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> Proviels s vlood! flow to the heart

- rleeifi r . consumes as much O2 as does
':‘C]];%E ‘mass of SM during vigorous Ex

- e art tissue extracts max amount of 02
'durlng rest

"o Limited anaerobic glycolysis In the heart,
so the only way to © E Is by = BF
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leffel systole
; CBF is 10-30% of that during

—=6 leac diastole
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= Systollc compression on RV is minimum

» Systolic compression has more effect on
BE In the endocardial layer
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ceroenary W—R SIS

y1%) 0f CVR occurs in vessels with
digmeter = 200 um (small arteries and
ZIENOIES)
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ViEchanisms for ContW@j‘,

B i

c latlon
edg” rease or decrease arterial pressure
e hyperemla

= BE o an organ is proportional to its metabolic
= ;_ap_tlvmes

'r_">’R'eactive hyperemia
an increase Iin BF in response to a previous
reduction in BF to certain organ
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AVVOOENIC NYPOLNESIS
QXOJrl]g» autoregulation: vascular smooth
). tchlng constriction resistance
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etabollc hypothesis
= The O2 delivery to the tissue can be

matched the 02 consumption by changing
the Resistance
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pESinipathetic innervation

. Cor JJrf"L 1or mechanism Is Important in
Equie szg BE thru the layers than BF

= @1 (Im CA and large arterioles) makes
:' -GOﬂStI’ICtIOn

B2 (in small arterioles) makes vasodilation
31 activation heart rate
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>5ymor. LIC INNErvation

RElEIR Vasoeconstriction of CA limits the
ELre0 fade BE during ventricular systole

== e -rf fvents part of decreased flow In deep

-_;I_ayers
coronary vascular resistance (CVR)
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