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20 40 80 AEAR LA G 4 5 A 4k & BL sl B 0 A AR N B A7 7
— 5B W B — AL R (NO) . — F AL ik (CO) TR b & (H, S) 45
SR, XSRS TR AR B B A R 3 E A 2 R
TR BT Y E AT I AS [R] (R AT DL A 5 3 B A 1Y
TE 3 78 24 R G0 I H 22 Fh e g 1 AR 0 g B 5 i o ke 9 4 4
Mo TR AR B 5 T 2438 1 %8, b XE Bk
W AR Bk I 32 B R R O O A 3 KA TR, HE
Bk XA R R R AR L R B NO . CO i H, S ¥ 2 5
Horpr, ARSCHEX 3 B ARG 5 2 78 it il 1 45 45 v 4 £
B H. G R I 53 b R AE — 253k .
1 NO 5k in 1% 5 5 45

TS RRAG LR P —FAE A (NO synthase, NOS)
L LS ZBME RN AR F 59 FALE SR —F A H
TSR B NO, NOS R i g R G T 24718, B4
TRk B BT CAy M CA, XA A8 80k, NOS 1% 1
FR] T A 3 457 A () 1715 B S AN [R) 395 2 v 19 NOS A7 78 F KMk &
JERIE R JCTE M B S AR R 89 NOS fF#E F A . HAT. &
HHY NOS A 3 Ff il 7 . oy iz 40 L 1 NOS(eNOS) , B 5E A7 T IfiL
BN AN 7 I ATk R AR 35S B NOSGNOS) B &
V7T G 925 200 R L i 28 5 5 440 L, £ T I I 0 R ) T AR s il &
J6E NOS(nNOS) , B & L F 1 £ 56, ¥ K & oo 4 {5 5 1%
# ., eNOS Al nNOS Fx Jy 45 #5 £ NOS(cNOS) , 76 HL & 11 F
P 65 368 0 T 505 3 P DAL 00 P 1 4 T 0 s AR
NO. fg ) NO HA #ft & R 9 18 T B 25 R 22 0 3 ™= 28 R &1
NO B MZF /M. INOS K45 8 F , 70 %58 i & #
Pz T B INOS J0iE R84 K i NO & ¥ 40 i 44 .

b 2 0 T 5% 2 W A A i ot TR R 3R R NO B M 4
Aot T o 2 20 o BU A o A e i ) AR 0 8 B (/)N
F 2 h),eNOS 8 #0357 4 NO Fil NOx, 7E 10 min 35 3 & 04
1. 4F 60 min B WK & B IELLKF . NO 1B I 4% &7 5K X7 %t
G e I o 228 G S it 28 A 1 D EL AR A 4 - (D NO gk
I I A B B B D e B ot S R A A BT . (2O NO RE
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ST A T SR AR R S Ak N-F -1 T & 2 (NMDA) 37 K 7
PR B ST A 85 B PR R B AR . (3O NO 5 iE P
S P SO U T e T I 3 X e 2 0 A 8 vk R T
Fifi 5 106 B 10 B[R] ZE 4, i eNOS SRR B NO [ #h 28 S 974 T
2L TR Z BL nNOS & iNOS 3R J5 19 NO % 4% H i 25 35 1 A
HALHE : (DNO 5% [ iy 360w 25 A 2F i 400 68 /2 [ B 1
(ONOO ), H e NO, T 35 5 A0 M 3 1R A% R B g o
RO 5 . (2)NO BJ 35 45 28 4 i 3R 40 10 4 mk . &t . (3)
NO 5 3 400 i) 4% 1 52 38 S Bl CRD DNA G 5 PR 3 Bl ) B B Ik 1 28
SEVE A DNA (& il K Bt 45 DNA. S84 =", D
NO ¥ B2 T} i n] 52 BURO0E 35 58 3, 200 i 20 23 98 E B g o i i
it .
2 CO Eifrum 14 b #5315

WEL s N UR P CO &2 1 21 & & 1L fiff (heme oxygenase,
HO) B fif I 20 R K A 77 A2 1y — Fh 0K 1) i 7= A48 4 8k
(Fe* )RR 2 . 33X S 7 2k 38 ok 4 19 Jie i 152 4 Cnicotinamide
adenine dinucleotide phosphate, NADPH) F14H Jifd {4, 2 P450 iA
JEf (cytochrome P450 reductase) it N #7457 O, 58 B 1Y .
HO J2 il £1 3% P A% T 1) A 4 i A PR 58 18, 764 N 40 A )02
HO-1 R 38 78 0 SRS T o] /R E i bt @b E R . 1%
S3AG T IRNE HE L A RN B A0 M. HO-2 S 854 88, T
et R RS T EEAEIRR, FE S0 TR
tr. HO-3 434 T WUNE Mg e L i 20 B o JE U R0 S L, OO
PEARAG , o] BEXT ML 21 2 AR Al i 25 4 8 1 A AT 1E A .

HO/CO Z %t 2 i £2 M 45 94 19 25 AT 5 3¢ B e 40 0l It 1sF fig
N HO-1 B35 5% . B I 21 R 3 8l 2% CO KV 851w,
2 FUESE 2R B CO 2R # BKCa 38 8 35 PE 0S8 797 1045 %
T LY 5K 10487 34 8 R 750G I A AR UL VR 1% 28 B L X i 2
211 okt e SEOIR 543 2 Bl s, MO S AR B A AT . Tmuta 450
IR R B A BRI 4 h B A HO-1 R3E 138, 3% CO K
WEWEIER M 12 h kS, AW CO RBYE L 2 H R,
WIMABER S B (cGMP) , & 5K 15 F ¥ L. 5 8 R0
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B P07 e 57 R B 4 I B o P R AR, R B B RS L b
W HO-1 593 . CO Jz cGMP & # 8] B J7H R . Hilg & CA, X
B AR 28 50 FF T B H IF JC B I s/ I A R AR R
HO-1 #3% E TH 8 CO & & Th i & % K i i PR3 1E A . (H
b CO 340 (v 5 06 B0 21 5k, Mg 1 48 28 B 4 5K, i ol 97 2 E 102
Ik B AT PRI A I A G K P 2 gl i A A R 47
3 H,S 5t iR

WNIEPE H,S £ %l b 6% B & L (cystan thionine syn-
thetase, CBS) 5 It #i ¥ 24 fi# [iff ( cystanthionine lyase, CSE) X
BB AR N L2 & R (L-cysteine) MYREFAMEIL 4. CBS
JEPE A IR Ho S I EEE R M — 8 T 5/ -5 MR ik g ik 4K
MPERE R M LL R A . AEANZE BB AR F IR L
WS AR PR ERL., WA CBS A ML EL G X
1S It % 4 R (S-ademethionine, SAM) 4% &, H £ 551
NEIERIRIA N, ML R LA X J2 CBS MRtk Wi, &
FE RN T CBS 5 1A IR M5 G UL oA 4+ CBS 1Yy
ZE 45K . SAM PR 45 S RE RS il CBS /9 343 sl 0 41 . & = 23
it 5 SAM 45 B2 B 0 7 AR G0k 5 L. CBS I P By
HaZ Ca™ /AG IR R W, 2 0 28 58 32 B il i % A if . Ca™ "
BG4S A R R CBS, TR Ha S 19 24 %

UEHE s KATP jf 38 2 6 A6 &1 FH 09 4% 0 8 i, KATP
T8 TE 4 L S AL SR R T I AT T U LA A 32 AL
. Hu %58 % Ik ) A IR (KATP #0150 7T 2L H, S (1 4%
TKRAURE . FAE SR 5 L HEE W AR R P H. S RE 3 KATP M
0 TR RE R ks 470 A kA 1R . 55 40, BF 9 & B NMIDA
ZARTTRE S H, S MVE FHAL & . 35 WIBIE 5% & 30 A B VR B 19 B 4L
AEAHA A B EAERN BB 1Lt 2 o0 k3 AT A
FER AN S ) « 33 401k M K 256 45 5 B0 0 1L B 3. Kimura
R H,S A i F W D A AL D B S di M sE . R
SO g 25 O R, Bl PR T 12 h T R R R H.S &
i CBS Ff % PR3 B 0 Tt e, i O P 24 h B S BRI
Bem EETE 48 h KR IR W . AR e 18 S b & BRI
Bl FEE S . CBS-mRNA Rk A H, S A it 7 78 K U & 4
2L Ry 3gn 5 1 % 2 (CBS i) 71D 4k 2, CBS-mRNA 35
FH. S 2B B Bk /b i — 25 i A7 H B UL 5% i 48 200 i 46 R 1R
A ARG SRR IR H, S 7E S i P E R ox 2
AT REA RYVER .. A BFR W, Ho S 8 B IR A4 R F AR
S DA 0 Rt T R . AN, — R HLS
W BRSOk M L Ak R B EEE R . (AR B P R
H, S i @ iy 335, il 3 5m N-H 3E-D- R [T 4 & R (NMDA) 37 {4k
AT BB R R A R A
4 NO.CO f1 H,S Ef M4 KRG P HEEER

HO.NOS F1 CBS 4357 4= CO.NO F1 H, S (19 fiff , th &
—FMAEEN ., MEAFEENAD T2 NO.CO # H, S S k4
T B RS R R B AL I B AR A EAE Y
BRI, MAREAR - REIESH . AREREXN
MEEHATODMILEAMMAEH, XLEHFRIMAR
EOBRA T Z WA, X CONO K& H, S, S AR (4 A1
M£T 2 Z 0] B 25 G & vl 36 1 A BT 45 6 RS O R op IR
BCfRZ AT T4, MAREDS 2 NURERBET. A
RFWMERBIR WA MR C, XBEOLEER TR
TUAZ A M L R O W B ) 20 M B AL S . B AR R A
TE A e 45 0 Bk 1 20 3R 25 B 3 R AR 4 A BRES T AR AR AE 2 AL
& :Fe2t 1 Fe3t, MLLFEE H M 3 AT e 2 02 3k K A 76 ¢
T T 1) A Ak 3 T R R AR AL T AL I B SR R . FERX P LT
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MAaREHBEL O, A FAHEAk H, O, 2SI 2k M2 R
T 5B R SF R e I RN . R R TT DL AR O, 1E T IR
Y — 280, HO M NOS 3t Jm F X KW, MAREHME 4
NURERAMMNGES . S LR 3R, RE M T
AR 2R B ) RE R 3 AP Y 1M 4T AR A R L I 4T R R
] A& {5 5 45 B A R T REIX . CBS il sGC & T X — 2 .
4§ HONOS Fil CBS % $L B [ 17 1Y i 72 00 R 2 1Y 34k
Ay B PR, 5 38 S R AR I R AR e ke R T 4R T bR o B0 A B
L ABSRAE 5 2 F 1R Y 58 TAF FH o SE A7 A . A T ok O 2o R
e B I S 48 AR I 3T 5 3 HO-1/COLiINOS/NO F1 CBS/H., S
RERHE . CONO R H, S Kt /" A, =& ¥ 5 6 i PE i
P03 0 9 B A B I R T DA L AR 0 A L R R R — A R
B 11 18 42 I 2%

4.1 HO-1/CO 5 iNOS/NO AHE 3¢ 7 Bl if 14 i 461 45 530
HO-1 7% P55 4F F F M0 2 722k CO, CO 1 M F 1w % F- Wi Al
0 I A 8 e R L A s AR R IR P R R T i 4 2R
Bl B ECR S BB M . FE CO FREOA L 5 40 i il 3% 1
TR LEF (GO M LT ZE A 1) Fe' &4, B L CO™ T4k
I 21 2 Be A 52 A PRI 00 o Ak = 85 R S 4 (GTP) 2B i3 85 R
545 (cGMP) ; cGMP 1 Jy 55 — {5 fi Al {2 ik Ca™ P4 . B 06
Ca> AP Y eNOS L, = 4 NO, NO T 3% 7T % GC, 38 m
cGMP, &7 3k L& F W L. &G . iINOS Rk #i Ca®" H
PTG FR 8 A R NO K 8 1 28 40 3 M 48 . NO 7
FX A 2 28 55 N TG 1% 1 IR R L, 51 cGMP 45 B 1 38 Jim
cGMP 33 4 i A5 5 98 15 B (ERKD 1/2/ PR 5 5 6 i
A M 2 o0 & AR PR T R ol ot v A 8 0 P S AL .
F AN CO Tl 35 4 BUR S5 A 16 L4138 1 A NO, E — 2 B i
B NO KW 2 40 M 3 v 4F A . 78 Ik 8k i e 87, BB CO,
NO 11 15 &7 536 £F B i i 38 F7 22 20 B 4 7k 1 v 308 Al 30 28
P G IR P AT AL I A e 0 o 10— 25 him i o, Sk A4 A A A
Kk, HO-1/CO 5 NOS/NO Z i 75 i B ifn. 5 47 2 4~ 37 75 1
7 T ke I A B 3 T BB EL A MR B0 HEAE L I E T B i S
43

4.2 iNOS/NO 5 CBS/H,SHHHE IEFR 78 6 1 M s 452 43 B
INOS [K Bt 28 SO0 40 Bl s R 7= A NO, — 2837 £k i 21 R 3
BN A CO {5515 IR 48 40 M 5 R P450, 3X Bl v 119 1
BRI 2T ZE % CO A NO FREEERT . DG 7 o0 20T 4 i o 3¢
P450 (1 CBS g r] [ NO 5 H M 40 % 45 & K 45 & %G, T3
H, S A g in s 55— J7 T CBS i vT B il il Bk 420 . B2 8 7 3%
P Ho S 94 AL, A AR H, S il NOS 9 & g™ .
BREAAE 50 F W ER IS AN A R B A R S 5 T A
FHLH . Whiteman 25V 7 52 5 o & Sb 85 & 46 1R B & 16 B4
(sodium hydrosulfide, NaHS) Fi1 NO #] £ 5 RSNO, f I #E
H. S fl NO Z 8] v] J i 7= A= RSNO; #H fe b, & 30 H. S 0] L %
ik GSNO, #ETii B ik NO, {H H, S £E Ky — Fl i Jt 71, H AR Bl 348
I SCAT A NO P2 el e sR B v . AR a4 0 e s i op &
B H, S A NO 7 il B - P53 7 5 KBRS 28 0 I o 2Rk 18
{E T CBS #4570 5 H.'S &3k 1 NO 23K B @ 3 i, F
B Gt i 35 40 AT TS INOS fi CBS 2 4: K 9 NO il H, S, NO
Al — 200G CBS 4 m Ho S A i, He S A= j 38 i S a7 3 46
NO =4, NOS/NO & & 78 F- W )& LL eNOS/NO 2y 3=, ] il
CBS/H, S & Z ¢ i fife i 5 157 2 & 37 4 A 5 46 P i 0 2L INOS/
NO 2y 32 W45 3 4E A . i CBS/H, S & 2 % i 28 40 i A 1 7
ER . Wik R Z BT e R M E SHIMEM XA,

4.3 HO-1/CO fl CBS/H,S #HIH. K F&  7E &l 1, P fix #2475
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B, B B 4 B HO-1 f1 CBS G &, ik — 754 CO 5
H, S, 1E3E RPN 23092 56 3 4F CBS & CO & i& 4%, CO W] L)
il CBS A% #E, 9 2> Ho'S i A AL L AT fig & CO
55 CBS 45 & 24 & i i Be 7R, 30 7 B A S04 AT B R
WAL HeS Wt B AR . HE. B MR AEH CO Y
CBS I £1. 2 K Ay Fe* ™ 45 4 nl 3l I 36 kL 08 2> Ho S 1928 1%
BP0 S o o e 7 R R 4 M e, P A A YL & B
CBS # il #1325 K RfE 2 4141 CBS mRNA £ ik 2>, H, S
A R D GSH &t BEAR W A HO-1 410451 750 85 S b koK BV
D4 HO-1 mRNA 35080, CO 4 i /b, {H H, S 4 il 3%
Jn,GSH & &M, XFEH HO-1/CO M CBS/H., S Wik
FRO6F i i P R A5 T RE A HE PR .
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