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Histidine 50.0 MgCL 5.0 NaN; 10.0 pH7.5

4pmol/L)  20%  F127(2¢1/ml)

50pg 1.0ml (mmol/L: HEPES 25 KCl 125.0 KH,PO, 2.0
Ca** 4.0¢mol/ L EGTA MgCl, 4.0 EGTA 1.0 pH 7.0)
[Ca** ] Chris Patton WinM AXC 30min 10
(http:// www .stanford.edu/ cpatton/ maxc. (12000r/min Smin)
html) 37°C 1.0ml ATP
Smin ATP 2.0mmol/ L 1.0mmol/ L (0 1x1077
37°C 10min (0.812¢/L Ix10° I1x107° 1x10™* 1x107* mol/)
23.2¢/L 57.2¢/L FL. Winlab PERKIN
=211 2) 2.5ml 3.4% ELMER LS -50B
ATP 623 nm 494nm 520nm [Ca** ]
[Ca** ] - [Ca** ] :
ATP 2.0mmol/L [ATP]-  [Ca"]=Ky [(F=F.u)/(Fo-F)](nmol/L)
Ca** 4.0mol/ L K4 (345nmol/L) F
Ca’* — AT Pase ATPase AT- Foo Ca** ionophore 4 — bromo -
Pase tmol/(min: mg) A23187 (10 °mol/L) CaCl, 2.0mmol/L
1.5  *Ca** ] Foin EGTA (5mmol/L)
(mmol/L): Tris/HCI 50.0
250.0 MgClL, 4.0 K,HPO, 4.0 EGTA 2.0 1.8
pH 7.0 ATP 2.0 “Ca>* 2.0¢Ci/ml + (x +5)
0.2ml 37°C Smin Weltch t
0.lmg 37C 10min (one way ANOVA or two way ANOVA) q
Millipore 0.45¢m
B SOt
ATP 2.1
[Ca’*] [Ca®* ]
0-3.2imol/l Bog _ _ (232+4.8 vs 237+0.4g) AAC
nmol/mg 52.6%
1.6 50gt 42.5% 44.7%
1.5 PKA 0.lmg/ml 44.8% 26.1%
PKC bisindolylmaleimide 5¢tmol/ L 38.8% = dp/dtn., 22.1%
calmidazolium 1.0¢mol/L 27.3% P 0.01( 1)
1.7 Cal* 2.2 AAC Ca’* — ATPase
Fluo — 4/ AM ( Ca’* — ATPase [Ca** ]
Table 1 Hemodynamic changes of hypertrophy group (x +s n =12)
Group LVW/BW SAP DAP MABP LVSP LVDEP + dp/dtwax —dp/dty
(mg/g) (kPa) (kPa) (kPa) (kPa) (kPa/s) (kPa/s)
Control 2.30+ 18.2+ 11.7+ 14.4 + 21.2+ 2.7+ 1322 + 1128 +
0.24 1.5 2.0 2.0 0.6 150 208
Coarctation 3.51+ 26.3+ 16.9 = 20.6 26.7 1.1+ 1029 = 820 +
0.44°* 3.3°% 1.8%% 2,27 2.9% 0.7°* 189 * 289" *

**P <0.01 vs Control; BW: body weight; LVW: left ventricular weight; SAP: systolic arterial

pressure; DAP: diastolic arterial pressure; MABP: mean arterial blood pressure; LVSP: left ven-

tricular systolic pressure; LVDEP :left ventricular diastolic end pressure; dp/dt:developing pressure
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ALTERATIONS IN CALCIUM TRANSPORT AND Ca’* - ATPase ACTIVITY IN CARDIAC
NUCLEI OF RAT HEART DURING OVERLOAD - INDUCED CARDIAC HYPERTROPHY

LIU Jian', HE Zuo-yun', WANG Pei-yong’
(1.Department of Cardiology, Xingiao Hospital 2.Department of Pathophysiology, Third Medical University,
Chongqing 400037, China)

Abstract: The hypertrophy rat model was established by abdominal aortic constriction, and
differential centrifugation was used to fractionate the cardiac nuclei. The alterations in Ca’ * -
ATPase activity and *Ca** uptake as well as intranuclear [Ca’*] of the cardiac nuclei were inves-
tigated. The Ca’* — AT Pase activity in cardiac nuclei was decreased by 51.93% (P <0.001). ¥*Ca’*
uptake were significantly augmented in the range of 800 - 1600 nmol/L of incubating free [Ca’*],
while intranuclear free [Ca’*] elevated markedly in the range of 0- 1000 nmol/ L (P <0.05), as
compared with those of control. PKC inhibitor (bisindolylmaleimide 5¢mol/ L) and CaM inhibitor
(calmidazolium 1pmol/L) inhibited while PKA stimulated *Ca’* uptake in the normalcardiac nuclei,
but the *Ca’* uptake in the hypertrophic cardiac nuclei were inhibited only by CaM inhibitor and
not affected by PKA and PKC inhibitor. These results suggested that the alterations in calcium
transport system in the myocardial nuclei may be partly responsible for the modified cardiac function
in pressure overload — induced cardiac hypertrophy, while they also might be regulated by PKA,
CaM and PKC.
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