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Fig. 1. Comparison of survival of predonisolone

treated mice under the different feeding
conditon.
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Fig. 2. Effect of predonisolone pretreatment in
vaccinated mice.
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Fig. 3. Effect of predonisolone post-treatment in
vaccinated mice.
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Fig. 4. Effect of predonisolone treatment in pre or
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post vaccinated mice.
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Fig. 5. Effect of predonisolone on the infectivity in

actively or passively immunized mice. Im-
mune serum was administered few minutes
prior to challenge.
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Table 1. Protection against pseudomonas challenge in variable mouse groups

Challenge Mouse groups*

dose (CFU) PP PPV VPP PPSr Vv Sr Control
7x 107 1 1 S**S

7% 108 SSS S SSSSS 11111
7x10° 468 SSS S 11S8SSS 11111
7x 104 238 478 11010SS SSS S SSSSS 11111
7% 102 1111 1838SS 268 78 SSS SSS S SSSSS 11122
7 x 102 1111 1348 38 4 9 SSS SSSSS 11128
7x 10! 1118 498 911 SSS 111SS

* P: 2.5 mg of predonisolone sc administration.

V: 0.5 ml of MMAF vaccine ip administration.

Sr: 0.2 ml of immune rabbit serum ip administration few minutes before challenge.

*¥*  Survival on 11th day.

Challenge carried out 10 days after first predonisolone administration.
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Table 2. Effect of time interval between vaccination, predonisolone administration and challenge

Groups

Days from predonisolone administration

-2 0 2 4 8 12 16 20
P* P c*¥21 1111
P P crii1i1
1 P P Cl11111
P P cCl11111
P P cl1i1112
P P AAE C1 11 1%11
2 P P Y 116910
P P Y C1558%8
vV P P Cl11121258
vV P P c1288SS
3 vV P P C16678
vV P P C12345
v P P c11118
P PSr*C1888S
P P SrC125910
4 P P SrC177710
P P SrC24567
P P SrC1128S
Control 1 vV CSSSSS
Control 2 SrCSSSSS

*1. 9.5 mg of predonisolene administered subcutaneously.

*2:  Intra periotoneal challenge with mucin suspended Pseudomonas acruginosa dose of 0.5-2.0 x 104,

*3. 0.5 ml of MMAF vaccine administered from ip route.

*4. Numeral indicates the time of death after challenge, bar shows none of Pseudomonas aeruginosa isolation.

*5:  Survival on 12th day.

*6. (0.2 ml of immune rabbit serum ip administration.
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Summary

Reciprocal actions between predonisolone and Pseudomonas aeruginosa autolysed vaccine was investigated in
mice with a view to study the usefulness of vaccine under the conditions of so called immuno-suppression. Four
groups of SPF mice were prepared for experiments. These groups were (1) PP given totally 5 mg of predonisolone
via subcutaneous route, (2) PPV vaccinated after predonisolone treatment, (3) VPP vaccinated in advance of
predonisolone treatment and (4) PPSr treated with predonisolone and given immune rabbit serum just before
bacterial challenge. Groups PP, PPV and VPP were divided into two groups respectively, namely clean fed
(sterile water and pellets in sterile cage) and pseudomonas fed groups, then cumulative mortality was followed in
these groups. VPP clean fed mice showed less mortality than the other five groups, however, this protection in
VPP did not seem to be attributed to any immunological defense, since Pseudomonas aeruginosa were not isolated
from any of the dead mice. The reason for the induction of this non-specific resistance remains to be elucidated.
Induction of anti-pseudomonas immunity which was elicited by vaccination, and before or after predonisolone
treatment, was investigated in the above mentioned four groups.  As far as mortality is concerned, the mice which
belonged to both PVV and VPP were not well protected, however, most of the mice died, after three days, from
the challenge rid of pscudomonas septicemia, since no Pseudomonas aeruginosa were isolated. In spite of a high
mortality rate, as high as 60%,, our results suggested that induction of immunity was not strongly disturbed by the
predonisolone treatment but was rather considerably well developed. Durability of predonisolone effects on the
induction of immunity studied in terms of the time response in immunity-development and the results demon-
strated that the drug afforded only predonisolone death, while the induction of immunity was not strongly affected
through the experimental period.



