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AAFo| Al pressure natriuresis curve’} resettingg .24 LS o F7HA]
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remode—ing< renin angiotensin aldosterone system, catecholamine,
endothelin—lQJ 2igstet S7HE Fotoll ot A=o= 4ls AEY A 7t o
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Endothelial Cells : Mf,‘gf,lc ol
Endothelial dysfunction AGEs YMMP gen,
Increased permeability Elasti;w
Intima:
collagen, AGEs, M | .
Ieukocgytes |-CAM. Adventita :
MMP, TGFL “VSMC collagen, fibroblasts
Elastin

Extrinsic Influences : NaCl, lipids, angiotensin, sympathetic
neurohormones, shear stress, increased luminal diameter
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el DU ARE B3 2E
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O : rrrrr-rrrrr oo T T E]i‘(:jH 2-5994 %%‘%(95% CI, 1.51_
0 35 70 105 140 _
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T ok Ty @YE AEY A 28U SRpollA mAEHe) U=
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