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in Diabetes (ACCORD)' 38 £ — {H A f5 VLY
gk g% - T BT A AR E (@ se i & 20
FRTEIARAS S S EE T H I ACCORD 52
fE R R 2 (B2 M E AR 5 4
FEBEFERBIEMASIEN » 5 RAIKHE R
KAV > B L @A > OE T LA
EEMRICK I A o FAE hsE A B NS IR A
AMEZ A REAR O R > R AT RE e A &
THI A » EL i SR U 25 3R 3 T2DM = /&
B L A L JRR ~ IR AN ZE R 15 R T LA (5
statin FJZEHRE FREYMEG T fibrate A SEBN A0 2 £
W% T EGE G 0 SRR B LA R —E M
S0 18 TE T ST A A IR 2 R By o Al G M
FF2% IE S > S n BAMIE R A EEFERE R A
JiE AR B = g o

ACCORD fRFIRVE =

AT I B2 B B IUBE A > O I R
5 LA AR > HE AL I 138 (HbAILC)
I 1% » O I SR R 18% » IR bk AT LA
A L I 9% 1) 1 5 o (B Ak SE B L0 1L R o
B2 FRy /v A e et o A 5 B Al IS TR R
JRAJE United Kingdom Prospective Diabetes
Study (UKPDS) F1&f ¥} 342 {E fL A T2DM &
£ metformin V5 5 AH 7 78 28 sk /DO LA 25 58
A:Z8 > H HbALC TENIFH IR RS 7.4%( EI A
5 8.0%)" < WL ARG HbA1C REEIIEF 6.0%
DUN fyaABe - K HERI & 3R MR 2] 7.0% LU T
S o RIS EI DRI R DUR m e AR R
HE BTN R R -

TATIRE2 A FE B R 2 3R HAPTHE PR ALY
MR ATEE 115/75 mm Hg » HoO & S Bl s
CZRER N * o DIERRE R EG IR Ba 2 B2
HEHETREIRIE A » 312 vl D BEIRIE OIS 5
B 6 P A2 L OB PRI KR 1% 70 1T (post
hoc subgroup analysis) Ffii 2R © UKPDS #f5¢ ( Il
JBE H AZAIE VA 150/85 mmHg)” 1 I AR R AE VA %
fff5% Hypertension Optimal Treatment (HOT)® ( &F
RIEERE 80mm Hg BL¥HIERH 90mmHg LL#E ) W
AEPE A B % 11 BR 2 8 0K RE 2 E1] i 1) 3% e Y H
A (H 25 W i A P22 ] 111 R B ek /D i PR

LT

Jo3 FHBR A/ s S0 = [X H A 2 Bt I EE 2R
FHE FES S PP R I R B2 1IAE 130/80 mm Hg
DUR » BioRE — HEHEREE IR I A 2 - B
AR /D7 R i i P o PR Ak s s B2 I AR 1
FETE 130mm Hg » HEESLIEH 120mmHg ©
BEPRIS N B 5 & BERY IS 52 5 2 & s i
# M IZ [& B high density lipoprotein cholesterol
(HDL-C) [ » HRA & =1 H il triglyceride
(TG) B¢ 5% 5 & B5 & = B [4 B low density
lipoprotein cholesterol (LDL-C) F /5 HY [ 78 » [A]
I 25 /Nl % 8219 LDL-C ¥ il » A 5 Ak
S E B IREEL 7 - EHIRZ IR FHE
W PRI A (K LDL-C BEH 3808 /Y 20-40% HY L
I 4 > {H2 8 HDL-C ~ F# K TG 24 40
B 2 B0 A % o 35 BUWE R K £% & American
Diabetes Association (ADA) 5k TG /N2 150
mg/dL" 5 [BIRIEEREAE G &I G HEHEL 55 =
flx National Cholesterol Education Program, Adult
Treatment Panel 111 %7 non-HDL /\[? 130 mg/dl
T A T8I F; ° © Fenofibrate Intervention
and Event Lowering in Diabetes (FIELD) a5
RARREFEE {F T2DM 55 A {# H fenofibrate A Bl
ATER " — IR R R K AR SR 2 1 statin T175
Yt P2l » HDL-C HYZ2 BIELLEBR (% 7.5% » &
AT fibrate XASEY)HE I HDL-C WU AN 2 2
SRIM Veterans Affairs High-Density Lipoprotein
Intervention Trial (VA-HIT) it € &5 LEME R
O E (7R LDL-C E4%%] 110 mg/dL) 4
¥ gemfibrozil > TG [%1{K 25% » HDL-C ¥§/1 6% »
TR DR BAFRESIR D 22%" © FTLLVE AH
AT T2DM 5 AL statin 16751% » MILA fibrate
D) A IS W B RS E K - &0
statin FI1 fibrate $H&EY) 6 M AL 28 Ko tasUlLia %
TERIEERE » (AT Y /E fenofibrate JEE Il AN

12
=
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LA PR 9 A T P2 T ] e g e T DAk D 1
BN HEBEEERDNARE - e hr
AR 5 B J\RS: (residual risk)” » BI{EAS & #E
JEHY statin JEHE > HEFRIF AR EL IR PR L
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ACCORD RFERETT

ACCORD #ff 5 7@ H1 3 B &F fii Lb 5 R &2 =
Fr o 3l FH 35 B B 2% 00 il I 9 i 92 BT National
Heart, Lung, and Blood Institute &[5 V7 %5 4= iff 52
F£ National Institutes of Health $& {5 B ARHT
F¢ o H A T AEORET SE RGNk (A ~ 2% ofm JBR Bl [k
IMARTAFR A T2DM B R 8 - il EH R
T2DM RS feba iy iR - B Fin s 62 B
BIFRIE KB 104 20 EH —EIHRER L
I BRI (5 37%) BB 2 JHOIME e ks R

(QnE I EE ~ S ImhE ~ e ~ NERRSE ) - [FI
HbAlc fEAHETE R (T4 8.3%) © HiE A 10,251
{EpE e > PRABERAL ~ Z bl ~ B 2 X2 FETe
(factorial) g% &t » 77 F ik LA S ~ Ik 1fnL JBA S Bid g
MAEZ 3 8853 ' ()

(1) FE M bE AR EEaAsR = 0 10,251 Bl 25
HEALLER 73 IS o 15 523 BE 70 £ I e
IMmAEfH (HbAIC EHEE < 6.0%) BLREHERE M
fH (HbAIC HARE(H 7.0% ~ 7.9%) °

(2) R A RS '  EHE 4,733 BIEE >
BEHE 0 22 hrom R I BAAH (Ui aR E AR E < 120
mmHg) BLAFHEREIRAH (5o ER H AR E < 140
mmHg) °

(3) ReMAR GRS 7 @HE 5,518 I

#x— : ACCORD B E 2 X 2 fE5raR5T

#83# simvastatin {5 1% H LDL-C Y915 235 &= 2
il o TEASAE S statin YRIRIYIELRE HREWE 7 2
% fenofibrate B 2RI M AHIEHEE ©

ACCORD fift525 —{lf 4= 2 {Fi% -

1. H £ HbAlc< 6.0% I if #% SRl Lb B 12
HbAIC 5% 7.0-7.9% HJH R SRS RE w5 25 11y
DIMERBL o

2. TEIM BB EEGRARAF RIS BT » E I R
<120mmHg . H A AEREE <140 mmHg HIAEHFE R
s SERESR D DI E R B A 2 o

3 AEIMBEPEHIARIFIIIE LT - 58 A fibrate
SR HDL-C B2 TG » i L {# F statin F{K
LDL-C B3R %R IE L B statin [ {X LDL-C
TR TR O B R S A 2R o

38 3 B TR £ B B FE BB
BEZE ~ JEBOEMEHRRECLIMEIL LT > #2001
FAAA » 12 2009 5 6 HASH » GIELEHE 9 4 > H
fiti BB R R o
— » ACCORD- [M#E:5&

RIILIKRE % B2 E BE I T2DM B E I
BB AR 7E 1E BB E 1B BB Ol
O BEAERYFE A o (HIE ACCORD- [flL st B 11
fies S HET D I A e A (HbA1C<6.0% ) R
M AEHE R AH (HbAIC £5 7.0-7.9% ) HIFET
ARE T 22%  BIHEENIHE TR (p=0.04) »

It 11 B S ENILERS
RIS WO <120mmHg  AGHE <l40ommHg A BAHL gt o)
simvastatin fll fenofibrate simvastatin
HbAIC < 6% 1,178 1,193 1,383 1,374 5,128
HbAIC 7.0-7.9% 1,184 1,178 1,370 1,391 5,123
2,362 2,371 2,753 2,765
SN ' §) 4,733 5,518 10,251

#x_ : ACCORD RPN s BHEMRAE SR EMAR LR - BIIESZHEZRIUR/EXCE : BIIIESTREMES E
EREBIFFTEILNIUEE - IFEFEHEPREFNMET T HINMESH "

ACCORD HFEREHAIC AR DIsEiaRaHE = St BEn iR £ RSB A HR(95% CI) P M

ef T B = 10,251 257(5%)
R 1T JHA 32 4,733 1.87%
R IMIE 32 5,518 2.2%

203(4%) 1.22(1.01-1.46) 0.04
2.09% 0.88(0.73-1.06)  0.20
2.4% 0.92(0.79-1.08)  0.32
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i B 5 £ B B s (p=0.16)" ° FEfP
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Ik e I S At o EL A WA B 43 F 5e (R i JBR =2
B IR S ) (A TLET BT > (H % M AE &R
SUBIFHEG I o

LY JE A A 48 8 R — 5 5 | E R P (R
% [ A VA R 3% - SEE [ ACCORD- [f1 4535t
B AR 1,000 A2 88 2E 3 RILTCHM (14 L
11) » FHELUE T2DM 755 A\ 21 2= B8 2
FEERE 1,000 1] 50 £ > AR TIRZ - HIL T
L UKPDS (R1K - % E &2 B aenps
PRIGIERE* o HHIIE 258 @y B R R KR AN
R WG B )5 0 i B R 15 R AL B
N TREIR AL > {H 2 BN E B8 2 (R g P 2 -
ACCORD W 7ef %48 7 AT B AL 2 A 2
AT 55 K I B AT ArT B Je LA & - T2 B
A 308 019 71 A 2 147 S V5 K HbA e B2 7% LA
IR RE > HUR)EEERTE A N ANTE g G R
A By o T DR B 5 v 48 2K AL o A5 IS I A 22
HIFHAYZE T mBE 7 (HbAlC) 6% £ 9% AR 1ERE
FREEIN > EREROIR EAE (HbAle KR 7%) Bl
PEHEYR IR L » A BRI A - AR
FEORNEERE o ' Lo T BN SE AR B A
HAREZE T » HAE —FRUIL T2 B HbAle 2ARE
B TR o 38 WU T MmAERE K TRAYE L o HHR
ML R m YA R BRI 21% FEEBEME DL
BEZE (p=0.01) > JETCAR] LA ST 10 2 ke P2l
I HEBE 75 2 T2DM 5 A K I 7 R S8 ) P 1% 2
& 2008 T F i AN R 58 0 Ray S H (Al B AE
Lancet 3% [ 74 ACCORD % 5 I8 T2DM /55
R IMABERFSCRIRE & T dE - SR B -
JER R LM O I SRR T 15% » B a2

== 19
IS

— ~ ACCORD- M5

ACCORD B [ I JBR S PF 92 /2 4 4,734 #4
A SR R 7 R > E & BL s i g 3% 1fn
JAR 35 ¢ (WA A AR H A {E <120mmHg) B A HE
W% 1M JBR A & (A BR H AR {E <140mmHg) %}
* T2DM & O I8 R w8 - HEEK
BEEIEEIE IR O ML ZE ~ JEEIE M hJRALL 1
B OIME FAF o #8081 4E1 - higm R i

LT

JAR L B A 2% 11 JRR L RE S AP 25 AT R 43 il
119.3mmHg B 133.5mmHg > 7 15 38 ¢ 4.7 &
% > WHFeHE RS - BUEHEIR A 38 4 237
D IME B Eia & 208 0 A
Hiat B2 22 B (1.87% LL 2.09%, p = 0.20)" ° Flf DL
A [E 1S T2DM B3 I BRI (E 120mmHg DL T
AN RE(H R JE R B % RSO > TTRE & 5%
A A I JBR B i S = 0 OF 38 E (3.3% HE 1.3%,
p<0.001) o {HIETHAR YR EFL B > higdiaEH
o JEL & B K T 41% (0.32% L 0.53%, p=0.01)
KK 89 Bl FEE IR 5 A REMER 1 X a
FORE A G A AN BRAE o [R5 B REHE B

RG> JCH - FFZ R R E P RS O
WRE > B REET ANER LB K
BT AR AR AR 0 BEPY T ARIE] > 4l
FAEBEA BT - thEFg 259t —EHS
% o
= » ACCORD- A5

{ii Ff] statin [ {5 T2DM 9% A #& i [5 f3 Ed
LDL-C B iR B AR A RO 1 3 =6 A 5% 2R 2R -
{H7E T2DM Ji A B o 3B & U I s 22 5 5 5
R 41 TG ¥3 /& » HDL-C R {KiE Leth 20 i
TEIR Y fa b (K58 o 0B » 7 statin ¥6 58 A 2
& ¥3°T fibrate HEAT 5 T2DM R EHERES ?
ACCORD- IfifigitBa RS 26 — ([ £E58 8 — [ E
Wrge 7> A 5,518 it ¥ » 1E simvastatin (&
H 20-40 mg) FEHE A fenofibrate (n=2,765)
H 160 mg 80 Z B (n=2,753) -+ ZFI:E
475 o« FTEREBES OCIMESEH (LIE
FELC ~ FEBSLME L NUBESERIFER SR ) -
fenofibrate #H 7~ 35 LDL-C ¢ 100 mg/dL [ 1K £
81.1 mg/dL » Z¢ B 43 7 101.1 mg/dL F K £
80.0 mg/dL ° fenofibrate fH 7F* ¥ HDL-C £ 38.0
mg/dL HI %] 41.2 mg/dL » ZRIFIFHIE IIE 40.5
mg/dL © fenofibrate #H 7* 33 TG 7i& 164 mg/dL Jik
DE[ 122 mg/dL » ZREFEIRHIE 160 mg/dL /D E
144 mg/dL & B > FUAHAY F 2 G % B
REE 72 B (1 2.2% L 2.4%, p=0.32) ° [FRIRF7E
RGERE W7 PR B L 2 PEAF R % (FHEHE
ZVEHRAEE - HARATR p=0.01) < FAIHELLHT
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FEHIR B 20% (941/4,548 N ) & DEIMAE 525
(TG >204 mg/dL LA 5 HDL-C < 34 mg/dL) *
{E L R IERE TG K T 35.0 mg/dL » HDL-C 47
M0 12.9 mg/dL ( FHEH BEMAR 5255 43 A5 24.1
mg/dL B2 7.3mg/dL) » & OFGEM T LUV E &
FEBEERAFE 31% o fEE EBE (X 4.95% » 1 H.
BREMHZER o £ ACCORD MMABHFZERKE 4.7
Y38 HE  fenofibrate B simvastatin & {f 15 %
HA RIFW 2 & 0F 16 % H 58 statin 16
RIS 58 ~ WL 28 Bk AT ALY FRRiE Ay o8 A 2R
HZE (Y955 0.1%) - {HE fenofibrate 15 A H
5 2 9 REUIKT T AR K B 8 33 28 glomerular filtration
rate(GFR) Jak 7V 1M 38 H G B (2.4% vs. 1.1%) »
SRATLAGE IR IR o 1R — K fenofibrate
HIEH A 440 A (15.9%) » ZEBIH A 194 A
(7.0%) X GFR TRk &R - HEWIEAR
78 A 2% 8 B R B B T R WA A A R o
TEIC . Z B EL1 FIELD atBg A 15% it & WL

A BT IR P A

ACCORD mAZFTERVE R D1

5 [0 7 R 97 22 1 1F 2010 4F JE AT 1) 18 PR 9%
IGHEEHERI R o {ThOR 3R HbA 1c FEFEHITE 7% LA
2o BIEEFS AAHE G TR H AR BMEIRA A
Vo TR AT R S T DAE — 25 PR B R A
(/N AE e o BEAESE 21T ACCORD fi7ERy =
% o3 T N5@ 6 58 75 58 A B /N 18 s 58
FRHHET A © ACCORD- I AABRIEELT 3.7 4%
1k o B8 Z R B HE IR I (1.3 4 ) Hh3T 5 4G

H o SR HTIIRIAHRAE HbAlc £3 6.6% » #Ef %
& 7.4% 3 BEHER IR A2 AR 7.7% F1 7.8% »
AR FT (3.7 4 ) BEELHE 5 oy B RIAH o s
HEHAE 5,107 A EEEERRHERHA 5,108 A > )
RIVERRRT 53T
— ~ ACCORD- [M#EsEs 58/ a L/ ) \[MERE

FERREE

Lot Mg R E # 5 - EESE®
i > UEEET T+ (>291.7 1 mol/L) » e s 25 S
IBRBOK TR (5 A TEE ) BRI S
RN BB E TR (B EETHR) R T
JEAR FEE IR ~ BB HRHE OF 5 AR A8 1R
s 2 4% o ECAth A% TE S SR D5 VA R B HE R
Il R S B (R =) o IR B I E R
TP BEAE NSS40 & T REARRE R SE T
ASYENN ~ [ B A E I
— ~ ACCORD [R #& #ft 3% (The ACCORD Eye

study)

ACCORD [ i /F 52 2 15 2,856 i /& » 1
B VYR 55— R R JES i 7 LT S2 BRI A IR 1) S
R JES 4% 52 LU s » 8.9% () B 10 e B s 488 S 2 o
3 Bt SREACE IR 528 v 4 L B I i 5 v 7
PIREH B R AUCE SR A R > {E i R o
16 A Al A A (2 PY )P o E FIELD i 5%
(fenofibrate ¥ statins &5 f}f 16 8 ) [AIF% A5 ol &
BER 7 > Al /L fenofibrate B ARG — € A
8 o [ ZAE UKPDS 5T * R R 1fm AR S L e s
RSN TE ACCORD HFZ2 M BAMIsE AR ANE R
| o

= : ACCORD AR IFENI e REMRE SRR I E R FRR LR * NI EFRROARRIEESER « HEBAB
18 > MERETAS (>291.7 umolll) - RIBIRBENORNKSBERBIR (B —ESHITIRRS ) FURBPITREN L%

—EERRE (F_ESHRRA)

FHFFERE R

R A HR (95% CI)

8 5 R HR (95% CI)

B AR

B A B RS

MEHEEHR

H IR i

LIVl 414

Jendrassik maneuver FRATER [ B 58 2K
JBE ) R R

1.00 (0.88-1.14)
0.96 (0.89-1.02)
0.79 (0.69-0.90); p=0.0005
0.90 (0.79-1.02); p=0.105
0.84 (0.73-0.97); p=0.0163
0.94 (0.87-1.01); p=0.10
0.88 (0.77-1.00); p=0.0451

0.95 (0.85-1.07)
0.95 (0.89-1.01)

0.85 (0.77-0.94); p=0.0012

0.89 (0.80-0.99); p=0.0265

0.94 (0.89-1.00); p=0.0467

0.90 (0.84-0.97); p=0.005

0.85 (0.75-0.95); p=0.0043
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LT

ZkP0 : ACCORD TAZTCPINE ~ MNAS - MBIIERE  SiRESEEHRBIRREERNLLR *

ACCORD Fft# 7 hmsmiE R % ( ABR) REHE R % ( ABL) HR (95% CI) P {H

R A =2 7.3 (1429) 10.4(1,427) 0.67 (0.51-0.87) 0.025
FEEIMAE 32 6.5(806) 10.2(787) 0.60 (0.42-0.86) 0.006

R 111 BA =2 10.4(647) 8.8616) 1.23 (0.84-1.79) 0.29

, ) —.~ ADA 2010 = K [K 7 e 38 € HI 2
fic ACCORD MRZUHRRISERILIEE 549 @ #m 4 09 e 45 75 HbAIC<7.0% 11 S
B

= 7N

— ~ R R IR RE 4G 38 JR BIRG R FF R
B4 - RS feba R B E R
WRRAFAE T 3 AR - S5 A = VIR TEB R B 3L
TG o SHHTZ BN IR R R o FER I RIS
FORIE R > A PR T R 3o AR o S IR G i
B MR REFIZEAR (F FEAERY (B AR R Ay o
1E UKPDS Hf5% 20 SR HERS SR >, FTURey
legacy effect (GEEIZUE) HaREAM , FHIN AR
T R B G M PR AR O I8 50 1 8 ORI 5 A
#117» ACCORD- Ifi B 7 B i) 2 B 5 /2 IR s oK
Mt AVEIE o % B T2DM Wi 28 2 O A 38 A i
FARME P > 2 TN E S > LR
TERR A ARSI E IR o S ACCORD
B 72 40 SR RE T S A A A SIS B R R A RERS - A
Eaa G THRMALIHEE - A8 UKPDS i
JERIANIES » ADA 2010 0 R I 38 e HIj
HIRIEEFTIEEYE - HbAIC FEFEFITE 7.0 LI »
OB R R A TR~ BRI R
oF ~ BB AR B8 » BIMIER A EE
PRI RERE » SRR AE B AR » BT 5
HHEAED ™ - ACCORD 722§t %1 H & ER
ek T2DM R - BEIRIR @ — (g1 22 22
IRKIIIGERE » [FRRPIRFR A A F SE > —{F
FERE S AT RE S & AT AR R > AN LUTR] B AL
HE L HH o M MEL AN — TR b >
PRI AL G Z R > 15 R B 5% E AN
IR NE EAT - B RE ~ THIIAEGAE AR ~
B PRI 0K R ~ A B s RIS o ~ s
B A OHE RO ER B > HbAIC B H A
WK BEHS » HZE T LUK HbA1C fY H A (i 3% B
2 7.0% °

<130/80mmHg > LDL-C<100 mg/dL (ABC: A1C »
Blood pressure * Cholesterol) © ¥ /' i # (& 15
B — i ME AL U BT A E RTrg R R =
AT R BE AR B BT o MRHE 38 [ 2 [ iy AF B
W #F National Health and Nutrition Examination
Survey (NHANES) 1999-2006 F=HJ85 » BN# 1
B R IR L B R SR R B B > thiE 12.2%
AR 22 21 = /& (ABC) # E A > o [A]HFR 5
ZTE 2006 UG E R > 18 114 RS
R RN 7,541 LR » [UKE ~ I JRR K &
(] P ) 33 AR 2R 0 ) 5% 32.4% 2 30.9% F11 35.3%
{HEEHE ABC MZMARTER A 4.1% « KA
REfS ACCORD W FEI s S A RE Rl 2 il I A e L
fthfa ke R 7 LU RA RS - A= 2 S b P22 il
HEPRIR AR BB ABC #2HY) (1L )

=~ NG R B B ) T B 2 A 1A
e i AE G R A o 22 2 R e A DG G 0[]
IR REANEHINEIER o #i%% ACCORD #5t
PRI i BR B 11 i Ve e AE B i S 2 4 > AT 2
IMBE (HbA1C) B KARA T REMTIISETC 2R (K
LB i ZE AR BB A 18 DL R AL % &
Fite 7 AN (5] (g e B R » 3103 B 3% AR (R b o
G0 B M5 98 /1 7 T2DM B & R = i3 [ RE AR A
K% &) (polypharmacy) LUK H % i iRHI (R &
1z -

Y ~ UKPDS Hiff 5% i 4% I B2 452 il £H 1S5 4 #d
JAZ ¢ 160mmHg [% % 144mmHg » 15 2| i 2 TH
B EI R 4 ° ACCORD TfF 72 1 5 8 1l JAR {8 s
K > e ofm JRR 422 gl BELASE S #id JRR ¢ 139mmHg Fif
£ 119mmHg » A1 E A £ 4 i& ° T2DM 5 A 1Y
AR Ifm A {1 2 5 W] AR — % o o R N — %
(140/90mm Hg) ? & % [ » 78 11 ACCORD
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=N : T2DM R AR =S 0B RIS

HARE A fEAl * {ER L% &
. FAE ~ EEAE ST AEE AR ~ BRI KR ~ A B (i
Ipee ; \ \ S
. HbAIC <7 WO g O G BRE A AR TR
HBALC < 6 ram  BROREGE RREREAT | ARSRRNEE S
i < 130/80mmHg GrigIbEi P\ EALAE R B i A 7 U M BE R R
. < 125/75mmHg SEZNEER BEPRI & DFRHEE H & IR
LDL < 100 mg/dL CheAleie BEPRI G OF R, ~ 5O B SR [F]E > LDL > 70mg/dL
Triglyceride < 150 mg/dL ° )
Ififi HDL > 40 mg/dL ( %ﬁ) : PR B T 3 F| ¥ i atherogenic dyslipidema (TG>200 B¢ HDL <
HDL > 50 mg/dL( 21 ) 35mg/dL) I I B » AREE (A statins FILE (T ASEEY)
statin + HAHRE MARSEY) FHEE

* B4 2010 BEPRIAHGRRIGGETES] 2 -

B FE LT 32 (2 KR Y U7 1) - SR € () R Bl
BAM T2DM i R B A I BR AR Y o KBS A
T I8 ten in R - 0 I J B = R S L A
JBR o Ry LIE S Ui R £ Mo i R AR Y - R 4R
Je B 5 5E &7 9k BR {E o {E International Verapamil
SR-Trandolapril (INVEST) W50 1% 77 > 52
AE R S0 B UL ALY T2DM B
HE s R R 2 140mmHg LA T AR £ 130mmHg
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Positive Implication in A Negative Study
—ACCORD Study and Risk-Factor Control
in Type 2 Diabetes

Chao-Chin Chen, and Meng-Huan Lei

Division of Cardiology, Department of Medicine,
Poh-Ai Hospital, Lo-Tung, I-Lan, Taiwan

The common conditions coexisting with type 2 diabetes (e.g., hypertension and dyslipidemia) are clear
risk factors for cardiovascular disease, and diabetes itself confers independent risk. However, there is a lack of
definitive data on the effects of the intensive control of glycemia and other risk factors on cardiovascular event
rates in patients with type 2 diabetes. To resolve this ongoing question, the Action to Control Cardiovascular Risk
in Diabetes (ACCORD) trial assessed the benefits and risks of intensive glucose control, intensive blood pressure
control, and the combination of fibrate and statin drugs in managing blood lipids in high-risk patients with type
2 diabetes. Unfortunately, in February 2008, the ACCORD glycemia trial was stopped early because of higher
mortality in the intensive treatment group. In April 2010, new data from the ACCORD study again defied our expec-
tations and showed that in the blood pressure trial targeting a systolic blood pressure of less than 120mmHg, as
compared with less than 140mmHg, did not reduce the rate of a composite outcome of fatal and nonfatal major
cardiovascular events. The same negative result was observed for the combination of fenofibrate and simvas-
tatin in the lipid trial. In this article we review the completed ACCORD study and its influence on the clinical
practice. Despite of a negative study, ACCORD study providing some positive implications for the comprehensive
management in T2DM patients. (J Intern Med Taiwan 2010; 21: 391-400)



