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Multiple Modifiable and Non-modifiable Factors

May Contribute to Cardiovascular Risk Residual risk after statin therapy
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Residual CV risk includes risk from modifiable and non-modifiable risk factors
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Major Atherosclerotic Cardiovascular Disease Risk Factors

Residual CVD Risk Despite OMT

* FOURIER evaluated PCSK9 inhibitor (evolocumab)

Major risk factors Additional risk factors Nontraditional risk factors
Advancing age Ohesity, ahdominal ohesity 1 Upoproteln ia) vs placebo in statin-treated patients
1F Tertal serurn cholesternl beel Family history of hyperlipidernia 1t Clotting factors
& Won-HDL-C 1t Srmll, derige 1OL-C 1t Inflarmemition markers o ASCVD {N &= 2?-554]
#ioLe Tapor _ L el — Optimized statin therapy with or without ezetimibe
Lewr HOL-C. 1l LDL particle concentration 1t Hernecysteine levels
Diahetes mellitus Fasting/postprandial Apo B4 isoform — LDL-C level 2 70 mg/dL
Hypertension hypertrighceridemia 1 Wvic adld £
Stage 3 or 4 chronic kidney diseaie  PODS 1 TErich remnants ' In‘t”al LDL-C |E\|"Els Df 30 mg)’.d L
(Ggarette umoking Dyelipidemic triad : - :
e £ * Residual CVD risk despite OMT
s apalpsprtan 45200 =7 <L b ety oo [ * Potential factors in residual risk beyond LDL-C
pheapholpare: PCOS, polyrytc avary wndroma. .
- Inflammation
— Triglyceride-rich lipoproteins (TGRLP)
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Triglycerides

® The body converts excess calories, sugar, and alcohol
into triglycerides, a type of fat that is carried in the
blood and stored in fat cells throughout the body.

® People who are overweight, inactive, smokers, or
heavy drinkers and those who eat a very high
carbohydrate diet tend to have high triglycerides

® A triglycerides score of 150 or higher puts you at risk
for metabolic syndrome, which is linked to heart
disease and diabetes.

Triglycerides

= Publication of meta-analyses have shown that
elevated triglycerides are in fact an independent risk
factor for CHD

* This suggests that some triglyceride-rich lipoproteins
(TGRLP) are atherogenic.

Treatment Approach for TG > 500 mg/dL
to Reduce Risk of Pancreatitis

* Dual treatment approach
— Lifestyle changes
= Low carb, low saturated fat diet
= Exercise
* No alcohol
— Pharmacotherapy can lower TG by up to 50% but may also
increase LDL-C levels
= Omega-3 fatty acids (EPA or EPA/DHA): 20% to 50%
* Fibrates: 30% to 50%
* Other potential causes of very high TG levels
- Medications, including estrogens, tretinoin, protease
inhibitors, beta-blockers
~ Hypothyroidism

Miller M, ot al. Circulation. 2011;123:2292-2333
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Question: How are different drugs used to treat dyslipidemia?
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Triglycerides

Classification of Serum T

Normal <150 mg/dL
Borderline high 150-199 rng/dL
High 200-499 mg/dL
Very high =500 mg/dL

Triglycerides

If triglycerides are very high (2500 mg/dL}, attention turns
first to prevention of acute pancreatitis, which is more likely
to occur when triglycerides are >1000 mg/dL.

Triglyceride-lowering drugs (fibrate or nicotinic acid) become
first line therapy; although statins can be used to lower LDL
cholesterol to reach the LDL goal, in these patients

NCEF ATPIIL. Chapter IV ftion Decembe

Statins, Fibrates

#R55. In individuals at risk for ASCVD, aggressive lipid-modifying therapyis
recommended 1o achieve appropriate LDL-C goals (Grade A, BEL 1),

= BS6, Statin therapy & recommended as the primany phanmacolagic agent 10 achieve 1arget LI goals on
the basis of marbidity and martality autcome trials (Grade A BEL 1)

*R57, For clinkcal decision making. mild ebevations in blood glucose kevels andfor an increased risk of new-
ansst T2DM associated with intensive statin therapy da nat outweigh the benefits of statin thermpy for
ASCVD risk reduction [Grade A, BEL 1)

» RSE. In indkviduals within high-risk and vary higherisk ctegaries, further lawering of LOL-C
established targets with statins resuhis in adiitional ASCUD event reduction and may be conddered (Grade
A BEL1)

= RS9, Very high-risk individuals with established coronary, carotid, and peripheral vascular disease, or
dlabetes, who also have at least 1 additianal risk factor, should be treated with statins 1o target a redced
LDL-C treatment goal of <70 mg/dL (Grade A, BEL 1)

=R, Extremve risk il should Be Lreated with slalins o il combialion Lheropy o gl e
lower LDL-C treatment gaal of <58 mg/dL (Grade A, BEL 1),

Fibrates
» RE. Fibrartes should be used o treat severs bypertrighcendemia (TG =500 mg/L) (Grade A; BEL 1)
= R6Z, Fibrates may mprove ASCVI W primany and secondarny an when

L
TG concentrations are =200 mg/dL and HOL-C cancentratians <40 mg/dL (Grade A: BEL 1)

diseme HOL-, high 2




Question: How are different druﬁs used to treat dyslipidemia?
Bile acid sequestrants, omega-3 fish oil, combination therapy

* RB6. Bile acid may be i for reducing LDL-C and apo B and modestly
Increasing HOL-C, but they may increase TG (Grade A; BEL 1),

* RB3. Prescription omega-3 ol 2 to 4 g daily, should be used 1o treat severs
hypertrighyeeridemia {TG =500 mg/dL). Dietary are not FDA-app for
treatment of hypertrighyceridemia and generally are not recommended for this purpose
{Grade A, BEL 1),

Combination Therapy
* R7L. Combination therapy of lipid-lowering agents should be considered when the LDL-Cf
non-HOL-C level is markedly increased and monotherapy (usually with a stating does not
achieve the therapeutic goal (Grade A; BEL 1)

anbreviticns: apa, O, Fapd and D HOL-C, high 2
chalastaral T, trighzareden
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2017&E MAEaREIES B
DMEB & TG<150mg/dl
ACS/CADB & fETG<200mg/dI

2017 Taiwan lipid guidelines for high risk

patients™
Acute coronary syndrome (ACS) Diabetes mellitus (DM)
Stable coronary artery disease (CAD) TG < 150 mg/dL and HDL-C = 40 mg/dL in men
Nen-HDL-C = 100 mgidL can be the secondary and =50 mgidl in wemen should be the secondary
target in patients with TG 200 mgidL. targel afer the LDL-C target has been achieved.

J Formos Med Assoc, 2017 Apr, 116(4):217-248

Risk Difference vs Placebo of HTG Subgroups
_anary and Secondary CVD Prevention Trials Lipid-Lowering Drug Therapies, Starting Dosages, and Dosage Ranges
Omega-3 Fatty Acids
HHs TG > 204 ma/dL
[gwmfibiont) gt LDL-C/MDL-C ratio > 5.0 ol .
B . Omega-3-acid ethyl esters. 4 g per day 4 g per day Oral
e J TG 2 200 mg/dL .S (07) izt
A-HIT leosapent ethyl {Vasce pa) 4 g per day 4 g per day Oral
Fibrates (gemfibeosit) <12 |.006) TG 2 150 myg/dL -17 01}
FIELD TG 2 204 me/fdL
Henolibrate) 11 (.16) HDL-C < 40 mgg/dL. (men) or -27 [.00%) Mutabolic Effects;
<50 mg/dL (women] ook TG 27%-45%, TC 7%-10%, VLDL-C 20%-42%, 2po B 4%, and non-HDL-C 8%-14% in
ACCORD™ 8032) TG 2 304 g/l Prespecified -31 individuals with severe hypertrighyceride mia mast likely by reducing hepatic VLDL-TG
(enolibeate) = MOLC £ 34 mg L {« 05) synthesis and/or secretion and enhancing TG clearance from clrewlating VLDL particles. Other
ML 16 & 150 mg/dL potential mechansms of action Include: increased B-oxidation; inhibition of acyl-Coa; 1,2
EPA (EPA) ey HOL-C € 40 mg/aL LN diacylglycaral acyltransferase; decreased hepatic lipogenesis; and increased plasma
HIGHA lipoprotein activity.
Niacin AM 00 atm oot 0031 S
ape, Lz, e i3
TG, trightenites, WOL, very low-deraky lpopiten.
a, Maki K, et al. J Clin Lipidol. 2012;6:413-426. Selirger P, Hardekman ¥, RoserdbtR, et al. Endecr Prochice, 2007 HiE
b. Guryton IR, et al f Am Coll Cordiol 2013:62-1580-1584 bl [PIE 2015
Fats and fatty acids Metabolic Pathways of Omega-3 and Omega-6 Fatty Acids
Iniake
+ I + Omega-6 Omega-3
Linoleic Acid (LA) Alpha-Linolenic Acid (ALA)
Saturated fats Unsaturated fats Hr-u-mﬂ-:nh‘muhﬂ— flax, Black Currant [15%) Flax (85%)
Animal fats, butter, lard
Papdgo n:;nmm o | [
Poi)"l.lpsal'lll:!ﬁ fats mmul'lsahll'?}?.d fats Black Currant, EPO, Borage (18-24% GLA)
7L n. i
Essential &% #u%  Non-Essential mmu]uunmm
Omega 3 fatty acids Omega 6 fatty acids Omega 9 fatty acids Oeltas
Eicosapentanoic acid: Corn oil S#a Olive oil s
EPADHA  fish, shellfish Safflower oil % Avocados ¥34 [ —
Docosahexanoic acid: Sunflower oil mre7a Peanuts == 7 wemem
fish, shellfish Almonds &m Mgy Dl
samamw g linolenic acid: ¥ ] }
s s flaxseed, suybea:ﬂs =N
rr-m-aﬂEl?walnm‘ tamm
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2015-2020 Dietary Guidelines for Americans

Recommendations
* Nutritional needs should be met primarily from foods

* Consume about 8 oz/wk of a variety of seafood
- Average of 250 mg of omega-3 PUFA daily

US Department of Health and Human Seraces, LS Department of Agrcufture. Decermber 2015
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Omacor?; Proposed Intrahepatic Mechanisms of Action
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Omacor®; Proposed Extrahepatic Mechanism of Action
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EPA Benefit on CHD Risk Suggested by
JELIS Study Primary prevention

Total Cohort

[No pre-specified minimum TG)
g
N = 18,645 Control {sttin} l i ":.;"I
=04
EEGHE 3
Wi Em
Cumulative EPA
Incidence 2 [statin + Epadel 1.8 g/d)
of MACE
%)
1
0 T T T T T
o 1 2 3 4 5

Years

1.8%EPA = OMACOR 4#

pvalue adjusted for age, gender, smoking, diabetes, and hyperiansion
Yokoyama. Lancer (2007)

Mixed Dyslipidemia Subgroup Analysis
in JELIS Study

Sub-group Analysis
(TG >150 mgiaL and HDL <40 mgidL)
$ =057
4 Control (statin) 5% c;-s:‘nq 98)
Cumulative (p = 0.043)
Incidence 3
of MACE EPA
) 2 (statin + Epadel 1.8 g/d)
1
0 —r T T T T T
o 1 2 3 4 5
Years

Samo. Atheroschross (2004)
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Effect of n-3 PUFA treatment in
GISSI-Prevenzione (11.323 post-MI pts)

Death CV Death.
hon-fatal AWM Non-fatal Al Creeradl Sudden Hon-futal
won-fatal stroke  Non-fatal stroke mortality CV death death wanty
" |
- -
0%
ns
15%
-15%
20%
0%
PR ped.02
30% el 00 .02
35%
Ak peO2
a5k
50%
ol
% risk reduction
[GISSI-Prevenzione Investigators, Lancet 1 354:447|

GISSI-HF trial

n-3 polyursaturat

SSI-HF trialy: a rar

Omacor 1f >
"4
Flacebo
To death or
admisskon to
o1 3 [ 12 haspital
t ¢t t t 1

—
Tirne [manths]

Fallaw-up visits every bm after 1year

Lancet. 2008 Oct 4,372(9645):1223-30.

GISSI-HF:
OMACORTI B EEHE LRIGBRELIINILT =R

Number of all-cause

Number of all-cause

death
RE=%%

{Per0a1) (P=0.004}

death & hospitalisations

RR==8%

{P=0.000}
s RR =-8%
(P=0.000)

z
.

wman s ESC HF Guidelifids
S " ACENARB: 1A
Omega-3: 2B Lancet, 2008 Oct 4,372(9645):1223-30,

Meta-Analysis of RCTs and PCSs
Omega-3 PUFA and CHD Risk

* Included 18 RCTs (n = 93,000 subjects) and 16 PCSs (n = 732,000 subjects)
examining EPA + DHA from foods or supplements and any CHD event (MI, SCD,
coronary death, and angina)

an =
SRA1- 0.4 /Y% O- ONS. 108}

Sudrjacts with bassbng 10e =190 mg /il
SARE: OB (9% C1 072, L)

Scbjects with haseline LOCL 3130
gl
SRRE 0.85 [¥5% C 0.76, 0.94)

a2 1 18

P (prospective cohort studies)
SRAE: 082 (5% 01074, 0.52)

Alesander DD, et sl Mayo Chin Proc. 2017921579

Meta-Analysis of RCTs
Omega-3 PUFAs and Risk of Cardiac Death

supplements or pharmaceuticals
* Primary analysis included 14 RCTs (n = 71,899 subjects)
* Primary analysis subsets included 7 to 10 RCTs (n = 20,418 to 27,111 subjects)

Primary anabiis BCT - 0920 0863, 0.981 011
Pramary analyus subnets
> 1R/ EP ¢ DHA ——— 0708 0508, 0.9%0 043
TGs 2 150 me/dt - 0826 0.723,0.944 005
LOLC 2 130 myg/dl. —.— 0828 0.725, 0,946 005
Seeandary prevention - 0870 0801, 0.945 <001
Statin use < 40% - 0871 0801, 0.948 001
(1] 1 2

Waki KC, ot al. J Chin Lipidol. 2007;11:1153-1160.62.

Retrospective Observational Cohort Study
Design

prescripbon

Follow-up:
12 mo
postindex
discharge

Risk of all-cause mortality and repeat AMI compar

reduced all-cause mortality (HR 0.76, 5% C| 0.5% to 0.57) and
recurrent AMI (HR 0.65, 85% C| 0.45 to 0.87) through 12-month follow-up.

Giwene 51, ot al. Am | Cordiol. 2016:117-340- M6
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Circulation. 2016;134:378-391. M ETHODS

ORIGINAL RESEARCH ARTICLE ©

* In a multicenter, double-blind, placebe-controlled trial,
Effect of Umega-a Acid Ethyl Esters on Left participants presenting with an acute myocardial infarction
Ventricular Remodeling After Acute Myocardial ot s () O ecoho (roTi e s
Infar“ion Cardiac magnetic resonance imaging was used to assess
The OMEGA-REMODEL Randomized Clinical Trial Ster study Mrapy. The primary study endpoint was change in

left ventricular systolic velume index. Secondary endpoints
included change in noninfarct myocardial fibrosis, left
entricular ejection fraction, and infarct size.

JAMA Cardiclogy | Original Investigation
Associations of Omega-3 Fatty Acid Supplement Use
8 Placebo 8 O-3FA With Cardiovascular Disease Risks
o Meta-analysis of 10 Trials Involving 77 917 Individuals

o
- -
s4%

o= RHROMmega-3HHM L MERFAD
H(EE RGBT M EEERES

LVESW NOn-rfeect Myocarces  mieest Soe LvEF
Frroun

CONCLUSIONS AND RELEVANCE This meta-analysis demonstrated that omega-3 fatty acids
had no significant association with fatal or nonfatal coronary heart disease or any major
vascular events. It provides no support for current recommendations for the use of such
supplements in people with a history of coronary heart disease.

P23y

% Change

%)

Circulation. 2016;134:378-391.
LVESVI: LV end-systolic volume index
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Safety and efficacy of Omacor in
severe hypertriglyceridemia.

J Cardiovast Risk, 1397 Oct-Dec;d{5-61:385-91,

Omega-3 PUFA Significantly Reduced
Triglycerides Up to 45%
N=43 ; 16weeks ; dcap/day

Chelesterol ViDL MO

«13%

45"

Patient characteristics:

« Plasma triglycerides 5,65-22 60 mmol| (500-2000mgldl)

OMACOR TAIWAN TRIAL

A randomized, double-blinded, placebo-controlled study to
assess the efficacy and safety of Omacor® in Taiwanase
hypertriglyceridemia patients

Bk miA dbE s

Omacor® Taiwan Trial
- Method Design

Omacor 4 §

Omacor 2g « Placebo 22

N=498 ‘ h
= 330mg/dl

Flacebo 4 g

5 0 2 4 %
Time jweeks) _

Lab W Lib Wi
® =
oLt WL
Lowe LowC
Ho-¢ HOL-C
Teral-C Total-C
Ape AL BB ApcALE&E
LOL-C/HOL-C LEL-E/HDL-E

Design: randomized placebo controlled doutie biind

8BXRAOmacormis - #4888
o] R E =R H hBE 29.7%

Level (ITT§

Figure 2. Time-course of Percent Change in Trigly

=—t—Omacordgfday —s—Omacor 2gfday  —a—Placebo

Baselpe Woek 2 Woek4 Weok 8 Los

30,00

-35.00

BETG<500, 28

TG =>500, 458 OMACOR Clinical Trial in Tawian

i (S S 1statin
i FOMACOR ESBEBRIN ZBETG 20%

OMACOR mantains its potency providing an additional 20%
reduction in TG levels independent of the statin dosage
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.. e s EfEfAFenofibratefB& - ffFAOMACOR#E T
i FHOMACOREiStatin2Z =1 BAINETGIELT.5%

. 3 10%
Treatment-Emergent Adverse Event (AE): Overview e P=0030
i
Omacor Placebo g 5% 1
+ i + i -
(N=122) (N=122) gi = i an m amam
Subjects with any AE 79 (64 8%) 72 (59.0%) - by
Subjects discantinuing for AE 8{B.5%) 6{4.9%) g 5% NS P=0.001 NS NS
(Subjects with drug-related AE 16 (13.1%) 18413.1%) E -
Subjects with SAE 4(3.3%) 2(16%) g
Subjects with drug-related SAE o o £7 191 we WP-OM + (P-OMI + FENO) ext (neS)
SAE=sefcus adverse event 5 20% OP-0M] + (placeto « FENO) ext (n=Sd)
TG  nonHDL-C TotalC VLDLC LDL-C  HOL-C TCMOL
*

1 Cardiovase Pharmacol, 2009 Sep:54(3):196-203.
I
e . =
1 FOMACORE:Fibrate 2 & 2 #9
Sunn
Amrcastatn FERT=E
Prasvmstatin TenTee
Sirreastann TRATNE £ 5 mgiday £ OEE
Treatment-Emergent Adverse Event (AE): Overview Furvstatn FRASSE | EEFE - o mimn SEIENE
Fowsauasn TeAnER 5 mpdey ENGES - BYEE
TABLL 2. incidersce of Adverse Lvents (n [%] of Subjrcts) R
L [ T == T e T =T pre——
Placi « FEMD ot PO + P - ot « Lovastasn Teguee TR T
- - a3 FEND (2 - 39 v
Mormtatn
Chomstramne SN TE - HOR] 0SS EREWEEE
Colnseoaiam repung — CKD 3~5
Epsemice raRTe
Fanatitrate EymEEn LE 2 2
Gemferc TeAETE B % \EGamfibroziliiStating: &
Mot scid aNTR-NCRraee Ll Lo d
Trrage-3 ranEeR
fatty mod
‘ARVeTdAnA NauTu el

ZELEHN P E REFEHE - Omega-3T AR
CHD BHF#9secondary prevention 2017 &g mARaEIES|

-

3

« Omega-3 fatty acid is indicated for the treatment of very
" high TG (=500 mg/dL). (COR lia, LOE B)
~ » EPA and DHA are recommended for patients with coronary

L]
heart disease and hypertriglyceridemia. (COR lia, LOE B)
Primary prvorsion of syokn Trmtment i rot | o
frigh CVID risk fweth or witout Indcated
Pt O] !
SH:IYI’-\-T:IMTI:!—UW Nﬂ_m?‘—n_lﬂ;l P 117
i | A T [ A Primary preventon ofpeart N i
i e [ | | L 4 f
——— Secondiy prrvorBon e Tomes L]
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OMEGA-3HEREGRFER -
Off-Label Use

Potential for Omega-3 derived pharmaceuticals

107 tH1HE
RiERmETHIRR" FEERMEE"
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EEE DN ARES R o 22 =
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Vi maunm%m =
via smmica CRIGINAL ARTICLE wu”‘s [Ty TEmg
N-3 polyunsaturated fatty acids do not ﬂ'\

influence the efficacy of dual antiplatelet 20,

therapy in stable angina pectoris patients ~m R

after percutaneous coronary intervention o

Katarzyna Mizia-Stec', Magdalena Mizia', Maciej Haberka®, Bartosz Lasota®, e . - e .
Klaudia Gieszczyk-Strzik', Artur Chmiel’, Jacek Najda®, ,::‘ Wﬁ:ﬁuﬁ om0 B TR A TE OGO
Zhigniew Gasior’, Slawomira Kyrcz Krzemied®

1 D of Cardiology, Medical University of Silesia, Katowice, Poland
‘Dq)utnemqumhnlomMulUmvmyn(SM Katowice, Poland
D and Bone Merrow ion, Medical University of Silesia, Katowice, Poland

Figure 1. Participant flow; ASA lsalicylic acid; CLO — clopidogrel; PCI ¥
intervention; SAP — stable angina pectoris; WBA — whole blood impedance aggregometry.
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ﬁﬂ%ﬁﬂgOmacorﬁiAspl rl n/Pla\leE FiFibrate— ¥ —HEEE D . Fibrate R &
RARLERLOEH PASEISMATIEE - OMACORTF&
Table §. Comparison of delts platelet test results and 1 month after
: o]
Tast® Group PUFA (n = 20) Growp C n = 20) P MR ML + OMACOR" 5B W IFW T
Maan £ 8D 25-75 Meen + 5D 25-75 I g
Deta ADP 38120 -35Mm 5.0 £ 10.4 -2 0.7 g m s il
Deha ASPI 85 =280 1138 -39+ 241 -4 [RH i
Dsha COL 27+183 -ns 28112 -8 098 *Fornlhuste
Duha TRAF M3+ 187 3258 182 = 300 -6/31 .63 E g iy
D U ———————SR P — {ADFS, swombin rocapsor sdtsey s % i1
popsde-5 [TRAP), colsger (COL). %
1%
(I .
Conclusions: N-3 PUFA supplementation does not affect the efficacy of dual antiplatelet
therapy in patients with SAP after PCL (Cardiol ] 2013; 20, 5: 478-485) e
- FOAHEZMRESEMRRIGE
- Al & - EEA . -
EERILL - mERATE - AREFREE RS MR -
Bl i+t 5 s i AR g o Therapeutic apheresis for severe hypertriglyceridemia
IR R - in pregnancy
WERERNAEL - AOTEEE (R ) ¢ )
O MEETHRATTRES  SRaNRAnanRaR - Wit Bavsar + Ayse Kbt Ui - Bubent Canbiaz - Sema Cified Dagamen «
A L SRR Sevgh Katayorgh-Hesisik + Senem Altay-Dadin * Feriban Aral - Xese Colak Oubey
L - EE MR LS

ElShReview EageriﬁﬂﬂTGs- 500mg/dIZ4z -
Omega-32 &KX E2ER Safety of Omega-3 PUFA

Ayt
* Prolonged bleeding'*!
- Only with "hyper-Eskimo™ v -
doses (eg, >20 g/d) _-— ‘

— Noincreased bleeding with up
to 7 g omega-3 PUFA, even
when taken with antiplatelet
therapy or warfarin

= Concern over mercury and
other contaminants in fish!**!

* AHA advises children and
pregnant or nursing women to

avoid fish with high mercury
Fibrates with or without statins cannot be used during content!®!
pregnancy, although fenofibrate has been used in some
cases [4, 10]. The only safe preparation during pregnancy is
o3 fty acids with moderate TG lowering effect 1. . 1 e e e e ———
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Allergies and Supplements CVDs That May Benefit From Omega-3 PUFAs
* Concern for patients who might have seafood allergies or iodine * Post MI
Slarges * Hypercholesterolemia
* True allergy is mostly coming from the protein and not from the “H fail
actual oil of the fish eart failure
* Proceed cautiously, but that would not be a contraindication for a * Hypertriglyceridemia

patient or the public to take omega-3 fatty acids for

f * Atherosclerosis
supplementation, even with a sensitivity

* AF
* Complex ventricular arrhythmias
* Hypertension

EPA and DHA Intake CV Outcomes Trials in Patients
Continuum of Cardioprotection With Hypertriglyceridemia
REDUCE-(T STRENGTH PROMINGNT
Therapeutic oty ""‘_,'.' " oo otidae e
Intervention'*!
Secondary ,CCL'_:;('}; - N
Prevention'*! EPA + DHA per :a' Age
: Level 2
Primary 2 1000 mg Patients who need to
Prevention!**! EPA + DHA per day lower TG levels
35::;;:] I;ng Patients with
EPA + DHA per day’ documented CHD e
Primary prevention

recommendation

Seafood — Supplements — Fortified Foods™

WA

Summary
* HyperTG is still one of ASCVD risk factors
— Interact with HDL, sdLDL
— Population at risk
TG = 150 in diabetic patients
TG > 200 and HDL < 40, TG/HDL = 5
+ Omega-3 Ethyl Ester (Omacor approval by TFDA)
—The only prescription omega-3 Drug in Taiwan
—VDGAT, MLPL

— Beneficial in patients with TG>500, Post-M|, HF
— No interaction with CKD

— Single use or concomitant use with statin, fibrate

A Y
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