PAHEIE 2011 : 221 106-114
% BT SR AR B b ] 2 B

BRI AR FRE

& FRRAGBIE AFHA DL EHNRAH

w =

FEEEZ2AMHCEET A RRARRCETRANEZLRATF > M LETH (Statins °
HMG-CoA reductase inhibitors) M fe i & & 7T VA H 20 P S B B J% 7w o A > RE A Lot
T o R BT TR F N AR B A A RE R R A a2 ] © WOSCOPS #t %8 3L 4%
R pravastatin T & ¥ 30% &9 ¥8 Jk 5% 2 £ » f HPS #= ASCOT-LLA B B 4 3] #t % simvastatin
#a atorvastatin » & RRAE LY HBE AR LG E L LLEFER - JUPITOR #F %2148 H 42 A
rosuvastatin 7T 4638 he 37 5 BT HE SRR XM G o MBS ST E IR o AR R L ET T AL IE Ao
GBI SRR AR E o A2 R L TR O o B R R AT R AR AR 0 ARG AL HT - 2L
BT 4 Rm R AZ g4 o HPS 72 CARDS B % %3] #t % simvastatin ## atorvastatin * %
REFAYERALLEE > M XARMARERGN LET ERE B R R RATERE - 7
Sh 0 ALK HAbAE S 69 % e g B M AT LR » SR DA TR » BEBR & S B1IE (bile acid seques-
trant resin) A B 7 ¥E Ak % A7 0 AR R R R A e HEAEH] ¢ B B B3RP B E] (ezetimibe) A
FARBEEH otk &% : SR8 (niacin * nicotinic acid) T &AL fe 5 RAE AL o & &
g Bt o 42 K FARE S o B IR R 89T R AR AR SRR ¢ B AEBR (fibrates  fibric-acid derivatives) P
f9 benzafibrate % 3, 7 AL #725 B 48 k& 3 N3 % 7L F 4842 I8 17 BR (omega-3 polyunsaturated fatty
acid) ZHE LA » FEAYFhtizd] c KL L LEHNLET F B I L BmR
FAEE > WH BB EE e EEXETHEAGCAETRRARRIEHATEOZIREHRLF
FHy o Ak RARRHEERE R EL 0 BREDERTAZEALET XA K
A fig B4y o

FA32ET - #EIRIR (Diabetes mellitus)
[M#EFEH) (Blood glucose control)
SPET (Statin)
fEEL 45 S151AS (Bile acid sequestrant resin)
FEEIESIR UGN HEI (Ezetimibe)
WAEER (Fibrate)
FREEES (Niacin)
N3 Z T EEAIRERNEE (Omega-3 polyunsaturated fatty acid)

Bree A : FRIE MR 407 EFPTELRFHEB L 160K & FRRARRAFS
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I

AU
SEEE T (Statin) BEA AR MR X A
# FIMELE S (Low density lipoprotein cholesterol
LDL-C) » H #FH %0 I8 5 50 Y ) PR AT K
RS 0o B IR b LA EIVE ] — % LAVL P9
ST IRERE L - A1 > A it seis
H SR BS T R I T RE RS S IR 38 2E - Hr LA
WOSCOPS (West of Scotland Coronary Prevention
Study) B 5% & fix -4 Hi 8 5% 20 IR B 2 Bt )
WAHEA SR o Hoi% > PEMEE ¥ 2 BRI SR HRET
R LA T RS S RE PR 8 A DU R DRI
T3 B MBS P2 o A SCEE PR ARl -+ 2 B Ot
BB IR TE o S5 0% - thPRET L fth A ek 111 A 44
PR PRI B I A ) 52

PR T TR A RE R IR I TS

B 17> A~ [) e 50 5 T B 2B B R 95 1 A B
T EHFE K RIREE 53 K B 2 fd ) 4 e
il o S RIEERATT
— « WOSCOPS’

WOSCOPS [ B i 5 5,974 {7 #1245
EI| 64 1% 5L 15 1L T 408 O 1L 5 R i 1) 58 1 <2 0
&+ BERHS T pravastatin (5 H 40mg) FIZ2RE] »
FEEHE 4.9 F o K5 RERE pravastatin A
L 30% BOFERIFZEA (hazard ratio: 0.70 ; 95% CI
0.50 to 0.99; P=0.042) o JATM » DLW 52 ¥t 47 4= HE
PRI 7E 28 55 W R 22 IS IR K 126mg/dL i b
A —RIMKE EFPRIEE(E (R A B2 323 Ba Al &
(Y ZE G UAE ) AHELEEE 36mg/dL » B I — %G
IRAEZE > RIS R NEEE -
— + HPS (MRC/BHF Heart Protection Study)?

HPS BB I EE 20,536 L F- i 11 2 40 F 80
i B AR ELAA LI 78 2 95 BORE PRI 9 5E Y
WA BEBEAS T simvastatin (55 H 40mg) B0%
] FI3BHE 4.6 T 0 45 BRI simvas-
tatin )22 L TC2R (all cause mortality) {2 Z2EH
FH (12.9% ¥t 14.7% » P {H£S 0.0003) > J&H LU
SV 38 B P PE U i BB (5.7% %1 6.5% > P {H /5
0.0005) o Hr1 > 14,573 (i —BHARTZ B ¥E RIR I
N > WF5E simvastatin 187 25 i IR 9% 58 £ 1952

2 SRR ERE R 4.6% ¥ 4.0% 0 P
fI€ £ 0.10) © HPS {£ & I 23 HHBRAR 72 Hh U S A
Wi % Hoi 5 Tolin Jg B B iy - IR - HCEPHT A
W PRI 1) 728 RE 7% i R 8 i 2 350 LA B2 9 Bl 24 1680
FAEEYPEHIIMNE » KA 2 FE g 15 5 Y
BEPRIREEFE KR HE

— ~ ASCOT-LLA (Anglo-Scandinavian Cardiac

Outcomes Trial-Lipid Lowering Arm)®

ASCOT [HIFRILEE 19,342 (L AEAC AT 2 40 F]
79 % EA = IE DL FO I PR f b R 1 o i
JRERE - BEt sz £ B PH BT sl e - BE R -
LUK BE B 52 52 atorvastatin ( & H 10mg) 3K % &t
il > B HOD I RIR R TR o £8ET 3.3
FEREHE G AR B ORE BICHR LAY 8 A 2R AT
{# ] atorvastatin F'J95 A\BHEARFAK o Hrp > 7,773
(L —FAtG B RERIEIIR A » LL2E IR I OBE K 7
126mg/dL BCRE W/ INRF 1Ak o 72 B i 52 2B 1
{8 K12 200mg/dL 7€ 2 575 87 £ BE PRI » il SR 5%
TR F atorvastatin 3587 42 1 PR Jp 1Y 52 28 300 e A7
2 FIER (3.9% ¥ 3.5% » P{HES 0.2493) - &
S A TR Fe I BRI 22 1 B EL A B RN B0
20% * BRI LIME R R 5
Al i {552 WOSCOPS it 5¢ % HEFR 22 14 /L
DT L B 20 P A T SR AR 7€ ) (power) FHE
BN
P ~ JUPITOR (Justification for the Use of

Statins in Prevention: an Intervention Trial

Evaluating Rosuvastatin)*

JUPITOR BB £E 17,802 fi iDL L (5B
PERIE 50 3% » 201K 60 5% ) HHECoIME 7%
J#% ~ LDL-C /) * 130mg/dL PL B C X JE 5 H
(CRP) K2 2.0mg/dL @ HEZ I - REb&ss 7
rosuvastatin ( 5 H 20mg) BULETE] » #5 SR EUR
H rosuvastatin AJ [ 1 [T #%& & LDL-C 3 50% °
IR CRP 32 37% » LU FEAR.C 8 BRIR Y 28 42
(hazard ratio: 0.56 * P {E /N2 0.00001) % 5 ¥
FrAERERIEI 22 > (1 rosuvastatin 952 I &
H AR (3.0% B 2.4% 0 PAHEES 0.01) © SR »
LUHFSE B B [ 1.9 5 > ZARIRE M AE2E
VIR R A BB RITEE - 5
It o FLHE PR 32 T 152 e e IR 2 Il PR B Al e 15
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{H{% %8 Satter N 55 A °* {35 /0471l » JTUPITOR
RETR AL AHBHAZ T 38 18 - FEANBA MG 8% ~ IR 2
A A KA 126mg/dL ~ WA/ NS 11 ke ) 23 W T =2
AR T M K72 200mg/dL » [RIGATY 7 & & 8L E
IR o HAL . P ERE R BRI
LA HE B 38.2% » B XRILINT 5% b 201 HL Bl
g o
B BEDH

Satter N 2% A * # I 1994 % 2009 4 [#] 13
181 B 17 5 T (50 FH B 3 A 5 P 17 e % U B
R B IR A S > — 3k 91,140 (752 3AE 0 1E
BEEHEPYFER AR > A T E A
5 i AN B (2,226 A ¥12,052 ) DUR s s a1
HEE 1.09 0 95% (EHEIR MR 1.02 2 1.17) BUHTH

#F &4

[

ARERIE (I8 — ) - BRGNS - (LA sE T Y4 »
255 ({5 FH & A shn 1 (BT AR PRIIR A o
EREH AN RIFHE 2 - (E& B R AR
BB AR 7 (A B SR H R PR B - AR IR 22
R E — RSN 126mg/dL -

TR 3t 25 B 92 W] R > AN G 50 0 PR B TR B
PRIFE - BEREIM S - BEA S BS T R IR
I R Y 3 A2 28 DURCAHBR L C 28 » |1 CTT
(Cholesterol Treatment Trialists) FIT £& {1t 14 {d B
17 SECEE T {8 P O i A UK B PR A B R

Ae BT (S0 SR T YA > (EJERE PRI 8 E
5 % 1K 39mg/dL (1Immol/L) ") LDL-C » AJ {ifi &
255 i & kD 5.4 AL ONIBEZESE A = (KL -
(56 P S0 BS T it R Mgt S IR PR 8 A iy - (H

. o L Hr A= B A A B B Fr
ST LA (95%(fS U] ) (%)

Atorvastatin i
ASCOT-LLA 7773 154 134 - 114 (0-89-1-46) 7:07%
e 114 (0-89-1:46) 7-07%

Simvastatin :
HPS 14573 335 293 i 1-15(0-98-135) 13.91%
45 4242 198 193 — . 1-03 (0-84-1-28) 8-88%
Subtotal (I’=0-0%, p=0-445) <> 111 (0-97-1-26) 22-80%

Rosuvastatin i
JUPITER 17802 270 216 +—m— 1-26 (1.04-1.51) 11:32%
CORONA 3534 100 88 R T — 114 (0-84-1.55) 4-65%
GISSI HF 3378 225 215 i 110 (0-89-1-35) 9.50%
Subtotal (P=0-0%, p=0-607) <> 118 (1:04-1:33) 25.46%

Pravastatin :
WOSCOPS 5974 75 93 —a 079 (0-58-110) 4.24%
LIPID 6997 126 138 — 091 (071-1-17) 6:53%
PROSPER 5023 165 127 -—— 1:32 (1.03-1:69) 6-94%
MEGA 6086 172 164 Hl— 1-07 (0-86-1-35) 8.03%
ALLHAT-LLT 6087 238 212 4. 115(0-95-1-41) 10-23%
GISSI PREVENZIONE 3460 96 105 —— 0-89 (0-67-1-20) 4-94%
Subtotal (I’=47-5%, p=0-090) <> 1-03 (0-90-1-19) 40-91%

Lovastatin i
AFCAPS/TexCAPS 6211 72 74 — 098 (0.70-1:38) 3.76%
el e 098 (0.70-138) 3.76%
Overall (I>=11-2%) @ 1.09 (1-02-1-17) 100%

| : | ] |
05 1.0 2.0 4.0 8.0

B— : NEBEPLE T R RREERIME ° -

LEE (%) BEMNEDIITSH - BB— T HADPETHAREBE#HREZHEHRBREERD
atorvastatin * simvastatin [ rosuvastatin &2 IR1EN0HTZETERRBVES > M pravastatin TJEEIE NI ITEERL »
lovastatin BSBIADFTEZETERBELS - 1REEMS - 2IRBICNFHZEERHRRE -
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& H R R R S B FE - KR L
T3t a0 BN {T 75 S FH sk 35 T 2B % = LG
ﬁ °

IS T AT 5 2 A ) T DL B R
i v JE\ B 1) 8 A B PR AR - H TR A BR -
T FEET > B HE AN 38 58 I I & 448 o FEURE PRI
s O TS T BB REM Y M
FRECE IR S FR I RH UM LA (e S 6 72 E I 2
P> MR ERI A o AR > 2 TH
] 3- L 32 FHEL - TR LR A R R
fif (HMG-CoA reductase) J3 7V & [&] i & B > [A]
IRf th 38 B HMG-CoA T IF I » B &M
B X I (isoprenoid) ~ £ JE F EERF I (farnesyl
pyrophosphate) ~ VY 22 /X — ¥ ££ B % (geranyl-
geranyl pyrophosphate) UL K i f# Q (ubiquinone,
Coenzyme Q) * ia Be ) & 2 B AR I i A
Fi 78 W I e O LA e i, LAt AR (/3 cell) 29 Wb
1535 o SEETIT NG =5 SR RE 4701 T AT RE 728 ZE Mg PR
rﬁ 13;14 °

5% > AN s T I R Y s Bt A
[[] o G 7E B KR pravastatin AH 85 7 #8409
simvastatin #5255 1 HE 175 6 A8k 55 B il A e gt
I (AT 5 52 22 HMG-CoA 3= 7§ » #11Mm
WER BN S o FAMIFFEEIRR Lee WI 52 A ' HF
% pravastatin F1 /> FEHE PRI {E 1 -H LDL-C 3t /5
IR BEI{H FH pravastatin {575 8 dH1% 0 bR T
REA M FF (K IM K LDL-C ~ #EAE[E R ~ =/ H
eIt > 352 e HT HE R A 8 B i 52 3l B 15 1 BER s
FRUBNE LLRR Y 5% 2 $a AR AN - CD-40 ligand
1 sP-selectin JRFE ©

FPETHEOZERRB AN
el
SRS T BR T AT RERS AT A HE PRI 0 EHA
R PR T 93 A B I e ot RS -
I
— » HPS (MRC/BHF Heart Protection Study)'’
HPS i 52— B aa C A B8 /R AR i
B el e T o0 A7 B8R 1,087 Al AR -
simvastatin 1955 A L HE (LI 0 3888 L AHBR R 22
PR RE G AR AT LU E R (+0.15% #T +0.12% * P

EZFH2 0.8) © S5 » 5 AR S PERIA AR E i 1
B ) EL A8 L e 58 e L 588 5 422 52 78 IR R I L
B » WLt A 2 52
_ ~CARDS (Collaborative Atorvastatin

Diabetes Study)®

CARDS [H] 5 45 5 2,838 i 4 /1 i 40 1%
2 75 BRHIBEPRIGIR N » BERERS T atorvastatin (
H 10mg) B2 RIF] - il R EH {4 ] atorvastatin
ATREAR O M A& IR 58 A2 283 37% (P B 0.001) °
A I 08 455611 5 T > #E5E 2R 15 4 B e > Bk
I € 35 56 b 7E WA 4L D ol S B S 7 B2 (+0.43%
+0.29%) > i AL P 50 FH JR 55 S FA s L L 51 B 7
$L o CARDS W FATE PRI A I 5235 T LA
TERG O R ER A 758 )FEHR - 1 atorvastatin
(16 A th A B B i A e -
=~ FRSEIE T HMAES 2 AR BEAIIAZS °

Sukhija R % A " 73 M7 £ B GE (& A H
%5 1 R U 58 A #f (United States Veterans Affair
Healthcare System) FJE K} » #F52 345,417 (i A
e IR (B —FMRE—FEER TR
25 ) > BEEREFRIRHR A H - A R EE T 48
SEYIROIR F 852 AH L » FL 228 0 A B EE T
1B (32— s MRERERFEE AT - 22150
Wit @A L5 T RESEY)E BT (R—) -
FH S SR8 T 46 & I M Y S8R AE W AR AT AT 6L > Ut
—EERNEERAS R AR R FH E o ERGE
& H i AT RTBE A2 0 35T B 22 i i i B 22 v A B
IS EAOREIER S ENELET SN IR
KA RIAN R SR 86 T ¥ 22 fE MBS RS2 - 559
RS AF e B 12 SR BB > R LA M
AR (VB2 5%) -
/O~ BARISEIE T BRpRERE AR

H A i 52 % 52 DURS Rl 50 55 T i e 42 L
W B DL R A AABR o SasakiJ 5 A 7%
BRSBTS W PR A 22 R AR 42 o1 B L il ¢
oo BAHBARY 11 (ERFFE - KR BB FE RS SR
TSRS TG A o R BN RO Y I E e -
A — W 5287 pitavastatin & 53 IIHE{b I (1 57
s M — B 52 BE/R atorvastatin FU pravastatin
G ERE LI 3R F 2 o AR E R
HIRAGR » HEBIRFRE AR -



110 L& #&E
*— : PIETHEEMENE
LR SIN FEREPRIFIR A
e T KHELET ST RASHIET
H—XZERG A (mg/dL) 97 97 97 97
etk —RZGNEIIHE (mg/dL) 136 129 104 102
ZZ IR MAES# L (mg/dL) 39 32 7 5
P fH <0.0001 <0.0001 <0.0001 <0.0001

At BUEAAC ~ SREE R REH (BMI) ~ F4E

Ak B BRI H SRR\ S5 (R IR R - WSRO A S T SR F S T HOIR AAE SRR P 2R — AT Y
ZeMEIMAEERL - DU RS IR RO Rf Fe i i — SE 22 MO

HthfEMMAREENERIRINNE < 52
—  [BES#S S 151A8 (Bile acid sequestrant resin)

Zieve FJ % N 758 B colesevelam [A][f 5
A e 1f A B B L I €8 3 (<0.50% > P {55 i
0.007) WIZER # » HARE AR AS A5 IR e
PERR SRR 535 - ol A —RERE gL
A S5 HERH AU 58 B colesevelam A BIFABE IR IR A
I AE PR > a3 AR A2 (8 A metformin
sulfonylurea ~ /5 3R Bl /2 2 flgEY) > -

£ 2 85 TR 95 B B (prediabetes) B 9/ A »
Handelsman Y 5 A % 3 {50 F] colesevelam 16 3
% » A/ ViE AR 22 IR IS (-2.0 mg/dL » P {E
0.02) LA K ML 1t 5 (-0.10% > P {E£% 0.02) »
{ES 1 Ry 22 i 52 i8Ry A 52 2 (-1.9mg/dL »
P {5 0.75)°

BB s 5 Rt A o 155 3 P BRI R S 1 > I
7 e i e B B R IAC o S T D) BB [T B ) 5 B o
sttt ot i S AP R P2 v Bt E i {51 B A
AT RERR TR B HE R 5 0 S RE A IR U LB
L TEBE AT 4 ) X 3 8 (Farnesoid X receptor,
FXR) T/ R B s 208 8 28 2720 o a1 > g
s it s = SRR Fe B A - 3 amEC
HERR ~ RS AT DhRe S » Ro B EEYIRING VS 1
HEAE SRR - IR BB 57 e B & OF [ 1 B 45
FIHELLRLES Gy RIS =2
—  BEEEERUTINEIE (cholesterol absorption

inhibitors; ezetimibe)

Ik &5 = SR FIAENS 5 38 b Bz LR Wi bz
i 38 3% 5 1 (Niemann-Pick C1 like 1 protein;
NPCIL1) 3 T 52 %8 BfZ [ B W di > > SR o

ezetimibe 548 5P et 1M AG 0OR B2 » — A2
B s 85 T iR N B AR A DR IE o TR IR
et 2 a1 & e R BCR -

LEAD (Ezetimibe+simvastatin versus
doubling the dose of simvastatin in high cardio-
vascular risk diabetics) W EIFRETE EA O MM
P2 995 BELE PR 9% BB H B8 simvastatin 20mg 1Ml
LDL-C 71/ 100 E 160mg/dL 55 A » FEtka 7
H simvastatin 20mg ¥ ezetimibe 10mg 8¢{%; H
simvastatin 40mg * fiti Fe&/T » KEE SEPREE -
LDL-C Bl 8 fE [&] % 1 16 BE0UR &5 1 & BF 45 0n
TS N BEAT - T 22 I IS B AL il 0 3R 4
LT > FAH RS 7252 o S — (KA R
%7341 (post-hoc) AFFEHEE 769 (L= MARHIIE A
BE ke T SH 8 T ezetimibe BB A SB35 T - #8
it 8 R » G OHGEAERE LDL-C ~ #EIERE RS -
= H S R S B SR T o 1 22 R A B
B G328 b b > RTRHZZEEASK 2 o JR1T > 38
BEEA BB e IRF AR e WA H - AR5 45 1) K
{56 FH A R T Bt — 2D -
= ~ 5AREES (Niacin)

A Wi e 72 H A4 T 5 % B I 2 A [
(High density lipoprotein cholesterol * HDL-C) %%
REAFRIEEY) - RIT » FERR I W] E i R IR
HE g b7t ~ BT lidr 2 B8 8 A - I o B S e
IMAEERTE o AHBRRFZEA0 T -

(—) ADMIT (Arterial Disease Multiple

Intervention Trial) *®

ADMIT IR UL EE 468 i il BEAHE A -
Jefa T 12 AR - ZRFEH o A —
RHFRAE (66 P 8w » —AH O 2R > FEAT

/i

Wy
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36 BNFTE o A5 R - FriE A AR R AH A -
HDL-C EJt ~ LDL-C T ~ =M H il T R
HAREAR BT - (E IMBERERI T - MEam i A2
A REPRIA » F7 8 (5 FH A2 i e ) L 1) EL 22 K il
FESLE M = D REAH (AWK © +8.7mg/
dL > P {55 0.004 ; & B FEFRIK : +6.3mg/dL :
P {E/]M2 0.001) > MHEAL I (3R EAAEEZ8R » R
> 2% 15 IR FA) 72 B B =25 (5 P IS P 008 % T 5 1
ANBAKE © ADMIT F i TR ST 2l S 1 i 1 5
R RE R o) VIR B e TR R R A G B RR
i 48 N R AR RHY AT RET SR M A T i b 22
illio)7Z-
(Z) ADVENT (Assessment of Diabetes
Control and Evaluation of the Efficacy of

Niaspan Trial) **

ADVENT MR Rl S5 HE PRI E A - Batk
i T 2 i e B A R E B 16 36 > A I B 45
JT 1 - FEER AR & M IIRE AL €1 3R (7.21% B
7.50% > P {EFS 0.048) » M2 MG M HEE—Filtn g
(B it o (] ) Y B P R A
1t »

(=) CDP (Coronary Drug Project)®

CDP HIBRAF 5T 8,341 i /L MURE 2895 52 1Y
- LLBE ] AR (& H 3g) ~ clofibrate
LA A KR 1 S 48 L 2 IR SSCR - A b
P 5 - B A G 2 PR BB AR B - (E AR
W 2 P s N R v 2 2RI - (EL R R A
(R AR BEVE T DAE R LI EL BRI T4 > A] B8
FH AR e )95 N\ BHEEH o

fi e LR SR AR > R AR A 58 )R] RE
S BB 1L B3R NI R b - {E 2 B i
NEGAOITERG OIS R EELEL - AF R RS -
AL BN AT R G0 - (HERPR b - shBS T #HE
Yoy S ABHE I R SE Y > LI LA 5 R AR A i
W% - [ R — BREEP Y R H AT BT RE #A2
W LA
PO ~ RS (Fibrates)

AL HEE Ve KE 45 1) ] U I AE A% B2 1 peroxisome
proliferator-activated receptor-a (PPAR-a) L5 %
HE RG> Z @I #0E 5 5 CII (Apoprotein
CII ; Apo CIII) J ¥ flis & H BS &8 (lipoprotein

lipase) LA 1K = W T i 5 - 328 58 M3 Ik Mg 22
H Al (Apoprotein Al ; Apo Al) ¥ /Il HDL-C °
AR PR R A 9 8 B e AR P A A WS AR > U AE
bezafibrate |- 7] 7 H} ° BIP (Bezafibrate Infarction
Prevention) T 5EULEE 303 117 42 £ 74 BEATHE IR
ATHASZ I - BERAS T bezafibrate (5K 400mg)
SR - KGR P bezafibrate nJFek (AT A4
BERIFRE 30% (hazard ratio, 0.70 3 95% {5 KA I&L[H]
0.49 £ 0.99) H A MERFIIREHEhE (4.6 F
3.8 > PEZE 0.004)° « 55— AL LLE T
SHETARREAE A Fe th B B RS R 7 - 2
Ji* fenofibrate 1 gemfibrozil 5t H il A EMELCT- 4 11
BERZBAK S B/ NIRRT E# I fenofi-
brate A] BE X5 NIHE PRI A\ ROBEL I B3R * 38 w]
REEH benzafibrate ] [F]IF{E > —f# PPAR (a ~ y
F18) » 11 5 Wi e fibrates SUAEF > PPAR-o* 3
H-N3Z 7t &~ B ] B B E& (Omega-3

polyunsaturated fatty acid)

$ N3 2 ST NG ER IR 72 - P2
S RERERE S RIOTEF R A (Inuits » B2 B BLEE A
— 3¢ ) FIACER A EE A BARAY Ol B > i
B MAME R P & ol Sl &8
eicosapentaenoic acid (EPA) #lI docosahexaenoic
acid (DHA) 5 N3 % jT B FIAG A& © - N6 B
N3 % JUANBAIAE R 2 7 A2 A\ RS I s A i
BHE R > 35 DL N3 AN BRI I 5 Ikt » o
A1 eicosanoid EEV)E A N M/ MWgESE ~ ]
5 N ERI N — S L BRI DIRE » A TR
A DMERTER " e

R LEAF SRR L N3 A BRI &
RBEHT BRI * BB PRI MAE ] 7 > De CR
SN @ N3 ASBAE A1 BN FR A A
PERIFHBARY SO > S B Mg A RAVEF 55 %
R AR ST H 68 RO F &= A R rTREE K (= H
10 £ 16g) » T HARYBFFE R BLE BRI (& H
/N 3g) M AT MAE TR o

fa AW
na A
e LA s HROLRRARRY s BT s S

B A < BEPRIE S - ST IS 0 i s 0
{H SR BT 7P O M R LU D FHBRSE 28
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Statin’s Effect on New Incident Diabetes and
Blood Glucose Control
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Evidence-based data has confirmed that hyperlipidemia is an important risk factor leading to development
of cardiovascular diseases and treatment by statins can greatly reduce incidence of cardiovascular diseases.
However, recent studies revealed that statin treatment may slightly increase new onset of diabetes and elevate
blood glucose levels in patients with diabetes. Results from WOSCOPS found that pravastatin therapy resulted in
a 30% reduction in the hazard of becoming diabetic. Use of simvastatin in HPS and atorvastatin in ASCOT-LLA
showed that both of the statins did not influence the risk of newly diagnosed diabetes. On the contrary, the result
from JUPITOR indicated that rosuvastatin may increase such risk. Findings from meta-analysis suggested that
using statins may slightly increase the risk of new onset of diabetes, but the benefit of preventing cardiovascular
disease is greater than its harm. Thus, we suggest statin should be used clinically if needed. In patient with
established diabetes, results from HPS and CARDS studies showed that simvastatin and atorvastatin didn’t alter
levels of glycated hemoglobin. However, some other studies showed that use of statins may slightly increase
fasting blood glucose levels. Furthermore, we also reviewed effects of other lipid lowering agents. In general, bile
acid sequestrant resin is helpful for blood glucose control in patients with pre-diabetes and diabetes. Ezetimibe
doesn’ t seem to influence fasting blood sugar and glycated hemoglobin. Niacin may slightly increase levels of
blood glucose and glycated hemoglobin, but its benefit in preventing cardiovascular diseases is also greater than
its disadvantage. Benzafibrate, one of fibrate, were found to reduce the risk of new onset of diabetes. Omega-3
polyunsaturated fatty acid is not going to affect blood sugar control if the dosage is adequate. In conclusion, use
of statins reduces cardiovascular events in subjects with prediabetes and diabetes, although some of them might
increase risk of new diabetes and worse glycemic control. In consideration of its risk and benefit, carefully use of
statins with regular monitoring of glucose and lipids level in those individuals is warranted. (J Intern Med Taiwan
2011; 22: 106-114)



