R B X 3 T AR B Bk 5% BO S i

OB, My AR IR R PR e 242355 » 57 430060 )

BWE: BR WRE S LB R KC, 2Efes( Ach ) ol fie( Hist ) B S @RS REKGEHER . FAix BARFHENLE
By ik, YLARHE 5 3R LBk 3T KCL, Ach, Hist B 808 58 4K 20 Bk 0 48 W K09 %A A B £ Ca® ' L Ko b » 23 Hist 3] A28 @K

kG — A G A Ca’ " Bl R A H Y om. R

VB L5 35 3040 L 45 6 B Ak e 0] S4B AR £
KEE: SR LBt AR 3Bk KCL; Ach; Hist

) 7] B 5 sk = B 4% KCl, Ach, Hist A7 3 Zhk &M % 5 2w
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Effect of O, O-Diethyl-liensinine on the strips of porcine coronary artery

YAO Yan, YANG Jian( RenMin people of Wuhan University, Wuhan 430060, China )

ABSTRACT: OBJECTIVE To observe the antagonism of on contraction of porcine artery strips induced by KCI, acetyl choline
(Ach) and histamine (Hist) respectively. METHOD = Using experimental methol of smoth muscle. RESULTS Different dosage of

0, O-Diethyl-liensinine had noncompetitively antagon izing effect on KCl, Ach and Hise cumulative dose-response curves. O, O-Dieth-

yl-liensinine and ver inhibited intracellular Ca’* -dependent contraction induced by Hist, and show relatively littleeffect on the extra-

cellular Ca*>* - dependent contraction induced by CaCl,. CONCLUSION O, O-Diethyl-liensinine has a significant relaxing effect on

contraction of coronary artery, and has an antagonistic effect on the two kinds of contractions.

KEY WORDS: O, O-Diethyl-liensinine; Coronary artery; KCl; acetylcholine; histamine

S0 B8 MG 70 ( Nelumbo nucifera Gaertn ) A7 12 U7
— U e SRR 2K A W B BF 5 4 U A e T v
3R AR WU 45 7 Bo R R o S TR
KA P BO LS BV IIOC R AT T — 25134
VBB A0 HEAF B 2 3 46000 ML 55 25 A TR 5T o AR 3C
T FH B HR (5% TR 30 Ik 45 % 238 00 B T 2 Tk 2, P PG
LR AT K + 5 R
1 #Rn %
L1 O 28 O R s 4 (Hiso , [ 22
B E WA LRSS E CKCD, 1 7R B kAL T
J7 7 b ERIEK  Ver) VTR 24 AL B 25T 7 e 52 G

YEB BT PRI, Lo, EAFZGN . IR W fd, 55, R Bd
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$ECHR" BTN JCAT 5 F L EDTA 0+ Tpumol = L™
B Ca’* o USRI A28t DURMI 3 e 46 A B 71 - MS302
SRR TR 22 BT i s A A K IR O T R R
7o

1.2 Al B O CRICAIBR D A 7 95% 0, Al
5% CO, 1) Krebs #5300, 1 4153 B8 B S Wk A7 30, B — 43
YALJE B B R 2em, FE 0. 3em BORRIE 4, PR LS L, —
SRBERRAM HOA B 10mL 52 [ 37°C fHRIA R T, 13
P IR RS FREHE LR & U AT ST 2g, 15min B
FeW— v R 2h SR AAES

2 7‘7_525[445]

A E BRI 2522 2% 2004 4F 9 H 5 21 4555 8 1Y)



2.1 O OB E K+ IS8k s dm g mi.
SRk K+ Rt e SR )5 thiednAs 4 G B80E 1h 5
A3 BN A GE O 8 . 2k 21. Spmol « L' Fl 64. Spmol + L7,
10min J5 B8 @57 k + BaghZk.

2.2 EOBCEENT Ach FTSUE I AR GR M. FH B
TRk ST Ach BRI 2k, SR 5 ok dn A 4 Ik, 28 1h )5,
AR FIINAGE LB — 2.8 21. Spumol « L' 1 64. Spmol « L™}
HERIMAK 2.5 x 10 P g « L', 10min f5 3 & 857 Ach =3l
%

2.3 OB 2T Hist 80k e s me . &R
TR LT Hist SR 4R SR )5 pPsdn 4 4 W R 1h )G,
A3 I A GE O 8 2k 21, Spmol © L™ F1 64, Spmol + L7,
10min J5 55 @257 Hist A< .

2.4 FEOTH T ZBEXT AN Catt N Ca®t BRI B
1 EQRZ TR XTE A BT EOR AR B R R 4 B

Mo ARAS 28 5 FG IR P 2h G4 5 CQWR i gk 3 W A
10min J5 ] 10 ~*mol = L™" {1y Hist 5 | 76 ik 4 55— MWk 455 24
HSK AR, M 0.02mol * L™ CaCl, BIHEE —AHIL S R )G
FHICES 5 [CWE st 4 YR P45 30min f5 43 51 45 350008 — £ Tk
107. 5pmol » L™, Verl 25g « L™', 10min J5 & R 4424
o

3 gR

3.1 O X KCL Fracis w ik & 4m s m . 2445
F KCL Ji» 78 fik 4% H B0 AR i dE 0 4 (n = 6« 2mmol +
L™'KCL 524, 60mmol + L™ KCL i g 45 ik e f . 43 5] 45
T T 20 21, Spumol ¢+ L' CADF1 64, Sumol + L™ (B)
J& » KC1 UM AR AT A 7% » 5 K I AR 43 551 A % B ZH
My(33.74 +4.78)%,P <0.05 FI(13.65 +2.23)%, P <0.
01, W 1.

Tab 1 Effects of O, O-Diethyl-liensinine on contraction of coronary artery induced by KCl (x +s, n=6)

—lgeCmol/L)

Group
3.21 2.69 2.21 1.69 1.39 1.21
Normal 0 6.12 £2.89 31.95 +4.28 61.48 +5.61 96.42 +3.02 100
LieCA) 0 0 10.32 £2.35 17.92 £2.37 25.42 +3.21 33.74 +4.78"
Lie( B) 0 0 2.63 +1.21 10.65 +2.33 20.12 £2.56 13.65 £2.23%
Ver 0 0 3.42 +4.67 15.43 +4.13 17.36 +4.42 20.35 +4.16%

Note: P <0.05, 2P <0.01 compared with normal

3.2 FEOIEZZEEXT Ach IrEUR bk A WA B SE I . 45
F Ach J5 , TERK A B RO M W4 (n = 6,510 " mol
L' Ach B2 Ik 45045 » 3 x 10 mol « L ™" Ach i i 45 4
WE(E o 73 25 F 3 oA — 2 ik 21, Swmol + L™' CA) Fll 64.

Spmol ° L7'(B),Ver2.5x10 g « L' 5, Ach (5 th 2k
AT R fie KL R AR 3 3 Sk B ALy (77. 63 = 3.
13)% ,P >0.05,(56.13 £6.52)% ,P <0.01, I, 3 2

R2 EQRM=CE X Ach By 8O R 30 IR I 4 B R R
Tab 2 effects of O, O-Diethyl-liensinine on contracction of coronary artery induced by Ach( x s, n=6)
- lgeCmol/ L)
Group
7 6.52 6 5.52 5 4.52 4
Normal 16.92 +4.68 42.52 +3.72 71.32 +£8.91 88.62 £4.22 95.63 £4.62 100 100
LieCA) 2.49 +1.21 17.52 +4.18 40.52 +4.18 64.24 +1.23 72.12+3.96  77.63 £3.13" 77.63
Lie( B) 16.14 £2.39 32.41 £3.68 41.76 £5.12 51.86 £2.57 54.26 £5.31 56.13 £6.52" 56.13
Ver 15.35 £3.27 24.36 +£4.28 37.62 £4.87 43.46 £5.72 58.82 +5.67 62.37 £3.68" 63.94 +£6.33

Note: "’ P <0. 05compared with normal

3.3 LB CBERT Hist BT S0 e KSR UR 48 10 ma . 2445
T Hist Ji5 » ik 4% 3 30 B i i Cn = 65,10 " mol »
L' Hist (56K 450048, 10 “mol « L™" (4 Hist fff Jolk 45 3k
WEAH o 2390 25 35 0 B — 2B 21, Spwmol « L™ CA)D il 64.
T3 OER LA BT BUR R 3 B A IR R B
Tab 3

Sumol « L™ (B) )5, B LA AT A%, T KRR, 7
Nt B4 19 (60. 72 £4.01)% , P < 0. 05, (34. 64 + 3.
68)% ;P <0.05, L33

effects of O, O-Diethyl-liensinine on contraction of coronary artery induced by Hist( x +s, n=6)

- lgeCmol/L)

Group
6 5.68 5 4.68 4 3.58 3
Normal 3.52+1.84 29.37 £3.92 61.03 +4.49 76.82 +5.63 88.30 £5.34 96.33 +2.17 100
LieCA) 0 3.93+1.35 13.78 +3.01 37.05 +4.87 52.53 +4.11 59.29 +4.87 60.72 +4.01"
Lie(B) 0 0 1.79+1.34 20.26 +4.83 28.59 +£3.47 31.92 +4.23 34.64 £3.68"
Ver 0 0 3.25+3.75 24.32 £3.98 37.34 £5.79 40.53 +4.65 43.76 +3. 46"

Note: ! P <0. 05 compared with normal

3.4 FEJCEG e G b Hist (AR A4, ok (2012 «

A B QR 252 2% ks 2004 4F 9 H 55 21 #5453 8 Y]

118D g, AR — 20, Fe 5Kk 1 (2,25 £1.76) g
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(PR n=6). B 28 107. Sumol « L' X 55 —AH 45
5 BH S (R Bk 4 Y A 5 — A Tk D B B TSR 19 (35. 87 =
6.27)% , P <0.05, i 55 —AH U 45 7k 1 K 3 J5k (19 (83. 63 =
4.56)% ,P <0.05, 1.25 x10.5g * L™ Ver {#i 55 —#0 (¥ Uk 4
FIRERJE R (26. 41 +4.46)% , P <0. 05, fii 85 — AU 45 /1
R B R (85.24 £5.07)% , P <0.05. 8RO 0 F 4 hir
MR 2B, XS 58— FE S 5 A A5 A 4T o £
4 itig

DA SEIESE, JE.O 8 — ZBEX & K + %4k, Hist, Ach
o | P SR Tk A WA 4 7 W8 R AT ) R - I 2 i LI 2%
B EM AL A T AR Ca’ T BB Y T L
Ca®* e J3E 4 80 GR35 0 8 - T LI 30, 2 K+ Bl bt
I H 37 AR B 1 4 38 3B C Patential dependent Ca’"*
PDC) i, Ca® * i HL AL Z B0 P T A AN N » 51 2% F- 18 WL 45
R 53 A6 SZARI S SRR R Y 57 AL A AR I A2 1k
JA 3l Ca®* 3@ 18 ( Receptor Operated Channel, ROC) F7, 41l Ig
Hh Ca®* T, fil S M N BB AE I Ca® ™ R, () It | Ml s i
LA it I R R IILIEE » % #5655 (VR AR Ca™ " F1 LK
PR ML 7S Ca” " /K- 15 Ca " 150 1 LA 3K P 45 4
72 ( Calmodulin) 45 7 U 2 & Wy iff Wi A8 L3k 2 11 4 5 0ok g 0%
b, SR IER T AR SRR IR 1L, 5| & LS 2. 1 AN LBk 2R 11 AH
HAEM, A AR - 08— S kI A K+ 2
WAk | 114 6 Bk 2% W 4 » 8 B SO0 B — U Bk X 28 PDC N IR

channel,

() Ca®* AR S0 B — Z kU I i 410 ) Ach 1 Hist
5136 14 7 Jk % A A » 7 TR e i 1k Hist 51 362 79 56— A
W AT I AR N Ca® ™ B A A58 — AR I i
(9 SER B A Ca ", PR S AU U R Hist RE(R
A5k Ca®* 4 ROC YR AGLESR 3405 — Z Bk i 55 — i
BB X ROC Ca®™ PO 0 A o A SCIESE O
P LA Ca®" FEHUIEH] -
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