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=Abstract=
The Relationship of Low-Level Blood Lead to Plasma Renin Activity and Blood Pressure

Soon Woo Park, Doo Hie Kim

Department of Preventive Medicine,
School of Medicine, Kyungpook National University

A case-control study was conducted to investigate the effect of low-level blood lead on the blood
pressure, The plasma renin activity(PRA) was measured also to investigate one of the possible
me(‘;hanisms by which lead may play a role to influence on the blood pressure,

Seventy-two hypertensive and sixty-nine control study subjects were selected from the workers
who had no history of job-related lead exposure, in Ulsan city and it’s vicinity, Korea.

In addition to measuring blood lead levels and PRA, body mass index(BMI), hematocrit, serum
sodium, potassium, creatinine, ionized calcium, and cholesterol were measured. Also, the habits of
smoking, alcohol drinking and family history of hypertension were checked.

The blood lead level of the hypertensive group was 19.8455 #g / dl, which was significantly higher
than that of the control group, 12.54+4.7 #g / dl(p<0.01). On multiple logistic regression analysis, the
odds ratio of blood lead level on the occurence of high blood pressure was 1.38, also statistically
significant(p<0.01).

There was no significant differences between the hypertensive and the control group in the PRA
or In(PRA), but there was a marginally significant linear relationship between blood lead and PRA
in the hypertensive group(p<0.1).

In conclusion, blood lead level which has been known to be within normal limits may be one of
the possible risk factors of hypertension and PRA alteration by lead may act as one of the mecha-
nisms,

Key words : lead, hypertension, plasma renin activity.
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a1 v =4 NHANES(National Health and Nutrition
Survey) I Z#oA], 124]¢) 4 554 Alej¢] i (Harlan
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Arsgen, 719 BFAE &£3slo) BMI(body mass
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NESY BN BNAE BT 1YFTH AETE
TEE F UES st PAHe 2 Al

g5 d9 & 79F 9428 ZA(CTF IL 655)8
a4 92& 43 Al (atomic absorption spectrophoto-
meter, IL 551) 24 A#F3ton, PRAE 2579447
{Micromedic®, Baxter CO.)E Al&-35te) 2R3Qc}. 28
3l ¥y ol g, &v, TEM|Z A2 Novarl
()¢l Stat Profile 58, Z# 26 &, 2 clede 23
2 HitachirH( 2 &)9] 712 S& A8l ch

A A e F #e T £ X Ao)§ B
213} Students’ t-test ¥ 2*-test ApE3l¥oH, PRAS}H
BA & FozZ dFHe AREY EPAA #IFPE
27l 918 2 AEAE AN, 28 d& vRE
o] AAEL] Fito] g @A} (odds ratio)E T317]
8 2x129Y 23] A& (multiple logistic regression
analysis) & AMH2-3l%ith,. PRAE ¢ B89 2XE 3%
2852 A4 log HESIAT. AHEE B4 A1 AE Multh
(Campos-Filho$} Franco, 1989)¢} SPSS /PC*(Norusis,
1986)°] At

q3Ate AE T O E¥Xe ¥ 17 #2d

mod A

182 Pz A¥e vmsld ¥ 29 2}
n¥LT F£7] d¢L 154.6+14.2mmHg, o] 97

£ 3te A9E ul&FA, 150 18 oo FAAA ¥ 1038+7.0mmHgoiRen, iy £&7) gL
SFE st AE SFAR ERYY. 2¥EY 7K5Y 12654+123mmHg, o)) ¢S 82.2476mmHgel 3w
FEe AA £& S LS &2 FHol Ankz dgs T F Alold AE 9 zole ik
Tabte 1. Age distribution of hypertensive and control group
Age Hypertensive group Control group Total
(years) No % No % number
~29 9 125 9 13.0 18
30~34 13 18.1 14 20.3 27
" 35~39 12 167 12 174 24
40~44 12 167 9 130 21
45~49 16 22.2 1l 159 27
50~54 5 6.9 7 10.1 12
55~ 5 6.9 10.1 12
Total 72 100.0 69 100.0 141

—518—



Table 2. Comparisons of data between hypertensive and control group

Hypertension Control
Item Mean+SD Mean4-SD Significance*
(Range) (Range)
No=72 No=69
SBP(mmHg) 154.6+14.2 126.5+12.3 p<0.001
(130—210) (100—150)
DBP(mmHg) 103.8+7.0 822176 <0.001
(90—130) (60—90)
Age(year) 412490 419497 NS
Weight(kg) 66.81+8.7 62.9+8.2 <0.01
Height(cm) 168.1+5.2 167.8+5.7 NS
BMl(kg / m?) 236+£25 223123 <0.01
(18.4—29.8) (18.0—27.4)
Hematocrit(%) 455+31 451+26 NS
(37—-52) (37—51)
Sodium (mmol /1) 143.8+4.1 143.8+35 NS
(129—164) (136—152)
Potassium 4514054 4.74+0.70 <0.05
(mmol /1) (36-58) (34-61)
lonized calcium 1.10+0.14 1.10£0.13 NS
(mmol /1) (0.84—1.37) (0.88—1.39)
Creatinine 1.05+0.24 0.94+0.23 <0.01
(mg /dl) (06—1.7) (05—1.6)
Cholesterol 190.4+36.7 178.9+45.1 <01
(mg /dl) (96—292) (104—380)
PRA(ng/ml/hr) 242+2.00 221+£1.71 NS
(0.15—9.62) (0.15—9.18)
In(PRA) 0.53£0.93 0.47£0.89 NS
(—1.90—2.26) (—1.90-2.22)
Pb(ug /dl) 19.8+5.5 125447 <0.001
(6.0—386) (4.0-34.9)
Smoker proportion(%) 70.8 55.1 <0.2
Drinker proportion(% ) 80.6 71.0 NS
Positive FH proportion(%) 20.8 8.7 <0.005

Abbreviations : BMI ; body mass index
DBP ; diastolic blood pressure

FH ; family history

PRA ; plasma renin activity
SBP ; systolic blood pressure
* ; Statistical significance was determined by t-test or x?-test
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5 I Abolel) Ao Aol glevt AFe 1Yol
g zFd vs) #9354 Eo} BMI(body mass index):
TEetro] 23642584 dlET9] 22.342.30 vl& f-23t
A =¢Hp<0.01).

By FEAEA e 28Tl 4.51+£0.54mmol /124
W29 4.7440.70mmol / 1o} ®]a] F2atA Rtort
(p<0.05) SRtEAHE, LU, o238 AFE F T Ao]
o xolz} AAth

¥ ZgoteldAes n¥YTol 1.05+0.24mg / dlEA
W=7 094+023mg/dlo] Hs| §98HA ERXT(p<
0.01) Z8 2682 18] 1904436.7mg /dIZ2 A =
9 178.9445.1mg /dlo] W&l 10% FFA f25HA
=A%

FAH I = (plasma renin activity, ©)3t PRA) %
In(PRA)E F & AloJd] Aol7h idev 8% A =&
2ol 19.8455¢g /dl2M iz Te 12544.7¢g /dl
o vlal F23tA =RHp<0.001).

Fdgd old n¥YFo] 70.8%=A thEF9 55.1
% M8 10% oA FAsA wkew, FgolA
= F # Aoldl fo7 xolrt Adth
¥ FAY S nF¢T 208%7F At diEstedA
Zxz

|
nze] 8.7%°l vlsl frelehAl = UtH(P<0.05).

RGN F Wezke] FRAVAES B A7 9%
g3 AdolEd Ateld] A4FBAZE YULH (r=0.29,
p<0.05), PRA 2 In(PRA) Alolol= A AAA 7} Aot
(&7 r=—0.26, r=—0.25, p<0.05). 181 A& FrlE
A E AllolE 10% FEAM F23 Q3ABAT AN
THr=—0.23).

PRA g In(PRA)9} SintE=AE Alelo] A4a3A7)
AN2H (2rz 1=0.28, p<0.05; r=0.32, p<0.01) 83
2YE3 G4BAA7 AQAN A2 r=—0.24, p<0.05;
r=-033, p<001). 2% BF A7 LA TeML 2
g4 ol2s Zavd ded¥ASFE 24 020 2
—02124] 10% FEAA fodstdch(FE 3-1).

HETA 74 fpzte] dad e B Ay 939 §uie
A EZ AgA@BA7 dAded (r=-0.24, p<0.05),
PRA ¥ In(PRA) 7= S4a3a8A 7 k(22 r=
—0.29, p<0.05: r=—039, p<001). PRA % In(PRA)
o} driemg B daeaddAsE 42 021 2 0238
2M 10% FEoA frolstdri(E 3-2).

Fd FR0l WE F dFEE B 29 2Ty A4S
FAL F=7F 127430 pg/dl, ¥MIEATC] 122463
pg/dlelen, IYUAEY A9 FATC] 205450
pg/dl, M EAT0] 182463 pg /dISEA FA Tl HIEA

Table 3-1. Simple correlation coefficients between possible risk factors in hypertensive

Age Family Smok-  Drink- BMI Hemato- Sodium Pota- Cal- Crea- Chole-
history  ing? ing?® crit ssium cium¥  tinine sterol
FH —0.25°
Smoking —-0.09 —0.05
Drinking 007  —001 0.30°
BMI —0.31¢ 018 —001 —0.05
Hematocrit -023® —-004 -0.06 0.01 008
Sodium 0200 —020* —014 013 -031° -—on
Potassium —-0.19 0.01 0.02 —0.08 0.01 0.03 0.07
Calcium T 0.04 022¢ -020° —024 -001 —029° —020° 0.07
Creatinine 02%* —-010 —020 010 -023® —001 026> —008 —0.19
Cholesterol -0.10 011 —005 -0I3 0.11 020 —-008 002 —002 —006
PRA —0.26° 0.01 007  —023 0.18 028° ~—024° 018 —004 —023 0.09
IN(PRA) —025*  —0.6 005 —023® —0.25° 032¢ —0.33° 012 —006 -014 0.16
Pb -010  —016 019 —002 0407 0.06 0.22° 0207 —021* 0.06 0.12

Coded as ';0(no) 1(yes), ?;0(no smoker) 1(smoker), ;0(no drinker) 1(drinker) 2;p<0.1, ®;p<0.05, ¢:p<0.01

¥ ;ionized calcium
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Table 3-2. Simple correlation coefficients between possible factors in control group
Age Family Smok- Drink- BMI Hemato- Sodium Potas-  Cal- Crea- Chole-
history  ing® ing® crit sium cium¥ tinine sterol
FH —0.20°
Smoking 018  —013
Drinking -005  —0.03 0.32¢
BMI =011 022 —015 —015
Hematocrit —~0.24® 009  —003 0.11 0.25°
Sodium 006 —011 001 —024¢ —012 —004
Potassium 0.05 0.05 0.26° 015  —001 017 0.03
Calcium¥ 017 0.08 0.08 015 —002 —007 —046° —026°
Creatinine —0.01 021 —0.08 0.01 018 004 —000 —007 0.03
Cholesterol —0.07 002 —021* —018 0.18 017 010 —010 0.07 0.15
PRA —02¢® —0.02 012 —005 012 0.212 001 —019 005 0.07 013
In(PRA) —0.39¢ 0.06 002 —001 0.07 023 —005 —015 0.06 012 0.08
Pb 023 —023® 0.06 016 0.04 0.05 0.08 0.02 0.06 010 -021°

Coded as ':0(no) 1(yes), 2;0(no smoker) 1(smoker), ?;0(no drinker) 1(drinker) 2;p<0.1, ®:p<0.05, ¢;p<0.01

% ;ionized calcium

Table 4. Comparisons of blood lead levels between smoker and
non-smoker in hypetensive and control group (unit ; xg / dl)

No. Smoker No. Non-smoker Significance
Control 38 12.743.0 31 122463 NS
Hypertension 51 205450 21 18.2+6.3 NS

Table 5. Comparisons of blood lead levels between drinker and
non-drinker in hypetensive and control group (unit; #g / dl)

No Drinker No. Non-drinker Significance
Control 49 12.945.0 20 11.3+4.0 NS
Hypertension 58 19.8+55 14 20.0£5.5 NS

o Hl& €F A% =t thh oy ZAARN fFAH
ARTHE 4).

25§30 ©E ¥F A¥ES 2 23 gzTe 3%
579 FEF 129450 pg/dl, ¥lEF Tl 113140
pg/dlo]em nYtFe) 3§ SFFo) 198155 #g/
dl, ¥]&FFo] 200455 pg/dlezA BAHA F%
2ol7t YATHE 5).

IPYEH RRTE EF A% 5 ne) 9 38y
d¥zo] W& PRAE wasgth ¥ & 25 dFEd
WE PRAY AR F3F Aol ey n¥dT

A% A% 57t 2715 wet PRAE =& F7ste
F3e BATHE 6).

a¥eT 2T F A% 5 tg PRAY IEE
£ 289 2% 1% 2o, 28YEY A$ 82 dol W@
PRAS @3 #AFAe AAF7} 0.0824 10% FEA
felagoy dzgdM e #EAdo) dluth
nYFo Al PRASH gdAe] d& ez HAHE
3 g% 9, 3dolgyd, 29E, XML, HREAIE
EguEsz o 2IHARNL YNSFH. ol F&d
= In(PRA) 2 3¢t 2 43} &0ex FutEaEr

o L a2
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Table 6. Relationship between plasma renin activity(ng / ml/hr) and blood lead level(ug /dl)

Hypertensive group

Control group

Blood
lead Blood lead PRA Blood lead PRA
level No. (Median) No, (Median)
Low 23 6.0-17.7 218177 22 4.0-107 1.85+1.02
(14.0) (84)
Middle 26 18.0-22.3 221+1.96 24 10.9-14.3 2.47+2.08
(20.15) (12.35)
High 22 22.4-38.6 29242.25 21 14.6-349 2.28+1.82
(24.0) (15.1)
10+ . 101 .
P .o P .
R 5 . . R 54 s o
A e s e R A .
D « o . R o« s e . - R
R  a% eeesee 0 e .
L T T T T T T T
10 20 30 10 20 30 40

blood lead

blood lead

(a) hypertensive group (b) control group

Scattergram of plasma renin activity(ng/ml/hr) vs blood lead concentration(sg/dl) in hypertensive
group(a) and control group(b)

Fig. 1.

Table 7-1. Relationship between plasma renin activity(In(PRA)) and other independent variables by multiple
regression analysis in hypertensive group

Variable Regression Standard Beta t Signifi-
coefficient error coefficient statistics cance
Age —0.009 0.013 —0.082 —0.676 NS
Blood lead 0.038 0.020 0.213 1.863 p<0.1
Creatinine —0.194 0.469 —0.048 —-0413 NS
Sodium —0.073 0.027 —0.321 —2.720 p<0.01
Potassium 0.162 0.197 0.093 0.822 NS
Hematocrit 0.078 0.034 0.258 2.289 p<0.05
(Constant) 6.522 4.146 1573 NS

R?=0.266, F=3.748 (p<0.01)
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FAMCE fo3RoH (242 p<00l, p<0.05), BF
AL 10% FEANA FARAHE 7-1).

i ZFoA PRASH #HEAo] glg Aoz AAHE A
%, 9% Q, ZeolEy, atle, FeAS, HriEAES
EYASFE 8o FIHALNE A old 5
£ In(PRA)Z ¥t 2 Ax dugel Folsd

(p<0.01, ¥ 7-2).

2 dege] n¥ETA mXe S 17l 93 2R
28 39 24& 4A% 29 ¥F A9 AL ux
Y7} 742t 1.38 2 570224 Felatel e (Zh p<0.001,
p<005), BMIst EEAEE ZAztel maulzd 122
2 04584 10% oA fostdn. §94, &3,

Table 7-2. Relationship between plasma renin activity(In(PRA)) and other independent variables by multiple

regression analysis in control group

Variable Regression Standard Beta t Signifi-
coefficient error coefficient statistics cance
Age —0.032 0.011 —0.345 —=2.773 p<0.01
Blood lead -0.005 0.027 —0.028 -0.229 NS
Creatinine 0.306 0.486 0.075 0.629 NS
Sodium 0.003 0.031 0.012 0.097 NS
Potassium —0.223 0.161 —0.168 —1.382 NS
Hematocrit 0.066 0.044 0.190 1.524 NS
(Constant) —0.722 5.040 —0.153 NS

R?=0.217, F=2.633 (p<0.05)

Table 8. Odds ratio and 90% confidence interval by multiple logistic regression analysis for hypertension

Standard Odds Confidence Signifi-

Variable Coefficient error ratio interval(90%) cance

Family history 1.741 0.815 5.70 1.49~21.77 p<0.05
(yes=1, No=0)

Smoking 0.701 0.589 2.02 0.77~5.28 NS
(yes=1, No=0) ’

Drinking 0.408 0.667 1.50 0.50~4.51 NS
(yes=1, No=0)

BMlI(kg / m?) 0.202 0.119 1.22 1.02~147 p<0.1

Sodium{mmol /1) —0.027 0.070 0.97 0.87~1.09 NS

Potassium —0.805 0.479 0.45 0.20~0.98 p<0.1
(mmol /1)

Ionized calcium 0.110 2.043 1.12 0.04~32.12 NS
(mmol /1) .

Creatinine 1.246 1174 345 0.50~23.98 NS
(mg /dl)

Cholesterol 0.009 0.007 1.01 0.998~1.02 NS
(mg /dl)

PRA(ng /ml/hr) —0.057 0.130 0.95 0.76~1.17 NS

Pb (ug / dl) 0.324 0.063 1.38 1.25~1.53 ‘ p<0.001
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ol23} e WA= ¢AUE 202 1.50, 1.12, 345011
ot BAHQ felge UUTHE 8).

V.o #

% So] AF5A ngol} APTA Fae
ABAS ARIAY FAEA) NP a3T AT

Zo] dojitE A9E 51 Utk et FELdL

A nAPA F& Jige AL Frhskn doH, e
A AENR] FEZFS o)A Fe Ao LA W2
FF9) AExdA Yod ssAel e BTN R
Aol "gAlo] AAsith(McMichael#t Johnson, 19821
Morris %, 1990).

gHeger A% A9 E2E 1EYY FEAAAR
AZbg A7 wud e Yo|th(Sharp F, 1989).

Beevers §(1976)2 A% 2IZEA= ApielA 13539
nEt B G Ao ARV & 2FE WFes
¥F 2 A5F ATEE A dat 2™ gxpelA
F Ad¥Ert 22 59 HF Sovte 1= 2%
o AAztel FSAE FAAQ e guevt AFL v
stk stgch oldf ¥F R dAvEe YTl 27
wug/dl, B4 dFFol 24 pg/dlozM {48 o)t
AAeH o2 F4 P ¥F demdi= 1§ 24
Vsl EH A

o} =o] NHANES(National Health and Nutrition Sur-
vey) 19 2zt 5, 4041614 5941 Aol o] Wl el A
dda ¥3 drede BAE 2wl Q3 37
2 o] Y PF dFE Alolo] o3t FAAA
13l 2 (Pirkle %, 1985), Kromhout 5(1985)0] vid g = o
g Aol A 57410 A] 7641 Alole] FRE dHLE A
A7E 2L Aurt Uste d old ¥F dEEv 757
et Aade) o ackn ik oo Weiss F(19
86)2 ¥F ATEr}t olF9 Y e AoA Fad
d &1t dokn slg.en, Rabinowitz 5(1987)2 ¢4l
o n¥e AT Aol dtn g v ok
53] Sharp 5(1988)2 W2 FAALE ddez FAREHY
BF A%E7) 150/ dl o)3el M= ket FaAde] A
g 28 v i

ol9} & Axjol) ] Cramére} Dahlberg(1966)+v &3
&% 2245 dyoeg ste 2% coproporphyrinX|ell
g uES Fpe) g B AR Zol7t glutn L

i

e

™, Pocock 5(1984)% g3e] 4004 594 Ale]e] wiel
HAE ez AR A9 85 dFze Y Aol
d Aol lom, ¥F A=) 37.3ug/dl o)A BH
ArAx "Wgte] Fvkste FFE ERou FATH
¢l sogAe gt RuE &gt a8 Parkinson
(1987), Elwood 5(1988)¢] A7alx = Hlszeh Azt Y
[227¢=4

3 ul=re] NHANES(National Health and Nutrition
Examination Survey) I ATollA 1241614 744 Apele]
JUE 2AlY 8% dssd g #gAE 2 Ad
S 2R $£27) 2 olgy] gt dF® Abold] AR
BAZ AREd olE A9 BEFFET} 30 4g/dl o1FtelA
T et z2ed olde] 8% dvke 21MelA 55
A Apelel mEGTNE o BR2W 564 ol ddlAE
a3 ¢gttd(Harlan %, 1985). &l Grandjean &
(1989)0] 22 &0 HolY Y ZIEE 404 R 454
o] AAstY g BF AFEE AT B7oA 40
Aol A Fie 27 894 2 R olgr] g log
g2 d¥E9 {3 oA oy 454
a#Er) Fke 7Hed e U T YT YA
9t 3o Ftat F A% E 2T Y] AN
W, 257 240 olF WsE TAAFE W ¥F 9
gqtato] F@Adol gloid

B2 dyexe n¥dTe] ¥F A¥Est 198455
pg/dlEN NZTO) 125347 wg/dldl s fsA
E5kom (p<0.001), ole 2A2Y £33 4L %9
ZEYRY IS E 5 don AGEHE e g
3 A E 5 o ¥t T g wxpuz}
13824 SAHoR FlatAtHp<0.001). 28y ¥t
ZdA e F A%E HWXIL 386 ug/dl2A BF BT
2] olellrt. ol wFo AF7A FFA F A¥E
o Agxog AHZ 40 pug/dl olFAE AL &
22E7 FYg3oz y¥EPRAT #A A2 FgE
VAol A Aoz AZEHW, ojxd Awe Pikle ¥
(1985), Kromhout §(1985), Sharp 5(1988)2 A4+ A
o} ATt

do] gt S mA F e 7)Ao o M-S
o) Ezjol ols) AN F S ol renin-angiotensin system
o] Yol dal 71g BT 7S ste 71 st
2t HollA ol tlgh AF7} Bol Y= Ark(McAllister
% 1971 : Mouw %, 1978 ; Campbell ¥, 1979 ; Gonzalez
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%, 1979 ; Fleischer &, 1980 : Victery %, 1982a, 1982b;
Victery 5, 1983 ; Boscolo®} Carmignani, 1988).

olge AT E F¢3 B, Asxe Ao 24 renin-
angiotensin system®] wWalo}l AFAY Ar)S A
ZVedolrr 5449 F4a3% rjdoz A{gddde A
(Fleischer 5, 1980)7 &7 o &2 9] x7]ol&= PRA7}
ARAART 5Ot AG Z2 A0 AN E& ZAY o)z
Zad Rojgte MY tiAlE dAsn Yok &, BF
Aol A 100ppme] do] g Yozl ¥k 500ppm
olt} 5§ £ 25ppme] AL T A= kel Est
Asicke M3 @7 PRAZE 10 Ale S7hatsoizt
5~670Y A= A4A] 52 Aadivte ZHE v Fo] HUP
=AY VR B sRe ddMe Yol 471A ¥
o, & £2 2719 PRA F7P7h ol¥e n¥Y EA
4% 9L u FA8 B 5 Arh(Vander, 1988).

£ AFddM= PRA 33& A8 AAE H4HA HAa
A hAdRE ddez: g #AR e Aol 5E
Brell kS #HslA Eile A8 AYAE 7€ 5 dA
I wet AFH 2F(systematic error)7t dojdtie
7HR kA AFE APt

£ @79 A%, PRAY In(PRA)7F 284 iz
Atolol f-2lg Aol7b glev YN HF Ax
PRA Atole] @d@AIFrE 020224 10% 34
ot 2Eln ¥F A¥zo] wa 3Rste] nkS
W nE3Ee] AS ARyt We FUAAREH &4 g2
PRAZ} 218+1.77 ng/ml/hr, 221+196 ng/ml/ hr,
292+£2.25 ng/ml/hre 2 BAHA Fo8L oy
AE= Folel wet oAk Frkste FFE vERl
3, 8F Jd¥=E PRAS Ao Q1e AoR AztE =
AY, 2 oteld, &Y%, sivtEadER G4 Sgdss
3] In(PRA)E FH LR 31 FIAEYE AA9E
o 5 AF=(IAAASF; 0.038)7F 10% =X F9st
Ao 2Eiv Az A9 83 d7 PRAAM & o}
| #APA) AUt o8l Fu= Vander(1988)9) A+
oA AN ddTH nHYELR o] EF d¥sE
ZAeiy HE F=7F 47 124 2 141 pg/dEA
#28 o]z} giloyt T8-S A renin, F4 renin
2 31 reninr &2 vro] RHduiy HE ¥F A¥nst
Z+zt 12.7, 143, 168 pxg/dI2A I renin n¥EtTo] A
renin Aol HE {EA EA Y vk doke )
2} dABhE AL A, Jdo] ¥ B I A g

oo Ade] BFPES ¥ A AE Aoz 4G
Ak

Renin®] ¥¥]+ juxtaglomerular apparatuse] g AE
AEZA W Zagsze vhg ghe Aoz Y45 AL
o x| Zrg Al #AN3le Az FF¥rH(Vander,
1988).

18] 2 Padfield $(1975)¢] 47014 ¥ renine A%
o] Z7Hgtel me}l sl 2EL o)H T BYE I9%
Bris nggel 13 Ik @A) Qe AeE Bgow,
olge] 7l Ar|7te] m¥YoR U7 ArF Folol
o3 Ao g Azbsigrt

2 d79 ¢z PRA ¥ In(PRA)SF 9% 39 2
ABA T ERTANN —026 2 —0.25 =T F§
—0.29 ¢ —0.392A4 folg J4aaArt AT (p<0.05)
a3y In(PRAYE ESgHFR 3 2IAEHCAAME
Nz A% d%e 5 4, AYotEyd, 4Ug, dnE
aeqd g3 FAstdz FAYLR {olFR ot (p<
0.01) n¥GTNME Aol FrAst] Fhon, v 4oy
£ dete=zd et fosta(Z p<0.0l, p<0.05)
¥F Aol 10%FTNA FAstith £ d7oMe A+
AR} o -2o] 2 e nHHE 717kl il B 83 ER
Zalz FAo Aoz ol 22 AL & ApUt ot
nEYHL 1YER Eagoy B A7 Az B o
PRAZ} Q2o e A% o] F7Heel met ashd 1Y
tEol e d#o] PRAY #AGE R2E AZHE )
Padfield 5(1975)9] 29 d2A Jebsdth

2 o] 8¢ PRA 2 In(PRA)S Atlg
Atol o] S BASTE -024 R —0.33224 {4 94
THBAT AR (47 p<0.05, p<0.01) E3FAEA A
= afge] F93tg ot (p<0.01) AR TN & BEHA o)
ANt o2 aPdTohA R Hs) &) renin
Y AErgel ¥ AvEA dojue Aoz Az
213

223 18¢TAA PRA 2 In(PRA)S} dnfezgle
Atoje] ©ad@A7E 028 2 03284 F9stda(p<
0.05) n(PRA)E E&HUFR st FHARAMNAM tE
Weo] sl BASAE §olahgiEl (r=0078, p<0.05
) o] renin-angiotensin system z}Fo 2 18 AHF
Z¥x=z Q18] erythropoietine] 7} Az AZdEc
(Wyngaarden®} Smith, 1988).

4
d
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B Ao dF e o] ndGwolAl 4514054
mmol /12 4] 279 4.7440.70mmol / 1o )2} -2 8kA
ko w (p<0.05), BA2E FIAENE TH} 24
of Wig wxtulzt —0.8052 A 10% FEolA frofsiach
a2a YoM EF A et gl dedads
7F 020224 10% 434 Fosided o2 nFo
aldosterone #-u)of| o3 A Frta A Y LA
VAR 250, 3% o] aldosteronedl n]x]= G ol
0§ A7 BaA4dg 7vi(Wyngaarden®} Smith,

4% el (Staessen F, 1990) @ A¥ =7t 40 pg/dl
olgtell e A2 W ArlE AaE dor)A) god
A 2¥EAE FEAZdE dEE 2 oo n¥e B4
A71E Astio AYste Ao 25 4+ ArH(Osterloh
=, 1989).

oy B2y nggter Jdd FAE WHEeR
Ca-EDTA & £43lq 4 uj& 438& & 2, Arlsel
AsH(EA g oleldol 1.5 mg/dl o] Aol 471
ol A4 Afrc A9 wEFo] fFostA @k
ol& m)Fo] doz A AV A F& A7 AFE
A ol AAFHS AGE 2 5 Y2, of w) ¥k
Az A7l% Azt YT Y] e Apole e
APE 9 o ngLo) Tt Aol vE A wigHF
o] fosiA v AL Aog wFo] AFe A FFHo] AF
Ao 27 o]x}HQ Ao RE AR e¥gron, maEA
BEeiA n@goz Addes AR F o=Axe ALz
A% ANFAFo 2 mE]tel A4 sHsAdel Atk (Batuman
%, 1983). £ Osterloh 5(1989)& n¥Y¢o 2 AF AF
AY 2 gE ez A A4FA#RY Ca-EDTAE
Fog 9 A £ o Wi, €5 d%E 2 zinc proto-
porphyrin & AW d3} 5 FolA {98 Zolvt
SA el dog sl nEYPe] Arle AL old ez
SR

agn g3 2 olEldAr €% deEse 8ol
glow, ngYPol} AlVlE A7t ds Y 5 A=
7t Bgeldats EAANY @ WE ARAAM AW QA
Zzo] g9y Aoz AHE 447t dE AR vFo]

ol o Ezz % n¥YY A JHEAL wAg
% glthe B1st glow (De Kort %, 1987 ; Pocock 5,
1984), =3 Wedeen(1988)0] 23l ¢7] AZ3AZe=
AT T4 FAe) AT AR A 5% W o o]
ARAgel Yoz A4E AR A Y4 dteH
Ao Ea g FHol gl AMAM R A9 371 48 A=
0 4 AY ZER FX(30 42/ g)S ¥sddn
stod 91018 ¥ = gle AR AS A F59 754
PE AAEA

B Ao Ailide n¥YT A oleldo] 1.05+
024 mg/dlZA thE79) 0944023 mg/dol Bls) £
Hog fo3A ERoWH(p<0.0l) ¥4 2T
25 85 dx Ay ol dAtold FAAo] gtk 11
thAAke] @ olEl ] ¥9l7) 05~1.7 mg/dl Alol&A
SR A4 Ee ohigd HE 7R Aoz QA7
A5 Astrohs n3de] HaH o] Ageleldxe] F7}
7t & 7beAol & Aoz Holy o Osterloh &
(1989)¢] 71+t R stArt.

A4 HES 23] do] AU Sojee FRe 5875
TP 2B B ujr)st2e Floz Qs #z
olZ o]l (World Health Organization, 1977 : Gloag,
1981).

Ikeda 5(1989)0) YEQ FRE oz I XA
ostA 7 A ATl 2 4TE XTYUT &
2~4 pg, BFE B3 01~1 vg A= He Aoz F
Ak, &F 2 FPol EF Azt {9 FuAAVL
e & dud oY e 71Hesy L2 A )
5 Aste zd", 5% BF 4 W& A3ty FdS
B¢ MHEA 4 A4 4 ldk(Sharper F, 1982
Elwood %, 1988). Beattie 5(1972)2 9#& AHgdl=
1R Y 2 Z AgFel LX) 18714 HYLew o=
FEP AREE do (=@ FHol)o HlaEE e

F99 ¥F A¥Est 45 F Aol §F Aol fel
ABBA dQdtz s+g.en, Mussalo-Rauhamaa %
(1986)< HE gH) 59 d B o] 24 ug/go2A
1 % 58%7 4718 B8 wigEnin st 453 £
oz 93 Ao HA AL FARLZ AN ¥ 3
t}. Grandjean $(1989)°] ZZE APoA] ¥%F AL
R 7F 404 o 3 2+ 13 R 9 pg/dl, 454 el
92 6 pg/dlojderl] olEd Th A4S AFa 97
AE7r Bazs d9siact
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B A7 S n¥gTNA FA29 €5 ds=rt
205450 #g/dl, BIFART] 182463 sg/dl, h2Tl
A FAAbrel 127430 sg/dl, vEFDAE] 122463
pg/dlo 2 A EaxEo] i oY SAFHA Fo8
gen, 18T gFTE &F 2 HFTFeR Uy
o] HolE x}ojrt glojA] Sharper $(1982), Mussalo-
Rauhamaa %(1986), Elwood £(1988)¢] Zze} x}e]r}
AALt.

ol9lel F Fe=el HFom IFE & F Ue
Aol AFAH A= v REA Ta HES AA
o], 09% ZEE LY Ho|(W=ET), &5 2FE

A7 wolg Zzt =99l @9 A(10 mg/kg $9)e
AT Foe AEe At A 43S x4 gRevt
2 A AA £ 2FS JUE A0t dEzE) vs)
25% 7V Ggton, BEHS HAAT Ade 40%7HF
wokth, S459 Zgo] AUl d9 EX9 o] mX=
dEg2 o7 71Ad &) dold F Arh F o} AA
He A2 A4, 9=4, 2439 730 28 5l
& dojue °l, WA $2 F AES 29 4 2§
of dis] FAAHAN APYEAZ U3 AAE AANE F
Qi &£ calcitonine 2 Q1% 7484 auz A TH3
Aol A%l al® 4 vk(Aungstst Fung, 1985).
Sorrell 5(1977)2 1914 64] Alole] ojdelg wjigez
¥F 4, HgWl D, gE7e AAHE drded 5
Zrg 2 ZF HAAFH A Alold {3 J4@ABAVG
A%t o A Ah5e NWeRA, BE A3 Ae
Aol A3 AFAH g2le] wtgomA] A H4F 7187 ¢
2ot RE gulsiex], doz A% A8yl Anz
ZEA 37 HEA, olUd Lo BFoz Qs A9
A28 F57 S78ke A& AASAY.

B2 JdFdie agetitdd 8H o3 dgw ¥F
A= e dEFBASF7E —02124 10% F=FolA
fFolgtd oy dazFoAe Aol fojA do] gl
QFE v A A3l mE}l AEte Ber uE sl5Aol
A Rew F&9r)

De Kort %(1987)°)\} Grandjean 5(1989)o) <3ty
dZ A3 HqAF Alojo] Folg JABHAS Udkn
stRov 2 AFoiAe A FrlEAE B F@BAL
RAA. ol mFo] FFR ojue T AvEIM=
ZY7189 S FA g Aoz ARdrn,

8] I Elwood 5(1988)2 &2ke] 3¢ 15.647}, A=te]

7% 131471 Zo1e wel 83 dF=sh 1 ag/d¥
Z71na e o B dydAes 2Ty 3¢ 8%
A3 AR e ABASFIE 023224 10% FEANA
frolstsiol

u]o] NHANES [ A} Anoa 457 € o]¢hy]
gt Aol g wEl Assided, 4w s
Zatn AxHoz FA de 4% 84+ BMIOYLh
a9 ¥gs @A e 99 84 §F% 2 #AE, o
A3 AxolAn ¥ LeFe g3 vHsden gy
AZe g} vlEstg i (Harlan 5, 1984). Klatsky &
(1977)2 &% 37 o9 &3 AL FeAdnin
g on], Morris 5(1990)2 €3 4#84o| A& 845
24 g =R A9 o], g=te] BML 44 & FuiE
aerl 34BRAZ ANed FEAHHA Iz ue
sl Stk A} ¥ & 2 oled Tg
Hohe 4Rl gien, 3539 €dde SANAY
ool R Fh7= olgtr] ¥tz frolstA Fulsl
B3t

B ddA 85 4 ol9e n¥t Ao IFE /1A
= Aoz e AL 7= (A ¢ 570, p<0.05)olRe
o, 129 BMI(ian] : 1.22)9 FEIA|&(A}H) : 0.45)0]
10% FZAA4 #9934 sy F9L& 2L
202, &3F%& 1.50, ionized calciumo] 1.12, g ole]do]
3450|190 BAAA Fo4L Atk

E d7E 53 B o, AS7AA €A A 4
olUe] ¥ Ax LYY T AT wAY A A
A7) B o4 =7, ojuf PRAS W37} 3§ 7]
o] g BAE 75l AE ez FHHEoh

V.2 <%

AdFAES T APAZ A% n¥d 2 e
ojuf o] Bgol FEE vA + Sle 71HE W7 A
A7 Yo Fxl YRF AFE AU Rz
A g4t 9 a2 A9 AQF AF2 #AY] (e
g 222 F 8y #A 729, EF 6932 A9
Ak

dF A7 YA J8A=(Plasma renin activity, PRA)
& 23sgon FA9 FARFE, 77T, 28 7Y
F5& #8331 body mass index(BMI), 83 4d-g,
ZERAE, ol23 e, AdolEd ¢ F FdH2HES
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23 sech

Y BF ABEE 198455 ug /dIZA D272
125447 pg/dlel H8 {olatA ERXL(p<00l) EF
¥3F A9 uYPIAol tE sl (odds ratio)7t 1.38
2A 4 A8 ATHp<0.01).

PRAY In(PRA)7} ZYYTH f2T Aolel fol@
FHol7t Aoy nYGTAAN 85 dEr}t S
wg PRAE ouAr ZFriste ¥42 BRa(P<01),
In(PRA)E FHUFE s F3ALAL dN&ge o
g3 ALEEAAS 00377 10% FEAA fo)3
Ak, ,

2 A7E Fa 2 o, AFAX LHP PAA 94
oliel B3 Ax Y WA A BA e AL
a7 2 924¢ =79 oluj PRAS W7t ¢ 714
o o] FAY 7h5Ao] Y Ao F2H).
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