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Abstract: Every spring from March to April, the mass death of indoor farmed Exopalaemon carinicauda
will occur. In this study, samples of E. carinicauda were collected in 2023 and 2024, and the causes of
mortality were analyzed through tracking studies, pathogen detection and artificial infection experiments.
The results showed that once sporadic deaths occurred in the aquaculture ponds, the mortality rate often

doubled in the following day, exhibiting a cascading amplification effect, which was unrelated to culture
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management. Further TCBS agar plate and Vibrio parahaemolyticus PCR were used to detect the tissues

of E. carinicauda, the results showed that green colonies appeared on TCBS agar plates after 24 hours.

PCR detection showed that both the universal virulence gene #/h and the specific virulence gene PirB

of V. parahaemolyticus were positive in the hepatopancreas of diseased E. carinicauda, while the PirAd

gene was negative. Artificial animal infection assay revealed that the clinical syndrome in infected E.

carinicauda was consistent with the syndrome that occurred in cultured stock. PCR analysis confirmed

that specific virulence genes Pird and PirB of V. parahaemolyticus were both positive. The results

indicated that E. carinicauda had been infected with V. parahaemolyticus.
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Fig.1 Death numbers and trend of E. carinicauda
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Fig.2 Electrophoresis results of #/h in V. parahaemolyticus
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Fig. 4 Electrophoresis results of PirB in V. parahaemolyticus
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Fig. 7 Electrophoresis results of PirB in E. carinicauda
after artificially infected with V. parahaemolyticus
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