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SUMMRY

The prevalence of the infectious flacherie virus (FV) disease causes a severe damage to cocoon
yield and various methods to control the disease have been studied. In this regard, guanidine hyd-
rochloride (GH), one of the guanidine derivatives known as the most inhibitory agent against the
replication of picorna virus, was applied to silkworms per os with mulberry leaves and the results
were as follows.

1. The application of GH below 0.01% of the chemical concentration did not give any damage

to silkworm larvae.

2. The transmission of the virus disease by introducing the FV infected larvae to the healthy
larvae group was proportioned to the number of infected larvae. When 1% of infected
larvae was introduced to the rearing tray of healthy larvae, the pupation rate was 70.7%
(79) and it was 38.4% (43) to 5% of infected larvae introduced, while the control of non-
mixed with infected larvae gave 89.2% (100) of pupation rate. The cocoon yield from 10, 000
larvae also showed the same tendency as the pupation rate.

3. The inhibitory effect of GH against the replication of FV showed ten times in treatment of
0.01% of the chemical agent compared to the non-treatment.

4. The successive application of GH after virus inoculation to silkworm larvae led to the most
effective on the inhibition of the virus replication.

5. The immediate application of GH after the virus inoculation also gave the best effect on the
inhibition of the virus replication in silkworm larvae.

6. The effect of GH on the inactivation of FV in witro was not observed.
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Table 1. Chemical Damage of GH to Silkworm

Treatment | Replication Single cocoonl Percent of

wt.(g) cocoon shell
Control 1 1 2.52 25.4
2 2.66 24.2
3 7.77 i 23.5
| Average 2. 65 I 24.4
((3\%1&01 2 ‘ 1 2.67 23.8
ater
spray) ( 2 2.72 23.9
3 2.63 24.5
\ Average | 2.67 24.1
GH 0.1% i 1 2.32 23.1
\ 2 2.42 23.9
1 3 2.30 25.0
} Average 2.35 24.0
GH 0.01% | 1 | 2.74 23.9
\ 2 2.70 23.8
| 3270 23.8
g Average ‘ 2.71 23.8
GH 0. 005% 1 2.57 24.8
2 260 | 236
3 2.77 E 23.5
Average 2.68 | 24.0
GH 0.001% | 1 2.62 | 24.4
2 2. 69 24.0
3 2.75 } 23.9
Average 2.69 ? 24.1
LSD 0.14(5%) N.§
0.2001%)

Silkworm variety usedﬁ:%Yungnongjam (Jam 115X Jam
116)

No. of larvae tested: 30 larvae/replication

Rearing season: spring, 1983,

Fig. 1. Silkworm larvae and cocoon yield of the various concentration of GH application.



Table 2. Cocoon Yield by Mixing of Infected Larvae

Cocoon yield Sin
L . Single cocoon Percent of
Treatment Replication  [Survival rate(%) Err(‘)rr:e 1(01; é))OO wt. (2) cocoon sehll
Control 1 | 90.4 I aLs 239 | 234
2 % 89.2 | 210 2.38 23.5
3 ] 88.0 i 21.5 2.41 23.2
Average | 89. 2(100) z 21. 3(100) 2.39 ’ 23.4
Mix. of 1% 1 74.4 | 173 2.36 23.3
2 63. 2 14.3 2.29 | 23.5
3 74. 4 17.6 2.33 , 24.0
Average 70.7 (79) 16.4 (77) | 2.33 ! 23.6
Mix. of 5% 1 38.4 8.8 2.34 23.1
2 42.8 9.8 2.32 23.3
3 34.0 7.9 2.33 23.6
Average 38.4 (43) 8.8 (41) 2.33 23.3
LSD 9.68 (5%) 2.40 (5%) N.S. N.S.
14.65 (1%) 3.64 (1%)

Silkworm variety used:
Rearing season: Autumn, 1983.
of FV infected larvae: 2nd molted larvae
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Palgyongjam (Jam 117X Jam 118).
Concentration of virus inoculation to the 1st molted larvae: 1072

No. of larvae tested: 250 larvae/replication.
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Table 3. Effect of GH on Inhibition of FV Disease-

Qccurrence
FV Conce- Percent mortality
ntration Control | GH 0.01% | GH 0. 001%.
107 100 100 100
1072 100 96 9%
10~ 98 83 96
1078 20 40 50
10_8 28 2 6
1077 8 9 0

Silkworm variety used: Yungnongjam(Jam 115X Jam.
116) .

No. of larvae tested: 50 larvae/concentration

Rearing season: Spring, 1983.
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Fing. 2. Effect of GH inhibition of FV disease.
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Table 4. The Application Number of GH on Inhib-
ition of FV Disease

Percent mortality
FV Concentration ! - — Succes.
Control) 4 times| 7 tlmes1 sive
107 1000 1000 100 100
1073 100| 98 98 98
10-* ol o6 92 90
10°8 ‘ 64 60 58} 38
10°¢ 18 8 4 4
1077 6 2 v} 0

Silkws)rm variety used: Yungnongjam (Jam 115X Jam
116

No. of larvae tested: 50 larvse/concentration
Rearing season: Spring, 1983

No. of Application

Successive
7 days once a day §
4 days once a day [N

Control

Fig. 3. Number of GH application for inhibition of
FV diseased larvae.
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Table 5. The Application Time of GH for Inhibion:
of FV Disease

' Percent mortality

FV Concentration Control g?tsefr After | After
inocul-| 12hr 24hr
ation

10- 1000 100 100 100
1073 © 100 88 98 100
10~ (Y - VAR B!
1075 | 70 24 40, 50
107 | 16 6 6 18
10~ | 4 2, 0 2

Silkw;)rm variety used: Yungnongjam(Jam 115X Jam
116

No. of larvae tested: 50 larvae/concentration
Rearing season: Spring, 1983
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‘Fig. 4. Application time of GH for inhibition of
FV disease.
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Table 6. In vitro Test of GH on the Inactivation

of FV
Treatment Replication D 1seas(eiy(i)larvae

D.W.+FV 1 86.7
2 83.3

3 83.3

Average 84.4

GH 0.01%+FV 1 80.0
2 83.3

3 93.3

Average | 85.5

GH 0.02%+FV 1 80.0
2 86.7

3 90.0

Average 85.6

Silkworm variety used: Yungnongjam(Jam 115X Jam
116)

No. of larvae tested: 30 larvae/replication

Rearing season: Spring, 1983

FV Concentration: 10~4

Treatment: 24hr
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