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C. Cardiac output:

B. Fractional shortening: D. Heart rate:
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B. Fractional shortening: D. Heart rate:

%
 

#

* bp
m

0

10

20

30

40

50

 

 

0

100

200

300

400

 

 



0

10

20

30

40

50

60

 

 

Sarcoplasmic reticulm

*

#

A. Ca2+-uptake

nm
ol

 C
a2+

/m
g/

m
in

0

2

4

6

8

10
 

 

 

SHAM MI +
LOS

MI SHAM +
LOS

B. Ca2+-release
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A. Mg2+-ATPase
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A.  Western blots: B.  PLB:
Phospholamban
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C.  SERCA2a: D.  CQS:
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E.  -MHC: F.  b-MHC:
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