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Abstract

Ingestion of carbohydrate (CHO) and branched-chain amino acids (BCAAs)
before exercise might improve exercise performance. However the effects on exercise
induced immune stress in hypoxia environment are still unclear. We recruited 7 health
adult male( age: 25.5 £+ 0.6 yrs, height: 168.4+1.8cm, weight: 69.86+2.8kg, VO2max:
38.2+1.8ml - min"' - kg™) to participate in this study.

All subjects completed 4 experimental trials, BCAA (ingesting BCAAs
12g/250ml), CHO (ingesting glucose 75g/250ml), BCAA+CHO (ingesting
BCAA+glucose 12g+ 75g/250ml), PLA(placebo 250ml) in a randomized order. After
overnight fasting, subject were asked to ingested the test drinks and rest in the
hypoxia chamber ( O, 15% ) for 60 mins before undertaking the exercise. Subjects
exercised at 50%VO, max for 90mins on a cycle ergometer, then the intensity
increased to 85% VO, max until volitional fatigue. After exercise, subjects were asked
to rest for 2 hours in the hypoxia champer. Blood samples and saliva samples were
collected before exercise, at 30min intervals during exercise, at fatigue, and every
hour during post-exercise. Plasma samples were analyzed for IL-6 , TNF-a , cortisol,
insulin, and glucose concentrations. White blood cell, lymphocyte, neturophil
numbers were also measured. The results showed that there were no significant
changes in plasma cytokines and saliva IgA during 4 trials. White blood cell,
lymphocyte, and neturophil numbers were increased following exercise. The current
results suggested ingesting CHO and BCAAs before exercise in acute hypoxia
environment did not change cytokine secretion. However, the peripheral white blood

cell were increased.
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= 2 X & & (Nielsen & Pedersen, 2007) -
LR HE R GRET T UK sk IL-6 ¢ kA

(Pedersen, Steensberg, & Schjerling, 2001) » %A & & iF 42 ¢ @&

=z 3 > F %?5“57'13:,%%" » IL-6 ¢ jE& 5% ¢ E_%‘a L L N
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Ly s m % R OF L Y 30% IL-6 kA
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= % f# % IL-6 > 4 f iF # {4 » @ 2 4 iF # ¢ (Lyngso,
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TR F AR R ASEREARLY > 4 ER D F KRS g
(Nielsen & Pedersen, 2007) » @ IL-6 ¢ #° 4] TNF-a 9 & 2 -
oM % X F B - (Petersen & Pedersen, 2005; Starkie,
Ostrowski, Jauffred, Febbraio, & Pedersen, 2003) o & iT # ¥
B R TNF-a k R chf 4 ¢ 2 &% § F 2 dn > @ & & 97 &
4 e IL-6 ¥ 2 Fr 4] TNF-o0 @124 = (Petersen & Pedersen,
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# % * T ' (Nieman, Johanssen, Lee, & Arabatzis, 1990) »
Tiollier % % (2005) 9 %% ¥ & B B> FH B &3 % B 3 R
F Wt oo R IgA kR € T 'F (Tiollier et al., 2005) » & &
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= ¥ Nieman, Henson, Austin & Brown (2005)«# 7 > 4
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cells)~IL-6 % & & & % 7 B F h M 4> @ 2 @& 2 jril 3 2
P o T G R AR R 60%~65%V0 2max E & LT
Bk F LA w4 > % K URTI #h# 2 F (Nieman et al.,
2005) = 2 4 Matthews % % (2002)eh i 7 % & v & > H 7
547 =B R A G H %> 49%E & R ER R LT e
'Pé«‘fﬁﬁf?‘ﬁéiévi&\%‘?’%}F‘Iiiﬁ,)i@‘z‘ﬁﬁ?ﬂ*@ '“ﬂf‘aﬁ URTI
R oy DER hET R F DML R w4 (Matthews
et al., 2002) o

IgA £ - A ATk 9 » 2 8 A dbmue + » ¢85
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LA ke o HEHRE A T v ER B MY RS E URTI
g 4 F 3 %7 oM % o Neville,Glesson & Folland (2008)
hEm g o kR Y IgA Rk A S F o ¢ K URTL s e & F
m % M ¢ W 4 URTI &k *& (Neville, Gleeson, & Folland,
2008) ° IgA kB fvkip ¢ T ¥ B @ > Bl %> N4 R G R H
oA R L F@HR G RERVRDER R A
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Hendriksen, & Holewijn, 2001) = » 5 # % 45 & » ™M § T & #
FLH e Y gh g o4 APFRF N RN &R
Pomi g 3k 4 & % (erythropoietin, EPO ) M & & = % 24 = >
¥ oA 4 F B R P o3 & i F B (Levine &
Stray-Gundersen, 1997) -

Levine & Stray-Gundersen (1997)m 39 i ¢ £ FE 3 i@
R o & hz e lpdlE s 3 AMMBRE(LHTL) Y 3 & 3 R &=
(LHTH) > &£ 7 13 %3 % » 27 2 % &M F % B Y 2500M
T R4 4% 5 %% 4% R LHTH 24 LHTL &2 5 B = % 3
0 k=w sk #kE ~ & k& % (hemoglobin)fr EPO % § & ¥ 13

4t o Wehrlin, Zuest, Hallen, & Marti(2006) > = iF 7 #f i a1 §F
oo 17 =R Rl oA s 2 Bl g i Mie s
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% (Mazzeo, 2008)c iz ¥ ™M % K P F F M F ] g H T o R

WA Foeh o 4 FP T B DM T R %
AL RA
b RB TES LY i IL-6 § & 2 > IL-6 G H e

g FHF L F A
VEGF) it * @ 4

=

% %] + (vascular endothelial growth factor,

(=

4 & & ¥ (Motro, Itin, Sachs, & Keshet,
1990) > 1L-6 + ¢ @ 4= EPO > 4 IL-6 # + p & & # < EPO
¢ # 4 (Faquin, Schneider, & Goldberg, 1992) -
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FEEFPFAH S > TR AN RRE EH LY S
ﬁf@:"’fﬂ?&ﬁ?é’%ﬁg"iﬁ%‘*%ﬁ“ i BT % s Mazzeo % 4
(2000)F= 45 &0 2 ¥ [ 9% 4 1) e B ok IL-6 3] & 2 ¥
IL-6 & 22 % fo e 2 B B 0 > w % 3% | M 5 7 ¢ 3 4 IL-6
1 K 4 0 ¥ 4 P-Adrenergic B IL-6 € & ab 3 4 > F] I
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L REEHTTERFDHES AR FFRLT L ORE B
s 8 € 4F F 3 4 o F A a-Adrenergic ff e #r pF > IL-6 £ € i
b 4 o d o W F OIL-6 G f % E_ % 3] 2 R f MR R I
(Mazzeo, 2005) -
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My s G5 207 3R BE(15%0, 7 )2 3 83 B 2 (12%0,
FRE) A E AR AgY LA R E X - B - T X
MO N AR N BB M F AR YRR R R 2 E R R
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IL-10 enk R 33 B FH 4 > s 29¢ 5+ #F3F &7 8 F H
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F R
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# ¢ w & v n # E (Achten & Jeukendrup, 2003) -

Brundle,Thayer & Taylor(2000)7 % 2% ¢ > 17 = X | ¥ om
IR AT EPF(EREFTIR)EZTEHE S B2 F 5B
A £ 4 W 5 0.4g/kg *e » 250ml ok P E OB X TR
MR R 2 AL BB FF D - ) BFE
G fe 2@ H P 20~ 5090 ~ & HFE B 0 11 T75% VOo2max (3 %r
B2 &I FH BFFRGERLECES DA 8 F
R P REFFNLIEAE B LR K ST ok
mt 4 i # pF F (Brundle, Thayer, & Taylor, 2000) -

2y MERB T EHEBRRL L P RN R R

¥

R FEY A FRE R A FEE RS T
$O L B on h RS E S D E AR BB oA AR kT
¥ 0% sk B & o0 & 4 (Achten, 2003) > & i A §
Mok BB K L FhE P o TR A E R R LR i

R f‘m

(Glesson et.al, 1998 ; Costa et.al, 2005) > 3 # 3 % R > # B>
BEOK YA T o R S g Y glutamine £ 0 F o B K

LR B F R " ™M cortisol #14 ;& (Bacurau et.al, 2002) »

% Glesson % 4 (1998)e = 7 ¥ & HF M > F H#EP> M B L 1L &
g $oo g% T‘ﬁf’ﬂ?ﬁﬁ?ia’iﬁ)@vﬁfiﬁ]{fﬂ cortisol ¢h
kR EHRB LR OREFHEFFHRAMS DR DE R ]
A F G e AR w e

Bishop % % (2001)eh#= 5 » 0 12 = 9 f j = 8 & & B
P¥ R e X P KR R - X BT - B BT - )
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oY oB oW R ER % - v = X A W% S F (HIGH trial) »
gk v & FH (LOW trial)eh 4 & » % 2 % 2 (7 1 B ] FF 60%

R

Wmax e p {7 8 & & > ik 4 - & (6 L4 a > % o % % F RE

44

# {4 ¢ cortisol JE R & % A v r X F Howm 1 o) PFEEH LR
0~1~2 ) pFenps FF g + > HIGH tria ¥ ™ % LOW trial> (Bishop,
Walsh, Haines, Richards, & Gleeson, 2001a) > & ¥ - B F %
LANDUS S SN S £ B TP S S s Jf: P m %2 % (cytokine) i F
B 2% R Ase X FHF i 012 FaopF gt »LOW
trial = JJ% ? e IL-6 )k B B ¥ 3 > HIGH trial » = &_ 1% H R s
Rk E R R IL-6 B P LG T B F R
(ctecholamines) % * IL-6 & # % & #& 5 ¥ 4 < (Bishop,
Walsh, Haines, Richards, & Gleeson, 2001b) -
Costa % 4 (2005)17 32 = B i % & = 55 4 L chat 4 4 &
g

LA N O SR I R s S O R

it & % (12gCHO kgbw 'day )% > &% - ¥ h? % > % B 1
¥oA G E LE RS aoER P cortisol 3O F M 4 > oA R
P IgA R R G TR AR 0 A AEBF R K L P PE R
A » cortisol % ¥ 0™ % > @ vk ¢ 5 IgA Bl 3 B ¥ 1+ B

(Costa, Jones, Lamb, Coleman, & Williams, 2005) - iz & 1 %

\

2R T o A LRk & F T cortisol 3OE &S B & e )

%k > @ IgAeh B om0 % a4 30 B URTI eh 3 2 5 o

oD oK F TERD F FOERR S e BRI R E o

Ak EF DY FRF T AL B A G
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fﬂm
¢ N
M
3

BEoK Y& oA v % & e (Fulco et al., 2007) o i

R R H DG

=% MEIBE THAEFSD E BCAA # * ' % i %
¥

BCAA #_leucine ~ isoleucine ~ valine é 3L f » d * ig =
A ARy v F Ak YT A 7 E & Goldberg
fr Chang(1978)3% & - B & » & F# R I > 77 % F ~ &
kot s po2 b sk Re v B Ok R4 F O BCAA B @
(Chang & Goldberg, 1978) - BCAA iT # kX = 5 - B £ & e it
A LA AR R Rk S A e ,ihf, 32
Mo LR E P & B R Al 70g(Achten &
Jeukendrup, 2003) > & "5 B h A f2 7 & 0§ pF R & ] Y R
P ehE §F o 22 RE A2 R E R BEFNAER AL

LR 3 R o & PR D T BCAA il & g & 5 - B AT

LR A R % g 1% B u F Y s BCAA o A 2

Isoleucine ¥ 12 % i* lymphocyte(#k = fw %% )> = ¥ 10 % it ‘f"‘ﬁ’ i3

M v =& I (eosinophil) £ neutrophil (% # M ¢ =& zf ) >

isoleucine ¢ 4 neutrophil f lymphocyte ¥ i* (Burns, 1975)>

A

isoleucine, i + *

) N
kN

A & N B ¢ leucine X% T i@ F 4

e

valine(Calder, 2006) > leucine » #& & 7 ¥ 11 B _E vep e i
= (Wagenmakers, 1999) > & ¥ HF &% 7 » F R LA 7 F & &
leucine v valine ¥ 12 "% K J& M % & & (Calder, 2006) -

Bassit % 4 (2002)™ 12 = = 3 46 * ¥ & F v 24 = £ §
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e RS H %

B % AR e
i« m BCAA =

3

et

W4 oeoA

B4k 0 i R §F IFN-y B R
TNF-a~ IL-1 4o IL-4 % # p

vk B A 30 %

15 % chal g ¢ o
B BCAA % » 3 & & ch hi » » B ts 5 2 R

& & ¢ &1 TNF-oa~ IL-1 4v IL-4 0k B I

£ ;% ¢ 1 IFN-y 3k B H o4 o L g g U F R Pr4] (Bassit
al., 2002) - IFN-y ¥

"oFE Y B o dm P2 (macrophage) c » F
Ao A IR H LR

Rl E# Lo A 2

ok 0 K kR CE S R A F K F s LAk 4e e
T E LR R EERRK A BCAA W F e i 2 E
# 4 W 9 mp (7B &R > L3 CHO ©2 BCAA thit & » %

RFED Bone uEH ARG

Kiens, &

* 5=

gy

Faal

NS
.

+
—=\

f‘m

4o ko
1 I
i

"%

ey

A

SR

Christensen, 1996) o iz §_#f

A it
Wang, Lin,
TNF-
p S LA R

%

(Madsen, MacLean,
FOFE g o ¥

berUBE G BB K 5 B & BCAA T ag
BEE S LR H AR S R
oo moy FAE - g o

N A5 o 4L

o & B F

»IL-6 ¢ #r 4] TNF-a ¢k & > "% &3 U F &>

\

Cheng, & Wong(2007):h % % » 2 % % L & B
BT E B (s o IL-6 ik R € B

g B 4% b F he f o IL-6 R

TNF-a
o
ER RS R AP H LT [T
wOF RS

)

5 2 At g B 0 L2
FRERETE
’Eﬁiiﬁﬁﬁﬂﬁ

2

4 LHT RS SERS
it f o

15



2

F

R
2008) -
W
F R PR T A URTI ek 2 o 7 00 % M8 K F i o s

FIQ

2

o

i
o
l

£

b

Lha B M RET hflg 2P ghEh iR

v

&

» BCAA et v i & ¢ Hzn 5 7 2 F e ivp k4 o

4 # &t 4 (Negro, Giardina, Marzani, & Marzatico,

A~

b F T BCAA chim § ¢ " 2t & & 4 o

1

4 %% CHO & BCAA > Kk 3 4 2 4 £ & # > » 7 1 ¥

LM LRk RAEE > L LT HRPEKEDG IR R
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A&

FEAR RERHFEFE R

¥ - & % kG

-

NSNS DR R L R RS
RN RS ST S N Y N

10 PF > F 5% 24 | B it Erlad@s o B3 4%

{

PEEREFERAEE T RYFILG R E
EREB 8 T AL HBRRBAEEPNF R

B T S

&l
B
RE

K

Sy C"\"
=
CN
e
S
\
lai
it
&
S
i
B
=
45 =
~
@ e
B g
A
Mo

Rl
i
o

#
5
g

P SR K e AR

§ B THEHFEP BCAA fr glucose ¥ &
I AR HBEHEFRERPRY X FF T RS - &
e AELAEFE 7
oo v mrpk Rl o d TS5W g BB 40 F O3 4 4

NI
2

(Vo2max) v 1'{ =T T_ A B v i3 #

25W - F 1 % B > % 42 ¢ fl * 5 W A 4 % (CORTEX,
METAMAX 3B, Leipzig ,Germany) % Bl € M ¥ % % © & * #&
% £ (VO2max) »

& X @R '*ﬂ" YRR A 4 PR X A e~ glucose B~

BCA ~ BCAA +glucose & - & & = 7 L 10 /| pF » & &

A E
wESEAEITFFOPRT LR S CHBEIFTAANTH o BE w2
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FRIE- BEH > 2HLFEHZ 2 hh s @ LES] T

et Bl R FH h & B o R P - X WA E E e E

S B TR

(- )% & &2 @ %5 2B —“‘Ff % /A& (250ml H,O0) % » K F F &
B e

(D) k& et s 2Rl 7 F 75g/250ml 0§ OF OBk
H_E O ® Bl F > F F B (M p Wako Pure Chemical
Industries, Ltd, Osaka Japan.)

—~~
Jin

) BCAA & @ ¥ =+ X B JF’f z 7 BCAA (M p Optimum BCAA
Powder, Aurora, USA.)(# 5.6 g % 3 L-Leucine 2.5g,
L-isoleucine 1.25g, L-valine 1.25g )12g > 250ml = 4 # >
FE_FE E B R e

(z ) BCAA+glucose = @ % 4 X @l 4§ 2 7 BCAAl2g {r 75¢g

T ~E A A 3PN

BBk B ohnts v PR R H YR 0 L 50% VO 2max Hf O
15 B AFEH 900 A& hE R 0 L 12 85%VO02max HiE # B P %
oo B A R BAFERF o M F N R TR A S 2300m (K
F 4§ KRG 15%) -

R &R AAERE (R :
(-)2 sy  pE P HRFTREHE S LECK 2 44 FE

RO I R A 2l

(D)MW A et ko LK B K TR E PR T KRG
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e~ M F o kL lho fo ks R fAZ T ok o e

YRR S R - I T L S A - L

()& P 0 kAL Thid o B4 50% VO2max 15 B B % K
B B 90 & 4B 1518 0 i B AR OIS A s ¥k
2ml*kg™' > # F 1 85% VOomax B E 3 % B o 4 i # F
Y B IS A EEE- XL REF M

(2 )R LAY @+ FH B3P 2h & - B FHREC kS
i

(1 )?%é“iﬁ?ﬁ;&i;ﬁﬁ PRE R 0 3 & PO R e

I
ka0
e
¥

%

Booon ol gE et A F ¥ A F B 10ml g

B

X
g
"

*E o~ 7 F R FAM(EDTA)S E 3 & F ¢ » EEH# k5

e

3 FAAZ L RRARG 0 2 TR L R RE BB Rt
B BB R Y TR 2 (8 E e d oo 1500g
i e 15 A4 > BH L F R 0 B O~ 2T70°C Ak Ry R -
EACER S S o TR AR AN A
Uk A RINT o BRE2A48 0 ABEWAEIRLE
A BEE S R F R R ERDE PR ORKE ARG

220°C 7k 4 o
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N - B VA RS A F 3
(=) v k?® IgA kR »H
¥ B Pl ke 24 4 10000 3 > B H G ‘}73“
% > % 2 % 4 % A 15 % (Enzyme-linked immunoassay,
ELISA) & A 45 2 ik & -
S) hp e gk A A
IL-6 > TNF-o:# & % 8« & 0w o 1% 2 & &
# 4~ 17 2 (Enzyme-linked immunoassay, ELISA)
(eBiosicience, San Diego, USA)3 B v %k & * P Tk
B o
(Z) ¥ % # glucose B B & &g 4 * &
I ﬁf: PR F kR #H# T Quick Auto Neo Glu-HK
% % 2 # & (SHINO, Tokyo, Japan) s ™ p # 2 it & 4%
% (Hitachi 7020, Hitachi Science systems, Ltd,
Lbaranki, Japan)~ 47 > & % & 4 & 340 nm > & & &
450 nm > * B F B R E 4o T

G-6-PD
1. Glucose + ATP

G-6-P+ADP

v

2. G-6-P+NADP" ——» 6-Phosphoglucoin acid +

NADPH+H"

() % 4 2 kRS R 21 E
:'LZF]%“‘“-’%%%i%&*#“’ré'”%’éﬁé?ll.é_&(Roche
Diagnostics,Mannheim, Germany) > i * Streptavidin

g pc k. F ¥ Anti-insulin AB-biotin -~ Anti-insulin
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AB-Ru(bpy)32+ - & 2 it & 2 % » @ * § 3 v B 5 &
% % 4~ 7 & (Roche Elecsys 1010/2010, Roche
Diagnostics, Mannheim, Germany °

() = & ¢ Cortisol e 4 37

Frx 7o B gk LR A
(Electrochemiluminescence immunoassay, ECLIA) » %
Roche Elecsys 2010 & # » 47 &R B # Bl o

Elecsys Cortisol eh#FE % h 2 5 & h 12 > | *
Cortisol # £ M v 5 kI f &2 7 - % W p e Cortisol
%] Danazol ¢ i * & . % & kv F B > fogzk @ ol
4v e Cortisol #7242 - 4= & 4 $ F “ Fufl + e 2 £
= % » @ ¢ 4 e Cortisol 7 2 $ @ & L w4 14 £
3z o Elecsys Cortisol # & o ( Cat .No.11875116 ) ¥ it
5 100 % F & o

R1 : Anti-cortisol-Ab~biotin(*% % )1 ¥ 9ml : 24 $ 2% i
Anti-cortisol % &k F % (£ )90ng/ml ; MES ¥ ;% 100
mmol/l » PH6.0 ; % 5 & -

R2 : Cortisol-peptide~Ru(bpy):>* 5 (2 )1 #x 9 ml: 2 4
it ## & 3¢ Cortisol ## 4 % (& = )>» 25 ng/ml; danazol20
ng/ml; MES % ;% 100 mmol/l» PH 6.0 ; % % & o

(%) s % ¢ & Ik A 45

2 Sysmax KX-2IN (KOBE,JAPAN) p # = 3k 3+

O N S A ARSI A S K R A & S S I
2
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rE

¥ r & ik

AL T EEEREES S SRR 2R D
LR BRI F A R B ® R oA 47 (two-way ANOVA) & #t
B A BARERELE 4L BHLE o b B T OB

B fl r H ¥ 3 % R Bk~ 37 (one-way ANOVA)ie 7 & 47 >

BF ok ® 2 5 P<0.05> 4] * Bonferroni /& & 7 F f& * # o
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L/“Eé:‘_g:

s

5%

AR IR FEFES e IEP 0P KRR TE IS
RFFAMTH N2 F HRERY THE R I DL SRR
ERRLEVAE - I N I L o S T L R A A
FRAAFHR D CEPR R LA L R L EPRE

m

CE AR A AAHNERY LA RS P E I @

%

TR

AE g R G - R IR RE o E® 255206 & 3
168.4+1.8cm » # £ 69.86+2.8kg > & * # 5 & 38.2+1.8ml -
7

o X F %R A

S

min~' - kg' o %

Fo8 PR LAHENL R 4 0CE SRR
-~ _n_;j:%ﬂ.i
v i If (white blood cell)B#& & * & » 4o (B 2)% &2 F

4

# ¥ 3 ( lymphocyte )(B 3)e#ic & & 2 &2 F 2 F & 7 60
A 4 pF > BCAA+glucose % & % % > placebo 2 ( p=0.04 ) &

R

Y M T E (B 4) & & BCAA & £ glucose &
B % £ B (p=0.019) > BCAA = 22 BCAA+glucose &+ 7 %

gw‘-_ =\

g L B (p=0.017) > & & & - -] BF glucose 2 & W & H s =
¥ 3 B ¥FLE BCAA(p=0.00) > BCAA+glucose(p=0.002) ~
placebo(p=0.013) o
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.

v ® e o 3k (neutrophil )(B S)sh £ + &2 2 B+ & &
Feang it o AR PFFREY EREF DR LAY
v IR hem g Y o A (B 6)iE (S B > BCAA &

0.0

B % 8§ > BCAA+glucose 2 (p= 25)¥ glucose &£ (p=0.027)

W (cortisol) (W 7) i@ 0 % B F 6%
baseline (p=0.023) » & # {5 K 4 & -] BF B ¥ K 3 &F & {3
(p=0.005)« & & &2 M & & 8 ¥ 4 8 -

xR P od kR (R 8 @& = L L s BCAA
w & ¥ K % % CHO %2 ( p=0.028 )# BCAA+CHO =
( p=0.005 ) > % | & 2 - ¥ ¥ M3 CHO 2 ( p=0.036 )£
BCAA+CHO % ( p=0.013 ) & # % BCAA = & ¥ K * * CHO

#( p=0.039 )22 BCAA+CHO = ( p=0.031 )PLA( p=0.029 )~

-

Huw B RFEsal¥s il 2Fafky gy aid o
& % (insulin )k B (B 9)» & & B g3 M iF & B 4
LA 2 ( p=0.005 -~

v}

w BCAA+CHO # CHO = % ¥ ¥ 3 *»
HO

p=0.021 ) > BCAA+CHO & C 2% B ¥ B BCAA &

( p=0.007 ~ p=0.028 )& & (4 v & h ¥ § % )k B B F K %
baseline( p=0.045) -

w g ? H IL-6(F 1) w 2 ¢ 2 PR ESpI R
BE LB, B FE e Ry EEF LR

w & ¥ 7 TNF-a> (B 12)fw 2 ¢ & pF @ 2.4p 3 0 f

TEAMFALRE ERAZEF ok A FLE
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28 P22 EFA AP ERY LBRF R R E
(B 10)¥ o % Bk ¢ AR I v A(IgA)h & & B
gA R B OB R BT

sl
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AA 2

lj_"_f‘q"‘_

-\
<
o)

#m

Fr ik gRERFF SR IR IgAk R
7

21 < o AP BCAA & glucose ¥ & & {4 & g ¢
P e TR T o3kt B A AT R o M F T OE B
PePopl ok b & P o kP oeh cortisol JE AR BE B 1 € R 4 o i
- HE L RBEHEY B o FEEEHE L PR DR
oo

BOA B E ¢ 4 B M 5 T B % Tk H T e
Pk e E Y A BRALER LSy AP SRR

”?a‘éﬁ*‘ﬂﬁé—,ﬁi’é’%ﬁiﬁﬂfﬁ_ﬂ%m A oo £ OPF Y choat 4

%

(&
ks
BN
’”‘“ﬁ

R P P REE me s TR E R IR E
#ic £ (Rohde, MacLean, Hartkopp, & Pedersen, 1996) -
S S A SR I R BT N I AL A
SRR A SRS S A S A B A SR 3 AR e A L -2
(McCarthy & Dale, 1988) > & M § & T F & > £ 8 3 4 &
< R4 > FEow o Lt CHO & BCAA ¥ 33 & ¢ ¥ % {v

(&4
ks
o

-

YR R EE ST RAEFORT D ER Y B oh D
Wbl B W A g 1R F R R T cortisol e B ¥
R E L A N E R B R CHO P 1 ok % M i R
? cortisol e}k B (Mitchell et al., 1998) > & §_ & * = 3 ¢ 4r

% & P CHO #F & & cortisol enjk B & ® 4 3 4 > 7 i &
MOF TR 6 4o i MW AT A TF O e R o 4 i FpE o 4] 2
Fooo L B F Y B R 5 B glucose A B FH L
e glucose ;‘;&)i:?&{fﬁai&ﬁﬂ’ % » & ¢ glucose T "% pF o € ]

BT LM e B A G > A s L F B8 (Mitchell et al.,

26



1990) > cortisol 3 *v § F 4% "% M & & & 1 & 2 hvg ¢ 3k
o4 2% T 3 W 4 3R % (Pedersen, Rohde, & Ostrowski,
1998)”&_?\4‘-32‘“?{“'&éiiﬁﬁﬁwlﬁﬁﬂ%&%‘ﬂﬁ Li & Cheng,

(2007)hFF § &5 i+ B A I CHO v ® £ 6 & 3% chik B &
Fhofen B FRALKBF 0 AL I cortisol A I 0§ EFEH
s P4 P> CHO & eha wwfd B o & o chic £ L 0 3 @
Ao @ AR LA G R AR s A F A

=

¥l & X I cortisol e 3# 4 > cortisol L F H o K o A7 L N
P M ook B R R E (Li & Cheng, 2007) -

B AT Y PRI ER Y hIgA e i kBT
TEFRFSOMS ER L EXNPEH N pHF Y RER
FRERFEFDIGARRLEETFEF B R EPFR A 3
1o om o in R R B R P IR IgA hk B

RU
£

L
o

bl

"

=3

PR e BAP R KT AD NFE Y

Bo&E fow ot A CHO $ % vk ¢ o IgA ik

W

S B K F ah
iz % (Wu et al, 2009) > & FFRF eni@ & &2 R 4 7 & 4 £ i@ = &
v IgA kR i & FlE o i H X RO L PFRE
B Pl R 4 Ay e v BCAA & glucose
Wit P IgA B R OB E D3 L o

L@ o P F Y IL-6 30 & # ehE # (Wang et al.,
oy
2

7 B % a1 (Bassit et al., 2002) > & & ¥ X chF & w 7 £ & P

2007) & ¢ Foen i) g 3 B % (Starkie et al., 2003) > H s =

e o+

FIRDE Y nE M LR S &N BCAA ¥ 3w %
CHO # * =& g ¢ v IL-6 4 2 7 % ¥ ¢ £ £ (Lancaster,
Jentjens, Moseley, Jeukendrup, & Gleeson, 2003) > m TNF-a

SOE R R  BAR AE R e e K b A A
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Fl s R RFRFAA ERETE BTN R BEER Y XL

PR AL RN Vo R e M F T OE R 8 LR ]
A

GRS S UV 2 B S SR =T - B U

T R %K R M F TH X A4 E B IgAfe IL-6 ¥
P EFRFORE AAFE LY R R E ] 2 (8
GIREE I S AL LI /3 S S NS I

A
von E KT T FFALAET @
e g R e A Gu Ed PR3 o o2 % 9F A % (Lyngso et

al.,2002) « ¢ £ FE Fehafr > AFuw L kL RE DR
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