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Abstract

This study was carried out to compare the extractability and ATPase activity of actomyosin extrac-
ted shank, rib and loin muscle of beef meat stored at 8C. The extractability of actomyosin in shank, rib
and loin muscle were 36.74, 72.55 and 56.77mg /g early in the storage, respectively. The extractability
of the rib and loin muscle were similar, the shank muscle was processed differently with their. The Mg-
and Ca-ATPase activity of the shank muscle rised to 3 days, but decreased the 6th day. And Mg- and
Ca-ATPase activity of the rib muscle was similar during storage period, the loin muscle made a slow de-
scent. The strength of Mg- and Ca-ATPase activity showed in the order shank, rib and loin muscle.
The EDTA-ATPase activity of the shank and rib muscle was difference according to storage period and
ionic strength, but the loin muscle was increase in succession with magnitude of ionic strength.
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Table 1. Changes in actomyosin extractability

during postmortem storage (mg/g)
Part of Storage days
muscle 0 3 6
Shank 36.74 38.12 40.38
Rib 72.55 77.96 57.92
Loin 56.77 80.18 60.87
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Fig. 1. Changes in Mg-ATPase activities of
actomyosin extracted from shank muscle stored
during postmortem (@), 3(l) and 6{a) days. AT-
Pase assay: 0.25mg/ml actomyosin, 1mM MgCl,,
25mM Tris-HCl (pH 8.0), 1mM ATP.
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Fig. 2. Changes in Mg-ATPase activities of
actomyosin extracted from rib muscle stored dur-
ing postmortem 0(@), 3(l) and 6(a) days. ATPas-
e assay: 0.25mg/ml actomyosin, 1ImM MgCl,
25mM Tris-HCI (pH 8.0), ImM ATP,
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Fig. 3. Changes in Mg-ATPase activities of
actomyosin extracted from loin muscle stored dur-
ing postmortem (@), 3(l) and 6(4a) days. ATPas-
e assay: 0.25mg/ml actomyosin, 1mM MgCl,
25mM Tris-HCI (pH 8.0), ImM ATP.
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Fig. 4. Changes in Ca-ATPase activities of
actomyosin extracted from shank muscle stored
during postmortem 0(@), 3(M) and 6(A) days.
ATPase assay: 0.25mg /ml actomyosin, ImM CaCl,,
25mM Tris-HCl (pH 8.0), ImM ATP.
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Fig. 5. Changes in Ca-ATPase activities of
actomyosin extracted from rib muscle stored dur-
ing postmortem 0(@), 3(M) and 6(A) days. ATPas-
e assay: 0.25mg /ml actomyosin, 1mM CaCl,, 25mM
Tris-HC! (pH 8.0), 1mM ATP,
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Fig. 6. Changes in Ca-ATPase activities of
actomyosin extracted from loin muscle stored dur-
ing postmortem 0(@), 3(W) and 6(a) days. ATPas-
e assay: 0.25mg /ml actomyosin, 1mM CaCl,, 25mM
Tris-HCI (pH 8.0), 1mM ATP,
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Fig. 7. Changes in EDTA-ATPase activities of
actomyosin extracted from shank muscle stored
during postmortem 0(@), 3(W) and 6(a) days.
ATPase assay: 0.25mg/ml actomyosin, ImM ED-
TA, 25mM Tris-HCl (pH 8.0), ImM ATP,
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Fig. 8. Changes in EDTA-ATPase activities of
actomyosin extracted from rib muscle stored dur-
ing postmortem 0(@), 3(l) and 6(a) days. ATPas-
e assay: 0.25mg/ml actomyosin, ImM EDTA,
25mM Tris-HC! (pH 8.0), 1mM ATP.
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Fig. 9. Changes in EDTA-ATPase activities of
actomyosin extracted from loin muscle stored dur-
ing postmortem 0(@), 3(M) and 6(a) days. ATPas-
e assay: 0. 25mg/ml actomyosin, 1mM EDTA,
25mM Tris-HCI (pH 8.0), ImM ATP.
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