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Fig. 1 Daily group parasitaemia levels (top); weekly fluores
cent antibody titres (bottom). 

until the fifth week of infection. By day 14, the untreated 
control and the NRS-treated mice showed significant increases 
in antibody titre, and peak titres were attained by day 28. 
At day 14, the ALS-treated mice showed no increase in titre. 
By day 21 they showed modest increases, and not until day 35 
had they attained titres comparable to the other two groups. 

This study shows that, in mice, ALS can suppress the anti
body response to a replicating agent just as it suppresses the 
response to non-replicating antigens such as sheep red cells. 
As already noted, ALS treatment did not alter the humoral 
response of rodents to several other infectious agents. On the 
other hand, Wenner et a!. have recently reported a delay in the 
antibody response to a monkey pox infection in ALS-treated 
cynomolgous monkeys10

, a result similar to our own in mice 
with a malaria infection. It is reasonable to suppose that ALS 
may act similarly in man and that the suppression of the 
humoral immune response by ALS might interfere with the 
diagnosis of or recovery from some infections. 

It is apparent from the appearance of antibody and recovery 
from the P. berghei infection that the effects of ALS were 
transient. This was probably because of the formation of 
antibody to the ALS, known to occur in rodents receiving 
frequent ALS injections2

•
11

• 

The close temporal relationship of antibody synthesis and 
decrease in parasitaemia in all three groups of mice suggests 
that antibody participates in the recovery process. This possi
bility is supported by previous studies which showed that 
malarial antibody can passively protect infected humans and 
rodents 12 -

1
\ and impair the in vitro proliferation of 

plasmodia 1 5
• 

There is evidence from studies using neonatal thymectomy 
and passive transfer of lymphocytes that cell-mediated im
munity may also participate in recovery from P. berghei16

-
18

• 

Phagocytic activity by the reticuloendothelial system is essen
tial to recovery19

, and recently it has been suggested that 
interferon may be involved20

• In addition to antibody syn
thesis, each of these defence mechanisms may be impaired by 
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ALS21
•
22

, making it difficult to delineate the critical factors in 
recovery from infection by the use of ALS. 
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Xg Blood Groups of Thais 
SAMPLES of blood from 181 normal unrelated Thais from 
Bangkok have been tested for the X-linked blood group antigen 
Xg•. The results are shown in Table 1. 

Table 1 Frequency of Xg• in Thais 

Xg (a+) 

Male 73 
Female 46 

Xg (a-) 

48 
14 

Total 
121 
60 

The number is small but the results are sufficient to show 
that antigen is less common in Thais than in Europeans' and 
Indians2 , but more common than in Chinese3

• Thai gene 
frequencies calculated from the male and female results are: 
Xg" 0·57 and Xg 0·43. 
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