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Abstract

The purpose of this research is to gain understanding on mechanism of both P.
monodon and L. vannamei to response to infectious hypodermal and hematopoietic
necrosis virus infection by studying apoptosis process, defective interfering particle
(DIP) process, and variation of IHHN virus.

The first part of study is to find the location of apoptotic cells in [HHNV
infected tissue in both shrimp and in situ hybridization to find the cell that have both
positive to in situ hybridization and apoptotic cell in tissue. It was found positive
apoptosis in connective tissue and hemocyte surround antennal gland, gill,
hepatopancreas, neural tissue, subcuticular epithelium and also antennal cells in both
P. monodon and P. vannamei. By in situ hybridization of the consequence section of
apoptosis section found positive in connective tissue of subcuticular epithelium,
connective tissue in gill, antennal gland, epineurium, epithelium cell, antennal cell in
only P. vannamei which were not the same cells that positive for apopt‘osis. This
result showed that the cells which have apoptosis process were not found the virus
inside the apoptotic cells. The result also not found positive for in situ hybridization in
[HHNYV infected P. monodon tissue.

The second part is to find the location the DIP process by amplify the THHNV
DNA sequence as long as possible by PCR and run gel electrophoresis. The result of
running gel got only one band by IHHNV ORF1-F and THHNV ORFI1-R primers
which cover only ORF1 encoding for nonstructural protein, but could not amplify by
[HHNV 53 F and ITHHNV 982 R and IHHNV 30RF-F and IHHNV 30RF-R primers
which cover almost the whole genome and all 3 ORFs sequence, respectively.
Because of the result getting only one band and no any small band that meant no

defective interfering particle process occur in [THHN virus.
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