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B. Fractional shortening: D. Heart rate:
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B. Ca2+-release

*

nm
ol

 C
a2+

/m
g/

15
 s

ec



0.0

0.5

1.0

1.5

2.0

2.5

3.0

3.5

 

 

A. Mg2+-ATPase
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A.  Western blots: B.  PLB:
Phospholamban

SERCA2a

Calsequestrin
0

3 0

6 0

9 0

1 2 0

M
I +

 L
O

S

SH
AM

 +
 L

O
S

M
I

SH
AM

*
#

R
el

at
iv

e 
p

ro
te

in
 c

o
n

te
n

t

 (
%

 o
f 

co
n

tr
o

l)

SHAM MI +
LOS

MI SHAM +
LOS

C.  SERCA2a: D.  CQS:
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E.  -MHC: F.  b-MHC:
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