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WE AT EaRa BT R T & £ AR E A LR EF 5 15 1% (post-translational modification, PTM),
BREHRN. TBMA. FEMA. ZF2NE. A5k EARIMEARRELXENS AT EBIHZ R Z XA,

H 5z 5 4 F— Ak Anitric oxide, NO)F 5 1k & (hydrogen sulfide, H,S)%" 7 f\% B B A A TR A
1fi (S-nitrosylation, SNO)#A1 & {1 /i £t £ 51 1k 16 1 (S-sulfhydration, SSH) & B &7 #Y#F 22 4 &, [l B 30 4 35 A2 A Bk 1h(S-

palmitoylation). 4 At H fik f.(S-glutathionylation) A % #% & 1t.(S-sulfonation) 511 % . ZfiX %L ZAEARRMANKIAT
ERmEM AR AR, EANREGRALETHEMBIHEARERMEIHEE DT ELFHIEA.

KA MAETHEMGM, RERMES, —EHE, LA, CHLEEH

EAFRBE RS E ORI R SR 1
ERAMAEEB, PR A LA IR TR AR IR
WAet, KAEBERIRIZ R B, S BT
THERAFKIFERE A BRI TR, KAEAER

B RS I A A A

5 B0 A A 2L 40 A2 11 (S-nitrosylation, SNO)
f&Stamler® A F19924F 42 1, B EERIENO S E M

R R IR S B2 2 T T ORE, LHER
155 F—E A B (nitric oxide, NO)FIii 4k & (hydro-
gen sulfide, H,S)/13 (18K 715 5 25 W A 2 A0 AB R AT 55
R, 5B, & ARSI E R e
BT MU R B A TSR A e AL BRI
HHHAE 4, %ﬁ”f’]éﬂﬂﬂﬂlﬂﬁlﬁhﬁﬁﬂ PLRAS J\_E%ﬁ:—ar
& ARV ANASS TR SRR, fLAE ST
HIAMEMR . SRIAERRAAE . FRHEIEAAZ 1 %IHJIEJEF
JOR A A s AR 20 T T A A T o JUE B A L S M RS A i
A TR B o LA HH R DB R 45

Jo 2 ISR 1R 1 F A S (- SH) AR T A FH A BT A 6 1
FE(-SNO), =& —Fhal il 40 & & 00 8 A B A 12
HEY R R PR R T A A A T 3 5 e R R

WIE e Rk WAIRER. oA LEN%ESS
R TR IR AN S A B A A O

ARG A
L1 A E RS AN A 1

(1) EVHSNOMIME. —% A S B (nitric oxide
synthase, NOS)FJ#LE 5 SNO I M VI AH . RHE 2
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BAREE: ] A RS 5 0 U A

RLAE FH AN [F], NOSH] 73y =il A 75 5 — %Ak
& Al (inducible nitric oxide synthase, iNOS). P JZ %4
— S MR A i (endothelial nitric oxide synthase, eNOS)
A4 B — S AL R A B (neuronal nitric oxide synthase,
nNOS).

INOSTE IEH AR B I T BB, (B AR
T, INOSHIL 2.3 T iy, M 28 0E SV, 225 2 Fhic g
R, Kleindienst s NP /N BB LIS B 25T 1%
RINOSZRIE, T HSNO/K-, FEG ML FF S TR
FEAR3E . Schiattarella®s A2 Hi, iNOSIH I/ 5%
2 P VIR UL 75 >K 25 [ 1a(inositol-requiring protein la,
IRE10)ISNO, 4| FE4r B 85 1 SN R0 PR 1~ B e Y
X-box 454 & H 1(spliced form of X-box binding protein
1, XBPIs)IEH 4 %E, (it O haemdtfe. A
AR T K, INOSH 3B 425 Fplastin-3(PLS3)]
SNO, I P Rz Thiiehiahs, S8 shhke 2 i & ED.
R IANOS H {2 #EeNOSHISNO, 14 eNOS L B-4% i
H (B-catenin) IFH ELAEH], ek S8 AR B2 I 2 1 (oxi-
dized low-density lipoprotein, Ox-LDL)i% S )M T
Be RS ™ [, INOSIE T 2 2 c-Jun N-7K 3t 84 B (c-Tun
N-terminal kinase, INK)SNO, 3 filc-Junyf 4, M
SO LT AR 5 4T B 45 BAIFSE, INOS IR SNO
SRREAE Ao I A AL P R 4 EE A .

eNOS T ZLAE N B2 AL R, H™ EINOZ 5 i
EEELETTR. BFACRIN, eNOSHLSGHE M LA~ 26k
s, AR R AR DG B SR A S A AR, ZE SR T
KT o A 4 TR Y. eNOSIR AT i 1
DR ILE S 5K Il 2 1 (vasodilator-stimulated  phospho-
protein, VASP)FI5% 3 A3 A0 A& st iy jead e,

nNOS T 2 AF1E T 5 & R #h 2 o, AR
W], nNOSH /20 ML ENOI E BRI 2 —, FEGR ML FF
FEEAU O WUBEZE RN 77 52 vl v R 4% B AR A
FAU, B R nNOS A (K 25 115 57 5 0 A RE Ak A8 1 20
TR I R I FE, WnNOSA S E A XL LW
L EE2(histone deacetylase 2, HDAC2)HISNOR] 5 S0
JE&F Ik T REA 2 FIE, nNOSA S AL JUE 493 1 2R
M (cardiac sodium channel)SCNSAISNO, ka3 2k
W ORE, MiZNE 8 [ Cav3(caveolin-3) Al JE T 1 H|nNOS
FHELIISNO, 7E Lok v 4 A 1 A

(2) TIHSNOHIEE. HEFFH IR IAE LK
-SNOZE [41 5 738 Ji7 Ay -SHIR I R AR Ay 23 50 58 0 Al 2k Ak,
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PRI WU A 2 R SR W AL RO,
A Al 2 48 B H K4 J5E B8 (S-nitrosoglutathione  reduc-
tase, GSNOR) FIi 4 Ji7 25 [ (thioredoxin, Trx)%%.

GSNORE H1Adh 55 R 2 i () £ 185 i S8 5 o
() — 0, FLT e P bk A 2 45 B H K (S-nitroso-
glutathione, GSNO)# AL Ay — B B =0 25 I H K (glu-
tathione, GSH) /&% 22 5% 56 W i B AL s vt 1. w 5¢
R, SHEME/NRAEE, MEME /N RO IEH GSNORIEPE
Beod, AL N A B SNOFE S P E R A R R
T, AR A R R B R, TR
IEGSNORH] FEENLAILIM 45 #4385 & 1 (muscle  LIM
protein, MLP)ISNOZKF, M ZEZ% Lo WUIE JE 1 R 2.

i 8L J5 A Trxg — P 2 RIE P E H,
AL I B RN M D R A R ) -SHIE [ R
I #1-SNO, 2312 55 3 TR FEAL O£ T2, a0 Tex g
5 p65 KK B #5844 B 1 K1, RIEDUE AL
Boi]

DA b P EE B A SNORE, S-V Al SRR )R
i (SNO-CoA reductases, SNO-CoAR)tH % 5 S- Vi %
FHBEA(SNO-CoA) LR, e AERE REAIH FL5h 4 3
TR 22 0 R A RO . T RS D X AR
i Al(Aldo-keto reductase family 1 member Al,
AKRIAD)Z—F/N3rTSNO-CoAR, HF 7T E/RAKRIAL
JE I P TN B PR B FEM2 (pyruvate  kinase M2, PKM2)
[ISNOKAE B HERIE Y. H ATAKRIAZE Lol
P H AR FH AN BRI, B fradt— 2B T,

[, 3 NS4 4 {1k B (xanthine oxidoreductase,
XOR) W FTIL JR W AH ZE A I, R 22 30 5 WA B AL A
FIPY, HARIEFR, XORIM b 0o 22 JR B2 142 (rya-
nodine receptor, RyR2)ISNO, #11yE 4 587K, feit
OHRHE IR ED R4 X OR 41K Caspase-31E
HFEAABT KT, 3G Caspase-3, 4EHFB-cateninfIVE-
cadherinZii g, ZEMRGLEA SN H DhRE R ().
R RSER, WFRIRIESNOI RN, A BT BEfE
SNOTESR I BARME A, AT T8 i e Va7 4
AR ATB

12 EHBFSEL MR S O IEER

(1) OAi3Ed.  BEFUEoR, SNORTE it §2m.C ik
Ca FHT L E 0 J ZE B REFE: 5L AR HLAE 4 T-1
(stromal interacting molecule-1, STIM1)#JSNO W] (2%



HRE RN AarklyE 2022 0 S2 &

B -SNO B -SH

Trx :g: HNO ', :s'

TrxR
NADPH
Trx
A —-SNO A -SH

NAD(P)H NAD(P)

C -SNO C -SH

()T2 ;4,(”“00-

XOR
D -SH D -SNO

NAD(P) NAD(P)H

GSH GSNO GSNHOH CoASNHOH 0ASNO CoASH
SEMRE Denitrosylation SNO-CoAR
(RPN E R — ERRMEIIIHERETS ‘
EECIEE AR Crgcess GRIPIRIE

Bl 1 EE SRS AL R 25 T RE (M 45 ROR2 )

Figure 1 The regulation and effect of protein denitrosylation (color online)

HAR AL, WA FHICa BURE, ]
LA AR Ca™ T, Ak, SNOIE I T i 28 i 2%
828 D RE, 780 ) 3k vh R 4% S SRR AR AL a0l
W, RN VIEEIRE1aHSNO S EAR T & 8 H S
RURER T XBP sk AT FEAE, it ) pe st e,
[RIRS, #E & BERiAE-3p(glycogen synthase kinase-3p,
GSK-3B)HISNO .2 il FLlg i 1k, fedb iz e, n
O Sy RE VR AR ALY, B-#014H] 25 1 (B-arrestin 1, Parr])Fl
B-Fil Z 2(Barr2) /2 G & B X 2 & (G-protein  coupled
receptors, GPCRs)[E 5 M FEBH N2 —,
Barr1/2[FISNO = IEFFIEINHIGPCRs, X—dFEH fiES
5.0 1 FEEHRE. A4 I, MLP{SNOF &
I 3 5 TollFE 52 443 (Toll-like receptor 3, TLR3).

AR HAE FH 82 I 3 (receptor-interacting  protein
kinase 3, RIP3)145 &, BUENODIE: 32 /APyrin4t #4153
(NOD-like receptor Pyrin domain containing 3, NLRP3)
FOME/IMAAE IR ER, {2 14 FK-1(interleukin-1p, TL-
1B) 73 s, etk -CoULAE JEE A JE B A4 A I CRISP/
CasOF AR REMLPA: AR TN AL, #IHIMLPHISNO
IRV A R A LBk e R AR S B O LAY, R,
A FATL- 1B A Rt T A AR 2% b ik 3k A,
AR 53 — W TARUESE, INKHISNOZK-F- T, gt
c-Tunf IR AL, AT N Co LT e AL AT UL ™, e
WS TR EBSNOLEL i B M. b
TG H, B SNOIR 1] RS2 O /) 3 5 (1)

HIERE RN R, 250851

(2) CWUEESE 58RI LS. 5 SNOFE L F) %
vy A FHAS ], SR FREE I RE , SNOZ R AR
1 . B, SNORTHEHT AL 5: Xiao%E APV R I, A
JREZIE LI 3eNOS S SN KelchFFECHAR KB 1
(Kelch-like ECH-associated protein 1, Keapl)HISNO,
% R 7 AH 9K F-2(nuclear erythroid 2-related factor
2, Nrf2) K T E A S, ORAPBE PRI K SO I
SR PR . AR, 45 PNOML/AProlame
FNS-3 Al -N- 2, ¥ - 75 52 1% (S-nitroso-N-acetyl-penicil-
lamine, SNAP)) n] 3 itk i f5 0 AENO & &, & SNO
WA, fERb S M R S i Thee e, 5
I — BB 7T R, SRR BRI O I T NOR 2 F
i, FBE K B AR, SNO R FE, 5 508/49 ATP
(Na/K-ATPase)ifs P #11 J A AL R0, (B, SNOTE
SRIMAR 7 R AR IE AR E R, — L8 i
PR TR, Lisgg NPURBL, K A AU R
AT EE S IINOA T S HIAKT(V-Akt murine thymoma
viral oncogene homolog)FJSNOZKF-, 1 H 2K 7%, 14 s
SEIRIAR, FEIRGRIMOIERDIRERE. =B P H 72
(tripartite motif protein 72, TRIM72)7E bt & 2 1441
R A SNOGEBESR I FEEES, K ~F IR 14447 13
KA, AL RIEOIFGERRY. LU ERF 3R, SNOTE
O JUUVBEZE 55tk L P RE T 4 03 v ) B4 T AT g 5 SNO
ik FE AME MR FE R MR K, (HE A ENOA 2
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HABSNOZ KIERIEM, NJEWIT K AT REFISNO

1.3 SEHFRSELHE AL 5 i

(1) shlkskFEifh. W9 ER, EEFSNOS Bk
SAEREAL B EARSC. I A e, 2 5 mRNABYH:
AR PRI 2 1 5T SNOK Y- 5 52 Ox-LDL 5 3 1) 48 AL S
WP, 1XA] B8 £ OX-LDL% 5 3 Fk R AL 17 7E AL
il 22— AR Eh 7207 T, ASHU S B ) 42
FEA BN, FIKNOAE IR B, 1
TP B 20 B A B B SNOIK P, AT fish 2 A1 3 ik ks
WAL RO, AL, P R 0 P NF-iB T 2 £ M 5
LA PERE AL ) YR A K, TfiMorris% AP
WLNOSA ) SNO L NF-«BIili A 7E K SR C &

SNOW RSB KM FERE AL A F. B L3, ik
{5573 TH,S Al b i i 3% Fh I)NOFI & [ i SNO,
I A 5 A0 o SR 8, AT A0 ) 50 Bk oA R A A 110
AP e ) 7R 2 Jhk &R INLAE (hy perhomocysteine-
mia, HHey) 753 (1) Sl K SR AR AL B vh ) T2 B ) 90
A AE S AKTIRISNOBAMEN A K", [r, FAERE
PR 340 W 3 3o 00 1) L 5 rh B BT SNO I = 3 ik oS A A
W $RIRSNOTT BEfEHHey % S 1K 3 iR RERE AL 1o 72
HORFE R E .

RoosZ N HY T — N AT BE B HU B bk o RERE {4 50
A, BB TEON O B =] DU AR £E 20 i A ] 35 14 n 5- g A
EHEIKISNO, AL A pl, AN A% I ORI A
H. Zhangs N5 B, MEBCE(EHENORIP L, MG
AME K, a0 E e - LA M R £ R
SNOK-, AT BE LE- S KB A A A, (1) AR R0 K e, XA
Re e A0 H 2MEAS 2y AR SRR FERE AL ) SR PR 22—

(2) WREITER . WEARRE, ZREART
SNO#E AT 42 P 2 ThRg. I/ NGE 16 Rl 7 (platelet-acti-
vating factor, PAF) ] /- F Il & 5K, VASPIFISNO, T
PN B 4T B 8 e, A5 ot A P I e e e e,
HA 3-8RI 5T R 40 i L P R S 36 B [ (vascu-
lar endothelial-cadherin, VE-Cadherin)flp120-1%E3 & A
(p120-catenin, p120)fKJSNO, 5 Sk e 8% P 1
w2 R SCIRIE HE, INOSA SAE A KISNO,
AFEEINITEE, 51K eNOSHRMEER, 3 i 5 2O AH I A
PRI R AT o P9 R T i B R 22 4 K R ot e
Ak, GSNOW @A T 6 A 15T K- 1a(hypoxia-in-
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ducible factor-lo, HIF-1o)fISNOME Ik fid &, 1
GBI BE, S A AR T AR )
T H FISNOTE N B i A/ A 7 A OCHH 7. 45
RI, EMFFIKICZH, PLS3HISNOT figidk H 1522
Y18 H Cofilin il X k% 25 (A Plectin IAH HAEH, M
BOA B BB, R Rk 2w kLT R
INOS/ 3 ff]eNOSHISNO, {23 H 55 B-cateninAf HLAE
H, 80N B ohge g,

B2 BB T NAIE B SNO B A W 7E N AR 7 AE
FH: #4725 F160(heat shock protein 60, Hsp60)[JSNO
ATRES SABIT K2 P B e RO 25 A Y o
FLBhWy, B H B SNO AT I 1 T 1 S 1 R PR E (so-
luble guanylate cyclase, sGC)iF 14, Mk & Ifil & HFNO
R RS, DR R AR, B BT e K
Rl Al B SNOE RN F PR A, 7 i U A = T
MR v 45 B AR o g, /N> T-GTPEERhoA (Ras
homolog gene family, member A)FISNO R 11| H 4,
R RIIVE R R R A SN s s, £
i CERIE T MLLE A T BISNOXT N K I PR3 4F
M. SECIREST, M4 B ERIE I I B2 9347 &3
SNO, MWEMEEHANEIEE, (LI 40 FEHNO,
Pk, BA— g O e R 2
HAER T, Girids NPVRIL, 7258, kst

. REMEM RS R 2T HRAMASNO, X
Al REAR T P R D Re RS R VR FH B R R 2 —.

(3) “FE M. W RN, /NGEFIRhoAISNO
AN B SN, N FRhoA/RholilB(E 5, M
TAPHI LB E AR A, TR i I e 5
S AN, AT R L A EEC(protein kinase
C, PKO)HJSNOL I HEE, THRPKCHAE 1 1M1
BRI, i RS IR FRAERY, $RIRSNOXT T
EULA R R —E R,

(4) @ik, R ER TS N,
Tt 508 7 & I )5 B (thioredoxin  reductase, TrxR)RTH,
B hnEE A BISNOK, it anlkEr ik Dhae, $27~SNO
T AR o LS L5 S5 2 5 ) 2 L)), 7 7 ML
REO AR, 75 2t e g2 (1 SNO T &1, T 4t
RR R TR, TS BCCLISC 4 Th g 241,

1.4 HAfh
SNOWH S 5L R H I KA. B RN, NOET



P EBNE: ARl 2022 4F 52 % A5

SR M Connexin 43(Cx43)ISNO B 1 H0H
Cx43, 5 EHH MBI 3G N 5 25 A Ak A LY B
S EROERREPT. Dallas® \PHRHE T —FALHR
BRI VR OV L AT 62 T NOS I, S EINO Y
FHANIEIE & FISNOJE 5 T MR LR, R T
I, LA RS B TR IE Y SNO KA B TliE B A
HEs R e | A AR, B SEE S FBR, il
FRFED LRI T A RS A S AL
e M EA P EEREER, NET O R
Wi RO Z e s iR T SR

2 EHFSERAE

AR ST 2 B H,SECE SR A 11,
FE TR B AR R E R RS 2R (-SH) T st itk
FEP(-SSH) LR, H SIS N2 —FiaA JA HS
&, Jof. TR A SRASER, (HEBEE BRI,
H,S) 2 AFAE T AR, JF B R 3% B SR 7 4
FAUO ok % 1 BE T 46 B B T H,S A S I A
FEIRE. RN IH,S AT DA i =R MEAL AR &, 430 2 bk
fi Bk -y 22 fi# ¥ (cystathionine-y lyase, CSE). AR EF-BA
fitf (cystathionine-p synthase, CBS) VA 5 3-% 5 14 i i ik
4§45 i (3-mercaptopyruvate sulfurtransferase, 3-MST)
(E12), BEATEAS [FIZH 2 200 2 B A i 25 52 A A
A, CBSHMICSEE #A: T4, Jf HCBSm&RIE T
KRR AT, CSEFE O MU AR R G sk, T
3-MSTF: B fir T2 ki fhl®. stat, H,SwagE —t
T B S TR S5 HAh o7 I 8L, DB 1)
BRAR, BInA B H KR R SRR 2 5
HERH,S Y, HSTEAIIB M AT LA SR AR . 2R LA

EMMRE R, LR KTH,SS 5 AT RERI S
mHHEE, SFOLE RS, MEeRg. RlR
i, MIRARGE, HSILTAE NRETT RGEMALZE
s R E R, HLSER T AT LS R S
SR B PR RS S B 08 AL B, ST B 2
g SE R SRR G216, 3 2 B R e R
W, NS S4B R BT ok AR
H, S-S (ISR = B A6 A A o ML A 24 T ) 4

21 EHRGAEGAEN S OIEEA

H,STEAERR O IEIEH hRE P AR AR, WAL
7R, HoSA T BB AL A2 1 58 5 Wi O JUE 1 7 5K
B, Mazza® NV, ol F 8% 2 1 (phospholamban,
PLN) I S 2= B AL AZ 1 BE 8 1 52 17 Akt/eNOSAS 5 1l 2%,
PP OIEETIRINBE. RN, £E0F AT H,S A F B3R
FEBRARAE it 1 B B AR R . W AY R,
H, S A BE i 1k 0o UL 40 B 495 0 2 9 AR o 1 i
i3 11 (Ca’*/calmodulin-dependent protein kinase II, CaM-
KIN R A SAEGR A AE T, PRARHE 1L, BOE LRA T RE,
G0 1R, AR IR AR B, AMIRTER FEH,S
Fe 18 I ST AR AAZ 1R 57 1% B 1 1 (specificity  protein
1, SPOHe64hi MR, il Rk R Krippel#f A
F5(Kriippel-like factor 5, KLES)fJFik, & OMLAE
B B 7 AR A B SRR 21 b, Nishida®s
NTREL, AR I H,S B B (HS )t AE A 55 i g%
(electrophile) & A= FiFL AR AL S 07, #E T H I H-RasF)i%
PE, AT e O UURESE. DA ESS RUEY], H,SA SHIE
LB A AB AR O I A PR T RSB I, H,S
PEARZGW ) TT AT RE 0o I AGAH S5 R i PR VB T
ST A SR

o-fATEE + NH,* + Y5 + H,0 +
CSE ‘ CBS
CBS CSE CSE
RSB A LB L2 A PORARR+ NH,* +
Eﬁﬂ%ﬁ!&w s a-mm:@&w
CcBS CAT
3-MST ﬁﬁf,ﬁlTrx
LB + 3-SRETR 3-MST igHtt

B 2 HSHUH (R 28 HORZ )

Figure 2 The metabolism of H,S (color online)
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WAk, B FUAE SEH, S/ 3 1 2R 5 3 A AL i A
T e 5 v T 0 S8 T L5 35000 0 U D e 52 A ot R
PRI PE. Yul NV B, 2R R B P 7R H, S B
1 FHMG-CoAId JF B F%f# 78 A (HMG-CoA reductase
degradation protein, Hrd1)I1 11547 -t 2R Ak A= 5 4
A&, {2t FE v AH G B & 13 (vesicle-associated
membrane proteins 3, VAMP3))7Z AL &R, BEKC
JEZE 23 v R PR B R AR AR, s PR Lo UL AR
PEZE T H,SREIR L S AL B AL B 10 2502 ALz =R =
P BKEE8 (ubiquitin specific peptidase 8, USPS), {2t
USP8 5 PARKINAMTAEH, {fPARKINVZ ALK TR
B, SGIMZCRLR EWR, o bl e i 5 0O UL
FEY. Bibligg N R I, B A R AR R R
fiff2(proline-rich tyrosine kinase 2, PYK2)J5iJEhmith
B Re SN L BE Y, ETEeNOS, Bl i B 2 A
L LA B R A SR

22 EHERGAGACE S L B

(1) S RERE AL, BFFCIESE, 7EApoE™ /N it
FKIECSEHL TS AL BN (NaHS) fE A 20 s ik ok #
A0, AR R B, H, SRR 7
GYY4137, fEAN/KF-AT /> Ox-LDL-F B B W 41
MR IR BRTRR,  FEB7K T Be A R FRAR 2 E F AL
N, SCE SRR, IR BIHLHIEE AR R, H,S
AT 2 PR M R R AR SRR AL B, AL
RNE MLFLET N J RS T LA 3 58 55 22 07 T 4
KRR REAL.

SRk AR AE Ak A2 H B R 4 BRI E AR T A A
A2 T 5PN B A S IS ORI I A 98 SR A A ) B
FEH. D NIR I, BRSNS HIp6s 38R
T8 A S LB A AE 1 B d I N F -« BAS 518 1 1113
T, T A A M 46 BR 1 1 (monocyte chemoattractant
protein 1, MCP-D)3K 1A, 203 0x-LDL% T 11 B4l
JLAERE SN, AR TR IR, B i H,S T A
Fe-Junff126947 - R BR A UK AR SR B B AAZ A, Il
% O WALEE3 (sirtuin-3,  Sirt3)fK 5 1 I& 12 FEAR B %
240 B ) 8 7 KT N R AN AT, R, R
TR A U5 0 78 H, S B8 38 I 57 2 At A0 A& 1 P B 4 g o
Keapl FIEE1SIAL IR IR, (R N2 5 Keap LR ES, ¥
TENCR2 PRSI H I ERIL, PRGN B 21 i A
A SLEORI L B 7 3R IE, OG8N 2 DhRe, HEPURR
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TRENGRFERALT. Keapl (1915 1572 bk 2B 542 B 17
HI SRR AAE I, 76 2T BRHLSH R A, IEBH A
J2 2 i H Keap 110 55 A A0 AS 10 75 5 JR 978 2 ik 546 A A
e R FEOCBE R . B ROE, B0 I Ak
Il 1(glutathione peroxidase 1, GPX1)FidL &b W6
(peroxiredoxin 6, Prx6)[ & ¥ 14t 52 257 LR AL 12
W2, AMIEPESS T H,SHMA R M GPX 1 FIPrx6 1)
SRAESERACAEE, BENFE ETE, BRI U A
R, BRI P R EU REBOICE T Py R A RN A
A H A HuR(human antigen R)ZE 134 2 it &R & A= 57
B S Re M g M, T FEAIKE-1% £ 25 (E-selec-
tin, CD62E) A1 ZH 412 4 S (cathepsin S, CTSS)fIFR ik,
o M AORE, SEZEEIKIEREREALERE™, Dut A
WL, WE4IM. B MR DL AR 2% 2L
B 1 (sirtuin-1, Sirtl)RKAEFMEGIE e S LED
FoEtE, (R TS, 50k X 5 R0,
IR YA 20 B T BRI i SR, 22 T T e 5
JiK RS FEAE A

LI B BY R IR 5 Bl Ik ok RE A AL R AR 1) 5%
BN . Bibligg NV B, P B 41 P A 283 (integ-
rin B3, ITGB3)F BB A1 F 2 FEHS S
WEL WA 1% R 45 45 i [ W 3 a1 3(guanine nucleotide-bind-
ing protein subunit a 13, Gal3)&5a T, HEmfd
RhoAFFEHEIE, INEBIN J1 5N A fintE, 2
55k ok R A 1) A
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Protein sulfhydryl modification and cardiovascular remodeling
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The function of proteins is largely regulated by the post-translational modifications occurring on the specific amino acids, including
phosphorylation, acetylation, methylation, and ubiquitination. Recently, the post-translational modifications occurring on the
sulfhydryl (-SH) of cysteine residues in proteins have received widespread attention. Among them, S-nitrosylation mediated by nitric
oxide (NO) and S-sulthydration mediated by hydrogen sulfide have become the hotspots of the research field, as well as S-
palmitoylation, S-glutathionylation, and S-sulfonation. This article reviews the role of S-nitrosylation and S-sulfhydration in
cardiovascular remodeling based on findings of our and other groups.
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