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In 2006 to 2007, the potential inoculum source of the anthracnose of sweet persimmon caused by Colletotri-
chum gloeosporioides was surveyed. The infected twigs, buds, dead twigs, petiole, leaves, dropped fruits were
collected and tested for their possibility as overwintering inoculum. The detection rates of the pathogen from
various parts of sweet persimmon tree were varied. When the collected samples were examined in April. Over
than 93.3% of infected twig samples were harbored mycelia of C. gloeosporioides, and 46.7% of infected buds,
36.7% of dead twigs, 23.3% of petioles, and 16.7% of leaves were beared pathogenic fungus. No pathogenic
fungus were detecded from healthy twigs and buds. Infected twigs and bud was important overwintering sites
and formed conidia actively in next spring. The infected twigs, leaves, petioles, and fruits in growing season
produced great number of conidia and caused active dissemination of the anthracnose disease in sweet per-
simmon. In growing season, all of the infected parts, such as twigs, leaves, petioles, and fruits produced patho-

genic fungus.
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Fig. 1. Symptoms of anthracnose of sweet persimmon and the
pathogenic fungus, Colletotrichum gloeosporioides. A and B:
Colony of the pathogen on PDA (left) and conidia formed on
PDA (right), C and D: Infected lesion on twig (left) and conidia
formed on the lesion after overwintering (right), E and F: Infected
bud (left) and conidia formed on the bud after overwintering
(right), G and H: Dead twigs (left) and conidia formed on the
twigs after overwintering (right), T and JI: Fallen intected truit
(left) and conidia formed on the fruit after overwintering (right).
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Table 1. Isolation rate of Colletotrichum gloeosporioides from
2006 to 2007 by difference overwintering parts of sweet persim-
mon trees

Observed period

Treatment -~ ary March April
Infected twigs 70.0 86.7 933
Infected buds 30.0 36.7 46.7
Dead twigs 233 30.0 36.7
Petiole 10.0 16.7 23.3
Leaves 6.7 133 16.7
Dropped fruits 6.7 6.7 6.7
Healthy twigs 0 0 0
Healthy buds 0 0 0
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Fig. 2. Symptoms of anthracnose of sweet persimmon and causal
fungus, Colletotrichum gloeosporioides in growing season in
farmer's orchard. A and B: Anthracnose on stem (left) and conidia
formed on the lesion (right), C and D: Anthracnose on petiole and
conidia formed on the petiole (right), E and F: Infection of anthra-
cnose on surface leaves (left) and conidia formed on the lesion
(right), G and H: Anthracnose on fruit (left) and conidia formed
on the fruit lesion (right).
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