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The role of cell wall-degrading enzymes in the pathogenic process of
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Abstract The research aims to estimate the role of cell wall-degrading enzymes (CWDEs) in the pathogenic
process of Camellia oleifera anthracnose caused by Colletotrichum gloeosporioides. CWDEs produced by C. gloeos-
porioides both in vitro and in vivo were studied. The results showed that, with carboxymethyl cellulose sodium
(CMCNa)as the inducer substrate, the activities of carboxymethyl cellulase and laccase were the highest, whereas
citrus pectin was the best for pectinase. C. gloeosporioides could produce highly active cellulase, pectinase and lac-
case induced by C. oleifera leaves, and all enzyme liquids produced by the 5 inducers had degradation activity
against leaves. Among each part of the diseased leaves, the activity of the CWDEs along the boundary between
diseased and healthy areas was the highest. The activities of the CWDEs rapidly increased 4 days after inoculation
when the leave symptoms emerged. The activities of filter paper enzyme (FPA), f-glucosidase and laccase with a
maximum value in the 6th day after inoculation, were 4.53 U/mg, 7.44 U/mg. and 1.21 U/mg. respectively.
But carboxymethyl cellulase(Cx)and pectinase reached at the peak in the 8th day after inoculation. The activities
of the CWDEs were very stable from the 10th to 16th days after inoculation. These results demonstrated that cel-
lulase, pectinase and laccase played an important role in the pathogenic processes of C. oleifera anthracnose caused
by C. gloeosporioides .
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Table 1 Activities of cell wall-degrading enzymes produced by Colletotrichum gloeosporioides on different media
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Data followed by different letters in the same column are significantly different at 0. 05 level.
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Fig. 1 Degradation of Camellia oleifera leaves by cell wall-degrading enzymes produced by Colletotrichum gloeosporioides
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Table 2 Activities of cell wall-degrading enzymes in different parts of Camellia oleifera leaves inoculated with

Colletotrichum gloeosporioides
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Fig. 2 Changes of cellulase activity along the boundary
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Fig. 3 Changes of pectinase activities in boundary

between diseased and healthy area
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