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Y = a a 9 Y
laTudihoivnu eanwuAalnaneinseadevedda laun hypertrophy, AWM UIY0Iglomerular
4 02
basement membrane IWNUY, nodular Loy diffuse glomerulosclerosis, tubular atrophy, (LAY interstitial
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Tsa lavimuvnuiiulsaunsndeuludihonvnu vazduiluaunginlufi 1dinie Tsa

'
A o v o 1

laszozgatiodie dszmanmaaimu wu TuiGse Tadnuidedetedesiiildinalsnlann
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fouay 25-60 HazdallseuMsINAnNURAUNAYBY triglyceride $08aY 25 11a2 total cholesterol
9 a -
Fooaz 50 TulszmNI BTN UNLDDNAY

[13,14,15]

nalnmapalsaluiuAan@lugibalaoinmivanu

1o laniniuivau Ianwiailn@ves lipoprotein 181 VLDL, IDL, LDL, triglyceride 1

[ d%l =\ @ ° dy o ~ o Y a o Y Y

5¥AUFIIY e HDL Hszaudias wennnil luduersvzmilenihldinanisiaielaldlaonszdu
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MU U oxidized LDL ﬁ1h1iﬂﬂi$§3}uﬁ3§u scavenger receptor UU glomerular mesangial cell 1G]
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. - ) (- o . . A a J A
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A FA o 1 T X Y
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2 A 2 g v o w a
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H Y H v '
500 T13A7 In YuApUNADY angiotensin 11 WY microvascular glomerular permeability ttazty Tuiana
J o Y a . .. . . .
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3 Y . . v a . . ° ~ { o q 9
VUADUFTANY Ao angiotensin II NIEAUNITINA cytokines LAY chemokines ITUIUNIA, M 4
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Lipoproteins Angiotensin Il
\ fOxidant stress /

f Glomerular capillary
hypertension
N

N\,
\ ?Glomerular permeability
to macromolecules

v
Tubular Mesangial

lipoprotein lipid
overload accumulation /
l / Chemokine J
/ release y

Macrophage
infiltration — Cytokine
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Extracellular matrix accumulation

Glomerular and tubulo-interstitial
injury

{ o o J 1 a
gﬂ‘ﬁ 2.5 HEMNANUTUNUDITEHIN lipoproteins LAY angiotensin 11 voam3tnalsalaain

111U (diabetic nephropathy) [17]
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a A Y F) = v A Y A [= Y [l 1A ~ °
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- Ischemic stroke ﬁgﬁﬂmﬂwaamﬁa@ carotid
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- Symptomatic peripheral arterial disease

- Abdominal aortic aneurysm
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wnsanduedeslumsinalsavasa@enaiala” (1099 2.4) FaunUMINNTHINTYTZNU
anuasalunsinalsanaeaaeniinlaludn 10 YianiiTaely Framingham point score” (1w

Y KR A [ 1% 9| [ (% d’ a A Y

MARUIN) tadsnnsansneauszauihwinelumsine lasmsdsulasungdnssurselvims
[ 9 [ v A d' 19 Y Y Y d' o
Snudeenanszau lviiuludeameniuquizau LDL-C Tdiiammdhvuneiifua

A15199 2.2 L%}J”Iﬁll”lﬂﬂﬁ%/ﬂkl”ILLEI$ﬂ”liﬁ”l‘lril!ﬂﬂﬁ%lﬂkl”I@'niJﬁ”I@‘ﬁJﬂ’Nmaﬂ\‘] 1
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fFuAMEe 5280 LDL-C fthviane | 530 LDL-C #i3udu | 5280 LDL-C Ri3udy
THimsSaulaems T¥inmsSnpaeen
ﬂ%fu!ﬂ?;ﬂquﬁnﬁu
ﬂ’cjuﬂmmémqqmu <130 ¥n./Aa. > 130 Un./AQ. > 130 un./AQ.
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risk): TS oAoaRauA prfasan ey
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Foadaug 2 Toanla
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mMaaen)

2.6 M3z lvaiudiadnd

JagsyaeAnssnun : 1iieaAsEAY LDL uag VLDL taziiinseal HDL
ay [
TNITTNYI
1. Correction of the causative cause
2. Life style modification
3. Drug therapy
Y w [ Y] dy
msi¥enlumsSne Lanail
d' = d‘ a o Y I3
1. #1MaAMIAATN cholesterol nusnad 1dan
- Bile-acid-binding Resin
-  Ezetimibe
2. #1MaANIa319 VLDL uag cholesterol
-  HMG-Co A reductase inhibitors

- Nicotinic acid
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3. enaamadasulaldTsauluibon
- Fibric acid derivatives
4. @1MNUNVIA LDL-cholesterol

- Probucol
d' =S d' a\ o Y s
1. #1NaaANINABN cholesterol ‘nmnmm‘lman

Bile-acid-binding Resin

e CH—CHy~CH—CHy HNCH,CH,NCH,CH,NCH,CH,NCH,CH,NH
CH, CH, CH, CH, CH,
HCOH  HCOH i
& L & I,

~—CHy~  CH,~N*(CH;),Cl CH,CH,=NCH,CH,N

i COLESTIPOL
n i

CHOLESTYRAMINE
5 A Y 5 . . . . = 1 3 ] =
Huenilassairuilu polymeric cationic exchange resins m"luazawumaz"lugﬂﬂﬂmu
A
nalnmseengns
Y . . S o 3 . . g
® Tn39ad 1904 bile-acid sequestrants In1TUTUINGI92IUNTAUA (bile acid) FaTlu
o Y s Py [ =2 > % a . . :
Uszgauludldian vazilosnunsgadunduveansaiiid (exchange chloride ion for negative
. . d’ 1Ta
charge bile acid) tHpe9nvLInvee Tuana lvginn 'l
2 @ Y a 9 =2 ' A . . ]
® HuMIIUNTAIREENNININGINTL IANINDI 10 1911 1aztiloan1n bile acid vzgnganuiily

Y
1 == o

daulua) 811397 1%1RAAN5A4 cholesterol 89N91NT19NY
¥ Y
® HUMIAFT1NIAUIADIN cholesterol Tue
Y v
® 1iM5 up-regulation of LDLR 78 @319@251U89 LDL ¥1AUU tiileunuen statin uazimiieni
4
L’E)uhlclm HMG-Co A reductase
d
WaN1309NgNEUDIEN
° Y Y = 9 Y a4 A E = A a A A~
M1AN52AY plasma LDL anad ¥MSa319nsaiiamiuanniy uazenvziilseansnaniion
9 Yt ) A a A 2 A Y @ [ . 2 0 Y
M3 lslugniszay LDL g4 uazilsz@nsnamiuinnyuiio 143511 ue1nqu statins 4on0niui 1% TG
] 9 v
%30 VLDL 9191431 11ay HDL (Wu5oeay 3-5
1 dy 1
e lunguil 1wy
® Cholestyramine (Questran light")

® (Colestipol
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® Heterozygous family hypercholesterolemia
o g5 ufuendu niacin, HMG CoA reductase inhibitor
® fu q: U55IMe1M AU U cholestasis 11ag bile salt accumulation, ﬂ”l'iﬂﬂ“]?‘um digitalis 89NN
a A A Yo A
T]TQL@H@TWTiﬂimTIVlﬂiUWBiﬂﬂﬂ"l
L= d Ay =2 a =2 ' . . 1 '
?)1ﬂ1’i“!NWx‘i‘IJ’i$ﬂ\‘lﬂ: fﬂl!thQﬂﬂﬂ“ﬁMGluVleu@'lW'li ﬂ\‘lubJWU systemic side effect UANNDADISUU
a ~ ' Y Y A Y Y A Yy a A a
NNNAUBDTINIT NNV UDY "lﬂ!.!ﬂ 2INTINDINN BINTTDUA "lﬂll,ﬂ ﬂaﬂ‘ﬂamaxﬂau‘lﬁmmau NNAIMN
NAUE
U an U ‘ﬂ'
DUHAINIBINVUIOU
A < . . R v o A A 1 A v
® 1949181 U anion exchange resin %Qﬁ]ﬂﬂﬂﬂWﬂNﬂﬂ!ﬁMUmﬂuﬂiﬂ aauﬂmuﬂmauumﬂu

A& ' 9 1o = o A < A
ﬂa'N’Vifl"ﬂﬂju@1QE]’]ﬁ]gﬂﬂﬂllﬂ‘ﬂ]’lﬂﬂuw'ﬁﬁngﬂ\? mmiiuﬂizmumauﬂau 1-2 G]f'JIlNWi@

na95UU52N U bile acid sequestrants 4-6 B2 114

A

[ . ' L . o Y. . .y .
® psuilsznu colestipol 39UNY gemfibrozil i lv bioavailability U84 gemfibrozil afaN

Y Yo =< . LA ™
® m"lmﬂumumqq%zsumumigwu vitamin mzmﬂ“lu"lmmu

a { < o q ¥Aa
®  n15nue 15N saturated fat 92911 1¥1NA down regulate receptor

Yorl¥: Tuauhil triglyceride > 400 Naansuiagans mlmina complete biliary obstruction

Ezetimibe
OH

Ezetimibe F
yd o g’/ ' o . . . .
nilueduginsgadn Inamanoeasg T UM (selective cholesterol absorption inhibitor)

<
nalnmseengnd
PR

2 o Y o g’/ A a dy o Yo w
® @’E]ﬂi]‘l/l‘ﬁﬁ brush border GU’E'N’(,ﬂll’d 8U8@ﬂ1§@ﬂ‘§ﬂfﬂﬂ1iua$ cholesterol NUIIUU ml¥dina

v
S 1

1 1 o < v o I Y

A1TUUEA cholesterol MU 1§1anT9aa15119 cholesterol Naral1ldadn 14 Fadlunisaauna
S { o o < . .
miﬁ]ﬂ“?m cholesterol mﬂmmmazﬂsﬂmaﬁwmm‘lfgf’zaﬂ (small intestinal brush border)
A A o o Yo o Y 49!
® WY LDL receptor AAUT IRIUND cholesterol 1NNV
d
Wﬂﬂ1§ﬁ)®ﬂq°ﬂ§‘ﬂ®ﬂﬂ1
o Y o kY 9 A o (= 1 o
Tl"l‘lﬁﬁgﬂ‘]_l plasma LDL aﬂaq”lﬂﬂizmmiaﬂaz 15-20 Uaznwuszau HDL Iﬂﬂllllllﬂaﬁﬂﬁgﬂ‘ﬂ

triglyceride
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enlungaitldun
® FEzetimibe
Y ) Y
Vo119l
® Primary hypercholesterolemia
® Homozygous Sitosterolemia
® Hyperlipidemia combination therapy 19U statin
d U
o3 hinalszasn: 1haAsue 1aaies steude Uaade lo soumds
dunsnNIEeNHuendu
'
® Bile acid binding resin (fenofibrate, gemfibrozil) 9 AAYNTUDY ezetimibe
. [ Yy .. A 2 1
® (Cyclosporine M 143 ezetimibe tNuUU Y serum 12 111
o Vlmﬁ@ﬂgj N391NU statins, warfarin, sulfonylurea
Y v y 9 Y A o A Ao . 2 '
Yoradld : vl luauinilulsndu wieaundl enzyme transaminase gau Taglinsuaumne

2. ﬂ1ﬁﬁﬂﬂ1§i‘l’%1\1 VLDL utag cholesterol

HMG-CoA reductase inhibitors 9]
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1 dyd 1 =\ 1 A o 1Y 1Y v A
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Y 9
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. . . . @ . . 14 dy = = Y1
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weliormsnwaaiin damlunsallasueluauags (rosuvastatin 40 Tadniu  1azso
9

a A 9 o [ A F2A ad 1o & Y = 1A
uaansy) Glﬁ@]ii]ﬁ]“]ﬂ‘ﬁﬁ\ﬁﬂﬂ 3IADULLTN 1’T1ﬂul@ﬂ1ﬂﬂ§]ﬂlllli]WLﬂuGlfNﬁi’Ji]fJﬂi]uﬂ’Nll’éﬂﬂﬁ
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Aa oA 1 Y] P (% A a % @
Wouluiams szninddamin 4 — 12 wawnGue wazalrsaaawszan ludulwdeann 6 — 12
=1
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Nicotinic acid
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NIACIN
I a a { F o {3 a a { I
Niacin (Hudaiuiinazarerild 83) simrhndluianiulae/aswily NAD v5e NADP
1 g’/ { Q( 1 U v ! I
(amide) 1mW1ze11u31 niacin MiuNeengNIaoszay vty nazdosldluvuiaganiimslfiu
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d
nalnmseengnd
v . . g . . . o 2 o o
e luwad lviiy niacin 13 potent inhibitor of intracellular lipase system 8UgINIT& ane luiuiing
Y ] v
Mmlimsaans triglyceride AR89 LA niacin fuginmsinaeunvednsa lusiuan adipose tissue
Tdadu vhlvmsadhe VLDL-C minduanad 52A triglyceride Tuidoadaanad 1aza1nmsn
VLDL-C anadh1# LDL-C anasdle
7w o P o & o 7
® luadAV niacin AANMIAUATIZH triglycerideIﬂEJEJ’Uﬂﬁﬂ?ﬁﬁ\‘ilﬂiwmmgﬂﬁ esterification
Y99n3A IV ULAZINUNTUIA apoB
® Niacin aanN13i19ALAZYIA1Y apolipoprotein A-I 910 HDL-C finsousiiaiunaudngszuy
= A 9 2 ° 9 A 2
Tnaeudenlauniu vl HDL indy
d
HanN13eeNHNTVRIEN
.. . . Yy 2 Yy
Niacin @€14130 0@ triglyceride 1¢3o0as 20-50, (W HDL-C 1#3o0az 15-35 uazaa LDL-C
9 o 9y o 2 é!
Sovaz 5-25 uazenvh Inny lviiuluganszmuiu
enlungaitldun: Niacin
Jd a a A a A
01M5 lalielszaen: 1NA01N1550UUI1D, 1NA impair glucose tolerance, MFNUUYBINTALT N, NITINY
U099 hepatic transaminase, mﬂ%’gﬂgmuﬂﬂa (crystalline) 139 sustained-release niacin G 2 n5N)
1 Y a I a 1T W 9 . . I £
naliinannuunbaedugunse M lsenlugiluny extended-release niacin Wugiluuvereengns
A = A Y a Y} Y
W 1HDAANTAATUVDN niacin dIHa I aaN LN IFe1a914
dUATNIENNUENDY
® Bile acid sequestrant WU cholestyramine W3e colestipol 1907 bioavilabilyity U94 niacin a4
9 v
18 #99uA2550152 MU niacin AOU bile acid sequestrant 1 HITud ¥IBNAQ bile acid

sequestrant 2-4 W3 1304
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® Anticoagulants 1318914 WDIN niacin 117 prothrombin time NN AU Aoseiaseiams
Y dyl @ 9 3 o A a 1 . . < A '
Tt dumsuisiiveaion 1asnI3AAAINAT prothrombin time LaZIN5ALOADENS
Tnd¥a
e I¥iwmnuannnuaulatia si11¥iAa hypotension (NAIINNTVEBHABALAOAVD niacin)
e sumuNavesennEl lsawvNuLaz 15a gout
4 9
Fornald - uldludihelsnduisess, 15a gout vuguuswazima uaz linasldlulsaumalu
. . . . . ! o Jq 9 a ¥ 4
NITINIEDINT (peptic ulcer disease), hyperuricemia, arythymia uaz"lmmzuﬂw“lﬂmﬂuwmqmﬂﬁiﬂ
uazndla Iiuuyas

3. enaamatlasulaldlsfuluaea

Fibric acid derivatives
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CHy

0— CHy—CHy— CGHy— C— COOH
|

CHj
CHq
Gemfibrozil
CHq
cl c O—{lj—C—O—CH(CH3)2
i n
Fenofibrate
CH;
Cl @O—é—COOCEI 15
Cl‘.l 1,

CLOFIBRATE

2z o J =

gnquiiiiluey T ve clofibric acid Fiilu halogenated fibric acid derivertive 1@ clofibrate
QNAATUNAININAUET 819290 hydrolyzed 0619390131815 clofibric acid Fuilu active form dau
gemfibrozil W nonhalogenated compound

nalnmMs E]?)ﬂt]‘né: 1NAINANS L’idJu ligand U®4 the nuclear transcription regulator, Peroxisome
Proliferator-Activated Receptor alpha (PPAR-0) ATUfU gene transcription ﬁqwaf'i’ugqmiﬁqmswﬁ
nsa lusiu uazﬂsz:s%'u fatty acid oxidation, Lﬁumsﬁ”@mswzﬁ lipoprotein lipase (LPL) ttagaa apoC-IIT
ﬁﬂﬁ’u,ﬁuﬂﬁama"lmﬁ’uuazﬁwﬁ'@mgmﬂﬁﬁ triglyceride g4 fafu msdunsgd VLDLuay triglyceride
fidussana

wamsaanqwémmm: ﬁﬂﬁ'ﬂiﬂ”lmﬁuﬁassmﬁ’wﬁwaﬁﬁmﬁu%uuazgﬂfiaﬂamﬂimmzmums beta-

. . o Y [ v A 9 . . = 9 . . 9
oxidation 1¥5zavvesnsaluiiudaszanas msad triglyceride 930A03A78 (A9 triglyceride 0¥
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A 9 ' a ° 2 g A &
a& 20-50, (WY HDL-C j980% 10-20) 4R¥1INQAUUUHNAAANITNINIUYDI CYPTAL “Nl,ﬂulﬂull%'ll‘mﬂu

q
Y

H : ! a A oA X o
rate limiting step TunszUIUMsEI1TAaAas Tnudssaemsmnatialugaihdmuiu uennnid
] Y v
W dszau LDL-C i 1891nm5 19 gemfibrozil Tugtefiisz A triglyceride g4
m‘lun@:uﬁ"!ﬁuﬁ : clofibrate, fenofibrate, gemfibrozil, ciprofibrate, bezafibrate
Youal¥ : Snwn hypercholesterolemia, mixed dyslipidemia
213 hiadszaan
1 a 9 = A a da! o Y3 Y
®  HAADITULMIIAUDINT : DINMIVIUABININATUDIIFULT AL 0199 I U A UMgAD MR
9 ~ 1 Y [N} a Qy ~
481 1msiny wu Uranes ems lides Yrausnaaull
1 o 4 1 4 A ]
® {aAeAY : 019NV U |91 transminase  g4VY 1109910 fibrates INNNIINAY antidiuretic
[ 9 1 v A 9 o o (%
hormone AN I@eupIdIUNAT Hnanszdumahauvouou lailudy
Y
L wameﬂﬁ’mzﬁmmzmz@ﬂ : myopathy, rhabdomyolysis
[ a %l = A %7/ a A adg
® HaReNINALINA : 12 lugaha (T cholesterol)
duasnIennuendu: 1o 45 mAUNQY statins 92IMUANTEIY0IN51NA myopathy, rhabdomyolysis
1 o S a 1 o
1azm3 193590 colchicines NIRANAFUIAEINY

Yy v

Yy v g YA~ o ' ¥ v ydA 9 X
Yornald: vuldlugniiTsnduuas Tsa laedaguuse naziulsludnudent

{ P
A15199 2.4 agwaninns Iden "

Effect Bile-acid Nicotinic acid Statins (%) Fibric acid derivertives
sequestrant (%) (%) (%)
Lowers LDL-C 15-30 5-25 18-55 5-20
(may in high TG)
Raise HDL 3-5 15-35 5-15 10-20
Lower TG +/- 20-50 7-30 20-50
a13197 2.5 agderns Wiftaszaasiiaane
anuiluiy Bile-acid Nicotinic acid Statins Fibric acid
sequestrant derivertives
szvudszam
- wou lunay 0 + -+ 0
- 99INDINT 0 0 0 ++
STUDAITIG 0 - 0 0
OUAINILNVDIEN +++ 0 ++ ++
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ananiluiy Bile-acid Nicotinic acid Statins Fibric acid
sequeatrant derivertives
33‘]J‘UT]N!$1‘I—!@1?H‘§
NG 0 o+ 0 0
-17a1teq ++ ot 0 1
-nauld o ++ 0 +
- osda/tean T 0 0 0
- Noude + ++ 0 +
sTUUHII
- atrial arrhythmia 0 ++ 0 ++
- ventricular 0 0 0
arrhythmia
o VoA
12511113 A 1[N IR Q]
- Lithogenicity 0 0 0 +++
- AUONLEY 0 -+ F+ ot
STUVHMUO AN
Y
-1hanaluidoaga 0 S 0 0
- triglyceride 4 ++ 0 0 0
- N3 uric g 0 +4+ 0 0
- 3201 LDL-C g4 e+ 0 0 ++
v A
nﬁxgmmxﬂmuma
9 dy [
- NATUIUBDDNLTU 0 0 + +
= Aa
NIIANHININYIVDI

= . . = o =2 Y A A
1NNISANEIVDY Samir Maruti Adsule tazaae 111l 2009 mmiﬁﬂyﬂu@,ﬂammmmww

[ Yo [ o A 1 1 FIA d’ Yo . A Aa o
2 wmmﬂ"lmumammu”launu“lma@ﬂwmﬂuﬂqmﬂwm‘lmum rosuvastatin YUIA 10 WaaNITY

'
=~

WuN@Inanszal LDL-C launniudonSeuieununguin 1850 simvastatin 10 Tadnsy oeg19d)

WodAn1eana (p < 0.001) ua liuana1991nnaui 1451 atorvastatin 10 Taansu uaznUNILAU

@ [

H ] 4 [
HDL-C Jpgmasmuyuegialiediauniaanaiia la5uen rosuvastatin, simvastatinil@g atorvastatin

o

il 12 dalansd 2

o < o { g
namsane lutlifernu @ 2009) Humsanvnvdoundsluauiniulsa dyslipidemia 312

Y o Ay Yo @ Y ' . 1 A o Y ~ A . . 9
"l@m’mﬂulﬂ Uﬂ']iiﬂ‘]el'l@')flfl']cluﬂ’qm statins WU EJ1‘1/'IQﬂﬁ\16l"lfll']ﬂ‘1/I’sjﬂ A9 simvastatin (5980 31.8,
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306 AY) HAZYUIAGINYNTIFUIN 1FU atorvastatin VLA 10 Taansy ($ovaz 93.4), fluvastatin 80

Naansy $ovaz 96.7), lovostatin 20 Haan5u (3ewaz 96.7), pravastatin 10 Haaniy ewvaz 84.1) az

a o

Y
simvastatin 20 Haan3y ($osaz 84.3) UOAIINUWUI 81 atorvstain U5z aANTHalUNITAATEAY LDL-C

[

d' = d‘d E Y [ ~ 9

WNNga LauaUnNuIeal total cholesterol Liag LDL-C leﬂl‘lhﬁﬁﬂﬂﬁll!ﬂﬁﬁﬂ‘bl'] IWYNIDYAL 13.5 AL
v o o Yy Aa ~ [22]
3980 31 AUANY Guemﬂaﬂmmmmmqq

Tuil 2010 msAnBMDY systematic review and meta-analysis mofSeuisunalunisan

o 1A = A g o = ~ Y A o 1 9 .

3¢A1U LDL-C Wuud 75 msﬁﬂmmﬂuaﬂymzmsﬁﬂymiﬂammﬂu J1YITUN fﬂicl‘]f atorvastatin 10
Haansu, fluvastatin 80 NaAN5W, lovastatin 40 — 80 NAANSTY AL simvastatin 20 HAANTY @1WITOAA

v 1
s2AU LDL a9 la300az 30 -40 nagliiioasnlunqu statins 1iiod 2 AAUMIUNAIMIT0ATZAY LDL-C
=3

v A

Y= v . .oa a a o X [23]
Vlﬂﬂﬂi’aﬁlaz 40 UUMD rosuvastatin LAY atorvastatin NUYUIA 20 HaanNIy "U‘L!llﬂ
29 a4 a v A ~ = . A ~ A a
wonnt luthfeanu 1 2010 UNISANY VY meta-analysis tWotL5ouneudseaninaves
MSINNVUIAIVDIY atorvastatin, rosuvastatin Ll01¥ simvastatin lunsanseay LDL-C WU NISHW
Y 1 Y
6ll‘Ll'l@EJ'lﬁ‘L! 2 IN1UBIY statin LL@@%&?ﬁWNWiﬂaﬂigﬁU LDL-C ll?ﬁwuﬁu%}aﬂag 4 -7 99U non LDL-C
) o 4 4 A A o
aﬂhlmwmmiaﬂaz 3 -6 Iﬂﬂ@ﬂ'lﬂﬂ?iﬁ%ﬂﬂﬂlﬁ]ﬂ LDL-C 1182 non LDL-C 'I/]L‘]Jﬁfluhlll!,ll'ﬂlfﬂﬁlﬂﬂﬂ
baseline (r=0.92, p < 0.001) B4
~ = U A A A o . . 3 Ao .
Nﬂﬁlﬁﬁﬂ'ﬂﬂ,ulﬂﬂﬁﬂlﬂ"Iﬁ'ﬂu%u@“lfl 2 NUNITNI hemodialysis IﬂﬂlﬂuﬂWl‘!'}ﬁ]ﬂ!L‘U‘U multicenter,
. . . 1 o . o . A Aa o <
randomized, double-blind, prospective study NUNHAIINN ATV atorvastatin 20 Faansu 1w
[ 4 Y] 1 { [ g’/ [ {
nau 4 §1a1i szAu LDL-C  anasdosaz 42 voudihen IdsvemauanSeudiennudn1d
Y
placebo aAaI3eea 1.3 HoN1NH Htorvastatin @11130aA8NT 1M TIAA 3% 1918 (relative risk, 0.82;
95 % CI, 0.68 to 0.99; p = 0.03, nominally signiﬁcant)[zs]
A A ] o 1A = =) s a )
LN@W%T?&!TVH\‘]@”I‘L!?YJT?J‘IJ?J@ﬂﬂﬂW’U'ﬂ Nﬂ?iﬂﬂ‘]ﬂ1@”Ifni]lllW\‘]ﬂi%ﬁﬁﬂﬂlﬂﬂﬂ?ﬂﬂ?ﬁqﬂﬁ‘ﬂfﬂ
' . 9 o A o = aw . .. .
QU statins lumsilosnulsariaeaaentiile ¥uiua1uI9811U1 Randomized Clinical Trial (RCT)
' T YAy Yo . A ¢ A 2 1 Ao o W aa A
NUIN ﬂquﬂ‘ﬂllﬂiﬂﬂﬁ atorvastatin NL@‘IJ]I“D'N AST LWNﬂluﬂﬂTﬁuuﬂﬁTﬂﬂJVHQﬁﬂﬁ (OR: 2.21)1u®
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o ) I 1 94y ve . = @ 4 X oA o
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9

=
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LiJ’E]L“]Jd‘ifJUmEJUﬂUﬂQNW P31 rosuvastatin L!,a5ﬂ1iGle'EﬂGluell‘IH@1’e;NL‘WiJﬂ’JHJLE‘TENﬁUﬁNﬂﬁLWZJ"UWUEN
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szaueU laaf AST >

A aw 9 @ = < =2 =
UMsIFeuugeUradlull 2012 o4 Hae Sun Suh uazauz (JumsAnuimsnlisumey
Usz@nTwaseni1ans 9o statins 18829 AuMsIFTmnungu fibrates Tudihe Tsawvnustian 2
9 1 1 [ . . a A o 9 ] =
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@

o w aa A ~ o Y ' . = [27]
uEJ’d1ﬂﬂJU1/INﬁ’ﬂG] Lnﬂllﬁﬂﬂlﬂﬂﬂﬂﬂﬂ1ﬂ%ﬂ1ﬂqn statins Q187 (monotherapy) (OR:O7, p< 0083)
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2.7 mssnmnanlviiufadlnddihelsanvnul udl ey

v

[

auanudingyvesnsineneg lududalnadiae Tsawmauluglva) (order of priorities for
treatment of diabetic dyslipidemia in adults) .
1. MIaAILAL LDL-C
v Aad o a aa . . .
- msdsvIamsautuEIa (lifestyle interventions)
- Uz mﬂ%’mﬂfju HMG CoA reductase inhibitor (statin)
- 5149] ;M5 19 t’nﬂ’cju bile acid binding resin (resin), ﬂﬁjﬁJ cholesterol absorption inhibitor,
ﬂfjll fenofibrate 139 ﬂfjll niacin
2. MIWNSEAY HDL-C
v am o A Aa . . .
- msdsvInmsautuEIa (lifestyle interventions)
- miﬂl‘;lsfjfnﬂﬁjn nicotinic acid 39 ﬂ’cjiJ fibrates
3. MIAATLAY triglyceride
v ad o A AAa . . .
- msdsvIamsautuEIa (lifestyle interventions)
4
- auguIzaiaalfon
- mﬂ%}mmj U fibric acid derivative (gemfibrozil, fenofibrate)
L ! .
- M3 1581nqW niacin
- M3 l9engu statin Tuvuage (lugniisgau LDL-C 59ud10)
4. Combined hyperlipidemia
¥ 1
- First choice : AUANszAUIAE lwdoa + 1961nqu statin Tuvuags
y 1
- Second choice : AMUANIEALIAAlWADA + 1501nqU statin + fibric acid derivative
v 1
- Third choice : AUANTZAUIMIATUADA + 1¥01nQW statin + nicotinic acid
H ' Y Y Y
MISNHINILIZAD LDL-C g9 nouiseal triglyceride 1ugavuiuiinisaadulavuny
9 g’/ [ Y aan a A =< 9 [ 1 [ 1 1
doyaninnuilasansnisaiunaiinuazlsz@ninavets dalunislsersnuisiunuszninangy
statin N1 nicotinic acid , fenofibrate 1A IABIANIZDINTY gemfibrozil BUNNANUFTEIIUNTINA

myositis
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a
Unn3
ad oA Aa v
IFMIAUUUNIFIVEY
3.1 tunumsIde
= 2 g = o Y . 2 i
MIANEIUAIUNTANBILVVIDUNEAY (retrospective study) LUUUIFINT U (descriptive study)
iefAn1szdnnavesns Idoanszau ludulwdea s lumssndihommanuniinng lviu
Tuidoagesiuaie o Tsane1u1anszuIngnai
\
3.2 nguilszvng
Y A Y A a al Y Yy Aa o 9
Athommnuiiinng lviuludearailndsiudie o Tsanenanszuangnar aimsaalsd
oanszay luinludon
ad v A Y v U U
3.3 3EM3AAIARNNGNFIBLINAZYIAFIBL
= Y A= DXl A A o A A Al P
msanwinsalgnu ludihomnuniinng lviiulwdeadalndsiuarsiinanisnidm
[ [} A Y Aa oA d' 1 [} z:; 1%
seav lviiuludeauazmansranede §IiamMsoue seuneiui 1 unsaw - 31 sunaw 2554 Tag
3 g Y o 9 Yy Ao = A s Y o '
nuveyadeunatnnteyantrentiunnasluneniuges o Tsangnnanszuangnal lagyinsgy
o ] 9 o a2 Y d‘ ] 4 v A 9
a108190101)525105 Taglylisunsy SPSS 13.0 91191 400 AY LA AR sAARBNIN
= = o
NIANHT (A1519N 3.1) 1UIU 298 AU

{ 7 o 9 g o
Gﬂi'l\?ﬁ 3.1 Lﬂm"ﬂﬂTﬁﬂﬂLﬁﬂﬂHﬂﬂTﬁﬁﬂEngLﬂm“ﬂﬂWiﬂﬂ@ﬂﬂﬂ1ﬂﬂ1iﬁﬂ‘H1

NAUNNSAAERDNANISANH INAUNNIIAABONDINM AN

9 ) v 9
1. nguddaewiniu vunaseuazue | 1. dihevianisineiaetiloannniimilingaly
Y d‘ Y o [ v A Qé =) A
2. Q‘]J’JEJV]LEU”IT}JﬂTiﬁﬂBWIﬁﬂulGUJJuNﬂ‘]_]ﬂ@"’]Nllﬂ”lﬁ NNy

@

1 (% o = 1 gl./ 1 d' FA d' 9 [ v A 1

asrvmszan luiulwaealugisnaauaiui 1 | 2. dihenlderanszanlviulu@eauinni 1
o ' Yy a A Yo A
UNTIAN - 31 FUNAY 2554 pE1NtpENGARD AT | Fiia
N15M599IA52AU LDL
1 A 1 w =S

3. 91gNINNNHIDNINDY 30 1)
4. TASUMISnuassFiAR UL VUIARLDE1
9 I A 1 g’; T A
toailumal 3 @eu Tu¥I9a1aauaTun 1

UNITINY 2554 - 31 FUNAY 2554

3.4 15093017 lumMIde

o

aAa A 9

4 <} a o [ ao
anrnnuuuresumsinudeyalnsanisise Tagkimsaninuidonazngulineides
=< 9 Ay v v =2 Y Y A s A ¢ < 9 =
saudeteyan lanniuiindeyavesdiheluneuiuaes meesnuuunesumsinudeyanmunzan
o a 4 [l o ] 4 < Aa v
Tdawsmbhunldlumsimazidoyalaednsodiu dredranuuesunisinudoyalasiniiive

Tauaaslumanuan
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3.5 MathusIUsINdya

< 3 9 ) o 9 Yy A o 2 A 4
Lﬂuﬂ’lilﬂ‘ﬂ"“@ﬂaEJ'E]HW'@Qﬂ'lﬂellﬂja!ael]@ﬂ@jﬂjﬂﬂﬂu‘ﬂﬂaﬂiuﬂﬂu‘waﬁﬂi W Ii\inJT]J’I@WS%

wangndr Tastufinasuuurledumsifudeyalasinisise Falimsiiudeyadade i
1. deyanilivesdile
®* HN
® 91y
® e
® anuy
* Tsilszdren
o shin / dange
2. smaves§iians adudoya 2 yananiniuediaios 3 1Row)
® Lipid profile (LDL, HDL, TG ttaig TC)
® Renal function (BUN iag Scr)
® Liver function (AST, ALT uag CK)
® FBS lag HbA .
® Blood pressure
3. sraaszan Il ludeaiidihe 185y (fudeyavesiuiIdsumsasagausn)
® Foun
* sy
o yuanilFluusdas u
3.6 MIIATITOYA
ihdayadihomymuiiimsdaldoaasedn luiuludeasuau 208 au TaelFTdsunsw
SPSS 13.0 Ainseteyagaaziiailudeyafidfudulsdeiiio (continuous variable) ulanasonin
lusdvesaunde + Auflounuinasgiu (means+ SD) Wioniiondoyatadilneld paired ttest
dmsudeyaiifududssumunlszinn (categorical variable) nilaraveninlugUsuuasfosas

« doyana lvedile
v 1 1 U a
- Swwnmd, ddn, @ugs, daownmn, Tinsw (anuauTadaga, Tiala uas
Tsadue), snumnunly svisemunazena)
o d' Y Y d’d 1 9
- fmegmasvesdthonvuuazdihennnuini lsa lasauaoe
- MUIUARABYDINANTIINNHBIUHTAMS I8N BUN, Scr, FBS tag HbA .
* gnanszau lviuludeandie 1a5y

o A Aq ¥ Aq Y ' @
- PULUNBDYN, ﬂ')'liJLLiQVIi%’LLﬁ%ﬂlu?@ﬂWﬂi‘]ﬂiuLl@lﬁ%ﬂu
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® 1/syAnTnavessnansyay v luden
- MwaeaanszrInmszay lviulu@eannnansianianesdiianis (LDL,
DA Ad 9 ~
HDL, TG t1ag TC) ¥oddtlennau o yausniinudoya tazganaed
o 1 d' 1 [ Y] A 9y a oA d' 9
- mMwanumdsvesnaanszay lvdulu@eannraasraniades jiian1snla
FIA
YK reNnAY
o 1 = 1 o 1Y) A Y Aa wa Ay Y
- mMuwuaundevesnaanszay lviuludeannransamenesl §ians a4
YoIR1 10T WUNAINBTHAVDIOWAZANIT
= ' d' v %} [ Y =) Y a oA
- uSeufeuaunaomsiagvesszan luiulwdeannwansramedeslfiianms
Y H Y v
A3 1 1agATIN 2 IUUANNFUAVDIG DS AINLLT
o 1 ~ [ ] Y a oA Ay Y
- MUIAAURAYYBINAAIIYNTZAY LDL 91nHans19n 19l fiiansilaves
Y1 o a d' Yo 1 [
Athedumunaustiaveseazvuinein 1asulunaaz iu
o 1 = 1 @ Y] A Y Aa wa Ay Y
- Mwuaunasveswansszay luduludeannransrnnedesdiiansnla
Y o I EAl EAl A 1 9
vouthesmunitugihonvuuazdihonnnuiniiTsalasiuaoe
= 1 ~ [ ao' [ @ A Y Aa oA
- nfisudisunumasmiiasivesseau lviiulu@eannwaasranianesdfians
y A Y A o I Y1 Y Aa ] [
A59% 1 nazaian 2 Swundludihowmnuezdihonnuiilse lasuaoe
a [ o 4
- dUsuidiumanislgeraasyavlvduluifeaniuinasiu1ns 14 Y09 National
Cholesterol Education Program Adult Treatment Panel III (NCEP ATP III) Tag
° 9 Y Y Y [ T Y Y
paastuaziosazdniduimunevesmsinunaz iduihwuevesnis
$nw Swuneurtiavessazvuiaei lasulunsaz u
a [ @ 4
- sziiuwamslgeaaseav ludulud eamunasininsgiuues NCEP ATP III
Taguaassunasiesazdninihnnevesmsinyuag luhidhwunevesns
[ o I Al Al A 1 Y]
§nw1 Swunitludihonvnurazdihoniinunilsalasiuaae
= 9y Sid' Y 9 [ 1 [
- nlisumeniesazverni i YeINIITNYIAIN NCEP ATP 111 53HINNQY
Y Y A A ' 9
Athomnuuazdihenrnunilsa lasauaoe
~ ] YA Y Y @ '
- ulisumendesazvesdniuihuevean1ssnyInm NCEP ATP 11T 58131981
e wHA
P~ P YA Yy o '
- ulisumsuiosazvesd i i MueveIn1ITNYIAI NCEP ATP Il 5317919
d' Yo 1 [ 1 a
vinae lasuluusaz Juveeunazasia
° ' ~ 9y A v 9 o
- wraaraaeved LDL Tudieiinihvuisvean1ssneiain NCEP ATP 111
VoY Y A ' v
yoanguihemnnurazdgiewmunilsa laswdae
° ' ~ 9y A v 9 o
- wraArnaeved LDL Tudieiinihvuisvean1ssneiain NCEP ATP 111

VDAL TUA
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1R J 9 @ @ A
° mmﬁ"lquﬂixmﬂmﬂmﬂ%mammu"lmuu“lma@ﬂ

- %OWLLUﬂEjﬂ’JEJ‘I?Iﬁ aspartate aminotransferase l0& alanine aminotransferase quﬁu 3
MU0IA1lNdA NMenaINITn,
o Y Aa . . a 1 1 a o o

- %'ILLuﬂfd‘]J’JEJ‘VIiJ creatine kinase gunu 10 UMY NA MENaINITSNE
o 9 Y1 A . .

- MUIUT aﬂawamﬂawum aspartate aminotransferase Il 01& alanine
aminotransferase quﬁu 3 1mvesndna

[ Y Pl A . . a 1 J a
- MUIUITBYAzVeIHI)I8NTA creatine kinase gAY 10 1N1v03ANINA
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UNN 4
=
NaNIANH

4.1 Yoyanlvesdihe
a J 9y Y Y o 1A
MNNIAATIEHTOYAR 1811HIU & TIINGIIANTZUINYNAT 11U 298 AU WUNNBIY
4 < o a g A o a

Taomnae 58.38 + 10.27 1 iWluwamosiuau 141 au aadlufesay 47.32 memaasiuau 157 au fa
I X I 1 y [ 1 o {
Wufesas 52.68 FudludihewmunlifiTsalasiudae S1uau 252 au fergTaemas 57.56 = 9.65
= Y A ' ] o ~ ~ A o A
i wazdihowmmnuiniilsnlasaudae S1uau 46 au liongmae 62.85 = 12.23 U awaasluaisieh
4.1

a U o FA ~ = 1 9 = ~ ]

Asanmmsmauveslaludihownnnunluiilsalasoudae Iaundeves BUN uaz a1
Scr 1D 16.77 + 14.48 (adniu/iadans) uag 0.90 = 0.30 (Haansw/iiaaans) druludihewnminui
1150 la3md28 TA1AURA8UDI BUN tiag A1 Scr A034.01 £20.07 (HaansuAa%ans) uay 2.48 = 2.01
(Haansw/dlaaans) awaadlumsiai 4.1

a v [ ’o’ = Y A L= U Y = =

nnsanmszavinaaludoaludihowmnunlililsalasiuaie Inundeves FBS uaz
1 A a A o Aan 1 Y1 d’d
A1 HbA,. A0 157.89 +69.28 (HaAnNTN/AATAAT) 11Az8.08 = 3.88 (%) dauludihomnuiiilsa’la
59ud10 inunaevoduns FBS uazaA1 HbA,. Ao 170.89 + 117.33 (Naansuiadans) uaz 9.22 +
2.44 (%) aaudanalua13199 4.1
4.2 Yeyamsidenaaszavluiuliaeavesdile

d' a a d' EA Yo d' [ o A U FAl d‘ =

wennsanwtiavesnnfilelasunoaaszau lviinludon wua dihowimaun lifilse

' Yy A ] . . A a 3 v A .
Tagaude m3lden simvastatin NNYa (171 AY) Ailuseeaz 61 5998941 A atorvastatin (40 AN)
a I a I o @ 1 ' A
Aniludosaz 14.2 uaz rosuvatatin (24 AY) Aatludesay 8.5 awday druludihonnnnuniilsa
' Yy A ] . . A a 3 v A .

las2mdae in1s 191 simvastatin 1nAiga (28 AW) Anllusosaz 54.9 5099901 AD atorvastatin (9 AU)

a 3 Y . a 3 v o w @ A
ﬂ@iﬂui@ﬂag 17.6 L rosuvatatin (7 AU) ﬂﬂlﬂu5ﬂﬂa$ 13.7 9ua191 ﬂ\ulﬁﬂ\iiu@nﬁ'l\iﬂ 4.1

M1399 4.1 Feyana llvesdile

characteristics All patients (n = 298) DM (n =252) DM with CKD (n = 46)
Demographics
918 (mean + SD) 58.38 £10.27 57.56 £9.65 62.85+12.23
INAYIY (n) 141 109 32
éWWﬁﬂ (mean £ SD) 72.05 +£17.32 71.37+16.13 75.92 +22.84
dauga (mean + SD) 162.53 £ 12.94 162.06 £ 13.94 164.82 +5.90
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characteristics All patients (n = 298) DM (n = 252) DM with CKD (n = 46)
e15nE1SALIHY (n)
guiasulsemu 176 162 14
eRADUYAY 31 13 18
guiasulsemu 91 77 14
HazeIRADUYAY
msmhauvedln
BUN (mg/dl) 20.96 + 17.59 16.77 +14.48 34.01 £20.07
Scr (mg/ml) 123 +1.14 0.90 +0.30 2.48 +2.01
sydnimaluion

FBS (mg/dl)

159.86 +78.32

157.89 £69.28

170.89 £117.33

HbA, . (%) 8.22 +£3.75 8.08 +3.88 9.22 +2.44
Tsannuaulaiings (n) 267 221 46
gnanszavlviiulaea (n)

Simvastatin 199 171 28
Atorvastatin 49 40 9
Fluvastatin 4 4 0
Rosuvatatin 31 24 7
Lovastatin 0 0 0
Pravastatin 1 0 1
Gemfibrozil 15 13 2
Fenofibrate 12 21 1
Ezetimibe 11 8 3

M3199 4.2 Waea1e 1 lEne Tuee1ngu statins

Wnemg : * entimsdeldunige

FHA/AVUIALT (1. 5 10 20 30 40 60 80
Simvastatin (n=199) | 4(2.01) | 72 (36.18) | 76 (38.19)* | 3 (1.51) | 40 (20.10) | 3(1.51) | 1(0.50)
Atorvastatin (n=50) - 19 (38.78) | 19(38.78) - 11 (22.44) - -
Fluvastatin (n=4) - - - - - - 4 (100)
Rosuvastatin (n=31) 1(3.23) | 13(41.94) 16 (51.61) | 1(3.23) - - -
Lovastatin (n=0) - - - - - - -
Pravastatin (n=1) - 1 (100)
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M50 4.3 VAR 1NN 1FR0THYDIINQUAIN

FHA/ VAN un.) 5 10 20 145 160 300 600
Gemfibrozil (n=15) - - - - - 8 (53.33) | 7(46.67)
Fenofibrate (n=22) - - - 13(59.09) | 6 (27.27) | 3(13.64) -
Niacin (n=0) - - - - - - -
Ezetimibe (n=11) - 11 (100) - - - - -

A

a A gy Yo A Yo 1 @ 1 . . a a o <
mewmﬁmwm@ﬂaa"lmwnmmmam"lﬂﬁuclmmamu WU simvastatin 20 Haansu 1Wu
A < 9y A I A a o A a o o w [ A
ﬂluTﬂEJ'lVlﬂJﬂTiﬁﬂi"]ﬂﬂﬂ‘ﬂﬁ;@ 59909811 10 Yaansu tag 40 Yaansu muaay aquandluaisian

4.2 108 4.3

¥
A

M350 4.4 mszav luiuiugiu

Lipid profile (mg/dl) All patients (n=298) DM (n = 252) DM with CKD (n = 46)

LDL-C (mean + SD) 107.39 £47.20 108.64 +49.09 100.54 + 34.74

HDL-C (mean + SD) 52.62 +14.43 53.39+ 14.19 49.09 £15.18
Triglyceride 150.40 +98.34 148.20+ 101.16 160.48 + 84.47
(mean + SD)

Total cholesterol 179.48 £ 46.03 180.88 +45.71 172.78 £47.56

(mean + SD)

o3 lipid profile vosfihennnaudihiiTsa lasadrsnazdihommnuiilse
las2ud2e WuTA1 LDL-C (mean + SD) AiD 108.64 = 49.09 (NadnSuAATAAT) 1AL 100.54 + 34.74
(Haan5u/a%ans), HDL-C (mean + SD) A9 53.39 + 14.19 (NaansuAA%anT) 1AL 49.09 + 15.18
(UadNTUAAYTAAT), triglyceride (mean + SD) fio 148.20 + 101.16 (Haansuia%ans) uag 160.48 +
84.47 (Ha@nSu/AATANT), total cholesterol (mean + SD) Ao 180.88 + 45.71 (HadnSu/AAFaAT) LAy

172.78 £ 47.56 (Vaan5uAa%anT) Aua19l AdUEAdIUA1IT 19N 4.4

M13197 4.5 AURAY lipid profile Nanad91nN3 198N

Lipid profile | Simvastatin | Atorvastatin | Fluvastatin | Rosuvastatin | Gemfibrozil | Fenofibrate | Ezetimibe
/Drugs (n) (n) (n) (n) (n) (n) (n)
LDL-C -34.0+ 62.8F | -38.4+£39.17 -1.5+0.7 -18.4+19.7* -27.5+26.2 -33.0£21.2 -33.0 0
(mean + SD) (74) (20) () (11) () 2 (1)
HDL-C +6.7+5.77 +18.8+48.6 | +7.5£0.71* | +6.3+4.8* +2.0+0 +5.5£3.5 +8.0+5.7
(mean + SD) (39) (14) () (6) (1) ) )
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Lipid profile | Simvastatin | Atorvastatin | Fluvastatin | Rosuvastatin | Gemfibrozil | Fenofibrate | Ezetimibe
/Drugs (n) (n) (n) (n) (n) (n) (n)

TG -43.7+£53.31 | -60.3+£65.7* -17.0£0 -40.6+38.8 * -51.0+0 -88.0+97.6 -29.0+42.5

(mean + SD) (40) (16) (1) (7 (1) ) (3)

TC -33.4+29.17 | -41.2+42.6* - -21.5+£21.2* -26.0+0 72.0+0 -42.0+0

(mean + SD) (44) (12) (10) (1) (1 (1

HREITIA : *p < 0.05 1AL + p <0.001

[

1N UIAUNAY lipid profile YoIf118NTI52AY LDL anainonadd lasumsinyt wum

DAl Ay Yo . . L oA = L A w oo o A
@ﬂ’m‘n"lmum simvastatin L8 atorvastatin NAURAYVDI LDL-C aAad9g19uUIa AN (p < 0.001) AD

o w ' YA Yo . ' { '
-34.0 £ 62.8 118 -38.4 + 39.1 MUAIAY dIUN 1ATUY rosuvastatin UAURAEVEI LDL-C anaIag1all

v

. . A = 4 2 1A
simvastatin 1083A1URA8 HDL-C 1NuAU08191Y

9

u

o o

2,

a1ty

[

o o Y § o A 3 (=] Y ] Yo
Wed1Awy (p < 0.05) Av -18.4 = 19.7 wenanifientiszay HDL ndu wuaniludihen 1a5uen

(p < 0.001) Ao +6.7 = 5.7 @augnlasuen

fluvastatin L1a% rosuvastatin UAUNAY HDL-C tiuAueg1iidod1An (p < 0.05) Ao +7.5 £ 0.71 ag +6.3

+4.8 uaal aauaaalumsian 4.5

A15197 4.6 Uszansmavessnlunsanszal LDL-C

Drugs

Simvastatin

Atorvastatin

Fluvastatin

Rosuvastatin

Dosage | $113ulden | Uszanswalumsan

(mg)

10
20
30
40
60
80
10
20
40

80

10

ﬂ'1 means U9

(AY) 5201 LDL-C (3o¢ Naf19 LDL
ay)
1 21.88 14
28 21.29 23.1
31 31.47 423
3 44.10 55.7
9 23.12 31.9
1 12.82 15
1 40.34 71
7 31.26 37.6
8 16.83 18.4
5 38.76 71.4
2 2.05 1.5
0 0 0
3 12.34 10.7

i’h means LDL

v
a

v
LINAU

64.0

108.5
134.4
126.3
138.0
117.0
176.0
120.3
109.3
184.2

73

86.7
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20 8 15.71 21.3 135.6
30 0 0 0 0
Pravastatin 10 0 0 0 0
Gemfibrozil | 300 2 29.26 27.5 94.0
600 0 0 0 0
Fenofibrate | 145 2 23.49 33.0 140.5
160 0 0 0 0
300 0 0 0 0
Ezetimibe 10 1 24.44 33.00 135.00

[

idiofansandsyaninavesolun1sansed LDL-C WU3107 simvastatin 30 Jaaniy &
ﬂsz?’m%waumﬁqﬂ Ao a 15089 LDL-C ad'd%o0as 44.10 sanaasluaisid 4.6
a3 4.7 dszansnalumsanszdu LDL-C (Zovaz) nisuiioususzning equivalent dose Tug)e
wivnuiiilsalasamdreneuiendudihoumang i lsa lasaudae

® a1519N 4.7.1 WfFeUNeUNUILH1I19 Simvastatin 20 UAANTY LAY Atorvastatin 10 HaanNTL

Drugs ﬂijulzi}ﬂ’:lﬂ Simvastatin 20 Jaaniy Atorvastatin 10 Jaan35u
szansammnlunsan DM 17.09 7.54
5¢@1 LDL-C (300az) DM with CKD 15.22 15.08

detiarsanlsy@nTraveelunsanszi LDL-C A cquivalent dose W18 Simvastatin 20
1adnsy 1z Atorvastatin 10 Jaansu a1uns0ana LDL-C 1@ lndiResnufe Seeas 15.22 uag 15.08 lu
Aot Isalagaudae dauludilhemwmany simvastatin 20 mg aunsoaaszay LDL-C 18
1 saaasluased 4.7.1

® /15197 4.7.2 11TeUMNeUNUTLHIG Simvastatin 40 UAANTY 1AL Atorvastatin 20 Uaan3a

Drugs ﬂicjlll%i}ﬂ’m Simvastatin 40 Jaan5y Atorvastatin 20 Jaan35u
szansmnlunisaa DM 22.14 20.66
5¢@1 LDL-C(508a%) DM with CKD - 437

Wenwnsanlseaninavesslunsanszau LDL-C 7 equivalent dose WUI181 Simvastatin 40
1aanSu 1Ay Atorvastatin 20 Haan3y @1m1s0an LDL-C 1d1ndReeny Aodseasy 22.14 azdovas
x| v 2 ) o ) Yy A v
20.66 Tudi)1e11mu AauKHINABIMIaATEAY LDL-C ald lasesas 20 dwnsadeon s

Simvastatin 40 4aaN5U ¥30 Atorvastatin 20 Haansu ldaauaaslumsian 4.7.2
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® 15199 4.7.3 WS UMeUNUTE1I Simvastatin 80 HAANTN, Atorvastatin 40 HAaANTY AL

Rosuvastatin 10 ¥aan35y

v v Simvastatin Atorvastatin Rosuvastatin
D ﬂqi‘lﬁdﬂ]ﬂ A Aa o A Aa o Aa Aa o
rugs 80 UaanNI 40 Yaansy 10 ¥aansy
szansamnlumsan DM 40.34 36.61 12.31
5¢8 LDL-C(308@2) | DM with CKD - 34.74 -

Wenasanseaninavessnlumsanseay LDL-C 7 equivalent dose WU3181 Simvastatin 80

Jaansy 1ag Atorvastatin 40 Haansy a113naa LDL-C 1A lndineanuns Sosas 40.34 tag 36.61

@71 Rosuvastatin 10 ¥aan3u amnsnan LDL 1d3eeaz 12.31 aauandluasian 4.7.3

M13199 4.8 Feuidisun1 LDL Naaas sznaedile Tsawmnuiiisa lasaude nudihowimanu

i3 T5n

Lipid profile (mg/dl) DM (n) DM with CKD (n)
LDL-C 3554592 % 193+ 185 %
(mean + SD) 1) 21
HDL-C +10.0 £ 26.5* +6.9+5.6+
(mean + SD) (48) (18)

TG -44.4 +50.2 -56.7 £ 67.0%*
(mean + SD) (52) (18)

TC 36.0+323 % 272+259 %
(mean + SD) (50) (19)

HINBIHA : * p < 0.05 14T + p < 0.001
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LDL-C < 100 (n) 123 99 24
LDL-C (mean + SD) 78.37+13.2 78.43 +£13.4 78.08+12.7
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Drugs Dosage All patients DM DM with CKD
(mg) (n=123) Goway) | (n=99) (Gouaz) (n=24) (3o81ay)
Simvastatin 5 2(12.4) 2(2.9) 0
10 36 (42.4) 30 (44.1) 6 (35.3)
20 31 (36.5) 25 (36.8) 6 (35.3)
30 3(3.5) 2(2.9) 1(5.9)
40 12 (14.1) 8(11.8) 4(23.5)
60 1(1.2) 1(L.5) 0
80 0 0 0
mnﬁ’«?;u 85 68 17
Atorvastatin 10 6 (31.6) 5(31.3) 1 (33.3)
20 8 (42.1) 7 (43.8) 1(33.3)
40 5(26.3) 4 (25.0) 1(33.3)
i?ﬂﬁ/ﬂéu 19 16 3
Fluvastatin 80 2 (100) 2(100) 0
iﬁﬂﬁlﬁéju 2 2 0
Rosuvastatin 5 1(6.7) 1(9.1) 0
10 7 (46.7) 6 (54.5) 1 (25)
20 7 (46.7) 4 (36.4) 3(75)
30 0 0 0
iﬁhﬁllﬁéu 15 11 4
Pravastatin 10 0 0 0

L
FIUMNTUY 0 0 0
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Drugs Dosage All patients DM DM with CKD

(mg) (n=123) (n=99) (80.49%) (n=24) (19.51%)
Gemfibrozil 300 2 (100) 2 (100) 0
600 0 0 0
53%7‘%}}\1’?:14 2 2 0
Fenofibrate 145 0 0 0
160 0 0 0
300 0 0 0
ﬁ’JiJ“I/?i})Q ?’?u 0 0 0
Ezetimibe 10 0 0 0
53%%\1%‘1& 0 0 0

definsanainsaudihedia oL Sunaaithvine wuh efigndalfugaiigile
wWunasidhminemniiga fie fof 185U simvastatin 10 Tadnsu (36 au Aadlufesas 42.4 veu
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Simvastatin 10 fa@n$u wnfiga fAe $1u9m 30 au @Eaidludevas 44.1) s0900Nfe Simvastatin 20

o =

Aa A a I 1 U 1 J 1 ' 1
Haaniu fie 25 Aau (Amiludesaz 36.8) @amludilelsauinnuniilsalasiudie nundien
9 7 Y o ~ =\ 9 . . A Aa o A Aa o A o
wunmaiithunesuaunnigelinig 191 Simvastatin 10 faansy naz 20 dadnsy TS Iu 6 Al
MY e luasnen 4.10

a13197 4.11 07 19 ludiheRlin1 LDL Wunaiaiithwine (LDL-C < 100 faaniuiadans)

Lipid

Simvastatin | Atorvastatin | Fluvastatin | Rosuvastatin | Gemfibrozil | Fenofibrate | Ezetimibe
profile /

(n=85) (n=19) (n=2) (n=15) (n=2) (n=0) (n=0)

Drugs
LDL-C

78.6 £12.8 77.8+14.8 71.5 £20.5 80.5+13.5 66.5 +12.0 0 0
(mean +
SD)
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