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BMI 23.1+2.6 (16.3~381.1) kg/nt, $EERHG,
SIME, SIEMAERESZBRD 2RE Ui,
58, {8, M/ (SBP, DBP), (41 (HR)
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F1 16~17HMOBFPENIEICEIFR196EQMFL 77 /E (log)
& DFEERFRE
vs. 67— 987 — & (LB ('98—"96)
BMI .55t 0.40t —0.29t
IR I p.21t 0.13* —0.07
PEEEHA M AE 0.14%* 0.09 —0.05
SEEGIME 0.18** 0.11* —-0.07
IS st 0.18** 0.14* —0.06
il 0.11 — —_—
A4 2 ¥ (log) p.31¢ S —
Bavrzyo—an 0.14* — —
duitfgls (log) p.21t — S
HDL-2 P R 7 2 — —0.14* — —
ILDL-a VAF O — 0.20t — —
K B 0.26t — —
**P<0.05, **P<0.01, tP<0.00L.
£2 16~17BOBFEE NI ZICH T2 1996 FEDMMEFA > A Y VE (log)
& DIRRAGEL
Vs, 6F—F 97— ¥ LR (C98—96)
BMI 0.17%* 0.11 —0.13*
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m % 0.241 — —
V77~ (log) 031t —_ —
BoprxFo—i -0.01 — —
thifeRE (log) 0.281 — —
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#&3 30~B3MOBHE230LICHITZ196EDMmMFL 7F 8 (log)&d

il

vs. 967 — % "9Br— 7 Z{LR('98—'96)
O —0.02 —0.02 e
BMI 0.631 0.5971 —0.17%*
R 0.681 — —
IR RGN 0.12 0.14* 0.06
SESRIBIM 0.18** 0.19%* 0.06
SEEME 0.16* 0.18** 0.07
IREisE S 0.05 0.04 —0.01
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4 v 29 ¥ (log) 0.28t —_— —
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£ # 0.07 0.07 —_—
BMI 0.21** 0.21** —0.01
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LDL-2 L R5Fu— 0.12 0.15% 0.02
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