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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
The Lipid  Vol. 13 No.5 2002-10  (547)109



(%)

5 -

: R L

B xi

3 L
] L

2 o

1 [

o1 L

~39 40~5 60~79 80~99 100~
HDL Cholesterol (mg/dL)

M@ R CERBROSZEREBERE
;% HDL-C f& & #5E ol (2 B4 HDL-C 39 LIF 3,431, 40 ~ 59 10,073,
60 ~ 79 4,432, 80 ~ 99 950, 100 LIk 148, Zt% HDL-C 39 LI 3512, 40
~59 15,775, 60 ~ 79 8,606, 80 ~ 991,442, 100 LIk 152 Td - 7=.
AERTMILEM, ST, BME, JLAFO—-E, BEETHS. HEE
MOILAE L ITHR 6 % B

1 B
g o

B

T

~39 40~59 60~79 80~99 100~
HDL Cholesterol (mg/dL)

HO® ROEEEOZTEHEERE
HQ Ok & S5

110(548) The Lipid Vol 13 No.5 2002-10

PP BRI Z TR S Tl

(F&O).

Lk, NURNSBEREAC T (EM 8)
TiE, WY RA—EXEFT 50T
i R 23— & CETP AWK
T L7z HDL IL9E 7 -C I AR A b ke
k&3 Bl w3y gkt
v, F 72, bAETIEEY =¥
R T LML ToE—5 —% 8
DFEPEH D D DOT, WFHAE T
LIS VL DRSNS,

IhET, DAEIIZETS CETP
SARIEDMAETIE, IVS14+1G>A
(2 & BB A ERDHHIETSH L A
B Lt fniEssA T, o HDL
ILAE BT I O R o g i 28k A%
WimL<Twa gy, 356
2, oI A2 777 ¥ —DRwn
CETP Kl car bu— LB
TREYIRTIAL, SHEMIREELASHm L 72
LT MG Y HL. —H, FEL
DEHLTORE TIE, "T74 DHA
KA ToOWA W LR, CETP Ko
A Hh2b 5T, YRS HDL i
L LR ORI R LT
72739, Lo HDL UE Tl 2o
fimiziz-o&H Liwv (R@).
Ji, [ CHEERIS 30T 2 i il 4 B i o A7
WHEE T 5L, Yo HDL-C
fli= 100 mg/dL Ll E o iz 2
W, LTI s S HDL-C i
A AL, BRI MAT R o
AHFIL T LTz (HD).

4 @k T A EYE CETP KR 6
OMEE T, HDL @il & kg 8



L ORI AR oMo, 1
lUmmwﬁﬁ L ESILE & DAEFEDTR

e Xtz JEFRAS G, TLa—
WA, RS, &5 HDL UE & i
FREEE e 0, 8T R A-T I &
Wit I A5 e s & o B w0 A ST
BhH, TLI—NLPCETP #{LTF 2
H5HZEEEETLHLE, LBORHIEN
AL,

HDL @ ilifs T WAIic X A8 A7
2. LCAT iz X A {i HDL i T
Ziz- &0 Likwvadi, ABCA1 I
X A 4% HDL Ml Tl w3 i 5tk
A e B, 72, CETP 24l
SEILE 2 oIz oW TIiE, Sl
b A7 a4 A CETP Ko H %
7 AY A NERG LzER 2 =]
YT A4 DOMENPSIETHENTD D
AT Ak, SOLDLMEAREL
Bbhs,

&

4

F B AE CETP K AHAE 0 8
AR 2 AT, 60 LA o> 25 i,
w(m% Al & Ao LA 0 4 7 R
i, i N OATHEE & LB LT,
CETPﬁdumJﬂﬂLmMM“*ﬁiﬁ-@ﬁJ
ST Y, RISESIT & oA DR
ASH Ao, et LR B o3
AR S A, RastEd s i &
BT Wi, AEOBYIRE LA O i
JEEEIZ I LT, SRR i A EER
R 2 1 72 % B C oA S TEF
98, I YO A b 7oL i

AP Tk — e AT L
#zohi.
WX #s—

1) Koizumi J, Mabuchi H, Yoshimura

3)

4)

Aetal !
lesteryl-ester transfer protein

Deficiency of serum cho-

activity in patients with familial
hyperalphalipoproteinemia. Ath-
eroselerosis 58 © 175-186, 1985

Brown ML, Inazu A, Hesler CB et
al . Molecular basis of lipid trans-
fer protein deficiency in a family
with high-density
Nature 342

increased
lipoproteins.
448-451, 1989
Inazu A, Brown ML, Hesler CB et
al : Increased high-density lipo-
protein levels caused by a com-
mon cholesteryl ester transfer pro-
tein gene mutation. N Engl ] Med
323 . 1234-1238, 1990

Inazu A, Jiang XC, Haraki T et
al : Genetic cholesteryl ester
transfer protein deficiency caused
by two prevalent mutations as a
major determinant of increased
levels of high density lipoprotein
cholesterol. J Clin Invest 94 :
1872-1882, 1994

FREC, o AP, AR
0 CETP L @hlRfEfk. GhIRMi{L
26 : 133-139, 1998

Morivama Y, Okamura T, Inazu A
et al . A low prevalence of coro-
nary heart disease among subjects
high-density
lipoprotein cholesterol levels,

with increased
including those with plasma cho-
lesteryl ester transfer protein defi-
ciency. Prev Med 27 @ 659-667,
1998

7) Inazu A, Koizumi J, Mabuchi H :

Cholesteryl ester transfer protein
Curr Opin
: 389-396, 2000

and atherosclerosis.
Lipidol 11

8) FRHLwL, MEH 42 CETP K4l
S, AEEC A EIRIAE G,
(hfeds, mgE  HE, SEARR ().
Medical View, H5t, pp. 60-63,
2001

9) EIEAET, IIHANEE, IR
0 PKD 2t {5 7 %W
(2158 delA) Z i 72 % 7t N
B —% &, HAFRSZWE M
(3) : 292, 2002

10) Watson TDG, Tan
McConnell M et al *
ment and physiological signifi-

C=E,
Measure-

cance of lipoprotein and hepatic
lipase activities in preheparin plas-
ma. Clin Chem 41 © 405-412,
1995

11) Valdemarsson S, Hansson P, Hed-
ner I et al © Relations between

thyroid function, hepatic and
lipoprotein lipase activities, and
plasma lipoprotein concentrations.
Acta Endocrinol 104 > 50-56,
1983

12) Hirano K, Yamashita S, Kuga Y et

| © Atherosclerotic disease in

marked hyperalphalipoproteine-
mia. Combined reduction of cho-
lesteryl ester transfer protein and
hepatic triglyceride lipase. Arfe-
rioscler Thromb Vasc Biol 15
1849-1856, 1995

13) Inazu A, Nishimura Y, Terada Y et
al . Effects of hepatic lipase gene
promoter nucleotide variations on
serum HDL cholesterol concen-
tration in the general Japanese
population. J Hum Genet 46
172-177, 2001

The Lipid Vol 13 No.5 2002-10 (549)111



14)

112(550)

Hirano K, Yamashita S, Nakajima
N et al :
ester transfer protein deficiency is
extremely frequent in the Omagari
area of Japan. Marked hyperal-

Genetic cholesteryl

phalipoproteinemia caused by
CETP gene mutation is not associ-
ated with longevity. Arterioscler
Thromb Vase Biol 17 . 1053-1059,
1997

Hirano K, Fushimi E, Maruyama
T et al . Cholesteryl ester trans-
fer protein deficiency is substan-

The Lipid Vol 13 No.5  2002-10

16)

17)

tially atherogenic. Measurement
of pulse wave velocity and quan-
tification of carotid and aortic
plaques. Circulation 102 :
11-595, 2000

Zhong S, Sharp DS, Grove JS et
al @ Increased coronary heart dis-
ease in Japanese-American men
with mutations in the cholesteryl
ester transfer protein gene despite
increased HDL levels. J Clin
Invest 97 @ 2917-2923, 1996
Leppala JM, Paunio M, Virtamo ]

et al © Alcohol consumption and
stroke incidence in male smokers.
Circulation 100 © 1209-1214,
1999

Chien KL, Sung FC, Hsu HC et
al . Apolipoprotein A-1 and B
and Stroke events in a communi-
ty-based cohort in Taiwan. Report
of the Chin-Shan Community Car-
diovascular Study. Stroke 33 .
39-44, 2002



