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Influence of tetrodotoxin on cardiac function and desmoplakin expression of rats with myocardial ischemia/

reperfusion injury
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(HZE] HA: WL Na™ 3 3 [ 3% 7 7 IR & % (tetrodotoxin, TTX) 15 1% 7 * % 1k & B 6 fn B 3§ 7 H45 0 LA B & & (desmo-
plakin) & 7k K& T fE 69 % v 4 3T x4 b B E AR A4S0 LAY T R R P AL, 5K 20 R Wistar A R AL K St. Thomas-
2 WA E M (STH-2 4 ,n=10) 0 TTX (=4 A 4 (TTX 4, n=10), % 5| I F 48 5 1= ¥ A 52 3, & 7 KRB A0 it
Langendor{f-Neely # = # & ; £ % 2/ # & , # ¥ 30 min 5% % 60 min, HE i 60 min, AR EZ AN PEEHWNE KL E(HR) A&
Ko R E(CAP) 20 ER%E A E N (LVESP) fuJ& 7 7% i & (£dp/dO W IR £ %, % H % 41k f1 Western 87 75 3% 4 1
MFEEAH ST REG R, SRk EEERE. 5 TTXAWK.STH2 A A EEA A EL. XL W ERD (P<
0.01) .0 3 B 45 47 (HR,CAF,LVESP fu =dp/d0 85 9k £ % 4 9 B B £ (P<<0. 01 & P<C0.05), Z: MRHEEHE R HA

THhmEREERGOMARAEKL HRETEEN STH2 FHA ARFEATRSERFOAFREGRLA X,

[X4EiF]
[(FESZES] R654.21

FREF FBAGHREEE QT8 LR P
[x#kixERm] B

Oy LB 1M - 5 E 7 31 45 (myocardial ischemia/reperfusion
injury) 72 il 29 44 40 15 BF 0 JUE 80 T AR 25 00 97 O R IR G B K]
R B0 UL B ot - 7 A 1) ST R A B H AR
KPR, ROPFRTS R A Na il 28 B 773 K
5 3 (tetrodotoxin, TTX) K]/ Ik 5% 8 ¥ B 85 o 8 00 JUL 5 i P
A . FRATT I ET I ST AE S TTX A JUE A5 0
A L I VB YA 93 05 1 DR AP RO 3 T 48 LY St Thom-
as-2(STH-2) 47 #8, 7T it 15 3L OR300 JUUR 65 38 42 I fR 7 45
AR IE A K LA ANE A,

B B 4 1 (desmoplakin) A 40 Jf ) 7 45 (¥ 2L 45 f) 2 —
A4 BRSO LA 3 4 B > 5 AR 2 O B WA 4 S L B
™), Yang SPVHEFCR DU RL HL 19 1F 208 0 4 0 0
U 56 L ORI AF 0 UL T e A o B, Oy R
TTX /L A5 38 00 WUOR 37 4 1 B0 vl Be LR AR B 5Lt — 28
MG TTX A5 HE BN 5 44 K Bl e i, 755 99 2 453 49 /o UL 19 5 o 2
F R IE Je D D) REIISE W, IF 5 STH-2 45 W BEAT X L

1 ##F7EE

L1 EEAHEGRA TTX W E RN RS TRA
a MR (A — Pl A 2 E ARP 2 H %% A4 £ K 2k
W F b i ZHil B RO A A R A A
I H0 B G5 A2 A ] Western B AT G 77 5 W @ YT 95
BRRAT, BRARZNE KA LE 12306 5 44 L I % i
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4. K-H % (Krebs-Henseleit buffer) 41 % W T~ (mmol -«
L '):NaCl 119, NaHCO; 25, KCl 4. 75, MgSO, 1. 2, KH,
PO, 1.18,CaCl, 1. 4, Glucose 11,95% O, +5% CO, & <k
SR, i pH 7. 85 STH-2 O T 5 # W 41 X (mmol -
L~'):NaCl 110,KCl 16,MgCl, 16,CaCl, 2. 0,Glucose 11,4k
R pH 7. 8 TTX AFHMUK Ay : TTX H K-H 0B B e i 2 K
FER 20,00 pmol » L1,

1.2 S HaEALE  RAFE Wistar KB 20 H, A,
R 200~250 g, W A 5 = 7 R K2 K BERE B 52 % 3 W) R
L, 20 HKRRBEHL 2 8 STH-2 48 TTX 4 (n=10), % 5l
FH STH-2, TTX & i {5 4%, 2544 .0 Langendorff-Neely
R ASTRY 1 e ST I SR I 3R #RUK 200 UL 20 min JiT B
AbFE KB G ECR O I, 37°C .95 %0, +5% CO, 1B A S
R A 1 K-H 4 5 3 BkAR 38 30 47 #E v . /R 1 60 mmHg
(1 mmHg=0.133 kPa) ,f& € 15 min, L0 EHiE , L0 EE
NI s B, 9 VB L B 0 T R R R EVE IR 15
mmHg, J§ fi 4 52~60 mmHg, & & 5 min, 20X (HR)
seb IR B Ik i (CAF) | Ze D S WU 4 AR 91 B ) (LVESP) il )
A4 H (= dp/dt) , LAE 15 min J& , B KR 3% 2 ml/100
g PR THETE N 4°C VA O IE 158 8 900 A0 00 U 45 49 O WL 500 U £
PRI E), 45 30 min J5 15 28 1 3) R 3 4% 2 ml/100 g #
N0 U A5 SR A T AR h TR I 4 T UK R K D A A
B, 54 60 min G4 T 37°CL95% 0, +5% CO, B A5 U RF 4L

* Jil W 1E # (Corresponding author). Tel:023-89011132, E-mail: yysqiang@163. com
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G I K-H 28 5 3 TR 3 300 47 520, 0520 JIE &2 A i) 1]
15 min Ji 8 4 T AR O JEREE LAY, LS RE 60 min, JFAE TAE
LEEFEE G 40 min W E b & 500 D) BE AR Ax L T 50 T
BERIMK R Z, 20 min 545 (E S50, A 43 20 WL 50 mg,
—80°C PR A7, F T 0o JULAR oz 2 1 IR AS U0

1.3 Kt n LA LA EEA B3 mmX3 mmX
3 mm KNGV GUAT UK D) Fr o SABC 4T S e H AL B (1
G 100 BR 56 A i UL R HEAT L O A% B OB 0L G L AR T 1
Sy A 1 LT R KR, R Image-pro plus 6. 0 B 84> #T &
GEREAT 2 8 BRI, P800 B B (D) 3 R i R R A I AR
XFfE,

1.4 Western FPZE M S L LA 42 &G B 50 mg O L
ML MR H A, BCA V5 5€ &, 8 A WL UK 4 B8 V6 I, 3 1]
USSP SN e ECL W (0, #1456 4 2 R 9 B kAT,
K H Quantity one EI& 53 BT 5 G0 RAE BB IFAT € =017 .
1.5 %tz ® KM 2 Ih6e Ak i & M (ADInstru-

ments/8sP, Australia) Wl & ML 3 J) % 2 40, Chartd KB %X
Pt b B A AT S 5 REM ST, mMwmsh ¥ S Bk sE
FHEMENSBR UAZBAT AN 28, Bl £ &
7R 5 4L TA) SR P ST B A B K 56, 1T SPSS 12 B kAT
51 25 47

2 &% R

2.1 Azt A Ao 400 E 5 STH-2 4L L. TTX 411615
FIF ) C) ARG I ) () BT B 4500, 2 R 4 B L
[(9.49740.49) vs (8.5540.68),P<C0.01; (10.8840.61)
vs (10,1240, 66) ,P<<0. 05],

2.2 SHARIEARM A F A A O E AT, P L Zh B
545 (HR .CAF,LVESP Ml 4= dp/dt) J6 48 ¥ 2% 2 5 0 i 2
5 40 min, TTX 4 bk & 0.0 Ty GE 48 #5 1 WK 52 2 3 B &
i1 STH-2 4, 22 3 7 S vl % = L (P<<0. 01 B, P<C0. 05,
XD,

x1 BEIHEOMEACTRERRERILR

(n=10,x=+s)
. 15 L RO W2 ()

TTX 41 STH-2 41 TTX 4l STH-2 41 TTX 41 STH-2 41
HR f/min~! 256.7+5.1 2565, 4 219.9+7.8 198.8£5.7 85.7+2.0"" 77.7%£1.6
CAF(ml * min™ 1) 15.5+0.6 15.5+0.5 14.24+0.6 13.7£0.5 91.842.3* 88.34+1.8
LVESP p/mmHg 95.6+0.6 95.5+0.7 81.3+0.6 78.5+0.6 85.040.9* 82.240.8
+dp/dtmex (mmHg * s71) 196.1+4.7 195.5+4.7 183.5+4.7 176.3+3.5 93.6+2.2* 90.3+3.3
—dp/dtmax (mmHg « s 1) 166.144.7 165.2+4.6 154, 243.9 145.8+4.2 92.942.6" 88.444.7

* P<C0.05,* * P<C0.01 ws STH-2 4. TTX. " K # % ; STH-2: St. Thomas-2; HR: /> % ; CAF . j& R 2) ik it 5 ; LVESP : A2 0 % W46 K W% g 5

+dp/dt: JE 2L, 1 mmHg=0. 133 kPa

2.3 NIUABHEEG REGE GBS RE D
WK STH-2 410 LA E i bz 2 (1 40 Al L, R IE 5 TTX
YW R 2 AT 45 AR R W STH-2 410 LA 2 b i
b8 RIS R Wd D (0. 045 1140. 008 40 ws 0. 054 67+
0.005 70,P<C0.01) . Z 5l KA 47 % F X, Western B £
Mes R (E 2 th s STH2 AN EARZEE N E S F
TTX 41(650.8+12.99 vs 928.9+12.84,P<<0.01), EZR*f
gt E X,

@
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A:STH-2 41;B: TTX 4. Original magnification; X400

STH-2 TTX

p-actin —|
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Desmoplakin I —

B 2 OALELRRE B RIEH Western ENTELE R
TTX.: ] K8 %% ; STH-2: St. Thomas-2

34 it

R S BE AR HETE Py i S K T S I A B0 TR B
MERME, HREAZMERN EREEAZ — RIETH
i 0 3 4% b, SR A M A S 8 Il Ak 1 01 B R ) R
WA FZEEA LA, AN ARG S o g
RV e AR T 1R L T A A A T SR % G SR A
TRHUA S D055 5K 0 B9 AR A o0 U 38 AT Wi 46 1 R il T HL
5590 0 or 2 39 B L o3 A A5 T RE R DDA OG0 U OE R S Ol
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WP R 2008 4E 9 JL 5 29 B

i ZRT S 0 I TR 3 B B A () 4T M B AT WL AR T AR R R
&0 LA ) A R 2 — ml UL, O DL R )
ONTE T Xk LR 37 B L AR 7 A Sz 5 i

JIEE BT S 6 AE S R 1 de A B o UL A0 PRIV R B
TR0, TTX vy 3m e PH 0T 45 45 1 B 85 1 30 X0 JUL 7 A
PR, TTX 5 8 5 2y TTX HoA7 M M
Na™ 833§ /5, Bt fE w3ty gk TTX % Na™ 3 38 B i
B GH , FEYE S Na ™ I T BE S R, 45 8RN AT B )
Yo AT STH-2 40,3 /> T Re 2 ITE AL, O UL I i fiE
AR & A B3, TTX 45 B0 A T B T Na* 38 18 L {5 )5 40
JH PR AR S A R A T RN ST L AT A A R A R R T A AR
A TR FCRE R B G BRI B L, W I R
CUUESE TTX {5 8 8l 01 Sl A D LR B FE . 3 T 2 5
BINRERE NG, Ca®" HEN AN MBS Ca®" MO I B 1, P
I, 28— 3R 4 R 77 AR K o I A I s 7 R R A Ak A R
ATP WAl Ca®' HEN LRI 2, R iR T RE 2 B2, %0 A
RAERIE 2 R, LB B, TTX fe i &
BEL T 2% 35 22 1% 1) Na ™ HHOR . 3£ 98 Na* & 1 HLUR . k% Na*
BRI Ca® ' B, M8 T X LR A B B0 L 8 T B R
PR kA T B ER B A R (8 R T 5 8 T % bl g 2
I PG, Hob /iy Ca®t B 5 (M 45 2] (A B (calpain) W35 AT AE
HA R/, Post 25 HF 5L 520 UL 4N AR Bl 100 1 9 33
P05 1T 512 40 M P9 7 B9 A B 1 R FE TE L 91 calpain RIATE
PR W0, d 285 B0AN I &5 R R IR RN 1) g R A DT

AT &5 ST UE 52 TTX 5= 4960 0] s i 73 3 v 32 £ o0
LI AR 7 48 F O T2 i STH-2 4453, 5 F T 0 LD B2 10
PR AR E I AT R 5 AR 40 UM BE B (B 3Rk 56, Bk
BUHIS AT R B — 25 IR SR

(Bl AFRAHFAETLBANERENAF S
FHRENRAD I FRB Y AR TECRMD
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