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Abstract
boratory detection and identification were made on diseased E. sinensis by using clinical epidemiological investigation and molecular biological
identification. One pair of specific primers were designed according to WSSV sequence in GenBank. DNA was extracted from the gill, hepato-
pancreas, muscle and other organs of E. sinensis and taken as templates to make PCR amplification. [ Result] It was found that there was no

[ Objective ] To diagnose the diseased Eriocheir sinensis in culture pond of Wuzhong Region of Jiangsu Province. [ Method ] The la-

obvious change of visceral organs in diseased E. sinensis by anatomical observation. No pathogenic bacterium was isolated from liver and mus-
cle of diseased E. sinensis. Specific products with predicted size were obtained from diseased E. sinensis by PCR. The sequencing comparison
results showed that the homology of nucleotide sequences between the amplified brands and WSSV was 99.6% . By observing the pathological
sections, it was found that there were a large number of cells with enlargement nucleus in the gill and liver of diseased E. sinensis, which was
accordant with the lesions of shrimp infected by WSSV. [ Conclusion] The pathogen of diseased E. sinensis was confirmed as WSSV by tenta-

tive diagnosis.
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Fig.1 PCR detection results of white spot syndrome virus
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Fig.2 The pathological changes of gill and liver in E. sinensis
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