L ESN RSt TEEE ) RS X I
"o W 1R 2 B AR
THE EFFECTSOF DIETSWITH DIFFERENT

GLYCEMIC INDEX AND EXERCISE POSTPRANDIAL
FAT METABOLISM

By 4 i HLR B
hERE D ERER K8

I PO



TERE BN ES N R T TR RN L BN S AL A e O

3]
BT B8
Paterrlew tR: A MY A8 47 MY FET o
LEigpts: FERY FHALFCEHRL
VN N A Y B R
Ve RE

FGE R A AR B AT E R R L g T i SRR A 'g)z{)?:, NS
FAF AR R BREA DR o JFd Ed 2 KA RSV
AL g2 MR g Fd (LDL) 2 g R 3B B %R 5 30 (HDL)# i
TR L RV NER A ;a;’;gmﬁw o AT FFEXEHET A R,
4 3 (glyemic index, GDAEZE A1 » » {3 R S o g THEFE =~ 1 F
Hend 28 - NEaREFH2ZZEET L0 £ 5 %’éiu‘(ﬁ #: 22.9+3.0 #;
231719456 =& $8E:68246.2 2 7; VOomax: 52.944.9ml/min/kg)’  *
VR FHE O LRFEF AR 3L 0 A M5 K GI(GI=33.6,LG)x ~ §
GI (GI = 77.4, HGD) 22 ~ % " (FAST) /e » #&P~{5 3 /] pF > 3T §a 9 5387 60 &
4838 H 0 BH B R 5 60%VO0ouma o FH (S (7 v PR AL R BE (1.2g 7%
B0 Ll ga kit &4 0033 g v H/kg #E) > &8 % 30290~150~210
270 ~ 330 A ek etk 0 A AT Y FE M R L  COLR - R
fi% ~ LDL-C ~HDL-C~ = &4 i fig ~ #5875 %+F4 ~ 4 i ~ ik 48 ~ Apo-A ~ Apo-B ~
FRFFRR B AERNR 3 BB AR KA ARV ELY 210 44
2 % 270 4~ 457 B ¥ £ 8 (LGI>HGI=FAST, p<0.05) - LGI 2.2 HGI %= fit
Ho kR AT o FAEFLE PFU W PRIER L OFTT £ 18 % 30 » 45
25 15044 2 kg 3> LGl 22 HGl 2~ ;3 2@ & {4 HDL- ~ §

FMOESEARGNELRL c AT RERHET AR Gl 4§ @8R4 2T

R RGEZ NBHRETS 0 BEHE -2 RS EE R PR EA K



BipliRis g s N BRL 3 PR o

Mgz @ o #%fﬁg;: s Fodndt st BRIER ~ Pg e N o

II



Chung, Yi Chen(2009). The Effects of Diets with Different Glycemic Index and

Exercise on Postprandial Fat Metabolism. Unpublished master thesis, National

Taiwan Sports University.
Abstract

Hyperlipidemia and obesity are major risk factors for cerebral vascular
disease, cardiovascular disease, diabetes, and hypertension. It has been suggested
that exercise and low glycemic index diet may reduce postprandial responses in
triglyceride and LDL, increase clearance capacity of HDL, and reduce the risk for
cardiovascular disease. The purpose of this study was to examine the effect of
different glycemic index (GI) breakfasts and subsequent exercise on postprandial
lipid profile. Ten healthy active college students participated in this study (age:
22.943.0yrs; height: 171.9+£5.6cm; weight: 68.2+6.2kg; VOomax: 52.9%
4.9ml/min/kg). This study used a cross-over design. Each subject had to complete
3 trials. Subjects ingested a low GI meal (LGI, GI=33.6), a high GI meal (HGI,
GI=77.4) or fast (FAST) 3 hours before running on a treadmill for 60 min at
60%V O2max. Thirty min after the exercise, subject consumed a oral fat tolerance
test meal (OFTT, 1.2g/kg fat, 0.33g/kg protein, 1.1g/kg carbohydrate). Blood
samples were obtained before and 30, 90, 150, 210, 270, 330 min after OFTT.
Plasma concentrations of triglyceride, non-esterfied fatty acid (NEFA), total
cholesterol, HDL, LDL, Insulin, C-peptide, Apo-A, Apo-B, NH;, blood urea
nitrogen, 3-hydroxybutyrat and glucose were measured. [Triglyceride
concentrations were significantly different between the 3 trials (LGI>HGI=FAST,
p<0.05) at 210 min, 270 min after OFTT. The area under the curve (AUC) of
Triglyceride was not significantly different in LGI compared to HGI. NEFA
concentrations were significantly higher in FAST compared to HGI and LGI at 30
min and 150 min after OFTT (p<0.05). There were no significant differences in
HDL, total cholesterol, and glucose concentrations after OFTT between the three
trials. The results suggested that exercise may be a stronger factor than glycemic
index. Therefore, exercise may cover the impact of single GI diet on postprandial

lipemia after subsequent fatty meal.

Key words: glycemic index, oral fat tolerance test, triacylglycerol.
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FAET

Bl Diat kR
| 1o1Di l
]
bR R
ERH RN Cymax | OFTT | W ERA AR ERA LB E | EEd s —
8
& & i
! ! I D
d & a ] - &,
E 1 Py | L3 L] L]
0 & Ly T O fzn 20 min Ful mit 130 1 210 z:in
| minafter OFTT
& . R 3 Y

i k!

= E 1

= ik

M.\'.lmu'. 30 pain
min after OFTT
Bl 1 F o AR
2 ok v A
¥ = & a5

3.  Gl4a

<r

Gl & i B > 7;;37:{ A AR AE AN FEZNEE 85 77 B
£ 8.7 Kcal/kg » & 4% 1 55%## k1t &4 > 15% %% H > 30%"; % > HGI ~ LGI
B4 5 E 77440369 FAST 2 R|= 22 FP- a4 » #1F chad hjpl 8
Y S AR RSN RRFESY Y EEF VY SR E
2RI E P s Fn s (4 2) (Wuetal, 2003) 0 & R R4 30 A 4

A A
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o OFTT #

OFTIT &4 454 % & ~ o 3 7 @i - EEF- AL v > 73
1.2 g/kg *g% > 1.1 glkg g kit &4 > 033 ghkg 39 & » # & 16.5 Kcal/kg
(Hardman, et al., 1998 ) -

Yr& ERA R IREBRHEREIEAET L

BALBER 6 B R EFH T a8 (Medtrack ST65, Quinton,
Seattle, Washington, USA )+ p| £ &4 S o & 2% éﬁ—*‘ﬂ&&;ij B AN
803X 90km/h > 2 | 11E 4 54834 1.0 7] 1.5km/h g B > = 4 FFE
AP - AdEjc ke F 8 F 1% § A 47 R (Vmax Series 29C,
Sensor Medics, California, USA.)4 47 VO, 3+ 41444 Eﬁ? 238 y=ax +b(y=
# R ~x=V0y) 8 a(BF)rb(BiE) & 2§ *%'r} L
it HF £ 60% VOomay ik & o

B S ANE RIS E RS 0 X pfc‘ﬁ Ay kL N EHBRE R E
2 (VO ) e X B FHMATRAR(XFHR IR ZER) HA 3.5%
ALhp o F 3 A ABR A 25% B R BRI RSBt E 1P R A | A
FEERRIBFE ARBER I F L BOFH o

#epx 1S 5 R R A 3w (2000rpm/15 mins) 0 B Rtk A j.?‘—;‘.t% IR A
T Lo, g 1S5mlEE Y 0 B ~-80CksE -
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w % B IE P ¢ 3= TG ~ Total Cholesterol ~ NEFA -~ glycerol -~
D3-Hydroxybutyrate ~ Apo-A ~ Apo-B ~ HDL-C ~ glucose ~ insulin ~ C-peptide -
Blood urea nitrogen(BUN) ~ Lactate ~ NH; 3+ & LDL-C -

mRd i ERRACT
% > TG & % 2 1 B35

& H¢ TG Jk B #* Triglyceride reagent H-LTYPE Small 7§ % &4 %
(WAKO, Osaka, Japan) » 12 p # # it & 47 ix (Hitachi 7020, Hitachi Science
systems, Ltd, Lbaranki, Japan)~ 47 > w & & £ 600 nm &]4 & 700 nm > i*

BERRE4oT o

- 3
Internal ATP ADP+glycerol-3-phosphate (G3P)
GPO .

Internal Glycerol-3-phosphate Dihydroxyacetone phosphate +
HzOz
oA Lipoprotein Lipase
Triglyceride + 3H,O > 3 Fatty acids+ glycerol

GK
Glycerol + ATP ADP+glycerol-3-phosphate (G3P)

GPO
Glycerol-3-phosphate —— Dihydroxyacetone phos -phate+H,0,

) o Peroxidase
H,0, + 4-aminoantipyrine + HDAOS > Blue complex
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R TCER & & 2 1L E3EH8

B Jf: " TG )k & # * Cholesterol reagent L-LTYPE Small 7 ¥ 3##| &
(WAKO, Osaka, Japan) » © p 4 i 247k A 17 > sk @ & 600 nm &

£ 700nm- * B F BRIE4T G

Cholesterol ester + H,O Cholesterol esterase » Chol -esterol+RCOOH

Cholesterol oxidase
Cholesterol + O, » A\4- Cholestenone+ H,O,

H,0, + 4-aminoantipyrin + DAOS Peroxidase - Blue color complex

%~ D-3-Hydroxybutyrate s ;% 2 i* & 3F#

? D-3-Hydroxybutyrate % & #* * Triglyceride reagent H- LTYPE

.

Y

Small 7 # :##] 2 (WAKO, Osaka, Japan) » ™2 p # 24 it & 47 i (Hitachi 7020,
Hitachi Science systems, Ltd, Lbaranki, Japan)4 47 » ¥k 5 & £ 600 nm &%

£ 700nm > *EF BRELT
3-hydroxybutyrate

D-hydroxybutyrate + NAD" dehydrogenase acetoacetate + H + NADH

=N HDL- L DL-CkER s &2 it B8

I 3]5: " TG kB # * Determiner HDL-C 7 # 3% 2 (KYOWA, Osaka,
Japan)» M p# 4 AT R AT xR EAE 600nm  BAE 700 nm s v &
FRERIE 4T

Cholesterol esterase )
HDL -C+ H,0O » Cholesterol + Free Fatty Acid

17



Cholesterol + O, Cholesterol peroxidase Cholesternone + H,O»

»
»

Peroxidase

2H,0; + 4-AA + HSDA* + H;C'———— Bluc Purple Pigment + 5SH,0
HSDA*: Sodium N-(2-Hydroxy-3-sulfopropyl)-3.5- dimeth -oxyaniline

I 258328 2 LDL-C # i &

LDL-C=TC-HDL~(TG/5) (Friedwald et al., 1972)

i - Glucose )k & = % 2 it E3FA]

» Tf: ¥ glucose k& # * Quick Auto Neo Glu-HK 7 ¥ 24| % (SHINO,
Tokyo, Japan)> /2 p # 2 i* 247k A 7k Bk & 340nm &4 & 450 nm »
CEFRERIZ4T

(1)Glucose + ATP —36PD_ 5 6 p 1 ADP

G-6-PDH . . N
(2)G-6-P+NADP+ 6-Phosphoglucoin acid + NADPH + H
BE S Insulin Jk & & & 24 i\ B idH

= Tf: ? Free insulin j& & # * 7§ % 3##] 22 (Roche Diagnostics, Mannheim,
Germany) > i * Streptavidin e+ £ Anti-insulin AB-biotin ~ Anti-insulin
AB-Ru(bpy)s” > & 24 (* 8,4 k> ¢ * § 3 it #5 % &2 A 47 %k (Roche Elecsys
1010/2010, Roche Diagnostics, Mannheim, Germany ; MODULAR
ANALYTICS E170, Roche Diagnostics, Mannheim, Germany) 4~ #7 ©
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o C-peptide & & & % 4 it @383

s J&# C-peptide )k & % * 7 # 34 22 (Roche Diagnos -tics, Mannheim,
Germany) > i * Streptavidin fick+ ¥ Anti-C-peptide AB-biotin ~
Anti-C-peptide AB-Ru(bpy),™ > & 2 it 82k > & % T3 L 84 % L5 A%
(Roche Elecsys 1010/2010, Roche Diagnostics, Mannheim, Germany
MODULAR ANALYTICS E170, Roche Diagnostics, Mannheim, Germany) 4
f o

#~  APOAZ APOB kR & ZZ 1 Eisk
Rl R RIL AT A MY APO s AAFLR G R 0 § A 2 BB YK

i > T * 453k 1F 340 nm & 7 A 4T o

O Lactate Jk & =& & 4 it & 3R]

I Tf: ? Lactate & & % * Lactate reagent F ¥ :##| ¥ (Randox, RANBUT,
UK) » 2 p # 4 i* & 37 ik (Hitachi 7020, Hitachi Science systems, Ltd, Lbaranki,
Japan)~ 47 > Bk B £ 340nm C H K B RIE AT

L-lactate + O, LO—D> pyruvate + H,O,
H,0, + H donor + 4-aminoantipyrine” ﬂ» chromogen”

+2 H,O,

W PERE SRR PFREH Y PERR RE-ETE -
s PFEELEZ2 PBRFR L RS-pET B 2 OFTT 14 30 4 485 OFTT
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330 A4 6 BRETE BB BT Z &850 ﬁé\;‘?
Ev T ool T o FAER OFTT £ 15 % 30 ~ 455 2

gi
Jm
94
4“
_\,\
-k
\_

B s g EE 07

-8 R a4

T RN EAT R P R R ) e TR 2 T
B APRA LT A FEREFOFTIT 8 6/ BFHF L RiGRETE S 2
A3 FHEHEF -~ el AFRF X iExBERFLE RN
Ryan-Holm-Bonferroni j# i {7 % {4 +* i2(Greg, 2002) -

R AR BRI T T RBEEAHT T PR T ZEH W PR
e~Hw M- ER L FECF RV RT R 7 H
F]+ %R B driE B F K E 5 B2 Ryan-Holm-Bonferroni j# i (7 & {8 v iz o
MR E R T 5 a<0.05097F #cdp w22 % SPSS 12.0 for Windows ki3t 8

LA
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*‘;%ééiﬁpﬁ#l ok 3o A THE R 10 L E8L 226 + 27k P F

171.9¢ 5.7 =4 > %€ 5 682 + 62 =7 > BMI 5 23.08 +

% 529 + 4.9 ml/kg/min °

)
Iy
L4

N

%~ TG kR %1

2.16 ’ VOzmaX

Pl Ak 2L PR B B TG R R ARl 20 PR (p<0.05)2 PR x
¥ P2 fs(p<0.05) 5 F B F £ R o = fiael & OFTT B4t - TG k& % B 4

A #FF 3 OFTT t6 90 ~ 48 > 3t OFTT & 210 »

AHE  #LGI §

57 %% £ B (HGI<LGI, p<0.05) > & il TG kR -PF B2 % 87 & 4f 4o B 19

LAEMY AT AL EEELE (p=0.066)-

=

CekR i

LD
o & A e LDL JE B 4B 3 PR ST ~ il 2B %2 PR X i

B RIOERF o Tia T o LA bERIEY 0L IDLCERER
R LDL-CERFF ™2 398 18 90 » 418> ] B4 5 b 2 endgd -

%~ HDL kR g

ok & L PFRVELHDL-C kB4Rl 4 PR AL $ lEF LR
(p<0.001 ~ & 2 238 (SHDL-C kR & P& § B> OFTT B BRI A ™ ' >
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TUHEBREFIRE210048 0 LR AR RN EREFLR o

B2 . NEFA ik B % i+
PRk APERELNEFA R R 4B 50 Bl e s BRI - B X
P ¥ AT 0E F R E A B (p<0.05)° = fEiLE BB E S R SR ik B
FlEF > OFTT & 1530 a4 Fld i 2 B4t 25 & il ¥ o i)
% (FAST) %= OFTT % 4 30 A 4548 % % * HGI &2 LGI 2(p<0.05)> ¥ &% {4
150 4~ 4847 % % ** HGI 2(p <0.05)° iz & fi% ¥ NEFA (R B -FFRF & T 5 4%
4Bl 20 - EFEKELR o

T~ d kR g

WO Hid o= i TR ORAR: > EFFLGHEFL
B (p<0.05)c= fh ek PR b ey b JE R W AR EFRBE Y R 4
W L EE A BRI EREF BB o M A4FF T OFTT £ 14 30 485 &
MBL o 2 WV EE P o g4 (FAST) *t @ # (5 ~ OFTT %4 14 30 ~ 45.% »°
HGI & ~ LGI & (p<0.05)> @ & OFTT % {4 150 ~ 48 > HGI ‘o4 4 LB B
% FAST 297 LGI & (p<0.05) ® % 330 ~45pF » HGI %4 ¥ 8 ** LGI
EREFLE (p<0.05)-

> D-3-Hydroxybutyrate 7k & % -

B 75 =t ch " [k %8 D-3-Hydroxybutyrate Jk & 0% i* o = fli e
B OPFR R T8 Y88 i D-3-Hydroxybutyrate Jk B £ % B I RANEH{S 0 T
BOFTT RSB 4T %% 00 o4~ Bin bt 2 oi8d (6% 04 45 FAST e8¢ %
% > LGI 2 (p <0.05) - D-3-Hydroxybutyrate jk & -P% [ & 53T 6 4% 4o/ 21 -
Lol fFakEELE (p=0.055)-
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AN Glucose ik B % it

85z ALK T W FMER RN d BT o & OFTT 15 30 4 4
90@4@;3@@%?%@ B EH 00 A EF AT T T AR oA =
FB B P RE Y b AR F LR o

3~ Insulin ek B % i

WO S &z fhkh TIERR Al Bk R-pr Ao
#fs (& 504 48) Bant 252> OFFT £ 18 30 & 481 5] & il &

BEL2 AR TR PR BF T F AR o A A R E R AR

&
4.).

E- C-peptide vk B # i

B 10 % = f}fct’ C-peptide %7 Fo i ™ ¥R )k B 1 o CrPLPken
ER-PERY RBELE 2ERE-FFF Y B AR 0 L AR Y OFTT
EH 30 A48 % 90 A4 L Cpeptide BB 2 BB & £ % 90 AdBis R
PITEAAER A A R AR T AEFALAR -

4~ Apo-AckR R
Bl 1155 %7 Apo-A v = flfid T kR R 1 o = ik Y OFTT
6 Apo-A DR B T Ap i o b BEeh® Y 2 ROF SRR R 4R1T o

THE Apo—-B ek & ®1

Bl 12 50 57 Apo-B 0= fijkeh Tk R R

% "1 2 (FAST) £ LGI
Eeng g E I OFTTO # 45 > »t OFTT 6 % 210 #4513 % = X% (& o

@m LGI 2 OFTT & % 330 ~ 4875 & ¥ % > HGI = (p<0.05) -
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R 3R Total cholesterol =k B % i

B 13 5k % S AR € 1 0 SR 2 fikl 08 OFTT 9 i8 hig
EERER R AR T AL > LA BB OFTTO A4 B 4™ % » 3
OFTT 90 &~ 453] 150 ~ 4 d I Mg {6 » RinBE R aw 2 o

R o NH3.BUN ~ Lactate sk & 8 it
Bl 14152 16 # % 5 o % # NH;» BUN - Lactate ** = fi e ™ ik &
Rt 2 EE A @ OFTT # S ERR T REFLE

tals
4

CLERER L)
Bl 17 5 4 WEIp? 53 P30 el TR o 2 il B

OFTT s féerigh»g it mbg ¥ £ £ o
RN USRI SR

Bl I8 & # Mfchp? AUk £ F P30 il Tt £ fi/al
B> OFTT s fseip-k iV £ 5 P alg ¥4 B -
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AT BOLIFEHE - R Gl A4S Z8H (SR 18 7 5 i e
FooAEFRL LGl 64 B TG ik & 2 HGI e FAST gl ¥ £ 3
» LGI 2% 165 % NEFA kR 2 & 15 HGl (2 & 16 FAST e @B ¥ £ 3 -
W S SRR R R T i A Gl & & B A ER R

ToRgE Gl EHE L AR ARFRE
o & A

B e ek SRR o R R KE AR fg b R > Aldred ¥
(1994) 8- 12 £ 2 2 » 121 39% VO i #> 2 /| P i@ befrflie » i
BB ii e TG A2 tg R B F MOt 4] e - Katsanos % (2004)F 3
dadpdl s AR AR TR 65% VOgpen i P ARECT R T R E R
diprdlie s B TG ¥ BTG FRF L K Gill 2Q00D)F=F 7 > &
TR e B R B 0 217 50%VOoma BE 1 o) P2 E S R 15 TGk
Bt frdlie(@md@d )t > 18% - 113582 mw;%’ BEIREH T E LG AR
B gk R 0 BB L PpaFRMAVRE .

fARE R R g A B 2 gt iy Edin
ArT™ o M Gl A& S+ ' KA S Pg t 2ty & - Tsihliad % (2000):2 % = 3|
WRMLESFETHE 0 4 6 %7 k&S (LG HGD » B# LGl & (G
® 61-67)# HGI 2 (GI & 121-131) TG # 57 & % 4 10%>Liljeberg £ (2000)
10 FREEXFEFEBHE SHROHFHI R GIASH 4L OGTT %
frip N F R 25 H - £ LGl 4 5 > 4>t HGI 4 & » & OGTT
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BRI RMATGERRF I c ey BT EEFA~ LG4 a8 ¥
T RS B R Sk mh Y AIFR S A e LG 8 4 r o H
3% % 15 TG it 4 2ck Pl P AR

%%iﬁﬁéﬁ?%’ﬁﬁﬁm%%ﬁﬁ%?H%@%%i%iﬂiw
BT e g LG 6 2 A P TS Ht s R B
Febbraio % 4 (2000)148 & i R4k & i £ 2 % > FHEH D /P 7 P
GIE et & » $50 7 06 R b % chB 8> 4 S #EFHGI(S £ %) - LGI(E4)

&% R (GI =522 %k 4 ) 15304 48> 32 770% VOapeax / 1204 48 > 3 ILHGI
' A i 5 15 NEFAE B M LGLE ¥ & F & 2 o Wee % (2005) 45 3418 # % ih
LGI& HGI 63 & 4450 vod i S Spen@ 8 7 L Sl enig B § 4 653
pE A B HEPLGLHGIS & > LR R ST @R EAPFL 2 3% > 2% 4
7 LGl i& &> ¢ NFFAE B B ¥ 3 S HGI AL} & o 321540 (20060)4% 41 % b 4
50FHKCYOLREIPREFZ A2 RGIESEER N » Bl BRI
B ts o R en% Y o & % Bom 0 LGI+EX & 2 HGIHEX (0% (5 TGk B 43 LGI
P HGlE « FFEEL ALV FEND 4 R KRR FIEGIL 8P £ 4
LGI4: & it ¥ :"&'»Lfgﬁ}ﬁiq+\1)&)§i(TG)° IS JCIGNER RO P 2
Gzl @ m 224 32 1k L) » HGI4k & Bi@ & 15 (9TG ~ NFFAE B v i<+ LGI4k
AV v;;wﬂ A AR > BRHPFTGENFFATER R P2 AT %
g o F]pt T rdach 0 EE R RF G RS R ST S 0 Q87 R Gl g T

Xg;\m;g P%E;‘;ﬂgggﬁauzgxggj-o
< - 2o 2
¥ & %

2T R LB @R R J]g(t’ LDL ~ # 4 HDL }k & - Alam
FH A

£ Q0045 % g § R 4~ 50l DMIL Rt B8 5% ¢ # 18
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T =K 70% VOomax 738 & 5 drd ] 5 T U418 H > 75 8 PR E LR
R SECECE S R A Y %ﬁﬁvﬁ/\%&?*ﬁ#ii TG~ VLDL fes %+
JER o @ Magkos % (2006)f] B @ it (Tt 0 TSR AIL T L EER
AT B H R KRS HEFA LB 60% VOopea #if 2 1 B0 o 22 ik
SrrdlEc ERERIELT - ¥4 8% >~ 7 LDL 2 HDL £ 4k
BBt o EhrairdleFiralfF L o 7Y o d @Iy VG
LR G F 800 0 0 e BA o ] ok BT E R 4 0 ki

-
¥ -

e é;giem;] LGI 4 & ¥ it 8228 HDL-C ~ LDL-C #9k B ~ % t§T *%
< gt B en 13 (Jenkins et al., 2002) - Levitan ¥ (2008) 24 4§ % ¥ it
BIBI37 FAS i b A2 kA o BrRRIREF A LF KA 2
Gl g » s EHEL R IAEFLAT AL HFRE 65 GL B4 > P ZHPE
HDL kR #® > @ 2L LDL ER*E S 1 Gl Ea + 2 - Jarvi & (1999)# =
Gl S B R F B XRIF 420 LBfRBRLE - 27 5 ¢~
P15 9 F k% 2R EA A GLESH £ 24 2 chik > BLET
Frmfs— XA F P RSBt o BX kT LGl A s o ¥ A {8 LDL ¢
R L R E e RV A - LGL A S A PR R E
@ ¥ ' M Jt? LDL 2 ¥4 HDL } = 2 ig A -

f Gl 4 & 21386 2 3 (6% #1500 i e ?f,%w » L4 (2006)
6 LERETBLIHE i 2F GlEE N N HEH
oGl A 8 i@ d 4t g N SR T 69 %

FRET Y 0 37
tsx4 OFTT BBH (55 iR
it o B %A 0 LDL-C JRA %1 B 15 60 »4apF » LGI 2>t HGI
# > @ HGI-EX & LGI-EX FPRla ¥ L% c FEEI A 74> B ux



e Gl & 88 (73th » Fa v '3 ?iiiffgt‘ LDL )% > 3% 3 HDL k& ; fe
AED A AT o hwm G A 82k PIARFE > FH e P Gl A 8 3B (87 k-
GOER R R Aok o

Harrison % (2009)c%7 7 474k 21 ¥ — B gLEE : OFTT o crjp| 7] 38 & 3¢
" 1< TG ~ HDL-C sh3Z3miE*0 35 < » A7 &V 8 Lt B ¥ Myl 2] 8 d 12
Bk EF G & NE RERLF R Z Rl AR ABREH B
F AT PR £ @R e HDL-C hASEH e aMEFLE - TX4H
£

T FiBEeid S i B E R R B 0 @ Eh A Bt & sk

3

o

PSR _g.'i’ﬁ vE

R & RUKT B R

Coulston % (1984)4F 34 4EP 7 454 ALK * &4 cn@ o 30 8 (5 0 B2
WG FEORE 8 FRELEFRAES G e Rl B RAK L
AR RALF A BAJIEE A RBRGLRDEL B
ﬁ$(ﬂﬁﬁ5%§%ﬁ@*ﬂw3&%%’%§ﬁiﬁ£%%%§@1a

F LB F LB o Lilicberg %(2000)7 10 £z f %4 52 4 o 7345 -
=t Gl 4 & ¥+ § § ¢ B B3 (Oral Glucose Tolerance Test, OGTT)% {4 n
i 8P 774 Bm OGTT 5 LGL 4 & 4p >t HGL 4 & § feisenii 4% ~ 3%
FRAR VB Oy A H- RLGIR SR Behd g R A2
[ g

Jenkins % (1987)4F 33 & PE R 7 b Gl 4k 8 en /i » $30 D f (X 32 J 58 F
g B T LL Y e 70 A% (HGL # LGDE 5 9 2 % » il

\F‘lﬂ B

IS
Boien R 5B TFHKS24 RN C F I (C-peptide) 3tk
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B LGI 2l ¥ M HGL 22> B F R AR LGl 487 %K C F o3
vk R 5% ) ATR A o Bouche % (2002)8L.% 5 i¥ LGI ¢ HGI 4t & 4 »
AR AP 1] LREEBERFEE T &Y PR GLA
G4 LS5 LGl HGL qa v - B feerh § ZIRARY AT & fEBE F | -
FLEI T TG LGl A & T R o AL RAR R o

b Gl & e@d 4~ 73 ¢ > Burke % (1998)1 6 % ik B 5 i ehyr
By @d f o FER S 3% il e(Z ) HGL 2 - LG & ©453
w3 e Gl 4 & TP ¥ A B Eh 2 P R o BIRA S 2 ) i

7 70% VOomax %ris B 85 > T BRI w p RHH L o Sk Bg7 0 @ H
VAR EERE LB R A LR -

P e pditgh o AP RS SR M 2 T Ehel 4 % R 2 C
Fledn >z ? ch2 B R By algygit > 2 iLg$ipis P&
$oin i x g1 GL 4 ¥R R B $ 0T BPS AT o m R L Ak

Bengitodin A9 5§;J+)§#ﬂ§z,ﬁ B okt E i E PSR AN B e

Yz &

C"l(‘

T o A

Talanian % (2007)12 8 & 5B & (29 87 2 ¥ 3
PO RRAETFER2EHAMADPE R TR T RFT 60 L4
60% VOopeak %l & 38 P15 o 7 F IR AT YK 2 FH Pk > Fd e
vk b Sl e % B 36% o @ Melanson & (200287 ; BLE 16 LB ¥
ChH- XA REFRR T(FRAE S MRAEAERFHFTH ) ER 24 )
PER i BN e B R M MRKL AP G 0 s BER g

rAlm A AR RE LS R 0z mE R F LR o Petitt £(2003)11 14 % it
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—

Bty f i Rk(H - SEH A ) il S ERZ G
Wh o A FHEE S A R SR T B AR 3
6/ | PEpE PFARFLR cFEFTEFATZRR 0 FRRE 1 Fant
BIHEEY E R REFL AR ARG R
FLERLEH? JRADLw c FE A AF RPN G > AL H -
ZERA 0 TERBOFTT (%05 Leh B B hn i 7 B 500 &
Ed B g

GI 4 & fi » $22 OFTT % 15 b7y 5§ 1+ F s ¥ B 55

A Gl Bisa BRA#3 a0 Ritz 3%(1991);%@ ERFIRIZREZS A
P GlEad  JEEUEREAFIDLE - FHRNO FREEKET PESRY
FAESRAE (5 S0g pEsg)  ERER 6 BEORE RS T TR
BEOKCEFE L RBEFNT ERE R 3G o A R ANEL
B oREGLESH4 G N> 1;“’ » Stevenson % (2005) ™ 9 LR 9 A
e XRFELRE2R PR%ESZEMHGI-LODEE#F#RL 3| pF o B
Bior > Bigipg X A3 @ik LY > LGI 23 * HGL & sk it &4 F
LHPLGL M HGL e 5 b ¥ 5 LGl 4 6 g A RE Y % 4 2 %
M RiEPHF P FRF -APIEDLS A > > 2T RBIIFFE GI
GAEREUEEEFRAT RIEF LR > PIPging L F7m s

@

b GlA 8386 4 » 75 ¢ > Wu %(2003)4, &) LGI 4 & 7 3§ 4c # 5
#:¢ NEFA § it > S Mp-k i S F 0% o 19 iz P e
P GLEA B Z 7737 ipls % > R ER 1S 3 RRES S LSy 4
A BEFR LGl B S ehi@d i £ KR ¥ gipf L iFLda
R E 7l HGl e B 15 3 % § 2 f 3 m Bl @& @ fgipg it 5w

T HR FHEL T o Stevenson # (2009)FT 3 r g AR R AT P 8 Ltk
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g 9k F (Y & g 3 HGI %2 o @ Trenell % (2008) 1 7 &4 20 urik & iF
oI Gl A S hERH Y DR ABEE . 9% Y & - » HGI
& LGI & >
P

—’r
R oFEtHERF VI AP nEHA A ET H B E VAL RS

ZE2 IR R BT = 90 A 48 T0% VOopea i 2 38 H o
»@# 7 HGL & LGl g m gk it S35 - 55 B ¥ 4
:’:‘J

i

PR 4825 LGI AT a FPLE 2 M afln S 24 fsrgpg
Hte o MRS HER A ET g 0 o LGL 4T 8 R (52 1 B R Y 7y
& Ap gt HGI’%'K%&W W E e DR - BB duT g P P4
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