5 1fi 45 ICAM—1 () mRNA
FVEE K (8 4 A, T8 T 22 b 16 4 90 J5i s 6 1,
BERE BORG IL/INVER, B RS I RS A AR T A, S B0 I
Sy e I A 5 RNGE AR A A (5) HEOhN N i 40 o) A 7
VA2 20 6 PN 4 720 W /K T 15 5, rT B 3 Ak 3 il 1
b B 22 U iR A LA KA & e H I - O C
PLHI S8 DR HETA IR £ W HIF-1a f1 VEGF
) mRNA FIEE (3618 B IEAM 5, H, S H TR 7 4 IR &
(STZ)EF MK DR J5 , BB R E N HIF - 1o B3R5 B
WFEAL, VEGF ) mRNA FIE 1Y 3R 3k o Bl 2 R AIG, 3% 5%
RIS N VEGF ¥ 15 214G 250 R, (50 40 19X B 1L 55 95 s ik
B AN L (115 ECM 4> 1 1 238 32 2,
AT R ECM A 3k B AR 34 o 26 i A% 28 i, H,'S
T E A0 N AR A e A B R AE L HLS BE
) 1 200 B 268 B B 200 Y 1) 6 B 53 (ICAM - 1) 7 1 4l it
PN 7 200 M6 14 2 2K L R, 00 ) 2 o 3 2 A R A R, D B
LA R AR TR D 400 IO )y 38 e i 03T 2 0l 48 /) 2
ESFIEAG XS WA RIER H,S AT 46 & s S
[ ICAM—1 76N K2 4 133k,

1.2 H,S 5 &R R K

1.2.1 RE-FUEHE SIERET, 2oz EAH
W C (PKC) iR 48 28 5L O W iR 12 FOME S 1k & R 7= Wy
(AGEs) 342 19 38 3% , AR T DL B2 Wi 28 ks 445 1) IR 12 4% A1
NADPH S AL ) 136 M, A WF 5 2 B 4obr (408 S Ak 7R 2
DR 3R PSR AR (14 G0 — B , 80P 07 80 ook 38 B 4 —
W23 A it ( PARP) T MG 2 A2 VE T . NADPH 44k
fifg ( FEIE pdTphox WA K gp91phox W) G fL ),
AT LABGE 15 5 8 — AL A B8 (INOS) ALK i NO &
B, i NO 5588 520 B B F A B ONOO —ifE A 41 it 2 5 34
DNA HEWTZL iR BE (4% 5% s L F «B (NF-kB) ik L,
AR bel-2/bax H ], 175 5 10 I 52 6 448 1l 457 PN B2 240 i O

68

TR E & 74 VEGF, ICAM -1, Nz & -1(ET-1)
A5 N S 20O DR LI 3 7 2 0028 A0t A s AR
TEA G AGEs IR A58 Th & B, AGEs REfie 2 I Ji 6
21 000 A5 T A ) R T, L R R RO O R | [ A AT LG
HR TRV 20 0 N SR A bR i ) B PR T i) 3R 38 15 bel 2/ bax
FIHE S AL 06 Ak B SOD 3% M R W, i b 7 98 T il 0 1 751
1 SOD JR REA A LSUR MM Ry TH T FEAECHESE
FHR BRUE I 5 STZ (60mg/ kg ) K155 DR, %552 55 20 K R
HE I N 55 0. 28mmol/L A NaHS (0. ImL/ (kg - d) (¥
NaHS 4 H,S BIHHA) 14wk J5 , FLHR 9 A9 R B A Ak 4 —
B MDA B T3t B Ak 0, —id A AR 5 OONO - J¥
B0t R ZH W S AR, ol AR P B AL B SOD ) 706 1k 18 i | [
i T NADPH £k 2 (NOX2) AYEE 13635, Il /b 1T &AL
THOGT AL DO RS i A A 450 3 5 [ B AT A I 3] ICAM -1, iNOS
A mRNA FIRFRAG, 3 2650 R R B /b, J6BE nT DLFE—
SEFRBE 1 s DA I 56 A0 0 A8 P9 B 20 B ) R T DR AR I
PR I A 9 A8 ) 2 A et

1.2.2 RIE-FRIO/BEFE  Ham/ FE 1405 (ischemia—
reperfusion injury,IR) 550N I AE RN 2% AN AT 43, A
IR 7€ DR I fE AR R . 7 IR sl Rt v, )7 A K
TEPESE, 51 A 40 & A IkBa 1Y BRI NF-xB (935
o AR 18 (IL-18) [ IL-6 MR IRIEH -«
( tumor necrosis factor—o, TNF-a) ,iNOS ,COX -2 %1 # ik
Bahn, BOA R AR B NF-xB 6/ S 2040 IR () %
LR ZE ™ TNF-a EZAFAET PDR H 27 4 1M 45
VR A L I AR I A PN R 4B LA B 40 A 3 T v 4 oE
BB A A R, I TP TNF—a 7K F- FH & Wi PDR TG
AR PDRELIIEIE, TNF-a 25 DR 1Y &L
HIATRE N (1) $E = 40X VEGF, TGF-B,IGF -1 2511y
SR AR A I A R £ A 41 AU R (2) B4 o i A 3
FVE RN AE A0 I B 3k o = AR 0D B A0 ik AR 3R
PR A IV T B 5 (3 ) H0 38 PN B2 A0 B A5 O R i TL-1, GM -
CSF,ICAM-1 LK PAF, #1470 86 i 75 4, 5 |62 PR IR 58
Tshhi2e % Rk DR &4 WL, DR &4 IR &
SN TR A A K B A i T B
LY S VIR S, A ST E L TE STZ 5 5 B K OB
DR 1 I JES 9 78 ) R T = TIE 52 NF—B A5 5 9380 194
B IkBa 215 R R NF-kBp65 FEikIG 38 | 7645 T 4 IR
Pk H,S AT )5, NF-«B {55 2 M), L F] 1118, iNOS
1 COX=2 1 mRNA FEikFER Tripatara 5§ 2215 Kang
A STt e I L A B P T R s R R 4T
AN H,S B S nT B G AR SO RE DRSS P T
bel-2 Fl NF-kB i 8 [1 (iNOS, COX2 , ICAM-1) [ 3
ik, AIOL H,S AT LUE 06 NF-kB 5538 B 2 — 2 19
APV, AR 5 H,S RO E 0 A0 IFIE Y IR A9 £ 47
PEVEFIBE IS, R IA 225 T AMIE M H,S J5 , 7T LABH i 4%
JR At S A SNE I I3 R P (6246 NO, TNF -, TL-
10 F140 ICAM=1) P REHL A0 IR T SR T- MG T (B
$5 caspase—3,Fas,Fas HRfA K TNF-o) A9 7= 4=, dF M J 44
IR X0 UL B2 250 /0N B 200 B 0 AU 490 e v 353 4, LML )
JEA R IE ] NF-«B {5538 42 M e 2] — & i 040 PEAE
FHPE7 8 WFSE LA NaHS 4 H, S BEARHE i 9 M H, S
WA H] NF-«B {55318 B 09 18 AL s 2 306 TNF -a 5 5
B JRAE SN, {ELIZ AR 5% 17 D ) s 5 R A N T T i 4
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JatT . H,S S A AE A A I E S AE DR B Y A A I i
TNF-a 355, M 75 2 — WIS

1.3 H,S BI#ZRIFER DR B WA N E— A0 M
AP, AR I R 1M A 92 T | 2B K e 00 19X o A 1 4
Sy E B, (HATAE R A A5 8 i AL R L 1] ERG
I XoF AR R RS AT RS A (8 SE AT 5T A I R I B
B, M2 oo i AR AT BB 25 BILAE DR & 2B Sl A8 28 =2 1
S 5 EREAE T, R, S B0 2B AT B AR
KA, BT H0 E H A0IA T DR BR300 5 BE H bk e 2= 56
HER), HETC MM RIAE bR BeRnG S AL
BEmE: R - B KER RS (RAS) Wit B RE B
FACLER T )52 1R (RAGE ) 3 i 3 FRAE WH PRI 15 = 1 A0
W JiEE e 22 JCAR AT M A iR 25 & DG A/ S phg
JCHYTNAERT LA 1 ERG (9 b I AT OPs (4R I i AR B F3F
#ro 7€ STZ 531 DR KRB N 16wk 5, 5 X% 4]
FHLES , 3 ERG B b RN OPs 475 8 157 1 b 484, i Y
2575 35 1 ( BDNF) Fl1 5 fil /N0 46 11 A9 mRNA K26 Ry
PRI EAR 5 S NaHS &, ERG B9 b il
OPs #iR 34 =5, BDNF A1% fii /Nl 2 719 mRNA FLEE (17
FeikpgaE o STZ (KBS X A 41 R BURH EE , A IR0 e
SRR K 2 R T RE R A 2 A ATP #5074
HZRTEEE (ROS) |, 1 H AR M B AR AT (A% ¢ i
Ji i ( NCCR ) FFHATH T e i M 2 T A% 1 R 3% 311 1R ( SCCRY) 1Y
TR WA, R FEAMEYE H, S, BERG N ATP JE AL,
fifi NCCR F1 SCCR i PEIE5 , 98 55 DR 2 s Ak Ty i e i 5 |
AL AL K i I 45 5K 3 1T (angiotensin 1T, Ang—
)7 DR ZREHIEH — 2 25 H N EE, Ang- 1T
AL PLE A T U N T DR A 18 M I &, 18 n] DLE i i
7% NADPH S fLB8 pd7phox WA K gp91phox P FAAY  fi
TEPESE(ROS) ZKF-3G i, T #2453 405 10 I 5 ) Bz 44 e, [ Bl
RV NF—kB TR St 9 PR 473 P B 240
Ang- [T B AERETH & #2270 L N 19 ROS 7K, 512 22T
B AE TS, A WS I H, S AT LUHE i F& X NADPH
EALEER p47phox IR B gp91phox IV R AY 2 35 e
> ROS A2 77, IR S8 A B 800 i 4 Rt J& —Fh
PRZRATHEAR B A AE RIS K L NaHS e il 5E /)N
2 J5 240 B T S B SR A gl AR 46 P 40 TNF - T NO
IKEHY TH 5 s NaHS (25 ~ 250 wm ) 38 fE i Il 2 h 22 &2 R
H,0,%5 5| & 1 Ak 0 8, DA T 3 5 0 28 5 19 Bt S AL AE
F71%° . Whiteman %7 (A FE & B H, S AN AT LI il
P& P BRI, 38 BB A TR PR F- 40 TL—-10 1A Ak,
PR ALH EZ 536 p38/INK Fl NF-«B {5538 B A ¢,
HEMAME NO J TNF-o SRR, 55 A W58 I Ak 22 4
TAERF CoCL il 1t iINOS=NO BAR17 T4l 2 4 ML 35 43
7 NaHS ( Btk SUHE A ) A B 74 o 2 20 it 0 T % H
B S d D AT A H,S AT i 30 ] iINOS -NO S % {4
P2 XL R B 4 L S BB TEEE E 4R HL S
BATH B MR 2o e, 2 vTRE 7€ DR B9IRI7
A BRI, 75 20 2 8 A58 23R

1.4 Hftt A KEHRCEY], DR B MK T RREE
F1 (laminin, LM ) 71 Jiig J52 ( collagen ) F) & 2% NDR 8% 3JE B
JRI% BB (non—diabetes mellitus, NDM) & &, H &5
B EY BN 2 T8 ECM {9 AR 7R BB X L A LIS
(basement membranes, BMs) 3 JEA45 B b i fE #EAEH |t /2

SO W B L ( epiretinal membranes ) & A4 BT Z R &K,
AL DR [a] 7" 5 {1 I A E (e H 2 A S 1 2 1 DR s 4 Y
JEAR 78 PDR I A 4 B0 VR 0L I B0 28 PVR) 2 JRE
HATE A B S DR % n] GEA K HY ik A £ 4 12 8 1
(fibronectin) ; )P 5 DR KA XHWA 1, I, IV, V,
VIV, VI, XV 2845 i BUBE I TV 7 A8 AR S BT 50 450
UL LB ECM A U AR R o W 8 A A5 1o
JETES I NaHS (1 STZ 5 0 BRZH (AT DA IR 1 5
NaHS [ STZ ) A LB & B, 14T i NaHS 19 STZ K IR
R T IR 5 ik R IO JEE b 2R T 1 BT (LM-B1) R
JFL Va3 4 mRNA FEE 38 7K F B A, T i B H, S
A LIGE R 0] 2 IR OKF  ECM 7 AR b 2 T ik
DA AET R AR TR I 3 ) AU A P K e, I AT 5
MIZE R 7R AN FE NaHS J& |, P ZH R BUA IR0 J 2T 4 % 4
EHMFAIRG Z T,
2RE5RE

25 FARR  H,S AT ARG AR 9 VEGF & 4 | B 35 8% i)
FEIRR A5 M SAE [N 1 097 A ORI DTSR A B DLk I/
FRETE R0, b AR A AR AR IR I 2, (H T H,S 78
o AR BRI 2 0 LA AR B AR T RAE TSR X
AR AR 4F H,S BGI 7 AT U N, HOK 1o Ay
Frfife TR B 18] AT . BRI 50 22 R R RS 332 9 H, S b4
(NaHS,Na,S) , IXEEAMEHAUARS ToK 5 2 RSB H, S, iX
5 NTEPE H,S BG5S B TR R X ; IR S 45 25 22 i
PEIRIG 30 3o il W e Rtk AR PR 1% H, S MR BE R R A, 75
B Rt R R AR ALY H, S SR AL R
FEUMAT RE B ORI R ) H, S SRR . X EEEAA Y
WFoAE—E R FIEM T H,S 76 DR 89 & W HLH T A 7E
TRAPPEAERT, XX 48 78 DR AR IR S HIL A 1 8T 1 S8
B JF R AL T — D23 AR YT DR YAl aEME, A ) W
AIRIT ST TSRS L, T HL H, S 7E A B AR AL A2
AL R R R 2 A Z A S
DR AR AALAR 35k S AT T A 1 AR L A8 T 5 K8 S 0 e 2
AR R R 7 o), 3K 3 5 BEFR AT 2 1Y 2 A BE ER
S 3k
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