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1- Areaunder disease progress curve (AUDPC)

2- Additive genetic variance

3- Dominance genetic variance
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2- ICARDA
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Table 1. Used genotypesin the diallel crossing
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Table 2. Variance analysis of disease severity and AUDPC in field conditions at plant adult stage
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Table 3. Test of Hayman & Jinx's assumptions for the experiment of diallel testing in farm conditions
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Figure 1. Limiting curve and regression line of Wr/Vr (a) and regression line of Wr+Vr/p (b) The severity of disease in the cross of six barley
genotypes. The numbers of parents represent: 1(104/110), 2(283/352), 3(166/352), 4(67/110), 5 (Sahra), 6(216/352) respectively.
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Figure 2. Limiting curve and regression line of Wr/Vr (a) and regression line of Wr+Vr/p (b) The AUDPC in the cross of six barley genotypes. The
numbers of parents represent: 1(104/110), 2(283/352), 3(166/352), 4(67/110), 5 (Sahra), 6(216/352) respectively.
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Table 4. Results of genetic analysis to hyman and jinks method for disease severity and AUDPC
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Table 5. Mean squares of general/specific combining abilities and heritability
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Table 6. General combining ability effects (diagonal values) and specific combining ability effects (above diagonal)

for disease severity
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Table 7. GeneArSI chgwbining ability effects (diagonal values) and specific combining ability effects (above diagonal)
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Table 8. Estimation of crosses heterosis and heterobiltusis
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Abstract

Spot blotch disease of barley caused by Cochliobolus sativus, is an important barley disease
which causes extensive grain yield losses. In order to understand the inheritance of resistance to
the disease, an experiment was conducted using seven barley genotypes in partia diallel
crosses. Parents and F; crosses were planted in a randomized complete block design (RCBD)
with three replicates. The severity of disease was recorded as the first signs of disease and then
AUDPC was caculated. D and H components showed that both additive and dominance effects
are effective in controlling the traits. Dominant aleles led to a reduction in the severity of
disease and increased resistance to spot blotch disease. 67/110 and sahra genotypes have
negative GCA and can take advantage of them as promising parents in breeding programs for
resistance to the disease.
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