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Ver) i Bl AL, #85% Tet ] G52 1838 8 B )
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B, WRAELAS, LEERKH L,

Tyrode #RBYR 4, NaCl 147 mmol/L;KC15.4 mmol/L;CaCl, 1.8 mmol/L; MgCl, 1.05 mol/L;
glucose 11 mmol/L; HCI-Tris 10 mmol/L,i@EL 100% O,,pH=7.2~7.4,{H{8 36+0.5°Co 2R &Sr**
9 Tyrode ¥}, R4y 28 2%, NaCl 124 mmol/L;CsCl 20 mmol/L;SrCl, 5.4 mmol/L;MgCl, 0.5 mmol/L;
glucose 11 mmol/L; HCI-Tris 10 mmol/L,

%, Tet, B3, BIL&AEMEG 47, Ver, ¥, 5 mg/2 ml, REMEHMSG 4™ RAEL
IR (isoprotenol, Hj#k Iso), M4+, 1 mg/2ml, ALF MG 4™,
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AR — %EH‘JWI‘]H-‘P%, &%%@.?ﬁﬁﬁ?fﬂ%iﬁﬁ"ﬁ*ﬁ, BiE Mk, LB
18, WHIAHE L.
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T 50 0 P A A BE AU I R R R, AU X — A BE Tyrode Hirh Ca™ IREERY
Frim AR TR (B 1); JLEEE:3E Iso 2 pmol/L M Lok 0 PE 1); Wit
B #E 7] Ver 10 um°1/L ﬂlaﬂfmﬁ?‘%(CO”') WHEHBRESE L EERERE?2), X
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1. econtrol;
\ B D02 pmol/L;

2. [Ca''1,=1.8 mmol/L;
4. [Ca™ ], =3.6 mmol/L;

ey =, i
202A7 E. [€a"1,=0 mmol/L.

Fig 1. The changes of the peak values of Isi in canine cardiac Purkinje fiber
bundles with the treatment of Iso and with the increase and
decrease of [Ca**]y.
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10 min &}, I, & {d T BROMRE, LT 4.5%, (2.2+2.8nA), p>0.05, n=4(H&
5),
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% Tet REEME 30umol/L, HZE 5min b, L MMEIIRBER/D, MRHHIM 47.9:¢
5.6nA B3] 39+8.8nA, p<{0.05; %ZB‘F 10minfif, BEFE 21+£7.8nA, p<0.01, n=4(H
3,5),
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Fig 2. inhibiting actions of slow channel blockers Co** and Ver on the peak
values of I,; in canine cardiac Purkinje fibers.
1. Control; 2. Co** 0.8 mmol/L; 3. Control; 4. Ver 10 ymol/L

% Tet (i e BE MAE] 100 pmol/L i, Tet bR PF 4GBk L. e [H il 28 B 3 91
B. MA Tet 10 mmF‘ I.i aﬁmﬁmggjaﬁ 38, 4+21.5 nAmg 6 31:7 7nA, p<0.01,n=
4(HH 3,5),
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Fig 3. influences of Tet 30 pmol/L and 100 gmol/L on the peak values of I,
after treated with}Tet for 10 min
1. Control; 2. Tet 30 pmol/L; 3, Control; 4. Tet 100 pmol/L.

A5, WE&AE 5.4mmol/L Sr?*fy Tyrode {EHEW AL PF Bridxm L, 7R®#E 100
pmol /L ¥RBERY Tet FriMkl, £425)5 10 min FF, St FRf L ERA BB, E=BIHS
i, BN LG Hh A2y 188 £33.6 nA e 59£29,7 nA, p<0.01(/& 4)2

%



el Acta Pharmaceutica Sinica 1988;23( 9 ):646~650 649

Fig 4. Effect of Tet 100 ugmol/L on Sr** -induced I, in canine
cardiac Purkinje fiber. '
1. Control; 2. Treated with Tet 100 pmol/L for 5 min;

3. Treated with Tet 100 pmol/L for 10 min.
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Fig 5. Dose-response curve relating to the effects of Tet on the peak values of I, in
canine cardiac Purkinje fibers, shown in percentage after perfused with Tet at every

dose for 10 min. (X£SD, n=4)  * p>>0.05; ** p<0.05; *** p<0.01
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EFFECTS OF TETRANDRINE ON THE SLOW INWARD

CURRENTS IN CANINE CARDIAC PURKINIJE FIBERS

G Wang, XG Zong, DC Fang, MX Jiang and FH Lu
(Depariment of Pharmacology, Tongji Medical Universily, Wuhan)

ABSTRACT Effects of tetrandrine (Tet) on the slow inward currents in
canine cardiac Purkinje fibers were studied by using two-microelectrode voltage
clamp technique. Tet was shown to inhibit the peak value of the slow inward
current (I, PV) in dose-dependent and time-dependent manners. After pretreatment
with Tet 30 and 100 pmol/L for 10 min, respectively, the I,, PV decreased from
47.9+5.6 nA and 38.4Xx21.5nA to 21+7.8 nA and 6.3+7.7 nA (p<0.01). I, PV
induced by strontium instead of calcium ions was also significantly reduced after
exposure to Tet 100 umol/L. The results suggest that Tet is a slow channel blocker.

Key words Voltage clamp technique; Slow inward current; Cardiac Purkinje
fiber; Tetrandrine; Slow channel blocker





