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Abstract

Branched-chain amino acids (BCAA) and arginine (Arg) have multiple
physiological functions that may improve exercise performance. BCAA
supplementation could suppress central fatigue by reducing the entry of free tryptophan,
the precursor for serotonin, to the brain. BCAA can also stimulate insulin secretion,
muscle protein synthesis, reduce muscle catabolism and reduce post-exercise skeletal
muscle damage. Arg supplementation may stimulate endothelium-dependent
vasodilation by increasing nitric oxide synthesis, resulted in the accelerated removal of
the metabolites that may influence exercise performance. Objective: The purpose of
this study was to investigate the effects of BCAA and Arg supplementation on
basketball-specific physical performance, shooting, skill test and muscle damage in two
consecutive days of simulated basketball games. Methods: Eleven male basketball
players from a Division Il university were recruited as the subjects. The study used a
randomized cross-over design. Each trial contained two days. The subjects consumed
either 0.17g/kg BCAA and 0.04g/kg Arg (AA trial) or placebo (placebo trial) 1 hour
before the exercise test. The exercise test was a simulated basketball game with 20 min
in each half and a 15-min rest in between. Each half contains 2 10-min periods with a
2-min rest in between. Each quarter includes 10 consecutive jumps, ladder suicide sprint,
baseline jump shots, foul-line jump shots, free-throw shooting, key combination, full
court combination, 5 directions shooting, and 6 court-width sprints. The time required to
finish each tasks and the shooting percentage were recorded as the marker for
basketball-specific physical performance and shooting skills, respectively. A counter
movement jump test was performed before and after the simulated game, as well as at
the half-time. A skill test, including dribbling, passing, layups and shooting was



performed before and after the game and the time required to finish the test was
recorded. The Ratings of Perceived Exertion were recorded before, at the half-time, and
after the game. Blood samples were collected from the antecubital vein before, after,
and 2 hours after the first simulated game, and before and after the second simulated
game. The plasma concentrations of creatine kinase, lactate dehydrogenase, lactate,
ammonia, urea, glucose, glycerol, non-esterified fatty acid, testosterone and cortisol
were measured. Results: The time required to finish the task in AA trial was
significantly decreased in the third period, while it showed a trend of decrease in the
fourth period, compared to placebo trial. There was no significant difference between
the 2 trials in the shooting percentage and skill test. The incremental area under the
curve of the plasma urea concentration showed a trend of decrease on both days of the
AA trial compared to that of placebo trial. There were no difference in the
concentrations of creatine kinase, lactate dehydrogenase, lactate, ammonia, glucose,
glycerol, non-esterified fatty acid, testosterone and cortisol between the 2 trials.
Conclusion: The study suggested that BCAA and Arg supplementation may improve
the physical performance on the second day of two consecutive days of simulated
basketball games. In addition, Arg may help to increase the conversion of ammonia to
urea. Nevertheless, the supplementation had no effect on skill performance, energy
metabolism, muscle damage and perceived exertion. BCAA and Arg supplementation
may allow the subjects to improve physical performance at the same level of perceived
exertion. The mechanism through which BCAA and Arg may influence central fatigue
requires further investigation.

Keywords: branched—chain amino acids, arginine, muscle damage, central fatigue,
performance
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alanine protein
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74 %k - Layman, D. K. (2002). Role of leucine in protein metabolism during exercise
and recovery. Journal of Applied Physiology, 27(6), 646-663
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XA PFE (250 F M) EHPF LS T LR

7 25 22 Ega > i dow 30 A A 2 1 gBCAA-~ 0.25 g Arg

(o]



2 10 g CHO - % % & 7 » BCAA Bl (&4 - # € 2.36 ¢
BCAA)Z i % LDH i {8 ¥ i 20 % | &l ] 3 -

B #% % & & 4#4 * BCAA -~ Arg 2 CHO > Matsumoto % +
(2009) ™ 12 ¢+ £ & £ (6 &+ 9 4256 &% )i %K
MERRRAFERRFTEAA XRFE O FHIRIY 3R
B OF R @R EE RS (F M L1740 2 2 /%

£ 86 =2 5 4 4 12-30 22 /% > X 64 22 ) N E X D H
FoyTmx2 2o R 64 v BCAA & % & > BCAA Bl #F = x 4
% 20 g BCAA (10 g Leu~5 g Ille = 5 g Val)~ 5 g Arg %
87.59g CHO » % & Bl :# 5 259 & 7 4 » & ¥ 3 F & p| 3
wmEEBIRTE > F LR LA R RY TR o B
%7 > BCAA BlFLEH IV RDP o> Ly =0 8 0 F R
¥k R F .m~-@a¢-u?ué’ia]§ CK ¥ LDH = ®¥ -+ % 1
BCAA Bl :# 8 ¥ ™M > % F & Bl & -

B oA 7 & # 4 v BCAA ¥ Arg - Matsumoto %
(2007)rm 8 ¢ i B # 42 A (4 ¢ 3 34 ¢~ )5 2R F o
g7 3w 20 ~ 4 50% VO, peak %rg & 8 & » 3t & - w &

ks

% 10 ~ 484 % 29gBCAA & 0.5gArg & % g4l % % % R >
# % BCAA ¥ Arg ¥ 12 A ¥ "% W ¢ 35 B mt 4 4 & & o F f v
BOA fE eh A5 o

T b AT f &4 H M S B it 7 4 3 0 Maclean
Graham ¢ Saltin (1994) 2 5 & 9 I 5 % 3 % > & 7 ¥ %
hMOH N B E R 60 Ak 0 M E BB v R L 0.077 glkg
BCAA « % % % 5L » ¥ 12 3 4 "o f i p in BCAA ik B - &

DR R R F A R



t
% e > Gualano % 4 (2011) 7 &+ B 9 M5 X%
FHREFEFA R EE D - 2R
) A R
3% > %% - %2 i F 70% VO, peak # # % F # 45 » B
¥ 7a = 10 4 48 90%VO0, peak thir ] » > % = 2 2 80%
o

{Eﬁ'

nEF R EER SR RES B EET o AFHE R PR
HH o A BCAAK FH « 6 F BPFT 0 6 f0 L g

% 45 fa (free fatty acid, FFA )~ 5 p& ( lactate ) f= fr % ( ketone
bodies) k & % i* X 3 ® & -

oot g Jf: % %7 v ( testosterone) ~ 4 F % fF ( cortisol)
% jJ% 2 A @ /A F AR X (testosterone/cortisol ratio, T/C
ratio) # 4% > ¥ 0 REE R WP & X E A RN T R
i W F L ok ARE R P RE R Y KA Iy - Testosterone
AN E 3 R L& X E* 5 ocortisol £ 3 R o4 RIEF LA
FE s B HNER Y P TR AHE RS R
HELE 2 x ol 281 & -

Testosterone 3 z - g % > 95% %k fp £ 1 > 5% %k p % #
#® ¥ o> 9 89% % B op & M FRE F OB & B K9 ( sex
hormone-binding globulin, SHBG ) % & > 3} & % 3 it 4]

L iy
FAM @ A3 %A@ (free androgen index, FAI) & 3 2
¥ 41 * £ (Kacsoh, 2000) - testosterone #_ % p 1 & & = &

FpAk L - o TR Ry A R TR R A
AR F oo FEAod g E O e o
Cortisol i % H;‘]Lpi s 2 BOoog F o0 o)

testosterone A i > I B_iE 4 -~ g s 22 R A R d v B 3OO

10



N Sl - ol A SRR IR S S SR O A
g it &~ f2 i® * (Jurimae, Jurimae, & Purge, 2001) -
Testosterone 1 & 5 F i~ i * > @ cortisol p] 5 B 1
T s AR EFEEFEELEKRREY AR R
FOE &8 @ o & if 2 > ¥ % i testosterone/cortisol
FOofRMpM Ao B R R H AR o E Y
F w4 R4 o ¥ Pk i (Urhausen & Kindermann, 2002) -
B OTIC W FH e P v § e £ A A B e 4 K
T/C v F o > g vv & B oe A j2 o @ 7 oe g g 5 (Hug,
Mullis, Vogt, Ventura, & Hoppeler, 2003)- Sharp ¥ Pearson
(2010) #Ft > 5 % R4 P RF > 2 & 2 BCAA L F

e aF ED ERCFE G DK LT FREIR e df G oo

=
)‘m
K

57 » BCAA B 3 o n Jf: testosterone Jk B & T/C X
B ¥ 3 * placebo Bl ;@ cortisol 22 CK /# £ B ¥ BCAA
FE ¥ b placebo B @ oM o

& b o2 11% » & % ¥ H i L BCAA (Coombes &
McNaughton, 2000; MacLean, et al., 1994)s8 BCAA & & # =
H i ¥ % % (Greer, et al., 2007; Koba, et al., 2007; Koopman,
et al., 2004; Matsumoto, et al., 2009; Matsumoto, et al., 2007;
Sharp & Pearson, 2010) » ¥ & ¥ ™ g £ pFF &t 4 & & 2 9o
B4 B o> 7 o 5 BCAA ¢ 1l k9 F B IV FRE R
( anabolic hormones ) = f % > & 4] F ¢ F -k 2
( proteolysis) -

11



5 A A @ e g ¥
oyl 7l E R opF o < § mH:]’L 4 1 = Bk (adenosine
triphosphate, ATP ) # % 3 ﬂ}j{ L < B 4 p&¢ ( adenosine
diphosphate, ADP ) 4r ’hj’l\ % 4 P # H mi B ( adenosine
monophosphate, AMP)» % % & AMP % # > % % ATP 'k j& >

- A
= &

T oA ek 4 P54 B 5 R (purine nucleotide cycle )& 1+ # 4 >
AMP ¢ 4 #» % 3= it * (deamination) 2 & = § & © 1 4 #
(inosine monophosphate, IMP ) ¥ % + & £ 3 f# & # 47 2
w ;& % (Graham, Turcotte, Kiens, & Richter, 1997) - % i 43 3L
Wk e B o e BEY RA G R T fTrp
& BCAA ¥ G 3 4o < %g ¥ & F % & = 3 4 (Newsholme &
Blomstrand, 2006) > 2 24 #% % ch g % > F ¥ % ¥ > @ T 4
7 # 4 IR (Banister & Cameron, 1990) - p # ¢ % 9 * %% ¢
v F F o s A g s g fTrp AR & & 4B > 7 %R RE¥
( Blomstrand, Hassmen, Ekblom, & Newsholme, 1991 ) -
ERFEEFEER Y O FGOF NP B A RPN A
f2 = p& 4 @ fq (triglycerides, TG)» 3) = "y % B 2 & R i £ >
% FFA 3 4 » ¢ & ¢ ' p (tryptophan, Trp) I #4p s & ¢ 3

f

0o e E o By A E o fTrp 3 4 (Davis et al., 1992) »
F fTrpe » % d » &2 d g R HRERE RN WINE G E
LXK 4 > A Al Y A 5 ®E (arousal) xR F oA
% (sensory perception) ~ 3l 4= p % ( sleepiness) % (Davis,
Alderson, & Welsh, 2000; Silber & Schmitt, 2010) » ¥ % ¢ 4%
# & ok ¥ (Blomstrand, Moller, Secher, & Nybo, 2005; Davis,
et al., 2000) -

12



b
i

Roam oo FOOCR FEARELE M A I 9 BTG
%K/;ﬁéi‘.iéiﬁ’iésviﬂﬁﬂ BCAA k& &= "% » @ fTrp/BCAA
4, ¥ o - 4 E K YRR ¥ (Blomstrand, Celsing, &
Newsholme, 1988) - 7 9 ¢ X &G & # 2R e § 4 p (7 & F &
ReX@f & fF@ 5 ) FpF2ad @d o 23 8% KT

EHofs o g BCAA K R B F o ° > fTrp )k & & fTrp/BCAA

3
Tk
‘-r-

“ob| ¢ B OF M 4 (Struder et al., 1999) - Fp o F 4 i R
BCAA #& & i« Jf: BCAA k B > ' i fTrp/BCAA v & 5 > fTrp
®or P A A w F R o0 T o WO ¥ Y R ok ¥ (Davis,
1995) -

Blomstrand- Hassmen~ Ek~ Ekblom ¥ Newsholme ( 1997 )
T R A R I R EE R L XF o T0
% VO,max sh %¥r gk & & & # F 60 & 48 > “F 18 & 7 20 & 45 5
< REH NEFEFHYF oA L5 L A L 1.05-1.4 g BCAA
(B4 2 & T Y 659g)8 T FH - 55T BCAARFHEF
o F B % 5 o fTrp/BCAA v & » 3 & g § £ £ (ratings of
perceived exertion, RPE) & <« 2 g £ € % (ratings of mental
fatigue ) & & F i > % B & Bl F 0 i L E R 8 R e AR
(AN

e g o B2 ™A F L AN A BCAA T i K 3 OH P
BCAA 3 it i¥ * » i = & % &k B # 4 (MacLean & Graham,
1993; Madsen, MacLean, Kiens, & Christensen, 1996) > &
ERFEFFRSY 2P R ¥ - MacLean & 4 (1994) m 5 &

e
Boi R E g T0% & % R vE B

N g

E W
Rk 4 45 A 40 ¥ 4f & 0.077 g/kg BCAA- % % & 7 > BCAA
RIGE B F M v p Yo g kR

13



Blomstrand ( 2006) Rl 4 4 % # € BCAA (20-30 g) ¢
$Row g kRN a A E BCAA (7-10 g) & & &
B2 R vepg @ pll g Baws g g oo

Madsen % 4 (1996) ™m 9 # ¥ M p 7 & F £ L & ¢
H &7 100 =2 5 78 & > BCAA Rl ~ GLU 7l #
B & Bl F e w3 E# w4 v 5% CHO 4+ 18 g BCAA -~
5% CHO £ =% g & o % % & 7 » BCAA Bl @ & # F A
FH e g R HERLIR A FREE -

¥ 3 B 3 #FH4 +3 % & BCAA(0.308 g/kg) & » & {7
64% B % 3 W UE d o 3 OF 90 A kb o HAU R ¢ o K N B
B % F moH BCAA&@&%wu&gﬁiiﬁrr‘ BCAA k B >
2 EF R v 3 BCAA chex fc > & B ¥ % B oo p ¢ 5 B
TR O PP R B KRR RGPS Y AT A
“ B e i § kAR LR X BCAA A& vp ¢ i
(MacLean, Graham, & Saltin, 1996) -

s}

|
A

W
\H"
b

=
AR

~my
Y

¢ ¢t > van Hall -~ Raaymakers -~ Saris 2 Wagenmakers
(1995) m 10 ¢ X & " 0 § M & X E o7 70-75% A
N @?]51;4 T ygr gk FE R R DR BLs A oL B L 18¢
BCAA - 6g BCAA -~ 3g ¢ =@ &2 % A& - %% ¥+ > BCAA
Bl EEFR I R ER A F R R FEE S R kR P
v 7-20 B > e v 3 - M A E BCAA 2 ¢ g HE R LR
v & 5 5 Segura & Ventura (1988) » i &4 % ¢ e E H

BRI IS SRS N S T - R RS S I - A B B
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-

A v BCAA i ¥ ¥ "5 m fTrp/BCAA + &>

T M T

it RS FH L RARIF B E-Cheuvront & £ (2004)
=
p

T R R TG £ R

-
)
J
MH

f F 2 {7 50-90% & =

B e F gy 2 R i A E S 8 604 0 FF 904
& > T =R AR B (40C) T &7 2-3 ) mE A o E NP
LR SRR Z R 0 R LMk (4% HE ) F - & F 50%

VO, peak %rj & & & # 4§ 60 4 4 > % {6 &2 7 30 4 48 time
Bl FE L W AEFE R W 2 F R P F I 15 - 44 v BCAA (60 g/l
¥ 5 4% 10 g/l BCAA) & = g & (60 g/l ¥ % # 2 10 g/l
TR ) P 7 % % > BCAA Bl # fTrp/BCAA ¢ & %
¥R L ARiriAREERLRLPEEELE
el 2 g gt A BCAAH Y R ¥ B E o & ogF
PR H DAL L AT G RE e oA
% % £ BCAAT it € 2 = & 4 & B # 4 (Blomstrand, 2006;
MacLean & Graham, 1993; MacLean, et al., 1994, 1996;
Madsen, et al., 1996) > & # i) BCAA £ & *# i« fTrp/BCAA >
2 PR Y a5 @ &2 R R A BCAA sk & o % 3

,jw_’,;\gﬁsm}}g%;gi

¥

BoEBow A EH Y T L BCAA v 3
ﬁﬁmﬁ&%wﬁﬁ%ﬂ’ﬂ&ﬁ/ﬁ

i@é"’fbﬂ..&i‘g4t %
f o BCAA & #f27 F 8 9ok o P14 F 5 0

g
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¥ r & A 4a
HEELER o EH DA S
P

WY OB ¥ A 2 o Lk T T

T
bai
R
™
3

B9 F ~ j& (Matsumoto, et al., 2007) > = 3 > #& P~ 7 % R ¥
fo VO OfE MO # 51 Az ense g 45 i (Shimomura, et al., 2006)

Flpt o A v BCAA ¥ ap 7 2430 @ & B 3 2 4F h 4 12 gk

dek
fon
P

[

LN S SO

poa 3 BMA v BCAAHE & L R am g > a4 & G
i - Mittleman -~ Ricci # Bailey (1998) m» 8 & 4 4 %2 8 ¢
TR E A RAR (34.421.8C ) T & 17 40% VO, peak
BN i B R B D R o N E R YT E 30 A A
BCAA & % g & - 9 &+ BCAA ¥ HF» & 7 15.8x1.1 g~ +
5 942089 F 3 B &S Ko 0 9 ~ % BCAA Bl #F F & 1
s % BCAA R R B ¥ # > & & A ¥ % K fTrp/BCAA v &
TR EFHSER RBERF

Mourier & 4 (1997) ™ 25 = X iF & 4 2 ehF £ 5 X
A& s VA E p & E &P (28 kcal/kg/day)
FH 192 > 22 MHEHARFE (hC,n=6) K #H#E F 9
% #l 3% (hHP,n=7)- K # 2 3 BCAA # = (hBCAA, n=6)
&P W kv F Rl (hLP, n=6) ™ 2 4R #F (n=6) &
G &gl d e 19 X Rl B MR g s B B E RS
( magnetic resonance imaging, MRI1) - # 3 % % % 3 > BCAA
R F7RHEFE M S s e E > ¥V R LR

ﬁjﬁﬁ%%\'IﬁL°
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25

[l A A

Blomstrand % 4 (1991) i
30 = 2 4% % F > 2 103 LR Ul O R
fpod o AR F S P R EE A Y AER WAL T.59 & 16
gBCAA- ¥ 7 % % £ :fi%’«\”%&éa o e f (3.05h-
3.30 h) z’v’vﬁ?‘;ﬁ—’ﬁ’ﬁfu BCAA ¥ ¥ ¥ % & # & %
%ﬁ%’%&x;ﬁ‘v v 4 1 (color word test, CWT)
¥ el o Maa A BCAAYH L B R E & v 0
fTrp/BCAA Wi FEE X AT
AR KA EERBER

(2011) m 7 & @B 9 M 5 X
0.3 g/kg/day BCAA &
70% VO, peak # #
10 » 4 90% VO, peak enfim §] » > &% = X 1y
EHow R E T BCAA ¥
BHpERF oA

LA B AN I
42.2 = 2

O

o> m

i

2

F_k

tEl s N Sk

i

L i3
D R SR S

T B FF

Gualano % # w oo

@O A L 3

kS

X B 4 A

v

M

SN S S T &

F B oo Bk KT o M A E A e

fr %8k R %

(S~ S
=

CRAE A S L TN S

O
¥ - 2% 0 d 5 A g4 L BCAA #3t @t 4 8 & 4

oI & K F B X - Watson -~ Shirreffs 22 Maughan ( 2004) ™

8 r B I L RFEE  ERAZRET (30C) & 50% VO,
peak %rjk & F & T £ B o W FH W 2 ) pF o E 30 A &M L
30 BCAA: 11 2 4 @ & % F & 15 A~ 44 &~ 1.8 g BCAA - %
% B 7 > BCAA Rl 3 & ¥ # + & % BCAA k & 2 % i
fTrp/BCAA W & » e A & & ) & & ¥ i‘g 5 0k B o % iE
A R v A FHMOE - & SR 2 oS R A %ﬁii‘l
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Mok oMo R A AL X R —*‘Ff v 2 37 > (Greer, White,
Arguello, & Haymes, 2011)™ 9 & X X F ' R en ¥ M 5 X #
¥ 0 & {7 90 » 4 55% VO, peak % g & iF #

# ¢ 4% 60 ~ &4 + BCAA -~ CHO & & & - &
7 0 & % BCAA ¥ 3 § & & 1 2 3 F o0 > G B3 g K
i ¥ # % ( Ratings of Perceived Exertion, RPE) -

E B 0 o0 E B oW e iE
&

o+
ik

+=
i

b 3 3 A BCAA ¥ 3 % R B ¥ 4] & & 5

& > Davis ~ Welsh -~ De Volve ¥ Alderson ( 1999) m 3 % ¢
% f- 5 fn"'!“iiz;féiﬁ" AR R BT ER (F 7 AR

55%VO0O,max & & -~ 95%VO,max s % &= ¢ ) & I & H » 2 %
P % KA 5 CHO Bl ~ CHO+BCAA Bl # 2 = [ & | 3 >
CHO Bl @@ & = 1 | PFf@d@dm 2 g2 5 ml/kg (20%
CHO ), # @ & H B 4# &+ 2 ml/lkg (6% CHO)> CHO+BCAA
BlEFEH B L) FHE™ 5 ml/kg (20% CHO 22 7 g BCAA)

2 F # w » TH % 5 ml/kg (6% CHO # 7 g BCAA)- ¥ 3
% % ¥ o > CHO Rl & CHO+BCAA il # i % ¢ § § # &
L E A ERAEF R XEAPE R OPEEF AR R
H Pl > ® CHO Bl 3% & CHO+BCAA Bl i # 4 I % M ¥
2 S

\f‘:%?@-"!i@/,%’ﬁfu BCAA #* £ B R &l 4 3] & & & 1
AN FPESOR Fz — - 7 i & BCAAHF v 7% 4 5 @
w2 K ERAH S  FREFRFEY RRAY DAL URE
R 2 FEH A o RA o A A BCAAM Y 3 % A B & 4 &

(w

(ﬁé

kil

D

I W
S5

bl \

LR A E F T e -
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$I 8 HERHFEHLRHEF
AW G R ATgZ Py f s d BB R A E R H R
Doutreleau ¥ 4+ (2006) ™~ < % % B A p k& ¥ 5 2 3# % >
TR 6 % Arg o i 7B Mk 3 # B & 30 4 48 w4

FHORRE B ERET LAY BEEF RS L F A 4 E
4 M - & Bednarz £ « (2000) ™ %k # % A B R F E
@ E o FE P A A6 9 Argr F ¥ 3% 0 7 E G ¥ KA

L= o= A S SR S

&

ek s B E T B A L Arg W o WO R b E R G en
ot F A s Arg R R F R RS R ALY T A M
e L fE A R A2 B FFZE R FE RIS 0 VAT L EYd Arg
B EOERTY M 4o X & N R F 2 a h (Tsuei et al.,
2005) - ¥ - 3> & » Arg . - %  § ( nitric oxide, NO) & @
PR M P NOh A 2 & d Hiepyx- 5 % &8 (nitric
oxide synthase, NOS) #® i » &2 4 NO 2 ¢ F & & -N 3 B
( L-citrulline) » & p L ¥ #t 2 2 5 NO & 5 &4 & n ¢ 4
% 22 B W g oy £ e if % (Endemann & Schiffrin, 2004). 7] ¢+ >
o ® NO & & ' % » e w F p A PE
v o PPRE F OB M EEHER Y AL 3 RAER
# 3 (Bednarz, et al., 2000) -

Schaefer ¥ + (2002) ™ 8 ¢ @ B ¥ # 3 < 3# F » &
Foar M A E 2 Eh Dok < i # K2 RN E R e 90
Ak %l s 3 g Arge B % B o 0 A Arg B OF 'L

El

# v Arg ¥ i

g F e R AR ZE FOERE T AER R F R

A A ER P M E A E BTG M s SR
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Ao OArg @ F 7 ¥ o & 3 NO @2 j& & R & g Bk FF O X
ook oz B PR B %

Eto -~ Peres ¥» Le Moel (1994) m 3 z @ B 9§ M 5 %
@& o & 7 75-80% VO,max % i & & & # 4§ 30 » & >
¥ o# w30 A 4 v R 20 g & e B - M R R
( glutamate-arginine ) & % g & - 2% % ¥ 7 > & % @ -H
T Fohofoo & M 4 BB OF UMYX AR R
ECIRES AR - A L AN DU S G A 1 A S

¥oehow o3 o4 v Argft @ b f o B F 2 A M f - Jang
L(2011) 9 £ G &4 E L LR RBYE O REF 3HHR

W s 2 104 24 @l e 20 5 R L 0 AR 2 BB 4
T o0 A A CHO Bl @ (1.29/kg ¥ 5 # ) -~ CHO+AA
3# (1.09/kg 5 5 # + 0.1 g/kg Arg ¥ 0.1 g/kg BCAA) - &
X g AR FE (k) o BEEFT 0 Z BlFHERLRENFL
£ 0% 2 ¥ HEHE F i CHO+AA & CHO i # i #
B L FORARBEF R YX ARG CHO+AA R E 54 i
( glycerol ) 'fr' 2t fig v f5 % p& ( non-esterified fatty acid,

NEFA) &k R 8 % M % & Rl #F - &g 2 454 & CHO
a-

PR
M

é\m‘

| 4

Bl fr CHO+AA Bl 2 B & 2 3 ¥ L BB+ F 64 v
kit &4 > 2 & BCAA fr Arg: > & & 4 M ¥ & § ¥

o

Bescos % 4 (2009) ™ 9 # § 4+ % 3% & i R P E N
TR FEREATA S IRF AW L &8 A4 R #(5.520.3 g/d
Arg) o4 & % - Bl @ (% 7z Arg § ¥+ » 9.0+£1.1 g/d Arg) %
8 % - Rl F (& a4ledk4gas > 40 4w 15 g/d
Arg) > @ 8§ 3 % ehd gl 0 i Aol s s R R (R

;;g
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] 85%-90%

p

4o B 10-11 km/hr - % 4 A & 3 4 1 km/hr 3
VO,max > & k& 2 » 4 ) - 2% ¥ T &8 5% 7 Arg

@ A L3 HE ArgF HER L RERFEE
=S

Liu ® + (2009) ™ 10 % 9 # 3 3 & R PRE
R EE RS HRIEFEFF AR KR EF X
Bl o s H R B E T JR 6 g Arg & 2 A 0 5 ¥ 3 > %

Z R A A Arg & F R 6 0 2 60 A & F 20 F 2 4 @)
R 2 E R R ISR L AT L A F OB RL L
B2 F 4% o 2% KT 2 Arg $# NO & =&
% v X PR B E h N B2 R RN AEREF ER AL
FEREREIFRE -

.fs,?guléjgk’ﬁfu Arg 7 & 7 % kA & F & 4 1B [
Brooa P Y R NO g = Fr o H e d FHEDES
4Eﬂi;§6;ﬁ¥#§»%ﬁ‘f¥§%oﬁ“ﬂ4 kB oo 4 v Arg "”l”}ﬁf\%[}?—l‘

B ? B o oo kR 0@ R e g Y OT g (Eto, et

y

al., 1994; Schaefer, et al., 2002) - # ** w & § 5 J & ¥
Vol ¥ Oop ¥ g o 2 @ & 4 3B (Bednarz, et al., 2000;
Doutreleau, et al., 2006) ; & & % - 4 @& B = 4 & & & §
< 3 % e+ (Bescos, et al., 2009; Jang, et al., 2011; Liu, et
al., 2009); p @ # H W3 FFE & A 2~ 3 2F 5 P
7o - FE A

v BCAA & Arg #H & # £ B 32 & B a4p B @;Ig%i;gﬁz_
(8- )
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4% B BEN D

¥F- 8 FEE%

AP T H % 2T - s LA F YRR YLl R
RRFFNFRPFRGRY B Fr o RT - chFE S A
T EL N FAMAERLETREEFE T R A E R
BERER DRI R Fd ERERIFFALRLG
(R HF w2 FRLFosr ) -

FoE FRRP AN

ARELEER LR F R Yo SRR

A w5 AAR #F (0.17 g/kg BCAA; Leu: lle: Val=2:1:1:
22 0.04 g/kg Arg ) =& placebo® #( 2-3%g % % > 7 ® & fa b ) >
BCAAX p % 5w Il 2 ® % 3 T 2 & Optimum Nuirition, INC

( Sunrise, FL, USA)>Arg* p GNC# % % ( Pittsburgh, PA,
USA) » & S Bl 5 8 - = o 2@ & Pl Ew 1) g LBCAA
2Arges % /A o AAPR FE %2 placeboBl #F 2 R T7x » 1
SR IV A A I

22



ARFLBERRRE ST L0 Eo R EY P RTE S
MIFHRE o ERFEARD S F R RFEEHIOMIL R

B B a3 8 NI5AEP & R L o £ RFE LE R R
B oA H s ¥ BCAAB *250mly 5 @ = -k (50

Bl
|
k-
xR
e

ml Gk &% & & 4 4+ 200 ml-k ) et Argd ;s % F A Rl & * X
K fghaBg o 2&% FEFFAALK ZRFF D

TR EL R F

—=
(E\Ej
b

A A 2 B oo 3N F B P 4
B2 L HELE - X F A E P REARER RS ZH E R
B2 )0 B A B L R BEAN (FHRTAEAE2) o

Rl
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Rest warm s P Rest
BF | SP CcMJ Y v CcMJ
1hr up P S LE S iR e 2 hr
24 - x

warm e Hoa e

= | i

BF | SP Te;: uwp | CMI j;;g = i D r - | W j;;?

N CMJ , N
1 5 3 |Rest| . Rest | g 9
60s 60s

S IBFIw 5% oSPIAR T B4 o CMI: F B it o & i iRdEkca~ci kL 204 b: k4 15 44 0
1~9 %A 5 3% 10 K pror MITE B S ARTFNPRSZ I T EPR-NF 0T e b@H - 25

BEEH 5 S b # 6 % B ARITE Bl o
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¥ 8% HsaimiEdindl
. v

I A PR BRE > BERREA XY SN
R ERBEDORIE o F ERRH B IRFE SRR
B2 ged (wofisro) > P &2 ®E YL TAF R DA

¥ (% £ 9852+ + @B 4T% =6 F 15% %5 % 38% ) >
S B F oA s - B %A L2 P1.29/kge i 0.1

g/kg~ % & % 5 0.19g/kg2 2 5 ml/kg (& £ %9 6.2 kcal/kg -
z @l g/lkg 39 7 0.24 g/kg > "3 %»0.14 g/kg) > & W ~
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e d RE 4 HEES FE SRR

o 4
BAF AR EP DL REXFAFALTIARL T AR T
B oo %*%f*ﬁ@:%%l#ﬁf;%gw%ﬁ TR S N
£ g+ ( counter movement jump > CMJ) > @& * 3& ¥ 3 #
#® & ( Newtest Powertimers 300-series, Oulu, Finland)

B PP B3 R 0 A& B P E 3 0 Bkt E o
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o KRR R R

AEL LR EMEFRATE S HERER FLT R
el % e A ko0 i 6 Bl E L P 2 45 5 (Baker, Dougherty, Chow,
Kenney, 2007) > 5 & ¥ g A3 F 0 2 & % & 5 £ 2 &
5132
F v %33 4% ¢ F R L2404 0 v T X B 2208 & 0 P H IR
L1540 4 P E T £ R
HEY FPMFLEELI0A 8 G - Eo i TR T (1)
@ F105 pr > (2) w RATE B > (3) R A rf Bk —>(4)
* L60f > (5) ZF3 B = 64k —> (6) H %103 - (7) #
# > (8) % L 60— (9) 28 % & E# > (10) 5
o HE > (11) 6= # M7 E 8 > X K E 2233 236 ; & B

BOP 2Bk X RS R R AA B3I B11
Al B 4 op £ 10 o s AR BN BR ZF
Be g s Bk 103 &2 52 o K G T PR B R KE K
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W5 Asib{pH

oW B R D R R Y RNE PR E e E
R ARG Kehzk o N A MEEREK c RS RER DT - FRMAE T
fEq] > TR AR ASMBR > BT THE 20> BEXFR6F o

W6 ZFp=ispik
ga—.:*::".%ff:;&:-->:rﬁi+b B —> B — D A
AR - F0g  nFERZFAAP T FHEIP R KE L
HoPHHRNEFT L TNHBERPR O RERIEENI Y - HAR
L3 Fa BT L EE 2 A4 o
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a:‘:%wr*ﬂﬂﬁﬁﬁ;—>Zﬁ&&ﬁ°5%§&1@ﬁﬁ£ﬁﬂ6

Bl B AR 0 R R F R e K&K ( S725X cycling

computer, Polar, Finland ) iz 4
A SR - N S - A B N S
FH RBP4 LR AR 2)
s > ;Ex;édﬁu Borg p ¥ & %
=z ) -

WO B R BB R T e
T 3R R 5 26.42+0.72°C » T 3=

Foob oo O F oW o B
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# 2

WEEE R 2k ki (M)

Wa

S L AA Dayl AA Day2 placebo Dayl placebo Day?2

1 0 0 0 0
2 1178 466 1178 466
3 677 367 677 367
4 353 276 353 276
5 268 149 268 149
6 582 585 582 585
7 623 467 623 467
8 382 620 382 620
9 836 627 836 627
10 623 171 623 171
11 1731 692 1731 692
T 15 ¥k 659.4 401.8 659.4 401.8

R 141.9 68.8 141.9 68.8
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FI 8 2RBEREELAH
AR F o F R E 1OmMI £ % - A X3 EDTA
B rh FEL F Y oo 2h 0 p a3 APk (Sysmex KX-21N,
Kobe, Japan) # # = Xx

e

( Hemoglobin, Hb ) %2 & %
( Hematocrit, Hct) - 1 & & #F & ¢ i Jf: g g oo H A R

3 4°C 12 2000 # 41« 20 & 4 0 M B G TR A 4o P w

oy

Bk e
( creatine kinase, CK ) ~ 5 p& % & fs ( lactate dehydrogenase,
LDH) ~ st g ( lactate) ~ % (NHz) ~ # % # (glucose) -~
4 # (glycerol) ~ 2tpy it % 5 ( NEFA) ~ Jk # (urea) -

Br ke s i -80C 2 kda? o A4

% # p (testosterone) -~ A F F pE (cortisol) » v #F 3 = B
FEE AL DTN RS PHE R G R

- v 2 H LRI ERK
(=) 7 g i g

X if: PCKFEM AW o Y EE A e (77528~ 77529,
MLt ki ¢ A4, Tokyo, Japan) » ™ 2> p & 2 t & 47 R &
#) ( Hitachi 7020, Hitachi Science Systems, Ltd, lbaraki,
Japan) - = sk @& 4 K 340 nm> v B F B R 2 4o T

Creatine phosphate+ADP C—I>< creatine+ATP

Glucose+ATP Ii( glucose-6-phosphate+ADP

Glucose-6-phosphate+NADP
Glucose-6-Phosphate Dehydrogenase

glucose-6-phosphate+NADPH+H"
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() Fm%m i vz
£ 0% LDHGE B 4 45 o 4 v S ow & oo oAl e
(411-84491, - & ¥ % 1 ¥ $ ;¥ ¢ 4, Osaka, Japan) - ™ 2

B4 A kR ok @E gt £340nm B F R R B 4o
.
J'_LDH 4
Pyruvate+tNADH+H" — L-lactate+tNAD
()P B ER
w JE Y ok R A HT 0 B Y OB Ok W Al e (11822837,

Cobas, Co.)» 1w > p & 4 * & 45 & ¥ B> % k & 4 £ 550 nm »
- A -

i

Lactate Oxidase
Lactate+O, ——— pyruvate+H, 0,

Peroxidaes
H,0O,+4-aminoantipyrine+H donor ——— chromogen+2H,0

(z) % kAR

£ Y g R R AT BT R KA & (7783677837, M
Lt & kv ¢ 4, Tokyo, Japan) m 2> p & 2 i & 45 &k & B >
ok @k E 450 nm> B K B R I 4e T

. NAD synthetase n
NH;+Deamido-NAD+ATP —— NAD +AMP

Glucose dehydrogenase

NAD Glucose NADH+6-glucolactone

diaphorase

Water soluble tetrazolium+NADH ——— NAD ' +Formazan

35



(I) %% kA&

“ Jj§ PR ERRE AN HE T B OE A 2(UR221, Randox,
Co.) » ™ >p 4 v & 47 &K¥P >k i@t £340 nNm: v &
F g R I 47

Urease

Urea+H,0 — 2NH;+CO,

glutamic dehydrogenaes

20-oxoglutarate+2NH, +2NADH, L-glutamate+2NAD 2H,0O

(»)§F FHIER

P H FRER AT BB A e (326022199 -
326022205, # % " ;¢ ¢ 4, Kanto, Japan) -+ ™ > p # 2 1
A kR > ok Bk £ 340 nm o @t £ 450 nm >t #F F R
B 12 4o T

HK
Glucose+ATP — G-6-P+ADP
Glucose-6-Phosphate Dehydrogenase

G-6-P+NADP" gluconate-6-P+NADPH+H"
(= )4 # kA
I % P kR Ao B OEEMHE(GYL06, Randox,
Co.) » ™ > p # 4 iV A4 KR WP ok E L E520nm LB
F RE R 2 o7
Glycerol Kinase

Glycerol+ATP —————— Glycerol-3-phosphate+ADP

Glycerol-3-phosphate+0O,
Glycerol Phosphate Oxidase

H,0,+Dihydroxyacetone-phosphate
2H,0,+3,5-dichloro-2-hydroxybenzene sulphonic acid+4-aminophenazone

Peroxid.
croxidase (4-antipyryl)-3-chloro-5-sulphonate-p-benzoquinoneimine
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(~) 2L fg - %y s Bk B
i ]:F% " NEFAER B » 47> & * ¥ ¥ # & 2 ( FA115, Randox,
Co.) » ™ > p # 4 v & 47 &K ¥ P » %k @ £550nm:> v &

F R B I 4 T

Acyl CoA Synthetase .
NEFA+ATP+CoA Acyl CoA+AMP+PPi

Acyl CoA Oxidase
Acyl CoA+Q) ———— > 2,3-trans-Enoyl-CoA+H, 0,

2H,0,+Sodium 3-(N-ethyl-3-methylanilino)-2-hydroxypropanesulfonate+

. . . Peroxidase
4-aminoantipyrine —— purple adduct+4H,0

()% AAmER

# * p # &~ 47 %k B £ ( Roche Elecsys 2010, Roche
Diadnestics, Mannheim, Germany ) >t &8 ¢ 0 ¢ i & 5 % 4
% 4~ ¥ # ( Electrochemiluminescence immunoassay,
ECLIA) » @& * 7 % 3 &% 2 (Cat.No0.05200067) & + 2 % +
Bloo AR OF Z P SEEEES LA B HE S - X F R
( firstincubation) 5 #% 50p & % #% 4 4= biotinylated &
testosterone # B M 5 H R MW - A2 F B o ¥ - X F B
( second incubation) 3 4 » 12 streptavidin i & & #c
+ qe 4 i~ F# (ruthenium, Ru) 1 3z 2 testosterone # £ |4
E R o) =2 sl g BFLYE

streptavidin 4p 3 % * gk B &P BT REF

i

Mo + ¢ g 4 B3l 3R Ao o0 R GRS P R
¢ & d ProCell ¥ 2 # ",f o Rt I T AR how BT
g % (chemiluminescent)- 1z £ ¢ % 3 & ( photomultiplier)

7R

37



(*)AFHBRER
& ;& ® Cortisol » 4] * ECLIA > * Roche Elecsys 2010 %

oA 47 kR B ¥ B o Elecsys cortisolz® % k2 5 &% h 2 > 4

* cortisol 3 £ . & 5 K L % & 7 o ¥ W N g cortisol 7

danazoler i® * & ¥ % & v +F # I feFE % ¢ “ 4 rcortisol

Ay - ARY AP F R PR E R oA e

cortisol ## 4 # @ & & 1 & L H e o @ *F F OE 3 om =

( Cat.N0.11875116) i = T & ¥ Bl -

R1: Anti-cortisol-Ab~biotin ( % ¥ ) 19 ml: 2 % %
Anti-cortisol % = ¥ % ( £ ) 90ng/ml; MES¥ f# /& 100
mmol/l » PH6.0 ; & 3 # -

R2: cortisol-peptide~Ru(bpy)s?" : (2 ¥ ) 159 ml: & n
v % & & cortisol# 4  ( & & ) » 25ng/ml; danazol

20pug/ml ;i MES# @ % 100 mmol/l » PH6.0; & % A

FAF & FEMpRD R

P HD s Hothe 2o % - £ > 1 25 e

APV (%)=100%] 100 (Hbyye /Hetyog ) ¥ (1-Hetyos /100)-100+Hct . /(100-Het, )|
(APV=si # % © £ ; Hb=s & % ; Het=s v %)

¥ & fs B ¥R =R 4 Bk 45 <[(100+APV%)/100]
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ST R OR BT e E R R EE R oo B - =R B
B i - o il = N N S & - - S S A S s

o2l N ;\ e T

14
-
3

% change(:z % ¥ )=(% X% - X )/% - % x100%

[

AA Rl # & placebo Rl & @ R B gk & AW R
(e ® 5 ) HREST F (R F) B e (R F)
KR BR(a® )2 p £ 400388~ LiFAF o

A m gL R TS %R A s R R
Foeh o2 Lk FREFoCREENY LR RN
Ryan-Holm-Bonferroni ;2 i + ¥ {5 »* #& ( Atkinson, 2002)
Fit e MR B2 L2 FHT AL RBEHFLE
PEHE AR R AR LR - BT RS R LR

Fli xR F LA M At R P kRE-FFD R
AT W 4 s # (Incremental Area Under Curve, IAUC) » &

Boioeh 5 B R ZEH R - E AA R B 2 placebo Bl # - =
zZ F T H e fF (F2AFELT G ) 0 Dayl & & B
Dayl pre-ex % & % & > Day2 p] 2 Day2 pre-ex » £ # @& » i&

=N

BBl A6 A3 8= &S FH R SN E R T O
B R HEAN LR LTRSS
# * SPSS 12.0 ( SPSS Inc., Chicago, IL, USA) 3+

WAt Bk FRE L op< .05
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s EF B3

&

Fo8 XRFFALIFTH
x;éjﬁz%ﬂ‘?“f—'ﬁr'% 1> iﬁﬂi#llfﬁ%éﬁ—*ﬁaii’a&ﬁg
20.0+0.3% » ¥ 5 178.4+1.9> &~ > f € 71.8£2.4=>> 7 » ¥ %

¥ & 4p % 22.53+0.61 -

% 1

£R 4R PTR

Mo B £ # (year) ¥ % (cm) % ¢ (kg) BMI(kg/m?)

1 19 178 85.6 27.02
2 19 185 76.6 22.38
3 20 185 80.0 23.48
4 19 177 68.0 21.71
5 19 190 76.6 21.22
6 21 170 64.4 22.28
7 22 178 71.3 22.63
8 21 173 61.7 20.62
9 21 171 70.0 23.94
10 20 177 60.0 19.25
11 19 180 75.5 23.29
T ¥ 20.0 178.4 71.78 22.53
(s 0.3 1.9 2.40 0.61
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o8 ExRIEIama AR

AA R # & placeboip| @ & & pl 2 2. & & ik & B M oo &
o4 B 14> AARI 23 % - 2 % = % 3 Mo TR F R
placebo # # ( AAR % @ 129.35%22.48 # ; placebo i #
134.43+3.38%; > p= .032) ; AAR #F* % - 2 %z & B & 1R
- >t placeboi®| 3 48 1 ( AAR # © 126.90£2.564 ; placebo
Bl 3% 1 132.30£3.014 > p=.053) & & £ 3 % 3 M 4 & W%
% % 40 B 15 AAR # 2 placeboip| @# 2 B o & & & 1% & 78 4
A MR FaNF LR

AAR] # & placebo] 3# 2 + T X B 8 1 & 5 B A £ R 4e
B 16 > AAR #F > % - = T X 3B 5 & 7 8o BFRF O F R
placebo # # ( AAR # @ 256.2524.75# ; placebo i #

266.72+6.374) » p=.031) o 1+ T X 3 ¥ 1p L 3F 4 0 & R T %
5}< e E] 17 » AA/?IJ ;f:c L;/El p|acebo;E|J ;4—;‘ s O+ T &y m_%f Iﬁ P 5

B A e % ¥ m M ¥ LR

AAR| i 2 placeboipl 4 % 2 # 3% & 38 W & 4 T 4 H 18 >
AARI F3 % - 2 o B 55 8 5 PR &5 P 2 placeboip] 3 1 48
% (AAR 3# 1 518.42+9.98%) ; placeboip 3# : 531.84£12.35%; >
p= .079) « & 3k & 3 M & A R T ® 5 4o Bl 19 0 AAR R £

A

placebol B ch § s & T W & # R % F R H F LI -
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O Day2 AA

Day1 placebo

Day2 placebo

120
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(4F) @ s
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.032) -

227 placebo #1327 BF L2 (p
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L
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B 14 AA B
:x Dok D AA R
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™

%

N

—

BAA

Oplacebo
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(%) & &2
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@

<t
1

4th
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1st

& =

L ERL MG A MRS

W 15 AA |z placebo jpliE 2
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240
= 180 -
& 3 mDayl AA
gs .
& 120 - 0 Day2 AA
- Day1 placebo
60 = Day?2 placebo
+ -
T Ay

W 16 AA p|;#2 placebo BliFz. F T LB ER LB £ R
ok D AA PRI placebo RlFEERE F AL R (p=.031)-

mAA
Oplacebo

W17 AAR[:EZ placebo Bz T XS B R LR R RIS
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300

P

200
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Dayl Day2
per i

W 18 AA B[3# placebo Bl3#E= * 2. ER LA £ R

R (%)

-3

W 19 AA Rz 2 placebo Bl A % 2. EXk & IF i & et F
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F2 & RERYF
AAR] 3# 2 placeboip] 3# :F & Bl & 2 & & 3 I
T

=
‘?‘L;
L

B 20 > AAR # 2 placebop] ## 2 B & & T
By 432 &2 &8RP g FRBFTAN
21) -

[
\
o
S
fo
-
)

AAR # & placeboipl 3# 2 + 7 X HF B B E &P OF o B 22

he

AAR 3% & placebo ] 3# 2 B e P 7 X 3 T @y & &
FALE 21T EHEARE LY T RN T A
23) o

AAR # & placebol #F A % 2 B & & ¢ F 4o B 24 AA
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Bl 2 placeboipl F 2 FRen @ L 8 &7 F & ¥ 4L £ > 2 B I
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80

60

S

o |

¥r 40 Dayl AA

- N |oDay2AA

= Day1 placebo
20 = Day2 placebo

0

1st 4th

W20 AA &8 placebo itz & &4 € b ¢ &

12

e (%)
o S (o]
H
H

\ mAA
-4 O placebo

-12
1st 2nd 3rd 4th

£5 2.
LEEEN

L

W 21 AA Rz placebo iz & & E b7 Ty



Dayl placeb
= Day2 placebo

Dayl AA
D Day2 AA

o

28

I,

(%) & a

TLIHHEHY F

AA Pl:E 2 placebo p|zEz +

W 22

mAA
placeb

TLHRER

W 23  AA p|:E¥ placebo iRz ¢



80

60

40

$ % ()

mAA
Oplacebo

&

20

Dayl Day?2
P A

B 24 AA il placebo Bl 5 % 2 ML E & ¢ &

mAA
1 Oplacebo

% (%)

W 25 AA RIE2 placebo @A % 2. B3 g ¢ FergF
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4
=
X

F & fepe Bl £ & B B 5%

- ~ FE # e pep B

AA R 3 % placeboip] 3% @ & il 3% 2 £ 0 i g F & 4o B 26
placeboirl 3 »+ &% - = ¢ F ik L S F BB F 8 AARF (AA
R % ¢ 47.15£1.52 = 4~ ;5 placeboif] 3% : 49.06+1.17 = ~
p=.033) > it LB BB F B THERCEF S R T LE
(®27) -

=~ F R &

AAR & 2 placeboip] 22 18 & P F 2 H F P % BF R 4 B 28 -
AAR| 3 22 placebop| 3 2 B e iIF Bl Sk PF P & B ¥ £ 8 o &
ARl B PF R T % F 4o B 29 0 AAR F 2 placebop] @ 2 B g

;‘_‘;«:
;‘_‘;«

=l S

2 —

# k¥ L3 o
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Bl NN

AN

HDayl AA
O Day2 AA
Day1 placebo

Day? placebo

72

777

pre hal

- -

post

b
E

W 26 AA Rz placebo pligz F & (TR % B
3ok D AARIEE placebo plEE R EF L R (p=.033)-

[EEN
o

mAA
!T Oplacebo

pre half post
per Y

< 5 (%)
o o AN O N M O ©

W 27 AA p|:#¢ placebo iRz & # (TR B B F
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Dayl placeb
Day?2 placebo

HDayl AA
Day2 AA

(44) &«

placebo ip|3# 2. B jkip| 5 pF

AA RIFE

W 28

BAA
placeb

PR

2 BRI P I 2 8 2

Ea

|

AA Bl:# 2 placebo P
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- ~CK~LDH & &

AAR| # 2 placeboip] 3 & B F 2 « Jf: CKE |+ 4 B 30 » @&
PR E B F (p<.001) » AApR :# > Dayl post-ex ~ Dayl
post-ex 2h -~ Day2 pre-ex™ % Day2 post-ex ¥ ¥ 8 *> A % &
( Dayl pre-ex ); placeboi? # ** Dayl post-ex 2h~ Day2 pre-ex
™ %2 Day2 post-ex'y B ¥ 3 > A B @F o

AA PR # 2 placeboip] 3# & pF B 2 o J‘f{ LDH®E |+ 4- B 31> &
R oo g i B ¥ (p< .001) - AAR @ ¥ placeboip] # *t Dayl
post-ex 2h¥ Day2 post-ex3= & ¥ & >t A ® @ o

2 % B o7 0 AAR P 2 placeboip # F & 4 v CKg LDHZE
M3 xEat A fed mgpgaieg g o ¥ AAR R
2 placeboipl # 2 B & & B ¥ £ 8 o o
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320 -

240 -

160 -

creatine kinase (U/L)

o
o
1

0 T T T T

Dayl pre-ex Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day?2 post-ex
Time

W 30 AA p:#2£ placebo p|:E & PF R gE 5 ch creatine kinase /& 1+

i :m AARIEE S o oplacebo plE -

Trial effect : p=.969 ; Time effect : p<.001 ; Interaction : p=.534 - % : AA ;&
Daylpre-ex & ¥ £ 8 (p<.05)- # : placebo ip|:#2 Dayl pre-ex :£ &g % A £
(p<.05) -
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300

250 -

N

o

o
1

lactate dehydrogenase (U/L)
H
a1
o

0 T T T T

Dayl pre-ex Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day?2 post-ex
Time

W 31 AA R3¢ placebo & & pF R gL ch lactate dehydrogenase 7= |4
i :m AARIEE S o oplacebo plE -
Trial effect : p=.297 ; Time effect : p=.007 ; Interaction : p=.601 - % : AA B|:& ¢

Daylpre-ex £ % £ B (p<.05) > # : placebo ip|:#% Daylpre-ex 4 ¥ £ #
(p<.05) -
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B F > RRERR

ARl 3 ¥ placeboip 3 & P B 2 & '3]% U Bk R 4 B 32 o
PR o g i B F (p<.001) > AAB # 2 placeboip| :# » Dayl
post-ex ¥ Day2 post-ex ( AAR # : Dayl post-ex 9.82%0.85
mmol/L » Day2 post-ex 10.23+0.87 mmol/L ; placebo i} # :
Dayl post-ex 9.28+0.79 mmol/L > Day2 post-ex 9.34+0.86
mmol/L) 3= & ¥ % > A % & ( AAR #E : 2.20£0.27 mmol/L ;
placeboip 2 : 1.80£0.10 mmol/L) - % % & 7 > & jp| & % -
SO I @v.gﬁvi’rqf&,}aﬁzh A

ARl 3 ¥ placeboip] & & P % & Jf: 3 kB 4- B 33 W
R oo i i B ¥ (p< .001) - AAR @ ¥ placeboip @ *t Dayl
post-ex 2h5 & ¥ M > A ® 5 ; # & pF FF 2. Dayl post-ex~Day2
pre-ex% Day2 post-ex# & ¥ ¥ £ B » g 7 & Pl F EF & & 5 k
B3 EEFH > BENMRKRERT R

ARl # &2 placeboip] 3 & & B g B R R R A 4o Bl 34
o Bt BB B R gl ¥ (p= .002¥ p< .001) - AAR
o pIaceboiE'J # * Dayl post-ex 2h -~ Day2 pre-ex™ % Day2
post-ex 'y % ¥ % > A ® E o AAPR F 2 placebop] 3# 8 & #H F
I ﬁﬁl% kR4 AT M 4 G 4o B 35 0 AAR # 3 Dayl#
Day2én i # A 4 k& & & T 3 4 & 4 ( Dayl : 0.58%0.12
arbitrary unit ~ Day2 : 0.19+0.06 arbitrary unit) 3 % 3 3 *
placeboip 22 ( Dayl1:0.43+0.12 arbitrary unit~ Day2:0.08+0.04
arbitrary unit) 4% % ( Dayl: p= .061; Day2: p=.052) -
Bor @ dom A LArgY v MR B R R BRE S M ben i
RS I
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Lactate (mmol/L)
(o))

N
1

0 T T T T

Dayl pre-ex  Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day2 post-ex
Time

W 32 AA p|:=¢ placebo )& & P 2E o cha“ ik B
i :m AARIEE S o oplacebo plE -
Trial effect : p=.223 ; Time effect : p<.001 ; Interaction : p=.604 - % : AA Bl:&#

Daylpre-ex £ ¥ £ 8 (p<.05) > # : placebo ip|:#% Daylpre-ex 4 ¥ £ #
(p<.05) -
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120 | 2574\/%4
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0 T T T T 1
Dayl pre-ex Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day?2 post-ex
Time

NH,; (umol/L)
00}
o

SN
o
1

W 33 AA p|:=# placebo )& & PR BE o ch'af ER
i :m AARIEE S o oplacebo plE -
Trial effect : p=.921 ; Time effect : p<.001 ; Interaction : p=.175 - % : AA Bl:##

Daylpre-ex £ % £ B (p<.05) > # : placebo ip|:#% Daylpre-ex 4 ¥ £ #
(p<.05) -
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Urea (mmol/L)

©
SN
1

0.0 | | | |

Dayl pre-ex  Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day2 post-ex
Time

W 34 AA Rl placebo iplie & R Bha AR R A
i m i AA R o placebo Bl o

Trial effect : p=.002 : Time effect : p<.001 ; Interaction : p=.749 o %k : AA ip|:gr
Dayl pre-ex £ % Z B (p<.05) - # : placebo ip:# 2 Dayl pre-ex {45 % £
(p<.05) -
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W 35 AA p|:#¥ placebo B|:ES X 2 i Jf:fj\% ERY AT H e f
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=~ %8 - -4% - NEFA kAR

AA R 3 22 placeboip] 3# & pF F B x Jf: 5 %k R 4B 36
R o ki & F (p=.005) AAR # > Dayl post-ex Day2
post-ex32 & ¥ % > A # @& > placeboip| # A »* Dayl post-ex 2h ~
Day?2 pre-ex% ¥ 5 >t £ ®& & o

AA R 3 2 placeboip] 3 & B B 2w 3f: 4 Wk R 4o B 37
WopE R oo g 2 B F (p< .001) o AAR @ ¥ placeboip @ 50
Dayl post-ex ~ Dayl post-ex 2h% Day2 post-ex% ¥ 3 > 2 #
oo Bor - BlER R - 2B S - EREEEF A

AAR # ¥ placeboip] # & P B 2 1 J‘f{ NEFAk & 4 R 38>
R BT B EF (p< .001) - AAGR 3 * Dayl post-ex 2h
BE3 T ARERE >y - 2 &5 - 2 FR LT R FH

placeboil s & W W g Al & A % & £ 4 F L B -
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Glucose (mmol/L)
w IS

N
1

0 : . | |

Dayl pre-ex  Dayl post-ex Dayl post 2hr ~ Day2 pre-ex ~ Day2 post-ex
Time
W 36 AA p:#2 placebo B3 & PFRF Bh o ;rf; Ty D
i m AA R o placebo il o
Trial effect : p=.269 ; Time effect : p=.005 ; Interaction : p=.434 o % : AA |z e
Dayl pre-ex £ 85 % £ B (p<.05) # : placebo ip:#2r Dayl pre-ex {45 % £
(p<.05) -
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Glycerol (umol/l)

SN
o
1

0 . .
Dayl pre-ex  Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day2 post-ex
Time

W 37 AA Rl placebo il & pF R Bha R i kR

i m AA R o placebo il o

Trial effect : p=.414 ; Time effect : p<.001 ; Interaction : p=.870 o %k : AA ip|:gr
Dayl pre-ex £ 85 % £ B (p<.05) # : placebo ip:#2r Dayl pre-ex {45 % £
(p<.05) -
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1

NEFA (umol/l)
N
o
o

200 -

O T T T T
Dayl pre-ex Dayl post-ex Dayl post 2hr Day2 pre-ex Day2 post-ex
Time

W 38 AARITEL placebo Rlz# & pr [ B B NEFA k&

i :m AARIEE S o oplacebo plE -

Trial effect : p=.495 ; Time effect : p<.001 ; Interaction : p=.738 - % : AA ;&
Daylpre-ex £ % £ 8 (p<.05)-
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= ~ Testosterone ~ Cortisol )k B ~ T/C w %

AAR 3 ¥ placeboip] # & B F 2 & Jf: testosterone gk B 4
B39 & B ookl ¥ (p< .001) » AAR 3 2 placeboip
% 323t Dayl post-ex¥ Day2 post-ex& ¥ M 3 £ ® &5 o

AA R 3 2 placeboip| # & B B 2L & 3]% cortisol;k & 4 @ 40 >
R ElEE (p< .001) > AAR 3 Dayl post-ex 2h
By M A B E S placebo 3 E PR B A 2 AR E RN ¥ L
2o B EHA D RHMBEYE - 28 - 2 EE DL R
cortisol;k & ¥ & % ¥ % v o

AA PR # 2 placeboip] 3# & pF & 2 o jfi T/IC F 4o B 41 &
R iE B ¥ (p<.001) - AAR # > Dayl post-ex#¥ Day2
pre-ex& ¥ i< > A ® & ; placeboip & & »> Dayl post-ex# ¥ K
A EE
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Testosterone (nmol/l)

=
o
1

0 . . .

Dayl pre-ex  Dayl post-ex Dayl post 2hr  Day2 pre-ex  Day2 post-ex
Time

W 39 AA Rl placebo ifli# & pF B ghai § Testosterone ik &

i m i AA R o placebo Bl o

Trial effect : p=.426 : Time effect : p<.001 ; Interaction : p=.599 %k : AA ip|:gr
Dayl pre-ex £ % Z B (p<.05) - # : placebo ip:# 2 Dayl pre-ex {45 % £
(p<.05) -
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1,000 -

800 -

600 -

400 -

Cortisol (nmol/l)

200 -

O T T T T
Dayl pre-ex Dayl post-ex Dayl post 2hr Day2 pre-ex Day2 post-ex
Time

W 40 AA p|:# ¥ placebo & & pF R gL th Cortisol }k &

i :m AARIEE S o oplacebo plE -

Trial effect : p=.674 ; Time effect : p<.001 ; Interaction : p=.955 - *x : AA Bl:##
Daylpre-ex £ % £ 8 (p<.05)-
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1

Testosterone/Cortisol (arbitrary unit)

o
o
o

Dayl pre-ex Dayl post-ex Dayl post 2hr  Day?2 pre-ex  Day2 post-ex
Time

W41 AA Rl placebo il & pF R Bha K T/C vt 5
i m i AA R o placebo Bl o

Trial effect : p=.125 : Time effect : p<.001 ; Interaction : p=.804 o %k : AA ip|:gr
Dayl pre-ex £ & % £ £ (p<.05) > # : placebo ipl:#< Dayl pre-ex £ 4 ¥ £ &
(p<.05) -
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FA8% wpxip L

N T

AAR] #F 2 placeboip] 3 :F & Bl R H B 2 & FF K T 3o
Fohe B 42 AABRI F > A X 8 & Pl F 2 T B g F > Dayl i
169.76+2.15 beats/min > Day2 5 164.43+2.24 Dbeats/min >
placebo Bl # 2 Dayl % 169.14+2.19 beats/min > Day2 i
163.75+£2.31 beats/min> & P RE F o8 ¥ F L £ - @& H F
T3 B X 5 167 beats/miny 3 & < & Bt 75-879% 0 & k4 {8 o
T ¥ gt 5 126.27+21.63 beats/min o

= ~p XL

AAp| # 2 placeboip| 3 * & # @
£ % 40 B 43 AAPR # & placeboip] #
e B A4d - Bl E B EEE LR o

W
TR
4%
(i
Eis
ki
o
(w
o]
=¥

B
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M
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¥

I
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2
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Day1 placebo
Day?2 placebo

mDayl AA
D Day2 AA
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e
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UOIJ9XT PaAIaIad Jo Buney
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FEEhwE Ll pRE R

227 placebo B3
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UOIIBX PaAIadIad Jo Buney
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327 placebo ipiEA % 2

Bl 44 AA PR3
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L #ww

j\piﬁj%%,ﬁi%?@@sggqgi&ﬂ,“{TT”J%QEE?E'I%’%
A H E R R TR (RE A F R EEHNE ) &
2 HF A L BCAAZ Argre & 2 & 3 0 2 5 W M 2 R
Bk s ok E R PR LB F A o TR OB
1%ﬁxﬁ,auawp%*?ﬁ“*°*me

oW - A BT R REELE R R ED L) E L H A
ABCAAZArg: ¥ it v 1 b @ H A % fm F 9o H @

&
.

4

A g R AR F B g RSB R E S Ra o
Oy S A T R A A SERRLEE I R

PAT G R ERY AR P REEFREE

|
(8§
ks
Pad
&

Ay Ror B w4 LBCAAZ Arg B ¥ R 2% - 2
By Fud o iR e haREfrTREADFES
HY HEHRE 2y RS- R Fo3ekg (299) M15 g %
g 3 £ 3E & | é%gﬁfg’?%a{?ﬁizﬂi}%ﬁéﬁﬂﬁ%’

& X B F - X i

(&
#

FoORBMFEIERERIRF B EF R
AARI RF % - 2 F & S8 202 2 B pFRF R R KRR DAEF
R R - X > AARIFEXN ¥ - X FH L Rt ® F oy 21-25
Ap B ¥ P 3t placeboip # -

B2 4 ML Y 0 % 54 d At A BCAAY £ 6 3 R
e iE f B o - ko R oS 4 3 i f AR Y R OF R OE o

Madsen® « (1996) m9¢ p 7 8 F £ 5 % @ 4 » i 7 100
> 2 p 78 @ #BCAAR F 2 CHOR #» & & 5 » W & o
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18 g BCAAZ % & - & % 5 7 > BCAAR # & & & ¥ ¥

it

FH Az ER A HE SR AR ENRFREE - van Hall® <«
(1995) P R U X W R E & F 5 X F % (10¢% ) & §7
70-75% & = ﬁ;‘J N F g B R DR R KR T4 R
#Foo% A £ BCAAR F ~ ® & &£ BCAAR # ~ Trpipl :# ~ placebo
Bl A u i % 189 BCAA -~ 6g BCAA ~ 3g Trp2r % & & - % %
Bt o4  BCAAR Trp¥ @ & 2 M a ¥ B o

m Cheuvront® 2 (2004) M 7% £ HIIHHF MBI X
;éiﬁ v i F50% VO, peak¥r g & F & 604 45 > 4 {6 3 IR

5

T (407C ) 304 4 - AAR i & placebo| @ EF & H F A
w4 % 60 g/l § § # +10g/1 BCAA2 60g/l # % 4 +10g/I
FARMH B EHET o AARF R F ' KfTrp/BCAAY & >
EH ARk TR L BRI EEY LR

N

F_‘-

B - pF # > Watson% 2 (2004) 8¢ @ B § M 5 % xE
kB T(30C )i 7 50% VO, peak®r g # & # 3
WE w2 P & 304 44 39 BCAA 11 2 A EH M T A

-y
\ﬁ

154~ 44 £ 1.8 g BCAA - & % & 7 > BCAAR 2= & ¥ "%
fTrp/BCAAW & » fv 2 & & 8 B B ¥ 40 4 AR 5 T

BiE A AR s w prF s A FRARE o S R E Y
_ﬂo

(58

¥ - 25 o @A My Ay 4 A L BCAAT

!

MM A M B B A L o I BE L B EBL T R E EE
Ik B (34.4+1.8C ) T i& i740% VO, peak® ;" %rj & &
B3 F B o L@ P L EE N ER YT F 304 M S
BCAA % i & » § M BCAAR &> & 5 15.8+£1.1 g~ * # 3

9.4t0.8 g P 7 ¥ & ¥+ » § ~ * LBCAAPR #F & & (& o
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#BCAAK R DM ¥ 4 % > B ¥ % WITrp/BCAAY & - # @ &
F W 4@ & % B pF A (Mittleman, et al., 1998) - @ Gualano %
A (2011),1‘17€4f;é}%5"]i§§€$3'ﬁ’%:“iﬁéé'é‘%— R S g
0.3 g/kg/day BCAA: = & & > F 4 3% >3 5 2% & 770%
VO, peakis # 48 iF & 454 48 > B ¥ 4 = 104 4 90% VO, peak
o fiEf] > 3 % 3% MB0%h A ¥ R EER BRI RS

34

Mor oo i LBCAAR F R @& 2 BFF > & # 4 FHFY
s E sk SR frm WOE R R G B

CANERE A B A SRR A A LI i S A A B A
A N U N SR AR I SRR
%’agiéﬁﬁﬁéwﬁ%ﬁ AT LA s P F

£ i #» ¢ s NBA -~ MLB: 2 % svHBL -~ SBL -

CPBL%* » ¥ 3 W% F ¥ @ X a0 F ;%
PR fe R Y - 2 sl @R wi R ALY £ L D T
AL EERE S AR FATRRY LB R ESD
W FALE AP B EHET AR WA LBCAAY Arg F
wE RS - AR FED N AR Y - M
v A R EEFRE TN LEE AN EFH R
BCAAH F & # R A ¥ P i & h Flz - o

R

I~

T
ATy o] % % 5 (Baker, et al., 2007) > ¥ %

1y

\

LERKADE B LA L EL BB ER BV E G
LOf LR b S e el Y M RS E A A RN
MR BB AE KRS TR E ST F o B Y AR (R

Fooogk R &) A L AF G EES 2 AR

=
o

R
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LlELs ¥ B AR RBRFLLDH VL AR AR EY R Y 2

AT HERES - AR FRY DML LR BEFR
4. ER R AP R Rk ¥R (RPE) P2 3 B E 4 8 -
[ERE S mé/ﬁﬁer‘ 3 o 7 Rt A v BCAAR # B F 'F iy
Fhop £ E AR E 2R YR K (Greer, et al., 2011) » ¥ # 4
#d {6 a3 v & L (Blomstrand, Andersson, Hassmen, Ekblom,
& Newsholme, 1995; Blomstrand, et al., 1997) > % 7+ 4 =%
BCAA™ & ¥ ™ " M ¥ fg % % o2 ¢ > Blomstrand® 4 (1997 )

TR EE R 7R E L L X R i FT0%
VO, max%r ik @ 38 604 4504 18 & (7204 48 % % % B & & >
W Rl B E 154 44T L 1.05-1.4 g BCAA (% # 2 & £ 4
6.509)& & B A o % % % ® - BCAAR # F % % & 4f f& o 3n 4o

PRI Pk o el U FI BHBESDF 0 H 0
SR N LR E I

AoA G iy 2 p £ E A (RPE) B4 4 ff 3 chw
2R ERE A FRA BRG] EFLE DS o FF
S A= S I S U LI VAN AR N TR S L GHF 3 S
o B 7 A A BCAA¥ E & & o (7 5 M 2 w2k T &M

? % (Cheuvront, et al., 2004) - ¥ 4+ > i % BCAA¥ * & #
A

™ oy
4y

PERY DR ET NG FRh g R o

AF LR R KB o A ABCAAZ ArgT i VO % R b
FoAgE R ¥ AR T RS M AR JpE R B A L BCAA
2Argm ARV oG B o MY R Y hoan %k o H#YY Rk A o

pEBEs L F - H g
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SR

L :}% A o BCAAT 50 7 10" E B {8 e g4
B oo Ra o AP T Y o AAPR F & placebo® # o ’3]{7CK‘ LDH
B - BB 2R T & ¥ LR o Matsumoto® 4« (2009)

I

128 R EL L ERY o R FA X RBE FEYRLPS
A AR R YR R EgREE (717402 2
/% ~ 2862 2 ;5 & #12-302 2 /% > X 6422 ) 3 FE X i
EF v T = 2 o8 B A A BCAAR % B A - BCAA Bl 3 & =
i %20 g BCAA -5 g Arg* 87.5 g CHO » placeboi % % 25 g
F Y koM o 2 %M ot o BCAAR 3R & F & 2 R P W >
FoEA # R LR ¥ TR M ¥ K placeboRl 3 0 i B CK#

E

£

LDHe % 1 » & S BCAAR = & ¥ ™ *t placeboip] 3% -
Koba% + (2007) F f ™ & 83 % & 5 % %% (8% ) &

# 3 5 5% > BCAARI #F A % - 2 % ¢ X % 1}

£ 84 L29gBCAA-~0.59g Argx 20 g CHO  placeboi] # 5 2.5

\'T_'I}Lr_:ﬁ_‘

g% T M o EH RFAEF e 2T E R F250 2 Lo FR W
30~ 4 4L A4 +1gBCAA- 0.25 g Args 10 g CHO - % % ¥
7 0 BCAARI ¢ (44 & 4l £ 2.3609) 2 o F LDHF £ 4 ¥ i
*t placebo # » CKiE LRl & & ¥ £ & -

B oo MRS AL XFFAPRFL S B MR
BCAAT it § " M & & {50 3§ hrc % o 194 A £ i M
 § 1L % @ o i (755% VO, peak¥ iy & i 8 904 4 0 A
W B i B B o @ 0 604 &4 w CHO (200 kcal) ~ CHO+2.5 ¢
BCAARS % & o % % % R > BCAAR ¥ & & (5 4] pF -~ 24
P % 48 PF o #CK;‘-@ M & ¥ ™ > placeboip o 2 F H
624 pF B ¥ K2t CHOGR % » BCAAR 3# chi FLDHFE £ &
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Ed {2 40 pF o i3t placeboi] ¥ 0 2 o BCAAG A o T oa ¥ O
O OE R R a4 B s e 45 5 F b > BCAA Bl i b iE
B {524 ) L 3 K p KRR ¥ & (Greer, et al., 2007) -
Coombes# McNaughton (2000) 16 % i & ¥ & 3 X & ¥ -
# 7 70% VOomax%r iy & & & 1204 4> BCAAR # 3 ¥ oA @
be F & v B 4 JR * 6 g BCAA> placeboi 3= ) 2 &
FHL4x > F R PR ELAESTXRF T A
Fod s 3 b A 20 g BCAA - B % #F I > BCAA Bl #F g n
CK (# & 84 F 5 %71 X ) LDH (F # 42/ F 1 &% 31

)i 1 32 B F K 3t placeboip] # -

S+

W

Mo

fo ggg;t;gkx o B o j&P;}jiij{fCK\ LDHFE £ »

&

R B E REFLE SR RPLE T LR

@
22l I R T = £ I - S S S ) L B N ST R B &

Wy
V'es

2.
|

S A E - A e ¥ ok BCAAmS A L H

=k

» F 1L M £ 70kgeh % R F R % Tg 0 i R & Bk P

e

* Jang® +~ (2011) o A M A i S

oG Al B B X 6.5-15.890 a4 & B TG % @R F et
:‘Di?ﬁ—_ﬁb%ﬁm;y?}’Argﬁﬂﬁfftﬁlji’j@i—@%Jgé
#F 0 lr 4 £70kge % 2 F A 279 Argv B ¥ H 4w §

S
Al

v FosE K F B 18 4 L 0.3-0.5 g/total protein/kg/hr
GEECEE BETEE N A St I S L7 S - T G B -
13.4% s BCAAZ Arg: Fl ¢ » &~ 35 BCAAYE Argaf = & &
T 2 BCAA 0.1 g/kg# Arg 0.1 g/kg -

76



PR i 2 A A -
P LT/ L BCAAZ ArgH E & 8 & R R R
& 8 ¥ % ¥ (Cheuvront, et al., 2004; Gualano, et al., 2011;
Watson, et al., 2004) > &= 3 % % &2 i 2 &= 7 4p 0 - AAR

# @ oplacebo #F* A 2 F & Pl E Y > 2 PR ER B F

Ao ER R RFAE TR LR FALEE SR
oo A A R A g S e R ¥ o ¥t i WA

ht!
o+

pd o A L BCAAY & & 3 @& I F B BCAAF i iF ¥
i# = & % k& R # 4 (MacLean & Graham, 1993; MacLean, et

al., 1994, 1996) > # it & - #H 4% &' 4 = BCAAH & & % IR %
5o

AR T W R A R ArgH L F R - 2 R OH
R bed RRAREERESF > FE B L L o B EFR LS
TOHCE O F Y 0 AAR & oplaceboRl & kR % Y X &
By 8 %y - 2 8&E8 [ FHEREF A AREE-
T iAot LBCAAX & £ R 8 N BCAAF it iv# 24 » 7 &
i ;%Argiéﬁécigﬁﬂ;ﬁ—%giﬁp ST AR A AR )

B
‘.:.X:
gy

P AP ;R R T 0 A AAgR F T OB A g
i F o T A d 4 E B P B FIBCAAR A B 4
# % B oo I N i § A B

&
oA R F 2 F R e

oy

1
=
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(s
Bt
P

&S
3

y - 2 E BB D

¥
o

<k

1B =

ool

W2 7 4 Ko o0 RAIgE i T M % B kB
B B OUE o K o H ok & A B R E 2 M ¢ (Eto, etal.,
1994; Schaefer, et al., 2002; Tsuei, et al., 2005) > A & =
FC I S R ;F*L; %% % om0 AAR R T A X 3 B P R

ﬁﬁfﬁ’iﬁlﬁﬁﬁ%;}é&%ﬁ%’iﬂ PR FRRY BT o6 f 2
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T 3 % * placeboi #F A & > B oot 4 L Argv ¥ M E F #%
BEH DT P R E B REF %Igfvié:{éﬁﬁ"éf o

XNy B > B H B A BCAA® Argo o o - 4
@ ~NEFAX R & 2 3 ¥ F # ¥ (Gualano, et al., 2011; Watson,
et al., 2004) - M9t X Fm 4 R p 7B E L L X R
T L Z 2 875% VO,maxe 45% VO,maxe F & & & » &
7= 0 B 4 18 02 85% VO,maxE ¥ R B oo 3 E R B FE 20
b8 AT L 7.759% CHO ~ 7.759% CHO+1.949% PRO & = & # -
FHF RO Lk AP Fe B R FRASER LR

e L R Y ) AR B R RE A ER D

i

Tk B % oA = 3 o B % 4 i (lvy, Res, Sprague, &
Widzer, 2003) - F] ¢ » A4 & = 4 L BCAAZ Arg > ¥ % =
TR AR EHE DR T NF R RS R DA R H
i % ki o

FBLFIFIHFAESHL RRFEFRARADRF L
= j& ¢ testosterone k R L ¥ F v p & = £ & Jp {F
(Griggs et al., 1989) » * testosterone/cortisol F = 4 32
DA Pl 4 R F F - F TICH F o e B ¢
Wb E A B e 2R 5 FTICH F RS e g
¥ A f2 o ¢ @ e p £ R ® (Hug, et al., 2003) - Sharp
Pearson (2010)#F 3 * % % R e 4 "R B F > =P & + BCAA
LFaumaFedh et FEFORLEDFREICE e i
§ o % % 87 > BCAA @l hi % testosteroneik & £ T/Cw
s> placebo ) 3 ; @ cortisolr CK;kE B Bl £ BCAA |

¥ B
P A ¥ 9 placebo B K o
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Mo A T ? 0 N E B oW L BCAAE Argr AA Bl #F 2
placebo ip] 3 s testosterone~ cortisol;k & 12 2 T/C F % 2
P R F oL Rz s FE g 2 CKELDHR 7 ¥ ¥ £ & a0 &
Fldp 2 o £ B A % % 4 2 BCAAT R_i2 3t B & & (Coombes
& McNaughton, 2000; Greer, et al., 2007; Koba, et al.,
2007; Matsumoto, et al., 2009) > & x &= 3 & »* &F & =» H -

oA Lo 97 L ¥ testosteroneldk B ¥ ovvp & o2 ¥ @ A OF P

i)

EEISO
I ~&EFRAR

OB ST ORR R BB R 2 R4 Rd 2 - 0 A g

E R R FE R REREEE R R F A iz iF

P}

$5% B o AP 2 W B p T s B F N 5 167 bpmz 4 o

{

m
Wells ~ Balke# Van Fossan ( 1957 ) i& 45 < B* 5 #F & % R
AOAE o dp e B F % 21005 B o5 < 1205 @ £ 5+ 3140
0 & % R A 1605 Al AR 5 ) 31805 B K o R ;<
1805 % 3/ o

Morehouse (1972) I * F* = L& & % & - s W+ B &
R 1.7-22 MmM3 § & & % R > 2.2-4.4 mMz 5% & & 35
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