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Twad. ThoOfETNIICE D 2oz
YRR IMAE AR AET . IMFCHOL % #i+ %
F7% ) H&HIZLDLEHDLT& 5. LDLIZ
B & KM ~CHOL % il L (CHOL#E %%
#%), HDLIZFER D & IFRE~CHOL% i3 %
(CHOL: ¥ {35 #E8%) . #£- T, LDLAGERE %
PXTHIRTE (L ATRAE L (LDL=1EK), HDLA
Z T IS THARAE AL 2P0 S 5 (HDL = 1) .
DYIRFEALAE (< B3 % Ko ILGE 0TI RS LDL
MAEAELLETH LI 6, FOWELHERE
POV L 7o,

2. REettSaL XFO—JvimiE (FH)

1) FHOREA

AMGLDLILAE % & 7297 (CR0Y e M IS R Bt ws
oL A5 ua—i#E (Familial hypercholes-
terolemia, FH) T& %", FHIZLDLL 7% —
BEFREEAE, LDLLE 7y —Il#EGT 2
VA Y FThHBTREABONGE (RIKMER
W7 ABIfildEFamilial defective apolipoprotein
B, FDB) AHiHhTwv4A. FDB®OFIEE ISR
T VA, DAETRREZRWEZEShA T
W

LDL-V+ 7 # — (LDL-R) #l {5 Iix193F D
ReofhodEB E (19p13) 230, 18l
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VA6 d, FHIZLDLRi{Z W TH 5D
A%, BAL F CTi2230f Ll E OLDL-Rilt £ - M0
At E T 5",

2) FHOBEFR%

FEEACAEFHIEHI005 AIZ L AL Ehd
WRTH 5D, ~FOIESHEEFHIZFAS500 A1
1A, o TAMORBEEUZ25/] ALLL & f
HTHIEDEG VIR TH . bhvbho 7L —
T THREFH 1961, ~F9FH 15004 |-
fEER L2,

(1) &L X FA—JLM{E

FHIZ 7 Yot ARV {E A 7R L, MiiYCHOL
fititd -k EFHTIX713+122mg/dl, ~F OFHT
1£338 £ 63mg/dl, IE7# & TIX179+26mg/dl& 3
(i3 T
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8 (i) 1) HMG-CoAiRTTEEFEEERI DRI S

B2, ~7oFHEE OV, 1RG50 AT o 2
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ORE W faifi % 4 5 $5CHOLIME Gili7230mg
/dILL 1)

@1 BAOD I % i 725 H 2D B W
CHOLIfiL 4

3) WhAREE{LEE, & < (CBIAREE{LIE

bbb h 5% e L/ -FHERM® H b, =EFH
9%, ~7OFH 123431 L 7. =~-EFHIZ9
plvp 8 flix “.LBEIE"™ T b, FEHIETIEMMIE
33i%, F¥ M {ffCHOLIZ704mg/dIT & - 7.
A7 OFH 123648261 (67%) it “LIEIE" T
Hofs (1), FIFECAERIZT 60, «
70 TdH - 7:. WEDPIZ DT 2128 (10%)
Tho.

AT OFHTLBHHE L RS L2 BE193% 0
PER, SEMPISAER 2123 LY. BYEFHT
1330588 BA BT e TO M 2% 2 82 & L€ b AL
Tlkfe v, LHEFHTIES0MUNNIZIZE A LA
Hid, MDA 5. LtEFH

BEAmE2ME Fovd &5 - FMi105E58108
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MGCHOLIMAE it i B 17 2 HMG-CoA Mt T 1%
HHER O IIFRT REZ L TH - 725
19764EBUHE & (FHMG-CoA s JTREHE ML) % 3%
71 ED—HCads 5 Penicillium  citrinum 7> & WigE
UML-236B (22 /82 F ) L L7, 1981
EbhbhANFOFHBEE IV 37 F 0 %
5L, 22 TRERLZZ &% wflilig 2 LDL-
CHOLOE TF A i g z®, bhbhoisx
(2% L TGoldstein & Brown?d®k® & 9 (25%EF
LTwa",

come before compactin or mevinolin can be ac-

+«, Many hurdles must be over-

cepted as a “penicillin” for hypercholestero-
. 2@ “penicillin” (2% 2 2@ T
D& 5. G VIS HNL Penicillium  citrinum O
WThbh, —HiolitWHATHAHI L, F21F
IEHSEIZ T B penicillind Z & {, ¥CHOLIM
FEGHOCEIUI LA THH L DR TH S,

HMG-CoA3&t JCIF# FL3F 1 0 Hp T19894E10H £
SNTF EHL, B BIZ19914E12H ) RS RPH5E
S, RT3 SIZ3#BIEsShTEY,
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]2, MRTUOE FHEEIC L DLMAT A X > PO

JLAFO— LT

; o LAFF 4 <2 FET
Fril=ed PRTTHS ¥ (%) ? %)
KT Cooperative Trial ZLr747L—1} 9 20
Upjohn Trial JLAFHR—-L 14 23
LRC-CPPT ILAFT I 85 19
Oslo Study F4TF7AYA RN 9 47
Helsinki Heart Study FYL74 700 10 34
WOS-COPS TFINAY S 20 31
K FRIAEE  Coronary Drug Project 7974 7L — | 6 9
—aFfE 10 15
Stockholm Trial ra747b—bF+2aF 8 13 29
POSCH SR Il OB 23 35
5SS Study SYMNAYF 25 34
CARE FTFHRAYF 32° 24
* . LDL-CHOL
T, CBIRELEICH T AR 7 LR < 12t
HENZBWICE-> TS, KEFTOFHTIE 2; ol p<0o01
ESCHOLILAE 3 i 48 BB % 32 5 121, v g 8l
(2 EHBFORLE YOI AR L 2 6l
B, 5IZHMG-CoARTTRE# LA & By A A % al
¥ B4R I o B JT 12 I b 38 J) T, LDL-CHOL & sl
(350% L4 FAE T3 % ik b 3y % CHOL{S F#Eik Gttt —1
THDHY. FLVEEA A 3R IEMCI-196i& BB (R
AL A Yy L e . = pravastatin ff 3.302 3256 3215 3162 2807 1330 99
WA D7 <, WRFORRAWRFT S 2 77EHMF 3293 3230 3167 3009 2714 1241 83
DS ZCHOLIE FMEDO MBI L D "%

CHOLMAE % &M 5 2 L 12 & ) EIIR 1L AR
DT & HEWMAED ? 7 2 RRIET % BERIS
F o 7z & Scienceild TimaF S L7z, LKISAE,
B4t £ TIZCHOL & st h R A o> B 4% & JZE§
LZEERRBESEE (RRENT VS,

4. CHOLIETIC & 2 BEARERD 1 RF
Bh

HMG-Co A& JTREH BHEE A (3 BLIAEHE YN i dik
LEL SN TWACHOLIK TAITH 5.
DAY F AR L D IR BIE AR B
LS TES LVREI SN Tn 5.

1) West of Scotland Coronary Prevention
Study (WOS-COPS)"™

-
—

(169)

3. WOS-COPS
pravastatindt 58 & 77 L HRICB T LB HENSL &
CIEEOEYELmAT I et 445, Kaplan-Meiertli#4.

WOS-COPS (#2) T ik, *F ¥HCHOLAR272
+=23mg/dl> BB F6595 A % 2 BT,
IJAQMEMLAEF A L. MiHT#CHOLIZ20%,
LDL-CiZ 26%1X. F L, HDL-Cix 5 %811 L,
etk - BRI KII3I%IE T L (p<
0.001) (%1 3), #MIL LT L22%EL T L 7= (p=
0.051). LAad, HEHEEGD» ST T R
e TINRAYF A IEEBHILENALNRS,

COMBUTHAEOBFIZLBEILTE D LM
bha, ks, bhvbhAEREMNGCHOL
M (FH) BF326)i- 7 F /32 ¥ F »20mg/
Fl % 8 4E 4% 5 L 7= et ClI i #8CHOLIX

BARMESESMEE HEe7d WSS - FH10E5 B10H
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1.00,
simvastatinfif
0951
S
¥ 090t 75 LR
T ~
=
0.85r
log-rank p=0.0003
0.00 ! ! 1 1 1 1
0 1 2 3 4 5 6
FeM R )
simvastatin fF 2221 2,193 2160 2131 2097 2060 113
77t 2223 2193 2152 2103 2059 2011 115

4. 45
simvastatinfx 50 L 75 L HBIZ B A 2D S
ke, Kaplan-Meierfh#,

22%, LDL-Ci329%f{t F L, HDL-Ciz 4%
L, WOS-COPSE Il %o i P F2sf} s h T
VLN ETHD, 12720, HIXMERENL FiX
BISTE 5A% 0¥, LM A X » Fo3EiEH
FEiZZAay bT ¥y FTROAEDI0ETH L S
xBTSk,

5. CHOLETIC & 2 BIARERB D R F
%]

FTIEMIRAE L (CHD) OEEDH 5 1
FEOMRMIEZ Ffy & LR TR 2
(A R SF AN

1) 45 (Scandinavian Simvastatin Survival
Study)

Peolodii F 22 1O AT IE O BEFEIEE 2 b o M
A444 N 7SR L 2 A ¥ F 35
TR LZ, Py Ay F 58Tl
#ffCHOL 3 & TFLDL-CHOLIZ 2 L ZFh25% M UF
35%f{.F L, HDL-CHOLIX 8 %11t L 7=, 3
¥5. 445 ) 0 #6801 %% CIE B IE MO i Al 42 1337
%A L, HEMEGHRIBIEIZ42% M L. #
FELCH30% A L7z (X4).

2) CARE (Cholesterol

and Recurrent

BEAHEEME Fe74 W55 - FTHRI10ES5A108

(170

15
S 75 e KB
w10 <
rd s
E 5t pravastatinff
£
= p=0.003
2
0g | 2 3 4 5
HAER ()
F7EANE 2078 2009 1956 1881 1810 854
pravastatin ff 2081 2015 1963 1915 1856 900
5. CARE

pravastatind - lF & 75 KBTI 2R ENRB &
UIEEGEE-C AT N R 2%, Kaplan-Meier i,

Events)"™

Xt 441 1§ CHOLA# A%240mg/dIEL F T21~
7oL YL i 9% S 35834 & PARR 1 2otk s
Rl 25 57644 T, FHMifCHOL 209mg/dl,
LDL-CHOL 139mg/dITa& Y, 2BIZHTTT5
INAZF 240mg/HE 75 R 5 L, 54
IIFEEINEE L 72:. JESGEtECAlgE S & USIE
PEEIIIR A X > MZT 53R & F BETI2102
%, 77 RBTIIIB32%T3IHA > METFL,
X E e BE1324% K F L 72 (p<0.003) (X1 5).
LDL-CHOL 150mg/dIEL |- B C 120 i b i
{335%{% F L, LDL-CHOL 125~150mg/dl®)
T TI226% {5 F L72»%, LDL-CHOL 125mg/dl
LTORTR TSI RBLIINESE 2ol
(H6).

HMG-CoAR e ERAE &I & 3 BE)
A3k T DRME—BIARER (I & 548
£t

# 3 ICHMG-CoAR TTREH BN & 2 7T
IEF &EMYARIR AT DAERR, I & T IR itk
LB L EafEZRLZ. wWiho
Ul T b HMG-CoARB TTRES FILAFAIC & b 300h
AL IR TT % AU TR 4 25 O HER & Lk
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LDL-C<125mg/d! LDL-C125~150mg/d! LDL-C>150mg/d!
40+ 40+ 35
- p=0.85 p<0.001 p=0.008
& 30t -
# el
i 77-’C'FI‘F/,
& 20 7
& TrEHE
g':':__ ol P pravastatin8F
E pravastatinfif =
0 : 1 1 1 1 1 1 1 1 1 1
0 1 2 3 4 5 1 2 3 4 5
HBER () FMER (F) FEAEER GR)
7EHE 441 411 396 378 354 153 1,172 1,089 1022 951 891 426 465 434 410 375 344 1M
pravastatin 410 384 363 343 322 160 1183 1,106 10551010 963 443 488 451 426 407 387 189
6. CAREIZBH A LDL-CHliSl oK
LDL-CHl OB FEH B X UEEEE LI 58 4 48, LDL-C 125~ 150mg/dl, >150mg/
AITIRATEREND B, LDL-C<125mg/dfF TIRRAEEFED S i,
% 3. HMG-CoA BRTRELRINMIC & 5 Bk 52 o0 LAk & BERRAY.LMAT 4 <> - IPkI%hat
BN LDL-C HDL-C S REBIR PRz D B{L A (%S) O
I‘tm?l miﬁ‘& ﬁﬁé&f‘l” b= N ?E{t’?’: %ﬁ:x‘._{ n(fr) b 2 N 5 m%:l(/o
P B : : —_— %)
FATS 146 CAD DR D+R+L - 46 + 15 3 + 21 -07° 70°*
UC-SCOR 97 FH §) D+R+N=xL -39 + 25 2 +08 - 15 1vs0
REGRESS 653 CAD D D+P =25 + 9 2 + 010 mm + 006 mm 93 vs 59
SCRIP 300 CAD U D+R/L/N/F s | + 13 4 — — 50
CCAIT 299  CAD D D+L - 29 + 5 2 + 35 g
MAAS 381 CAD D D+S - 31 + 7 4 + 36 - 26 51 vs 40
HARP 79 CAD D D+P+R+N+F — 4] + 13 25 + 24 +21 12vs 8
T -33 +12 28 + 25 - 01
* CAD : Coronary artery disease, FH : Familial hypercholesterolemia
** D: Diet, U:Usualc are
*** R:Resin, N:Nicotinic acid, L :Lovaststin. P:Pravastatin, S:Simvastatin, F: Fibrate

L, BfisdH5ELTWaS,

The Post Coronary Artery Bypass Graft
Trial Investigators''® fif 28 T i&, 1351A @
CABG%R & \F 7k % 0N A ¥ F » CLDL-
CHOL 100mg/dIBA FIZa IS FiFicdig, 7
7 7 b OWHIRBEILOHER 2 8 S 22l T = /-
EHIELTYA, ZOKEUS L ) HMG-CoAR
TOREAS BT A K DT AR > A 2 5§75 1 28
AY 57 b OWAREALOMER % HIES 5 2 &A%
HohEho7.

(71

7. ALAFA-NVETHREICE) b &
DINEA N CHEDPTEIDON 7
75 —-0DOREI

NIk o> X 9 (ZERARBGHTT S Maf IR EIE T o X
LIRS Az O At R FR AL, BAROFAEIZ D T
fil%7:5bDTdH 5. FHLDL-CHOLE F ¥
333%3& b, HDL-CHOLix12% L 5 L, @l
R sz a > PO — L BET25%ER L, i
MEPETII01% % L7225, S ob 126
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2% ORETIIRIEFEHOMEIZ L 2000554 N> b
WK T 2 THIBO TR E W (#£3).

FOMMNIT S — o BEETDIDLEZ
SNTVEY, J/RERDOEL T T — 2 (TR
LRdwizsd, LiIFLIFmeEmgE kv, O
LY, ANLEPLIE, RIROBEIL % & o0tk
fEfERE (acute coronary syndrome) (27 h %
Fv. BAEROBTIZE Y 75— 234/
HIEFTRL, MATMNEBEAMB L, WA
Lt 2 MR s ha 2 iz b, i
PR F e TSI IR A DL D FREED & F
BENDLLISOEEEN DRI Znd )
LM THA).

8. {EHDL-CHOLMMEE LS Y T U &5
1 FMEDBEM

SETGIAE BEA i1 & 2 L2 W) Bl A B BT 143
G TWwiwvdd, Helsinki Heart Study%°BE-
CAIT"TiE 7 4 7L — FRIEANZ &L D TGHTIL
LAEFLTE Y, MTGIEEFMZ & Sevidence
ELTRATEL RV, §TGILE S X C{CHDL
MLAE O GEHHT A OB THEE S 5.

9. FEELE

SO INAE D 3 #1197 B AL IHIR WAL 495 o>
THEGHRTH D, RIIBERIRERIZ L %<
ORI DS S A HLES 2 Cldevidencel 2k
DOIIEFRNUZ D )H S h 5 A5k 4 5 T
H55. LHb, VGCHOLIMIE GHEE "treat-
ment for life” , CHOL{E F#l% “a Pill for every
" EIRHEAZVETH, T0LH 2NN
IR TARIZ I & F 59, TR
BEIE™ /o0 “ThIRAEE LENRIE" L LT odis
BEZLNhE2X&THAHL, CHDO Z XK TFBi
AR MG IR oI L SR EhTL R
WOTIE W EEZENSLT,

HMG-CoA& FURR LA IC & ) IfiLifCHOL

BERAHERME Me7d4 H5S - FR105 58108
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(EREIEIZIET L, CHDIZ— R TF B ©31%, —
KPR T37%IE F 3+ 5454, k& LTCHD
AT B LATFHTE S,

Am ] Cardiol ®# 4t i Robertsfli 41X it
Deditorial® ¥ 4 PV TLUTFDOE S IZBRT W
LM,

The underused miracle drugs: The statin
drugs are to atherosclerosis what penicillin was
to infectious disease.

F 7z, RED LN % FH Forrester & (2 i 1T
BT e IR B O — K TBf & ZRFBiLC
TES B ReA I 2. BALE, HI¥IZfTbhTw
% MATHFERAT & D ILBEERER, £ 713 iA LD
DER ORI Z BT REMRNTH B LIRTLT
Wb,

19964FEScience® FEIE Lol 4F #E 7 @ 17 01
T, Brown & GoldsteinlZ XD LH %y A b
ZFT I L A 50— KT HEiEOMES % FEAMb
LTwa.

Heart attacks : Gone with the century?”
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