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THINZR ot sty

Z A

M I

FEHA7L n¥Ste] R BL FXY BAT A
olgte ZAT ®We A¥¥Y d7g g zA}
9 Az, 2En AL AN vRHJAT o]
29 At d#AFA] $a Aol wal gEe gk
HAWAFY] W%, F salt sensitivity7} theksicl
EF AU AgHed gzE Rago] HAPLE
Y o RE TYGPANA YEHoE APYL
PAsE 3ol Fd K& dUA FEH B "art
oy

tgo] AEAE ANstaa & o RAg JFe
2 o= HE R ogA AN HA7) s FA9)
A MG EE oA AAZstm PP R
WAE ddHezn &3] padga YA v 39
F EAECth oo Azle dEAHe ¥ B
Ad #g gtz HEH FREYEL 1F Ad
3 Ag7AAe IAFAAEL FTPHez ofHi:=
FAAAN 5HE EAY, 2230 FF AFHolorg
Wate] tigte] o7& MY mA ot olg
A HAe] 2gE A& %2 2AN AR A
€ Edz AL dAs7] 9% FAH e
=8t B3z gl

= g

A& AF(sodium retention) 7} VGL Z71A)7)
© Aol 4% A9 A7lF Aolgh Futd n¥Y
o1} mineralocorticoid induced hypertension %
4% secondary hypertension $9 T7lx o @
TESHe YREE AR 29 24 nd8<d(es-
sential hypertension)®] 7%= heart failure’} %
ez 2 3 sodium retention®) EAE Y 9

2
(=3

313 ojH 9ol 49 exchangeable sodiumo]
agdan gHAY AP

ityoz ezt Zm e YA A
AEH9 Ziqase sdshviel BAZHoIn AdF
o7 o] Jrh oA AHzZEe =HA A%
FAAAE 47] AsNE $Adcs TG AP
AdHe a7 BHE 9% A7 oRA AYPs o
fe=AE & 8 ¥arst o

1. R4Sl DRRle] WAMHITO CistdT

1) HA Hiy

dEAToz HGE A3 = ve e F
A7] 2(1904)00 olm] 7]e=ANA} TELe] i of
o ge] §ld o] A7lel: &Azde] F2% Xz
el Aoz AZHed 1950 tolE T
o2 APHEL o]&F 1YY ANBJ AE HYS
9 2 dE¥H 97} Kempner's rice-fruit diet®
Medical Research Councildld& ©o]& o]&3le 1
e IR & A&7} sbEdits AHEE J1Eskdh
a8y Kempner’s rice fruit diet® A9 F¢g4d)
7I7t9] @250l AU oY T o] ArldE
A% x7b adte) X EEI) dEoq aoix]
AZsHA AAAE FRD A 2o o] oljEH
A AFHFHA ThY o) ARH7) AztstdEA A
Ao i #AL AA ga =HAD X 3

Ago] oAl BAHE EA @ R 19706y 2
HAd aufAde obga g,

AA, o] A7l YL 2 F=E7 HEA @Y
BT XNREE e ol ARHoz ¢ FYdite=
Atdo] dE AWM ANRE WoT e TULFAY
7t 343 o,

EA, B2 BAEE B0 & HY Na@
o Aol Aoz, AAHez gL Rgoew o
FHEA oFE o)99) Azl st hA] FHEL
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2) Epidemiological Studies™ ®

aur oz AUAeMe AQE FF FEAEH
2o 8-15g/day AEZ LA Kok o Agl F
A9z FEZAE 53 9 10-15%9 477 1¥
taAle EHHY FA{RL A A7 30% 7t
o] o) Zrigtel] wat ¥tel Eokdth FEA
2o} mAgte) LA &(pervalence of hypertension)
e A BY Hzxe] FFE 1961d Dahlel 9
3 7l&=H AUk

thgke] YRAHAE s dEAY AFIEY 2]
E 9B 2R AFSAA S5 20-50g9 &£FE
HH3 e 9FUSo] dd ol n¥Y Y&
50% & A3si CVA 5 8L #¥Fo 8¢
A gelolld Aoz gAF WS FuRE A
& o5& Yoz AAY dEe =713 pro-
grame] Azeldl 1959E¥H 1981d7H4 A8 4
A4 "5 A &7 AFHZo| 12.5¢/day
2 7asuA n¥ge $4eE FA F2HNT=
A o]},

o9} H]&£E A EE Belgium Aol JHNE £
PP 19689EH 19813 Atole] J7HAHA &
=g AA3 A 3} £F A Fol 15g9A 9g
oz 7ASAR FAel strokes] FAFo] AT
ZAAaEgE 1ast vk

o] oz FEAAFL WNZ W e WF
o #BF AU AFE AFUESe] JLeE o)F
FAY 29 Wzl =2HUE o FREHAG

2 & 7} Tokelaude] ¥F70] New Zealand
o BHHEA 4 ol AAA 94 F39 8}
nad g 24 B Huz ol =t ¥R
PPN EE F7HEH o

n2A AANFIRY dFHA AT7FNE Fra
mingham Study?} HEHelgtn & 4 et Fra-
mingham AF%% 8g/day °l3te] @¥E HHs=
Aore] THGBALE 20%d vst 13g/dayol
A AGAME 6HE EUXT

U GEAHFe] 733 A2 FELE Amazon
jungle®] Yanamamo #Z3 Eskimos UEUH °]

g a4 1Y A& AuigA Zasd 3

o

3) Controlled Studies on the Efficacy of
Salt Restriction in prertension and
Healthy Volunteers®

gol AFH AMY G BR) FAIde @F
AH7h god ¥eFE n¥te dHEo] EHE
A3l gtod g¥ M3 FAHeE ogA ¥
t2 seE=xd Wl physiological rationale®
Agse] AR &, Aol FrtE d¥Y Yol
agoz wjMEA ¥ oFA A ALFHoE

2g 4 glon A Ftd d¥e o 7jde
Z gghe E7h0E & Qert s Aolth

Guytone FEAHAA dsgte] 229 FE9
Ae g7 Z/Withe A9 renal functin curve
model& A#sPh AFANE ARFUE F7H
718 W "ol e AU ol AN AvET
e gEg Hdise Rl TJEAFHO 29 pre
ssure-natriuresis7Hdol  #AAHUS. 2t EE
Zqlo) WE renal responses Yol ¥R LI
Aaglol Alguit stk webA o] modelte
2 g% Fqo] e ¥t WEe Agdvle FE
X @tk ol o= 19706t FHHEE 19804
of A nEYEA L FAURTE WeE FE
HEHFe WS Fetel WSS FAFIASE con-
trolled study7} %o FH=A

a2y olE AT Ao zE AGHe] YL
wBaAojgts AEL dd FEX XU 1 olF

ol studyEe] FFHo2 A EAAE
3 U7} W&ol
A, study designol FeHo} s EAlojrh
Z BAI|Pe] VR Fn diETe] Yde Aot
AAg gg4e AF 2R Yeke] o=AxE #H&
e AEE nAY | AGHe g7 e Sk
a7t ges] AGde % adetn ¥ £ Ac
7} 8= EA7F Atk & cross over design® ¥
2 study’} design¥lolel Ftie Aojch wiEAH
dg oA dEddA 4371 AGHE AT o
2392 g4 ¢oF FE3lY double-blind fashion
o2 placebod} AFL WA} Fost: designel I
a3t

4) 2efM DRUEXISNM ‘531 Xgd4o]
AN groupO| U=S7H?

AA Holw A£HQ n¥Sgtel HEHE AYWF
(inbred strain of Dahl's rats)7t &ASEAM AHE

2l
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AME o)t FARE HFE VI3 Axrl gk
olF AT FFTAL AFAE ALY omAE A}
g3t d2& MAAZITE 8-S G FYAANE
A dge ¥%Y ¥8F renin activity®} norepine-
phrine §¢ W¥ wWekx diddEL sodium
sensitive subject®} resistance subject® TE3}%
=3

ol A+ZAAEL vhA salt sensitive subjects
A dE AFH7 2GS LA ANY By
ok wekA olEH o2 o]F salt sensitive sub-
ject® WE HAE¥ £ vkd o]EdA HIHo
2 AgHs 3= Rol F2EAHY R 2o a3
1} salt-resistant subject® basal renin levelso]
¥ 1 salt deplention®] W3t renin ¥1]9 ANE7}
ZAHHLE ke FEHE Adsne 49 salt-
sensitive patient§ T3 d wWde] gl waly
HddALZE ole] A& #4F renine stimulation
testES AAFoF A it FUDRAHe) gl
I okH7EA] old APoeR HFHI ANE d A7
' #AHA g Yk

2. Ea MEE®

1) Quantitation of Pressure Diuresis

oud Feje] nPgoley ¥ XFE 1 YL
FAeE A7)e AFeltt. ol AAY Pressure
diuresis phenomenong 718 44 <& g+ 9l
ol AZAeA AFue] Fdg FE o FUHE
S wiEHAUG)L 3 B oy AWMEe
FIF9] £5 2 43 vHEA @k Fig. 1

Urinary volume output
(limes normal)
N w ~ w o -~
Ll ¥ L] ¥ T ¥

-
T

[ éo 40 60 80 100 120 140 160 180 200
Anrterial pressure (mm Hg)

Fig. 1. Renal function curve = Renal output curve.

AMHY YHol 28%FE, X Fo A 59 g ¥
AlgtE 29 renal output curvert ZHAG o]
Fig. 1914 &% Ixo] AFugte] F7tad ol
cxdaiass

2) Infinite Gain principle in renal outpou
curve(Fig. 2)

Renal output curveolr] ¥¢& intake/output
A HAE FAAM HAEHY A4Hez dYE &
YA HEE 2¥ge] FUEAY Zade] o)n
AAE deoz sEol2rt dATshd Hgto) A
AR A7 =dgurr 2¥ge AK(FIA)
F7HstAY A

3) Two determinants of the long term
arterial pressure levels(Fig. 3, 4)

uetA o] A&HoZ ZESF e ASe
Renal output curve’t 2LE8ZESZ ZAAERA water
and salt intake line®] 9= °|%¥3 FriA why
®olr},

4) Long-term hypertension

49 AEAQY Wt Ade 3 dxA g o
st zAdAh et ojd TExA ol NAE X
T wzAYe Friojorgt gk AFe] EHEHZ|
B LAY HEL S A&Hoz Wslg
T gt

5) Renin-Angiotensin system in HT

Renal outpou curve® BElA Y ¢
02 o|FAF Y& UM AY 714L Renin-
Angiotensin system °©] §3sc},

3r

EY o
Renal Output of
Water and Salt

s F

Equilibnum point
2 -
Water and Sait Iintake
0 1 1 1
0 50 100 150 200

Arterial pressure (mm Hg)
Fig. 2. nfinite Gain principle in renal output curve.
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Normal R4
2 S Elevated
4
",‘/ pressure
-
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Intake or output (times normal)

B -
B
s Elevated -
pressure
4 i e \ ——————
Normal
2 —
0 3 ]
0 S0 100 150 200 250
Arterial pressure (mm Hg)
Fig. 3.
Angiotensin Levels in the Blood
(times normal)
0 25
10 -
= 8
2
3=
B °T
Y
£8
EE 4} Equitibrium
_S: points
N S 7
Normal Intake
0 fll L - ) 1 1 L

60 80 100 120 140 160
Arterial pressure (mm Hg)

Fig. 4 911

6) Role of Renin—-Angiotensin System
in maintaining normal BP despite
wide-variation in salt intake

A EEA captoprile AHE38le] angioteising
TZA7 e 9EelAl angiotensin® FU3H o

Effect of Angiotensin on Renal Curves
(times normal)

0 02 10 25

“

—
N
1

-
o
L]

@
Ll

Angiotensin Production at

Rding renal
Different Sodium Intakes
(times normal)

(times normal)
»
1

Sodium intake and output
Y
]

60 80 100 120 140 180
Arterial pressure (mm Hg)

Fig. 5. Sodium loading Renal Function Curve.

g Tz APRAL WED FZe A
renal output curve® 18| Fig. 59 #< sodium
loading Renal Function Curve’} #=®th ©]
Fig. 5ol4 @4 %o Age] AAHo2 7537
o sd JEAMFH7 ol ¥F reninXUt A3
o)A Selle ZUhetd Aoz dRujMol =
A3 Yol AL ofF wmsoh
7) ﬁllt‘tleg)ed renal physiology in Essential

D Renal blood flow is decreased to 50%
normal

® Renal blood flow resistance:2-4 times
normal

@ GFR is near normal

@ Accelerated natriuresis during saline infu-
sion

® Reduced sodium excretion of renal artery
occlusion

® Nephron Heterogeneity (unsuppressible re-
nin secretion)

@ Kidney is not excrete adequate amounts

of salt and water

8) Altered ECF physiology in Essential
HTIO)

@ COP is near normal
® Total PR is increased about 50%

@ Plasma volume : subnormal
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@ Circulatory homeostasis impair

3. (l)llt_;;l'nlilr_ll—sx)‘\ngiotensin System?| MZ2

1) Laragh-Brenner9 A%

ol AFFXEo] renin-angiotensin system-S
g FAsEd e F83 gL ok 28y
AA g2 n8Y #BACA renin®] ¥F F=(EA4
Ty dzTd Hstd #Xgn 238 ¥ 39Ut
ol e 18U ¥J22 rening HFE o
gA olsfsol 2 WAL o] Aldo|t) Lara-
gh-Brenner 52 o] Ao st Table 13 7o)
Adstn Jon AZME 7 28RS

2) Renin-Angiotensin system0fl ¥&&
OiXl= elXlE

Angiotensinogen® 7+ A EH|"® & renin
o] ]38l angiotensin 12E W3lF I o] A
angiotensin converting enzyme(ACE)d] ¢]3}o
angiotensin II7} ¥4 ¥t} Angiotensin O+ 3
HAE FE5AY 249 F 28314 aldosterone

Table 1. Role of the Renin-Angiotensin Axis in
Hypertensive Disorders

High-renin Low-renin
HT HT
(Arteriols)
Peripheral resistance high high
Aldosterone high low to high
Plasma volume low high
Cardiac output low high
BUN high low
Blood viscosity high low
Hematocrit high low
Tissue perfusion low high
Postural hypotension yes no
(Clinical examples)
Renovascular  Aldosteronism
HT
(Vascular sequelae)
Stroke ves no
Heart Dz yes no
Renal Dz yes no
Retinopathy yes no
(Treatment)
ACE Diuretics
Beta blocker Alpha blocker
Ca blocker

F4& Fgct

°]4 ¥ angiotensin 18] Ao d%& MAE <
2Zt7t ch¥3tA) gk Renin-AngiotensinAlel]l #¥ A&
7k 2] G4AQA AFE rening FAZ FHFHo
ston O Ade ddd A Hoh Ag2e A
7} stk & YW 24 1¥Ude A rening
8% sZ7t 28 Af Huds AAHESAY 23
3 ¥ A% o g3 ¥ dFAEL rening
d3rx ive 23 U 571 F8Y Aoz 35
st glov ofF] A g

Renin-angiotensinAl9lA] angiotensinogen? <
g2 ez d S Foged I ofE o
S Z2vh AA, dubEe ZawrgdA VAL 2
g FRE fAEY Hd WMEEEE x2EE B
2 EAsteAe] BEFolx, EA, renin-angiotensin
I Atelelle ZE@ =He]7] Al&(feedback)e] &R
322 renind #AE7} angiotensinogen ¥ X
H)gle Jdlzoz Fesichs F gk

Renin®d 8% &+
range)©] i angiotensinogen< 2 1 mmole =&
g At W 7] A(substrate)?] angiotensino-
gen® ZHEH angiotensin 1€ =& renin9 A4
gH3-olA Kmzte 1.25%0.1mmol/Lelt}h. weby o
WAl angiotensinogen ¥F FENA reninol 9
3t angiotensin 1°] FAHE 4L HgrgS
%9 Awk1/2 Vmax)olgtz 7t #S: ok wekA
Zvd oAl angiotensinogen?] Aol FitslAY
steroid-} #YoFe] % Z angiotensinogend] ¥4
°] F7}99¥ renin-angiotensinAY #zlo] L
F Ag Fojth

4. B=0l0| A MHY" Y

1) 47 uiH

SEue 4L Hosldrln £ oA gAsE
wto] B A9, 7tENeR 2 F 9EY #
frgol tt21 7i1e Ao tdate zEd &4
% Na®t K9 9 Ag3] Hostr)7 ojgda w
2} ol BIBIERE BX Y}

2ol Na % Ko} 433E AEs] dosie= A
£ renin, aldosterone 59 HAMA #ARZFH &, W4
A

1348 xgd Aol & ¥ oz AYARE

fuid

picomoles* & (picomolar
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susle Ay n¥Y 59 PdAEE olHe
Hol= F835th Az ¢ ALY APl
N zEHe $4¢ gadoz Na 2 Ko &3¢ 5
Rste] BAE0) AHsE Na R K3 HTAE
oty y) 918t study® A=A

2) T Wi

SRR APY APl zEHE =4,
22 MAozXRE L uhie] 33 VEL WA
zagz 2-3dvit &4 AT 13uig 2749
g Astd % 6749 AEA % Na'3 K’
o] %2 AU

2xuge adsid 2zt ARES B4s ¥F
RAHRG7 A4 A4 NE FAE Y 9
105-110C ) ovendlAl BZA7|2 A7 24 50T
2z 7tgdd Avt Ax2 Bk Ae FAE 543
I HNOs&el3} 1:59] ul&2 &R FHULE
xo] sampleg® WS T flame photometry ol
Na*® K'e &4k o34 st wkaa 9
Zguit} 670 sample®) FTFAE T3 ol V€
o2 BRIt WA 2R &4 FAZEEH Na’
3 K o #§3E A2

3 HEA

9259 14Hone regular diet)e] 42 A
2 9 2 AN YEL TEE 2 ud =
FAEY oj2zRE AIAHE F 9¥Y F2 789
+51mEqz 3% M7¢ Na%2 236.7mEq/day 2
Apo AL W 144g°IUT

a8U AAE 2R HAYE ASE ANL%ES
Aoz Z22¥ & Yud AAZ AxrE Edd A4
st BN AFHE AAE A7 AAREA F
$AAE wn nAY, B, AAY, Vg AY AR
4 o] glo] BAY & of A 304E dgez
AN 2443x F Na'(meanESD)& 154.7+60.7
mmEq/day2 EE9 Zo] ¥ATW ole AIv
HAF W] Po] TEFS AAT

MoeAs FZF AL YWEE tE 4§ X
T 343 tzch $FdM d¥e FHE source
= ogukd 2 PR Mok wEb §4& U3
A B57) e 28 QM g8 S 9
2 AA7 AQGAL s Aol viyA e 1
22 28 A% Foot $E YoldE R o=
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Sodium and Potassium Content in Food

Diet(n=6) Na(meg/10gm) K+ (meq/10gm)
&yt 0.06 0.03
= 0 0
A7 1.15 0.09
ol&= 1.25 0.06
0 ey 1.28 0.20
Bolx 151 0.16
A= 0.85 0.09
] 0.10 0.17
A #T 0.90 0.01
AAAA 320 0.68
w37 X) 2.28 0.60
EX 243 0.07
271X 2.13 0.40
473X 251 0.32
45 223 043
A H = 1.78 0.06
ujF g 2.80 0.73
%715 28 0.73
BEUE 1.45 0.80
N ZA & 1.81 0.67
@22 417 0.25
L0153 1.89 0.55
iy #3 2.10 0.62
WAL TR 1.70 0.45
A7 AE 131 0.08
siA 27) A 1.98 0.52
FvesA 243 0.36
e ¥Ry 1543 451
A1 2.37 0.58
EHAES 462 0.42
FolW RS 3.10 0.42
ZA Lol = 1.49 047
A ok T o] 0.71 0.42
A=Y 0.81 041
F7olx 37 0.25
Aulg 2y 332 0.23
=249 14.64 5.19
AdUE 4.00 0.50
2. Futat 3.80 0.14
AR 154 0.14
EA ek 0.58 0.81
SHEA 1.24 0.17
agolxd 587 0.34
+9=4 5.23 0.17
qxzY 948 0.22
LA EE 2.72 0.64
AT o 14.49 161
F5A 1.03 0.25
ESR- S| 1.58 0.92
EFn3H 1.78 0.52
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St AHgated A2vY FEE UEE YTER
Haogol wRoR We Pr $VE 2E o] d4
HQl wgoleb 4zkac

deAdHe g7y FAC Y 9y, 493
FREVES 23 HYsa AFINAe d7dH
o2 olsfgh= HANA diFHE A,
3 %F AFsofol & whake] Ety AL A
et gt ofe T AAl ZEE FE
FE A AR ARE EYE AGAS A
71 9% FAAA PHE =3tk
FEo] Yol A= L FF o dFH o}
% F}Ale]s E3] renin-angiotensin systemo]
3 7= 94 3] renin activity E B8l £F0
Al H"oju}  angiotensinogen, ACE, angiotensin
receptor, aldosteron synthetase & S¢3HoZ

Brste A7} glojok & Aol
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