doi:10. 3969/j. issn. 1671-8348. 2014. 26. 048

MUSSMREXERFIARER

TR Gk
(EREAMHKRFMES—ERAAHN/ ERTHERFEERRE

EREF 201459 A% 43 5% 26 4

ERK

400016)

KB :TREERF;ANLA;RDHFNARES; LE; @A T

FE S ESR749. 1 MEEARIRAG A

i ik & (Hydrogen sulfide, H, S) &4k NO 1 CO 2 J5 &K
BN — B SRR 540 71 . G 20 R SY E 3 R, He S 18
K2 R g B A AR LTI RE AR 3P 4 20 if K 2H 47
B BIER FE R 1 (AR IR 2 0 L IR) B Dk &R 45 51 R 1 R
SE 241 JE 8 AR A NI £ 4 L HL S b A5 T I A 42 8 5T
MR ER . BRFER I BoR, Ho S KPR S8 2
il PR 3 B 2y B 25 LR 40 D 458 7 45 2H U0 B A O L A FE AR
PE H, S J5 Hog 1 2% B Kl R 2% 90 85 4K 15 B 12 st Ul W)
H, ST HES 5 T M 4748 M B0 19 0 1ok 72 I K X 38 b &
L TE B SR O 06 BRAE (AD) il — B8 28 38 G¢ 78 14 53 s 6 3 1R N
H., S 17K B R K B H K 1 ol A2 5 50 119 ™ T8 72 B2 A
X, AR HoS 5 AD BIBFSE kR — 25k .
1 HEE HLSHERRHEwmEEERANER
L1 RN HSHERSRE BARPH HSE-FMF
RAGEARM AR, B 90 FMRLUE AR IR
T H, S AT WAL S i Z /Al U85 B b, il ok 2
W AES L SIE AR R R R R AR .

TERPY, WM Hy S 2L L2 e 2R iS4 » ki o o ik
B & MUEE (CBS) B DE 4 it v 24 % B (CSED 1L A4 . 7 AR 1
H, S dxt CSE fil CBS BA i S 65l 15 41 . CBS 3 257 i
F R KBS /NE B b . CSE 3 %8 43 A £ 41 Ja 0 1 5 40
gl 3 et CBS S A i B 0 /05 B 10 A 41 4020 3% R s %
B H,'S B9V B 550558 /0N BRI A 20 2157 5K b 0 ok B A O L R OR
i 2L Bk CBS Ab .45 55 —Fh 4 i Ho S IEEY . 5 R BR T
CBS #1 CSE, 3-%i & N B B2 % #% l§ ( 3-mercaptopruvate sul-
furtransferase, 3-MST) 5 2 Bt 2 B2 # % ff ( cysteine amin-
otransferase, CAT) W H] L LA & IR W IEW & i Ho ST, 3-
MST FEREFMHEITMMAE N LS .
1.2 H,SHMEMRPER A HKRE TR H. S X K fi 2 g
BRI E B AR . S, HLS AT O Y P & T i iR
P PR IR R Cc AMP) 7K - 39 i 177 44 2 1R (NMDAD % K 4y 3
F 5 Ml J5 % A Pk HL AL, BN B Ak 1 5 K B AR 90 42 3 58 (Long
term potential, LTP) {4z, Hyk , Ho S W] 3 it 14 5 J 5T 41 it
PAL D 5 9 T 901 Je 5T A i 5 B T A B AT MR R R Ag . HL S
A Sy — b PSP 30 S0 o T g 30 A A S TR X G R 1 T
A FH S DT G 20 1R 114 5 J8 46 198 55 T 42 i 48 b6 H Ak (gultathio-
ne, GSH) iy 25 Ji 38, DT A 3 48 3 b 248 20 B 1 4

WIEME Ho S AU A #H W AEH X AD WM& R4
ASPEBR WA TR R B IR SR R W] H, S W i AR A
i 28 TOAR A A BT AR A A K 0 ) A 0 T A T R A TR AR
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2 WiEMY H.S5 AD X EHR

2.1  H,S 5 y& ¥ # 1i & & [ (amyloid precursor peptide,
APP) AR DL AR A% M A BEDURUE AD FRAE M g 21
BAEZ —., FEEL APP LIE MR BHER A . 7E TE R A
Wy TR AR L -4 WA B B 6 TR R R I A 2 1 2L A i (beta-site
APP-cleaving enzyme, BACEL) 7£ AR [ N-2K i L fig APP, =
A AT PR T B s APPR I R B 43 11 CoR i fr B €99, C99 i
— W v W 2R AR Al CAPP intracellular domain,
AICD) ., FEXF AR WY W58 72 v & 2. AD 9 . fib 55 3 4% 1k
tau 25 [0 BEBE R 1k 2 OO AN ) T L
J PN T AR S IR G S T R M RRE AR S A S
AR THEMEASETT . L PY AR K3 5 I A o 8 F B &2
TEARZENT TR HE W AR SR AD B b AR op 36 B 4 o 3
EUT L I Ho S ATFRAR B4 I EER v 43 00 W A T L
Tl YA AR A I AR B T U D AR AR B IR AR I A
£k AD SER VL AD #EE . RUESE LA B XSS T T A
XA 5% » Nagpure %5 Jil HENECA G # 1 A2A 32 (R # 3h7) »
10~ 200 nmol/L) ¥ 5 SH-SY5Y 40 it 7= 4= Ap42, H i
NaHS(100 pnmol/L)J5 , ABL2 W 1 A W B B FRAR™ . H&
b i3 L BACET A3 43 24 4= Ji i i ms 02 Sy oK 3 9 APP % R
KB NaHS XF 8 4 15 B JC W 2 i ;s T 3T HENECA 3 =
9y 43 WA TGS ME AL 2 2 mRNA RIA 9 B H & 20, NaHS
E AR v S ]y 43 D T P ABA2 1 AR A TR B PR AR
Mo Py cAMP K B B K™ . bR /R & HE . SH-SYSY 41 i
o HL S S cAMP R 38 42 40 9 43 W5 i T K HEN-
ECA S Apa2 =AM, R4 4% H,S % BACEL 2 & £
R, Zhang % % PC12 40 H H, S ¥ J¥ 5 BACEL iy %1k
AR B3 W R AE DG PR AT THFSE . 433 NaHS(10,25,50,
100,200 pmol/L H ¥ B 4L PC12 40, 16 h J5 #]JH PCR
F1 Western blot 43 5l X} £ 41 ) BACE1 mRNA FI & H it K F
HEATRI . & BLAE T NaHS(10,25.50 pmol/L) 4b B Y 3 4
PCI12 #0 i) BACEL mRNA 145 [ /K F 5 e B8 40 v [
. SR PE— A 3 NaHS # e 5 3F R £ 38 fin H % BACEL
BISIR . A iE— 38 5 NaHS # 0 BACE1 mRNA 14 (97K
S AL L ME# A 50 pmol/L f NaHS % PC12 #F A7 4b B, 45
B 1) 2L fig 7= W) 4T Western blot 4347, KBl H. S i i P13-K/
AKT fl MAPK/ERK i £ % i BACEL ) %35 M1 AR ) 4
W, APP R WA B AR B TE R R AR s 1% 8 A R

EE B TR (1989 —)  FE B 1
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TEM AR R AR, Ho S 2 75 T 2 A 5 JE Y A AR AR ik 4R ok
W AR HAE B, He 251 i APP/PS1 (APPswe X PS1De9)
FEILTRUNRAEAT TSR . 45 4 A A RA 10 4~ F il 18U 25 R
/N BT NaHS [ s 7 5 45 25 (50 pmol/ke. f H 1 ¥, 3£ 60 &
Ja s SR M NaHS 4b 30 /N BB 5 K Bz Bk AR ok B iE 4T L 3%
R AT I AR MR A B R RRAIC. AT B s v 4 NaHS
(20 pmol/kg. F& H 13k . 3% 60 D ALFE Y 6 4~ H i H0 12 4~ H
W /0N B T B 2 AL AR ik B TG B i B AR . E— 2B R T LA
b BUIE T R Bz 54k i BACET (1) 3635 & B, 1 18 1 5 NaHS
(50 pmol/kg. fi H 1 ¥R .3 60 ) ALHLJE 1 6 > H Ik BUEE 3 [
/N BACEL (9383545 W] W 0 B AR 17 4331 A 20 pmol/L K
50 pmol/L ) NaHS DLAH ] 77 i AL #1LUS (4 12 A T # it XU S
/N BACEL K- ¥4 W 25 BT, B LA BT i & A 7]
TG 6 A A I e 12 4 A I I BURE S BR/IN R C99 R
PSL K F-HIREAR, o 45 BRI, — & Wk B AN H. S
A f gt APP (3R JE b BEAQ & AR 0> AR AT . B b
TR S 25 AT UHEN L Ah A Ho S BT BACEL  y 43 il LA &
{2 3F APP f Ak 3 B RE 9 g A2 AR 3 O 1 ok AR A A A Uk
R LT 2 R G0 LA AD 5 B

2.2 H.SHRMEMEM AHaRGRTHERE SRS KA
JRIN S ek A DR A i 2 R G R R R R A A T
— RPN L1 B B 4 5 A U8 S 4 RE A 5T R T K% A JE
GIEAMM BN . MR E W LRIEH A RERIES AD
P4 5 B A I B R T L DN T A R R T S A
IMERG AR MBERER LRI EA AEHEA LT
TN B £ Tk P8 52 42 2ok 4600 0y T 4 34 58 W T A2 1R L B AR R
248 0 1 240 L R R R T SR & R E AL 4T 1 5 AD A
S g Z % (lipopolysaccharide , LPS) il 2 P 7 5 7] 5 25 i
P fi 98 2R B R F o CTNF-o) #1098 SR 3E B F 32 1 1(TNFRD) &
FIeak B, 51 & vl 4 R G A B F LPS bl 4 R 5
RAEAEA . SR H, S BT R AR, — Le TR oE 38 A AL
IIEHI SN H, S fibfhk NaHS & 75 7] B 1k 9 25 2 45 48 5E T 3L
MOIA S B BE 2 5% . Gong %0 FH F R M J7 6 LPS(5 pg
LPS# A 5 pL Az 3846 KO 5 A /N BRSO I == 70 H 4
M, —HEL 12 d JE I E 5 NaHS (5 pg/kg, RHT 3 d LI KA
JG 9, — AT LA B R TSN . FARF S LRI UG %L
175 d 7K 8 L8 L GIE 5L 38 T NaHS 4b 35 /N B IA
REFRARAS B 2, 110 A T NaHS &0 B3 i /s BA %0 2 fE AR e T ok
A LPS M/ U B0 8, A84 NaHS 3 aof fa] F HL il
e LPS 5l AY #2258 40 XN BUA I Zh B 20 . Gong
20139 1F Western blot # 1] TNFq L}, TNFR1 & 9 #% ,
NaHS 7] i Z %A LPS 5] & #Y TNFo UL & TNFR1 4 ) FF+
. ftufiTiE— 238 i Western blot 4l #% A 7 kB p65 (nuclear
factor-«kB p65,NF-«xB p65) i #f B2 1k & Bl » NaHS 7] B 3 [F 1%
LPS i 1) NF-«B p65 B fk . 1 0L A i . NaHS 7 3 i 411
il NF-«B 975 /630 ] LPS i 5 7= 4: i) TNF-« Lk J2 TNFRI,
AT A0 1 1 28 R G R AED) . He'S A[ X TNF-o A &% TNFRI1 7=
A B PE S HR 2% B4 A 3 6 (TL-6) . — A AL & (NO) % {2
R A MEAEFAWE. 76 Lee 1 % SH-SY5Y ) ff 5¢
i, ] LPS 45 SH-SYS5Y 4 itg ) 4 1L-6 \NO 52 R A F )5
2 H Ho S (B Gl = 2 S ALY - S SR R . S-Ff =] L
MO 4B B 5 X SH-SYSY W RE 3% s ks 23, 518 M
H. S W B 0P Ak 31 2 i 40 B 35 37 13 b TL-6 \NO %542 42
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T4 BE R EL  BER A 1 VR A TR A e R AR T . AR L
s LR 3 Fh HS B A F AL Bk & LPS 4b ¥ Y SH-
SYSY 41 i E o UL B it 1 A . 2% BH G LRl o 6 M 28 R E
PEBERR B G A W AE BB T, AT, Ho S X2 R Gk
FERRE R B F TNF-o, TNFRI DL J% 11-6 % 5 5 A 40 4 ¢
FH - DATHRTA0 ) i 28 3R 45 R E AR AR & AD 9 BILAE 4k 1Y f& [
HF.
2.3 H.SHRETEM ool d R AD &2 5 BLFAE .
T N 2 o0 7 10 [ X o | A W W . =2 2
(oxygen-glucose deprivation/reoxygenation, OGD/R) g5 5 i
28 JCAH M TG M A ) il (reactive oxygen species, ROS) j= Az i
Pl 3 1 ROS Sl 5 #0345 2ok 7R 1 S RE S B 2 on A T2
Luo 257 ] OGD/R &b 3 28 50 1 46 H NaHS #i4b FH 30 min,
N-Z, fk-1-2F Bt & 2 ( N-acetyl-l-cysteine, NAC) 4 Fil 60 min J5
W AR E R 2 M FEST 4 h, B4 12 h [FR W ROS
PV B2 A R 4% B0 IR e 7 ) bk R 2R 11 BB 3 (caspase-3) 1Y
WP K H,S AR ik OGD/R 51E 19 4 fd 4 ROS 1143 & LA
K caspase-3 1T AL » AT B 1k 4 22 o0 g 1207 SR AE i —
A WLER Ho S X 240 M08 T 0 30 ik 1 WF 5 vh R B 28 B HL S
LA 5% 0 B AR -1, 2- T 4% 3R R -3- 6 B (ADTOHD L
P B Ho S 19 fit & NaHS 35 68 A 25t 30 i #h 2 5¢ 19 4
U, EBAE . (1) ADTOH 6t NaHS 34 4% # f% Ik ROS
KK 5 (2) ADTOH e NaHS T 844 250 By 1k 40 M35 77 19 F
R, (3)ADTOH BT 58 A R0k 500 B/ B 199 15 45 5 40 i (gan-
glion cells . RGC-5 cells) Py 47 %0 1k 9 J51 . 9] 4n 45 B H K (GSHD
K B T 4 T A I A S T ) 4 R BT s 8 4 1
MG TR H AT . I F L BRSNS 8 HL S X 4 o0
AT, X AD BERLE N REEATAFIE . Xuan 700K Ao
(10 pmol/L it A 10 L #9 PBS) 7 55 A T 15 4K 171 3 T 45
AD, #%E 12 d 8 &35 NaHS[5 mg/ (kg « d) 1. 784 A #if 3
dPARJG 9 &), I Morris 7K 3 & 46 M H A HBE 1. & B
NaHS i B 5 AD BE70 /)N B, o2 ) 9012 B i K Bk 36 B
. NaHS & ¥)5 1 AD /NP S CA1 X4 28 70 I/ T2 1% 3
HHRANE. FH Western blot & il i — JE 8 B8 p38 {2 43
ZLF G AR (MAPKD) . — B WL p65 % I+ «B(phospho-65
nuclear factor-«B) LA & — FEBFFR-c-Tun N i 38§ (JNKO A9 6 I
RI % NaHS 45 p38 M HFl p-NF-xB p65 iy BERR 1k K-
O S AN, ELUEA B AB TSR S )5 1 INK iRk . F itk
A DL, NaHS #] 3 2 410 ] p38 il p-NF-«B p65 {f 24 > B3 X /)h
B 4% 8] 2 ) A0 AZ B BE L e w2 oo A 0L 03 AD R E
R AN, 76 XF B VE By HE B (AR . 1-H B 428 Lt g
(MPP+) ,6-¥ 5 £ [ e (6-OHDA) , 8 BEER . & 2 M 2 W2 . F
B AT SRS R 05 1 PC12 F1 SH-SYSY 41 A R A% 355
I 1) ¥ T pft 28 56 (W 08 T BF 5T A &% B, NaHS 7 i vk B (<0300
pemol /L) i T B g 400k LA 453 495 BT B0 A 48 0 A O lE— 2B
G B Ho S 0T 3 Aok 2 437 28 b 42 B8 v (07 4% 5 R0 0 3 40 e 5 % C
FES caspase Sk N 1Y) #4705 45 L i & 2 B 1k ph 22 o0 SE TS
BOAE 02 S e R 4% Dd B, A0 TR E 3 B H. S 0] A 45 A4S 7 T
eS| AD 16 B RS DL KGN T RERE A L 5X O HL S % AD
HIIR YT AL T 7 Ak 45 .
3 R 2}

I PR A SE 360 52 AD BB 25 0 9 H. S M B A% L 25 1 fn 2
TR S5 K BUREAIR H. S ¥k B 45 51 B R gl A B0 13 L AB



3532

SR RN A oGP T AR A AN HL S A BB R & AD
4 R 6 2 328 B R T 2 0 3 A Ak S 2 ot 9 D A A R
B H, S B BA R 2ot B SRS 5 4. (1 B AT BT
FEAE W W 2 AR 22 1) A T VR A, 0 Ho S & #E/E HL )
RE A EOR VE F AR S AT BE L2 3] Lee %097 X SH-SY6Y 41
Moy sz b &8, Ho S 5 NO Rl AEZE T PL R RE S 38 F 2 Ff
Sk AR . T HoS 55 NO Ml CO A5 3k [/ 1 ok i
A8 3 & al A A B AE /B RE? HoS AR B AT #2851, i
WA VR B HLS 4 7R #E AR B B RE A BE AR IE AN R T
H., S IR 525 ) % A J5 78 Uk 9 % 0N 28 545 24 19 H. S 4= 3
e 2
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