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1) ®ma L AT a—/VILE
(hypercholesterolemia)

Research Question (RQ) 1, 2, 4, 6, 7
TfEH

2) MmyF=vATr—/KT
(cholesterol lowering; cholesterol
lower; cholesterol)

RQ3, 5, 8, 9THEM

EoLRFr— L ORE - ML AT
a—VETICEET 2 LB FREND
K-+ (Intervention * Exposure) THEF L
e —U—FR

1) RAl EAEMI&
diet; high—fat; high—fat diet; dietary
fats

2) RQ2 fafnfighiik, &%
fatty diet; fatty

acids; acids,

saturated
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3) RQ3 Zfmrfafnfsliig, &+
fatty acids, unsaturated; diet

4) R4 HmAn Y —8 (HZRLEX—8)
high—calorie diet; high-calorie food;
high—energy diet; high—energy food;
high calorie; high energy

5 RQ5 B w U —filfR (k% —HllR)
caloric restriction; energy
restriction

6) RQ6 BHEa L AT — L&
cholesterol, dietary; cholesterol
content

7) RQ7 7-F ZHEHL

eggs

8) RQ8 =L AT m—/LHlE&
cholesterol restriction; cholesterol,
dietary; cholesterol, dietary AND
restriction

9) RQ9 BIFIE, BIIREE(L or BRI
B oor MzEEh

diet Therapy; atherosclerosis;

coronary artery disease; stroke
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5. Bl MEa L AFa— L

1. BalAFu—/ViEL RS L X
Fua—)v
BEMNSEREINZa LT 2—/L (400
~500mg/H) 1, HHEROa VAT E—
NE (BB a L AT — L5 &b® T
80072000 mg/H) & & HIT/NG MR
BYAENRINE D, —F., BEEHD
MU Z VT AR (T6) B, MBI
THEbRY X—Eo@xicky 22—/
VET4 K@QM6) & 2 T DOIRMEEIC L
i, FEHER & X A ETER L/ANBIZ RN
IND, £O%, JBIEEILZ D 2-MG #RE& &
aZ V) B (a—GP) BIED 2 R
TTCIZHAR I, THREHBIS L2/ L
THA Iy () B SIE %
WY MAFIZAY, CMIZmENED Y REA
UR—FIzk b M AT b e Rk
WCEDIAEND (1), ZOREMHIRIO/ NG
W DBBOF T, I L AF a—/LDO—H
bhAr ey (CICHEHRAEND D,
REWIE L IXB 2> TRFEME I L RAT o — )L
DELIT/MBERICEEY, BRSNS
BEZLEBLTHEMNICRIRSND DT,
EEE, TG &R Z DI L AT o—
AVEEINE B SL72 7200 (2) , /N TR S
%, FFiglcarvxge—n (hfesno
L AFU NURER) R EOREBAER
A, FFIECITALERN D o L 25 o — LB
DEFEBMLT, 2L AT R LD
DA U, & DB~ U C RS
RET D, E/o. FETIE LDL XA ERE
DIOZEEEH LT, THEh L =1
A7 mr—,L(LDL-C)=X° HDL = L AT 1 —)b
(LDL-C) BWEVAEN D, T L AT B—/L]D
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AARIE 1 B 1000~1500 mg TH Y, FI
JgCITOn TV 5, FlEMiaNo = L2
T —/VERRAME T T IE, Mo LDL %
RO, - THEENTUE L, LDL BFFIEA
~EVIAERDZ LK, WFO LDL-C
PIETTS@G, 4, ZOAB=XLH, =
VAT a— VK TFEEOTET v A R4
L7z A& F > (HIG CoA B TEEE[HES)
DEEATH S, —FH, PMETOaL 2T
72—V D A ) = X LTRVERITH
ST 2000 2T L CoA T L AT 11—
TNV RT AT =T —F (ACAT) FHE
HELTHREREIN - EFI TN AT
2 VIR OIHEIZ L Y. & hod> LDL-C %
BETSEDZENRESN, ZDOEROIEH
MR OBRRICE Y 2004 /M= L 2T
g — ) K7 VAR —H—ThHbH
Nieman-Pick C1 likel (NPCIL1)Z&HM¥E R
Sz (5, 6),

A VAT o )LOBEERENE SO
B L AT B — ) VIBEICRET DN
UNTHE, 1961 £ Connor DHFZED> & BLR
W7 —FnHbind (1, 8), I LAT R
—NEEERVEENS 1 B 475~1425 mg
DEFIEZDZLICEY, 3 BECME
TCIZFEH) 191 725 260mg/dl ~& 36% L5
L7275, 1 H 1650~4800 mgD =t L AT 11—
NEERLTH, FNULEO TCRED 57
134 50TV, Connor HI1XZE 704
b, aLRAFo—LOABEEREN 1
H 100 mg (BME Threshold) Z#EZ % &I
B TCRENER L, 1 H 300~400 mg (1B
fE ceiling) A THHERD TC EHITA
e Uiz (500 mglh BIIERARZ) (9),
Hegsted % & O-mAEIZ LA &, 1000Cal
H7= 0 200~250mg DAL AT O — L& E



B4 nL, 4~30mg/dl @ TC BED LEMN
B BB, 1000Cal 7=V 400~500mg D =
L 27 m— LR 1000Cal &7~ 1 800mg
LB 5 CTH TC IR T T b —IZ
V. % 30mg/dl DEIMTEEL LS THD
(10), 7272 L, BEHaL AT a—1D
TC JREE~D S, JERAEEER (faFnAs
Bl 2V — b P/S Fo7e &) BRWIEME .
FElnln SRR TN BT B8, BEET
BEEMNIIRIEIZFLEL T A 25, Katan & D
Lick Bl BAEa L AT o —/LE 200 me/
HERMIZHIFR LT 1 22A%ZIZ DL =2 L AT
D—ARETFTTRIELV AR F—EZS
% (10),
2. JlLE L AT u—/LILE
BEIVAT o — VEREOERICL D E
ZICIMTE TCIRENZET D b (LAKRY
F—) LiFEAEE L E N (/-
VARV H—) OIFENRE S, Z0#
AL BITNBD 3 L AT o — VIR R R
MEa VAT R —VRELZRODHRTTH
LEEnre (11,12), BBREVERIHE &
LTid, 1991 ol asniz ©
EVIERITH B (13)  AFERNIL 1 H 20730
BDIfE 15 FEMLL 7z > TEIT 5
88 D BYEFI T, M2 L AT 72—
200mg/dl, LDL-C %% 142mg/dl, HDL-C 73
45mg/dl & FEEFFHND 2 L AT 1 —/VE
ThY ., BRECHEREIZDEL Thro
oo TOXIRKEDIFEFIL THARN
HITE TC ME < 72 B2 WER & LT, M
Jaoa L AT a—VERMEWT & JEH
~DA VAT a—VHEIRZ Nkl /b
BBl sz L AT a— VIR Z &
(XFHRE D 30~50%) DFd bz, 2L
AT a— ORI DV TIE,

Egg man”

114

Miettinen BB T REH E OBEEFEED
BEE@HEL TR, THRE2ZHTHH0T
iEa L RAT a— L OWRINB DR BRDS
BE-TND (14),

NCEP 27 v 71 A =y MEETOHE
EEmalLzxFo—/LiEE (HC) BLOVE
AEIME S (CHL) 131 & & %&RIT 1
HON2 8D 12 W O EE - " EHERT
v H AR OWmE (16) 12X D&,
g 2 {82k Y HC (44 £4) TiX LDL-C EH
(+3mg/d1, A ) . HDL-C L& (+dmg/dl, A
B) A& b, CHL (314) TiXLDL-C L&
(+12mg/dl, HE). HDL-C E&H (+3mg/dl, H
B)NHRLNTZA, T6 3 &L LDL #i4rE i

BB 72tz IMRARECITI HC &
FH (354) BIOCHL BF (214) &bic

MIERE \CHE BRI o T, 728,
TARNEH E ORI FZEOSMILER TH
OfCo gﬂﬁmm %%{ﬁ@ﬁy ) [5/%< jl\Aﬁ:% Iz
XL, 448D5% 16 41% 0~20mg/dl ©
fMiF= VAT a—)VRED ES. VR 0
~50mg/dl DILIE =2 L AT 10—/ LEE DK
ThHz LN (16), £/, 1 HA 800 mg=
L AT a—/VERE S 3 EIRR L O
BHEL - R EEST (1 BarxTa—L
300m g ) (ZERILODFER & tie L7z 2 EliZHo
T2 BHF%E (1976 4E & 1982 4F) Ik B &, 1
[ B O T TC JREEAS 6mg/dL X TF Lo 2
FIHTIE 2mg/dl KT L TR, 2L RXT
o — /LA BB VA DR RIS BB S R S L
7= (17),

BT, YRR E & BhAREE LI B9 B BLBRE
ENE ST (18), SEIR TS5 — 7 %
BIZE U7 1262 44 (CFY4EHES 62 ik, 47%D°
M) BREE LMK Th B D8,

W X EXY ) BEL
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o Th, MiE= VAT 2—)1, LDL-C,
HDL-C, TG & THEREHITA LR -
7=, 1BL. FEEmNFHWVIEE Egg-yolk years
D 2 TV e, EENRT 2 — O IR,
BEME  Egg-yolk vears |ZI&fE L CHEE & 72
STEY, LIER) A7 OEWEETIE
IEDOHIBRLETH S Z EARBEINT
Wh,
3. BERTAIEBOEEL IEa L AT
71—
BEIEIER & MIE TC B X BRI LI
B4 A D /A F =T 1% Keys @D Seven
Country Study (74 v TV K, AT 4,
2—dRAZET, XUy, AFZVT, T
A VA, BAR) OEFHETH D, fFlE
Milew < ERT AL ME=2 L AT 1 —/L
D@ < 72 0 10 LN B IR 0% 8 (CHD)
THRECTHI AR EL 0D (19-21), AT
7V BRSO faFIIEERIZIZ2 L AT B
—/VEEIER AR H Y . —FF . — AR EaFfE
Wil ChodA LA BRY ) — VR ED
LA REFIIEAERIZ1E LDL-C (& FERA MR &
%, #F 11, Keys BXL W Hegsted b3 E
L7cmiERa VAT o — L OEINENES
oL AT a—, BFIENEE & SR
BAFIIEIR OB BE N LHETE DI &%
AT ARITBFIC L D AfAREE. 2R
BaFIEim B L a L 27— L DERE
DAMIE TC A FRITEDZ EERLTWY
% (22-24),
fFIAENSEE DML DR EE ~DE Z#H % 1Z
EbaLATa—VRE~OEEIZET S
ENOHFRPEL S BE SN TVDEHR,
Kris-Etherton BNENHDAEE £ & DT
Wz (22) (®1),

Change in plasma cholesterol

120 140 180 fans181 180 o811 182n-8
[ (o] imn =T} (LR T S ) (nmif)

Individual fatty acids (every 1% of energy increase)

M1 1%TxVX—/2OeHhEEZ L
EEADaLATo— VIEEOEI(EE
SCHEk 22 £ V)

B~1T%&EENDT7 7Y VBT C16:0 £7=
X C18:1 WHEMTHE, MEaLV AT
— VB34, 4% & +11. 3%, LDL-C 23-5.9% &
+11.8%, HDL-C 73+6. 7%, +15. T%Z Ak
Do 10%EENDIURAFUMEIT C16:0 F
ToIX CI8: 1 DL EHT D & TC 3+4.6% &
+14. 6%, LDL-C A3+3. 7% & +18. 8%, HDL—C
3+8. 6%, +10%E(LT D, 16%EEND
URFBRIC C16:0 B EWTH & MiF
o L 25 m— /b A-1. 7% LDL-C 23+1. 3%,

HDL-C 73-8. 2% 21§ 5, C12:0 22 H /3L 2
Frm 1T%%) CEHRTLHEMmEa LR
F 1 —/L 5 +4. 7%, LDL-C 23+6. 2%, HDL-C
D3-6. 3%ZE T B3, C12:0 & Cl4:0 D&
BN VI FURRITE, 9, 15%EHT S
L. E VAT e —1E-9.4, -16.7,

-7.7%, LDL-C #3-11.5, -19.4, -3.6%.

HDL-C 73-8.5.-7.5.-16. 8% 24 % ,C14:0
MBH UL F BRI 10 £720% 16%EH
HEMET VAT O =034, 4% E+1. 7%,
LDL-C 23-3.6 &-1.3%., HDL-C 3-7.9 &
+8. 9% 2T B, C18:0 B LI F U
W2 5% ERT S EMET L AT B — /L



+14.4~28.3%, LDL-C A3 +27.5~35.8%,
HDL-C 23+5. 8~15. 1% &3 5, C18:1 225
POV T U TR EBRT D L ME= LA
F 1 — L H-1%, LDL-C 23-0. 7%, HDL—C 73
0% (LT 5, LnL7eds, Cl18:1 by
VX F BRI 10, 15, 16%EHT D & TC
28+9.5, +16.4, +11.5%., LDL-C 73+14.6,
+18. 7, +17. 9%, HDL-C A3+1. 3, +8. 4, 3. 5%
Bt b, Cl12:0 & Cl4:0 DBRBEND AT
TUURRIZ 16%EWT DL, 2 L AT
= —/L13-28. 1%, LDL-C #3-29%. HDL—C %3
—27. A% AT 5, Cl6:0 NHRT T U R
I 15%EHT S EMEa L AT o — LR
~14.4~22.1%, LDL-C 73-21.5~-26.4%.
HDL-C 23-5. 5~~13. 1% Z1{t9 %, C18:1 M
BATT U UBRIZ 16% BT 5 L Mg L
AT 11— )L i—4. 5% LDL-C 25-7. 5% HDL-C
M-8.8%%k %5, —J7, C18:2n-6 725 A
TT U O%EHRTH L MEa VAT
oL 343, 2%, LDL-C 73+6%. HDL-C
-4 1% AT B, BFEHESB LA VA v
BRICEHT A L. 1 BIOIFIEREDHZED
fitiZ TC 1%-8. 7~-15.8%, LDL-C 73-10. 5~
-18. 8% HDL-C 73-1. 3~-13. 5% 219 5,
B L.CI8:0 DA LA VEE~DEBEHTIL,
MmiE = L AT 1 —/bi3+5%., LDL-C 23+8. 1%,
HDL-C 78+9. 7% & 54 %, C18:2n-6 M35
A LA VBB 13 £7203 16%EHT S L
MmiF=z L 27 o —/n3+0.4 £+9.4%.LDL-C
73+2.3 L+10.8%, HDL-C 23+1.6 & +6.7%
BT 5, C18:0 i U/ —/LERIZEHT
A MmEa L AT m—/L23-3. 2%. LDL-C
73-5. 7%, HDL-C 75+4.3% (TG 73-8.7%)
EAbT D, C18:1 b U —/LIEIZ 3~16%
BT H L, MiFa AT 2—L3-0. 4~
-8.6%. LDL-C 3-0.7~-9.8%. HDL-C 7% 0
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~=6.3% (TG 2% 0~-13.1%) 23 5,
FEPEIR AR 1Txt L TR % MUFA
IZ T~21%@EHT D L, MiEa L AT o—
JLBS 0~=9. 5% LDL-C 23 0~-12. 2% HDL-C
D5 0~+22% (TG A3 0~-25.5%) {95,
BRI B3\ ok U CRARIE# &2 MUFA (2
16~24%EHT5H &, MiFEa L AT —/L
23-2~-5%. LDL-C > 0~-8%. HDL-C 7% 0
~+13% (TG 2% 0~-25%) Z°{k4 %, PUFA
% MUFA4~14%EHT D L, MiEa 257
L8 1~+6.2% (1 BlZ&ER<) . LDL-C
25 0~+8.3% (2 FilER<) | HDL-C A3-3. 5~
+11. 9% (TG 73 0~+15% & #n0) 219 5,
[RAKAL % PUFAIZ T%EHT 5 &, MiE=
VAT a—/L8-5.4%, LDL-C 25-5.4%.,
HDL-C 23+2. 1% (TG 28 0%) Z{k¢ %, SFA
% PUFA I 8% &M A &, MiE2 L AT 1
— /L H3-10. 2%, LDL-C 25-14. 2%, HDL-C 23
-5.6% (TG 23 0%) ZfbT 2%,

NT AR ARG O MG 2 L AT &
=W AR B R LT B OB
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