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AR TRz MENET ek B RN, TREEEAK
UL R ORISR NR iv LDs 2y 134 mg/
kg,

S8

F2e 0 gdb g Aty
'J}TL‘L‘J\ 11}9\‘ ESH

X@iE  CHH
ALEL N, D,

3 M it 7~ g Aconitum coreanum (Levl.)
Raipaics 3¢ Bk mysleill, R HBEM, H
&, gRkE, KA KE-F4R I Aconi B~1
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B oE m g R

7 Call, BRARDBERENEH K
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ip BREE. 23y iv Ver s i A H A
bR IR, A5 smin, e (58)iv1y
CaCl, 130 mg/kg, %z II 5% ECG 4k,

LR ILE 1. AHR4 12 K, iv CaCl,
SRR RS, 11/12 BT 1~2 min PY3ETS.
Ver {7l B2 2 O WA 2 = 2.0 1 3.8
mg/kg, 425 5 min KO 35 16 F1
32%. Ver 2.0mg/kg 4 2/8 R AFET, 1
3.8 mg/kg G —3ET-, Iv SCHfH &K 20 1 30
mg/kg FIRHILLER W OR, 4 BIFE AL 2570
28%, FFEREE CaCl, SHRE WML ML

P EEEIRER, RIFH T 5K
Hi%T Hr CaCly 5RL.GHES R TER .

FBAFERROLDEREENRIE KK65
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Tab 1,
A pretreatment on iv CaCl,(130 mg/kg)-induced ar-

Effects of iv verapamil or guan-fu base

rhythmias in rats. HR = Heart rate, VF = Ventricular

fibrillation
HR at Ectopic Rats
Rats 5min  beats VE died
Control 12 0 10/12 12/12 11
Verapamil
2,0mg/kg 8 -16% 2/8 2/8 2
3.8mg/kg 8 ~-32% 1/8 1/8 0

Guan-fu base A
20 mg/kg 8
30 mg/kg 8

-25% 6/8 4/8 4
-28% 2/8 1/8 0

N3 B 4 DMAIEAL, WIS —F] R IR
H BA VHHEREMN %, RHEZWE BAF
=INN 50 % AT & FR N EDs,.

Iv Mt 25(2.5, 5, 10 120 mg/kg) Fn
WIRWR(1.25, 2.5 f15mg/kg, ki BA
w, ZEESFREIEHRI(r=0.99 f10.98),
SRR SR A0 E PRIk EDg, 4351020 9 Fn 3 mg/kg
(LB 1), Verl, 2 F14mg/kg =AF|FH,
BA {97 & 4> Bl 9 13.1+2.2, 14.24+1.5 F1
13.7+1.5ug/kg, BEHHLA12.0+ 1.5 ug/kg
MEMM, BHARE, FEMN Ver &=
8 mg/kg, Xt ECG W Bk i, th A #6325 BA
I A

%20 R, kB 1761168, 5450
WAFNLEZ5 4 . Iv KB & 7 mg/kg SR AR 4
JKJE 2 min, — K 5Bk BA 5 ug/kg. X FR4H

% increase of beiwutine dose

Drug dose (mg/kg)

Fig 1. Effects of iv guan-fu base A and changro-
lin on beiwutine dose required to induce ventricular
premature beats. Each point represents the mean of
5 rats, X +SD. Compared with control °*p>(,05,
**p<0,05,""'p<C0,01

FRJE 2.240.5 min ¥R BAE B, WK
10 min Sk WARE, HEARMEEGE, RE 3/10
AR ESERM, HIESR T 5 min % 4,

ERFEW, Ver LU BLA H1 1 K AR AL LT
FH, KK EERROIFER, BHEEFR
B R,

MNEERFEZOEEEHZ I K K18
R, {k#H 313+51g, HhiiEip BB, 2 83
> MBUMNHIKAZS, XIRA iv AR K G
5min, ) 3.3ug/min 4 BRI EM ECG
R, SBRIEHRER, FWORLO R
NEDROFIE, BAAASERER, ZWM
FENEERF S BAMELER, RKilzeRH
B,

R IE 2, Iv LK HE &K 30 mg/ke TR
HILORBIL, HAZHET 300166 B 2 153+
51 beats/min(p<<0.01), FHELRERESEBHE
BER, SWREHNAE, 755 Ex

EEBEZMRMEONI o hI i ip FE
J12 R, k#E 2.83+0.3kg, EALTRTIF
2 O BE, B AR B T LR GERD S
EAR R M), T RS E TR
B GRS S8, B 1ms,20 Hz, )% 10 s,
13F7 3 min HJ R —7Kk, F KRN AR E (mA)
BHEPAEBH(VF) LA VF E(—KEHKRE
RS, ABIFAEREE A FBFE 10 min B 175
. AYHT IR E WG (VFT) SE5 1R
XTHRE, K05 v ARFIEARH &, W EE
VFT {148 {t.

Tab 2,

pretreatment on ouabain (3,3 1g/min)-induced ven-

Effects of guan-fu bhase A (30 mg/kg,iv)

tricular premature beats (VP), ventricular fibrilla-
tion (VF), cardiac arrest (CA) in guinea pigs(n =§)

Amount of ouabain (ug/kg)to produce

VP VF CA
Saline 15144 23072 26272
Base A 223+44°°°  310+70°° 364+£81°"°

**p<C0,05, "'"p<C0,0]



VFT (mA}

Guan- fu base A dose

Fig 2. Effects of guan-fu base A on ventricular
fibrillation threshold (VFT) induced electrically in
cats. 4 cats/dose, X+SD. **p<(0,05,°°° p<<0.01

SR WA 2. Iv KR % 2,4 1 8 mg/kg,
VFT ¥ HE NS, [E4475)5 30~60 min, VFT
X8 E L HRTKTE.

B EERESENORBNE RELZHIiv
FREE 'S R, 4R E 2.9+0.5 kg, TR BIHKIL
E. SEmymmmREE. fERER,
iv ARE LRE 1ueg/ke, RLLRMHRAILE
TREDy B Z RS AEER, [RIE MEE ECG L,
RIE 1v Xt B % 8 mg/ke, I & F % 30-50
mm Hg, 3-5 min & [FF. LBAFLFEH 204+
23 beats/min, FJ5 2 min ¥ % 1234 19 beats/
min(-33%, p<<0.01), 10 min [A]Z 141427
beats/min, £ 90 min ik ZH /K- . ECG
B P-R BB 74119 JEK F 96+ 5 ms
(+30%), 30 min j5##aE 4, QRS K HHHAE
B, XN RAE ERE SRR R
T, LM ERRIRILE, BEBRER.
PLESERRES SRR, XMPERAEERIBOER
ER, ARBTREMBHDLEM B IR HEN
S,

MERARMEMECGHF¥E KRB
TP ip AR 5 R, fkHE 241+168, iCF
FEPKIMA, #5i0 ECG 11 S8, Iv X E
30 mg/kg, AR MLE T 20-30 mm Hg, 5 min
EHaEFF. 4755 2 min, LR LR 432+
83 [ & 282+ 45 beats/min( —34%),p<<0.01.
20 min [A] & ZFE 366+61 beats/min (- 15%),
ECG ¢y P-R B[ ZEH( + 23 %), 10 min Fifi#4
4, QRS LIARHKE,
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X ARREROBEMOYE Langendorff
R R IE, BR0LE, AR EBAE
PR, AME—REANZIK, ME 20 min
TR R

—REANXMEE 4mg J§ 2 min, [HEH
#5250 185+ 13(n=6)JRE 114+ 18 beats/min
(-38%, p<0.01), WZHRIERME (-33%)
(p<0.05), ERFELEHRE. WE 20 min,
DEERRE, (-25%), LEREBKRE
EFKY, MREKERRKMRD(-27%).

MhREfELD, S/ 24R, thE20.2
+1.38, 4 4NFIEA,HEHELT 0.9, B
iv—kMEE 3d RISk, APLEREMET
SR LD, o 134 mg/kg, 95% FI{EIRA 116~
154 mg/kg,

9] it

FEMFHER RS LR EELE
PR, K kER Co HIE kMR,
FEROEKE®, MRARMRERC, ZiEY
B LTI BH 13-k (hetisine) 5 R, BT 47
BLTRELDEEL T, 124530 R RaE X 24
WA PO A E ER. RFARAEERK
KM, AZFRIOEREBHREFONRE.

BRI & DA FE YR B 3 4 e
Na* i, MSHERETR®, EMRS%
RS, ZIEOMARE Nat RN YmsE
BT, WEHEWES, T @R BRET,
MO ET, CEBRRATRKRZ LR, AR
I RIESE Ca B HIFIRR LA BN 3155 Tk &Y
DL, MAMPENER, AP E
T EE R/ 4 Na* N —225 4. KIH
5 RkE—HERARX T CaCl, R0
%% , B CaCl, PR AR Cat FHal %
—MEARR®D, Mt RIFFERGHF Ca™* 5
LR M RRILSE.

KR E SRR, RSO
4, MK P-R AR, MAEM QRS, X5
BRI L X, REEMPEAR
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ANTI-ARRHYTHMIC EFFECTS OF GUAN-FU BASE A

CHEN Wei-zhou, DONG Yue-li,

ZHANG Yu-fang, DING Guang-sheng

(Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 200031)

ABSTRACT Guan-fu base A is a new alka-
loid isolated from the tuber of Aconitun corea-
num in our institute. Pretreatment of rats with
guan-fu base A 20 or 30 mg/kg iv significantly
reduced the incidence of ventricular fibrillation
induced by CaCl, 130 mg/kg and reduced the
mortality as well. This alkaloid, iv 2.5-20
mg/kg 2 min previously in anesthetized rats,
increased the amount of beiwutine necessary to
produce cardiac arrhythmias. Guan-fu base A
30 mg/kg iv increased markedly the ouabain
doses to cause ventricular premature beats, ven-
tricular fibrillation and cardiac arrest in anes-
thetized guinea pigs. The ventricular fibrilla-
tion threshold to electrzcal stlmulanon was

e e i

N

elevated in anesthetized cats by given guan-fu
base A 2-8 mg/kg iv. Guan-fu base A produ-
ced a bradycardia even after vagotomy and did
not block the isoproterenol-induced tachycardia
and hypotension in cats.

In Langendorff’s guinea pig hearts, guan-
fu base A (4 mg) caused a 329% reduction of
heart rate and a 279 reduction of coronary
flow, a 33% diminution of the amplitude of
cardiac contraction.

KEY WORDS guan-fu base A; anti-
arrhythmia agent; CaCl,; beiwutine; ouabain;
ventricular fibrillation





