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[ ZE] BN RARBFRARAATBTR LT A LA RBAGIH 5L ARG ASRER A YELY
(R, T3 AEFARRBEAIERN R ER o F AR FARSH N LEREIR, XRS50 F AR
B E RN B L AL E AR RABY KR LT AL ARGBRGERD, FHRITEMNH ., R AAB (10
mmol/L) 5 BAR KA £ 5L 60m n At 2 F EIK CBLAZ 2% 5] A2 49 1 BUAR MM 4F Sk R, MK 8 48 4 — &
NEREE, ARBANYENBERE A _HBEE (P<Q0). ¥R ERABREMZAT LS TAIER (1
mmol/L)# 30 m in A% B 3 2 & AL AL N BE K69 o B 31 9 BOIR UM AP SRR, IR Bl B R 8 — R A A=,
WA BEH TR AN BB TR F R —BE 20 EH (P<Q 05K P< 0 01). F4#EF (Q 03 mmol/L)F=
XA HARE (Q 03mmol/L) AL FAFIEA MEGIER ., EARZREN, KRAETHMNEE [Ome/(kgs ) ]J#EF 8
B, $8aERNERMESKALALER, o FRH _BEELEA5, S AHR | Eh—ALASERFEHIK
(P<QOl),f2hFP i —RAALBELE ARAE —ALALBER. FFAE—ANRALH IR . Lmio aidh
WALEEEN S EF S RBALARAE (P> Q 05, RIEL T FRFEA[10. 204 40me/ (ke d) J[H#EF 88, TH
ERM AR R ABERAGO N LR IRR D, R FH A2, AdhF —ARASE A48 1
FH(P<QO5R P<QO0l). FHEH [20mg/(kge d) |[Fe kA AR ZF [200mg/(kge d) [EF 8A, ALK 5
P BEPT ARG 09 dn B P AR B AF R R R Aok B LA BE AT AR T8 AL FEAR (P< Q 05 P< Q 01). A& HikAo Bk R
b, SR EEF A M AN EARM SRR LA LR (P> 0 05), Fig FAFRARAKAEL
A Fa RSN H T 5 Ao & LSRRG, EAH TR HdpH E AR AWM A FR TR YROERRATRALESZ,
YA KRN AN R RA K.
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[ABSTRACT] Aim To explore whether hanocysteine thiolactone( HTL) - mduced vascular endothelial dysfunctions
relate to activation of peroxisam e proliferator activated receptor-¥ ( PPARY). M ethods The endothelum-dependent
relaxation (EDR) and non-endothelium-dependent relaxation ( n-EDR) of aortic rings in rats induced by acetylcholine and
sodium nitroprusside ( SNP) were exan ined respectively The various biocham ical paran eters in vascular tissues or blood
serawere also analyzed Results Incubating HTL ( 10 mmol/L) with aortic rings for 30 m n sign ificantly mh b ited
EDR of isolated aortic rings reduced nitro oxide (NO) content mcreased activity of superoxide dismutase ( SOD) and
content of malondialdehyd (MDA) in vitro (P< Q 01).  The incubation of rosiglitazone ( 1 mmol/L) w ith aortic rings for
30 m inutes prior to adding HTL significantly lessened HTL induced-injuries of EDR, preserved NO content inhibited ele-
vation of SOD activity and MDA content in aortic tissues (P < Q 05 orP < Q 01). Incubation of Captopril (Q 03
mmol/L) and Apocynin (Q 03 mmol/L) with aortic rings for 30 m inutes prior to adding HTL respectively also protected
the vascular endothelim fran njury and the change of biochen istry param eters in aortic tissues (P < Q 05 orP< Q 01) i
vimm  Ratswere adm mistered HTL (50mg/( kg® d) ) by gavage for 8 weeks that resulted m an mhbition of EDR of aor
tic rings increases of MDA content reduction of both paraoxonase-1 (PON1) activity and NO content (P < Q 01), but
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had no effect on activity of total nitric oxide synthase (TNOS), activity of endothelial nitric oxide synthase ( NOS), activr

ty of mnduced nitric oxide synthase ( NOS) m sera and activity of erythroeytic SOD (P> Q 05).

The tream ent of rosiglr

tazone ( 10 20 or40mg/(kg* d) ) by gavage prior to gavage of HTL dose-dependently mproved EDR of aortic rings n-
jured by HTL m viva mhibited elevation of MDA content recovered PON1 activity and NO content n sera induced by

HTL (P< Q 05 orP< Q 01).

nificantly reduced mjury of EDR and the changes of biochen istry paran eters n sera (P < Q 05 orP < Q 01).

The tream ent of capropril (20mg/( kg* d) ) and apocynin (200mg/( kg® d)) also sig-

The treat

ment of HTL i both vivo and vitro had no effect on the non-endothelim -dependent relaxation by SNP (P > Q 05).
Conclision HTL-induced vascular endothelial dysfunction may relate to oxidative stress and involve in inhbiting the actr

vation of PPARY or down-regulating the expression of PPAR Y.

o [F) B e ok 2 IR I A2 5 35 3 Fk R A4 1) ik S7
e HEE—"", HEEZURMLE] S F R R R
(hanocysteing H cy) 7EA4 P A B[R] 24 = k0 e it Y
fig (hanocysteine thiolactone HTL) A K. K& 5T
R HTL SR H I P R B 5 3 gt pigg
FNEWAZ R T KB (NF-KB) & B4 X%

ISR A S B T 2 4R ( PPAR ) A2 TR AR 3K
HRR R ERKE T, A o B/8 vy 3N
R S PPAR v e e e — R R AT AE W I 43 T
S EEWIRIL, & H ey AliEE T PPAR v{E
#E NF-KBiEAL, PPAR YL AT LA ke 7,
FEWICEI, ACE 2541 F61 R AR 2% 7 7]
DURF St B PPAR Y R4 HTLE 28 NF-KB [
WAL . ABFFLL PPAR vIEh B % 5IE 9 T A
7, UL ACE BRZIY AL R X B, 475 HTLSum
EWNRIHAER IS PPARYVIIRR.

1 #EFREE
L1 #

1P SD A KL [ SCXK () 2008- 0002] & # &
AFMREEFR R MFHRE, FRFIEEE
R = E A E A A R E; HTL, F 4 & A,
MK EFE LRE.CBER HLH.OBEK
Befn — B E TG E SigmalF; —&MLE (NO)
KAl & H B (MDA) R A & #4147 I 1L B
(SOD)IRFA & — & A A (NOS)4 B RXA &H
WG E R AR RA RN E] KB ER L LB A EDTA
B R E AT
L2 BARMEFRAF SR ME RN K KRS ETF K&K
IRzl

ABERE L ZHMRET, FE 3 B i 4 52,
WREFMERE EAHE THEU 9% 0, + P CO,
BAEAKHTNA KHBER (NaCl 118 3 mmol/L,
KCl 4 7 mmol/l, MgSO, * 7TH,0 1 2 mmol/L,
KH,PO, L 2 mmol/L, CaCl 2 5 mmol/l, Na&1CO,
24 0 mmol/I, EDTA Q 03 mmol/l; pH 7 4) % . %
HTHNENRE N, 2 BHERLERABRESA

UK 4~ Smm KW M E X, AAFRNAEE T
PR KHER (6mL)WAEAN, 2L ERES
Ak B ENTFERNERKASZHELRXT
RM6240B/C A fE 5 X E A%, IWRME T 2 ¢
BiEs B K 7, F# 90min/5. A 1 Hmol/L X ¥ £
FRF 4R B IR, SR R RSP E R, R B IR E
BZBERE A (Q 01~ 3 Mmol/L) A &L 41 (Q 3
Hmol/L) 477K it & 25, A& M Z BE LA 5] R oy i & W
FAR AT K B (EDR) sl L 405 RN W &
K M £F 5K R AL (n-EDR).
1 3 BARMEHELDSRZH S

AR ERFTEAE, MEKL 4 an W9 £
kS, FR MBS Rl R S, % LR T
FETA KHRKBWBEE S, 55 5F NG9 R
(BEAHRBEERLEN), BELEELH 6 M LESF
CREFRAAR). BEEXE KEDE 4. ¥
& FEERK LR T AL, HRE, AANFATE @
EHRE, ImANTANAEER K BXBE ERFESR
BRI R 100 BIERAE K, 4CE L 10min B EF
R, 1% BOR T & Ut B A AE K BE SRR E, A B AR
F—E A (NO) . W8 (MDA)& ERHEEA Y
B A (SOD) VE .
L 4 MERAKESIE

EE QEE, ARER RhEREHXELZ
MR, ZHRGREEERFEL . R—HL
A & LD f 3R R, Al TR 404 B SOD &
M, Bl A H AT 4C#E 1h 3000 riminE . 10
min B _E B i, ¥ BRI & A Ao Al K ok 1R,
ol fvE NOf g — B & & 4 A %8 1(PONI1)JE
MR i E & — AR A e (TNOS). W & A —
ANA A (NOS)FEFAE —EANA AT (NOS)
T
L5 BAEMERLE

Lok 84: LEFMREA; @HTL (10
mmol/L)4H; (D~ 44 A% HTL i Z 4 7| B 1K
FLUEKE (Q 1.0 3F7 1mmol/L)4; HTL+ £4#
LA (Q 03mmol/L)4; GHTL+ XAk K% (Q 03
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mmol/L)4H; OF % F| B (1 mmol/L)4; &4 6/
mER (25 kE 6 RAEMAR, RE 260 £20
g)e HTLAMEHR £ E5E® KH KEET 30min
BN HTLAZ L FHE 60min 254 B4 m &
HEE54YH KH KEHE 30mn HFm A\ HTL
HEAXFEHET 60min 454 AW < EDR f n-
EDR.
L 6 FEMASZLE

BREERENE SDARK 487, KE 180 120
g WA 2N 84: ¥ E4HA @OHTL[ 50
mg/(kge d) |4; @~ oA K HTL v Z 4% 5| B
K. EAE[10.20F 40mg/(kg* d)|4; HTL
+ FHLE A [20mg/(kge d) ]4; GHTL+ kAT #k
BRFE [ 200 mg/(kge d)]; DF #& 7| B 4 [ 40
mg/(kge d)]. 4 6 X KK, %&£ A HTL (50
mg/kg) EE, FaAEE TENGY; E¥XTRAE
REEEDGK EX 1K, &5 8H.
L7 FitERE

FLA B R P B9 70 W R A 3 e 8 4 5 | AR B O 3R
FEREERE LR E (1 bmol/L) 3 REKFEZ
B2 EETLETRNTRKE L E, HHERKE
K H 4 F ( percentage of maxial relaxation effect
Emax )f1 ZBERE A B9 ¥ B0 K € (ECy). Emaxig
LBERE# (3 Bmol/L) S #HE 4 ( Q 3 Bmol/L) 5| &
WEKE DX, ECof BT ARAFKRKE L EN
50% B BT B LBE R AR R R, B AEE TR ER
B #&RKE. TAEKEU x» Ls£2T, A (R
A7 A E = 7t |l ANOVA & Newman- Student%
FHiR, & SPSS 17 0K T2/, P<Q 054 =
RHEGZITEZE .

2 £ R

21 BABMBEAAXRLERNRINGENS LS
BIEREARRIFIER

HTL (10 mmol/L) 5 K R & 4 i & ¥R L% 60
m in T LBEARFL S A1) EDR Al Em ax & 3 FE1IK,
ECs W12 THE (P< Q 01); MR 5T KA (Q 3
8 1 mmol/L)Fill¥ 30 m n/555 HTLEHE 60min
B2 HTLS EDR FI#IHI/ER, RN Emax Tt
EA ECsoB# 1% (P < Q 01). RFEMAIAIATHE R R
B2k HTLX Em ax FIH0HIE R ECsMI T+ F 1
Fl(P<Q 058 P< Q 01). ZHAE 5 IE %4
teXt EDR &A B E52m (P> Q 05). HTLAI %4
2N AN S AL n-EDR JC B E 50 (K 1).

& 1 TRLEEEBEEARME K ZEBRESERN R

REFHEFEMERBEHEHFEMW (v s n=6)

a4l Em ax ECso( mmol/L)
EH XTI AL 83 31% 1 86% 103 91 3 04
HTL 4L 46 2% *3 02% * 143 66 13 29*
HTL+ Q 1 mmol/L % &5 EH 41 49 580 3 17 126 84 4 37
HTL+ Q 3mmol/LZ#FIEHA 64 01% *2 61% ° 85 00 4 22°
HTL+ 1 mmol/L Z# 5| Ei 41 84 33 X2 57 © 80 38 £3 15°
HTL+ R FIA 72 6% *2 28% © 89 78 4 23°
HTL+ AT Bk bR 2 20 59 10 L1 6% © 114 48 £5 10"
B % Z1 i 2 8L 4% *1 9%% 111 07 %1 08

ay P< Q0L SIEFXRALE; by P<Q 05 ¢y P< Q0L 5 HTLAL
o

22 BMABEMEARRMEARNGENEZMES
EIEF AR ER

HTL &3 # #1] £ 1% A5 55 51 & 1 1 & EDR
Emax JFE ECs (P < Q 01); Z 4% 51 i 5 v B 4K #t
YL HTL X EDR AT Em ax (I40HIVEF, I H B
ECs (P < Q 05E P< Q 01). FFEE A5 77 Bk
FHEEHH HTL 5K 1 EDR. Em ax [ 1K
M ECoHI T8 (P < Q 01), BA% 51 fi % 1E #1436
EDR & Z I (P> Q 05). &2 255083 455
A nEDR 5IEHESIRALLBR LR EEZER (P>
Q 03K 2).

& 2 FELERFRXEEARMER K BB SERN R

REFHEFEMERBEHEHFEM (v s n=6)

g 4l Fm ax ECs0( nmol/L)
IEH XTI AL 88 50 2 67 126 22 +4 27
HTL4L 6L 2% 12 6% ¢ 218 7214 10*
HTL+ 10mg/(kgs d) BHIITAL 69 36 2 76% > 175 73 +5 09"
HTL+ 20 mg/(kg* d)PHEFIEAL 75 39 *2 6%% © 167 42 3 07¢
HTL+ 40 mg/(kg* d)PHEFIELAL 90 106 *1 56% © 119 34 =4 13¢
HTL+ 3% FI 2 77 060 EL 73 ¢ 170 75 £3 09¢
HTL+ JeA Ak RR 2R 4L 77 50 12 18% ¢ 134 00 £5 06°
LR - 22TGEN 87 14 2 67 113 41 22 11

ay P< Q0L SIEFXRALE; by P<Q 05 ¢y P< Q0L 5 HTLAL
o

2 3 TRYIERSE 2549 %3 B PO R B B A I B 4R 4R
=P EERNTIER

HTLf§ 11 & 40 40h NO & & B35 B AR, A %
HEM SODVEMIH BT & (P < Q 01); Z 4% 51 .
RFEE R B AT Bk RR 2 0T DL H ] HTL 518 1)
MAEHLRF NO & & IR LA & &A1 SOD
EYERITHR (P < Q 0L 38 3).
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R ARALEENEAA-SUANR _EIERBAN
P UEEE AR (« s n

i 6)

5 A NO(Mmol/g)  HZEE (Emol/g) SOD (U /mg)
1EH G BE 4L 2 38 %0 17 Q 1830 03 9 41 0 96
HTL4 1 54 30 15° 09130 11° 36 65 3 97¢
HTL+ 1 mmol/L

2 43 +q 21° Q 13 10 04" 6 8210 85"
B E AL
HTL+ RFEE R4 3 59 q 39° a 26 10 10 18 27 23 22°
HTL+ #ATHOR A 2 19 20 14° a 37 *0 05" 20 42 12 720
4% 5 Al 2 2 26 %0 15 Q1540 04 10 78 +2 73

ay P< Q0L HIEEXTEALLLE; b P< Q0L 5 HTLALLLE.

2 4 WRABSFHTE A KR MR E L FIEFRaI %M
ysEZ -2 HE-Pakyl: ol S Tt EsE!

HTL &3 (% M3 NO & = F1 PON 1i% 4k, F+
A TESE (P<Q01); ZHSIE. K% FR &
AT R B 00 HTL 511 g NO & & F
PON IVEPE R BEAIS, FRAHI A Z S &M T & (P <
Q 058 P< Q 01). HTLH|&IME TNOSHI &NOS
MK (P> Q 05), XF NOSYEMEAT SOD ¥ 146
BEMEN (P> Q 03 F 4).

* 4 BEME—SUANB_BSERNEHE | —S XA AMMBE LIS LEHEIHER (x £5 n=6)

g 4l NO ( Umol/L) MDA ( Hmol/L) PON 1(KU /L) TNOS( kU /L) eNOS(kU /L) NOS(kU /L) ZL41H1 SOD (U /g)
IEFGTREAH 31 3534 78 341 %1 42 13 22 %0 95 18 1013 20 7 68 12 55 10 41 £1. 81 18981. 36 472 56
HTL4 11 51 %4 39° 18 05 *2 16° 5 49 *0 69° 12 9113 19 2 6712 14 10 24 *1 64 18699 66 t1746 55
;]f;;ﬂéﬂgg{gl(kg. ¢ 23 81 %5 07° 508 %L 57" 7 44 30 67° 16 73 12 65 7 0512 68 9 68 XL 65 19464 28 £1442 85
;;g;ﬂ;géﬁgl( 0 43 06 X6 06° 5 33 %1 76¢ 8 58 a 70¢ 16 04 12 18 4 6412 89 11 40 22 66 17452 12 12681 74
;]f;;d;lg mellhe” &g 40700 37841000 1L 9140 926 2L 8942 84 99143 36 1L9943 72 16976 53 £2249 45
HTL+ RS FI4H 40 67 19 67° 6 79 12 18° 11. 73 *q 78° 17 64 14 23 8 8214 95 8 821 28 17505 78 12008 45
HTL+ RATHE R 2 22 2797 £7. 03¢ 10 81 2 45P & 40 10 81° 14 5412 04 57412 43 8 811 98 17626 50 £1888 94
4% 5 Al 2 32 0213 69 6 41 %1 04 12 48 30 56 16 51 22 13 7 6813 77 g 831 72 18914 29 £1277 68

aNP< Q0L SEFESHALE; bIP<Q03 ¢ P<0O0L 5 HTLALE.

3 11 i

KEWRFEW, B H ey MUGE AT LA 5] 30 ki A
TEAL | bk B 48 . I AR 450 LS 0%« IR EEIBF A K
B, @ HeyBURMREE M FEES Hey ERHN T
IR HTLAT 5, [A 0k 1) B HTL 9 0% L
X Hey 5l &2 MR AZMBIEA HEER L. K
FR I, HTLAE ARSI B A4 L8 B0 § i
RIEEHEE, W SEME EDR 8 Z MR, [ £
A I H B LTS T NO & 8 FEAK, T % A 240 5
EE ) no-EDR Jo B 521, 1B HTL BH 2 4145 1 ifL
EWNE IR, HTL{EFEAK M EDR [ [F B 5 2
SOD VEMERTN B & S+ LA S K PON 135 4 %
i, B BH HTL 5] B M8 N R D ee 415 ] e 5 48 AL
LR S SE AR B R A e T BE AR A %, HTL 5] A2
MM HZH SOD & P T i AT Be e — Fh IR M
N7, Ui BT bR S e 1A B, @A e
PEFE R SOD i M7 BRAS W 72 A B 6 1 7% (ROS),
BEE ROS =25 & B A Wit i, 3 15 Bl 47 1,
ARSI ODEE T R. WoBEENS, X
W B SR A K T B . X AT RE S W R R Ok
PON 152 ML N B 2 1) Pt S A0 B, 12 ik — oK A

HTL P8, B =24, 24 TGS . HTLE#EA
HLE AR N G, — U7 TH B B2 TH FE PON 1, 980 /b 1 Py
PON1HI&; 55— Hr=£E K KE ROSKH PONI
[IEE 2834 Y- Bt & IR (1 3 2, i) I bt S Ak B
AT I 45 Rk K I, HTL 4] PON 1% PE 8 E X T 1E
XTI, WA RS B S PON IR H K.
BREUEMREW R Hey M HTLEFNH M4 EDR
FIEIHE 37E T 400 9 ROS F 7= 4= A1 NF-KB ) 3%
W BB AN A . AR R,
HTL 5] ROSK &= KHLEI P 585 #0% NADPH
FAEEA K.

TR TR BN, PR EAMEE PPAR YIS
BERSTE I E =R P 1 I 1 = il ) A (2 R
PPAR V540 AT B B2 40 NADPH 4204k B 1) 5 1,
i NADPH AL B35 4 2R N ROS F 32 2R IA,
BRIt PPAR Y AJ LLUEZ> ROSHIAE . © A W 70 4F 52
4% %\ B AT DLE 0% PPAR Y™, 4014 NADPH %
BRI, 982> ROSHIA B, MM sk/> NF-XB (1)
AL, TR I IR T BT PR 2 B 45 0 980 Y. o
AW FEUE B 2 4% 51 Bt HTL o 850085 A 52 T RE 46
P B AR, AL AT B S PPAR Y,
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gk PR NADPH 4846 B 3 4 A1 B ¥ NF-KB [ 7
A, ek v PR SR RN AR S 4 i R T AR 7S

TEAHI T, I 5 5K 2 2 46 i 400 )59 R 635
FIFD NADPH S A B0 ) 75 e 17 Bk RR 25 5 2 4% 1 B
AAHLE R HTL B 8 M8 A R 4545 B9 7E F .
FATAT CAE B R F6 3 R X HTL 09 4R 971 F A K 8
F BRI M K5k R @& &, M5 30%H NAD-
PH AL 1R 35 P 92D S8 A0 ROORT R 37 1L7E - PON 1
WA G, TS SIEA SR IE PON 135 P A1
AR EAE L, i — PR 7 HTL S S &
A I 9 R B4 PT e S5 T4 PPAR YINRER K.

AR T H) F ETTRRE T & XIUEE] PPAR Y 3)
7B A% F1 R e % K HT HTL X B8 4K RZE 4 I 4% 1) Y
B DhRES A « 4 £ 1 4 4R L3 b NO & & A0 I
T PON 13 M BRAK HTL B 38 0 (1 i 5 26 2340 1.
BN S E. N HTL 9| & M N &I fe i 15
(R L N A5 5 % T8 E B AT el T4 PPAR Y I g
P T WD SRS, HevImpLE A R —
W5
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