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H 1. Lifestyle recommendation
Diet

Intake of vegetables, fruits, whole grains
Low-fat dairy products
Limits sweets, red meats

Fish, especially oily fish, >2/week
Plant stanols/sterols, soluble fiber

<7% calories from saturated fat
<200 (or 300) mg cholesterol
Reduce transfat

Physical activity

Weight reduction
Increase physical activity, 3-4/week, 40 minutes
Moderate to vigorous intensity
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COR LOE Recommendations

1.In adults 20 years of age or older with moderate hypertriglyceridemia (fasting or nonfast-
ing triglycerides 175-499 mg/dL [1.9 to 5.6 mmol/L]), clinicians should address and treat

I B-NR lifestyle factors (obesity and metabolic syndrome), secondary factors (diabetes mellitus,
chronic liver or kidney disease and/or nephrotic syndrome, hypothyroidism), and medica-
tions that increase triglycerides.

2.In adults 40 to 75 years of age with moderate of severe hypertriglyceridemia and ASCVD
risk of 7.5% or higher, it is reasonable to reevaluate ASCVD risk after lifestyle and secondary
factors are addressed and to consider a persistently elevated triglyceride level as a factor
favoring initiation of intensification of statin therapy

lla B-R

3. In adults 40 to 75 years of age with severe hypertriglyceridemia (fasting triglycerides
lla B-R >500 mg/dL [>5.6 mmol/L] and ASCVD risk of 7.5% or higher, it is reasonable to address
reversible causes of high triglyceride and to initiate statin therapy.

=
o
4. In adults with severe hypertriglyceridemia (fasting triglycerides =500 mg/dL [>5.7 ©
mmol/L]), and especially fasting triglycerides >1,000 mg/dL [11.3 mmol/L]), it is reasonable 2
lla B-NR to identify and address other causes of hypertriglyceridemia), and if triglycerides are per- s
sistently elevated or increasing, to further reduce triglycerides by implementation of a very '3_
low-fat diet, avoidance of refined carbohydrates and alcohol, consumption of omega-3 fatty =
acids, and, if necessary to prevent acute pancreatitis, fibrate therapy. -
olf FollA LAY ESFE 2Esk=t, non HDL-CE = FosAY &2 ST A=t 7P Adsit &
AREEE so] A=sHe o] £}, Az FAAo] Brhd Aetd (RS AHOR AYs
EAAYRE Avt 1 Aelsh g Arol ek & 3 o) Fol F4Ao] Wolx|A) ghowl LDL-CF WE
2l oA "ok SAAe] 150-199 mg/dL]l 7l EPA 59 @u7}-3 AL, fenofibrate SFEA|E-E 53l
L AFUYI 2%, A Y £F 2UL A N@PES non HDL-CS W5 2L meid 4 9l
2 728 Z4A0] 200-499 mg/dLel 2ol non ZAAo] 500 mg/dL, oAel A9-0) 7] Mmo] B
HDL-C& ‘151%5& stol, A5 A7 5 ol¢jolle 1 © TS $EomA 394 A EE Ashe Aol
AATolME FEARE 12sHA Hrt 2018 w54t AR Ao)(FeF A9 15% olsh), Als A, S48 &
9] ?ﬂﬂxlicMW% /A0l 175-499 mg/dLel 73-9-oll= & 57t fibrate, 2713 A4t 5 SAAY 75t oFA
G AT o] A Q] ISR ES A A AAE o] 5= &3l o]FolAH, 500 mg/dL olstz Holxl Fofl=
BRst, ARV Y 10d 1P 7.5% ol 2 B LDL-C stel 8L Eet.
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LDL-C 24 o]%ofl= F7F4Q1 S92}, . Grundy SM, Stone NJ, Bailey AL, et 4l 2018 AHA/ACC/

AACVPR/AAPA/ABC/ACPM/ADA/AGS/APhA/ASPC/

& Wol 233t non LDL-C, & $AAFo| 7o T
. = . N NLA/PCNA Guideline on the Management of Blood Choles-
N o I o A
A Fe|2EE EEE e et Aot S8R terol: A Report of the American College of Cardiology/Ameri-
L ol&Y ATHA, vEk S9] g elx) Bt UAsHA A can Heart Association Task Force on Clinical Practice Guide-
B0} Q7|0 ZAA 2:2]0] tigt Belut sl AR Th lines. J Am Coll Cardiol 2018;S0735-1097(18)39033-8
ujaka} ol&El AaHA S T2 oFlelx S| 2L Eush 2. The Task Force for the management of dyslipidacmias of the
) European Society of Cardiology (ESC) and the European Ath-
A S F6l non LDL-C % A 17 #elE st erosclerosis Socicry (EAS). 2016 ESC/EAS Guidelines for the
A 7}—\10] H]“_"E,LZJ 8]"4’. management of dyslipidaemias. Eur Heart ] 2016;37:2999-3058.
_ _ _ 3. The ACCORD Study Group. Effects of Combination Lipid Ther-
o o] o Z] RO A= 71 0]FL0] A0 o) =A]
Taq’ﬂ]— e X]E ] Doﬂ _]“ - D:'LLA OTOﬂ 67 apy in Type 2 Diabetes Mellitus. N Engl | Med 2010;362:1563-
Ao il HDL-C7F 2 Aol A A58 7 == 74,
AR o= Zgstal, AP = oE ARE F 5 4. Fruchart JC, Sacks FM, Hermans MP. Implications of the AC-
7HH o & Ha)d A& AR-skal Q) 2018 vl=r4laeld] CORD lipid study: perspective from the Residual Risk Reduc-

tion Initiative. Curr Med Res Opin 2010;26:1793-7.

5. Bhatt DL, Steg PG, Miller M ez al. for the REDUCE-IT Investi-

AzErE =0 72 3glgr AL Aozl ol 1o

A e gators. Cardiovascular Risk Reduction with Icosapent Ethyl for
Ok A m7} Rt HQo= AEIEIS QA O T EojTt Hypertriglyceridemia. N Engl ] Med 2019;380:11-22.

7S Haskar it 6. Manson JE, Cook NR, Lee IM ez 4l. for the VITAL Research

Group. Marine n—3 Fatty Acids and Prevention of Cardiovascu-
lar Disease and Cancer. N Engl ] Med 2019;380:23-32.

7. Kromhout D, Giltay EJ, Geleijnse JM. n-3 Fatty Acids and Car-
diovascular Events after Myocardial Infarction. N Engl J Med
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Ol o & | Moich 287 |t

SoZsISoIMe] BN BEE] 2 2 Se B A 2] A TastolH el 4 4] 4 3
TEoh 9 Eegsiold W A W Wl gm gy FPeR O] akm AloR RA SR GE D
o) ZITE WAL ofzl U AFolN VAT, 9% olauUe Baw U)o eycooxygenased Mzl don
WS W s HIE 7]5 A0 o) FKOR AN 9 Afekelol B S3lo] Btk thromboxane A29] A4S
o, B8 TSl maE Wolold WY AU vlol Wy R4S o) YR BAZolt 3 4
uroT B Agol AR Ueh iz olg TE  MZ Eeke B4 SN 257 2 BaEus
el 47 B A4 71 Bathrombotic paradox of ot} S{EA WA e S4AY Aake] A=) B
hypertension = Birmingham paradox) o2 3hch, o] o] ABu e Welg 1) BAjollA ol ool &

Framingham Off-
spring study

Edinburgh Artery
study

Scottish Heart Health
study

Anglo-Scandinavian
Cardiac Outcomes
Trial

Lip, etal.

Agewal, et al.

= Inik=}
slao| At

Jhon

joI5t oI5t 1 ZT}

— =

Population and study type

AUt 3HE HM 2 O 2652H CHA cross—
sectional i+

55-74M|12] 715t He H O 15928 CH&f
cross—sectional &7

25-64M12] st EM
cross-sectional &+t

2 Od 1264F Oy

MRS QIS0 TSR BIX} 165 CiA
cross—sectional &7

o:IO}' aalL.IO-”A-I X Iﬁ- 747
A follow—up AT
VY X =5 LUCH X4 174 0|42 et
HRACIKIE 7HX| 1L U= 56-77M Hd 1318
CH4f follow-up S

et 21783 Ol

Key points
PAI-1 % tPA &% == SBP % DBP2 &3
of SIE0[ ACH (UM 2 M= Y
o 71t HEF0| AA=.

L-O

&% M U fibrinogen2 SBP2L HE0| U

o

DBP= HE2t= &&H 0] UK fibrinogenth=
ZEHO0| YU,

HHFHE MALZHE Y Hee oY
A A0 UAUCH HH0M B =2 S
EEOl

SRt BAb=

OISt =/US. TIE ol
FHSHN OFA NS B
ZHVWE 2 fibrin D- d|mer—LEE | 57t= 0]
EnEEEEY

ARt SXIO A Z=EZHI fragment 1+2

C-reactive HHHEZ F£Q HHAESH A1 =E

o SRS,

S, VWF, I|E2]| Ll F0]
oM e

0

Kl o gt
rﬂ:

0II

DBP, diastolic blood pressure, PAI, plasminogen activator inhibitor; SBP, systolic blood pressure; tPA, tissue plasminogen activator; vWF, von Willebrand factor
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H 2 OtAL[ZIOf M etaiet AR} oY Zutofl Ciet 2000ALH EHte| R AHAHT L

BDT PHS TPT HOT PPP WHS
Year 1988 1989 1989 1989 2001 2005
Duration of
Therapy 5.8 5 6.8 3.8 3.6 10.1
(yrs)*
Men/Women 5,139/0 22,071/0 2,540/0 18,790/8,883 4,495/2,583 0/39,876
500 mg/d,

Aspirin therapy | 300 mg/d if 325 mg god 'Z'f)lzzg/rcil(ec;):e' 75 mg/d 100 mg/d 100 mg qod
dose (n) requested later (11,037) ! (9,399) (2,226) (19,934)
1,268)

(3,429)
Control () No placebo Placebo Placebo Placebo No placebo Placebo
(1,710) (11,034) (1,272) (9,391) (2,231) (19,942)
Bicarotene Felodipine with
Additional None (50%ofpa- | Warfarint |OFWItNOULACE| \, in Vitamin E
therapies : inhibitor or 3
tients)
blocker
Men and Men and
Subjects Healthy men Healthy men HEDEEIEEY BEmE S women Healthy women
J y y of CHD DBP 100-115  with >1 risk fac- y
mmHg tor for CHD
o <60 (29%); i 0
oDk Mean 53 Mean 57.5 Mean 61.5 60-69 e (25,
Agelyrs)  G0-69(39.3%) (. \0e40-84) (range,4569) (range50-80)  (45%);70-79 > oot (29-%)
70-79 (13.9%) 9 ge 9 & >65 (10.3%)
(24%)
*Values are means except for the TPT value, which is the median.
Data from patients who received warfarin are not included in this table.
ACE, angiotensin-converting enzyme; DBP, diastolic blood pressure; qod, every other day.
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Trial [year) Aspirin Placebo
na. of deathsftotal no. of participants

BMDT (1988) 270/3429 15171710
PHS (1983) 217/11,037  227/11,034
ETDRS (1992) 340/1856 366/1855
HOT (1998) 2849399 305/9391
TPT (1998) 113/1268 110/1272
PPP (2001) 622226 7872269
WHS (2005) 609/19,934  642/19,942
JPAD (2008) 34/1262 381277
POPADAD (2008) 94638 101/638
AAA (2010) 176/1675 186/1675
JPPP [2014) 29747220 303/7244
ASCEMND (2018) 487740 7927740
ARRIVE (2018) 160/6270 161/6276
ASPREE (2018) 558/9525 494 /9589

Overall (12=0%, P=0.67)

Hazard Ratio for All-Cause Mortality (95% Cl)

0.89 (0.74-1.08)
0.96 (0.80-1.14)
— 0.93 (0.81-1.06)
0.93 (0.79-1.09)
1,03 (0.80-1.32)
0.81 (0.58-1.13)
1 0.95 (0.85-1.06)
0.91 (0.57-1.43)
0.93 (0.72-1.21)
0.95 (0.78-1.15)
— 0.98 (0.84-1.15)
0.94 (0.85-1.04)
0.99 (0.80-1.24)
1.14 (1.01-1.29)

|
L
I

L

|
|

0.97 (0.93-1.01)

Aspirin Better  Placebo Better

2! 1. Aspirin and All-Cause Mortality in 14 Primary Prevention Trials

(I 1] 2.1: 95% 412] 771 1.36-3.28; p<0.001). 5+
2 =8 ST APES oF 7t Aozt fdekA

%H] 0.99: 95% A1 417+ 0,80—1.24; p=0.95).

3. ASPREE (Aspirin in Reducing Events in the El-
derly) A+

New England Journal of Medicine 242 $of 3HO 2
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o vl TRl ShRlsloich, e} 5 gk A BT A
o 1 S FAR) A, A0, B7A 4R gole] A
21 Aol F w1t olRt Aol 7t W EA] GUTHAET ¢
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2710] 7 A7) WAL o] Al Ao} 30 %, 974 A

A W7k 20% Ak, AET ko] WA oA F 27k Hpo]

£ Koz ootk «13H] 0.95; 95% Al=] 171 0,83~
1.08), F8 &9 T2 Y2 ofAT] LA FefaA
=7 GERGTHAT 18w 1.39; 95% A% 17F 1.18-1.62;
p<0.001). 53] Folgt A & APLE9] A4S opru|edt
ofl A SjeF tizol| ulal 14% 7251 & Uehgths J
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