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& CHD 0.77-0.97), (L IESE
YR % HR 0.74 (95% CI
FHiE L 7= 0.61-0. 89)
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B, KM | MERE HIFRohiEh o7z, IETURIEIBLAL
ERE, | IIXTB) ot
I E R EAFNAERAEAIEER & DB
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EIREL | 1992 F 1 ysis . BBEEREE). | LLT. WEBRE LT, 2010;170(9) :821-7.
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TG . ~20.6 mg/dL
(10. 2%) Z=ROT=,
N PIE BEH| THYIY | NTA LEES 5w EE LEEER

fE




LTC

y:: Wi Medl ine, RCT B, BHEREELTE | A 129—E VY /week | O, BHMDERILEE | Mozaffarian D, et
(EPA+DHA | governmen | — cohort BREEREY R VI | ERTOOERBIESA | [COEBREEDET | al, JAMA.
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B9 53R BANEE 259 —E2Y
&5 DEmIE. A FILKEE
BOYRY Mo HEIEE
ERIZADNKL,
SES PIE S BEH T2 | A EEES T EF LEEE

&l




8¢cC
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Clinical science relating atherosclerotic diseases and hypertriglyceridemia
Yoshio Fujioka
Division of Clinical Nutrition, Faculty of Nutrition, Kobe Gakuin University

Abstract
Recent epidemiologic studies and meta—analysis with triglyceride levels are revealing
that hypertriglyceridemia is associated with coronary heart diseases independent of other
coronary risk factors, although the direct effect of serum triglycerides to atherosclerotic

lesion is still uncertain. Multiple genetic and environmental factors from familial hyperlipi-
demia to food and alcohol intake are implicated in elevating triglycerides. Especially, a
number of investigators demonstrated a relationship between atherosclerotic diseases and

postprandial hyperlipidemia, which may lead to nonfasting TG elevation. The purpose of
this article is to review several clinical studies relating serum fasting and nonfasting triglyc-
eride levels and coronary heart disease, and to discuss whether hypertriglyceridemia

initiates atherosclerosis or plays a role as a biomarker for metabolic abnormalities.

Key words: triglyceride (TG), coronary heart disease, fasting TG, nonfasting TG,

biomarker
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KBEBRERABRICI>TILDLI VAT U= )V
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DAVAFO—VEEATHSE. Z0LH %
FEE TGEEPNBEWICTHLESERMEN T
HEEPHBIZLWZ R c&E LY £
BICHDL I VAT u— VEZ&AEERET
THIET L EABENGR DI LDPBE A
5h® BRIEDOHE TDH Framingham CHD risk
score * AANTLEEEETVTIETGCDA
BN o TV A

T O FPHENCEEREEZ O L
ENTELD, BHEOES, 7ra— VER
A, ZOTGHELEADLDICZKRRTL LTH
ALTLE> T A RBESEHI LTV Y

2. Fasting TG {E & nonfasting TG D
B

KB R EEREL W) R, |BHORM
PEO-EERICE A2 TGHEEZFEL-HE
BHBE LIk ol. BRARBIFAREIAR
BEOHRELSH LTV Ew Iso b
A311,068 A (40-69 5%, FBME4,452 A, Z146,616
N) % 155 ERBEH L - AR L HE L TWwa".
236 1> CHD (LR 2 133 61, H.0E 68 1,
ZZIRIC 44 B1) 2 3R, B L bHERTGED L
H Ll DIZCHD OREVEML T/ o
ERET & ERREECHIE L -2SEEMITIC X
5T, TG 1mmol/L¥Emc & 2HXEREIR,

B 1.29[95 % confidence interval (CI), LLFH
Bk 0 1.09-1.53, p=0.004] ik 1.42(1.15-1.75,
p=0.00)TH Y, BIZHRILAFu— LiEDH
Bl THAEEZIIRAMST HDLI VAT
- VEICLSZHMEZEML TS TGIZCHD
FIEDOMWV. L 7= FHREF TH o 727

BIZINFETOLEL OBRENER S TARE
REED X S ERMPHRESNTEZ. HEAD
T—F BT 26 DRI XL L BAT L 72 Asia
Pacific Cohort Studies Collaboration® T i,
796,671 A\ - 4£(96,224 %1) © % B, CHD 670 %,
R 2 667 BIASFEE, MOBBREF CHIERIC
5L TAZ TG BRI RAREE X T CHD
FETHY 70 % (47-96) 35, BOEMEB L UESIE
7 CHD %580 % (49-119) 3, BIeHB & U3k
BICHER R AT50 % (29-76)Bhn L, RiEH %
FEER, BEHTOIRETH -2 (K1)

Sarwar © I¥, Reykjavik 2 55 — b & Epic—
Norfolk IF— FOHERBITI NS E2EEL 29
DIED X ¥ BN EHRE L T B2 EHHOK
W TGE% BRI 22 CRFES 5 121334
7 A (regression dilution bias) B34 U5 L\ 9
BE&H» S, Reykjavik 3k — P T4EBVWTE
¥ U748, Epic-Norfolk 24— b Tl 124
DfEZE AW CEAZEOMBREEHERL T
B, MERKRIVATFO—VEDZFR L R
(ENZh 064, 063)Thol. FLTHNHE
BETGHED IHMTAHALTC REE T RIEE
IZHEXT, Reykjavik 25k — M TAHYF— FH
(HR)1.76(1.39-2.21), Epic-Norfolk Z7F&— h
THR 1.57(1.10-2.24), FIZFRKD 29 iR %
&b A 7RI (262,525 A2 B 17 A CHD
10,158 #1) THR 1.72(1.56-1.90) TH» v, TG1E
BBRER ML LZERETFTH o 720

Women's Health Study ® % b, fasting TG {&
& nonfasting TG i % BT L 728 & T3
26,509 ADOFIH X AL T, FH 1LAEDBYT
1,001 41 (3.46/1,000 A + 4£) ® CHD GEBIEHEL>
FAEZE 276 B, RIMERNZE AR 265 41, FEEIARIL
ITHEE 6284, LML 163 #]) 2 BDO T\ 5.
TG & ¢ 1 3 13 fasting T 115mg/dL (20,118
%), nonfasting T 133mg/dL(6,391 %) TdH -
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TG D CHDEREF & LTOMIHEIZZ DS
Iy, NAFw—h—LLTELZBREL
bEZOLNEY. BESWEZZT-HRORM
BEME204 A% 81, 5EBTI5g0GTT T
ZH LU IEERE D HEREB L OERFE O
RFBEICER LDEAOSEEMBNT T, £
38 LAk, fasting TG fE 200mg/dL Lk, Z2jE
BRImAE 100mg/dL PAE, IE 140/90 mmHg LA
EPEELRFTHo72®. Tirosh HIZEFSE
13,953 A ZERTGAHE) L 5FEH# D%
BRTGZEE)DE/Y» D, TGUEHE)? S
Wige, BTG EE) DML w»
128, CHDREOHRPKRE Do HEL T

B 3 B

WA, S IIFEREFETRERREBED Y R
7P ERTAHZELDIMEL, TG *% ‘sensitive
lifestyle biomarker’ &R L T\ 5%,

BHUI

BTGIVEDHREBIIZHTHY, EBEOHR
THETGIUEICE® L& &1, BEHETFER
BEHEBIRILE, YESY /37 Y8—EREBEAN
FOEEEK TEIURZERELRE)RPER
BRERF(7va—i, B WiEgRE 4>
2 VEFERE), BIREZHLMIEINT
WRWAFEDT, TOEREZERLLEIS
W E BB EBLETH .
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