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Studies on Nodamura Virus

Virus Multiplication in Variable Cell Lines,
Mouse and Hamster
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Table 1. Detection of CF antigens in gpc infected suckling mice#!
Antigen dilution
Materials  Day R - e
1 2 4 8 16 32 64 128 256 512 1024
1 0 0 0 0
2 4 2 0 0 0 0]
Hind limb 3 4 4 4 4 4 4 1 0 0 0 0
4 4 4 4 4 4 4 4 4 4 4 0
5 4 4 4 4 4 4 4 4 4 3 0
1 0 0 0 0
2 0 0 0 0
Liver 3 4 4 1 0 0 0 0
4 4 4 4 4 4 4 2 1 0 0 0
5 4 4 4 4 4 4 4 4 3 0 0
1 0 0 0 0
2 0 0 0 0
Brain 3 0 0 0 0
4 0 0 0 0
5 0 0 0 0

*1: 4 unit of mouse immune serum was employed for CFT.,
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Fig. 1. Development of complement fixing

antigens
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in gpc
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suckling mice,

hind

limb ;

A liver; O- - -J brain,

3~4ASDADAHT I RDEMEICY 4 VR E R
UT2EDoORBMICKIRBEL D Z0RATD CF
DURDHERE S = o RIKAD Y 1 v 2 HEFEAHER] L 7=
L3, RECBONTIEE®2BEK, FiEcI3
AHic CFHiEMBEEsh, BiELflo<y X 5EE

955 AEICIIBRER TS24, FTIE 256 fEic
#ET 5 HOHEMAE S 07z (Table 1, Fig. 1).
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NICEBR TG Table 2 ioRd &Sz, ®ER, Ak
5, K, BB XU SBEIC b CRHEY
FEE . RICA~SBESOD gpeR Y- wm 2icy
ANWAMRIEREERE L& A 6~10 HichiF Tk
BHEEZ BT HONBESH, BREOEREG I
CF i@ o, 2 THRDOA <y X FIRERE
ric CF iR OM#EEITIE > 72 & 2 A, Table 3 15k
TR IR, BB & b3 2 Bk ic CFHENSH
LU, BEItichifffiid R L. TR 3Iag,
4 RIS 2REOHRED LD & h - (Fig. 2).
K480 CFW R 2 TOEBERTIR, S
HHic Table 4 iR E>UDHMETL, BEY,
HIRH, EHomBEc & 80 CFREASRISA
7o IRIT gPC REHT= 9 RITH DT v 4 VR BRE HS
AREDPE D EAS DRI ER B/ & T H, Fig. 3
IR & ic 4 Ruchr-b FHRHIC L B AT HE
BCEBYPopirshic, Aosrwy 2L 19 R/E
DIVANIREABFTDYY T VbR E— 4L iciEE
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14 B OBIEPRTRELSBD SNG4 & B /2.



94 VR LIEA - SWES - K EX
Table 2. Distribution of CF antigens in variable organs of gpc
suckling mice 5 days after infection*!
Antigen dilution
Materials e e
1 2 4 8 16 32 64 128 256 512
Hind limb 4 4 4 4 4 4 4 4 0 0
Fore limb 4 4 4 4 4 4 3 0 0 0
Liver 4 4 4 4 4 4 1 0 0 0
Spleen 4 4 2 0 0 0 0
Kidney 2 0 0 0 0
Brain 0 0 0 0
#1. 4 ynit of mouse immune serum was employed for CFT,
Table 3. Detection of CF antigens in gpc infected young mice*!
Antigen dilution
Materials Day R s e
1 2 4 8 16 32 64 128
1 0 0 0 0
2 0 0 0 0
Hind limb 3 4 4 2 2 0 0 0 0
4 4 4 4 4 2 0 0 0
5 4 4 4 4 4 4 0 0
1 0 0 0 0]
2 0 0 0 0
Liver 3 4 4 2 1 0 0 0 0
4 4 4 3 2 0 0 0 0
5 2 0 0 0 0
1 0 0 0 0
2 4 4 1 ¢} 0 0 0
Fore limb 3 4 4 4 3 ] 0 0 0
4 4 4 4 4 3 2 0 0
5 4 4 4 4 4 3 3 0
*1. 4 ynit of mouse immune serum was employed for CFT.
None of CF antigen was indicated in brain, spleen and kidney.
Table 4. Distribution of CF antigens in
variable organs of young CFW ES 2
mice 5 days after infection*!
e JE 8594 VA DMBERIGDOFEHFF L CRE S
Materials Amtigen dilution NeT®, ThEBEICLT CFT £M0 TH
1 2 4 8 16 32 fas L OCEREWENO Y 4 VARIREZILHETE T &
Hind limb 4 4 4 4 2 0 LCJ: bg 7 4 /I/Xi'gﬁlg@ﬁﬁ% L ’5’\\, é B o 4 v
?wﬂ . o 0 0 0 Z O FEEBICO T FEREE A BRREiETiR
ore lim 3 3 0 0 0 O . I Lo e b < i N
Spleen 6 0 0 0 BHK 2! fific 8L ToAMsHERESh, €04
Kidney 2 2 0 0 0 O B MBEO P ER Uzicik » 7245, BHK2L
Heart 0O 0 0 O e oz = o
i CFT 7. - o}
Dorsal muscle . 14 0 0 0 0 RapEH J:? ‘fom F L ATIE P 2 2 fRIT DT
T e BABOMEMBUKETH S EEbh/. ¥/ CFT
“': 4 unit of mouse immune serum was Ko TRUEFASTEN S WS- 20 A7y 2Tk

employed for CET.
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EMPE DR EST, ZORRBMIcE D2 E
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Fig. 3. Nodamura virus passage in young
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se which died without symptom,
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Summary

Ever since the etiology of Akabane disease was disclosed, it has become an interesting
hypothesis to pay attention onto the role of other arthropod-borne orphan virus on the
forthcoming epizootic disease.

It is noted to be that Nodamura virus which was arthropod-transmissible picornavirus,
and which has caused necrosis of spinal cord neurons, inflamation and degeneration of
paravertebral muscles in suckling mice is eligible to be a potential pathogen for other animal
species.

In the previous paper authors showed that complement fixation test with supernate of
tissue emulsion and Daiflon treated supernate could be a useful serological method for both
antibody and antigen detections in Nodamura virus infection.

This article records some patterns of virus multiplication in suckling mice, young mice,
young hamster and variable cell lines, pointed out by CFT or by suckling mouse inoculation.

It was demonstrated that Nodamura virus, in suckling mouse passage 18, weakly multi-
plied in BHK 21 cells ; while none of multiplication was demonstrated in other 6 cell lines.
When Nodamura virus was inoculated into young mice (4 weeks of age), virus was demons-
trated at the following tissues: fore limb muscle, liver, kidney and dorsal muscle as well as
in suckling mice. However, virus titres were not as high as in suckling mice.

Serial passage of Nodamura virus in young gpc mouse was capable for 14 passage with-
out any difficulty. Young hamster was susceptible to ip inoculation of Nodamura virus too.



