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(4] Falling phase of the action potential
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“omparison Between Electrical Changes (A.P)
Between Muscle And Nerve

RMP -90 mv

Firing level -40 mv -55 mv

Over shoot reachs +40 mv

Magnitude of spike 130 mv 105 mv

Spike lasts 5-10 mv 2 mv

Contraction Followed by muscle No contraction
contraction
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I="Absolute Refractory
Period(ARP)
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2=Relative Refractory Period(RRP):
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Vietabolic Or Chemical
Changes

ition of skeletal muscle:

1- Water 70-80%
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4=Metabolic Or Chemical
Changes

During Rest:

25% of Basal metabolic rate of

e C rin
enefit or used for:

>nance of RMP.

1g electrolytes composition of muscle is
onstant.

- chemical synthesis of protein and glycogen.
4- production of muscle tone.
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WECHrs anaerobically by using

greatimephosphokinase (CPK ) in
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Phosphagen System

MNMetabolism
ADP + Pi ATP

At Rest

Creatine-P Creatine + P11

During
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ADP + Pi

ATP
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: It is extra amount of
idize lactic acid
imulated during sever exercise )
overy period above normal
gen consumption so increase
heart rate and respiratory rate until
- excess lactic acid has disappeared.






