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The Effects of BCAA and Additional OKG or Albumin Pre-Supplementation on Energy Generation
Substances and Hormone Changes during Submax1mal Exercise. 1l-Young Paik’, Yi-Sub Kwak’,

Sang-Hoon Suh’, Hwa-Eun ]m Young-Il Kim' and Jin-Hee Woo*. Dong- A University Division of Sport
Sczence Busan, 604-714, Korea, 'Department of Physical Education, Yonsei University, Seoul, 120-749 Korea,
Department of Leisure and Sport Science Dong-Eui University, Busan, 614-714 Korea — The purpose of
this study is to investigate the effects of BCAA and additional OKG or albumin supplementation on
energy metabolism and hormone changes in prolonged submaximal exercise. The subjects of this
study were 5 male college students, and they took participated in each experiment. In each experi-
ment (control, BCAA, BCAA+OKG, BCAA+albumin), the subject ran for 90 minutes on the treadmill,
Blood was drawn and analyzed as glucose, FFA, ammonia, growth hormone, insulin, cortisol, Ts, and
Ts. The obtained results were analyzed via two-way repeated ANOVA using SPSS program. A value
of p<.05 was considered statistically significant. The concentration of glucose was the lowest in the
BCAA supplement group, and there was significant difference between times of exercise (p<.05). In
concentration of FFA, there was a significant difference between times of exercise and supplemented
groups (p<.05). The concentration of blood ammonia was the lowest in the BCAA+albumin supple-
ment group, and was the highest in the BCAA supplement group. Concentration of growth hormone,
cortisol, T3 and Ty were increased as exercise progressed and decreased after all exercise. But concen-
tration of insulin was decreased as exercise progressed. In these results, BCAA and additional OKG
or albumin supplement with BCAA may make better effect to the increasing energy generation and
inhibiting protein degradation during prolonged submaximal exercise.
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Table 1. Characteristics of the subjects (Mean=SD)

Age(yr.) 19.20+1.04
Height(cm) 174.46-4.07
Weight(kg) 69.36+7.75
Percent body fat(%) 13.10+3.00
vO;max(ml/kg/min) 55.44+1.70
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Table 2. The energy substrate changes following supplementation condition (MeanSD)

items group rest exercise 45 min end of exercise recovery 30 min
control 97.80+5.80 99.20+6.41 95.60+9.93 85.00+2.91
Clucose BCAA 85.60+7.50 94.80+4.76 93.00+17.93 87.00+5.14
(mg/dL) BCAA+OKG 86.60+10.47 99.00+6.78 94.80412.23 80.60+12.17
BCAA+albumin 89.20+9.41 95.40+7.05 88.40+7.40 7340:11.73
control 226.60+94.95 510.20+102.14 857.80+254.37 745.80+294.58
FFA BCAA 112.40+71.33 390.00+306.65 720.40410.87 767.00+192.60
(uEq/L) BCAA+OKG 164.80+177.09 707.20+584.42 1036.60+247.12 1023.40+430.78
BCAA+albumin 591.60+439.97 889.40+396.08 1303.20+732.26 1598.00+624.18"°
control 55.80+12.85 110.60+15.75 116.80+17.51 69.40£11.71
Ammonia BCAA 59.40+13.75 111.60+15.50 117.20+14.63 56.80+14.23
(umol/L) BCAA+OKG 53.00+14.08 81.60+15.69"° 99.00425.26 44.60+21.10
BCAA+albumin 52.40:11.05 75.40+11.19° 86.80+14.48 44.40+12.21

a significantly different from the control(p<.05)

b significantly different from the BCAA supplementation(p<.05)
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Table 3. The hormonal changes following supplementation condition (Mean+SD)
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