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Abstract |

We investigated whether purified bee venom increases the enzymatic activity of the alcohol
dehydrogenase (ADH) and aldehyde dehydrogenase (ALDH). ADH and ALDH assay were tested by
in vitro Kits. The purified bee venom was assayed by ultra performance liquid chromatography, The
contents of melittin, apamin and phospholipase A2, as main component of purified bee venom,
were 63.9%, 2.3%, and 10.9%, respectively. The ADH and ALDH acitivity of purified bee venom(at
1mg/ml) were 88.6 £7.34% and 94.6+0.57%, respectively compared with positive control at
2mg/ml. These results showed that purified bee venom induces the activity of ADH and ALDH
which reduce the aldehyde concentration in the blood, suggesting the possibility of purified bee
venom as resource of medicine or functional beverage for hangover relieving.
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Table 1. Ultra performance liquid chromatography conditions for melittin, apamin and phospholipase A2 analysis in purified bee venom

Items Conditions
Column Halo ES-C18 (2.1 X 100mm, 2.7 um, Advanced materials technology, USA)
Flow rate 0.8 mL/min
Column temperature 50°C
Injection volume 2ul
Wavelength 220nm
Time (min) 20mM TFA"/MeCN (%) 20mM TFA/H,0 (%)
0 10 90
Mobile phase 3 31 69
5 40 60
10 45 55

*TFA: trifluoroacetic acid
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Fig. 1. Ultra performance liquid chromatography spectrum of the
purified bee venom.
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Fig. 2. Effects of purified bee venom on ADH and ALDH activities
by in vitro kit. A is showed the results of ADH and ALDH
ELISA assay. ADH (B) and ALDH (C) activity of purified
bee venom is increased compared with positive control at
2mg/ml. Data are expressed as mean +SD (n=10). Different
letters above the bar are statistically different by ANOVA
test (p<0.005). PC; positive control, PBV; purified bee
venom.
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