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Preparation of Angiotensin—converting Enzyme Inhibitory Peptides
Derived from Enzymatic Hydrolysates of Collagen
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2. Department of Food Science and Human Nutrition, Clemson University, Clemson SC 29634, USA)

Abstract: Angiotensin—converting enzyme (ACE) inhibitors are very important drugs for clinical treatment of hypertension.
Pepsin and trypsin were used together to prepare the hydrolysates fromcollagen. Ultrafiltrations (UF) with 1 kD membrane and
gel filtration chromatography (GFC) with Sephadex G-15 were used to separate the hydrolysates into different components. By
measuring the inhibitory activity and protein concentration of the components, two sampleswith the greatest inhibitoryactivity
were selected. The samples were then taken to further separate by reverse phase high performance 1iquid chromatography (RP-
HPLC). Different components of the samples were collected. The same methods as that mentioned above were taken to screen
the optimum component. After desaltingand freezing drying, themolecular mass of component with the greatest inhibitoryactivity
was determined at last.
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Fig.1 Retention time of gel filtration chromatography on
Sephadex G-15 column
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Table 2  Protein concentrationand ACE inhibitory activity of 9
samples

FE b LKL (ug/ml) Azos ACE 4111 % (%)
A10. 887 24.82 0.151 83.76
Al2. 381 2.51 0. 690 25.81
Al4. 225 11.12 0.172 81.51
A20. 494 21.55 0. 797 14. 30
A21. 046 24. 33 0. 162 82.58
A31. 738 26. 76 1. 120 0
B13. 155 13.90 0. 954 0
B14. 667 5.56 0.916 1.51
B20. 987 23.29 0.120 87.10
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Fig.4 Determination of molecular weight of sample A14.225 by
ESI-Q-TOF-MS
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