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[Abstract] Protein S-nitrosylation, a prevalent and crucial post-translational modification in organisms, involves the covalent attachment
of nitric oxide groups to the sulthydryl groups of specific cysteine residues in proteins, resulting in the formation of S-nitroso derivatives. By

directly regulating the spatial conformation, biological function and subcellular localization of proteins, this modification is involved in the

homeostasis maintenance of various physiological processes and the occurrence and development of pathological states. This article reviews

the regulatory role of protein SNO modification in various diseases and the corresponding pharmacological intervention strategies, aiming to

provide some theoretical reference and research ideas for the development of innovative drugs targeting this modification process.
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NO iR 25 %y (WA HLASIRERZS ) A O IS B
BTz, B2 51 Kk 251 52 1 K A R
AR B DR A ) TR A NO S T R
W 8 R iz SR i E VIR 7 2K o

S-iF it 3 4k ( S-nitrosylation, SNO) )% ¥ N
i NO {555 2y Ja iR 52 4t 7R m. %
il i NO 548 B ez B2 (cysteine, Cys) %%
FEAIR IS (—SH ) BAE TN 55, TR S-
EASSEEBRAE, I FEANABAE K NO AR 22 1
WA SE T sGC 38 i B3 8 (s g B AR
WFFRIESE, SNO B s MBI 57 2 S AL P IA)
JAEE: H—, SNOEHIFFE Cys fiisi5 NO 4
G 240 A DB e 67, S PR HEAE I ) 5
() Aty L, Cys ZRELEH T 0 FR G 5L 17 7T 3 2ok
FLVE PGS S 3 S N o, SR THB I RCR =,
FKFREEF T NO 5 O, I R4, I Cys i
B SIT A4 SRR A DX 38 e S (2 i SNO ARl M, ks
PEFEHLAR P BB, R ) AR BT SNO At
TEEHISAKYE . Al T AH4E ( transnitrosylation )
5 22 W A1k ( denitrosylation ) F¥) &) 25 - fiif n] 1f —
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NG A JE AR ) SNO BT I 4%, Hrp i AL 2R
(thioredoxin, Trx ) Fl S-3F fiff 3& 4% Bt H KA i il
( S-nitrosoglutathione reductase, GSNOR ) J&/+5:%

A Ak AR A SRR

BT SNO B2 5 HE PR sz . SRBEny 2%

PR TSRS R 2 A B A, B S

BB TV O IR S s 25 E R

(0 1 R R s UIAR G B0 B2 2R A T 1A R 1

AW, FETF ) SNO BN SRS HES e F AR

SRR R A o FHLRIER A T e s

ARILRGLARE 5T SNO B TES B FRAE H

U NG, BRI AAGUHET T8 SNO &1

B 25 P SRS S A 5T 7 ]

1 EAMK SNO EMERRRMIER

it & WAL AR H AL B 5 B 2L,
SNO E i AHEAFME P EAR-AEYW KRS T
MEAER Y, EARRE Wanhe s ' s
FmEYE Y 2R, TS SRR R L L
JRIERE, KEWFFUESE, R & Cys A1
SNO i K ¥ 5%, SR vk 7, ol
By B o U R e A B R
FEAHOG, $E7R SNO A 5 AT VR 0w 1R )T B 1
TER AL,
1.1 EAMK SNO i 5#HEBITIEER

P28 IR AT P 9 s LA KM oy e F AT MR ARl
BURRE, LG P5 K PR R 28 2R G 58 A 40 F
PRATEAET, X —UEFR 5 & 15T SNO &1 5+
AR VY, AR, /R 2 B
( Alzheimer’s disease, AD) . A4 #¥)i5 ( Parkinson’s
disease, PD) S5 28R M0 B3 1A ik 2 21
T SNO B K- fi 25 T s 3P S & 1
T E AR RS RE . IRk A 6E
B i M 22 kA A7, B BR Bl ph 22 o kAR E AT PR AR
-7,

7E PD i FROERR . WERRIG AI5K ) 8 1 R
( phosphatase and tensin homolog, PTEN ) %11
FEJEE 1 ( PTEN induced putative kinase 1, PINKI )
() Cys568 fiimi KA SNO A fe , Ll % P 9k
MR, JET LS PINK 1/Parkin i P& A5 A ZokE 4
AW, S ERER 2ok A AR A 1Y
[F]EF, 78 PD 5 L 2= 46 0 2 65 Ak 0 A8 3 A I
R T hi b M (protein disulfide isomerase,
PDI) Y SNO & i i) 55 Hoor AR DI fE, (i o-
G flA% 2R 1 0 S i SR AR S P B O L 38 s g, s 9
ke 1,
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ZINJE BT 200 JHL Y S S 2 e 2R A T P b
ZAR O N R R R MY, T SNO A8 M AT e o
FONEBARIIRES 51X —id . 78 AD H, #MA 3

( complement 3, C3) 1 Cys720 {3 &5 & 4= SNO &
(IS ST R TE 31 Ui AT E eIl it VI IR BN
ful et BB BT, SRRl AEAR M 1. 7E PD f R
P rF, SNO B AT A2 3k /I e S5 4 i 534 e 1 B 56
M Bl ( high mobility group box-1, HMGBI1 ) ,
T FUE S BRI SU R S 1 O S E
SONE, TR/ NS R 24 B A ) 5% fih 5 2 U

WAL, SNO B W 3 ik S A 2500k e I e
I TR I, 2 5 2R A T VRS i B4
5] 41, TAR DNA %5 4 # 1 43 ( TAR DNA binding
protein-43, TDP-43) [ Cys173/175 {3 £ & 4= SNO
Btife, et AN BTN A, I3 i) 2R i 2
IR 5 N T 4 45 A 11 ( cAMP response element
binding protein, CREB) {55 5 [, 520 # £t
BE ™. 7EAD P, B-VER PR A RIZ ZREEK
sty 7K % B L1 (ubiquitin carboxyl terminal hydrolase
L1, UCHL1) #J Cysl152 fii 5 & tE SNO & 1fi, %
1B 4 i 1) UCHL ] 3 b i S il A A/ FH 981 42 40
Ja) 391 2% A 2 O 5 5 ZORAR B T ARG 1

( dynamin-related protein 1, DRP1) , 475 DRP1
35| RERARTE R AL, He 33 S 8 KAl
hhepeng . RS T SNO B 7E Bl 28R
g o B 2 2 AR T, DB B4 ) 1 i
PRA T E SR (W 1) .

1.2 &AM SNO i 50 MERER

H BT SNO BHMTE L IS R e Hh R A5 G IR
ER, 22 56K RAER A . O IUL
A5 N REZERE S M A N B AS S B A B /R, g
R TR A R AN K7 IR B =3 PN de s S L
S0 MAEFAE YRR R JRBEVIME Y (WK 2) .

WH5ERY], SNO Bifin] @it ¥ m G & Bk
R (G protein-coupled receptor, GPCR ) SRS S
BT, SISO WU RERORS TE 4R . e/ O AL
Hprh, G HEEEECZ RS 2 (G protein-coupled
receptor kinase 2, GRK2 ) f*) Cys340 {7 i &4 SNO
A, GO TS B R R, TR -
R & Z K (B-adrenergic receptor, B-AR) HJPLHE
i 52 B4 *1. Hayashi % * (B8 IESS, B-4) B 2R
92 (B-arrestin 2, BArr2) A SNO &Hfin] fiE #F F &
T RACTF AN LR E AL, T S R T
B-AR [ 51 FRA, Jy GPCR B [l £ 15 5 %
SHLEIREE T TR

PRSI N, SNO B RT 4% B3 15 53 R A
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TERUE AR, TR 55 A8 1 57 A )R S PR 2
PIAHSG . B0 S /85 18 2 (A B s 1T (ca/
calmodulin-dependent protein kinase 11, CaMKII ) 74
PR N AL TSI RRAS, I Cys290
B K SNO BAi, 2> SEGHME B 835,

BT RO EJHE s T Cys273 (a5 #) SNO
A6 D) AT 3 Aok BEL 1k %5 2 /85 2R - ( calmodulin,
CaM ) 254G CaMKII i5E, PRYO A2 N
AR & (isoprenaline, ISO) SR P, x—%k
BRI ARG VR T TR T ) .

®1 WSBRTHERFBPEQR SNO BHHHE 25

Table 1 Protein SNO modification mechanisms in neurodegenerative diseases

HE SNO {&ififi s 3 E B R Th&E ) 22 0 ExEFEPHEA L2
A UCHLI Cysts2 5 L JCHLL SCRRIESTE: 3 sp oo epmmmoens, moeizn [13]
PN C3 Cys720 R C3 E T /I 5 240 Al 3 P4 B 5 f [15]
/INERYR PINK1 Cys568 ) PINK 31 IR RLAR E W, (22 CUR AR At T [16]
NI, KRR PDI % PDI 351 IR 2R 5 R T 25 A PR 5RO 98 [17]
/N RIR HMGBI Cys106 TN HMGBI (R AL R/ R 2t 45 B 5 i [19]
N TDP43 Cys173 il Cys175  fiti% A TDP43 (MM r  #il CREB i& P, N 98454 [20]

SNO: S-nitrosylation (S-JFAi#E4t) ; UCHLI: ubiquitin carboxyl terminal hydrolase L1 (2 Z& &L AK Ui /K fi#fF L1) ; DRPI: dynamin-
related protein 1 (ZRRIRZ) JIMHICE T 1) 5 C3: complement 3 (fMA 3) ; PINKI: PTEN induced putative kinase 1 (PTEN 53 [ &
WWHF 1) ; PTEN: phosphatase and tensin homolog CHEZEFANGK /)& EIFJEHI) : PDI: protein disulfide isomerase (£ )it — s 744
fif) ; HMGBI: high mobility group box-1 (IR FEKE B1) ; TDP43: TAR DNA binding protein-43 (TAR DNA Z5& 814 43)
CREB: cAMP response element binding protein CGABFERIR T KN GHE4E & EA)

*2 LMEHRFBPEAR SNO BIFHHLE 25

Table 2 Protein SNO modification mechanisms in cardiovascular diseases

HE SNO &t ME ARG EEBRNIER &2 3k
NI MLP Cys79 {21 MLP 5 TLR3 4 & I0EE g SRR LA [10]
NI CTSB Cys319 (R E AT CTSB MBI %A, AN LA R 0E [12]
) CTSB #ik
N GRK2 Cys340 1M GRK2 JF P By 1k B-AR 44 Py P 52 [21]
K ERIE BArr2 Cys251 Fl Cys253 ek pArT2 Ak JM] B-AR Tk, B30 SRR [22]
/N BRJR CaMKII Cys290 R CaMKII B 1 I R e A S WY E N [23]
CaMKII Cys273 ) CaMKIT g i 1 PO 1SO i S 15
N ANTI Cys160 0 ANTI 350 ELlihalEe wauN =11 S e AWV PN [24]
NS PLS3 Cys566 itk PLS3/plectin/cofilin E AL WK Y 17 20 Ak Y 4 422 [25]
PN Septin-2 Cys111 F0i Septin-2 5 TIAMI MHEAER 0= 0 5 980 S5 S R4 A1 Jik 5 14 fit [26]
/N BRJE GCHI1 Cysl41 M GCH1 §5 Pk A HILAE P B 240 R A A R 35 [27]
AR, R sGC Cys610 S sGC 4 NO Fiifi, SR/ 550 RY 0 RhoA 31, P9k’ [28]
FEREE, BEK SNO 2 RhoA
/NERIR Trx1 Cys73 PEHE Trx1 B W ASAIZ 1 Atg7 O USRI E O AR P F g [29]

Cys454 fii i,

SNO: S-nitrosylation (S-3F fi§ % f£.) ; MLP: muscle LIM protein ( Jl LIM & 1) ; TLR3: Toll-like receptor 3 (Toll ¥ 5Z f& 3) ;
CSTB: cathepsin B (414U 1/ B) ; GRK2: G protein-coupled receptor kinase 2 (G 25 [ {8 132144 2) ; PArr2: P-arrestin 2 (B-
HIHEE2) 3 B-AR: B-adrenergic receptor (B-' EAR#E %K) ; CaMKIIl: Ca*’/calmodulin-dependent protein kinase 1 (4555 1-/4% i 2%
PR A I R (1 11D 5 1SO: isoprenaline (5 LEZ) ; ANTI1: adenine nucleotide translocator 1 (JIRMEMIZ T ERIEIZEM 1)
PLS3: plastin3 (£33 H 3) ; TIAMI: T lymphoma invasion and metastasis-inducing protein 1 (T #ERZEBMERIFEIZEA 1
GCHI1: GTP cyclohydrolase 1 (GTP 3 {L/Kfi#f§ 1) ; sGC: soluble guanylate cyclase (PP TFERIFLEE) ; NO: nitric oxide (—%
%) ; RhoA: transforming protein RhoA [ #5155 H RhoA, I Rhoa (ras homolog family member A, ras [l R A) HiSEA
Trx1: thioredoxin I (FR%IEE [T 1) 5 Atg7: autophagy related protein 7 ( HWEAHICE 1 7)

2R A T RE S 2 o U 9 Y R B BB T
SNO Hi i P i 2 bR A SC E H I ES S ixad

R
SO HZL, SNO B T8 = 57 1) L4 P9 B2 240
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FE. Tang 55 B9 @ #F o8 £ WY, 0 F1 583 B E DL
4 g 28 R AR ' GSNOR Rk T, 84 b 14 i
RS A IR iz 8 H 1 (adenine nucleotide
translocator 1, ANT1) &4 55 & SNO &1, %
B AN AN T b AR I A T RE, 6 25 410 i Zeobr
R E VTR, AR FEO E = B I = O JUIE R

phTLA

PPS

MRS IR A4S . FEIM4E 59K = 1T (angiotensin
II, Ang I1) JIB ST, HLUEHEE B ( cathepsin
B, CTSB) [ Cys319 fvi s &= SNO &1ffi, &1
fili % CTSB M iEIA %, 38 0% MR 1 1/
PR R (5 5403458 3 B mRNA ek, dEmokshin
B RAE N
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A, RERPERE 115 SNO &1 1T BERIR I Fz
20 R I (RG220, BN B B T B AZ 40
AWTEAE I, Ang TT BT I5 5 9 5 Al b 22 o0
F1 3 (plastin-3, PLS3) ffY) Cys566 fii s &/ SNO &
W, ZEHEE B PLS3 5 plectin ., cofilin JE W E S,
FEINTE PN 1 A AR R4S LA DR, R P Bz 4
eI R B 42, SR 2N R ) = B ke 2 ik e 1
FAME R, F kIR B S kA8 F A
MeH, Septin-2 [ SNO & i K- 2 35 FH i, X AP
WissHl 55 H 5 T kR R B MERIESHEA (T

lymphoma invasion and metastasis-inducing protein 1,
TIAM1 ) BIAHEAE, #0% Ras AHOC C3 AT I
B 2R JIEW) VI S S S AR L Mk e gt e
HE— LR M AR AR08
1.3 EARK SNO (&1 5MiE

H T SNO i id i P84 MU AR A A 4
e B S e b IR AL, TREE S B ) S P it i i
Feo WFFERWI, B4R SNO BAfiK-F54, nl
VAL ATRENE | 201 5 O 4 e e TR 5
PRI AL (W3R 3) M,

* 3 MyEREARK SNO IS

Table 3 Protein SNO modification mechanisms in tumors

ANERLE VEGFD Cys277 %% VEGFD 7K-F R fe e i A [30]
N PCK2 F1 PC -1 PCK2 Al PC 3% 1 AR T3 4 L P S A AR T [31]
N HDAC2 Cys262 fll Cys274 i HDAC2 5 STATI 454 FELAS TFN-ou [ Jiga ) il £ [32]
PN Prdx2 Cys51 1 Cys172 i Prdx2 31 55 MR A e [33]
PN cIAP Cys571 i1 Cys574 0 CIAP 3 75T IR A R T [34]
NIE VCAM-1 B VCAM-1 £k PR kMR AR ZE RN 7S [35]

SNO: S-nitrosylation (S-3Ffi§ 3£ 4k) ; VEGFD: vascular endothelial growth factor D CIfil & P4 7 4= & [A F D) ;5 PCK2: phosphoenol-
pyruvate carboxykinase 2 Cl I B2 7 BRI EE 2) 5 PC: pyruvate carboxylase (FIERRZALAEE) ; HDAC2: histone deacetylase 2 (41
MW 2) 5 STATI: signal transducer and activator of transcription 1 ({5 5545 KRG H A 1) 5 IFN-a: interferon-a (T
% a) ; Prdx2: peroxiredoxin 2 (i ALI4IEE 1 2) 5 cIAP: cellular inhibitor of apoptosis protein (4HEJHT-#IHIE 1) ; VCAM-

1: vascular cell adhesion molecule-1 CIfLE 40 Z B 43 T-1)

TEMRE RO I AP L R v, A N R A B
¥ D (vascular endothelial growth factor D, VEGFD )
(¥) Cys277 1 55 SNO i 7K V- 16 fili i 28 44 v (i 2%
. M VEGFD H B 3855, iR
XoF LA PN B AR A TR P2 4 2 I se S RV E T, B
LR U e 2 AU B I A AR A, R R A R
g IR Sk B

AR 7 P 2 e 240 P A DA e 1 4 1) i
fIE, SNO &3 o W A s il D e = 5 s AR
WEGAE. DREEEED c-MYC Rl FE R ZPEHR e
RS A TR BRI & B 1 5K &R BRI R 2L Il
ek, (R4 NO Al £ NO i —2
ik SNO & T S 2 S5 Bl il ol 1R A4 T2 AT 1
IR ¥R i 1 2 ( phosphoenolpyruvate carboxykinase 2,
PCK2) 5 TN i 12 ¥ 1k [ ( pyruvate carboxylase,
PC) , HEWAMACEITEN, HREASIE N PR
TR BT 8 SR IR S B

SNO A ] 3 ik 38 W5t 1% I 45 i 42 A 5 g
PE IR, Xu S PR IY R B, A (0 2R A0
A7 FF nNOS K i P 1) 2H & 1 B £ 1 % 2 (histone
deacetylase 2, HDAC2 ) SNO &1fi, Z&ifi k4T
HDAC2 1) Cys262/274 fii ji, &HIFH5FE5H %
Pk G 1 1 (signal transducer and activator of
transcription 1, STAT1) F454&fE 15 #F i1

PPS

e AL 3 F X HDAC2 RYZESE, Fe &AM
I BT 2R BT Ry, A5 B Jiegg 4 A 36 6 S 28
WA

o3 — 7 T, SNO & 4t v] 38 2 T 12 08 1
AR R I EAE . PR GE, S-0 A A4S b H K

( S-nitrosoglutathione, GSNO ) 7] i i SNO &/fifE

HTHUA B A A F A 2 1 2 (peroxiredoxin 2,
Prdx2 ) [ Cys51/172 fi 5, il Hpfb sk, S
LN H,0, AR, HETTEGE AMP {54611 8 H BT
filgUERAT BT L5, 5 e R
I A 1 pS3 B Sk S sk K 1 BB SO IBE R R 4
AR VR AN T B BeAh, FEMRIRAEIN
o FIFAAET, AT IHIE A (cellular inhibitor
of apoptosis protein, cIAP) f* SNO & 1fii 2 it & H
E3 Z R, ARz RN Z A EAE A
PSR AN 8 (Caspase-8 ) KA T
i, A Rk B
1.4 EARK SNO & 5K 4 %R

5T SNO B 38 o) 2 AR 458 i 4 G OGSl
TWEPE, S5 RS R, FELEPHLIR
RS A EEZ/EH . SNO R iBim S =
HEPT o JOE T s R S5 s v B R 2 )
PN (R 4) .

Zhou % " s R I, ARLEZEIAEE B (bili-
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verdin reductase B, BLVRB ) RJ {1}y S- V. i FiL - 4l fiff
A ( S-nitroso-Coenzyme A, SNO-CoA ) %f I\ filf 3
1k i} ( SNO-CoA-assisted nitrosylase, SCAN) , 1%
fitf LA SNO-CoA N4 IA ¥, il 45 SNO-CoA ik
VIR g G, RS AL R B 2 24K (insulin
receptor, INSR ) FIEESS ZEZAA)EY) 1 (insulin receptor
substrate 1, IRS1) f¥) SNO &, 7EAFIRE T,

SCAN /5 A4 INSR/IRS1 SNO &4 AT 471 ] 8145 Jigs 15
RE5ES, diRE S mmsiads; iR Bk
AF, SCAN itk 5% FH 5 53 INSR/IRS1 & E it
& SNO &4, HEmiSE S RICPTm kL. &M
7 T SNO BV A2 R 1% 2R A5 i T A 43
FHLEN,  Ah PR e A 5 2 HE TR S ¥R T 2
HET AN

* 4 KRB PEAR SNO BHHHE 25

Table 4 Protein SNO modification mechanisms in metabolic diseases

26 BLVRB (SCAN) Cysl109 {iifk SCAN X} T i 42K 19 e S R 516 S, BT IS RIR [36]
Hl Cys188 INSR A1 IRS1 [#] SNO f&1fi
/NERUE SARI1 Cys102 £ Cys178 {3 SAR1 #43F it {4 IEf AT AL 355 R 3] 7~ [37]

SURF4 #1 PCSK9

ik GAPDH FERRARGGTE  (CERE TR AR 1 1ol 1 LR I A AL, Rl 9 R IR - 43 ik [38]
SNO: S-nitrosylation (S-EAiH%:4) ; BLVRB: biliverdin reductase B (JHZEF L5 EF B) ; SCAN: SNO-CoA-assisted nitrosylase (SNO-CoA
Al B VT B AL ED 5 SNO-CoA: S-nitroso-Coenzyme A (S-3V T 2 -%fi lff A) ; INSR: insulin receptor ([ &% % %2 &) ; IRSI: insulin

receptor substrate 1 (S ZZRJK 1) 5 SARI: secretion associated Ras related GTPase 1 (437 AH5< Ras #15¢ GTP ff 1) ; SURF4:
surfeit locus protein 4 (surfeit 3& [K B 55 4 4) ; PCSK9: proprotein convertase subtilisin/kexin type 9 (i 75 A ¥ L B Al 595 18 % 9)

NI GAPDH Cys247
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GAPDH: glyceraldehyde-3-phosphate dehydrogenase CH i -3- B 2 i 20 )

IEAL, SNO B i i 8 2o 3547 R [ e gy O o i
FIIEES 50 e Stomberski 45 7 AYRFFT UIE
S, BTN SNO B 2356 s ny 7E AH i A g vl 4
HORFECHEAE . A8 25 A FE il SNO-CoA i 5 fiff 2
Bt g 1) /0N RS A 43 WA RH O Ras AH ¢ GTP i 1

(' secretion associated Ras related GTPase 1, SARI)
At P J5T ) 6% 4 4 R A SR SNO IR 1B 1 5
XSG A A P 3 S 2 S A A A T R 4 L ] s o]
T A——HT S AR R R K 9 (proprotein
convertase subtilisin/kexin type 9, PCSK9 ) , il H:
Rt R, A EUMTE I E R AT REAR ., FaR b
FERM], HEmIEE SNO B sl T, TTRERCAI
PP T A 4T TR

2 EAK SNO M EiREA R

2 ML) SNO B ¥% R i 2Ll i NO fibfA 2y
Yy JE 1 NOS 1 MR 425 SNO JKSF-, {HiX 255K
WAk = (SRR, 5 S OB AN B Bl
FHIE SNO M7 si7 1 AN & B B2 ) SNO A P i 5
HLHITFFE AR, $E ) 2 26 (Y SNO &
EL S 25 R E T . BT SNO B S e FE
PER A FHEIE, Rl PR AL PR . -2 )
g (57 R A AL I 45 553 A%, SEXT SNO A= ek
R fi e B i 4
2.1 NOS-EHRHEEEH AR

NOS Z %145 nNOS ., iNOS Hl eNOS, ix i
A5 2R A A A A EAE R, JFEad AR Rk
N E AR R R A SNO 84 0 FI X —4F1E

PPS

ALAE—E R SEEXT SNO & AR TR Y .
2.1.1 3E 5 FH W NOS-25 1 U AH B4 H B0 il SNO &
U il NOS 5 [ A AH EAE R, R B 2 H
Jig M SNO & 1 1) & A=, L nNOS 5 nNOS &
H vty PDZ 45 ¥4 350 25 4 Bt A ( carboxy-terminal PDZ
ligand of nNOS, CAPON) JE Wi 09 & & ¥ .
N-H J-D- K A& 54 W2 52 /R 0% J . CAPON AE Ky 155
EHAN S nNOS 5 Ras Ml LM FERMESFEA |
( dexamethasone-induced Ras protein 1, Dexrasl )
W EEY), Emhk Dexrasl k& 4= nNOS K i P4
SNO &4ffi; 15 )5 Y Dexras1 i 3 #1140 B A8 5
HE BB B, AR TR T
Fe T EARMLEIB /N R ZLe-002, AT RE
S PEBH M nNOS 5 CAPON A HAE ], ASUALESE
BRI 0 TR IR T AL, I AR R AR R Y
SR oS I S SR I REIR A B e g A
HALERIESZ, nNOS-CAPON HAE FLif af 1 b 2K
PR T T80 ) 0 R
2.1.2 iEid AR NOS- &5 [ A B AR I3 58 SNO &
U 3 AT A 1A B HH — P 2 RUHE 1) £ 1 Ao
VBN oK g, RiEs /Ny a
FHEE 5 NOS $iilt, fff NOS 77/ i NO it £k
YEF TR A, AT SEBURS MERY SNO &4 ™1, A
FHZRmE  BEFE B BTG BT RS SRR i A
HPl CaMKlla 5 nNOS $E57MEHT, fff CaMKlla
KRG WEIY SNO &M, 35k Foft i3 45 W] 41 a1 5 fs iy
ZeREV 0 L BRI, SR A A TR R B R S
GSNOR i ¢35 T 802 > 10 A2 BB 19 /)N B RS ) A

FoFdt Aoooseioy maon mi2m



HFd AhooosEi2A maor 12

HITIRE
2.2 GSNOR i)
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