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AL ATFY LT AT VLRI vl = 1999 5 2000 (2 THAL 7.
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FEEASEHNE CETP RIBED CETP Bz FE & MiFMEHE, MmiE CETP & OBE (F¥9+ SD)

WETFR Bi% (B/%) CHOL (mg/dL) HDL-C (mg/dL) CETP (ug/mL)
14A/14 A 14/13 275+ 36 167 + 33 <01
14A/14T 0/1 171 106 <01
14 A/7RRH 01 319 223 <01
L261 R 1/0 272 130 < 0.1
14 A/D 442 G 2/6 273+ 48 134 + 24 0.6+ 04
D 442 G/D 442 G 1/6 247 + 44 83+ 21 09403
ANOVA, p {# 0.09 0.0001 0.0001
%£0 CETP Z2XREEBBARIBEOMBIELEMEOLIEE: L ARETH LD, AT odf
(mg/dL, ¥4I SD) th &b n &, 5,000 Al 1 ABE:
iz arr - It 4 . 3 ti [y .
CETP %388 =4 iR 2543518 tﬁﬁ'&iﬁi o e shb, w445 Fld 60 5 LA L
e ? 25 ) (56 %) TGO A
125 30 15 : )
S (%) 50 20 0.05 * 16 % (4/25 1)) ERLWHIETDH -
i 59 +13 63+ 10 0.29 2 (RO). i, FEEA MR
CHOL 273 + 40 255 + 38 0.15 CETP AU W PE T, IRIMAS R 5 A%
T8 110:£:63 74 £ 54 0.01 + AN L TEHBUETH Y, ki
LDL-C 86 = 27 128 + 36 0.0001 i N TTRC. S
R L L AR OO B A g 75
HDL-C 165 + 36 12 + 29 0.0001 C I ML Loy S 00 BEEE A3 5\~ L) e o
- LARASS, AMEHL, ER
apoA-I 239 + 49 208 + 51 0.07 EK'L?L*?b'*Mdﬁ I%
apoA-II 46.8 + 12.9 413445 0.28 B A 25 Lo L A7 O0— Vi
apoB 68 16 88 + 22 0.0029 BERMURTHH, ORI,
apoC-1I 9.0 %59 51424 0.04 e ik comos Tk
apoC-1I 252 + 10,6 131 %76 0.0017 e 2s] Too T LA
apoE 122 +51 65+17 0.0006 —VIERF ] Lvw) Zo0+L
p (a) 83166 234xL54 0.01 + A ://{’I"?Z@;ﬂ:a,"%’ﬁ‘ fFAELTw
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FEESHM CETP RIBOMEBEREFREOHZE (Fi9+£ SD)

p il
5 S St I 7 1y MR
filE (B2 xiE/ 55 xiE) 18 (15/3) 27 (15/12) 0.05*
FHs (FEE) 59 + 10 62+ 13 0.38
01 ~75 22 ~ 89
m#& (mg/dL) 104 + 34 90+ 10 0.20
BMI (kg/m?) 22.1 %30 212+30 0.40
FERRB (%) 11.8 43 0.56*
IRFERRME (mmHg) 145 +18 125 + 20 0.02
HERR A M E 87 + 11 75+ 11 0.02
RREFIOMER (%) 29.4 8.7 0.11*
R EE (26 %) 0 7.7 0.51*
RO OER (60 BLLED %) 0 13.3 0.50*
B EEE (£Fh %) 11.8 3.8 0.55*
BMEREE (60 LIED %) 10.0 6.7 0.76*
60 ~ 69 OB MM LEEDFREY! 38 47
60 ~ 69 DM EEEDHREY! 35 1.7
' 1990 £E/E 4 KR IR AR R B I & ¢
%0 KETESEM CETP RBENSHESR
fE5 | #@ZR$ | CETP | CHOL TG HDL-C | Lp (a) BMI T EA%
ES |ER/M8l| METH | (mg/dL) | (ma/dL) | (ma/dL) | (ma/dL) | (kg/me) | LE | MRERAS | ER1E = e
1 75/2 | 14A/14A | 263 54 202 12.7 18.8 HY | L | LIE | 1@EEAEMAER E%
2 75/8 | 14A/14A | 242 104 144 4.5 20.1 HL | L | LE| SRERERY —
3 69/8 | 14A/14A | 278 308 166 2.0 29.7 #L | &L | LA | SREERY -
CHETHIN (65 HEE)
4 51/8 | 14A/14A | 301 168 181 23.8 20.6 &Y | HL | &L | RFER (50 mBE) | EF
48/ | 14A/14A | 213 9 98 nd 23.6 #L | &Y |RE| HEKHEE =
6 78/% | 14A/14A | 265 159 135 7l 237 BL | BL | &L | HEEROE =
(77 MESE1E)
7 67/% |D442G/| 315 72 79 21.9 26.1 Z#L | L | &L | ATDESHBEREE =
D442 G B3l 70— /LMiE
8 66/ 14 A/ 256 4 107 nd 20.1 L Hh) | L | BPIRISEEEERTE, =
D442 G JAB3E (66 FESIE)
9 65/7% | 14A/14A | 288 282 98 0.3 nd L | #L | &L | 7ZAa—IEFET -
(1997 HFET)
10 63/7z | 14A/14A 255 79 146 nd nd L L | &L | TYREMEROE EH
(63 HRIE)
nd @ FEE, — R
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