nuosmMvIoBUNUG

nsisuIsnusNo:lvguwaunin
iwoUoonulsarolana:nasnidon

W.A. la&&c

2016 RCPT
Clinical Practice Guideline

on Pharmacologic Therapy of Dyslipidemia for

Atherosclerotic Cardiovascular Disease Prevention




a7,

nuosmvIBUQUG

nsisuasnusimo:lvouwaunn
iwaUoaonulsarolana:rnasniaoan
W.fA. n&&c

2016 RCPT
Clinical Practice Guideline

on Pharmacologic Therapy of Dyslipidemia for

Atherosclerotic Cardiovascular Disease Prevention

<)

daN 3L

T

ROLOGY SOCIETY OF



wuanagllisnsldensnennazladuiialng iwatlasnu

TeplaLasuaantaan W.A. 2559

2016 RCPT Clinical Practice Guideline on Pharmacologic Therapy
of Dyslipidemia for Atherosclerotic Cardiovascular Disease

Prevention

ApRNNuazLHaunslag
annanlsAvaanLaswlszndlng
Tnalasuaygnain sganenseangsunnduislszndlng

f
a

Auasd NEATRLS 2560
AU 10,000 au
ISBN 978-616-92069-1-0
R 8- WA Y30
55/6 113 2 61.T1UNITUIN 91184 A.17uE1T 12000

AINURUVANG

[

FNARADN TN TNELBNANT AN SAFLVTaRNRL M FaeRFnng
1 I = = 9:/ o A 1 -lfj WM Yo
sineey lldniesunsdouviseriaunezestiideaniilng W ldiuayn s

q




AU

wuamaglflisnmsldensnennazladuialng
wWailasnulsamlanasuaaniaan W.A. lagee

PEInendeefgsunng lAanuuImmTUf RN s ldeninenae
luduinlng Wedlasiulsalauacranniaan w.A. meew (2016 RCPT
Clinical Practice Guideline on Pharmacologic Therapy of Dyslipidemia for
Atherosclerotic Cardiovascular Disease Prevention) A wznneladu
avludesnanailulanszunnetwmadalldlssmnmnnguuaznanendy
tymardyrasaulng Wasanndwalifiiaanuialng (VFeaaudas)
zﬂl o v A dl aqu o o o 2 3 o
Mutlisulusasaanaanunsiliinasadaccddny toun anas wala
uazlm M liinlsaFafvaarfiauazanuinisluedeanzinanil visannli
Filaedaunnssunewiedumns fauilunisgoy@eninensuystmi A
zﬂl L dld 1 1 o o v é’ o A
nqn Ineanizgihannaunnssueddunauainlsandnuitienialaanniaen
lAlinaanaANdIAT LazAaIn1Tnszuaunsut lalnasaun udumans
o o A A A ¥ o o A a A . .

Aty o gdafeadesiuniagladuiinlng Aa Triglycerides waz
Cholesterol siinsfimadanuniyaf@iidawdn nnamalss wazaaiag
= PR = - ) P = %

wesea WWalNATINNIWNY Saunndunevinuanaasian iiunnatiing
wuannTUfiRatuiidugnneesummefdasanuazsatiunig
MeninwninglafuiaUnd Wiiuldaundngiuniddsanis wazldu
Anuzihwnangsunnduazunngialu s e sanld iR adselamdun
filoe wannanTlfiRariutienaarlipseuaguaniunisniueet iy
anwouzianizaesiihausazany  uarlinseunquliiisew) naaniy
i1 HRAMNYNNEI89HL9e 11U ANazAIN uNI9RUEN ANNANENe
Tunnsfiugnetesiaias AusaEIresnIsAuANseaL ey AN



TaludsrAnsninaesen pausilalupndaendaaingnaiinelszasd

v o v dl U % Y a g ] ¥
w0981 enupnulszndnlusnusaanyndiasesnisiiiniatuegudo
fouwdfldinswiasnisow lunsudlaneslatufindnilideeneduay
38964 l ﬁ\‘mmrsﬁmwzﬁﬁﬁm@ﬂﬁqﬁﬂuﬂﬁﬁ”ﬂmmq:ﬁﬁw 14 NNFALL
ﬂummimﬂu”l,mmﬂ mi@ﬂnmmmmmmmmm NFENHIGUN AR
%5 ma‘qmumuﬂ”ammmmm viraudlalanuneriianau mmmﬂgum‘m
Euaslsmreuiasldenudlanngil

a A o/ é’a 1 6 dl o o/ a
wuansngljiRatuiildinusiuinsguii 4 lunssdngu
“anugn-in” lunsldeninmnngladuialng  nsdin@usingnn feq
Unynneasuneginmuazdilaausazaneiuen uaiasnnson wan
a’l’ v v v a oa o g i a v = =) «
qni i ldunananadiFRetiutedamas lunnsgaizasdndn “aanu
a dd‘d v a " v 1 a a 1 dﬁl
gn-He” TunstunREAeMEnIINIIumENNg1991 inannIsiueInga Tu
nstdsanan Fesldannuiivaesunndddeaoynnsnduwaslduuamisil
MfaniaTIiL A wannsnlfuRnasideninenieglaiuie
Unf eflesiulsalauazuaaniaon w.A. meee atiudl A9l l5inals
unwneinan s lminiii
saInenAengsunndilszmalng - 1ea8UAMNIINNYNTINLN
snlideAndinuazianeuwImanaUfimnisldeninwnnslaiuliagUng
atfull WeldengsunnduazunmemiallisRansanldmanzanlunisgua
fnefihausazsanininziinann

ANARINANIENEIRALUNBLNNTaNT AANTAR
Useausainandzangsunnduisdsznalne



AU

v

ADKZNITNNNIUTMNITTINENGE g sunne UL lszin A lne Humusass
AT fTRn s W insnslasuliadn e et
nafnlzaalauszineniden aideu unaan WA, 2559 (iesand
asfPudeinssninlaiuludendnnfidindunn  BnvauuamianT
Uit Aueaneinandt gndsuiemnuund 10 Tuda
ﬂm:mmmmmﬁﬂsznﬂuﬁqaiﬂ’vm@mqﬁﬁmnmmﬂuﬁmﬁwﬁLﬁ'm%’mﬁu
nsinelafiuluifeatnln m‘”\mﬂ%ﬂifmg@giuummqmfﬂﬂﬁﬂﬁ%
atfuid Anveimnlszanuiumsdeunginasinadinanaanineludu
20ININTTYTNAN NIENIWNIIAR :mu%ﬂé’%ummﬁuwumﬁmﬁq
UszafansaiannnautityTinanesing

Lﬂ@mmﬂmﬂuummqmﬂﬁﬂﬁ% @ﬁuﬁﬁqmﬁw%wﬁﬂgmmu
ARETTALUIUNTG ﬂi"wﬁmnmsﬁmmLmeLf;fﬂﬂﬁu’“ﬁﬁ@@ﬂmnﬂ?mﬂ
Faluuresda i Ausnmwandennedian ninens wazgIuena
wsegnazeslszmalne Tunsldgmeruaniiadadamsfnlsailauas
waamirenluewian 10 3 aduayulildqraiildandeyazeseulng Ae
Thai CV Risk Score wnaniflusiasldeninwninzlaiuialng  posldan
SeanstymuTfemdnuieniinen delllEnudivng aadenlden
B TleguantnyBevdnusienna

ARLZNITNNNITEULUINNTL TR Y89 aNe Ay sunn e atiu
infviuwdnnfiavluezanemeadlfiuumenisine latuil
W Andselomisedihadoailasiulsainlawaznaaniaanlsass an
gnsmauardnsnisidainelulsaneuna  anldanelunisuinag



ans1snsgaaeslsmalng qavineliueaeuAmANENITNNIIFRUWINNANT

UfiEY v Naaznatingeaiuliiiauanuiuil suisiaunuuas
Wuiifiannendny@nans NITnInn1sAad

a

HTqtAansNan e unnegaius  ansqy

Q
a

UszauAUznIINNIIAAINTIUIN T R



AEHARYIN

ﬂmwﬂ‘iﬁ‘NﬂW?ﬂ’]Luuﬂ’]ﬁ"ﬂﬂ‘l’ﬂLLu'W]’NL’J‘?]‘]J{]Uﬂﬂ’]i‘i‘ﬂil’]?ﬂ‘lﬁf’]ﬂ’m”
1°nuummﬂnmLW@ﬂmﬂuTmm%memmm@m ﬂﬂG?WﬁQVIEIW@EI’ﬂ’]?_ITLLWVIEI
wistlszmelng LL[}‘N&]\‘]LN@Q‘HVI 12 4n31AN W.A. 2559

TIAUTNNATUSNTTNNT

o

1. Wewnnsdgaiug anagy

q

N

wawandenTn  gausasan

w

WEUNEGIAR gUnsasTN

4. waunwnddenny Aleaund
Cwanggeasal dbenuud

[&2]

()]

o a o a
. WNENELNTUA Iﬂﬂtq@

7. wauwndy@ins  TennAaTyge
8. WNNEMIJTAAT T10YnUseR

o

L WRUANEIEING TET9 04 BEEEN

Usza1uAMEyNULAEUNY
annpuunnelaavialawvisdszmang
Tunszusngngendg
EUWNUINTINEN e SUNnNel
uvsilszinelne
HUNuITaneNaeang sunng
ustlszmane
funuasnaxsianiveualszinalng
HunuaniAxisALImIIL
wisswnalng Tunseaaldusg
ANLAANTENNTAUII TR
ALNNUTNININNTT

1L BIUANILALNITNNTHRIUN
NIMTFIUNTINHNELNA
wazn1rana Runsuilodnans
NILNTWNITAR
Junuannanlanlawialszmelng
unuaniaNLlszamangn
wiatszmalne
Junuanianlsnvaanaanuag
wisdszinelne
LATIBNITAITTINY



v < a a a
é‘l‘lﬁ ANULRUNINITINITENHLAN

Ly s a a
wewnelzyn] 9nafanna

AU ANARSITINENLNATINNBLA

¥ ¥ a L4
ﬁ"]EIU’]NEJIIﬂI’]i'JN‘lJﬁ‘S“H"IW’Q’]im

1 unsunneRadnG aunaatiusie
2. wnnsinegantinn anysoddall

3. WNEUNNEMAL WNeTT

4. waunnginlsad dnsynade

5. weunneilnlg ysosenindaas
6. WeunneiaRAe ThAnAe

a o

7 UNNECNENNY gVEangey

8. unneraviasn Uszansanss
9. WNNEMEDNF USRI BT MLETwA

o o

a

10. WNHILNNEENNT ATNALNAN

9

1. wnaunngdansansnd sl
12 WEuSauANA iy

13 neunnelszunm @aani

14 Waunnguansl gomenalimg
15. unneincy anlnn waduanm
16. WNNEMEIINIAT LT3N

17 WNEUWNERIAN TN
18. unaunnelnueN Andunaf

19. unaunngaaTun Ades

20. WNNEATNATUNG AN TUUA

TRNENLNATAULNL
TRWETLNALRIN TSN EININT
Taanenuaqinaansnd
Taanenuaqinaansnl
Taanenuaqinaansnl
T9NEUNABTINANART
LRANNTZNYIR
Taanenunanszaangndn
Taanenunanszaangndn
Taanenunanszaangndn
TRNENLNALNT
T9NENLNATELR
Tsanenunaays
Taanenunaatg
T9NENUNAATINE
199NENUNA AT
TRNENUNAATINANTLTZASA
TRNEUAATINANTLTZASA
T9NENUNaART9ALT NI N
Tpamenunageugfonts
Taanenunann vy



21 WNBUNNETLTYAY WA

Che

22 Wnaunneadryny Uaneiuns
23 Wneunndanne Tnanieyms
24 WNAQINIR AN
25. N5y éﬂﬁﬂﬂﬂ

26. UNAATYRYT NRUIIIN
27.unengdy Wandung

28 uNgNInl 11ga
29.UNNTMEY ATIEN

30. UWNIMAWT LTIGNA
31.uwliinnn e
32.198190999304 NOATULIY
33.UNgTY N1PU
34.14NAMANEHY NBUin
35,4801 NAuNes
36.149@NAITUEN AIAAL]
37.unilen @eAuui
38.unameNIml Wedya

anntiulsAnssan
anntulsangasan
annTulszananen
grineudseiudnn
grineudseiudnn
grineudseiudnn
#11inany adla.

nautTryEnans gneineu auad.

o

nautTryEnans gneineu auad.

v A o

NINTUTNAN AAUNIUARSLLEH 2

o

)}

o

NINTUTNAN AAUNIUARSLLR 2

o

nautTyinans ineuadaam 2
nautTyinans aineundaam 6
nautTyinans aineuadaam 6
nautTyinans dineuadaan 7
nautTyinans dineuadaan 7
nautTynans dineuadaan 7
nautTyinans ineuadaam 7



ANANAAAVIN (DEAINIION).....ooeeeeeeveeeeereeeeieaieiessiaisiiiisiinnen 1
TRU9raA (Objective) WATNGHIIMNIEL .cooooooooovvee 1
WANNNINIFAMMUINNITUTIR. e 2
ADANNIBIVANFIUNATIEALTDIATMUEU . 3
npAnssuuazilade RESENFUSTI. oo 4

A3 NAlANARARARALAILTN (Atherosclerosis)

a3 TR T N CrA N o e T LN oL e AU e YA a I OO 5
s lanazvaaniannluaunan 10 U

PANNN2NHIN USRRALNR AN oo 6

wuannaL RN e w1l EAUN R 9
wailasiulsariolauazaaninen

TN e w1 LU EAUN G 14
naulaild statin

MeUsTiune Ul UATNTAARINUAINITTNE . s 16

MANUIN 1 NTULNTHATB98INGN statin ANUTTENTAW.ccooovvvnen. 18
lun1sam LDL-C

nauuan 2 msldaninmnaglaiuiadndludilaloalamef. ... 19
FTHTHIN]

nARuIN 3 ukuuanwnadfiinisldeineneslaiulialng. ... 23

BB RNTE NGB 26



ANANNAAINN

nazlaiuiinln® AeadnuianlnAees lipoprotein metabolism tlu
naldsriulaiulunenddsunladldauiuiladedasralsavaaniaen
LAWY (atherosclerosis)

@ a i . = o vl o

meﬂmnuﬂgugu (Primary preventlon)Mummmﬂmﬂuwmmu
Touluaentinlng tnaddngiszasAivetlosiu Clinical Atherosclerotic
Cardiovascular Disease (Clinical ASCVD) sl,u@:ﬁﬁ\‘ivbimiﬂ

a a a . = £ ol

msi’]mnuvmagu (Secondary prevention) umﬂmﬂ’]i‘luﬂ’ﬂ,u@w
# Clinical ASCVD auudn TneildnniseasAinatlaaiu recurrent events

Clinical Atherosclerotic CardioVascular Disease (Clinical ASCVD)
wneia filaeinnasi vise el acute coronary syndrome (ACS), myocardial
infarction, stable coronary artery disease, stable/unstable angina, coronary
or other arterial revascularization, ischemic stroke, transient ischemic
attack (TIA), peripheral artery disease (PAD), atherosclerotic aortic
diseases

. 2 yaloy i o

Subclinical ASCVD %8I0 QV]‘FNVLNN@’]ﬂ’]ﬂJ@\‘I ACSVD WANNANFIU
AMNNNIATIRNLINEN1E atherosclerosis Lt NI atherosclerotic plaque
. p o P p p p P
Nnaanaaniiala 1anALRAALANTIAR YTANRAALAAALAS TR 1Ta ATIA

Wu91H coronary calcium score (N s

TnguszasanaznguihanaaaswuIman s

1 deluuuanianisldeninmniaglaiuludenfnuUniauwnd
s i e fiavlluasianizmg detlesiuniaiinlaavaen
\AeAWLAIUTY (atherosclerosis)LL@:mmmiﬂ%ﬂu%ﬁ:ﬁuﬂguqﬁLL@:
nhuni lneldaenpdesiunginueiansniadnaneenlulszmelng



2. WeandRsNIALTEIN dRsNIadnlseneLNARAZNE NN

zﬂl a &’ A 1 .
PenanmnIuaInIsAanmaanLAdLdy (atherosclerosis)

3. aanAN AN a9 uAzNedaN AN TsANAALAR A LAY
LA NN TNG D1

UANNITNIFAAYIIL UL LIR

TR IulneAnznssins e R uNNsusessne s
eNAeany e Usznausaanysunne @it sy uanuane a1
Mnendasiuispnasndanwaalia way AaclauRalng n129ANIwLD
e Aendngunenatiniidey lugudeyassduuumnd  wnidals

% ¥ a 1 [~ Yo a Y o o K ¥ v v
uwév il Aeresnnznssinsdaulunidulfindunieniuiunndalfuds
= v o/ [~ 1 o K
iradedunmnuaanssunisudsziiusine Sluiuinesaeunislezgy
wianwnrUfiRiiduesedisdaudiuninsgunisinmanglaiuin
UnRlFumnzaniuninensuastanlaresdannng Tnandsualinisinm
naglaiuiadnfdulluwuannaiifadsylamigegauazdupnlunig
tlasiuniainialsarilaLazvanniaan TauuzisneluuumiaTlis
o dng B2 o o/ a o/ v a o/ 1 v o d’l
afutiiladeiiaduaesnsUfim §liasnsolfiRuansllandauusii
o ~al P , A Ny o o a
16 lunsdinaniunisaiuansngaan llyzaNdaaninued@n1uLznIsuas
o A a dl zﬂl 2 4' 3| dl o
nineans iseRwmsnananasaw Tneldiansungnsaiuneenivuay
BEYUUNUFIUNANITINTUAZATIENLIITOL

ADLENITNNIANHWN PR uWInTU TR E AN TN asy Tune
FruFaeAuuningi1e) lnefindsaaudativayu Ae nendgy@nans
NILNTIWNIIAGT LAY PVTINENALIBEITUNNER T RANTNaFaTaNIaILU0
mmmﬂg‘umu@nmnuumummu‘mnLL@VLmmmiumﬂuumﬂ?wimu
T mmqmqm@mm@ﬂuﬁm@mwm NAR VTR UUNEENNNENT g
2B4ANIENITNNNIANTUNITATI UM TR



AMNNUBIVANFIUUALTEALIUDY ALLUEUN

UIMUNALUZUN (Strength of Recommendation)
g L= o ul/ o o v o 1
°© WINN ++ WL AT AeArNulaveaA UL LN B
TuszAuge mezamsnisdananafitsylamiaewtiasediaauarAnen (cost
effective)
¥ L g XK o ! ° ., 1o ¥ = s o a
o wwin + mnelie 4’ (@aldvidlavnindwensannn)
AapHsulareA Lz livineg Tuseaulunans 1WesanuInsnI9aa
U = 1 L % ! o
nansenadszlamisedilaauazanadualuniozanmiy
¥ o = o = 1o v o o %o 4
o Wwmidn +- wanaie “viusalivinnla” Aeauduladenina
Tumslimuuzidn Wesanuinsnisdananafalivangulsiiieenalunig
o A o v ! a A 1=l A (5% !
avuayiseAnAwin a1aiviseena iiiUsylamisedion uazenaludun
wilinalfiiadunsasediloaiinau deiunisdndulanszinauag iy
fade@w]
¥ @ X< Moo o Yy Ao o & 2
o wmin - mnede bivvin (@vindlansaiianuanilu) fe
Audulaaasiuuzilalivineg lussduilunans Wasainuinsnisea
nanalifiUsylamilpe s uaslsiduan winldaniu
g Ld 1 o nl/ o o v
o Wiln -- wnnede “laimasvin’ AeanudilazesAuuzinlali

magluszAuge mazaamisfinanenaininssanaliinndunsie
sagilae

AMMNWIBINANF U (Quality of Evidence)
FTAU 1 MNNBRe MANFILNLAFUAIN systemic review 184 randomized
controlled clinical trials %38 well-designed randomized controlled clinical

trials



3TAU 2 wnnede wanguiliann systemic review 224 controlled

clinical trial M?wﬁﬂgmﬁ%’mﬂmﬁﬁﬂmq maﬁﬂ‘ﬁ'ﬁgﬂLLuumﬁfaTﬂﬁluLLm
nan1gIaanuLs el udiﬂ'l‘mmqﬂmiﬂﬁu“ﬁﬂmﬁLm'uﬁmmrw (14 cohort
study, case-control study)

UL 3 MNNBID uﬁngmﬁ%’mn descriptive studies %138 controlled
clinical trial AANTuNselsimsnzas

LA 4 NN mnmuﬂmmnmmmum‘mummm (consensus)
m@mmvmmmmm LL@‘vuaﬂﬁm@uj

NOINssHLAzAq A NANNUE A LNSIAALTANA Lalas
= o [
WADALADANNNADALADALAILIY

woAnssN  AuENUANNARUNuAsTIAN  AuENTRdIUYAAR
Life Styles Biochemical characteristics ~ Personal characteristics
oms@uuu’%‘l o puAUlaTINg *ag)
ensti3lnmevng e lusluaeninlng o LA
*NN9UNANANITN oﬁﬁmalw,?mmqq *3iugnaIN
N8N8 o AMaTTTIAULAT Y e1lszdRnsauIATY

| o 1 U a
visaRlussludesioennniiy  eanndeAx
e nazuepmglannigay WAZIATIHFNA
o N3UGFnIRAD AN

. a U

9199 NNILIADAT

A4 A= o

o 417 lUAAANLNDNNNISNLAL
o T1lsRnlutlagnny

o L% 1 £
etinlaringanedneim



tasaRasdAnsanmaiinlsanaanidanuaiuds SuunamINANN
Wulillalunnsdsulaaw

tladedaailsuaeuls tladedsisulaeulals
. ma@uqu"}' ° 878
o swiThmaludengs o WA
o vwinAuuazdau * Wugnasu (dsedmlunseuniaily
® NM3UNANANIINNNNE T3AnaRALAALANARUTESAT)
o AnNaulalings

o lusuluaentinlng
* NOANssNNILENAT mIzaN
o nazngamglanEnal
Y Py
* NNITIADATY
o lsiulutlagnaz
o 7 laviasanadneln*

* {ladedeLaTNTINANNENAUS LN A I3AYTRN NN INT B U9 13AUARA
- o ya R I
ADALAS N IR TN TN UTTad e R e 95

inannisdsziiuilasadgsraslaniainalsanalanas
UAAALADA L UAUIAR 10 1

wwanTlfiRvesnsiunninisld Framingham risk score,
SCORE, QRISK, ASCVD risk score daumnzangnmiuiszannslutszine
TNRECT wivnihanWlulssmnsinemudnazazfiuldanudeegs
Fuase aselilssmalneiaanudasiiineniunu Aelassnnside s
Annszezenniavanaresiadendasianisfinlsarilanaaniden uazi



wnuaddd lunwiina s il ananuialszmalneg” visa EGAT heart
study wiidnazldlaanddenanysamgausfivanzandwiulszansine

dl [ a o d’l o | a dl
nnfige dagyaannanddeil gndnudasnndunuudssiiuanuideslu
pulve (3andn Thai CV Risk Score dvlddayan19patin sauien a1 W
wazdaugy saniunanisnsamen uAwnlaald application fun1g
Inadnsiinaend vive gunsnlau desenislduazldifunimaseuudadn i
nalndiAeiugliRnisniveclsnase AuzNIsuNIIdATLUINIGTLTR
{ANLIIGN 10-year Thai CV Risk Score Antiaendnfaeay 10 Dadnagflu

: A Xy . o ;
nauANRLNAN AsFeras 10 Aulddndunguannidasiiunas oia
IS4 =2 dg{ o v a
g9 Twawipmvnideyanisdnmuinauludszainsing vildinnsszidiu
= "o X 3y a dad | e Z
HpuudugunIuA ULl ssiiunangawin i ity

uannissnenAzlauRalndluaulng

AMNRALUNFAYeY lipoprotein metabolism 1 liiANsLlas Ll asres
[ o A dl ° A [~3 =K ¥ :J/ a
seavlaiuluaenniliguaenidenuasudesanis Mazumandauriaaiia
ReunAuLazEaf anazywnanwaednlsswen e dedan uan
nsinsiuliivenisilesiudananiivisssiudgugiuayianl tnases
mmmmﬂ@wmeﬂu"]mﬂqammwmﬂ ﬂ'J‘]_IﬂvLﬂﬂ‘Llﬂ%‘ﬂi“]_lLﬂﬂf;lu
wqmﬂﬁumemﬁ%ﬂLmmﬂmvm‘lumﬂmmuﬂivmmﬁmwmmmu AsfiAns
fansaunlunnsldensnennnaglasufindnAnaa
1. NMINIIAREALATATIANNTeIL RN sliasunauENNIsinm
Watlszifiuingiedladuaiinlaialng asmanisinnuaessuuayln nema
% & Ao gy o o A a a \ )
wanaluaen  wanweivinWeeauladuluaenialng 1w nephrotic
syndrome, hypothyroidism @eseaulusiueranaunnilulnildinenssnem

Tsasiumin  Arsmsaleuladiudntiminfegiaubuenviald Tvenaiian

a

duBFauiauiuAInN e naInIs nAEN



2. Uszifiutladaideauuanannlafiuiadnd udatiunAuondng

et lunguidssnnvadasieslalunisinlsevialauasasaiaan Tog
Tuuutlsziunmunzaninlddegeeg luanein  wazadunisinenn
fladei@esldnfor i wndedlden avndenafinuazauneamunzas
Wwalildilsclomigegn daande wazduen

3. dszifiunemdinimaudngisafnlsaialawasnasadanudn
wiald wensdinsdndsydfuazmmaieniaednungtanaliiiaswe
suusiesenAanisnsanievietfrRnaiiasin 1w ndwitiedalans
Ay = = \ L v | o @ v =
ldfienie waandeausslunludesiadiloesluaudan Wudu wnd
mnﬁmmmmﬂuimm%LL@"‘M@@@L@@mmﬂﬂul,t.mwv@m@ﬂiuﬂ@umm
mmm ma‘nmn‘lﬁma‘m_«mmqJl,muummﬂﬂmwuﬂimmﬁm‘wm wiflunsdl
mmuvlmuu‘l,umﬂm”l,uzgqmﬂﬂmw wnndeinefeameulssansnInaes
anfnnarlaiuinlnfusazafindmunzaniuaauid@asasadilond
maaineagize L

LA = a o A aa o

4. poudanie lunsidasuulamgAinssnlunisaiuginuesgilon

azgnalinisflasiuninialsaalaussraanidanilszaunadiianinay
| o 0y o o aX ' T v )

wezlsiieainiszavledupay widiaandadeideseuiasdon i an
ponsulatin AauANszALaa ey vinlilddesldanaun
gelunisarupuiladuidaanantiu daalid1ldanaanas Laznaniaes
anslielszasdannan

5. BGUgNANINUF ATy TeMANLINTIR AMZNITNNITAATIILLY
Tl IRY HANIRIIATIN AN INNATET A ARTANEITNGNN
Uiuldliaenadesiunisguaguninuazssuuanansnuguaedtlszmea laidn
ans unaidnanseneesgileandungule unndassaenldeninmniny

o a ada 9 o A o \ a @ o o = s A

Tosiuimlnandag niydamanuienfdusuduusn Tnadenldente
adryneudndeldldnamuitivung Tvinnisdfuauieen uaviniia
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ausiliinydavdanuisafaasdszmalng Janfnenieglaiuiindnfn
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6. ns e uanTydaudnuenns Juaninusiniuualiidunig
LN AIATANHNILALDEANHLEN BnueiiansnEnniagluiuialnRdon
TngjdanmieTuglaneansinyGadisagnasuin

7. BARINUANITINE NNIZUNTNTAULBIEN LAZNNTNA AR laLay

A £ o k2 [ % L dl £ 3 o a a
wasniaen lagsiewinaadtlatudileenldaninmnngladiuiaglngdn
o a o dl % a dl Yo =
falPNATIURREAIINIRTIA RARNNNA Wz lFFIa1aln19zunan
o YY) Iy |@ o a o N X poa o 9
tou Dudazlfenagfidiananalsailauaznaanicantulddn Geanasas

4 . o X Y, . da X o
wWasunsine iunizanay  mnivsiesguainelsaininuuludacing
2IAFUATYNFB

8. n7ldensnnazlusiuialnfuneaseatlusesanaune e
gneNgaAavTanIgaziansunliuanaunnvidangaeLie

8.1 e n1sliiadszaesannen wiw myopathy, rhabdomyolysis
anNNT e statin [AMUEUNTEAY ++ AUNTWIBNMANFIUIEALIS]

aaa 1 o/ o o dl dl Yo 1 1 al

8.2 Uffsenseuinaiufvandaaunlaiuey Inaliarunsonan
e e [Aueingesy ++ AUNTWIANFUIZALIS]

8.3 HAnnsvinauzessiuvie lnanas [ALUEINSEAL + ALINWTEY
NANFIUITAL 4] (AN1ANWIN)

8.4 lunsainld statin dwudn LDL-Cluiaen < 40 Nn./Aa. 484
ARFAFETS 81ANATUNAATUIAEN statin A9 [ANWLTUNTTAL +/- AT
VRIUANFIUTZAL 4]



8.5 TeasGueninmnnluiufindnfinenistlesiuuuulguni

Tgfthennsldansmnanaidsslamileendna@eannen wu ludiheszae
qaving sl [AUuUinIsil - ANNINTBIMANTUIEAL 4]

wuanatlLsms ldensnnnzladuinlnfiwailasiy
Tsmaladazuaanaan

nstlasiulgugi

a [

Tunstlesiunuudgunil fndszavlaiuluaengenas|ifuruus
il aeunginsssd@@n wu n1siudszniueinsuareanindsnie
dsznnnd 3-6 thauneuiatsnEznen andulunsiindufamilial

hypercholesterolemia

vl o

1. matlasiulgugilugiiianudadumsiinlsaidlauas
waamdan nlifuuwnuuazisalaitass

1.1 luffergannnd 21 ¥ Tl ldduiumanu uasil LDL-C
> 190 1in /na.AsrmuAisne? LDL-C < 130 in/ma. 138 LDL-C aAaq
annAnGuLsniewl#uen adntien Seaar 50 AvsENARY moderate
intensity statin el,uﬂ?ﬂjﬁslﬁm moderate intensity statiniumuﬂmq\iqm
(simvastatin 40 1n./$u atorvastatin 20 1.3 Aatiesiflunan 6 e

“f1 LDL-C fielaiBadiwmnne WalAenuths high intensity statin [Auuziin
AL ++AMUNNIBIVANFIUIZAL 1]

12 lufihefifszsul2s LDL-C gennnannsiugnasy v familial
hypercholesterolemia pasriMuAimsNe T LDL-C <100 1n/na.siae LDL-
C anasannAGuusnhiewldFuen atneies aeaz 50 AdsEuEe high
intensity statin [AMWWELNITAL ++ AUNTNIBINANZIUIZAL 1] MINTEAL
LDL-C lifadimmngluszazion 6 ieusionn Asiiuenngs non-statin



16fur ezetimibe ¥sa cholestyramine [AWWEUNTZAY ++AMUNINTBY

NaNgIUITAL 1]

1.3 ugfineny mous 35 Tul Seei LDL-C <190 anJna. Al
vy meﬁﬂmm?v'mﬁi@‘ﬂmﬁq‘hmem@mﬁ@ngqmnmiﬂmﬁu
Frauunszifiunanuidnsenisiinlsalawaznanaidenluaulne
(Thai CV Risk Score) Inaflanuidendiazifinlsaly 10 T > $agay 10 1
az1@50 low Ta moderate intensity statin Tmﬂﬁﬁﬂumﬂ’mu’m‘ﬁl LDL-C
< 130 uN/AA. ¥ide LDL-C anasanneGuusniewldiuen asnatiansaens
30 [ANUZUNTZAL + AUNTWIBNMANFIUIZAL 4]

14 {7 Thai CV Risk Score tiaendn¥asiaz 10 uslivdnguing
subclinical atherosclerosis, coronary calcium score > 300 Agatston units,
ankle-brachial index < 0.9, NlszdRlsauaamdantialalunsaunianeuds
Funnvideiinnsdniauiiess (9 psoriasis, rheumatoid arthritis, HIV
infection) t1aqg Rerwant enariungasdadulalunisli low vide moderate
intensity statin ’Lumwmumu LDL-C < 190 uin./ng. Alsifutinmnu Tns
fsuadiusne? LDL-C < 130 un./nq. vieanasannanGuusnreulés
gngtiaefaeas 30 [AWUUNTEAL + AN TNIRINANFIUTZAU 4]

2. metlasnudgupilugilaiunnnu

2.1 @’ﬂqmmmmmq%\um 40 Tl AesEuen moderate
intensity statin 5@3Jﬁ‘1.|ﬂ’1?ﬂ§‘1.|Lﬂ?ﬂlﬂu‘wqaﬂ??N%amimﬂﬁlﬂﬁﬁu’mﬁﬂ
3FUILDL-C < 100 NN/AQ 338 LDL-C anasananGuusnrieuldsien aeha
Yo Yeraz 30 anuiudiflsziu LDL-C Faust 190 in.na. T Ew statin 7
¥ lHs2FULDL-C anaannAGuusnneuldiuen adelies fauas
50wnsAL LDL-C elaifadivsng Wfinaunaen statin #nlaignansaidia
20 statin Ifanaiarsaiiiinenngs non-statin lur ezetimibe 113
cholestyramine [AMUULINTEAL ++ ADMANIBINANFIUIZAL 1]



2.2 frhawmuengteandn 40 Unfdade@esdu saus 2 4a

¥
=2

2l T quipis Avsulaiings UsziResauniaiilspvasnideaniala
eufedunas lulasdayfiuyde arsldfumuusiinisdfulasu
woAnasndin InefszaziaanlunsufilasungRnasuding - 6 e
met’w’mﬁﬂmiﬁuLﬂ?ﬂlﬂquﬁmm%ﬁmﬁq 261 LDL-C 9 2 100 §n./AQ.
hazfiansn Wengu statinlpaditlwsnaAeasziu LDL-C < 100 /A3,
[AUULINTZAL + ADNINIBIVANFIUIAL 4]

23 fhawmnuengliaand 40 Pidiadedeaesdedanie
14§ raliidnfugesSuenanssfu LDL-Cusidadunisuiunany
woAnasndin Tnafisrazinanlunisfunlaaunniinesy 3 -6 ifew ua
ﬁmﬁqmiﬂi?"uLﬂ?ﬂlﬂquﬁﬂﬁﬁﬁmLL@’Q’Q 726 LDL-C = 100 8n./Aa. 814
Ransnliangy statinlaadifinunnefAeaszdu LDL-C < 100 Nn./aa.
[AUULHNIZAL +/- AMUNINUBINANFIUIEAL 4]

2.4 frlaeumauilésy statin udausszl non-HDL-C flaifiu
wmang (< 130 wn./ma. lunstlesiuuuugungi, <100 wnJea lunnstlesii
wuL RN thtanansii intensity 484 statin et s non-HDL-C delslla
patiuang SRansaninengy fiorates [AUsEil + ALAMIRS
NaNgIUITAL 3]

3. mstlasiudlgugRlugihelsalasass

3.1 fihelsnlndeisiflengdous 50 Taull uazil estimated
glomerular filtration rate (€GFR) <60 N@./41#/1.73 A3.41. (Tiﬂ”lmémﬁixﬂ:
71 3-5) e lallgFuntstnTanaunle Aszdy LDL-C = 100 un./Ag. 1inas
fuuatihmaned LDL-C < 100 anJ/ag. vise LDL-C AAANANEHNLIN
neulsfuen atades foaas 30 whacliuninwniagladuialnfings low
1178 moderate intensity statin 138 statin/ezetimibe combination (AN

AL + AUNTWIBIVIANGIUITAL 1]



3.2 fhelsnlniseanidayiuyEa > 30 1n./4u 19 30 Nn./niN

YDIARUORTY UAZE] eGFR > 60 . Anii/1.73 ms.u 3wl (TsnlnBesesves
i 1-2) Lﬁ@ﬁﬁ@ﬁm%‘mﬁ'uj santnzisanaandantiila Aa1soun N
mMalafulladnAnuusennsnnsinenuianfusudssanaialy

3.3 fuleilselnitaserildsunsgnang lmivazlen statin luauna
Fmnza TaellAnThiassdy LDL-C Whviane [Austinsssu + ATUNIN
PRIVANFIUTZAL 2] (AN1ANWIN)

3.4 Assvalnsydanisldenineniaslasiuiinlnfhigh intensity
statin Lﬁﬂmiﬁﬁmumm"lmmm (Tiﬂ1m§ﬂ§ﬂixﬂ:ﬁ 3b-5) (ANTANLIN) ‘177\'1
ﬁﬂﬁilﬁ@ﬂﬁmﬁmmmju statinviu IunndRansanandeyafieaiuagiu
Unensamesenngs statin Wugilelzalniess

3.5 frlanlanlndeiszazqavineilaFunaiiemeaunulngana
nseniaenrsedelanneteios vnldingldsuensneninglaiuia
Unfnnnieu uazlifderistan linsi g snsnnaslaiiadnfndie
statin 138 statin/ezetimibe Lileanszdvlasuiluden [Auuztiszdy -
ATUNTWIBIMANFIUIZAL 2]

3.6 fihalsnladesaniuaninenazlafulindnings statin
agian uaziinneandfiulsaauldfunisthdanaunule dragldanine
naglaiulinUniingu statinsalyl wsidiesinisuFuawinanldimuizan
[AUULINTZAL + ADNINIBIMANFIUIAL 4]

4. msilasiunmani

4.1 @:ﬂ'mﬁﬁﬁﬁ\ilﬁm acute vascular events IU acute coronary
syndrome 778 B;l'ﬂqﬂclinical ASCVD ‘17{3? acute vascular events Nalugee
AN 12 1K A1 high intensity statin Tnanuuatiuungldszay
LDL-C < 70 4n./aa. ¥3a LDL-C anasannAGuusnriaul@sien adnatias
Satiaz 50 lunsaillanansanusiennly vieenguinndn 75 1 vide ined



weneanluanes vide W@evsetloydfisansendweive filaelnden

sv81z 3b-5 AT moderate intensity statin wnéliaunsaussgitivinng
Flssits LDL-C < 70 un/na. 130 LDL-C anasannanGuusn aehsiesiosas
50 mefluszeizinnn 3 e AsRansnniinenga non-statin ldur ezetimibe
%138 cholestyramine [ANLUNTEAL ++ ATUNTWIBINANFIUIZAL 1]

4.2 fflarclinical ASCVD 7 vascular events ASIANAAUILNGY
seaIziann 12 WU 1 gilog stable coronary artery disease 231k
moderate ¥38 high intensity statin Iaan viuativanelfseiu LDL-C <
70 un./ma. vi3a LDL-C anasanAduun athedien Sasas 50 lufiland
Tadeersandas Taun WM, 1A ASCVD events 351314 b@51e statin,
LDL-C riewinu > 190 un./ma., liaunsnauiladendases ASCVD 147
waziilsnlndese uilugiheibifdadadaedanas enafiansainriuun
Wihusneildszs LDL-C < 100 un./mA. v3e LDL-C AR&aNnAEuLEN
atinvley Fagaz 50 [AWUZUNTZAL ++ ATUNTWIBINANFIUIZAL 2]

4.3 filnelspanasnmdenideanestnnidendansnnd i
anANEesaNTlauazElsya LDL-C > 100 in/aa. Asl@sunssnendat
high intensity statin [AMWWEUNILAL ++ ADAINLBINANFIUILAL 2] 41T
frlasnguiananafidsziu LDL-C <100 un./ma. uraglfniefnsdan
moderate 117 high intensity statin [AMWWEINgEAL + ALUNINTBINANF I
TeAU 3]

=y a

4.4 filelapvasninenauasanandenaninla delifideyaei

, P | e a o ~ 9 . iy !
guuFruguatnsdaauneaiunisianson e statin uddagaainnis
=2 a ) % = P a o R
AnENTANTTRIUNIINNT I statin Hilselemi Aaanaaziansaun s statin Lile
AffadeiAesans] fandag [AuNsingzil + ALNINTBIUANgUITAL 3]

4.5 41 statin Tugfihanpainizidenesnlugnes anduiide

uﬁﬁuj [ANLUZUNTZAL - AUNTWIBNMANFIUIEAL 3]



wuaaglfiiRngld endnennnazlasiuinlng

ﬂz\jumsﬂﬁ statin

Fibrate

1 m%ﬁm?mﬁlmmmju fibrate iiletlesfuniafndugaudniay
unsalifiszsiutriglycerides > 500 xn./aa. ﬂnﬁfu’l,up:iﬂfmvl,mﬁ@u eGFR <
60 A AUNT/1.73 P34l 1afiansnnBEuenilesziy triglycerides > 1,000
NN/AA. [AUULINTZAL + ADINNTRINANFIUITAL 2]

2 fidlulspilauazvaeniden vie fauidasdelsaialauaz
WABAIABAGY 11 LWL i svaulasiu triglycerides > 200 3in./AA. §9u
fnulesdis HDL-C < 35 wn.stena. Wiaziansanienngs fibrate $aunfiven
statin tiieannauLdessielsarlanasnanntden [Auuzthsydu +
AUNTWIBIUANFUIZAL 3]

3 ldmasld gemfibrozil $auiu statin

4 m3ld fiorate fiB9ANTRNNNIVNLLRRLE (€GFR) (ANIANWIN)

Ezetimibe
1 "14 ezetimibe TunmAnaieansziL LDL-C pasassiesldsaniy
enga statin vane aniiu lunseininana ifszasdann statin vaneeie
2 U4 ezetimibe $anu statin Tunsd sl
2.1 Tunscifilésu high intensity statin udaifuszeziaanunuating
fos 6 Lieu wriszsy LDL-C delalldmantimang lungudiheiisnanm
Lﬁﬂqqq %ﬂumiﬂmﬁmmunﬁﬂqﬁLL@zﬂguqﬁ
22 TufilheRldsy statin udndualaifelszasdannen vliide
anuuAe statin asuazilumg lisedyu LDL-C feldldmsndnmane gl
netlesiuuuud guntuazyRe i



2.3 lugtlhemilsyau LDL-C felailfenandnumng usiddaanialunig

1421 statin 1umge i Grlaelmdenszes 4-5 Allldumetidanawnls

3 Tluugthfilaaumslden statin uneld ezetimibe unuden
AUl (AST, ALT) et ustlaiifiu 3 wihaseung uasdellly
AT

Cholestyramine

Cholestyramine fiufiansgatinpedlasiu LDL-C dingsranie ifluen
PFutlsgniuenn uardnaunsndaunieszuuniuiuemg 1wy ieedn
@ =3 1 o ¥ o v 1 ' ' . v
viegn Asluiuusin Wdiduendausn endulianunsanusiesngy statinl
NNFn 1vise ATy statin udausiszAy LDL-C fagannn Tadldmuidinuune
WANANTU BUEITUNIUNNIATNTBIENRU NFLUTENWNAL Aesiaq
Wuszeziloanvineiueswtion 4 93, videiulszniuenauetineias 1 11 fou

cholestyramine

Niacin (Nicotinic acid)

Extended-release niacin d1u1saan buslis triglycerides Ttz
$auay 10-30 aa'lasiu LDL-C lHszannifeniay 15-18 Baudian niacin i
HDL-C lilszannifasias 25 uslanndayanis@nsmuan niacin ldawnsn
am cardiovascular events & Lﬁu%ﬂuﬁﬁiﬁﬁm statin ag/udn &T\iﬁu"luﬁ%ﬁu
fﬂﬂmmum‘ﬂﬂﬂ tnglycerldes °lumﬂ’m1’1m°’mﬂ°nuu triglycerides 981N
AuResiefLs A UENLAL YINT

unsiulan (Fish oil , Omega-3 Fatty acid)
1. Omega-3 fatty acid [eicosapentaenoic acid (EPA)/docosahexaenoic
acid (DHA)] llanszatl LDL-Cuazataaziiia LDL-C



2. Omega-3 fatty acid (EPA/DHA) @ u1904an triglycerides asld

Usznnnifatiay 20-50

3. fayalun1sli omega-3 fatty acid (EPA/DHA) $93fiu statin e
flasiulsavinlawazuasniaeniliias analflsclomiinamnnldluaunngs
1 NI/ °Lu;:iﬂfm17i'ﬁmq:ﬁﬂ@z’iummmwﬁmﬁmLﬁ@ﬁq‘l@mﬂ [Auzin
AL +/- AUNTWIBIUANFIUIZAL 2]

4. mmwmsmﬂu omega-3 fatty acid (EPA/DHA) ) Tuanaganinnan
2 nFuAaTU memumu triglycerides Lu'ﬂ triglycerides > 500 un./A4. Tu
QWVLSJZWZJ’]‘EQSLM fibrate 18 [Aunziingzdil + ARININABIMANFIUTTAL 2]

nsUsziiunau LA ILaZNISRAAINAAINITSNE

1. reuueninulafilwien filasmsldfunianmarssulefilu
‘AenlatanenIuazAIesn (fasting lipid panel) asetfas 1 A% A
pasldsumsmsaaiiendnnelusvezioan 4-12 dlairdeannGuen e
Uszifiuilsr@nininaesenuay adherence 18agtlae Use@ngninluns
an LDL-C 19 statin Turutiiauazannntasen athslsimunisnayaues
Fiagn %uﬁuﬁliﬂqmwimmﬂé’fm asglsiimnanfuazsiasfinnunansinm
HhunSaasaiu nn 3-12 ew

2. pasldFunismmarneulliy (AST, ALT) reudu statin uaz
412 flaivdeannEnen Wedhszimaunsndenanniiilifipasnidy
ﬁ@ﬂmi")@‘%’lﬂﬂﬂ’] wuzilimmaiiefiferd Wy femsRnnfvini

3. winwan1sanszavlau LDL-C Tlfluldsnudivung assmaa
seudeanisiudssniusndnainaneviely uazuushlfliouas
woFinssunns\483n neufiaziAsuulasnisineg [Auuginszdy ++
AUNTWIBIUANFIUIZAL 4]



4, 1%ﬂi‘m‘1l1[5]i"ﬁW‘Ll'J’] ﬂ’]LﬂuvL“]]Nﬁlll (AST, ALT) Z‘Nﬂ’l’]ﬂﬂﬁm’mﬂfﬂ 3

WihnesAngegaTaLniInfataiansumgaen statin mﬂmqm@mmmm

5. lunsdifinennisandaie Uandtes prAsLes AaghiLNIg

v A‘ | R =3 1 1 z = =

pralenlaiinduile WARNsEANE@Nad 8 NN9wanTl 29NDNHALREA (CK)
fnng analilsinaann statin e li anafiansnivign statin daps1a danm
81013 LATATIAABATINEUAIANUEALN 2-4 AU AnsF ndsaniiuuuzin b
neaaenasli1gen statin alaRn TLALABNTAARAI UINNALNINANNT
YIALARAANALNADN LAANINBINIFINANIBNAAAAN statin

6. lunstiiannstaandniile ndNNiaaauwse FNALUTEFU CK > 10
win anadnainanisiiiadt rhabdomyolysis Giasuien statin i dnilsein

o . A | a o ¥ . ~Ny X
nslden statin uazen@w| dan eraansnndullli statin mniidesa
dl 1 a 2
Walddan1suazuanisna CK Unfude Inaanauinsnad muaAfNy
winnzan luAazse

Auzilun1sasiassaulasuluiaan
oM e o Ay . 4 4
nngamazzsuluiuluaenn luanflufasna risuasiArasnNna
P399 NAIT
~ a = o & X o
1. N7RTaaNalsiiuAIHidsisAT laLasiaanLaamLLagFL
2. NIAIAUNAFANINNANITENIE
3. N19619949 non-HDL-C

nnamsaassiL A A TIRa ARV TLAZIAS B A (f;ml,f’iuﬁﬁl,ﬂm
50 1Q.) agingtiay 10-12 s, Tt

1. feuBnenineninzladuiianng Tunsiinmsilesiuuuulgug

2. ffiavdudnlailuidenguRnaniugnas vitedhlszTlanuaan
wanvlaluasauafineudadumag

3. \Hases triglycerides 1uen liananyis > 400 1n./Aa.



MANUN 1 NSULNTHARILINGN statin ANLsEANTNIN
lunnsam LDL-C

A157971 1 TUAURNENNGN statin ANUsEARNENWINNSaR LDL-C

High intensity statin ~ Moderate intensity statin Low intensity statin

ARFAL LDL-C NauE  aAsvel LDL-C NeuEN  anseAll LDL-C naliE

fneaslfinnnnd fnenaslidszann fnnaslddasndn
Faeiny 50 Faeinz 30-50 Faeiny 30
Atorvastatin 40-80 §n.  Simvastatin 20-40 4nN.  Simvastatin 10 &n.
Rosuvastatin 20 dn. Atorvastatin 10-20 §n.  Pravastatin 10-20 {n.
Rosuvastatin 5-10 8N,  Fluvastatin 20-40 {n.
Pravastatin 40 0. Pitavastatin 1 0.

Fluvastatin 80 dn.
Pitavastatin 2-4 un.

UNEILUB
1. fihausiazseetanauanessianguen statin wansneiuly 1nese
pavALesAFenTn AT
2. laimasld simvastatin 80 un.
3. ladmasld simvastatin 'i"mﬁ’i_lﬂ’lr;l”lul,%ﬂﬁ"lr]@:u conazole, erythromycin,
clarithromycin, protease inhibitor, gemfibrozil, cyclosporine, danazol
4. sl simvastatin >10 un. ey e ldsauy verapamil, diltiazem
5. lsinasld simvastatin > 20 un.sadu Weldsaufy amiodarone,
amlodipine, ranolazine
6. A99zaingzdansld high intensity statin lunsalgtlaeany > 751 filae

@ensatloynifisenseudeen filhefddsziRiaensanluanes Mlildan

s

a
7
giRwg) uaz filvelsalnizeiszay 3p-5



AANUIN 2 mi‘lﬁ'm%’nmqu'lmﬁuﬁmﬂnmuﬁﬂqﬂiﬂm

LFASITEALHN

AN AANNURILSALALTRS

gilaelanlmizas (chronic kidney disease, CKD) e Hlogidl
. . L4 v oy X
anenuy aenalnednanilluaesdesallil

1. fileemininrlpRadnfuumssdeiiuiu 3 ineu Hetidilaaeaasd

a

fmsnsesaeals (estimated glomerular filtration rate, eGFR) RaUnfvise
Taifils
nelpfialnd mneds Sdnwneaudeladeviiiasielyd
11 msranumnufinUnadasiellilagnetan 2 A% luszevioan
3 whew
1.1.1 meoanudayiuluilaanng (albuminuria)
e 1A albumin excretion rate (AER) §1nN31 30 NN/
24 3. 1139 albumin-to-creatinine ratio (ACR) 11NN
30 wn./nfu
1.1.2 amanuinaenwaalutlagane (hematuria)
1.1.3 HmpnuiadnAaeanaaus (electrolyte) AAnanviels
Hpng
1.2 ATIRNLANMNAALNANI9FAINe
1.3 psranuANNRAUnAnilasaaFaviTanansanIn
1.4 AlszdRnslaFunnsnigndnele
2. filaefil eGFR faeind 60 e il 1.73 ma.u. Aasterfufu 3 ieu
Ineianaazmanuvise lnudninglalaunmin 1



1 &I ol
ﬂ']iLL‘UQ‘a‘zEISﬂI’ﬂQTiﬂVLﬂ XN

1. ArsiivszeizaaslanlamuaRIz il eGFR uaziiunnudayfiulu
flaang

2. pasuLianwe) uazatinuedlsalnminlsndan (systemic diseases)
TsAnnaiugnasu Tsafifinaniladeanaden wazlasiairananieinne
1097 UTANENBANIN

3. LLNTEazANNTTALTEN eGFR ﬁaﬁ (mm\i‘ﬂ' 2)

P~ £ o
A1F9N 2 ’izﬂz’ﬂ’ﬂﬁt‘iﬂiﬁllﬁﬂi\i

&l >3
szazaadlsAlarEasy eGFR o a
_ , ANeNa
(CKD stages) (ml/min/1.73m")
gu8IzT 1 > 90 Unf ¥5e ga
seEIEh 2 60-89 ARRILANTIDE
58159 3a 45-59 ARRNANTREDUNWNAS
528159 3b 30-44 AARILIUNA DasN
seILh 4 15-29 ARRININ
4 Y
381EN 5 <15 Innesvaizgaving

wanenvin (1) tldindngueesniaslafindng szach 1 uaz 2 azlsidunoet
naiadalsalnizass
(2) NFINLNUNANTATUINLAT eGFR yniinAnie N lsitinsaaly
o < 1 ¥ K d’j o o 1 1 v d’ Yo
uuANauLAAUenszazaeslinlaEafy faatiadu yraaduilalaiunig
799230 eGFR = 59.64 NA./A7/1.73 M7.4. 9L 60 NA./ANT/1.73 A7.4. 7981
P a a oA [ X o ~ 5% '
yarafuiaNRnnFveclratausnsan axilulsalnGeisasi 2 ustn

= P a S T X W v X o
fpnwinUnfveslpedrduiandayaratiaslilliiiulsnlniesy



4. innginnaitiadedayiuluilaanny Idinousifssialil (nnsan 3)

A1519N 3 inaumnsIaneaayiuluilaanis

albumin excretion Albumin-to-creatinine ratio

szaiz  rate (AER) (ACR) ANNENN
(mg/24h) (mg/mmol) (mg/g)
A1 <30 <3 <30 1N vive NAWENTaE
A2 30-300 3-30 30-300  WANTULNUNANa
A3 > 300 >30 >300  WNTUNAN

uNEue (1) A3 PNYITINDN ﬁjﬂqa nephrotic syndrome (AER 11nnN91 2,200
1N./24 1. [1178 ACR N1NN41 2,200 1N./NFHUTANINNGN 220 1n./HaAlua])

(2) dnindayuluilaannzldls Wldunu@qu (urine albumin strip)
naunuls

A9 4 pURegegaaasendnmnzladulindnfinguengg 7
o L &’ o
wuzi lugilelsalaEass

ngNuaden uazdinen svez¥l 12 szmz3a  swez 3b-5 gilaelgn
(GFR 2 60) (GFR 45-59) (GFR <45) aellm
Statin (n./2%)

Atorvastatin 40-80 40-80 20-40 20
Fluvastatin 80 80 Taifidays 80
Pitavastatin 4 4 2 Taifidayn
Pravastatin 40 40 20 20
Rosuvastatin 20 20 10 5
Simvastatin 40 40 20-40 20

Simvastatin/Ezetimibe 40/10 40/10 20/10 20/10



nguuasen uazdiemn szezil 12 sver 3a szez 3b-5 gilaelgn
(GFR 2 60) (GFR 45-59) (GFR <45) @zl

Bile acid sequestrants (n%’u/’i’u)

Cholestyramine 16 16 16 16
Fibric acid derivatives (Nn./314)

Fenofibrate 150 150 Tdasld  laimosld
Fenofibrate (micronized 100 100 Taosld  Tamosld
form)

Fenofibrate (micronized 80 80 Taosld  Tamosld
and micro coated form)

Fenofibrate (nano- 72.5 725 Taosld  Tamosld
technology form)

Gemfibrozil 1,200 1,200 600 600

Others (NN./9%)

Ezetimibe 10 10 10 10
Niacin 2,000 2,000 1000 Lifdaya
Omega-3 fatty acids 4,000 4,000 4,000 4,000
(EPA/DHA)

aAnwilasniann KDOQI Clinical Practice Guideline for Diabetes and CKD:
2012 update. Am J Kidney Dis. 2012; 60: 850-886. iaz KDIGO Lipid Work
Group. KDIGO Clinical Practice Guideline for Lipid Management in Chronic
Kidney Disease. Kidney Int Suppl.2013;3:259-305



MANUIN 3 wNunRkUInTUiRnsldensnnae
luiutinilng

Primary Prevention : No DM / No CKD

++ 1

a

WAUDAN 1 mi‘l%’ml,ﬁ@ﬂmﬁuiamﬁqhmemmLﬁfﬂmmuﬂgmm

a

(DM = Diabetes Mellitus, CKD = Chronic Kidney Disease,

ASCVD = Atherosclerotic Cardiovascular Diseases)



a

wHuiN 2 msldainailasiulsailawasuaanidanuuulguni

u

lugdilaaiununuuazgilaalsalaizass
(DM = Diabetes Mellitus, CKD = Chronic Kidney Disease,
ASCVD = Atherosclerotic Cardiovascular Diseases,

TLC = Therapeutic Lifestyle Changes)



Clinical ASCVD

+, 2

wnupin 3 msldaiatlasiulsaidlauasnaanidanuuuyisni
(ACS = Acute Coronary Syndrome, TIA = Transient Ischemic Attack)
* Target LDL-C < 70 NN./A4. ﬁﬁﬁ%ﬂé’ﬁﬁﬂ@ﬁﬂﬁiﬂiﬂﬁ 1oun 1wnuany,
\im ASCVD events s2ninsl@dLen statin, LDL-C niausne > 190 un./ma.,
lanansnauilade@eses ASCVD 47 uax Alsnlnides
vnlalfiiladei@eadenantenafiansan target LDL-C < 100 un./aa.
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