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AD
apo
AUC
BMI
CE
CETP
CHD
CM
CM-R
CVD
FC
FFA
FIT
GIP
GLP-1
HbAlc
HDL
HDL-C
HFS
HOMA-IR
HSL
HTGL
hTRL-TG
LDL
LDL-C
LPL
OGTT
RLP-C
RP-C
RP-TG
sdLDL
TC

TG
TRL
VFA

: atherogenic lipidemia

: apolipoprotein

: area under the curve

: body mass index

: cholesterol ester

: cholesteryl ester transfer protein

: coronary heart disease

: chylomicron

: chylomicron-remnant

: cardiovascular disease

: free cholesterol

: free fatty acid

: fat ingestion test

: glucose-dependent insulinotropic polypeptide
: glucagon-like peptide-1

: hemoglobin Alc

: high-density lipoprotein

: high-density lipoprotein-cholesterol
: high-fructose syrup

: homeostasis model assessment-insulin resistance
: hormone-sensitive lipase

: hepatic triglyceride lipase

: hepatic triglyceride-rich lipoprotein-triglyceride
: low-density lipoprotein

: low-density lipoprotein-cholesterol
: lipoprotein lipase

: oral glucose tolerance test

: remnant lipoprotein-cholesterol

: remnant-like particle-cholesterol

: remnant-like particle-triglyceride

: small dense low-density lipoprotein
: total cholesterol

: triglyceride

: triglyceride-rich lipoprotein

: visceral fat area



VLDL
VLDL-R
W/H
A4AUC
%BF

: very low-density lipoprotein

: very low-density lipoprotein-remnant
: waist/hip

: incremental area under the curve

: %body fat
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U5 cardiovascular disease (CVD) 1%, LARIZ> 5 A low-density lipoprotein-cholesterol (LDL-C) IfifiE
NY A7 ERE S, LDL-CIK FFEEEZITZIXCVD O FHICER L B2 6N TE, L Laens,
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BE DA HINT 2 BREIEERFIENZE T 6 b, Zilversmit 2 DNEAICIEE LIZ XL DT, BREEE
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AT & LTHELSNTWD I, 7o, BRIEERFESRERE ST & Vo 7o 8% ORI IR IH
DHEEIZEHD 5T, CVD DY A7 ERTHD 9,

BEmiibEx 2 BHRFS K OBERFANED 2 Y A7 HEHKE L TR ELINATWD, EHIZ
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PR EEOSE. CVDICE D THEN AT EHEL TWVD Y,
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UC 3 W) oM z1T5, MMHEB XM F 7 ra—RE A2 RETHDL, —H, ﬁ?ﬁ@ﬂb’%ﬁpﬁf
H DAL TR D REIERGRER (fat ingestion test, FIT) O FEIIMHENL STV, OGTT T
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SOIIREMRBNIE T T2 ETIC 6 ML EMETH Y 67D Efid 52T REOHRRFHN RS £
T BRI, BRIMIEE B £ o Tz, ERLESTORN,

% OGOV T Figure 1 12~ L7z, BFNOERINEEIZ/NMNME TR SN0, G
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ZT < EH . FOFEFE Ty 7y —VICRVIAEN T, Z2REEIRIL L, RELIRZEICE S, T2,
TG MIEDPHA, LDL =L 27—/t VLDL @ TG 732 L AT 1 —/Lx AT VHRE T AUl <
(CETP) I Lo Tzt &4, VLDLIX TG IZZ L, o3 L AT —/LlEA, —J, LDLIX TG (&
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% 1012 CHD (Z&% D1+ TG-rich lipoprotein (TRL) OFfE & A B 72BN A HILD 13,14,

AR TIX, 2007 FOWENOGIFE 2 & £ VIEN 2 UV —2 (OFTT 7 U —2) #fEM L7 FIT %
TV, BRIEER#ZEEL T, OFTT 27 U — 202>\ T Table 1 1273 L7=, OFTT 7V — A
ZRHA L7 AAROHZE T, BREZAREZERESZY 50g LT 5FEBRTa ha—L b o, IEIOE
EREITH Y, AFHRERE S IXR D 19, 2070, RiF5tE CIIEEIREZ 0.35 g/kg (KH
L. AR 1 BHTY ORFTEEIT 5 MO & 5 & T A D T X/ 67,1622,

KAFFEE THID TIT - 7= FIT 1L, $8EF 578 2007 FEICHE U ot 2% & LEEETH Y 3
APk (21.912.51 5%). PHRRRITZCME (48.422.51 5%, PHRE oM (53.722.06 %) O 3 BEDHIKAIT -
2R TH D 0, LT A hr U OERIZ L Y LDL 28k 013% <  HTGL Oi&HZRET 5729,
{X LDL-C. & high-density lipoprotein-cholesterol (HDL-C) DARERFIEA/RT 2329, Z OWFZEDORER
TiE, (D B%OMF TG REORE L, PROFEIZBEDL LT, FRKFT 2R S 5 2 & (2)
VAFU R~ URZ LRI DU YT T AT L e LT, PRRAIE O M TS 5 ATREME DS
HbHZE, (3 PHRIX. remnant-like particle-cholesterol (RP-C) d#ihn & B4~ % 23, LDL Ok
A RITITEE RIT 72O ATREME A RIR S LTz,

BAR DI, BIHERSOIRE 7 1 7 7 A NV OWEIH T 5 AEEEES O A AL W THE LD, 2
ORFFETIE, RERAEFEEL 20 /0% OBMLIRE, F 723 BE 1 RERIpT oA BERED 2 il L. Brid
DVEREEZRO EH L OEE)IN, L0 BHRRMEZYET 20 EBE Lo, fiRE LT, RO ES)IC
L BHREA~OEEI T ENLTHY . I E KO VLDL O& KO %R LY LPL OfEMEIC
rrbvolmrmgasniz, —J. BHOAHBFEDIT CM Ok 7+ 25T 2 LIk > TRERERH %
WETHDICHEATHLZ EEMLMNI LT, ELICEADLIL, OFIT 7V —ADHOEBE TR, kY
HE R BFIGE ST 5720, OFTT 7 V—Aak bbicZva—2 (1 gkg (KE) % RIHER L7254
D, BEOFMBFETOAFHMEIZOWTHRE L7z 19, OGTT Tix, MADKERIZEERR T5g D/ L=
—AEEIRT 5 Z LI Ko TR E LM T2, LavL, FHRE 50 kg B O H AR N EFLNEC
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AIpFER), 7V a—2+HEl, 7V a—A+HEN+ARRFRETR O 4 FEO K AIT > 72, B%OAFBIFES)
X, 73— A& HMBER L7284 T, ApoB48 Oy ilh A& —iPEIZHIIL 9~ 2 AIEErE S VR Sz, & I,
7 a— R N & RREIR L7256 O AR FREE) 0 28X, Mk TRL O 44 RN 2 TRet:
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(ZV7 F—2 90%LL L), FhET R BERbE (707 F—2 50%LLE 90%ASm), 7 R v Bk (7
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FWVIEE, R~ EN RN EEP LI LT,
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2. BTH OAMRBEEORBEIILE Y LONRD -T2, RBREERG OABREENL. AE2RETRD
o lob O A TG P O¥ENNZ 0] 3 2 rIREMED R STz 19,

AEEFEEOMIC, RS BB E 77 b — 2 Z[RRHERT 5 2 L Ic L D REBIFE G O &Ik
L. B%EMER X OBBRIEERTIELZSET D &V ) BEDOH 5 KEIER Y, HErET $ 2 k
J  (resistant maltodextrin, RMD) O#hHE &2t L7z 20, LisL, fEliE 717 h—ZADRRHERIZ
Lo THER SN ERIFENHOMEICH T2 RMD OAFREICSWT, BT 1 7 RE2E 672
nol,

M SE, JEEE T 2/ Wz REHER L7258 O BB OLB 2/ L 20, 73 JBRIZIE7T I/
FRIRAE (Amizet B, 7 X /& LC 60 mg/kg (RE) Z6iH L7z, Z OMFELIENIIT> 72 FIT Tit,
P 2 BRSSPI O A2 BB L 72856 CHIld A > 2 U REDOH#ED N ERNRZ LT
T2o TOMFETIE, BN ZEBER LIZSAICIEA v 7 LF U OB SN0k L, 7 2/ BoiE
WCEA 7 VFU~DRBIIH LN o Te, JEHERIZ X D8R A 2 U OHINEA 7 LF
YENTDHLOTHY, T BEOBECCIIEIR O BRI ~DEBRNKIC X o> TA A U Ok
ZoltAlREMEER LIz, 61, B E E BT R BRERIRHEI L7254, TRER#~OFE R
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L7, BERREFITENDS, 2057 LAX—EhZz 50702 TOANIK L TEHATE 23R e

TIEAR, Fio, EUHERN e I E & U CBERGET (0 RERED, EHE 1, 2 RER] OB 217V, BRiMmE B 1%
mprrva—x, A2 TGERETHS, LrL, IBENHEZHDICITRERMAELS, &61C
WEBEANA 5 THD, Flo, 7o —0BIES 158 B 75 ¢/ 115 g 47-0 ., 5 28.5 g/115 g
Y12 V) ZREBICERTIVUIR DRV, ZOGE | BFELMEN 1 EICEBRT 28E., IFEO&E LY £<
o TLEITD, 7y%—@ﬁﬁ%%1&mmgWEkbko:@ﬁ&ﬁ@2m3$_ﬁﬁgﬂﬁ%b
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B L2 5E & RRERE O ENE b 19,
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B HONEL ., JBN & OFRFHERIC X 2 RERMOEEBLZ R Lo b O3y, JURES BT 7245
Tix. B & & 11T D-allulose Z[AIFERT 5 &, 77 b—REZEERLIZHA L RIS, TBIHOWRIY
BIE, CM O E 21T/ WiEIEZ £ U, LPL{EMIEEIC L 0 TRL AR & B4 X & 5 alaEtE 2 L L
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26 3;)6 37)
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Table 1. Formula of OFTT cream and fatty acid components of OFTT cream.

Composition Butter fat (%) 35.0 Fatty acid components (%)
Casein Na (%) 1.5 C4 4.2
Sucrose esters of fatty acids (%) 0.5 (03] 2.2
Lecithin (%) 0.36 C8 1.2
Stevia sweetener (%) 0.02 C10 2.7
Glycerin fatty acid ester (%) 0.25 C10:1 0.3
Moisture (%) 62.37 C12 3.0
Contents Lipids (%) 35 C14 10.2
Saturated fatty acids (%) 64.3 C14:1 1.8
Polyunsaturated fatty acids (%) 3.5 Ci16 29.3
Monounsaturated fatty acids (%) 32.2 Cile:1 2.3
Energy value (kcal/100 g) 342 C18 10.9
Cholesterol (mg/100 g) 74 C18:1 24.9
Norm Amounts (g) 160 C18:2 3.2
Pull-top shape plastic C18:3 0.3
Retort sterilization C20 0.6
Shelf life (month) 8 Other 2.9
By Jomo Co.
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- Chapter 2

- Chapter 3

Chapter 4

—» Chapter 5

Remnant Indices for Estimating Postprandial Lipidemia in Young Women

—Proposal of remnant and non-remnant indices in postprandial lipidemia

Predictability of Postprandial Lipidemia by Fasting Values in Young Women

—Finding valuable fasting markers for postprandial lipidemia

Differential Effects of Sucrose, Fructose, and Glucose on Postprandial Carbohydrate and Lipid Metabolism in
Young Japanese Women

—Clarification of the effects of sugar ingestion on lipid and lipoprotein metabolism

Simultaneous Ingestion of Differential Effects of Sucrose, Fructose, and Glucose with Fat
on Postprandial Carbohydrate and Lipid Metabolism in Young Japanese Women

—Clarification of the effects of simultaneous ingestion of sugar with fat on lipid and lipoprotein metabolism

Figure 2. Research flow of this thesis.
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§1 HWY

B%E MR X OBBIEERFEOMEA X ROV RTHERTHD V, MPHED ERI1X 75 gfkn
7V a— 2 A TAER (oral glucose tolerance test, OGTT) Z W Calfid %, 75 g OGTT TILiBr &
Heiii (0), Itk 0.5, 1. 2 W] (X OICHETIE UC 3 K oIz o 7L e LTRIRT 5, 75 g
OGTT D X 5 etf (b ST B I O RB RO E A Z T 5 2 & < MBEEOLE Z Ml 45 Z &
MTE D20, BE&IIEOFHIZAMN TH 5,

—h. chylomicron (CM) =° very low-density lipoprotein (VLDL), & 2WMIZILH DL AT R
AEPEIRT, BRI X o T RN EEIN U 72 IR e 2 B 1L R S E & MY, Zilversmit 234&ME
L7z & 91 cardiovascular disease (CVD) O FZ Y AV EK L7025 2, £7=, VATV FOFEDO—
S T&% % remnant-like particle-cholesterol (L2238 VT CVD O L=V A7 HEKTH D 35, L
MU G, OGTT L3870, BZIEE REIEL T 2 72 DTk~ 72 BB EGRER (fat ingestion
test, FIT) & Z LN TWHMN, RIEZICHEE(LShZ 7 0 ha—4d72vn, AT FIT OEMICH 7=
. BENZ U —24 (OFTT 7 U —2) ZEH LR STl Y 60 ARIFEETE 2007 FO®E
MHBEIZE D E T, OFTT 7 U — 2% Lizkkx 72 FIT OFfER A2 #E LT &7z 819, 75 ¢ OGTT i
AEREERE 2 FFHE TORMA TV 2— L Th o2, BEMRHITE T T2 ETICEE 6~8 R
VBT, FIT OFERIZIL, 27 &b 6 UL OB BE L D,

AMFFETIZ, HELMEZ IR FIT 2170, HFEBEOREBER#MOLH 2/ +T5 il L
MU G, B2 CESITHIEREZ: triglyceride (TG) DMIE DA Tlx, FMAME Y R & o8 7 4R
WIRHE D R X7 2 KR 5 Z IR TH L7, VAT b URZ Ry TRIRE
NI EAEL, BRRBMZEIEE L, o, FZEERFICHEONT TG EITRERFEOZKIEEN RSN
TWHDIZH L, LAFT b URZATZFRENTORY, £ 2 TERIFERB 2G5 7200
VAT MEREZRZEL, ZOREOAHAEIC OV THRE LT,
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§2 J7ik

1. x5
AT H—AL K artr &% body mass index (BMI) <25 kg/m? ( H AR 22 AEIHE 72 Wr &
L V) THY, apolipoprotein (Apo) E 7 = / ¥ A 773 E3/38 BIDRF EAFE Ik 54 a5 & LTz,
T, TUr— NREE D T, EEREEN e WEMISHAIN A E A gERE & LT,
FEBEBROMEEEIL, ~L Y U FESICEDE PORILIZFRERRTFFAMBEZESOR®H., Kk
Zi57- GKFEBE S5 2013-3. 2014-2, 2014-22. 2014-23), #ErE 1Ci%, RO TE. #BRFIECHONT
FRNZIA 21T, SCRIC X 2RELZ G LT, ARRBRE 32 L7z,

2. HERA
BRI, B2 V—24 (OFTT 7 U —24, EEA&MN) 1 gke iKE (B E LT0.35 ghkg (AHE) & L,

3. FEBITIEA

Wl E, RERATH 205 12 PRI Lot R, WBREZRAOER L, SRILT, FEIRD STV,
AR R IRIAT (0 FrfA]), 0.5, 1. 2. 4. 6 FflAlfRORF 6 [Ml& Lo, F/o, BRI IRTES) 2 =H
AATREEEICHIIR U, 1 REFBRMEARE L B BBk & LTz,

4. WEHEH

AABRATC, K., V=X b by TREMZFHI L2, AT, KR 0 2EE InBody720 % ]
W, KE, BMI. WlEfsWrEfE (VEA), REERGE (%BF) ZHIE L7,

myE 7 nva—x, 42 A2Y >, TG, remnantlike particle-TG (RP-TG). remnant lipoprotein-
cholesterol (RLP-C). ApoB48, ApoB # iR AEEREIIS L O, £l 1, 2, 4, 6 FFfEZICHEIEL., 7V
a—A, A AV TR 0.5 KEFZ BIE Lz, F£72, BEGENZIE total cholesterol (TC), high-
density lipoprotein-cholesterol (HDL-C), hemoglobin Alc (HbAlc). Apo (A-I. A-II, C-II, C-III,
E) ZE L7z, ApoE 7= /) XA T (T =/ ZA 7 THRE, ¥, /va—2 (Fra—x CI-7
A RT a— FEAMEETH) 1L, AMFRECHEELITo72, A AV (RFEFRIEEERENEE, &L
LEA), TG @ERE, KA T 1 ), RP-TG (R AATE, KIFERID, RLP-C (KREY=7 Rk,
WFn AT v 7 2), ApoB48 (LR ufEfliEE, & L), Apo (A-I, A-II, B, C-II, C-III,
BE) (GuE ik, K AT 1 V), HbAle (T 7 > 7 ZAEHEIE, WA T v 7 ), TC (BER1E, A R
v 7 Z), HDL-C (E#:E, &L L ed) idhEilmRwEpE, &L L edtklstt, sttt 7—1
TOVIZHIE = ZBFE L7, ApoB100 (X, ApoB fE 5 ApoB48 fEZJEHA L CHIH L7z 20, X5|C
homeostasis model assessment-insulin resistance (HOMA-IR) %, Z /L2 —AELB LA A Y AfE)
O, ZEfERFA A D B X 2R ME/405 CTHEH L7- 2V, low-density lipoprotein-cholesterol (LDL-
C) I%, TC, TG, HDL-C f&i»> 5 Friedewald X (LDL-C=TC-HDL-C-0.2XTG) # W CHH L7z, *
7z, TC-LDL-C £ Y non-HDL-C #%H L7z, FREREEHE ORIEMEZE A, L aF v MEHORRE L
L T TG-RP-TG. RP-TG/TG. RP-TG/RLP-C =% i L 7=,

o oRE L, BIETE O ) LoEEZREOEBE L, ZnEh A7 Vva—Z AL A
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ATG. ARP-TG. ARLP-C. 4ApoB48. 4ApoB100 & il 7z,

5. HEEHEAT
HRtHERHTIX. SPSS ver. 26.0 ABM) # W CHro 7=, HIERER1E Shapiro-Wilk # & X IER55AF D

MR ZATV, IEBIOAN LR WRE R E S 21TV, BEERSMOWREITo7z, ZO/RE., &2To
HHE CIERSMBER SN 7o, fERITFEHEERRE TR LT,

ZENERFI R 2 RN ZEA IR S I E 3 B oo 2 L 72 #% . Dunnett E & 1T > 72,

ETOT—HX L p<0.05 ZHE & Lz,
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§3 fER

1. PRE ORE

EE OF R, K#E, BMI, %BF, v =2 Mt v~7 (WH) kb, VFA OFSR, EHICHEHEED S B,
AR AR (0 FFf) OZAHIE L7z HbAle, TC, HDL-C., ApoA-I, ApoA-II, ApoC-II, ApoC-III,
ApoE B L UGHERX L v HHH L7z HOMA-IR, LDL-C. non-HDL-C O##H % Table 1 (Z/R L7z, Z#LH
DFEFRL Y, ARV AR IE (HOMA-IR>1.6) O b 5 5rE . & 51 H AN O EFRIT L 5 I
(BMI=25 kg/m?), 8L OHARBIRBLFEROERICEDAZRY v 7 v Fa— AT YT 2 H50E
EAYAI Rl

2. JNa—A ALAY

Tna—A A A OFER % Figure 1 12~ L7,

7 a—2A %, BREMEICHSTERZEOAER L3RR oToh, EBE 4, 6 KE TIRE
Zx L7z (Figure 1A, C), A > AV %, BEEMEIC I TEIUE 0.5, 1R#CHEMEZ~R L, 2 KFET
AMEIZER Y, 4, 6 K] TIRfE % 7~ L7z (Figure 1B, C),

3. TG, RP-TG. RLP-C, ApoB48., ApoB100

TG. RP-TG. RLP-C DO H % Figure 2. ApoB48 ¥ X" ApoB100 DR % Figure 3 12/~ L7,
TG X, CM, VLDL, low-density lipoprotein (LDL), high-density lipoprotein (HDL) ¥} X U= 5
DU LF» MTEENDHR TG BETHY ., TG OHOMETIE, SMEANEY R 2 7 K 5 W I
PV R F 37 R OEB 2 55 I XTI+ TH L7, TG, RP-TG, RLP-C, ApoB48,
ApoB100 % HIE L7z,

TG 1%, EEGEMEIC CHATHERIUL 2, 4R TEMEZ/RL, 6 R CEfE %2~ L7z (Figure 2A, D),
RP-TG %, TG ([ZHE LI2EB N b eny, HEEHEIC X TEREE 1, 2, 4 BRI THEREZRL, 6
REE CHIMEIZ R - 72 (Figure 2B, D), RLP-C X, TG. RP-TG & 135720 . EEHIEIC L~ TERE 2.
4 Rl CEEEZRL, 4 Rl CE—2IZiZE LTz, 2Dk, 6 K TRIfEIZRE - 7= (Figure 2C, D),
ApoB48 (3, EHUHIEICH~THEIUR 1, 2, 4, 6 BRI TREZ TR L, 4 RN LD L7z bOD, 6 B
MTHAMEICRE ST, @iz R Lz EThHo7e, (Figure 3A, C), ApoB100 1T &% DB T/ S W3,
BHETEIC LA THEERL 2 R CIREZ R L, 4 R CRIEICRE Y . 6 FEE CHEifE% = L7z (Figure 3B,
0.

4. TG-RP-TG, RP-TG/TG. RP-TG/RLP-C

TG-RP-TG, RP-TG/TG. RP-TG/RLP-C D&% Figure 4 |Z-rxL7-, TG-RP-TG (. VA7) k
RS URZ 700 TG &, RP-TG/TG 13 TG (Zxf4 5 LAk TG OFE|E ., RP-TG/RLP-C
XL AT M IRFHO TG &2 L TND,

TG-RP-TG (%, REBRE T E CHERLEIIA LN 572 (Figure 4A, D), RP-TG/TG 1%, EHL
A TR 2, 4, 6 BRI CEMEA /R L. 6 FE CHRAMEIZERE 5 72) > 7= (Figure 4B, D), RP-
TG/RLP-C %, EEGRMEIZHATEIUE 2, 4R TEEZ R L, 6 K CRIEIZRE - 7= (Figure 4C, D),
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§4 #5%

%2 BT, BERZOBBRIEER# 2 M 72002V o) MalEZRE L, TOA M
PEIZOWTRHRE LT,

TG-RP-TG %, F# L A7) kTG (CM. VLDL, LDL. HDL #® TG) & L. IEIHEE% 6 FEfH
FETHEREENIH LN -T20, total TG ITHT % L ATk TG OFIE 2 EKT % RP-TG/TG 1%
2, 4, 6 BHTHUEICH ST ER Lz, 202 ehb, BELEZ2ERLTH, BROFE LV LT TG IX
REREHEZITHZ LR BZELTEY, total TG O _EFHIZLV AT N TG OEIGNEM L7 L
Zz6ib, RP-TG/RLP-C % 2, 4 R THEIL, 6 Rl CTRIEIZRE -7, RP-TG % lipoprotein
lipase (LPL) |2 X C TG 23K RS 4L, FEERHPICHEMIRE & 77V B e — L 2 i 2 72 DB H 6 IFF
FTHALTWE, £O—FHT, abRATr—Li25 L AT N ThD RLP-C I, JFBICZEYIAE
NHETHD Ly, ToO7d, RLP-CldL Ay MRIFHOEIEL S 25, LoT, VAT r b 1k
%$@TG%%%%¢5RPﬂmmPC@F%ﬁ% VAT b VRO TG &3 D L, 2~6 K]

INFTTU LT hORAY A APPSR RSNz, £72, MLIE ApoB48 L 73 Rk
Tﬁ BOWTHRMEIZR S 72WZ & & RP-TG/RLP-C L OBEZLMNIT 52 EIXRETH 523,
T OFER B FRRFK TRFZFETE L T 5 chylomicron-remnant (CM-R) ORi1H A AHB/NEL 7eo
TS EHEE ST,

$H%ETFW%%%Lfﬂgﬁ%ﬁﬁﬁwéﬁ%ﬁﬁ%i1H’%%Téﬁ%ﬁ®%élﬂﬁﬁ®
ETHD 035 glkg RE L LT\ 819, AMFFEETHRE L7ZEIL, BAND HFAEFRICKIRTE 5 H
@E@%T%éoik\Kﬁ%fﬁ%bf%éOWT?)—AiEL%ﬁ%%Mfﬁﬁéhfﬁ@\ﬁ
KW %8 ATV, ZORER, MF 7V 2 — AR EITEIGI HEBEUE 6 Rl E CAE R EAITA
Lo do, . TENERAITIRICIRAT 2 &0 IERR ORI LIC L » TAER SN D =L F—ZF
MU, FERAENMEET 2 L EDLNTWD0, AR TIRINE 7V a—ARED EFITH NIRRT,
Ll M7 v a—RRED LEFERALNRD-TZICHLBEb LT, MiEA > AU EREITERE 0.5,
1 K CENZ AR AR LN, A VAV OB ERESELRVEANIA T LT URbD D, AU
HOA LAY ro—@tEo EFIX, BEBRICHE N, 127 LF o (GIP (glucose-dependent
insulinotropic polypeptide) 3 & U' GLP-1 (glucagon-like peptide-1)) B3I N2 &1LV, 4 A
VOIS ER LT EE X b5 19,

B%IFEREIEL X0 BB T 2II3IAMNRPE Y R & 237 (R K ONRKRIMEY RZ o ox 7 (RGE%
PO 2 0ERNH L0, TG DA TIIA+3THL72H, RP-TG. RLP-C. ApoB48, ApoB100 &\ -
oA L7z, ZMETIiX. remnant cholesterol OHINNIL TG &V EN-RBEBIFERFIED Y A
JHKNTH D EME SN TS 2229, RP-TG & RLP-C OIE FEDEWMZHOWT Figure 5 (28 LT,
RP-TG OHITEIZIIHL ApoA-1 €/ 7 o —F AHiKT CM £ L HDL, #i ApoB100 € / 7 1 —JF /L
K VLDL 3 X O' LDL Z W %Fx% L. CM-R & very low-density lipoprotein-remnant (VLDL-R)
O TG &Z2HET 5, —F . RLP-C IZHRETEERB LI OARARY N—E D 2H L, @RIz CM-R
B IO VLDL-R #7{& kL., iEESO 2L AT a—LEZRIET S, RP-TG IRV AF 2 MIZ
BZMERE <, RLP-C IZNEMEY RZ R 7 210 LKL TWAATEEMED /RIS TND 2425, X
52, ApoB48 (X CM B LU CM-R EFEINDAMANEY AR & /X7 OREET R 2 X7 ThYH, 2T
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AANRPEY R X X712 1 2D ApoB48 73+ MFEL TS, ZD7-8, ApoB48 IZFMNAMEY R & v /3y
DEDIEIE L E A D, AWFETIZ, MIE ApoB48 i B IFFABK T e £ THIMEICRE &7, @ HFELMET
Xz, BEMICEBIT AEHEICBOTYH, SMREY R 37 3T 6 Bl Tldkb b0 2 L AVR
e Sif-, —J7. ApoB100 i% VLDL, VLDL-R 3 X O LDL & MEEN D WNIKRMEY R & 287 OffE T R
HURTTHY, BETCONKMEYRZ X712 1 50 ApoB100 0 F+NFEHELTWD, FD=wH,
ApoB100 I[ZNKEMEY R & 37 OEOFRIE L F 2 5, LArL, ApoB100 43713 80~90%73 ¥ D &
W LDL IZHENTWD 2D, BHOEEI/NI VY, AWFETOMIE ApoB100 LT 2 FFf# TIRfE, 6
Rl T2 s L, ERPICENTIIH 20 AEREH N A LN, ZORENSL, CM-R 23Tl
AL7zZ &izky, —RFZHFIR CO VLDL /W fiE S, 2 0% VLDL O3Wmnsiaing % ke
PEDSR STz,

P EOFERING | @EEFELEN 1 B OREOAER LZICHLEDLL T, B%ONREY R v
27 REHE 6 BRI TITHRR T LRV Z &8 ApoB48 OFE R L VB LN Loz, &6, BELZLV AT
v MEETH D TG-RP-TG LV, BEMiZEHRLTHIFLV LT b TG EIFRE R EAITALNT, 2
JERED TG E L IZIFFREEOERTH H LS/, /- RP-TG/TG 5L RP-TG/RLP-C LV, &
#Bofmf TG EEOHEMILV LTV s URZ U R7 X580 THY, I st b 1LR+H720
DTG BEOHR TR, VAT FORFENPEZ TWDATREM IR ENTZ, ZD7=D, RP-TG/TG F &
O RP-TG/RLP-C Il ZBZIFER#M 2595 5 2 T, AR L 72 2 /lReES R STz,
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Table 1. Physical characteristics and fasting blood chemical data of the subjects.

Age (years) 21.1 + 0.1
Height (cm) 1583 + 0.6
Mass (kg) 50.6 + 0.8
BMI (kg/m2) 202 + 0.3
%BF 254 + 0.6
W/H 0.78 = 0.01
VFA (cm?) 261 + 1.9
HOMA-IR 1.3 £ 0.1
HbAlc 523 = 0.04
TC (mg/dL) 174.2 + 3.2
LDL-C (mg/dL) 976 + 3.0
HDL-C (mg/dL) 65.0 + 1.4
non-HDL-C (mg/dL) 109.2 + 3.2
ApoA-T (mg/dL) 151.2 + 2.6
ApoA-II (mg/dL) 259 + 0.5
ApoC-II (mg/dL) 23 =+ 0.1
ApoC-1IT (mg/dL) 7.0 £ 0.2
ApoE (mg/dL) 40 + 0.1

Values are the mean+SEM.
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Values are the mean+SEM. *p<0.05 vs. fasting value.

Figure 1. Time courses for Aglucose (A), Ainsulin (B), and the time courses of serum glucose and insulin concentrations (C)

in the fat ingestion test.
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Figure 2. Time courses for ATG (A), ARP-TG (B), ARLP-C (C), and the time courses of serum TG, RP-TG, and RLP-C concentrations (D)

in the fat ingestion test.
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Figure 4. Time courses for TG-RP-TG (A), RP-TG/TG (B), RP-TG/RLP-C (C), and the time courses of serum TG-RP-TG, RP-TG/TG,

and RP-TG/RLP-C concentrations (D) in the fat ingestion test.
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§1 HM

BT 2 B RIF I X OWERFANED FE e ) X 7 B[R & L CRICHZ SN TR Y . BRAGEH
L IRE DRI O #EICB P 53, cardiovascular disease (CVD) O LEEAR U A7 HERTHDH V, BHED
FER &2 ST 2 720 0k 0 7 v a— 2B fifidlik (oral glucose tolerance test, OGTT) XA < FIH S
TWS, —F5, BERIFERFIEDERZSCTEHIER SITRIZICHLS A TWRY, ZORBLE LT, &
BRI B RFERFNTH AT, REPE T T2 E TITEFEFELMEIZB N TH 4~6 K dH 50 T
UL EORFENMER -0 TH D 23, ZDi=d, JENHEEGRER (fat ingestion test, FIT) %% < OF
WZEMT 5 2 LIIFEBENTH Y . BRMAHZ THT 5720051, how iR EM R~ —0—D
FRAFENEEN TV D,

T ZTARMIE T, ZEEROHANRERBEAHRZ TR T 20 a2lmatT 522 L L, BED
NEER O THNCA M 222G H 28 & LT,
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§2 ik

1. ®5a, RBrg, EZBRHE, BEER
2 LEREE Lz, HIEHEBIZOWTOFEMILL FIZRT,

2. HEHEH

WEE IS 2 mEFERkE Lo, Eio, BRFICHIE LZZHBE O S B, BEGEHE (0 RfE) % fasting
O ZHWTREL, SHICHMEE peak & Lz, BohMRLV I/ va—2 2]
triglyceride (TG), remnant-like particle-TG (RP-TG). remnant lipoprotein-cholesterol (RLP-C),
apolipoprotein (Apo) B48, ApoB100, TG-RP-TG. RP-TG/TG. RP-TG/RLP-C ® area under the
curve (AUC), ¥ L Wincremental AUC (4AUC) & H L7z, AUCIZ0 ZENE L, ARIELZHWT
B L7, AAUC IEEEIEZIEL E L, AUC ELERRICERIEZHWTEM L., Z0OE, K2 XY
KL oL BITAOmE L L TREMEN D2 LW,

3. HEHEHT

WEHENTIX, SPSS ver. 26.0 IBM) % W TiTo 72, HAHEIIX Pearson OAHREREZ A=, E[FIF
GHTTIERT » T U A REE ROz, ERERO TRIITREIFREBEZHE I L, Z O p<0.05 Th -
T a \ P HIRE EE 2 5 7 R2 CHERE L7z,

ETOT =L p<0.06 ZAE L Lic, MBREIIr<0.4Z 1850, r>0.7 % 58\ MERH D &
L7z, EBEIFRON CIEiHEEE A R2>0.5 2 [TRKE &) & L,
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§3 5

1. #ERE OFrE

WEE O R, KE, BMIL, KIEIE %BF), 7 =2 Mt v > (WH) tb, VFA OfR, S 5ICHIE
HHD Y B, RBREEIET (0 FFE) o &M L7- hemoglobin Alc (HbAlc). total cholesterol (TC).
high-density lipoprotein-cholesterol (HDL-C). ApoA-I. ApoA-II. ApoC-II. ApoC-III. ApoE B L O
FHHE A L v HEH L7 homeostasis model assessment-insulin resistance (HOMA-IR)., low-density
lipoprotein-cholesterol (LDL-C). non-HDL-C O#EH %, %6 2 % Table 1 LA TH D, Fi=. BN
(CHE LA HE ORERICOWVT S, 5 2 % Figurel, 2, 3, 4 LFRRTH 5.

2. AUC, AAUC, Peak & OFHPEEHT

HIRHERER AT H 3 KOV E(LPRMAETRH OFEREE . 7 va—Z 4 AU~ (Table 1), TG,
RP-TG. RLP-C (Table 2). ApoB48. ApoB100 (Table 3). TG-RP-TG. RP-TG/TG. RP-TG/RLP-C
(Table 4) ® AUC, AAUC, peak & OFHEAHT 2R LT,

1) BMI. %BF, W/H, VFA

BMI 5 £ U'%BF iZ TG. RLP-C. ApoB48 (%BF ®#), TG-RP-TG ® AAUC & OIZIEAHEIR A 5
iz, VFA |34 AV @ peak, TG @ AUC, peak, ApoB48 ®» AAUC., TG-RP-TG ® AUC,
AAUC, peak ([ZIEFHREMN A Bz, WH LB EZRFMENA SNZHB X727z,

2) U7 nra—=x f-4AY >, HOMA-IR. HbAlc

f-7va—2x, HOMA-IR X7 /va—A®D AUC, peak & EFHE, AAUC (-7 /v a—2xnk) & AMES
Dbz, f-4 2 2Y > HOMA-IR |31 > 2V > ® AUC. peak. RP-TG @ AUC & IEFERE. A >~
2 D AAUC EEFBERA LI, £72. Apol00 @ AAUC & EMENRABITZ, LML, HbAle
EHERMEENAONTHB TR o7,

3) TC., LDL-C, HDL-C, non-HDL-C

TC. LDL-C., non-HDL-C /% RLP-C ¥ X O ApoB100 ® AUC, peak & 1EFfHBES, RP-TG/RLP-C @
AUC, peak EEFMHENA LTz, HDL-C IX TG XU RLP-C @ AUC, peak, RP-TG ® AUC,
AAUC, peak. TG-RP-TG ©® AUC. peak & BFBENA LI,

4) fTG. f-RP-TG. f-RLP-C, f-ApoB48. f-ApoB100

f-TG. f-RP-TG. f-RLP-C. f-ApoB48 % TG, RP-TG. RLP-C. ApoB48 ¥ L O} TG-RP-TG ® AUC,
peak & IEfHEINALNTZ, £z, TG, f-RP-TG XA > AU > ® AUC, peak & IFFHBENA BT,
X512, £TG 1 RP-TG @ AAUC, ApoB100 ® AUC, peak & EAHES, f-RP-TG i, ApoB100 @
AAUC L AHHR, f-RLP-C X ApoB100 @ AUC, peak & EfHEH, RP-TG/RLP-C ® AUC, peak & #
FABEA 2 BTz, £-ApoB100 X RLP-C 5 LT ApoB100 ® AUC, peak & IE#HBY, RP-TG/RLP-C @
AUC, peak & EFHBAN A H LTz,
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5) fTG-RP-TG. f-RP-TG/TG. f-RP-TG/RLP-C

f-TG-RP-TG i1 > AV >, TG, RP-TG, RLP-C, ApoB48, ApoB100 ¥ XU TG-RP-TG ® AUC,
peak & IEfHREIR A BTz, F£72. fFTG-RP-TG (% RP-TG ® AAUC & iEAHRES, RP-TG/TG @ AUC &
BMHENA LN, - RP-TG/TG 1% TG 5 XWX TG-RP-TG ® AUC, peak, RP-TG, RP-TG/TG H LW
RP-TG/RLP-C ® AAUC & AMEANRA L2, f-RP-TG/RLP-C |31 > AU > ® peak., RP-TG/RLP-C
@ AUC, peak & EFHES, RLP-C 35 XY ApoB100 @ AUC, peak & EFHBEIN A BT,

6) AUC, AAUC, Peak & O E[MIFIHT

TG. RP-TG. RLP-C, ApoB48, TG-RP-TG. RP-TG/TG. RP-TG/RLP-C ® AUC, AAUC, peak
B A#. nonHDL-C, TG, f-RP-TG. f-RLP-C, f-ApoB48, f-ApoB100 % 7% & L C &Hlnl
JROATEATO, HEERE 72 R2>0.5 L 7o 7o fk 5% Table 5 12k L7z,

TG @ AUC B X peak I3 TG, RP-TG ® AUC % TG, f-RP-TG. RLP-C ® AUC ¥ XU peak
1L f-RLP-C. ApoB48 ® AUC £ L O peak IE f-ApoB48 O A CTTFHIARETH VY . AAUC X EDHEEIZE
WTHZEERFMECTTHIT S Z EiXTEeho7-, TG-RP-TG ® AUC £ X peak 1% TG DA TTH|
AHECTH o7,
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§4 HE2

F3FETIE, & 2 ECRELHEEDLE O, EERHEN L RN L TRITE 20T L. BHRAH
DTN MR E 28R Lz,

AW TIE, BARIEH PN ERT DIEMEEICEY T 58, HDOWVIEHARBRE(L PR LD A X
RNY w7y =Ll ET 8 ITW oz, L, IBMOHEIETH S, BMI B L U%BF
TG. RLP-C. TG-RP-TG. ApoB48 ® AAUC EHHEARA LT, —JF, WIBAEN OfERE & 72 5 VFA
X TG-RP-TG ® AUC, AAUC, peak &HHBANA DT, MEHEM T RZIEERBES & BEENH 5
LHESINTND 49, RFEOFERNG, EFEEEANONEN L~ Th, LT b TG G
\CHBE B2 DATREMEN R Sz, £72. WH e E A EAMBEZ R HE X 20 o7, hEb Bk
7 = A MNEABENBEEERTIED 5 WIXETD TG a7 7 A LORNERF L il S Tn5 6,
LosUL7e 3 B, AWFGE CIIAEERE 23 E R R R TR A Ot SVl &R 2 i 7e A AR NEF 4
PTHoTlzd D, BEDYRZ L RT « w—J— L DOBEIIA LN o T2,

ZERRE DMK 7 V3 — AL A2 — 2D AUC, peak & IEAHBI, AAUC LSRN A b, i
% ZEMERFOMEDE R, total AUC & peak 1R <722 78, FRIGEBUSHE S IR 2 & AVRR S
iz, ZEIEREOMIEA AV AES o, FFEOHmEZ R LTz, £ AV D AUC LV peak (T f-
TG. f-RP-TG. f-TG-RP-TG L MR A LN, BED TGED LFITA A VEZE2 K TFSES
9, XD, BBBERFEICLDA VAY VEZHEOIR T, 20 A4 R Y AARBIMEIE, $712 TG-rich
lipoprotein (TRL) ® EFIZL > TH7ob 3D 9, Lo TARRER G, ZEERFO L AF  FEBLUIEL
LF R TGIEA AV AR EB#ENH D Z LRI, HOMA-IR (7 /v a—XAEB LA A
U ® AUC, peak &IEFRENZA S22, HbAle 32 TOHEHE LHHEN A bR T, HOMA-IR I3
HbAlc K VB H & 20T A RV RFIED, KV EEOE W~ —I—Th 2 RN RIZ I,

22JERs D TG, RP-TG., RLP-C. ApoB48 %, £#%? TG. RP-TG. RLP-C. ApoB48 fi & B
Hoile, ZTRNODOHBIFAETEBRY N2 NI RPCEET L72D, BB IRNZ 7@ ILInG
DEANEHCER L, HIEL TV D AEEEREZ 2 bd, 512, TG, fRLP-C 3 X0 non-HDL-
C 1. ApoB100 ® AUC, peak & IEMHBANRA BT, ApoB100 43 FIXNEMEY AR & X7 OREET R
R THDHN, FTOREZT LDL IZHFAELTWAH 728, FIT 25 L TW DB OEIHIENTH
%, L L., f-RLP-C 2% ApoB100 ® AUC, peak & EAHEIZ/RL7=Z &5 5, RLP-C (% ApoB100 %
GETNERMEL AT b URZ R O¥OfEEE N2 D, £72. HDL-C 135 2 ETRELZL AS
v MEED 55, TG-RP-TG ® AUC, peak &HAMBENRA LIz, TG-RP-TG [ZFEL 2T Fo
TG &Z/x3TZ &5, HDL-C XV ) > k- URZ 7O TG &TiEL, FELriatrr hFo
TG BEOFREE L 72D Z EDVRIE S LTz,

EEUFOHCTlE, &% D TG, RLP-C, ApoB48 (AUC, peak) |34&TEHH H & OZEfERHE T/ HET
Ho7o, F7=, TG-RP-TG (AUC, peak) I1ZZZEFFD TG ECTHIA[EECTH -T2, L L7anD, £k
® RP-TG/TG <° RP-TG/RLP-C 1ZZEERs D TG TIX PHIIREECTH v . ZEERO TG X% OIEL
LF U b TG O~v—h—LE7250, LoaFr b TG O~—h—L137320 27202 EavuREniz, £
BERGEEIC X D &L Z2ERE TG E2Y 100~149 mg/dL O#ER# Tix. 100 mg/dL Aiil O#ERE & Hls L,
22 O RNPEEIML TND Z ERREEIN TS 10, Zilversmit NMEB L7 L 52, 7T r—4
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Table 1. Correlation analysis between physical characteristics and fasting values

and the AUC, AAUC, or peak of glucose, and insulin.

Glucose Insulin
AUC AAUC Peak AUC AAUC Peak

BMI 0.199 -0.010 0.172 0.251 0.071 0.140
%BF —-0.047 0.004 -0.074 0.187 0.102 0.231
W/H 0.068 -0.121 0.107 0.109 -0.112 0.138
VFA 0.012 —-0.058 0.009 0.200 0.062 0.277*
f-Glucose 0.893** —0.602** 0.862%* 0.082 -0.170 -0.020
f-Insulin 0.182 -0.010 0.176 0.834** —0.790** 0.695%*
HOMA-IR 0.382%* —-0.189 0.367** 0.801** —0.764** 0.647%*
HbAlc 0.020 -0.169 0.047 -0.167 —0.148 -0.235
TC -0.159 0.056 -0.176 -0.057 0.092 0.098
LDL-C -0.155 0.060 -0.185 -0.075 0.131 -0.004
HDL-C -0.070 —0.047 -0.014 -0.128 —-0.064 0.077
non-HDL-C -0.131 0.078 -0.172 —-0.002 0.120 0.065
TG 0.101 0.103 0.039 0.372%* -0.035 0.369**
f-RP-TG —-0.081 0.090 -0.154 0.437** -0.191 0.536**
f-RLP-C -0.131 0.234 -0.182 0.191 -0.070 0.258
f-ApoB48 0.042 0.053 -0.034 0.190 —-0.029 0.224
f-ApoB100 -0.120 0.020 —-0.149 0.030 0.111 0.060
f-TG-RP-TG 0.128 0.100 0.071 0.340* —0.005 0.318*
f-RP-TG/TG -0.233 0.007 -0.257 0.028 -0.164 0.153
f-RP-TG/RLP-C 0.147 -0.110 0.106 0.224 —0.083 0.314*

#p<0.05, **p<0.01
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Table 2. Correlation analysis between physical characteristics and fasting values
and the AUC, AAUC, or peak of TG, RP-TG, and RLP-C.

TG RP-TG RLP-C
AUC AAUC Peak AUC AAUC Peak AUC AAUC Peak

BMI —0.050 0.283* —0.055 —0.063 —0.050 —0.138 —0.070 0.350** —0.039
%BF 0.158 0.290* 0.161 0.189 0.081 0.096 0.189 0.331* 0.204
W/H -0.014 0.020 -0.056 —0.089 -0.155 —0.188 0.030 0.164 0.051
VFA 0.283* 0.259 0.296* 0.246 0.089 0.147 0.237 0.229 0.245
f-Glucose 0.087 0.149 0.069 -0.011 0.068 —0.063 -0.164 0.084 —0.144
f-Insulin 0.257 0.065 0.228 0.326* 0.130 0.220 0.178 0.079 0.182
HOMA-IR 0.262 0.098 0.231 0.291* 0.130 0.177 0.114 0.093 0.123
HbAlc 0.069 0.111 0.079 0.034 0.096 0.060 0.043 —0.007 0.029
TC -0.018 —0.160 -0.014 -0.013 —0.067 —0.009 0.363** -0.015 0.345*
LDL-C 0.038 —-0.104 0.023 0.021 0.005 0.022 0.393** 0.051 0.363**
HDL-C —0.532%* —0.185 —0.474%* —0.382%* -0.331* -0.312* —0.363** —0.209 -0.331*
non-HDL-C 0.212 —0.082 0.191 0.153 0.075 0.126 0.524** 0.075 0.492%*
-TG 0.928** 0.100 0.894** 0.699** 0.372%* 0.552%* 0.766** 0.137 0.752%*
f-RP-TG 0.674** 0.079 0.659** 0.668** 0.116 0.463** 0.604** 0.120 0.597%*
f-RLP-C 0.700%* 0.002 0.690%** 0.528%* 0.229 0.435%* 0.935%* 0.062 0.897**
f-ApoB48 0.567%* 0.107 0.560%* 0.470%* 0.237 0.341* 0.533** 0.074 0.514**
f-ApoB100 0.244 —-0.095 0.217 0.161 0.078 0.124 0.507** 0.053 0.473%*
f-TG-RP-TG 0.920** 0.098 0.885%* 0.665** 0.396** 0.537** 0.751%* 0.133 0.738%*
f-RP-TG/TG -0.347* —0.064 -0.324* —0.093 —0.373%* —0.149 —0.200 -0.079 —0.204
f-RP-TG/RLP-C 0.038 0.090 0.036 0.178 —0.052 0.079 —0.346* 0.084 —0.300*

*p<0.05, **p<0.01
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Table 3. Correlation analysis between physical characteristics and fasting values
and the AUC, AAUC, or peak of ApoB48, and ApoB100.

ApoB48 ApoB100
AUC 4AUC Peak AUC A4AUC Peak

BMI 0.051 0.230 0.030 0.095 -0.173 0.098
%BF 0.098 0.326* 0.083 0.191 —-0.206 0.203
W/H —-0.068 0.137 —-0.097 0.114 —0.234 0.116
VFA 0.145 0.277* 0.130 0.237 —-0.147 0.257
f-Glucose —0.033 —0.082 —0.061 -0.114 —0.058 —0.100
f-Insulin 0.132 0.027 0.132 —0.082 —0.285* -0.072
HOMA-IR 0.119 0.017 0.115 -0.097 -0.289* —-0.085
HbAlc 0.169 0.025 0.151 -0.035 0.156 —-0.039
TC 0.115 0.120 0.168 0.846%** -0.071 0.840%**
LDL-C 0.064 0.089 0.099 0.946%** —0.057 0.941%*
HDL-C —-0.113 0.045 —0.057 —0.263 0.054 —0.263
non-HDL-C 0.165 0.102 0.194 0.968*%* -0.095 0.963**
-TG 0.545%* 0.089 0.525%* 0.289* -0.210 0.290*
f-RP-TG 0.478** 0.105 0.492%* 0.137 —0.320* 0.139
f-RLP-C 0.492%* 0.046 0.511** 0.529%* —0.072 0.520%*
f-ApoB48 0.865%** 0.039 0.849** 0.132 —0.183 0.137
f-ApoB100 0.156 0.050 0.181 0.992%* -0.112 0.990*%*
f-TG-RP-TG 0.526%* 0.082 0.502*%* 0.300* -0.178 0.301%
f-RP-TG/TG —0.063 0.056 —0.035 —0.180 —-0.115 —0.185
f-RP-TG/RLP-C 0.033 0.132 0.026 —0.423%* —0.258 —0.421%*

#p<0.05, **p<0.01
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Table 4. Correlation analysis between physical characteristics and fasting values
and the AUC, 4AUC, or peak of TG—RP-TG, RP-TG/TG, and RP-TG/RLP-C.

TG-RP-TG RP-TG/TG RP-TG/RLP-C
AUC AAUC Peak AUC AAUC Peak AUC AAUC Peak
BMI —-0.043 0.386™ —-0.089 -0.111 —-0.202 —-0.180 —-0.045 —-0.159 —-0.153
%BF 0.137 0.316" 0.119 —0.022 —0.100 —-0.112 —0.062 —0.083 —-0.131
W/H 0.009 0.119 —0.008 —0.104 —-0.118 —0.094 —-0.117 —0.202 —-0.235
VFA 0.274" 0.273" 0.275 —-0.117 —-0.141 -0.174 —0.038 —-0.078 —-0.126
f-Glucose 0.110 0.146 0.044 -0.218 —0.065 —0.223 0.191 0.065 0.052
f-Insulin 0.218 0.003 0.208 0.162 0.072 0.067 0.200 0.045 0.082
HOMA-IR 0.235 0.044 0.204 0.076 0.033 —-0.018 0.239 0.047 0.088
HbAlc 0.074 0.081 0.058 —0.002 —0.006 —-0.027 0.029 0.039 0.035
TC -0.018 -0.161 0.004 0.016 -0.010 0.010 —0.438" —0.199 -0.360™
LDL-C 0.041 -0.134 0.047 0.012 0.047 0.026 —0.449™ -0.141 —0.364™
HDL-C -0.539" -0.032 -0.500"" 0.124 -0.137 0.051 -0.021 —0.150 —0.003
non-HDL-C 0.215 —0.149 0.220 —0.038 0.049 —-0.013 —0.433" —-0.137 —-0.363"
TG 0.931* —0.100 0.925™ —-0.263 0.023 —0.198 0.003 —-0.001 —0.059
f-RP-TG 0.629™ 0.029 0.635™ 0.036 -0.216 —0.088 0.157 —0.258 0.037
f-RLP-C 0.702™ -0.137 0.732™ —0.147 0.002 —0.090 —0.423" —0.094 —0.356™
f-ApoB48 0.556™ -0.010 0.559™ —0.093 —0.008 —0.130 -0.019 0.023 —0.080
f-ApoB100 0.251 —0.168 0.247 —0.084 0.045 —-0.057 -0.418" -0.117 -0.362"
f-TG-RP-TG 0.932™ —-0.118 0.925™ —-0.302" 0.064 —0.206 —0.024 0.044 —-0.072
f-RP-TG/TG -0.399™ 0.147 -0.387" 0.386™ —0.400" 0.141 0.143 —0.389" 0.099
f-RP-TG/RLP-C  —0.006 0.145 —-0.033 0.170 —0.190 0.000 0.757* —-0.180 0.548™

#p<0.05, **p<0.01
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Table 5. Multiple regression analysis of the AUC, AAUC, or peaks of TG, RP-TG, RLP-C, ApoB48,
TG—RP-TG, RP-TG/TG, and RP-TG/RLP-C as dependent variables and non-HDL-C, f-TG,
f-RP-TG, f-RLP-C, f~-ApoB48, and f-ApoB100 as independent variables.

Dependent variable Independent variable B 95%CI VIF Adjusted R2
TG AUC TG 0.928 5553 - 6.952 1.000 0.858
Peak TG 0.894 1.061 - 1.404 1.000 0.796
RP-TG AUC TG 0.453 0.289 - 1.187 2.102 0.526

f-RP-TG 0.340 0.669 - 6.355

RLP-C AUC f-RLP-C 0.935 5.497 - 6.790 1.000 0.872
Peak f-RLP-C 0.897 1.025 - 1.350 1.000 0.801
ApoB48 AUC f-ApoB48 0.865 5147 - 7.127 1.000 0.744
Peak f-ApoB48 0.849 1.145 - 1.624 1.000 0.716
TG-RP-TG AUC TG 0.931 4555 - 5.671 1.000 0.864
Peak -TG 0.925 0.846 - 1.063 1.000 0.854
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§1 HM

] B - SRBRAIC LD & 1960~1970 FRITH T THARDEAEFITENIT/RY | ERT R /LT —
BOWINZEW, ZZAE<E, IFEOBRESHEM L, Z0—F TRAKYMOBIREXHD L Tnd, £
DD, Teh 1<Eixw#~%\%Eizw#~%imz\mmm%:xw#~miﬁ@\mm/v7
YADRIVTND Dy FBEL TV D R = 0L — 8 50~55%DH56, FEL Y A7 3 bK< 2,
S BT BARNDGE R OEIEIE PMERNE T DNADRBY 27 BN@m< 25 L b TnD 3,
%@tw‘E%mﬁwﬁ%%zék\4EE®EKMWiﬂk%®E%’&<Tiﬁ%&w%®f%@

A2 H D BN L T D BRKIEIIHEE & BHHEC 2T b s, FEEOTTH EITEIRL T
WOHBEHIAZ m—ATHY, 7VT h—=RAL TN a—ZAnbREREN TN D, BHEOEBRITEFEE 4
5 B KUY 0 (28T triglyceride (TG)., 4 high-density lipoprotein-cholesterol (HDL-C) &\ -
7= cardiovascular disease (CVD) ® VU 2 7 X OHEH & BE#EN 8 5, HARTO A7 v —AD{EEIT 1975
FEED S L, FICEMbEE (high-fructose syrup, HFS) & U TIERACEI KR SIcHWsND L9
720 D EEOBRATEDEHEICHENE S OEFIZTIRSHEIND L) o789, ZEDTNVT F—
A2 DOEBUIEFIZRE, BRI IO TR E WS TBIBIERPEA A BN D 1010, F7o, THERECEKIZI
T h—=Z75 20~30 g/500 mL fEH ST\ 5 12, & 2T, AMFGEE TIIAEF B AR N MDY B IS
BT 5RO H 2 77 h—2 & (0.5 g/ kg 1KH) LEN&E (0.35 g/kg RHE) Z[FRFEET D8 -
NERATEEGRER 2 5 L, JENFE 7 v h—AD[ERHEEUIE TP TG-rich lipoproteins (TRL) D 43iiks
LT V7T U ADREIZLLDEHROIEERBMEIEESEL L 2WLMNT L B, £72T7L 7 F—XA
FERL7ZL9iIcA7e—2  LITHFS & LTHEINDTZD, 7V b=k D
RIRFEI DO EBIZOWTRET LT G & 7 v 7 N — 2 2GRt RIRFHERUT, NS X UYNA
PEDORRERB 2 BIE, WESE, STV F—2AD0EHEIENEmWE, IFEAHA~OZENRE N
EEB LM LT 19,

LinL, 2RO OWEIET NI h—2ADEBZOWTORRFTLTEY, Zba—x, Zra—R kb
TNT B =APBHER STV D A7 B—ZZOWTHE L2 b O TIERW, £ 2 TR, 7/ =—
A, TNY b—AL AV B—AOQHMEBE, X7 Va—R LTV h=ARRGERSE. BB
BE - IREAGH A~ OB L R LT,
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§2 ik

1. x5

AT F—L R arty hEEEEEELNE 10 4 26558 E Uiz, $RE OB ESRMITEH 2 %= L [F
BRE LTz,

AAFGEOMGEFEIL, ~V T X EFICESE TORLZFRERARTFFAMBEZESOF®K., Kbz
Too #RFEIIE, BBROEE ., HBITEICOWTHEANIRP 21T, 3CEICE D FEZ R BT, AR
Z Ik L7,

2. HBAE

BRI, Vv a—x (FFaTAxvFL), 747 h—Z (BFEE, 27 o—=x (HH % H
Wiz, BRI, Zra—2 (G RER) (0.5 g/lkg (AHE), 7/ b—2 (F#&BR) (0.5 g/kg (AH), A7 o—
A (S #BR) (0.5 g/lkg 1K), Zva—2A+7 /7 h—RRE (GF &5 (% 0.25 glkg (K&E) & L. 10%
(Wiv) IREEIZ222 X ) BB K CIREL L 72,

3. BRIk

PR IR, SRR AR ISR VIR Y | RBRZ i L7z, £z, Ao EELZE L, 53R 4
W22 T AT 72,

PERAE ITRABRAT A 205 12 B UL EofE R, AR 1 AR DR U, BB A ol 7k, £
it 227 2—/bds LUMTENHIPRIZES 2 T LRIk & L7z,

4. HIEHH

AREBANC, R, v A b ey FREBAEZFAI L, £, B oM E InBody720 & VTR
#. body mass index (BMI), WIgAgAWTEAE (VFA) % HIE L7,

M7 nva—A, 7y h—A, A A FLEE, freefatty acid (FFA), TG. remnant-like particle-
TG (RP-TG). remnant lipoprotein-cholesterol (RLP-C), hepatic-TRL-TG (hTRL-TG). apolipoprotein
(Apo) B48, ApoB Z#iBrAEEATHS KON, £H 1, 2. 4, 6 FFRICHIEL., Zva—A, 77 h—
A A AY B 0.5 KEfI% B HIE Lz, £/, BEWIICIL total cholesterol (TC), HDL-C,
hemoglobin Alc (HbAld). Apo (A-I, A-II, C-II. C-III, E) Z#E L7, 7,7 h—A (Fructose assay
kit, BioAssay Systems) |%., AWFERICTHEEIT- 70, g @HRIE, WA T v 7 ), FFA (#5%
E. RHEE), hTRL-TG (REY =7 AL, ¥ /T A ) 1%, oORIEEE (ApoE 7=/ X A7, 7L
a—2%FR<) LRERIC, MIEEZEFE LT, ApoB100 i, lliE L7z ApoB fE7> 5 ApoB48 fif4 8 L C
HH L7z, low-density lipoprotein-cholesterol (LDL-C) {%. TC. TG. HDL-C &> Friedewald =%
MAWTHE L7z, 61270 a—2AB L0 AU A% HV . homeostasis model assessment-insulin
resistance (HOMA-IR) # 5 L7z, 5672/ ERIE, BEEE Oh) & oEZEHER#MOLE L L, £
nNENnNA7Z7Vva—x, A7NV7 h—A AL AV AWM. AFFA, ATG. ARP-TG. ARLP-C,
AhTRL-TG, 4ApoB48, A4ApoB100 L FEKFL L7, 7=, L A MUHOIEE & LT TG-RP-TG, RP-
TG/TG. RP-TG/RLP-C ZHH L7z, 52, BoNfREY, Zva—2 TLT b—A AR
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V. HEED 0~2 FFfflE ToD AAUC . FFA, TG. RP-TG, RLP-C. hTRL-TG. ApoB48. ApoB100,
TG-RP-TG. RP-TG/TG. RP-TG/RLP-C @ 0~6 £ D AAUC #H U7~ BHH LUEOFE
T2 FmEFEREE LT,

5. waMEAT

WRHENTIX, SPSSver 26.0 AIBM) % FH\ /-, HIEHEHR X Shapiro-Wilk #E X W JEIEHR i TH - 7=
7, R E WAL 1, 3 THAL LTz,

ENENOFRR O ZEMERF 3T D RERFIZE bIL Friedman € & Z40Z#:< Dunnet fiEZ1T - 72,
F7o, 4 RBRE O REE ORI EMOZ1T Wilcoxon FE D, ALY Shaffer EEIT> 7,

ETOT—H L p<0.05 zHE & L,
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§3 MR

1. HERE ORE

WEEOHE, KE, BMI, v=2 Kt > ~7 (WH) ki, VFA OfEHR, WEEEO S B, REREER
i (0 FFRE) O ZJIE L= HbAle, TC., HDL-C. ApoA-I. ApoA-II. ApoC-II. ApoC-III, ApoE L
FEA L W HEH L7 LDL-C, HOMA-IR OfE#4% Table 1 1Z/R L7z, THHDORERLY . AU 4K
itk (HOMA-IR>1.6) ® & HHHR#E . & HIC AR PR OEZEIC X 2 B (BMI=25kg/m2), XLV
HABRE(L PR DERIC I DA XA v 7 v Ra— LM%Y T 2 80RE IV o T,

2. Una—A TINT =R A VAY

TN a—ZADfER% Figure 1, 7/V7 b —AD#ER% Figure 2, A AU U Of5iF% Figure 3 [T/~ L
Toe BAETIITNY P—AZRBAL LTERLEZD, 707 b—2DOREEITo 7,

T a—2A%, 43 R E S AMEIZHE S TEIE 0.5 R CREZ R L7ey, F a3 A CTh o
oo 72, Gl & SHBRIIFERED AN A LN, GF RlRiT, Fillre G, S Ro HEE
ETholz, 7, Gk, SEBIEL. BIE 1 M b mEZ R Lz, FRERTIE, Bl 4, 6 KRHIT
KfEA 7R L7z (Figure 1A), F7=, % 0.5 FFfH] T, FRBRMMo 3 BRI~ TIRE, BH% 1 ke
T, GRS F ik, GF iBRICHE~TRfE, I 2 R <ik, FilR)s GF BRI~ TEEz R
L7z (Figure 1B), 4AUC(0-2h) 1%, GBS Fiklk, GF iR~ TEfE, S B2 FiBRrict~
TEfE% 7~ L7z (Figure 1C, D),

77 b= %, FillR, S#BR, GF Bz VT, BEREMEIZ A~ TERE 0.5, 1 KHETHEEL R
L. FaRBhi, 8B 2 RS &z R Lz, G R BT, BEGIHE. HEEE 6 Kl £ CHEREH)
ZH oo 7z (Figure 2A), 7 /b a—ADFER L (TR0 | SEBR L GF sBULE L 6 KrfH & TIH
BEOEEB TH -7z, £72, HEZ 0.5, 1 KT, G B2 ML 3 FBRIT A~ TIRAE, F 3RS S 3R,
GF BRICH AN THEfEZ R LTz, S 61T, BHEiE 2 KT, FiBrosho 3 3ABRIZH X TREfE, S R
2N G RABRICHERTEME R LT (Figure 2B), 4AUC (0-2 h) 1%, G R BRMod 3 3Bk IZ L~ CTRAE,
F B2 SilbR, GF R BRIClE_TEfEA R L7z (Figure 2C, D),

A LAY A 4B L b EMEIC TR 0.5 IFE CTREfE 2R L7223, FaBRo B3R b o
Th-olo, Gk, SFHBRIL, HIE 1M ThEEL R Lz, FRliid, S 6 M CIREZ R~ L7z
(Figure 3A), F7=. #BHU% 0.5 KT, F R B 3 FBRIZHL R TIRAE, G 3B GF #BRIC A~ T
EE AR U, 1EHE 1R CIE. GBS F iR, GF fRBRICIE~TEfE, S B2 GF sBRIC A~ T
EiEZ R L, R 2 R Tix. F iR GF S BRICHE_THERIEZ R L7 (Figure 3B), 4AUC (0-2
h) X, GBI 3 BRI~ TEE, S RERD FiRBr, GF R~ TEfE, FiRBR) GF 5k
TR fE % R L7z (Figure 3C, D),

3. FLW:. FFA

FLER DOFE R % Figure 4. FFA O#EH % Figure 5 (/R L7=, B IO FFA I 7 V7 F—2 {0
B2 TSN D, WEEZIT-T,

FERRE X, G HBRIZBW T, BIETE) SEIE 6 R £ THERZBIA LN, Fil
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Bh, S#BR. GF 3B, BEGEIMEIC TR 1 R CTE4 R Lz, (Figure4A), F7-. EH#% 1
B C. GBS F kR, S aBRIC XTI Z R~ L7z (Figure 4B), AAUC (0-2h) i, 4 i BREICH
BRI A b h- 7= (Figure 4C, D),

FFA 13, 4 &8 E b BIEMEIZ A~ TEIEE 1R CREZ R L, GaER, S aiRiT, #Hug 2 I
M HIREZ R Le, BIE 4 ETIX, GiRRBR, SHEBR, GF B @iz~ L, BE% 6 R Tk 4 5K
Bl bmfEZz s Lz (Figure 5A), F7-. #EHu% 1 Kl ©, F R G 3R, S BRI TREfEZ R L
7= (Figure 5B), AAUC 1%, 4 REBREICHERETA N0 7= (Figure 50),

4. TG. RP-TG. RLP-C, hTRL-TG

TG OfEF % Figure 6, RP-TG OfiH % Figure 7. RLP-C Of5E % Figure 8, hTRL-TG Of5H %
Figure 9 |Z/r L7z, &4 LV HIE L7z hTRL-TG 1%, Hflgik® TRL 1 TG &% EHR L T\ 5,

TG 1%, 4 B & & BHEIE SR 6 Bil £ THERZENIA L) > 7= (Figure 6A), £7-.
4 REBMICHEBERZ T A D272 (Figure 6B), AAUC 1%, 4 BBREICHEREIIA LN D -T2
(Figure 6C,D), L»L., AEEEFZWVWLOD, FREETIE, o 33 BRELXTATG, 4AUC £ HiT
EWME R 2R LTz,

RP-TG 1%, 4 R 5L b, BEEHEN OB 6 R THRARELEITIA LN D -7 (Figure TA),
Fio, 4 RBRENCA B AT AN o7 (Figure 7B), AAUC 1Z, 4 RERENCA B 7272213 B h
-7z (Figure 7C),

RLP-C i, 4 & B & b, BEGEIED HEBEE 6 Rl £ THEREBIIA b7 (Figure 8A),
F-. A RBREICAHEREITA SN D > 7= (Figure 8B), AAUC 1%, 4 R BREICAH B R EITH B )
-7z (Figure 8C),

hTRL-TG i, 4 Bk & & BEETED S8 6 R £ THREARLENIA L0~ 7= (Figure 9A),
F7-. A RBREICAHEREITA SN D o7 (Figure 9B), AAUC 1%, 4 R BREICAH B R EITH B )
72 (Figure 9C,D), L22L, AEZEIF2WVWHL OO, FRERTIE, tho 3538 & b~ T AhTRL-TG, 4
AUC & bicEvWMEm R LT,

INHETHOEAT, ik 6 M TROEEL R LIZOIIFHEBRTH -7,

5. ApoB48. ApoB100

ApoB48 DR % Figure 10, ApoB100 O F: % Figure 11 (27~ L=,

ApoB48 1%, 4 3R & b | BHEIED HEBHUL 6 R £ THERZLBNIA b h o7 (Figure 10A),
L2rL, G, S, GF &R B Cid, Bz 1 CTE—2I1C#EL, SHICGRBRIARbEEEZ R L
oo —H.FRBRTIZ AETIERVWHOD, 1IFHTE TN L, £0% 6 Rl £ T LN AL, T2,
B 4 KT, FolRaviho 3 sBRICH A~ TEfEA R L7, BEE 6 I Tk, G #UBk2 F i, S
ABRIC R TIRfEZ /R L7z (Figure 10B), AAUC 1%, 4 BBREICHEEREZXA LN -T2 (Figure
10C),

ApoB100 1.4 3Bk & & BEEIED HEBEUE 6 FFf £ THERZBNIXA b o7 (Figure 11A),
Fio. 4 RBRENCAERZEIIA LN - 72 (Figure 11B), AAUC 1%, 4 R ABREICABERZEIIA BN
o 7= (Figure 110),
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6. TG-RP-TG. RP-TG/TG. RP-TG/RLP-C

TG-RP-TG DO % Figure 12, RP-TG/TG % Figure 13, RP-TG/RLP-C % Figure 14 (/R L 7=,

TG-RP-TG 1%, 4 #BhL b, BEEMEL HEEE 6 R E CABRRLEHIIA LN ) o7 (Figure
12A), 7z, 4 W BRRICABERAETHA DN D -T2 (Figure 12B), AAUC I3, 4 RBRMICA BERAEIT A
o7z (Figure 12C), L L, AEZEITIZRWE OO, FiRBRClE, ftho 3 3R & T ATG-RP-
TG, A4AUC & HizEVMEA 278 LT,

RP-TG/TG 1%, 4 38k & & FBEEMED DB HUZ 6 i £ CTHEREHIA L2 ) -7 (Figure 13A),
F7o, AR BRENCHE R E T A BN o7 (Figure 18B), AAUC %, 4 RBRMICHERETA B
7o 7= (Figure 13C),

RP-TG/RLP-C i%, 4 & B & &, BEGEIMED GBI 6 R £ THERLHIA IR0 - 72 (Figure
14A), F72. 4 RBREICHERETH b /en o7 (Figure 14B), AAUC (3, 4 SRBRHICA EREIT S
HivZeinoTz (Figure 14C),
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§4 HE2

AW E OFEHUZ L 5 B3%HE - IFEA OB LT 2 2 L2 B & L7, FEE O 7 % HHE
WmL7=%56. BRIFEAHIIS T 2R EIIRM ThH -7,

A7 m—=AERE TN A —=Z+T )7 P —AORGERUL, RAREDOZNVa—2&THL2H, B —7
BED Mg 7 L o — ZBE P2 L E 2o, A7 o—ABMERO TN, AEETZ2NLOOHE
VMEZ/RL, ZVa—Z+7 V7 b —ZDRGEITIE, BERENTHoTo, Zhid, Zrva—2xe 7
NI R—REZNEHEEE UCTEIL, INEND L0 A7 v —20 X 5 1T/ ERIEMHE CIRIE{L
HZTLIB, RIKBINS NI, A7 a— Xﬁﬁﬁ@ﬁﬂﬁwz—xmt 7R EL IroTo b
Exbhd, Fiz, m@4/2)/ﬁﬁi7w7% 2z BB L7286, o> 3 BRI~ TAH)
DENTH ST, 7NV 7 h—AZBMERLTEGE. AR /@ﬁﬁf#%b V7=, lipoprotein lipase
(LPL) Z X 2 NEEmfinsetE s hd, HA%%<@%@FW% HIHEH O ERPBREIShZ, £2T4
AUC 2l L7c b 2 A, 2 ETOA AU OB WEPMENT L7 b —ZABETINE, B 6
ME THEREHTIERWH DD, TG, hTRL-TG, TG-RP-TG OZEBDOE ML 3 FERIZH TR E
<., T2 AAUC Moo 3 RBRIZEER, EVMEMZR LTz, $£72. ApoB48 OAENL/ /L 2 — R % HlE
@Lk%ﬁﬂ\ﬁﬁﬁlﬁﬁ CBWTHERETIEHZRWS OORM R LA RA LN, 707 h—REE

TR TH S T2A, D 3 BRI~ THEIE 1~6 BRI TER Lz, ZoZ b,
TN M—=AENERMEY RE X7 OFEAR IO E T 205, SMEMEY R X7 O 53Uk AL
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Table 1. Physical characteristics and fasting blood chemical data of the subjects.

Age (years) 215 ( 210 , 220 )
Height (cm) 156.6 ( 152.4 , 159.0 )
Mass (kg) 497 ( 449 , 527 )
BMI (kg/m2) 201 ( 19.2 , 204 )
W/H 079 ( 0.76 , 0.81 )
VFA (cm2) 283 ( 156 , 347 )
HOMA-IR 1.04 ( 083 , 130 )
HbAlc (%) 520 ( 510 , 530 )
TC (mg/dL) 160.5 ( 141.0 , 177.0 )
LDL-C (mg/dL) 856 ( 762 , 916 )
HDL-C (mg/dL) 61.0 ( 520 , 670 )
ApoA-T (mg/dL) 1485 ( 121.0 , 154.0 )
ApoA-II (mg/dL) 245 ( 224 , 274 )
ApoC-II (mg/dL) 19 (15, 23 )
ApoC-11T (mg/dL) 68 (52 , 72 )
ApoE (mg/dL) 34 (32 , 40 )

All values a presented as median (Q1, Q3).
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220 ¢ S
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0l . o 10
A -]
| E— 5
_10 L L L | | % .
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Time (h) F S GF
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f I+
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.'.
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GF 838 ( 811 , 875 ) 106.7 104.6 , 123.1 )* f 84.1 ( 739 , 904 ) 80.1 ( 1782 , 826 ) 788 ( 772 , 80.5 ) 774 (745 78.4 )

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. 1p<0.05 between the trials.

Figure 1. Time courses for Aglucose (A) and serum concentration of glucose (B), and AAUC (0-2 h)-glucose (C, D).
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Figure 2. Time courses for Afructose (A), and serum concentration of fructose (B), and AAUC (0-2 h)-fructose (C, D).
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Figure 3. Time courses for Ainsulin (A), and serum concentration of insulin (B), and AAUC (0-2 h)-insulin (C, D).
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Figure 4. Time courses for Alactate (A), and serum concentration of lactate (B), and AAUC (0-2 h)-lactate (C, D).
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Figure 5. Time courses for AFFA (A), and serum concentration of FFA (B), and AAUC-FFA (C).
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Figure 6. Time courses for ATG (A), and serum concentration of TG (B), and AAUC-TG (C, D).
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Figure 7. Time courses for ARP-TG (A), and serum concentration of RP-TG (B),

:G, ®F, AS, *GF
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Figure 8. Time courses for ARLP-C (A), and serum concentration of RLP-C (B), and AAUC-RLP-C (C).
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Figure 9. Time courses for AhTRL-TG (A), and serum concentration of hTRL-TG (B), and AAUC-hTRL-TG (C, D).
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Figure 10. Time courses for AApoB48 (A), and serum concentration of ApoB48 (B), and AAUC-ApoB48 (C).
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Figure 11. Time courses for AApoB100 (A), and serum concentration of ApoB100 (B), and AAUC-ApoB100 (C).
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G 477 ( 338 , 532 ) 46.0 371 , 54.9 433 ( 340 , 49.7 ) 50.7 ( 44.4 56.3 50.9 49.6 61.6
F 40.8 ( 399 , 488 ) 432 38.1 , 48.7 420 ( 37.8 , 49.8 ) 52.1 ( 47.9 59.4 53.4 49.7 61.7
S 422 ( 323 , 573 ) 384 31.3 , 529 37.2 ( 305 , 481 ) 44.2 ( 39.6 59.3 46.0 40.7 53.8
GF 41.3 ( 351 , 472 ) 416 33.0 , 483 39.8 ( 29.3 , 51.3 ) 48.0 ( 35.1 62.3 48.1 33.9 56.1

Figure 12. Time courses for ATG-RP-TG (A), and serum concentration of TG-RP-TG (B), and AAUC-TG-RP-TG (C).
:G, @®F, AS, GF

All values a presented as median (Q1, Q3).
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A) ©
0.04
2 Trial AAUC-RP-TG/TG
G 005 ( -0.19 , 0.03 )
0.02
> F -0.05 ( -0.09 , -0.01 )
&
& A S -0.03 ( -0.07 , 0.09 )
= . A
g 0 3
= . GF 004 ( -013 , 003 )
<
All values a presented as median (Q1, Q3).
-0.02 °
»
-0.04 | | | |
1 2 4 6
Time (h)
(B)
Trial Oh 1h 2h 4h 6h
G 0.16 ( 0.15 , 0.18 0.17 0.14 0.19 0.14 ( 011 , 024 ) 0.13 ( 013 , 0.15 ) 0.14 0.13 0.16
F 0.17 ( 0.16 , 0.17 0.17 0.15 0.18 0.17 ( 0.15 , 0.19 ) 0.14 ( 013 , 0.16 ) 0.15 0.14 0.17
S 016 ( 0.15 , 0.19 0.20 0.16 , 0.20 0.17 ( 0.16 , 020 ) 0.17 ( 013 , 021 ) 0.17 0.14 0.20
GF 015 ( 0.13 , 0.24 0.18 0.14 , 0.20 0.16 ( 0.13 , 020 ) 0.16 ( 0.13 , 0.18 ) 0.15 0.13 0.21

All values a presented as median (Q1, Q3).

Figure 13. Time courses for ARP-TG/TG (A), and serum concentration of RP-TG/TG (B), and AAUC-RP-TG/TG (C).

G, ®F, AS, GF
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A) ©
0.6
Trial AAUC-RP-TG/RLP-C
G -0.32 ( -1.99 , 0.99 )
0.3
o o F 090 ( -1.36 , -0.23 )
E 016 ( -049 , 1.21 )
S 0 @ GF 090 ( 227 , 081 )
A,
% All values a presented as median (Q1, Q3).
-0.3
|
0.6 | |
0 1 4
Time (h)
(B)
Trial Oh 1h 2h 4h 6h
G 2.38 2.00 , 281 2.50 ( 1.94 3.26 ) 2.19 ( 1.60 , 354 ) 2.22 1.78 2.33 ) 1.89 1.68 2.30
F 2.37 2.15 , 3.03 2.58 ( 2.24 327 ) 2.37 ( 2.24 , 331 ) 2.03 1.91 2.47 ) 2.08 1.87 2.71
S 2.18 1.92 , 276 2.64 ( 2.40 321 ) 2.58 ( 217 , 2.88 ) 2.42 2.00 2.67 ) 2.25 2.11 2.41
GF 2.26 2.06 , 3.73 2.77 ( 2.15 4.00 ) 2.33 ( 1.74 , 326 ) 2.33 1.82 3.00 ) 2.21 1.75 3.26
All values a presented as median (Q1, Q3).
Figure 14. Time courses for ARP-TG/RLP-C (A), and serum concentration of RP-TG/RLP-C (B), and AAUC-RP-TG/RLP-C (C).

‘G, @F,
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Framingham’s third generation cohort prospective study T, #PFEA Y U2/ HEE L 728 1%
B L 72WE tt“TWﬂl@?ﬂaﬂﬁfﬂ”rﬁﬁlgb‘ EPRINTND V, I 528 ML (high-fructose syrup,
HFS) HktZ 350 mL/HER L7256, WIBIENOER L 1 v 2 ) ARFIERFR SN HE b H D
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NEN & RIRHEH L 72356 ORI OWTRET LIEHER, 77 F—20GHEIE RN Em R, TEERH A~
DBENRKRENZ EEPLNITLT S,

LU, 206 0REIEM & 77 b= A2 FARHER L2586 OB OV TOLBEH L TEY 7
V7 b= ALISOHEE & NEE O FIRHE U LOV"C@nTéhiﬁﬁ)oko T TANIZEIR, B 28, H3E
OIENHERGRER, 5 4 EOFEEEGBROM R E 2, Bl 7va—2 IV b= A7 n—2%
[FIRHEE L 7256 O Rl - IEERE~ OB 2 ME LT,
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AT H—L R arty NEE SR 10 £ 205 8 L, HRE ORESIFITE 2 2 L [FH
k& L7,

AEFFEOMFFERIHEIL, ~V T FESICESE TORILLFEKREENMEE B AR O%EHR, Kz
7= RERE T 2013-3), #RF 2T, RO TEE, MBRTEZ OV THEANCHAEITV, CFEICLDFE
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HEREIL. B A S EALELDO LRI Va—RA, I h—RA ZAZu—RAL. JEIZ Y —A
(OFTT 7 V — 4, EEA&M) 2V, RBREIIANE (0.5¢ke) (ZOFTT 7V —24 (EIfELTO0.35¢g
kg 1K) ZiIL, Zva—x+5lh (GFt &Bk), 77 h—2+El (FFt #BR), 227 v—Z+5H
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10% (wiv) JREEIZ 722 X9 BBk TR L 72,

3. EBRIGIE, MIEWAE., WEHEST

LB FE, WEHEB ((KE, body mass index (BMID., Wigisi¥rmfE (VFA) | g7/ va—A, 7
NI h—=A A A | HEE, free fatty acid (FFA), triglyceride (TG). remnant-like particle-TG (RP-
TG). remnant lipoprotein-cholesterol (RLP-C). hepatic-TRL-TG (hTRL-TG). apolipoprotein (Apo) B48,
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7va—2Z%, GFt @B, SFt #BRICHW\ T, BEAMEIC A~ CTEIE 0.5 K CrifEiz R L7z as,
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7o, EEUL 0.5 BFfC, GFt 3Bk, SFt R 5 FFt iR, Ft ilBRicb X a4z~ L7z (Figure 1B),
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(0-2 h) X, FFt B> 3 BMERICH AN THEICEEZ R L, SFt B GFt 3Bk, Ft BRI ~T
Efi %~ L7z (Figure 2C, D),
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3B), 4AUC (0-2 h) %, Ft R B> 3 RBRIZHERTIRMEZ R L, FFt kbR GFt iBk, SFt bl
TR fEZ R L7z (Figure 3C, D),
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DGR % Figure 4, FFA OfE5 % Figure 5 (27~ L7z,

FLIEIE, FFt s, SFt alBic iV BEETEIC A THEIE 1 RHE TEfE 4R L7722y, GFt 38R,
Ft 5k i, 8% 6 R CTIREZ /R L7z (Figure 4A), £ 7=, #8Hf% 1 Fff# T, SFt B2 GFt #5k.
Ft BRI AR TEEZ R L FFt 38R Ft ARBRICHE_ TREL < L7z (Figure 4B), 4AUC (0-2h) I,
FFt 5Bk, SFt &7y GFt i, Ft BRI~ TEEZ R L, GFt 38R Ft sBRIC X TaEfEz R L
7= (Figure 4C, D),
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IRef] Crafli A s L7z, Ft 3R ik, BEETEIC XTI 6 R Taifia < L7z (Figure 5A), £7-.
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3 BRI LR TEfEZ R LT (Figure 5B), AAUC (X, FFt 57 SFt ik, Ft s b TR EZ R
L 7= (Figure 5C, D),

4. TG. RP-TG. RLP-C, hTRL-TG

TG OfEF % Figure 6, RP-TG OfER % Figure 7. RLP-C OftH% Figure 8. hTRL-TG DR %
Figure 9 (Z/~x L7z,

TG I%, FFt iR, SFtalBRIZHBW\ T, BIREMEIC A~ TEIE 4 KR CRiEZ R L7223, GFt ali,
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RP-TG %, 4B L b, EEETEIZHA~TEIE 4 B T4~ L, SFtakiR, Ft BT, Ei
% 2 RE b EEZ R L7z (Figure TA), F7z. #EIL 1 KT, FFt 3B SFt 3 BRI A~ TR B 2 7=
L7- (Figure 7B), AAUC X, 4 RBICAERBEREZTA LN -T2 (Figure 7C, D),

RLP-C %, FFt iR CO A, HBIRATEIZH A~ TERE 4, 6 I THEEZ /R L, 6 KR THRMEIZRE D
T, mEZ R LIEEEThoTe, —F, fiho 3R TIL, BIEHED GBI 6 FiH £ CHREZREZEIT
H ooz (Figure 8A), 7=, BHU% 2 FFH T, GFt B Ft MBRICHE N TIREEZ /R L, FFt ik
By SFt BRICH R CTIKEAZ /R L7 (Figure 8B), AAUC 1%, 4 HERFICHEEREIALNRI ST
(Figure 8C, D),

hTRL-TG I%, FFt B ToOH, FBEREMEIC A TERE 4 K TREZ R L7223, o 3 3 ERTi,
FEERTE ) G 6 B £ THERLZTHNIA N o 72 (Figure 9A), F7=. 4 ilBREICAHE 271X
Hoieinotz (Figure 9B), AAUC 1%, GFt ilBi) FFt ik, SFt iR IClE X TIKMEA /R L, FFt ik
L Ft sBRICHE R CTEfEZ R L7z (Figure 9C, D),

5. ApoB48, ApoB100
ApoB48 DOt % Figure 10, ApoB100 D4 % Figure 11 |2/~ L7,

ApoB48 1T, EHEHIEIZ LN TEEML 1 R C GFt B O A EE, S 51 2 KTk 4 Bk & b &l
R Lz, R 4 BT, GFt BROARMEICE > 7223, o 3R TITEEAL R LIcEETh -
7oo BT, BHUL 6 KFfH T, FFt RBRO A, gifEICR 3, @iz~ L7c £ £ Th o7 (Figure 10A),
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Mo 7= (Figure 11C),
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TG-RP-TG D5 H % Figure 12, RP-TG/TG /% Figure 13, RP-TG/RLP-C /% Figure 14 (Z/R L 7=,

TG-RP-TG 1%, FFt & BRIz T, BIEHEIC TR 4 KECEfEZ R Loy, filo 3 3R ©
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DY VT T AL RAF T RN /R & 72, RP-TG/RLP-C (28T, Z /v a— R L5 % [FIRFHE
L7256 O v — 7 fEE % 4 FFF o 3 3BRIZEE~TEin o7z, RLP-C I3 EHETE & 1% 6
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Table 1. Physical characteristics and fasting blood chemical data of the subjects.

Age (years) 215 ( 21.0 , 220 )
Height (cm) 1586 ( 1549 , 160.4 )
Mass (kg) 52.2 (479 , 568 )
BMI (kg/m?) 204 ( 187 , 226 )
W/H 079 ( 0.76 , 0.80 )
VFA (cm?) 320 ( 213 , 460 )
HOMA-IR 1.10 (089 , 157 )
HbAlc (%) 510 ( 500 , 540 )
TC (mg/dL) 1765 ( 172.0 , 190.0 )
LDL-C (mg/dL) 98.9 ( 88.0 , 105.6 )
HDL-C (mg/dL) 685 ( 63.0 , 740 )
ApoA-T (mg/dL) 152.5 ( 141.0 , 165.0 )
ApoA-II (mg/dL) 251 ( 245 , 27.1 )
ApoC-II (mg/dL) 26 (16 , 29 )
ApoC-11T (mg/dL) 7.2 (64 , 78 )
ApoE (mg/dL) 44 (40 , 48 )

All values a presented as median (Q1, Q3).
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(A) (9)
40
50 Trial AAUC (0-2 h)-Glucose (mg-h/dL)
3 ' ‘
2 30 GFt 297 ( 147 , 539 )
e}
. FFt 52 (24 , 99 )
3 o ;
= = 920 L SFt 187 (99 , 242 )
o0 )
g 3
= < Ft 08 ( -23 , 75 )
§ 6 10 -
= = All values a presented as median (Q1, Q3).
@] ™
N 9 . 1p<0.05 between the trials.
o 0 —
E
.10 L
GFt FFt SFt Ft
B
Trial Oh 0.5h 1h 2h 4h 6h
GFt 730 ( 65.8 80.8 ) 114.9 953 , 125.6 )*} 836 ( 746 , 111.0 ) 72.7 66.3 , 80.8 742 ( 625 , 825 ) 71.8 ( 576 76.3 )
FFt 755 ( 71.1 784 ) T4 749 , 855 )} 76.8 ( 688 , 844 ) 75.9 68.0 , 85.1 716 ( 63.0 , 796 ) 71.0 ( 623 779 )
T
SFt 766 ( 70.8 80.8 ) 110.9 98.0 , 1205 )* 759 ( 66.7 , 838 ) 76.3 66.3 , 80.0 72.8 ( 665 , 80.1 ) 71.0 ( 624 79.0 )
Ft 173.6 ( 65.7 789 ) 75.0 70.3 , 86.0 )} 777 ( 573 , 823 ) 78.2 57.3 , 85.6 759 ( 639 , 819 ) 742 ( 59.9 76.2 )
(mg/dL)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. +p<0.05 between the trials.

Figure 1. Time courses for Aglucose (A), and serum concentration of glucose (B), and AAUC (0-2 h)-glucose (C, D).
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6 r 10 - +
; . Trial AAUC (0-2 h)-Fructose (mg-h/dL)
3
T 8 r ’ L ‘ GFt -01 ( -04 , 03 )
= } .
=) 0 FFt 78 ( 68 , 82 )
3° o J
g 2 SFt 3.7 ( 29 , 4.1 ) ;
> S }
2 S 4 r Ft 02 ( -05 , 01 )
g a
E 0 =) All values a presented as median (Q1, Q3).
S ~ 2T
é p<0.05 between the trials.
&)
5 0 —
| 3 ot |
-3 | | | | | ¥
0051 2 4 6 2 -
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 0.5h 1h 2h 4h 6h
GFt 063 ( 041 , 090 ) 074 ( 050 , 090 ) 061 ( 050 , 081 ) 0.65 050 , 0.72 ) 054 ( 045 , 0.72 ) 0.45 ( 0.32 0.77 )
T s :
FFt 079 ( 054 , 099 ) 623 ( 504 , 7.02 )* ]5.42 ( 500 , 590 )* T2.99 252 , 3.15 )* f0.92 ( 077 , 108 ) 056 ( 0.27 0.77 )
¥ ¥
SFt 088 ( 054 , 095 ) 442 ( 296 , 5.12 )JT 247 ( 220 , 3.05 )* 1.16 098 , 157 ) 044 ( 040 , 0.80 ) 0.55 ( 0.44 0.62 )
.‘.
Ft 079 ( 063 , 095 ) 069 ( 059 , 0.76 )}f ¥ 067 ( 058 , 0.72 )} T0.54 0.36 , 0.95 )LL 072 ( 063 , 0.81 ) 047 ( 0.41 0.72 )
(mg/dL)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. 1p<0.05 between the trials.

Figure 2. Time courses for Afructose (A), and serum concentration of fructose (B), and AAUC (0-2 h)-fructose (C, D).
‘Ft
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.i.
N © I S — (D)
50 i 40 r I T 1T T 1T 1
—_ Trial AAUC (0-2 h)-Insulin (mU+-h/L)
L =
40 =
N GFt 377 ( 212 , 510 )
~ 5 30 A
= 30 - g FFt 115 (96 , 126 )
= = }
& i SFt 293 ( 242 , 325 ) t
o 20 ~ ‘\. a }
.= \ 2 L
Ei k= 0 Ft 29 ( -02 , 53 )
g 10 | =
~ N All values a presented as median (Q1, Q3).
(=}
§ o 10 p<0.05 between the trials.
0 . -]
———— e
10 L | | | | 0 B
0051 2 4
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 0.5h 1h 2h 4h 6h
GFt 59 ( 5.2 92 ) 427 ( 369 , 662 )* 25.0 (94 , 406 )* 81 ( 68 , 90 ) 44 ( 38 , 52 ) 3.1 (27 3.6
17 F
FFt 60 ( 4.3 85 ) 167 ( 92 , 176 )* 132 ( 105 , 14.8 )* 95 ( 64 , 138 ) 33 (27 , 70 ) 41 ( 25 4.8
| t
SFt 56 (4.0 7.9 ) 489 ( 379 , bBH71 )* 135 ( 11.3 , 162 )* 67 ( 55 , 89 ) 42 ( 31 , 56 ) 29 ( 26 3.8
.;.
Ft 6.7 ( 31 84 ) 93 ( 68 , 126 ) 71 ( 61 , 102 ) } 56 ( 43 , 69 ) 43 ( 32 , 50 ) 31 ( 24 4.0
(mU/L)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. 1p<0.05 between the trials.

Figure 3. Time courses for Ainsulin (A), and serum concentration of insulin (B), and AAUC (0-2 h)-insulin (C, D).

B: GFt, @:FFt, A:SFt,
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(V.y) © i i D)

[ — T
10 ¢ 0 .oy Trial  AAUC (0-2 h)-Lactate (mg-h/dL)
[ 1
8 | GFt 26 ( -03 , 44 )
T }r
. 2 6l FFt 69 ( 52 , 133 )
— 5 S +
g < SFt 85 (50 , 105 )
£ w 4T Jf
< £ Ft 51 (63 , -14 ) Uf
= g 27 i
2 E All values a presented as median (Q1, Q3).
< 13}
g 0 3 0 +p<0.05 between the trials.
=
a 27
=)
O -4+
.5 L ! \ \ | -]
0 1 2 4 6 % 6 -
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 1h 2h 4h 6h
GFt 104 ( 96 , 116 ) 120 ( 10.5 , 142 ) 95 ( 89 , 113 ) 7.3 ( 56 , 9.0 ) 63 ( 54 , 78 )*
.‘.
FFt 102 ( 87 , 11.2 ) 179 ( 155 , 207 ¥ 12.1 ( 106 , 17.0 ) 7.9 ( 55 , 104 ) 68 ( 53 , 93 )
SFt 101 ( 83 , 128 ) 191 ( 160 , 21.1 )* t11.2 ( 88 , 133 ) 8.8 ( 78 , 9.6 ) 85 ( 59 , 90 )
1.
Ft 118 ( 103 , 14.1 ) 9.0 ( 6.7 , 123 )} 81 ( 64 , 121 ) 9.6 ( 9.0 , 114 ) 80 ( 62 , 113 )*

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. p<0.05 between the trials. (mg/dL)

Figure 4. Time courses for Alactate (A), and serum concentration of lactate (B), and AAUC (0-2 h)-lactate (C, D).
B: GFt, ®:FFt, A:SFt, ¢:Ft
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A)

© ¥ (D)
0.6 r 0.8 r T \
_ Trial AAUC-FFA (mmol-h/L)
0.4 - a 0.6 GFt -0.16 ( -0.72 , 0.66 )
= i FFt  -045 ( -075 , 001 )
~_ ~ !Q 0.4
302 e e : ] :
S s 3 SFt 044 ( -005 , 067 )
= e £ 02 o
E 0 E Pt 070 (041 , 105 )
= = o0 i
B e All values a presented as median (Q1, Q3).
%) -0.2 + Tp<0.05 between the trials.
0.4 r
-04
-0.6 | | | | |
0 2 4 6 06 -
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 1h 2h 4h 6h
GFt 0.49 038 , 054 ) 015 ( 0.08 0.20 )* 0.26 0.12 0.33 )* 0.56 048 , 0.74 ) 066 ( 055 , 0.86 )*
i T
FFt 0.46 039 , 067 ) 023 ( 0.13 0.25 )* }023 0.15 0.34 )* 0.58 038 , 072 ) 062 ( 056 , 077 )
i il
SFt 0.42 0.29 , 0.46 )} 0.12 ( 0.09 0.19 )* 0.21 0.17 0.24 ) 0.61 047 , 072 )* 081 ( 0.60 , 098 )*
f s Ji
Ft  0.54 037 , 0.65 )~ 042 ( 0.34 0.58 ) 0.47 0.43 0.82 ) 0.71 059 , 093 ) 088 ( 073 , 098 )*
(mmol/L)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. p<0.05 between the trials.

Figure 5. Time courses for AFFA (A), and serum concentration of FFA (B), and AAUC-FFA (C, D).
B: GFt, @:FFt, A:SFt,
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60 120 -
i Trial AAUC-TG (mg-h/dL)
[
100 + GFt 448 (  -55 , 125 )
= FFt 1015 ( 640 , 1995 )}T
~ 30 T g L
3 <
&) . SFt 783 ( 555 , 1305 )
e o0
& . E 60 | Ft 31.0 (125 , 525 )
% 0 ; g All values a presented as median (Q1, Q3).
% 40 +p<0.05 between the trials.
20
-30 | | | | |
0o 1 2 4 6 0
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 1h 2h 4h 6h
GFt 610 ( 420 , 690 ) 595 ( 480 , 940 ) 55.0 ( 40.0 , 99.0 ) 73.0 ( 64.0 , 107.0 ) 545 ( 410 , 91.0 )
FFt 51.0 ( 440 , 56.0 ) 500 ( 430 , 570 ) 57.0 ( 480 , 84.0 ) 87.0 ( 69.0 , 127.0 )* 735 ( 430 , 99.0 )
SFt 555 ( 440 , 680 ) 705 ( 53.0 , 780 ) 78.0 ( 540 , 85.0 ) 75.5 ( 64.0 , 113.0 )* 645 ( 420 , 76.0 )
Ft 620 ( 420 , 770 ) 650 ( 51.0 , 76.0 ) 76.5 ( 570 , 88.0 ) 63.5 ( 54.0 , 179.0 ) 42.0 ( 360 , 46.0 )
(mg/dL)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

Figure 6. Time courses for ATG (A), and serum concentration of TG (B), and AAUC-TG (C, D).
B: GFt, ®:FFt, A:SFt, ¢:Ft
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A)

(©) (D)
20 r
Trial AAUC-RP-TG (mg-h/dL)
GFt 376 195 , 52.7 )
—~ (=) FFt 522 11.6 925 )
rﬁ 9
% 10 3
By . SFt  44.8 33.0 , 694 )
g &
@) E Ft 28.8 152 , 46.3 )
= &}
= 3
% 0 & All values a presented as median (Q1, Q3).
&)
E
-10 |
0 2 4
Time (h) FFt
(B)
Trial Oh 2h 4h 6h
GFt 8.0 7.0 ) 9.2 16.7 , 224 ( 91 , 181 )
FFt 9.1 7.9 ) 11.8 12.6 , 459 ( 101 , 218 )
.‘.
SFt 8.5 7.4 )} 14.7 150 , 305 ( 96 , 176 )
Ft 9.7 7.5 ) 16.1 129 , 221 ( 81 , 103 )
(mg/dL)
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All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. +p<0.05 between the trials.

Figure 7. Time courses for ARP-TG (A), f and serum concentration of RP-TG (B), and AAUC-RP-TG (C, D).
B: GFt, ®:FFt, A:SFt,



A © (D)

3 r -

Trial AAUC-RLP-C (mg-h/dL)

2 e GFt 185 ( -020 , 5.15 )
—_ A ) FFt 6.48 ( 405 , 1550 )
21 =
Eo 0 SFt 755 (210 , 1055 )
= g
o0 - S o4 Ft 270 ( 095 , 425 )
iy :
= 3
% -1 = All values a presented as median (Q1, Q3).

&)
-} L
9 L g
-3 | | | |
0 2 4 6
Time (h) GFt FFt SFt Ft
(B
Trial 0Oh 1h 2h 4h 6h
GFt 4.10 310 , 530 ) 3.75 2.90 7.80 3.10 2.80 8.80 4.80 340 , 850 ) 405 ( 350 , 820 )
FFt 4.10 320 , 4.70 )  4.20 3.60 4.80 4.60 3.70 5.30 6.80 500 , 870 )* 610 ( 520 , 820 )*
Jr}r
SFt  5.05 410 , 650 ) 5.65 4.20 7.00 5.65 4.20 8.30 6.75 510 , 9.10 ) 635 ( 470 , 880 )
Ft  6.00 3.70 , 800 ) 6.20 3.80 830 ) 6.35 4.50 8.90 6.50 440 , 7.80 ) 475 ( 410 , 650 )
(mg/dL)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value. §p<0.05 between the trials.

Figure 8. Time courses for ARLP-C (A), and serum concentration of RLP-C (B), and AAUC-RLP-C (C, D).
B: GFt, @:FFt, A:SFt,
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(V) ©) ¥ (D)
60 90 v t
' ‘ Trial AAUC-hTRL-TG (mg-h/dL)

40 | GFt 163 ( -245 , 400 )
3 = t
= = FFt 830 ( 485 , 154.0 ) | T
% < 60 r
£ 20 o SFt 533 ( 220 , 875 ) |t
o E
= e Ft 98 (65 , 235 )
— [

g 0 . All values a presented as median (Q1, Q3).
g " 230 -
N = Tp<0.05 between the trials.
-20 &)
z I
-40 | | | | ﬂ
o 1 2 4 0
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 1h 2h 4h 6h
GFt 525 ( 310 , 620 ) 500 350 , 770 ) 445 ( 30.0 , 74.0 ) 56.5 ( 39.0 , 900 ) 435 ( 250 , 76.0 )
FFt 390 ( 370 , 440 ) 415 32.0 , 470 ) 47.0 ( 340 , 580 ) 71.0 ( 52.0 , 93.0 )* 60.0 ( 300 , 770 )
SFt 455 ( 360 , 620 ) 555 49.0 , 64.0 ) 60.5 ( 47.0 , 66.0 ) 57.5 ( 46.0 , 88.0 ) 480 ( 300 , 630 )
Ft 52.0 ( 320 , 660 ) 535 40.0 , 740 ) 575 ( 41.0 , 770 ) 495 ( 40.0 , 70.0 ) 295 ( 25.0 , 400 )
(mg/dL)

Figure 9. Time courses for AhTRL-TG (A), and serum concentration of h\TRL-TG (B),
‘Ft

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

B: GFt, @:FFt, A:SFt,
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@A) © i (D)
[— T
6 15 T 1
Trial AAUC-ApoB48 (mg-h/L)
GFt 53 (43 , 172 )
4 7 }
. = FFt 114 (79 , 123 )
a9 < ;
g” w g | SFt 134 ( 58 , 221 )
= g
gz % Ft 100 ( 57 , 150 )
m
% g 6 - All values a presented as median (Q1, Q3).
<
&) p<0.05 between the trials.
0 =)
S 3t
-9 | | |
o 1 2 4 0
Time (h) GFt FFt SFt Ft
(B)
Trial Oh 1h 2h 4h 6h
GFt 140 ( 1.00 , 230 2.80 2.10 , 3.60 )* 2.55 ( 220 , 3.50 )* 2.20 ( 1.80 , 270 ) 240 ( 160 , 330 )
FFt 155 ( 1.00 , 2.20 2.05 1.00 , 220 ) 295 ( 2.80 , 4.30 )* 450 ( 3.90 , 4.90 )* 3.85 ( 180 , 4.70 )*
SFt 180 ( 150 , 250 4.05 290 , 550 ) 6.30 ( 310 , 7.90 )* 4.45 ( 2.70 , 530 )* 375 ( 210 , 5.90 )
Ft 255 ( 1.30 , 3.00 3.55 250 , 500 ) 4.70 ( 430 , 6.30 )* 4.25 ( 2.80 , 6.10 )* 355 ( 290 , 4.80 )

(mg/L)
All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

Figure 10. Time courses for AApoB48 (A), and serum concentration of ApoB48 (B), and AAUC-ApoB48 (C, D).

M: GFt, ®:FFt, A:SFt, ¢:Ft
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Trial AAUC-ApoB100 (mg-h/dL)
GFt -15 ( 2.9 , 04 )
3 [
3 a FFt -05 ( 6.9 , 48 )
z °
& & SFt -24 ( -106 , -12 )
g0 - Ft 34 ( -86 , -05 )
= .
%Q* All values a presented as median (Q1, Q3).
.3 [
-6 | | | | |
0 1 2 4 6
Time (h)
(B)
Trial Oh 1h 2h 4h 6h
GFt 709 639 , 797 ) 684 ( 617 , 716 ) 70.8 ( 60.7 , 176.6 ) 70.8  ( 62.8 77.8 72.4 64.7 79.7 )
FFt 713 579 , 176.7 ) 70.3 ( 589 , 776 ) 69.7 ( 55.8 , 76.7 ) 70.6  ( 57.6 83.7 73.1 57.6 84.4 )
SFt  69.4 61.8 , 845 ) 672 ( 60.7 , 80.6 ) 68.6 ( 577 , 815 ) 70.7 ( 60.7 84.5 71.8 60.7 86.9 )
Ft 68.1 559 , 175.9 ) 69.1 ( 52.7 , 1734 ) 67.0 ( 52.7 , 746 ) 69.1 ( 53.6 73.7 69.5 53.7 74.7 )
(mg/dL)

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

Figure 11. Time courses for AApoB100 (A), and serum concentration of ApoB100 (B), and AAUC-ApoB100 (C).

M: GFt, ®:FFt, A:SFt,
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o~ Trial AAUC-TG-RP-TG
GFt 6.6 ( -455 , 273 >}
5 o
FFt 574 (407 , 1135 )
g SFt 443 (90 , 641 )|
A
R0 * Ft 46 ( -208 , 216 )
g
A g u All values a presented as median (Q1, Q3).
-15 - Tp<0.05 between the trials.
-30 | | | | |
0 1 2 4 6
Time (h)
B
Trial Oh 1h 2h 4h 6h
GFt 53.0 ( 353 , 620 ) 487 ( 384 , 741 ) 43.9 ( 325 , 754 ) 54.6 ( 429 , 836 ) 446 ( 359 , 66.1
FFt 413 ( 318 , 448 ) 388 ( 34.0 , 474 ) 42.8 ( 32.8 , 545 ) 68.5 ( 52.1 , 875 )* 57.0 ( 366 , 1739
SFt 470 ( 373 , 600 ) 513 ( 405 , 611 ) 55.5 ( 39.3 , 653 ) 59.2  ( 458 , 749 ) 479 ( 324 , 653
Ft 51.8 ( 351 , 645 ) 498 ( 357 , 631 ) 54.2 ( 428 | 674 ) 46.3 ( 409 , 60.1 ) 330 ( 289 , 370

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

Figure 12. Time courses for ATG-RP-TG (A), and serum concentration of TG-RP-TG (B), and AAUC-TG-RP-TG (C).
M: GFt, @:FFt, A:SFt, ¢:Ft
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© o1t /
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En / ¥
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% 0.05 ol ® All values a presented as median (Q1, Q3).
0
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0 1 2Time (h)4 6
©
Trial Oh 1h 2h 4h 6h
GFt 0.14 012 , 018 ) 019 ( 0.17 , 021 ) 0.22 ( 019 , 024 )* 0.28 ( 020 , 033 )* 0.22 0.16 0.27 )*
FFt 0.18 016 , 025 ) 019 ( 0.17 , 023 ) 0.25 ( 024 , 029 )* 0.29 ( 024 , 035 )* 0.23 0.19 027 )
SFt 0.14 012 , 018 ) 023 ( 0.18 , 026 )* 0.27 ( 0.19 , 0.29 )* 024 ( 021 , 028 )* 0.23 0.22 0.26 )*
Ft  0.19 0.14 , 023 ) 023 ( 019 , 026 ) 0.27 ( 025 , 0.29 )* 0.27 ( 023 , 028 )* 0.21 0.17 025 )

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.

Figure 13. Time courses for ARP-TG/TG (A), and serum concentration of RP-TG/TG (B), and AAUC-RP-TG/TG (C).

M: GFt, @:FFt, A:SFt, ¢:Ft
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- Trial AAUC-RP-TG/RLP-C
GFt 730 ( 381 , 971
2 [
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&
S All values a presented as median (Q1, Q3).
0
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Time (h)
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FFt  2.21 1.84 , 3.00 217 ( 200 , 283 3.50 319 , 379 )* 3.90 2.64 5.46 )* 2.34 1.91 3.31
SFt  1.61 1.37 , 195 253 ( 200 , 3.10 3.37 221 , 3.66 )* 2.94 2.40 3.35 ¥ 2.22 1.78 2.66
Ft  2.05 1.63 , 238 3.06 ( 208 , 3.32 3.35 299 , 362 )* 2.62 2.03 3.31 ) 1.84 1.52 2.06

Figure 14. Time courses for ARP-TG/RLP-C (A), and serum concentration of RP-TG/RLP-C (B), and AAUC-RP-TG/RLP-C (C).
‘Ft

All values a presented as median (Q1, Q3). *p<0.05 vs. fasting value.
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