fEtRes BIIREEALIED 3 L A 7 10 — UK N %

BEE:jpn

HhRE
~EH:2017-10-03
*F—7— K (Ja):
*—7— K (En):
YER

A—=ILT7 KL R:
FilE:

http://hdl.handle.net/2297/7206




I 7 5% O 415 H AR 2k IR

IV. BINas
. BRBIEENIL XA FO0—-IIETES

ERKFFE= AN E_,,xlj

93

Key words: #5322 L A 7 0 — 1L i,

L &®IZ

TIRAI{IE % < P fa
(#£1). ¥FIZ@LDL-2 L A5 0 —
i b & OB A [ ¢, CHOL{ TR #
D FEMEH L AL SN D, - T, FMCHOL
WULAE O TG A L TR L hi O Il [ T 5.
77, ML WHDL-CHOLA%60mg/dIEA 1. 2 43 3 5
HDLIAE X M$1D &N -1 T©H 0, #LDL-
CHOLMLE LA o LD fEBRIN - %2 1 SHIT &
HEENTVWS

RN TR S
N (CHOL)

oy
1)

1. MiFEEEH LU REQLH

MHPIEEHIM D TR 7 R T L TY R
EERRELTWA, M) HRaECarst i
B 1IZR L7y, SofRBREIcER L 22 7o
I, VERBLLET Y —, 8% WNEHEE

=1,

I LRF O Pk, IR EEEAE

FMOMETDNAIZIZEALYMUIE R TEY,
ENHDORAARLORIEL T TELSMIzsR
T3, ChHDBETFNICL ) 280N E
MR M A9 9ERE S 2. IMEFCHOL % ¥ %
F725% U R#IZLDLEHDLC & 4. LDLIE
WFIs A & AR ~CHOL % jil#t L (CHOL#Z %%
), HDLIZ KW A S IF~CHOL % M4 %
(CHOL Wiz x5 %) . - T, LDLAGERIZ %
AU NR M L A3EAE L (LDL=§7%), HDLA®
ZF I IR WAL 0D S 15 (HDL = % F).

2. SIBMAEAFDFER

ek, CHOLIZAAKIZ L » TR TR A
ATH5D. HMRBROWBIRSE LT, WITFRH
R TCIE AT a4 FRLer, FFTiEMiE
DHSEPE & L THEMEIZLHOYHTH B, #
N EARIZCHOL Z IS AHEz A L & 5

#9 LDL- I L A5 0 — WSSO CBIRT-(NECP 12 & )

WO fERE N T

L
Ytk 45 5%

Ltz s5 R E /I RIME T A POy Y AL ZITVRVWL O

LR AERE TR A0 K BHE
B
PR

SO =W

. BEIR A

L HDL- 2 L A 7 2 — Vg (< 35 mg/dl)

{1 feBiN+

. %IDL- 2L AFE—

LmdE (Z60 mg/d)

BAAMEEME B87% H35 - THI0F3 A108

(146}



L1LH

ol i Acetyl-CoA

s AT g
N xylasc KA

~<— I aLaFa—n

&1,

EORIPAEITLMINL TV D (1),

O L ROCHOLAA T B WAL X 4L % .

2 WAL S N ZCHOLIE ¢ XTI D A 3
b,

3 BFTIEHMG-CoAR R A2 & ) CHOLA®
T END,

O WFOCHOLIZVLDLE U T o i X i,
RATLDLE % H, Ko LT ¥ — %4
LTI AT,

& BRI TR A5 02— U SR e,

© KHTv S & L % 22CHOLIZHDLIZ &
DHF~HUEI D (CHOLO i %5888 .

@ HDL-CHOLIZZ L 25 0 — N %Rl
& ) BEOLDL~#MUE AL D (CHOL BRI E£25) .

& NN /Z2CHOLIZ M /& 2 b,
il 3 Ao MR S R S NG RED B IHE
WD .

C DOCHOL DA 45 BN 2 9521 Bl <o LA
IMTIDEGERY ¢ 123 1 DI Y NEXME & 1§
W Td A%, RULTUF(CIZ IS ASF) 2 B & %
AOoND, BU~EITEN» oMb L < &7
HEARD R ASTR A>3 2 B - T B ASHE
L7222 &% s, EEPHIN) £ Sbhs
bODIREA LD U K D12/ (ho TS5
EBITEVHIBREOIENTE L LDTH
5.

(M7

E MIB LM By 1 {C 88

it - T, WSCHOLIMAE D #HHUELDL-CHOL %
ML) eV /MR E 7Oy s 52T
Hi.

3. HMG-CoARISTEF ERE T AIDBIR

CICHOLIME @& #E LS 3313 HHMG-CoASE e fg
HAALFRAORIZIFTA RELDOTH - 72,
197 VYT J6 (BR) FREEDFZEIIT 00 0 e pli-1: &
(& 2 OHMG-CoA B TCREAR B A & i/l o 1
FEP S DPTHS72H, WFHED -HiTh
% Penicillium citrinum #* & ML-236B (2 > 73
2F ) HULBEL Y. 198LEDILbILAIA T
O FH 4 ICHMG-CoA S 7T A% 4 ML A % 4% 45
LZ2IEHEUIRINTH D, o THBLAZ L
D% WLDL-CHOLO M F A 2T & 7:. Hdh
DIoiG L2 8 L TGoldstein & BrownACK o
i L TV B2,

must be overcome before compactin or mevino-

Many hurdles
lin can be accepted as a “penicillin® for hyper-
cholesterolemia Z @ “penicillin® (21X 2
DLW A D B, LI A F 1 ZPenicillium
citrinum Y TH Y, —~HOLUEWP T
D&, WM2IIWYUEIINT L= 20T
& <L BCHOLIMAE &M i nyg 2 Al Tdh %
EDOLEMTDH B, HMG-CoAjt )GRE KRR o
HITI989E10)) A 75T F 2 H%, 8 51219914E12

.

BANHYENE N7 38 FX10E3IA108



2, L AFO— AL FHELOREY

i wEARY Houk

1974  Brown & Goldstein : Discovery of LDL-receptor

1976  Endo et al. : Discovery of compactin J Auntibiot 29 : 1346, 1976

1981  Mabuchi et al. : Compactin in FH N Engl J Med 305 : 478, 1981
1983  Mabuchi et al. : Compactin & cholestyramine in FH N Engl J Med 308 : 609, 1981
1985 Brown & Goldstein : Nobel Prize

1986  LDL-apheresis was developed in Japan

1987  Lovastatin was marketed in USA

1989  Pravastatin was marketed in Japan

1990  FATS (Lovastatin & colestipol) N Engl ] Med 323 : 1289, 1990
1991  Simvastatin was marketed in Japan

1994 4S (Simvastatin} Lancet 344 : 1383, 1994

1896  WOSCOPS (Pravastatin) N Engl ) Med 333 : 1301, 1995
1996 CARE (Pravastatin) N Engl ] Med 335 : 1001, 1996
1997  LIPID (Pravastatin)

1997  AFCAPS/TexCAPS (Lovastatin)

1998 AVERT (Atorvastatin)
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5. HMG-CoABTTBEFERATAIC & 3 MR x
EORB—EBEREIC & 385

2¢ 5 ISHMG-CoAM TEREH B AN & 2 5T
1C 1 &g IR IR R DN, L % 7L PDIR 5%
WAL OB L a5 L7 wiFho

&S5, TLAFO—NICFHEEIL & B REFIR AT OB (L & BN AT £ X > b IR

EE A Ei LDLC ODLC i WIRIRR £ e sy {L A (%%8) A
e A b 2 TR . P D fh s - .
.:intfz’; .J.-‘E & {ifﬁﬁ ‘ | U:L/w'}:r ’ﬁ:ﬁ”’l‘!} f,'f‘ %%;{, %1};?‘ (ﬂ-) ngh/)')i:r ifo,f ﬂr m”w (%)
NHLBI-I 143 CAD.LDL D D+R =31 +8 3 — — 33
CLASI 188 CABG D(-) D+*R+N =43 +37 2 - 25
CLASII 138 CARBRG D D+R+N =40 +37 4 - - 43
POSCH 833 MLCHOL D D+PIB=R =2 +5 97 - 35
FATS 16 CAD.apoB D=R D+R+N -32 +43 3 +21 -09° 80°
D+R+L =16 +15 3 +21 -07"° 70°
STARS 90 CAD.CHOL U D =16 +0 3 +58 -1l G9*
D+R - 36 =1 3 +5.8 ~-19° g9°
Lifestyle 48 CAD U V+M+E -37 +5 1 +34 =22 Owvsl
UC-SCOR 97 TFH U D+R+N=L -39 +25 2 +08 =15 lvs0
REGRESS 653 CAD [} D+P =25 +9 2 +0.10mm  +006 mm 93 vs 59
SCRIP 300 CAD U D+R/L/N/F =21 + 13 4 — — 50
Heidelberg 113 CAD U D+E -8 +3 1 +30 -10 27
MAAS 381 CAD D D+S =31 +7 4 +36 =26 51 vs 10
CCAIT 299 CAD b D+l =29 +5 2 +3.5 +22
HARP 79 CAD D D+P+R+N+[FF -4 +13 25 +2.4 +21 12vs §
BECAIT 92 Ml )] D+RBF -2 +9 23 +.4.3 + 1.7 11vs3

CAD : Coronary arlery disease,
** D:Diet. U: Usual care

*** R : Resin, N : Nicotinic acid, PIB : Partial ileal bypass. 1. : Lovaststin, P : Pravastatin, S : Simvastatin., £ : Exercise,

F: Fibrate, BF : Bezafibrate

(Greg Brown, et al. : Circulation 87 : 17811791, 1993, 12304
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