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Fig.1. Showing Pathogenicity of Lap.inizecl Virus Thro Reverse Pussages in igs

Remarks @ Figure in bracket denotes pig No. R+ : Slight reaction alier inocnlation

NR : No reaction after inoculation R4 - Moderate reaction alter inoculation
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Fig.2. Showing Pathogenicity of GP Virus Thro Reverse Passages in Pigs

Remarks | Figure in bracket denotes pig No. Rz== 1 BSlight reaction after inoculation

NR : No reaction after inoculation > Died after ALD Challenge
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Pathogenicity of the hog Cholera Live Vaccine Viruses

by Reverse Passages through SPF Pigs
T. C. Lin C. M. Shieh J. F. Su and C. Chen

(Taiwan Provincial Research Institute for Animal HHealth)

Summary

For further understanding the safety of the lapinized hog cholera virus {(LPC strain;
island-widely employed for more than 20 years in Taiwan) and the tissue-cultured virus
(GPE~strain ; adopted for hog cholera prevention in Japan since 1969) the writers had
reverse-passaged these two live vaccine viruses respectively in SPF pigs for 20 passages in
order to find the possibilities of recovery of the virulence. The results were summarized
as follows,

1. No pathogenic recovery was detected when these two strains were respectively passed‘
for 20 serial passages in SPI” pigs. Only a few cases showed slight fever reaction, the others
appeared quite normal.

2. In blood examination, slightly decreased WBC eount was found in both earlier
passages. Neutrophils were somewhat increased both in earlier 4 passages of 1.LPC group and
at the 6th and 7th passages of GP group.

3. Inoculated pigs all showed viremia negative when examined at the 3rd and 5th day
postinoculation.

4. In autopsy, only several petechiaes were found in bladders, spleens and kidneys in

sSOme cases.




