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BE F Fura-2/AM 35 R BB AT 5T 2 (Pra-C) A4 58 76 A BLL- 32 WLAR I 140 87 6940 ) S 00
4B B Pra-C IREE % 0. 1~ 1. 0 umol « LB 85 B MH| CaCl,, & K1 Bay K 8644 J)i[ Ca*~ Ji 8§40,
FHAR G %R A ovabain 3| &M [Ca> i MIMTH BAE . 45 RALT Pra-C FEAG.L LM
[car~Ti f 1 F 55 1) ok B PR RTS8 1 2%,

HMPE RTHIPTR S B TS HRF Fura-2; O LA ; 55 T BS S5 4 A

il W7 % (praeruptorin C, Pra-C) & I\ ff125 1 2 BT 8 SRR B 78085+ FLAT 3K 0L4F |
L A F1 BB OB R B AR R 2. WP R R0 1 R AT RE S5 BB 9 i .
A CH Fura-2/AM H R EHWEE Pra-C X 5555 K RO 2 WILAAHE P 37 245 0k U5 A 2 4k R B
L R RIN R i s 2

# MM &K

5% Pra-C F 100 Z —BFBCAL 20 mmol « L' B9 I /7 WK BE L IIR AR 77 I I AT 6 R
Fura-2/AM Jg v [E B2 B 22 B 25 W BF 53 7 7™ . Bay K 8644 iy {5 Bayer 245 B, BEEH
fi§ , Triton X-100 #3 H & Merck 23 5], Ouabain H7[E 24 5 4= Yy il & b 58 AP 445, EGTA Wy b
HEAAR IR AF O R,

B8 BRI A T, £ F-5000,

OIVAMRESE UYL Wistar FTAEABOECH 0. 05X BE OB, E,
PARE 7R 2 & A 10° A /m1 A0 B W, 8P T 50 ml 355 P I7E 37 C & 5% CO. MK/
PR EBR 24 BB —K, -RAERTE.

WRABESIUE 2-AEFHONAE, TRTREEHEBHETURARES, H
WCHT 40 B8 G RE O L4 L 400 B B 350> (500 1/min) 3 min, JTIENIA 3 ml Hank' s {812,
WEL KR E,4CHE 156 min £ EIEWL A 5 mi DMEM 353,37 C i 5 min J5,
A Fura-2/AM(Z ¥ E | umol « L), 37CIR % (35 K /min) 50 min 5, &.L> (1500 r/min) 5
min, F LW, FTIE A Hank' s VR IR , B¢ J5 M Hank’ s ¥ 3 ml &i%,

THABERHE EX 340/380 nm, EM 495 nm. 1343 & 20 nm/min, 3§ 58 B 300~ 400
nm,EX ¥H .5 nm, EM 4. 10 nm. 55LL 300~400 nm EX $9#% , WE AEAFR . R 5 #4756

AT 199348 1 4 19 HH].
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HETTHE VLB 25 M A0 2 S 3R E B R By AR (Ca?t ) =Kd (R Ry Rb o S5 B iy i s

5T

E’Kd=224o

X} CaCl, G[#2[Ca®* Ji S HNAY RS )
BEREST KR LCENAM A ISR E R 1294110 nmol « L, [Ca** Ji Hfi i 4145 i B
BT A5 . A 10 mol « L' CaCl, B, [Ca?* Ji B8 in%F) 34844 nmol « L', i S BTHT 2. 7 15,
fMA 1.0 umol « L Pra-C 5 min J§, /il CaCl, 10 mol « L', #ff Hg Py Ca®** ¥ I F| 238 + 5
nmol « L', R EBTH 1.7 5, SRFBHGHRTS[C i b FHEERE D,

i

K' HZifesinica’ Ji ¥k

Rmﬂx - R Fbg

S

& 2 B R, A KCI 25~75 mmol « L', [Ca®* Ji Bf B34 0. BSEMMA Pra-C 0. 01~1. 0
umol « L', B ¥k BE R ML W Hl & K H R AL 5 @y [Ca? Ji ¥, Pra-C 1 pmol » L' B},
75 mol + L KCI #8impg[Ca?t Ji (TR XA R 50% ., #ME KM T ,verapamil 1 umol « L8 B &,
KO 5l Ry [ca® Ji e hn, B & X i B S T LCatt Ji LB B .
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Fig 1  Inhibitory effect of Pra-C on CaCl; in-

duced increase in myocyte [Ca?" ]i. A. Quiesce-
nt number; B. CaCl, 5 mmol » L'; C.CaCl, 7. 5
mmol + L'; D. CaCl, 10 mmol « L. z+ s,

n=>5

, ***P<C0. 0] compared with control.

%} Bay K 8644 5[§g[Ca’* Ji S ANKIR M
0\ Bay K 8644 3 pmol » L', [Ca?* Ji #f0%) 631426 nmol * L', BUEMARFHEH
Pra-C 5 min J5,Bay K 8644 #fn[Ca*t Ji f4E FJ 0§ B W55 , Pra-C 1. 0 umol « L' 10 pmol « L

at, [
X35

Ca?t i [ M N BRI 58 %ol 42% (A 3),
DR S|RE[Cat i M AnRI R
& 4 75 ouabain 10 nmol « L' 5[ [Ca®*

[Ca? Jitamol « L. )
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Fig 2 Inhibitory effect of Pra-C on increase in
myocyte free calcium induced by KCl. O—©C
Control; ®—® Verapamil 1 umol « L'; a—2
Pra-C 0. 01 ymol + L'; a—a Pra-C 0. 1 umol
«L'; O—13 Pra-C 1. 0 ymol « L. z&s,
n=5, ***P<C0.01, compared with control.

Ji B BRI, HSE 5 min BIA Pra-C 0. 1~1.0

umol + L, {T A BE I35 ouabain g HN{Ca®" Ji 916 M (L5 A AT L RE 7 E L, KW Pra-C
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Fig 3 Antagonistic effect of Pra- C on 3 Fig 4 Effect of Pra- C on ouabain induced
umol « L' Bay K 8644 induced calcium increase calcium elevation in heart cells. z=+s, n=>5.

in myocytes. r+s, n=5, ***P< 0. 01 com-
pared with Bay K 8644.
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ATLAAT A L 58 R B Pra-C A ML 46 T, O A S O8PE L X0 8 L5 38 6 93 B3
Wi, 3% % W] E A PHLT O ULES EE M AR A T X IR NS B B m @  H—HRA#— %
MIEYS . ASSE R 3 — RS B F 90 H /R /| Fura-2/AM B EEVLER Pra-C XU HLAE ML 79 17 58
TG N 45 R KB, Pra-C AT Bay K 8644, & 87 BRAR A A0 38 10 M5 5 | A4 40 1 T 2945 ok
BTt {H X ouabain 142 i 40 M3 45 7+ =5 JC B B . H AT SR IA A Bay K 8644 1 KC1 357
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EFFECTS OF PRAERUPTORIN-C ON CYTOSOLIC FREE
CALCIUM IN CULTURED RAT HEART CELLS

X Wu, CZ Shi* and XD Wu* *

(Institute of Traditional Chinese Medicine and Pharmacy, Nanjing College of Traditional Chinese Medicine ,
Nanjing, 210029; * Institute of Materia Medica, Chinese Academy of Medical Science, Beijing 100050 ;
* * Department of Pharmacology, Nanjing Rairoad Medical College, Nanjing 210003)

ABSTRACT The negative inotropic effect of Pra-C was supposed to be related to the blocking of
extracellular calcium influx but direct evidence is not known. We, therefore, examined the effects of
PraC on [Ca®** ]i in isolated rat ventricular myocytes using the fluorescent Ca®*- indicator
Fura-2/AM. It was found that Pra-C inhibited the elevation of [Ca®* ]i induced by potassium-
depolarization, high extracellular calcium and calcium agonist Bay K 8644 in a dose- dependent
manner. At 1. 0 pmol « L, it decreased the [Ca®* i at the presence of 75 mmol » L'! KCI, 10
mol » L' CaCl and 3 pmol » L' Bay K 8644 by 50, 31 and 42% respectively. No significant effect
on ouabain evoked [Ca®*+ Ji increase was found, showing that it does not affect sarcolemmal Na® —
Ca’*exchange. These results further indicate that Pra-C may decrease the [Ca®* ]i of myocyte by
blocking voltage-dependent calcium channels.

Key words Praeruptorin- C; Fluorescent Ca®*- indicator Fura- 2; Myocyte; Free calcium;

Calcium antagonist
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