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anglusiuludangs

oigwa sonlsan
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mzlatlwdendaund mnedimazludueoiasinases
993 (total cholesterol; TC) g9 rotldadumoosuy
Aa TC > 200 {N/AA. 4ay TC > 240 HN./0A. FIWN
aTuaa-ABIAADTas (HDL-C) 61 vianeila < 40 un./md.
Tume wae < 50 an/ma. inds sumaslasnfedlsd
(triglyceride; TG) ganaafis TG > 160 {n./Aa. vl Tow
deannh 15 Sawllesumsamaden ldsueunsi
slmyamwmmaszﬁmﬂﬂﬁﬁ@ snushiahaaud 20.00 209
w1 Sutoumaanudenarasaidafiumsenanns 12
Flwrownudanasn anmadmaganmissnmilng
Tnemsassasomendaf 6 3 w.et. 2562-2563 nuseimaY
989 TC, TG, uaw HDL-C astlsmlyed whiu 2101,
160.9 UaE 53.9 3n./eR. MAMFL lagenagnassmla
g TC qnﬁqwﬁmagqigﬁuﬁa > 200 aN./AQ. Loy > 240
AN/AA. WNHUSOUAS 56.8 1A% 23.6 MNAAL ANNYNTDS
gl TG o whiusewa 36.0 uazPNEYNYAIAE
HDL-C ¢hilsoens 259 WlonBuuifieunsdmagunm
daamilng afoft 5 uaz 6 melafirandiansanTin
(Total cholesterol) iWAtmiadlufiemafiisin el
dan 1995 fu 2132 an/en. lwfnafisan 1927
{14 206.8 1N./08. UALANHNLAI TC > 240 NN./AA. T
saisduandonay 17.7 i 25.1 wae Tugfmefisduan
savae 14.9 1 21.7' shasmumsnicenan iimuslaiss
whdsemmehdryasms giinmaazlailwiangs lag
FwsmRmANTWENsEAmS uarmssnmesengslna

lesumasusasuasivszaumanins [Fnuean wsane e
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anuddgasmsiossaylasiuluidan

Tumeedfinmsitasuuazsnmane luduludongs
RIININTLALLAAALOA-AaIEaWaTaa (LDL-C) lnesysy
IDL-C fldsnanmeinlaaasiuden directed LDL-C
yIaNNMIMUINs Freidewald formula I@m LDL-C (§n./
@a.) = TC (Nn./@a.) - HDL-C (n./08.) - TG (NN./08.)/5
(@dasrinmnszst TG > 400 an /oa ) Taeset LDL-C 4
Gsnwuauthvany LDL-C dwianudesadlsesialauay
VaamLAaR ULAazLAAR Tnmeiilasths TG §9 udg HDL-C
i b lunawiaRasanlumsiiasunssunuedn
Fulasl (metabolic syndrome) SeduruEuea s
Aalseshlauasmsanidan uazamusiod 2 i Fai
madenamelatiludongs Suluiiadasdumuasinm
ﬂﬁalﬁ'mﬁwﬁm@iamilﬁwaaﬁLﬁammwﬁa (atherosclerotic
cardiovascular disease; ASCVD) ((miwﬁl 1) waasileflus
AR

nstssifiuladeifassaslomanaifalsavialauszusan
\daaluawiaa 10 1

flmawann Thai CV Risk Score dmsutlszmnnsine 14
Tumsennnlomamaifnlsailausmaonifonluainaa
%ﬂﬂﬁmyasﬂammaﬁﬁﬂ FOUY 81 LWET WATEIUGN TINALNG
mamaion sndwailaeld application shumslneacg
whawit visagunsniaun hudemsdhasliunmedouuds
Hhinslndifuriuatimsaivadlsaass wolwamanamon
malgtrimmnglsiudeund tlosiulsailauagnans
\Ham W.¢. 2559 e 10-year Thai CV Risk Score <
Joune 10 fohaylunguemuidiuseh aausidaeag 10 awly
ﬁ’mﬂm@'mmmﬁmmmmq flogs

loi5uatiuatiis 1 waedmens 2566 urlyumann 2 waeAmes 2566  SUaARAM 10 SuNAN 2566

doanmeswearLdac we. olgwa annlan neseryansIN lsawennanszangnal ounsdt uvasongnln wamend g 10400
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maeft 1 ThduFeshdsdemaiialsavaandanunds Suunmuenmiduwly o umssudden

Tasedesfivsusewle

miﬁgj‘uw’%
szebmabudeng:
s (BMI > 23-24.9 nn./.%)

Wazaass (BMI > 25 nn./u.?)
MINANANTTUNNMY
aneilating
lagulwdanfiaUnd
anﬂﬁmﬁuﬁmmﬂmmgﬁw
Armyene Ay
Muiendi
Tusdinlutaemes
Wlaasanetieln*

Jasefesfivsudaewlalle

ay
LNl
Wugnasw (Wseidluesauasadulsenanaifnuasraniy

Sums luanfmenss ieme < 55 1 e < 65 1)

o oA A A A v v fu a a by a A9 wa LY oA Ay oy
*']j/"mEJLﬁEJGLﬂiN‘N&Iﬂ’ﬂNﬁNW%ﬁﬂUmiLﬂ@IﬁﬂMiaﬂﬂELLﬂiﬂGﬁaWUad}Sﬂﬂaa@Laa@LL@W&‘HWQW?M’]TJS@U?IQQF_ILﬂEIQaWIJN@]%

wwamanftiems idesnmanelasiuiadnfuiatiostiu
lsavhrlauazuaaniion’

mstSufenng@nssaduwiugm ldin mseuew
91913 (medical nutritional therapy) NM3aRNMAINLLAY
maeufavdeanhwin (lunsdifvhmindivg saguvdlu
w4 odoa . A9 ek oY a
Wiguuns adumstiosunngugilufidelinialse
v I o A A Y G
Wlauszvaaniden warmatlosiuuuimdendluifiulse
(% A v °l ¥ o g 9°/ /il | o
Wlauagvaaaifoaus llvindudiuan (e 2) 3ar
RsanmalFengal statin MuunenaLlsEAnEnmluman
st LDL-C (3197 3) shnsums Fennauiilalls statin 7
il usemetlng Sesdaly

Fibrate Wa13003ENa fibrate thalasriumaiiaeiy
sausnisulunsdififlsyet TG > 500 an./ea. anvilusiiog
loifan eGFR < 60 48 /A071/1.73 @9.4. 91aRaTDNENEN
Waseet TG > 1,000 80./98. Mﬁﬁﬂﬂsmﬁfﬂmmmaa@
A A A /dl ] £ A i
Ban viadlenuiFessalsevilauazvaanidangs 1w 1
vimufiflazaiulasii TG > 200 an./ea. Tanrulasis HDL-C
35 n./A8. RaaN iNnay fibrate TIFUEN statin i
aneMadzsdalsnilauasvaanifon

.. I } Ao My o

Ezetimibe 17923 1Uen statin wngegesule’ w
LDL-C ei5hailatithmsne Tungurtiheidensidesgedams
nlsevinlauazmaanifion uaglugthelasi LDL-C gean

. A o o A

NN sitosterolemia smLﬂﬂiﬂhmﬂmaamqmﬂm WG4
WUFNIN ﬁﬂﬁﬁmi@@é‘ﬁmaqﬁ’q plant sterols Lag stanols

NI
Tuenldannan

Fish oil, Omega-3 fatty acid (EPA/DHA) 17\1a141

v Ao o 9

> 2 N./7% Waseay TG > 500 8N./64. hwhmmazﬂm
fibrate b SlszAnEmwlumsanse TG anladlszanns
oAy 20-50 Mﬁmﬂ’uﬁmmﬁ@ Pure EPA Tuawia 900 an.
Atlsemuwiiaranensy laudissAvsmnwnanmtannms
a0 TG Wi nadinadsailauasraanidansineme aehals
[~ a o = 6 o | 1 £
ﬂmmmaﬁgwuﬂﬁﬁﬂmLLﬁ@ﬂuﬂiﬂam@qﬂmﬂmmuﬂ

PCSK9 inhibitors \16191Lﬂ' evolocumab L‘ﬂu humanized
monoclonal antibodies 618 PCSK9 wanaan vl free
PCSK9 luwanasn lalensnsnauiu LDL-R diwa i LDL-R
VLanﬂ‘vhma \iAM3 recycling 284 LDL-R fifvadiaaaeiu
WAYENN13098% LDL-C Wavanaze LDL-C luwanasnle
NAUMTANTLAUNAEN LDL-C el PCSK9 antibodies
Wazdiansnzuuilauazaaaidon In TGN o
ymananeasa i 1) mMIanesadng inflammation W&y
oxidative stress #1 atherosclerotic plaques 2) M3tUE
prothrombotic pathways S4lUnI w383 LDL-C
Ine statin wuddanalsisesi PCSKI gotiv aiarismasiues
PCSK9 Wumatiudaatumsanseaunaan LDL-C s
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dl Aa wa v v v A a d‘ v (% A ° [
A1919N 2 LL‘WMNL’]ﬁﬁ{]ﬂ@m?‘ﬂﬁ&lﬁﬂ‘]ﬁﬂnZVL‘IJN%N@‘]_]TWWLWE’]‘]E:IQGT]HI?@W’JSLQLLﬁZ‘Wa@(ﬂL@@(ﬂ ’ﬂ']LL%ﬂ@]']Nﬂ']‘S‘ﬂ@Gﬂ%LL‘UU

YUNN wavluun@und
od Y 9 U

LDL-C LDL-C ~ Malaaengu statin onalszdniawm  msulsumssnunil 3-6 1haw nds
nawmssnw  whusne (intensity) 1WM5805¥AY LDL-C Lsile LoL-c dhusne + asradey
AN./OA. AN./A. Low Moderate High ANNFNLEND/ WA 19ALSDILN

matlasiuuvuilgund
1. fifasuiduslsailanazvsanidan Alalfluumu wazlsalasass

1187 > 21 0| > 190 <130 v Wa130w1 High intensity statin
12 FH <100 v W30 ezetimibe, PCSK9i
1.3 01 > 35? + Thai CV Risk < 190 <130 v v
Score > 98¢ 10
1.4 Thai CV Risk Score <190 <130
< %oeay 10 + Taduids v v
Rer
2. gfiflwmu
210y 2400 > 190 < 100 v’ #1304 ezetimibe, PCSK9i
<190 <100 v
2.2 Mg <40 T + addng <190 <100 Therapeutic Lifestyle Changes Moderate intensity statin
=2 . (TLC)
2.3 g < 40 T + adeides <190 <100 N ,
° Low to moderate intensity statin
0-1
2.4 non-HDL-C** > 130, > 100 < 100, 650 statin agdal franaial intensity statin fow
14 12 prevention muane <70 N non-HDL-C & lall@ensudhmang

SeRasaniiaenngw fibrates
£
3. fihulsalaisese

3.1 97 > 50 1, eGFR < 60 > 100 <100 v v
- -L/\’L NL 2 o o a 2 o
NN AITUMILILANALN NIDTNAILIEN statin +
o non-statin

3.2 Soyfiuwdn 20 an A vide  Aemonlinsnmmagladufednfdudeiussnail
30 an./nSN v0IRTURGTL +
¢GFR 2 60 + AtTastidusiun
nsiasnuuuumfiegi
1. ACS ¥i58 clinical ASCVD <70 v lunsdildmansomusians wia oy
maluszeznm 12 1Heu annnh 75 3 vdaweedifenaantu
RGN w%aﬁmm'aﬂzymﬂnmé’wﬁ%m
sewien vorfihelafenszey 3b-5
mﬂwﬂ moderate intensity statin
mulwam 3 fau Ao
ezetimibe, PCSK9i
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dl Aa wva v v v A a d‘ v (%2 A ° [
A1919N 2 LL‘WJ“HNL’J’ﬁﬁ@ﬂ@m?‘ﬂﬁﬂﬁﬂﬂmnZ»LGIJN%N@‘]_]T]WLW@‘ﬂa@ﬂ%I?@W’JSLQLLaZMa@@La@(ﬂ QWLL%ﬂW]Nﬂ']‘Sﬁ@Gﬂ%LL‘UU

Ugundl uazuuLm@andl (sia)

MsUsuMssnIN 3-6 Lhaw Nl

LDL-C LDL-C n1iL§umnt§u statin onaylseAnsnw
naumssnn  husne (intensity) un5aAs2eu LDL-C Lsilé LoL-c dhusne + asraday
NN/AA.  HN./AA. Low Moderate High AnaEaNLENe/ HadaAEsLasEn
2. Clinical ASGVD fisgoifin <70 v ludheiilditdududselaussmenn
WUNTITEELNM 12 Lhaw andu aveftarsantuadhmane sz
LDL-C < 100 &N./08.
3. ANpINAAEAvIaANaMNALEaR > 100 4
srarnitlalldiAnnnasden <100 v

il

FH, familial hypercholesterolemia; PCSK9i, Proprotein convertase subtilisin/kexin type 9 inhibitors.

*Coronary calcium score (CAC) >300 Agaston units, ankle-brachial index (ABI) <0.9, fiss3alselauaznaaaidan lunsauasnowiusuns (@)

< 55 1 lusfne uae < 60 3 lusfiaed) v3odllsm / AnzaasmssnieniFast 14 psoriasis, rheumatoid arthritis, HIV infection
*non-HDL-C (NR./9@8.) = TC (Wn./08.) - HDL-C (1n./0a.) ¥137i11ane non-HDL-C Aeannni1 LDL-C Whyisne 30 4n./0a.

eGFR, estimated glomerular filtration rate (Na/m'ﬁ/l%’ §9.4.); ACS, acute coronary syndrome

anae#l 3 FAU0sENNAY statin MaseAnSnmlumsan LDL-C

High intensity statin

Moderate intensity statin

Low intensity statin

aAYAU LDL-C fousnsnwasiasnnd

088y 50 Joeay 30-50

an3YAU LDL-C fouEnsnmasiasnnm

anYAU LDL-C fansnsnwasiaiiaunmh
Toeay 30

Atorvastatin 40-80 &n. Simvastatin 20-40 &n. Simvastatin 10 &n.

Rosuvastatin 20 &n. Atorvastatin 10-20 &n. Pravastatin 10-20 &n.

Rosuvastatin 5-10 &n. Fluvastatin 20-40 &n.

Pravastatin 40 &n.
Fluvastatin 80 n.
Pitavastatin 2-4 §n.

Pitavastatin 1 &n.

NNYLNEG

1. fihuudarneaanauauasdangsen statin uanderiuly ememeusussiusldnenasnhiimsh

2. ldesld simvastatin 80 ain.

3. VLN'@]T;L‘I}J simvastatin ‘i’JNTTUHW]”W%L%a‘JmEjN conazole, erythromyecin, clarithromycin, protease inhibitor, gemfibrozil, cyclosporine,

danazol

4. VL?J@’J{L% simvastatin > 10 §7.6193% Lﬁaél‘ﬁ%’mﬁlﬂ_l verapamil, diltiazem

5. i3 ld simvastatin > 10 3n.dadi e ldgaui amiodarone, amlodipine, ranolazine

6. msatalnseismsld high intensity statin Tunadigfiheay > 75 I gihefidusotymuliifenssheen fiheiiflseifidansonln

anas (@lldanaiFing uazihelsnlnFesszey 3b-5

1 PCSK9 inhibitors 33y statin WasAMIANHTUTOS
Wa"9d evolocumab MaeaneaEElsenlalazaan
Bans093ua) endnmedenvilslumasiugs Poske de
PCSK9-small interfering RNA molecules (siRNA) ﬁ%a
MIAMENANERST “inclisiran” fansoLsmaenlaemaaaidils

A (% < dl ! [ A A A
mmﬂuww 1 I8¢ 2 WNNUENINRY HRSRAYIN 6 L(ﬂmﬂ%

Fadaly aehslsfiensmanaad inclisiran lWnsaamsin
lseilauasvaandandsoglusmnemsfinm(4)an siRNA
administered twice-yearly, significantly reduced LDL
cholesteral (LDL-C deflemsnhanlafivoshasnn diasnnd
emandnluldmazdsalumandnlanmssnmlasisludan
gelaluomneaasulng
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Bempidoic acid Lﬂumﬁaaﬂnw%ﬁué’m@ﬂeﬁﬁ adenosine
triphosphate-citrate lyase (ACL) ‘V%‘ﬁ ACL ﬁﬁ"mﬁ?ﬁiﬂ%
sz aonlEs HMG-CoA reductase sl
maadaslasihe wonamis bempidoic acid wazkumLe lavi
?Jaasi’m3@anqw%%”ﬁfm”aaﬁm*;n%mfu coenzyme A (CoA)
Toenanlessd very long-chain acyl-CoA synthase 1 (ACSVL1)
%qwuwzugmﬁﬁu dowalstaansadislustunoiaaiaosaation
ansee LDL-C lwdan uasifisnsniinas LDL receptors
TvaTaq1i bempidoic acid 1@”%’umsam§,ﬁ@1ﬂ%ﬁ”’ﬂu§ﬂLm‘u
EUAE7 LATENWERINAY ezetimibe iﬁﬂ%ﬂiiﬁﬁﬁhﬂﬁmﬂi@
W lauaznaanidon (established ASCVD) %38 heterozygous
familial hypercholesterolemia (HeFH) ﬁizéﬁ’mm LDL-C
faan lallamadhane Lﬁm@mmmsmuQmmmmzm‘s
Snwee statin gl,wnm@g@q@ﬁ%ﬂ@” WALANEARNAMTFANIN
CLEAR Outcomes LLﬂ@ﬂMﬁﬁwﬁ?m‘ﬂ’f? bempidoic acid SL‘LL
Wthangu statin intolerant #9Ha M IR LUV TaYMAN
ngwm}TﬂaLLawaamﬁa@ (major adverse cardiovascular
events; MACE) VLGW”(5)

Evinacumab 1% recombinant human monoclonal
antibody %ﬁmmzﬁuﬁy’a angiopoietin-like 3 (ANGPTL3)
I@EJ ANGPTL3 ﬁmﬁﬁﬁﬁmzmau%ﬁ lipoprotein lipase g
endothelial lipase n3ztnwmaaas |2 st
ANGPTL3 daralstifissnadasmas sty anseeis LDL-C,
HDL-C uag TG %% evinacumab shandumasnmiais
9ty homozygous FH (HoFH) fist LDL-C eslsl
Igitmsnamemssnmsnasyu ludlvguazdnangsanndy
whri 12 11 Tutaqiiu evinacumab le5uaysid ldsnm la
sufiatnGanmséinm ELIPSE laem3ls evinacumab 114
waaadonemvn 4 dlariifiuam 24 dlad Treanszey
LDL-C a&i@y%a &8¢ 47.1(6)a monoclonal antibody against
ANGPTL3, has shown potential benefit in patients with
homozygous familial hypercholesterolemia. The authors’
affiliations are listed in the Appendix. Address reprint
requests to Dr. Raal at the Faculty of Health Sciences,

University of the Witwatersrand, Johannes-burg, South
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Africa, or at frederick.raal@ wits.ac.za; or to Dr. Gaudet
at the De-partment of Medicine, Université de Montréal
Community Gene Medicine Center, Chicoutimi, QC,
Canada, or at daniel.gaudet@umontreal.ca.\nMETHODS
In this double-blind, placebo-controlled, phase 3 trial,
we randomly assigned in a 2:1 ratio 65 patients with
homozygous familial hypercholesterolemia who were
receiving stable lipid-lowering therapy to receive an
intravenous infusion of evinacumab (at a dose of 15
mg per kilogram of body weight

Icosapent ethyl W purified eicosapentanoic acid
(EPA) ethyl ester losumssusaslildlunsdianansides

Aa (% A di [« £ A A
ﬂﬁLﬂ@IﬁﬂWﬂ’%LLaEﬁﬁa@Lﬂa@L‘WﬂL‘]J%miiﬂ‘mlﬂiﬁl%&,\]lﬂ’m
established ASCVD v3aululsainvmusantuaseifesdu
7 gaslseinlauazmanaidansn 1 4o fisysit LDL-C enuas
Ielusiseeit tiglyceride esnsgeaglutag (135-499 1n /o)
INM3¢N REDUCE-IT Wudananasiasngasananame
y&3lA5L icosapent ethyl 210 4 N/ (2 N3N Fudsevnu
% [ tﬁl a U
‘Vm 12 TN, WIBNDT) Wussgenaaay 4.9 U wunaa
A - o A Yooy A a

ﬂ’l']NLﬂEJGﬂﬁLﬂ@IiﬂW;LQLLaBﬂﬂa@Lﬂa@i@iaHaz 25 Wy
o | a a dI"L v . A | VL I3
ﬂ‘i.lﬂﬁq&lL‘ﬂiH‘LlW]EJ‘]_l‘ﬂ @3U mineral 0il(7) 2N LINMHNNAVDY
MIAATLAU triglyceride WNENTDLA 18 ARDATLLLIANT
A 08wl Co - 44
FININ WWSL‘VXL‘Ha’ﬂﬁiﬂﬂ‘ﬁ%@dﬂm’)‘m‘%aﬁ‘]_l']Elmﬂﬂa\lﬂa% an
LildiRrnnmsanssst TG Snséinwmn EVAPORATE fnw
Na‘ﬂadmi\lﬂy%‘i_l icosapent ethyl mmmﬁmﬁuﬂwm‘msﬁzaa

- oV oA 4 RN
LLaza@ﬂ‘smmmmﬂwmLmzwaa@l,aa@»[@mwmm 18
A
LAIDA(8)

a5

ﬂnsvlﬂﬂsi’ﬂmﬁamgqLﬂmﬁﬂuﬂaé’mﬁﬂmmmiLﬁm
Taewialauasvaanidon deansndsuifule uasdon i
ﬁiymmqmmimqmﬁwﬂ@”ﬂaaﬁna@ﬂizmﬂvlm MIATIA
maﬂuﬂ‘sz&mmﬁﬁmLﬁmé’jm,wia"@v[;iﬁ clinical ASCVD Tl
Sosheiny anaiEnaInmMItiemssumanIRayme ek
A TC TG, HDL-C, 1ay LDL-C Lﬂuﬁugm e Ny
thamussaaemudssmafolsailauasvaonidontu
owine lAaehamanzan uazsleuuzh RCPT 2569 lumsld
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svinnamelasiulmdonsgs uen statin Ravsanmuena
Gsdenandiodti miafismafeanaaseilasy wiasusoms
mIUsumasnm Lﬁaslm”mminmuqﬂﬂﬁu laawamz LDL-C
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