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HAKE ik,

(4] AL S sk fn; &

[(FEFHES] R743.3 [ #ttriRfE] A

i fb & (Hydrogen sulfide, H, S) /&I 45K K P AU 3 Fllr
MANBEHEIRES ST . 5S—8LAM—E,tKk—H.T25
MK R Y. H AR 2 88 58 378 H, S W] 5 i Hit AL
WA BB A B A T A AR e A o i A R . B
M OH. S AR IR . L K Ho S 5 i o4 25 o 3¢ R 1Y of o F
LERR .
1 H,SHEIEINEE

AYiEN HoS 2 3 A& u: DL EE B 5 R Ceys-
tathionine B-synthase, CBS) | Jift fi fit-v-24 i fif§ ( cystathioniney-
lyase, CSE) 1 % %& N i iR #% %= % #% ¥ (mercaptopyruvate sul-
furtransferase, MPST) ., H, S ff £k B Ty B 42 %2 23l i 2 4y M 45
ST L A 2 0 O AL B R 20 L f AT SRR 4 2 7
S5 %K O WU ) 2 A 88 R R 4 W A
WO DU A Ho S RET SR B S I el R A
SCNE B AT A e O T A A B R
L1 H,SXmEREKERZE NI HS fERHAR S F
228 CBS MEALIE i, MPST F2 2255 i F il A2 40 g o » i CSE
FEA A AE O WAL SR 4 4180 . Al-Magableh %™ 52 5
TESE L2 & BR-CSE-H., S ji #% A B T il 8 &F 5K F0 9 47 %
MA455KJ1. 3 4h, Ho S 36 Af DL 3E 3 4 3F P9 B 40 M % i 9 Bz U8
PEAT IR B, BT 7= A T 0 ALY . Chitnis 2857 58 1 e #5
TER L& 25 RS A T30 i 70D e Z AAZAE R B0 T BT 8 HL S
iR GYYA137 %) 2% b i 2% 10 4 1 8 B0 25 BRAE T . R
GYY4137 7£ 100 nmol % 100 pmol B ¥k B VI B X 28 B b iR R
V0 I8 K R Y BT K AR S KO 1Cs H R
(13,4 1.9 pmol/L (n=06). ILAMEF] AR (KATP 38 18 B
FDRE 3 R GY Y4137 X 2 BEAR g ik 19 &7 5k 7E (P <<
0.01), SEEGFT M4 B GYY4137 i il % 7 ¥ WLEF 5K/ 0 .
Z/E A KATP @E A 5. #:0 H, S w3l o KATP
A G4 5K AR Ellis 480 2 BN KCNJ8 fil AB-
CCY 43538 4 gwi% Kir6. 1 A1 SUR2B V. ¥ Ay I8 5 Uk 45 1% 5 &7
kDA 98 425 1M Hs i H. S AT Kir6. 1 Fl SURT 3£ 3k 7™
Az A 2B RO BRI A HL, S J #5 H2 ) 22 00 7T g5 SUR I
HeAy kT AR I A BN 5 40 41 (perivascular adipose tissue,
PVAT)H H,S i CSE b4 i, I 1 57 PVAT X483 il 4
MIEF SR AT . X R W, H, S nl 5@ At 1B FH F 9 B 40
KATP j@ i \PVAT 453k 2 & 5K i & 1) A= P30 .
1.2 H,SHUEACRBAE P2 40 0 e ann L BRI 3 3 Bl
& AACRE L A IS PR A A 2R (ROS) 2 BRI R R §%
BR(GLT-1D ik . Meng %5 AL % PC12 401,
HENT AL 2 M B SRS AL R B AE A1 2B R AR R R 90
(HSPYO) 7E H,S 4t 1 4 f AR 9 4B . i WF 0 k3L

YEE RN RAKEE (1989 —) LAl o B OmiRt i L & BB . 2

[xEHS] 1671-8348(2015)17-2438-03
H, S #] |- HSP90, /> PC12 4 e iy % T, i HSPOO %417 i
AT 0 5 VR AL 36 m PCL2 40 /9 T F1 ROS By =4, 52
B W] H, S Al id i HSP90 45 i Ht AL FIHT 4H i U8 T X 47t
BT BB R B R EA . Lan 2500 FH SR A0
P AL B 0 PCL2 dliifa . & B H, S Wl i % GLT-1
AU /D 3 3o 3 Ak 4N B A5 5 98 1Y kinasell/2 Fi12% 4y p38 £
50 AL B O (p38MAPK) LI ROS. 78 Bt 2k fili |, Xiao
2N ROS #5 BRI MEKT/2 3 4 550 9 4 B 500 45 5 T 1k
AR PCL2 1M KPS H, S HA A A B9R 97 3L
R A GLT-1 1. B, 4 H, S 78 o i i 48 &
&8t 1L 458 7 3 R A LR P R B AR ROR .
1.3 H, SRR N KBTI T I 4R R P9 50 52 35 349
St H, S s LB 0 Ak Bl (NaHS) T £F g 412 % I i 3 4> B
RN SR EBE X Ho S AW G T HAEA RGBT 2 K4t
A0 A TR TR AR AR RO . 7E S R N B B L AL
PRTT5E 2 JE K HL S 1 G R RE OT A E 1E S FD EE P BR
Hio BB H, S B2 Y 0 oR 3 98 i PR AR 52 AR T R
B EA A2 MR 1 2 AL U = 2R AR ALz Y . HL S Al i
e H.S 2 & B 7 Bk, i IL-15. ICAM-1 4 P #1 NF-
kBp65 4 [ 35 T FE, TL-10 mRNA B K 3855 8 &, i 4% 2 v
SR o [RVES Ho S AT LA 0 240 A 0 1, LU AT B8 5 L9 Bel-2
FEHF A, T Bax,Caspase-9,Caspase-3 tE [ FE LA L., Si-
varajah 0% % T HF5E NaHS S B 1 i AR B 40 1 98 7~ (4 5% i
TE RO LB - T TR (/RO /N R TS . %9030 48t NaHS 7]
W H R MR T AR AL T/R RGO ILALR . H. ST
AR 2 38 o LR 98 15 58 B < AR #E p38 Al Jun BEFR fk L NF-
kBp65 {85 (i \PMN ZE4E ICAM-1 ik, ifi NaHS (9.0 il
TR R IR0 553 28 R (i i = Wl 2 A 1 M Jo8 i 0 5 18 L
) ATP BEAE D BT . #0008 o/ T Re &R 42 & i T
LRtk KATP ji 38 19 3.
2 H,SEFHRHXHE

H, S o — i B i pfr 28 36 57, e al i 4 1 25 A A )
VR O E A B . BT A AT I AR S B A
FE SR R T T 5 R ) 2 T R 4 Ll B ORI A
MESIUPEM YT MICIZEER . Wen Z 9080 & 3L 78 A
S R it i P AR e BROHL L HL S ] 5 i B AR B RS B (pro-
tein kinase B, Akt) (R AL 30 i 4 7% 5 98 15 8 5 1(Apop-
tosis signal-regulating kinase 1, ASK1) fil c-Jun 43 % K ¥ 3 fifF
3(c-Jun N-terminal kinase 3,JNK3) it i iR 1 . 32 /= 76 D4 400
A8 2R IR 2 ) FL IS e g

PAFRF AN HL S X 2 I/R M3 o B 19, Yin 4500
R 24 h I/R/DRLVEREER DR, 5 URAWE. 4T 0.2,

#ifL{E#H , Tel: 13983989050 ; E-mail : yyanpro@163. com,
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0.4 pmol/kg NaHS 4k # 41 i1 A< v 8 5 bl 96 R T 20 L i A5
SO FR Y W 3E R R, BB R AR . &k B4 (0. 4 pmol/
k) Y fife if T AR BH /N I Ak B2 20 (0. 2 pmol/Kg) , 22 57 58
TR L(P<0. 01) . L /R A Ho S 78 T/R o % fiii 21
VAP ERM . Li 0 R T Ho S 5 8 M 2 o M 5t
S KRN R 4 6 L 4 T AN Ak NaHS T
o, PR b 3 2R /)N B A A AR B L I AR SR TR AR . S
AR R F A58 R E NaHS (2. 8 mg/kg
NaHS) .78 [+ & i B NaHS (11. 2 mg/kg NaHS) 3% 3 £ {4
SETH AR W R 22 50 . 105 A5 2 AR bl A . S 6 2 AR A0 T AR
NaHS ¥ B2 B & AH 56, HAE 5€ 1 BUH IR O - R JE 40 + 1w ik 2
NaHS> 1304 > FEFCH + iR NaHS. 38 i i 552 46 7T 4 il
R (2. 8 mg/ke) SMIEME Ho S Wl 3 /)y Bl ifn 4 2% o 9 Sk imn. 1f
FRAH B ok B (11 2 mag/kg) <= 38 Jonn JH: ke ot 1o R w3, ) 40 9
H, S 78 il P2 A I8 97 oA — 2 T E A {5 . Pan 20T L&
PRUTTE /DN RO AR 4%- 2 95 24 h R 4RI H. S flE & NaHS Xf
i £ A2 ) 52 T, S 56 2H A A500 il & 95 (cardiopulmonary re-
suscitation, CPR) Z {j ) 1 min 35§} NaHS (0.5 mg/kg) , I
¥k EA NaHS (1.5 mg « kg™' « h™') 3 h.7E CPR 24 h J§
WE i 2 )R s BCIRAS . SXTIRAAA L, SEm M 2 RGE 0 )
REZR AL AT BB . S R W48 B8] NaHS J4 47 R 2 41 i
PR TG 1 4R P 2 S R R 0 o) 4 AR o M R e AL L R R
BRI AL T & ATP K P s THBEAER C WS HE D
fio XHRRAMEYE HyS 780 UF B2 45515 8 i b vl 3l 3 SR 9 46
LA Ty fig U 2 St i Xof i 4 28 A 5405

RGN IEE He S KA He S 55 5K i ik 1 -4 il 14
THETEM AR, Ren S5H7 58 3 5L 3 1 A R B2 ik T/R A4S [a) i
[E] A A PR R M HL S ok B2 A8 Ak, DLKCT M 45 T AS [) e B A1 R 1
H, S BUAL B S 4 T/R i 2% B i A2 4k . SR ss R B R 754
i T/R J5 12 b5 AR T H, S Box BE2H WY 38 m . 7ir 24 ho 1)
WREAR. 4Tk BE AN IR H, S (180 pmol/kg NaHS) Fil 4b
IR B w4 T/R R B4 ST AR Mk BE (25 pmol/kg
NaHS) iy #h M H, S 764 T/R FrRE AR 47 i 2 42

VL ESCsud B IR Ho S ZEA 5 12 h Py vk & 1) 1B 1
I TAE 24 b B WK . FEAS N BT L AR ok B A R
H, S R0 0 1/R % i 28 £ 0 460 493 T oo v & HL, S i OB AE
PGS A8 E A 5 12 h b R H S AR L 3048 TRk
BESMIEE Ho 'S AT RE£s B8 A 25010 80 4% A6 v J I 4 40 46 5 5 X
g ke AR 2R o B BB R YT SR AR T —
3 H,S R sk i 14 2= i X i 48 47 35 1% B9 48 S L I ER 1
3.1 H,SWHAMLM L Sahach M 75 & (K0 0F I/R /MR
WA R, 5 IR A W L2 e iR (A IR H. S #9740
TALFRZH L ] XF HT DL-He Py 3 H 2= B8R (CSE 1361 700D fy BH ¥ir 4
P 25 V0 A2 0 JUE 2 e R o PR IR L O 1 BE AR D 1Y
RAEBB AR F. B E RN CSE/H.S A% 2 5.0
ALL/R AP IEEB I R4, H DL-C NS H &R 5 L-2F iR
WA 32 T BELAG ZORE 1 G 3 T 5 e LT . Yin S50 S G 45
R ERIE /R ¥ A B (malondialdehyde, MDA) ¥ /& B &,
T IE R A M4 TR B H, SIRYT S - T 52 5] o0 49Of 44 e
ik MDA 7K ¥, A5 /Y, 88 4 1k ¥ B AL # (superoxide dis-
mutase, SOD) [ 7& PE7E T/R 41 W] G B AIG L T 3 Fh 37 M B8 AR 7
A Ho S a5 . 76 1/R 4w 40 43, 3 I 70 4l 1t 11 40 A 1 0
B (pd7phox Al gp91phox) () mRNA F ik B B b . i H. S
AR O I X R B R R Gk B 3R] HL S Wl E
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AR 1/R 51 AR Ak I S AT R B A 2R, L T g
ST I A ZE /N RS TY o Rk B 5 A AL LR AT AT A v Ok i
SOD. 4 b6 H ik 1o %81k 4 i (GSH-PXO i 1 2 &A% T MDA 7k
S RS A b L BB+ IR BE NaHS 41 SOD,
GSH-PX 5 PE I B3 7 MDA /KB 5 T R, B8 56 + K ik BF
NaHS 41 ) 158 56 1 AL /N TSR 4 . 3d ) DL b S 3, m #E
H. S 7] i@ i 14 38 SOD A1 GSH-PX i ¥ . B Ik MDA 7K - . 145
SRS g AT L A R e i B2 1D Sk T8 0 ot i 4 R 454
3.2 HL,SWRRME/R N H,S &P MR (Hey) 9 £ 3™
Wy, B SRS B AL FIPT R I PR B IR R HL S X Hey B 1
JIN BT 2 A T R 22 L7 T B R AR B 0 P . Kamat 5579 5L 56
iR WoR Hey i3/ BUAL 5 X5 BEAT AR LU, i 20 21 MDA
T IR 1 T 1 7K SF- T3 8 T 3 JR R 4% b H Bk C(GSHD K
B > (R AE 45T NaHS 40, MDA /93 it % GSH 1) 3 />
Y] gl L 4K 0 2 1 NE B S B8 Y G 0 AS BE A L X R
H, S A 3 i P AR S0 Ak 38 D S e S M 3 ) Hey 948 HT S DT
TP AL, Yin S0 S AR K 1/R M 20 28 A o 56 58 1
T B A MR AL B -1 KOF LS A B T T-10
KT REAR o AEL3K b 48 i SR AR FE H. SIRYT ALl g i i . $R0R
H, S ] 3 4o 30 1 Wi 20 20 I/R 5| 2 09 5 Pk B R » o 20 fili 41 41
B4

3.3 H,SHiAMMT: TR EY, H S 0] Lhia i 40
ROS 7= A= 15 30 240 M 8 T AT 422 78 200 M A 77 % R0, oy
T H,S % & M 3 %5/ & 4 (oxygen-glucose deprivation/
reoxygenation, OGD/R) 75 5 1 # £ 50 I/ T 19 W5 76 5% i S JL ]
BB A5 W HL ] Luo %557 X 5 4% 19 /0 B R 28 o0 40 i b 47 52 36
REIEE R PR (DR FFH/DN R R M 450, NaHS 7] LA
A1 OGD/R i 5 ROS (47} & & Caspase-3 fiEfk. (2)ROS
TR N- 2, 1k 36 -L-2F b 24 R ( N-acetyl-L-cysteine, NAC) AJ D)
B Ik OGD/R 5 5 Caspase-3 BT fk. (3)NaHS Hil NAC #F 58
Xt OGD/R 5 5 1) 2 AR 55 B 437 fY F B (mitochondria mem-
brane potential, MMP), (4)NaHS,NAC #f Cospase-3 fiJl ] 7/
Cyo Hyo N, Oy (N-Acetyl-Asp-Glu-Val-Asp-CHO, DEVD-CHO)
REREMH OGD/RFE MM AT T, XEHIEXR, H,S
AT LA S o 3 6 R AR D) B E A R ] ROS-1E 1k 11 Caspase-3
{5538 R B 1E OGD/RiF S M £ o0 17, Yin &0 508
R AE /R AR MH A TG E A Bel-2 RBW B TR,
H, SJARYT 4 Bel-2 & i 3. A /R Jin 41 23 o 42 i I
TR M8 [ Bax K7 B 5838 10 3 F 4 in vl BAgE H, S W
9. @ DL ESC FREH Ho S ]38 1 B 2ROk K T B A 1D
il ROS-TffL iy Caspase-3 {55 il . [ Bel-2 AKX KT
VA Bax 2 B 5T 40 M I8 T4 T 2 100 78 & AR e i 1 4R o i DR 4 i
HY,

4 B =2}

4.1 HSHIRREBEFFEX AP ERASGRPIERN &
L CAMIER /DR TEIR N 13 T H.S W EE, H,S
FSE LD BUARTRBE E 15 °CL MR R R FTIR A . 2 ol R
R J7 Ik  Florian % A i 5 AT R T H.S BT K
TRIFIE .48 h 5 K SR AE T A D 5026, 0 B K S B
i 2 R B2 R RSN . Florlan 285972 RERE 11 52 A
B2 1 AlCannexin A1, ANXAD Jg 25 ot J5 42 4 1 8 11 9 32 32
FIHHFZ—, @ RT-gPCR, A 57 H,S i SR N iA
JYRI B AR L, R 23R 7 B KB ) ANXAT 15 mRNA £k
R T EAE . A P XS 8RR R BRI L R B (R B8R T
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fIRR ST AT RRAR A i R ANXAL 19 32 3%, DA T 8020 75 Wi F
L #EmAE R P S AR A RNIER ., ZEmBREETE
BUAE RUAE T Ho S 155 i IR B 5% L, 4R O 2 0 e, 29 8
h EFaEAE (31, 040, 5)°C, 48 h JG ¥ i Bk |l 1E % R <E
TLCHA RS NI E BT R S B B R . TR
ERAPERET H ST A REREARE G T &
4. Florian % 57 WoR £ R B E K& Ho S 4 3 i (K 1K
TR 25 R — AN A RO 2 2 o %o IR g 5 405 1 i . OHE I K
IR IR YT 7T RE A PRI 2 A N RN A 32 2 v J i 46 40 0 — A T
T I R 7 15
4.2 AHEHRIT I B AMEYE He S A B, 380 I
H, SRR 4 T RS 2k D R WT B 2 15 0 2 v Ji5 i fole i, 14
LG — (U6, Wong 457 ZE A th R A JF 1 24 h Pyl 2 &
A LR D R K T3 R AR U S50 K 4 3 4,
B I 1 ) B 22 4120 B BB T2 415 B vk BE 4y
Bk (61 +12) mmol/L, (67 £ 9) mmol/L, (82 + 14) mmol/L
(P<C0.01) . ZILEAR/RTEA P 2 o, o 2 G &R T A S
PEGIE HeS 09 A4 5L, S 8 vh & BUG A B B D 4
T PR Ho S (8T8 AT R & 2k A i — OB YR 9T T k.
TEAS rp BRBEAL b, 2 b 2 1 2 0] o R 1A g o 8 B TR X
KON AT 4 CBS 1016 50 A B, 1 CBS S22 65 2 e 20 B2 4% 4 i . S
BTG . B LD H, S 7T RE 2 5 i il M 345 1 8 Y. H. S 5
JE A AT B I S K s IR A TR M2 Down £5 5 AiE
BEMEMN R TR, WA H, S /Y3 BE A AT BB 2R 97 X
b I T AR AR AT

J3—J7 T Hy S A8 SR P 3E o 1 R 4 1L 38 i (sulfide:
quinone oxidoreductase, SQR) 2k B 3 #E 1L ¥ . Beltowski 2517
WF5E K B B PEAU 7T 26 245 1 BT 46 A A 7T 7T 5 o 403 #E 02 BR 2R
B4 Ho S 78 2Ok A Y &AL 45 2R T3S i PVAT 5
H, ST 33 42 3% 55 il kAt 7T 25 245 4y 3 5k 489 o 9 JR M HL S =
A IIRIT A .

25 BTk, B TORIE R BLAMEE Ho S X B ik 2 o oA —
SE AR ECHL A 5 AR MDA 38 i1 SOD i 5 5 53 24400 4
Hey W/EM . Ei Bel-2 25 H 3R 35T M Bax 54 6. HiE X
FLOF5E T Rl B 3E — 20 TR R L 3 Ll A st A 2 b fig 21
UL I B 36 10 PR S vh A R S S AR E TR . HE T
W NI H, S 2 A A v 5 i 28 20 45 0 i R iz T Ak
PP H. ST S P A E A HE— B O 5T A& R AR
J& AL A A HL S B L] E T A B 0 AR T S
PE H, S B9 A2 BUTE 26 PR YT AR TE IR TE i K -

2% 30k

[1] FLowicka E, Beltowski J. Hydrogen sulfide ( H,S)-the
third gas of interest for pharmacologists[J]. Pharmacol
Rep,2007,59(1) 14-24.

[2] Al-Magableh MR, Hart JL. Mechanism of vasorelaxation

and role of endogenous Hydrogen sulfide production in

mouse aortal J]. Naunyn Schmiedebergs Arch Pharmacol,

2011,383(4) :403-413.

Purves GI,Kamishima T,Davies LM, et al. Exchange pro-

tein activated by cAMP (Epac) mediates cAMP-depend-

ent but protein kinase A-insensitive modulation of vascu-

[3]

lar ATP-sensitive Potassium channels [ J ]. J Physiol,
2009,587(Pt 14) :3639-3650.

[4]

(5]

L6]

L7]

[8]

[9]

[10]

[11]

(12]

[13]

[14]

[15]

[16]

[17]

EREF20I5F6 A% MUEH1TH

Chitnis MK, Njie-Mbye YF, Opere CA, et al. Pharmaco-
logical actions of the slow release Hydrogen sulfide donor
GYY4137 on phenylephrine-induced tone in isolated bo-
vine ciliary artery[J]. Exp Eye Res,2013,116:350-354.
Ellis JA, Lamantia A, Chavez R, et al. Genes controlling
postural changes in blood pressure:comprehensive associ-
ation analysis of ATP-sensitive Potassium Channel genes
KCNJ8 and ABCC9[J]. Physiol Genomics,2010,40(3)
184-188.

Jiang B, Tang G,Cao K,et al. Molecular mechanism for H
(2)S-induced activation of K(ATP) channels[ J]. Antiox-
id Redox Signal,2010,12(10):1167-1178.

Beltowski J. Endogenous Hydrogen sulfide in perivascular
adipose tissue; role in the regulation of vascular tone in
physiology and pathology[J]. Can ] Physiol Pharmacol,
2013,91(11) :889-898.

Meng JL..Mei WY .,Dong YF,et al. Heat shock protein 90
mediates cytoprotection by H(2) S against chemical hy-
poxia-induced injury in PC12 cells[J]. Clin Exp Pharma-
col Physiol,2011,38(1) :42-49.

Lan A, Liao X,Mo L,et al. Hydrogen sulfide protects a-
gainst chemical hypoxia-induced injury by inhibiting ROS-
activated ERK1/2 and p38MAPK signaling pathways in
PC12 cells[J]. PLoS One,2011,6:¢25921.

Xiao L,Lan A, Mo L,et al. Hydrogen sulfide protects PC12
cells against reactive Oxygen species and extracellular signal-
regulated kinase 1/2-mediated downregulation of glutamate
transporter-1 expression induced by chemical hypoxial J]. Int
J Mol Med,2012,30(5) :1126-1132.

Wallace JL, Blackler RW,Chan MV, et al. Anti-Inflamma-
tory and cytoprotective actions of Hydrogen sulfide:
translation to therapeutics[J]. 2014,22(5) :398-410.
Sivarajah A,Collino M, Yasin M, et al. Anti-apoptotic and
anti-inflammatory effects of hydrogen sulfide in a rat
model of regional myocardial I/R[]J]. SHOCK, 2009, 31
(3):267-274.

Wen X,Qi D,Sun Y.et al. H,S attenuates cognitive defi-
cits through Aktl/JNK3 signaling pathway in ischemic
stroke[ J]. Behav Brain Res,2014,269:6-14.

Yin J, Tu C, Zhao J, et al. Exogenous Hydrogen sulfide
protects against global cerebral ischemia/reperfusion inju-
ry via its anti-oxidative, anti-inflammatory and anti-apop-
totic effects in rats[J]. Brain Res,2013(1491) :188-196.
Li GF, Luo HK, Li LF, et al. Dual effects of Hydrogen
sulphide on focal cerebral ischaemic injury via modulation
of oxidative stress-induced apoptosis[ J]. Clin Exp Phar-
macol Physiol,2012,39(9).765-771.

Pan H, Xie X, Chen D, et al. Protective and biogenesis
effects of Sodium hydrosulfide on brain mitochondria af-
ter cardiac arrest and resuscitation[ J ]. Eur ] Pharmacol,
2014,741.74-82.

Ren C,Du A,Li D,et al. Dynamic change of Hydrogen sulfide
during global cerebral ischemia-reperfusion and its effect in rats
[J]. Brain Res,2010(1345) :197-205. CT 557 2445 J0)



EREF 201556 A% 44 5% 17 B

MR, Rl KT 60 2 . BMIZ=25 kg/m” 45 WL KH 5 L BA 7%
5.3 AL LL B AT R B T IR R T R R g A ok
F 2 h o HZ 6l BN B B 383 DVT A Ek R
U BT R B R SR UL T 1 R A 5 kA DVTH,
R, 007 1 b B B s > B AL TR JE DVT & B X
ER,

VEF RS BRI LM AR B BB ARG & DVT
M fE ks R 2 FARF B AT e b B Z A Lk e
BN R B . RATHE S B SR R M
FhmEBEMRBIFARE I & DVT o] (8% & & 3%, kR
Wik DVT kA & F 0, U647 A 51 X 4 3 38 1 150, 780 B A0
Wb DVT #5225, DVT % LI PR IR 2 28 6 Mk s L 746 i ik
ok RO RS KB EE R X EARFEWRENELS. 5
SIRLESEWEI D- R AR AR MR D REEE KT 1.5
mg/L, H D- "R ARFLEA m ML R DVT B L . — B H3
R 5 7 % I 1] I A B O YR . A% IR 2 HE i R (6 £
KA LR 2 T .

iz DVT B A, B or BISR SR & RS, 24
FE A v BB 307 LA T ik [m1 9 W8 AR 3 o X BN R AR B X AR
IR 2 e BE B A 05 L LS L o A I 7 R JE T I RO,
A B WS LR AT BE R DVT f & D H i e =
JE A5 10 I DR UE 38 A 21 B8 R 4 R N . 5 A0 6 R I L E
TGO F 48 S B W4T T BT RE N Sk - AR T F B il 8 47 26 & 2l
e A .

T DVT ™ & 1Y Ja 2 I Kk Ml ke 28 1 & I A i, AR 4L
PR 6 B & iR 2EL 2 BBt TS, L. AT AR S
Ff & DVT B3 Ry ™ 25 W 00955 1% » W0 2% A8 3 P I L I 4L o0 3R
I A5 A A AR S i R, — FLHE B PRI A L O S R At
2 Bl S 3 B T R AL 3 i AS ZE Y T RB L I I 4R T R AR O A IR
AU BRI R DVT B SE AR T R A A
FFRE BT IR E I & DVT B4 B 0 7 72652
B N W B2 AR B AU TR DVT 1k 4

S &k
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