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Study on Virulence and Cell Tropism Difference of
IBDV B87 Passage Strains in Chicken Embryo
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Abstract. E2 and E6 were passage strains of moderate virulent vaccine strain B87 in chicken embryo, VP2 was
sequenced and analyzed, and there are 7 amino acid mutations in VP2 between E2 and E6, S76G, L217S,
Q253H, D279N, A284T, 12941, S330R. CEF were infected with E2 and E6, E2 could not adapt to CEF, but
E6 could induce CPE. 3 — weeks SPF chickens were inoculated to compare the safety difference of the two strains,
then bursas of Fabricius from each group were removed and evaluated for histo — pathologic lesions at 3 d, 7 d,
14 d and 21 d, separately, and the bursa to body weight ratio and bursa: body — weight index( BB Index) were
also determined. Chicken experiments reveal that the bursa to body weight ratio of SPF chickens infected with E2
began to decrease from 7 days post inoculation, and the BB Index of E2 was also much lower than that of E6.

Bursas of chicks inoculated with E2 show atrophy and loss of the follicular architecture at 7 days post infection,
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while bursas of that inoculated with E6 had a small part of follicles atrophy, with normal follicular connective

tissues. This study suggests that mutations of Q253H/D279N/A284T may be the molecular basis of virulence and

cell tropism, but the other 4 mutations may also influence the virulence of IBDV.
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