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Tab.1 Clinical characteristics of the patients

4 Gender BMI

C Agely SBP(kPa) DBP(kP

woup  n (ialo/Feendls) oel(y) (kg/m®) (kPa) (kPa)
S5 30 18/12 45.1+6.7 24.6£2.7 22.3x09 13.2+0.5

NSS 23 12/11 442+59 237+£3.0 216209 12.9+04
Total 53 30/23 44764 24132 21.9x1.1 13.1x04

S§: Salt-sensitive hypertensive patients; NSS: Non-salt-sensitive
hypertensive patients; SBP: Systolic blood pressure; DBP: Diastolic
blood pressure; BMI: Body mass index; 1 kPa=7.5 mmHg
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Tab.2 Comparison of oral glucose tolerance test and insulin release test between SS and NSS groups (Wean+SD)
Group n Oral glucose tolerance test (mmol/L) Insulin release test (pl/ml)
FPG 60 min 120 min 180 min FINS 60 min 120 min 180 min
S8 30 5.6£0.4*% 8.8+0.9* 7.6£0.5* 6.5£0.4* 17.1x2.4* 94.7£10.0%  79.9:9.7%*  25.7:4.0%
NSS 23 5.1£0.6 7.9+0.9 7.2+0.6 6.1:0.4 15.6+2.1 89.2£7.0  68.7+8.3 22,149
Total 53 5.320.6 8.5+1.0 7.5:0.6 6.4£0.5 16.5£2.4 92.119.1 24.849.7 23.8+4.6

FPG: Fasting plasma glucose; FINS: Fasting plasma insulin; *P<0.05, **P<0.01 vs NSS group
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Tab.3 Twenty-four-hour urinary 6-keto PGF ,« excretion and urine sodium
excretion in SS and NSS patients before and after saline load (Mean+SD)

I inary sodi eX i 2 1 ke b fmi .
Group n Urinary sodium excretion{ mmol/24 h) Urinary 6-keto PGF o pg/min) Discrined valos of utitisty

before saline load  after saline load  before saline load  after saline load ~ 6-keto PGFya (pg/min)

58 30 23640 247162%* 506+94 Jl6x32%* 197L99%#
NS5 23 238445 282471 50886 371+68 136101
Total 53 237442 264468 507189 339+68 148+98

**P<(),01 vs NSS group
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Tab.4 Urinary TXB, excretion in 8§ and NSS

subjects before and after saline load (Mean+50D)

Group n Urinary TXB, (pg/min) Increase magnitude of

before saline load  after saline load urinary TXB: (pg/min)

S8 30 315422 394+32%% TO+39F*
NSS 23 312423 359+44 4745
Total 53 313423 379442 64142

#EP().01 vs NSS group
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