
Annals of Indian Academy of Neurology, April-June 2011, Vol 14, Issue 2

144 Letters to the Editor 

T. gondii serology in diagnosing HIV patients

Sir,
We read with interest the article on the utility of serodiagnostic 
tests in cerebral toxoplasmosis from[1] NIMHANS, Bangalore, 
and were surprised with the conclusion.

Authors found the sensitivity, specifi city, and positive and 
negative predictive values of the toxoplasma antibody 
in blood and lumbar and ventricular CSF as 100%. This 
gives colleagues the idea that we can diagnose cerebral 
toxoplasmosis in HIV patients with total confi dence by doing 
serology in blood or CSF (lumbar or ventricular).[1]

But the cases studied were peculiar. The cerebral toxoplasmosis 
cases were all those who died with cerebral toxoplasmosis 
and CSF was taken at the postmortem. It is not surprising 
that they were all positive. The controls were cases who had 
died of road traffi  c accidents and chosen because their sera 
were negative for Toxoplasma gondii. So there is no reason 
to be surprised that all were negative in CSF and serum in 
the control group, and all were positive in the controls. The 
controls were amazingly chosen because they were serologic 
negative for toxoplasma. In Pune, in a normal person coming 
to Ruby Hall, we have found the IgG T.[2] Gondi serology 
was found to be positive in 63%. The authors themselves 
quote the serology in healthy blood donors in their area to be 
11%. Using our fi gures, the specifi city falls below 50%. Once 
specifi city comes to 42% the test becomes worthless to make 

a diagnosis. What we can say is that a negative blood IgG test 
excludes toxoplasmosis.

We have not done CSF toxoplasmosis IgG in normal patients 
with IgG positivity in serum but some at least will be mildly 
positive. The high titers cannot be used compared to controls 
because they have taken the worst cases to study and not the 
milder earlier cases. The toxoplasma IgG in lumbar CSF had 
a sensitivity of <10% in advanced cases.

The PCTR in the lumbar fl uid was shown to have a sensitivity 
of 76%. There is no study of the specifi city using normal 
seropositive patients.
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McLeod Syndrome: Report of an Indian family with 
phenotypic heterogeneity

Sir,
We thank the authors[1] of the lett er for their keen interest 
in our published report on McLeod Syndrome (MLS)[2]. It 
appears that the report mentioned by the authors of the lett er 
had not been adequately cited in PUBMED. Moreover, a lack 
of molecular genetic data on the case would fall short of 
making a defi nitive diagnosis of MLS in the case mentioned. 
The family reported by us, therefore, appears to be the fi rst 
genetically proved case of MLS reported from India.
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Sir,
We appreciate that the readers have made some interesting 
observations regarding our study.[1] We would like to off er the 
following in response.
•  The negative controls were from cases of road traffic 

accident (RTA) victims who were tested for toxoplasmosis. [2] 
These cases on testing were found to be negative for 
toxoplasmosis—it was not a deliberate selection. The 
cerebrospinal fluid samples from RTA cases are not 
collected at autopsy as the sample is usually contaminated 
with blood and will not be an ideal sample, to test. Similarly, 
in the voluntary blood donors where we reported 20.3% 
positivity[3] (and not 11% as indicated by Wadia et al.)[1]: it 
just refl ects seroprevalence of the infection in the general 
population and not disease manifestation. This also can 
be considered a limitation. Given these constraints, in the 
samples we have tested, we have reported our observations. 

 The readers had two issues: 
•  One is regarding the high sensitivity of the tests that we 

have reported. However, we wish to emphasize that not 
mere positivity of serum IgG but the high serum IgG 
titers is of signifi cance in the clinical sett ing. The serum 
IgG titers in the patients of group I (cases of confi rmed 
central nervous system [CNS] toxoplasmosis) ranged 
from 196 to 1016 IU/mL [Table 2].[ 2] We do agree that 
the mean serum IgG titers in our study were very high 
(646 IU/mL) since they were all terminally ill cases; 
however, a serum IgG titer of >200 IU/mL is considered 
positive in recrudescence cases indicating active disease 
and is useful in the antemortem diagnosis of CNS 
toxoplasmosis.[4] Our fi ndings are in agreement with 
this observation indicated in literature.[4] Also, as is 
evident from our IgM and IgG avidity results in group 
I, except for one case of primary toxoplasmosis (Table 
2: ID 00/TB/C130, which had both IgM and low avidity 
IgG antibodies), all the other cases were confi rmed 
to be cases of recrudescence (with high avidity anti-
Toxoplasma. gondii-specifi c IgG), although this has not 
been reiterated in our article.[2] A study from Mumbai 
in HIV-positive patients with a clinical diagnosis of 
cerebral toxoplasmosis also showed a mean serum IgG 
titer of 250 IU/mL.[5] 

  Lumbar puncture is often contraindicated in the 
clinical sett ing of cerebral toxoplasmosis with multiple 

intracranial lesions with perilesional edema. In this 
context, a T. gondii-specifi c serum IgG titer of >200 IU/
mL could be considered a useful marker to clinch the 
diagnosis of toxoplasmosis in patients and could be 
considered as strong supportive evidence to initiate 
the treatment since it indicates active disease and 
helps in diff erentiating from mycobacterial pathology. 
Considering all these points we suggested the usefulness 
of serology to identify the cases of CNS toxoplasmosis.

• Secondly, with regard to the high specificity: We 
chose a known negative group (RTA) for assessing the 
specifi city of a test as is the norm. To further establish 
specifi city, we have selectively chosen samples from 
autopsy confi rmed cases of tuberculous meningitis 
without histological evidence of toxoplasmosis to serve 
as disease controls. This aspect has been discussed in 
the manuscript.[2]

• Early cases of cerebral toxoplasmosis are often not 
recognized as they remain subclinical. We used the term 
cerebral toxoplasmosis to denote patients with clinical 
manifestations of an encephalitic process of variable degree. 
The duration of clinical illness in our sample varied from 
3 days to 16 weeks.

Seropositivity for toxoplasmosis of >200 IU/mL in serum is of 
great help in cases where lumbar puncture is contraindicated 
and where polymerase chain reaction is not freely available as 
in resource restricted sett ings. Wadia et al have referred to their 
study with 67% positivity in “normal” people (presumably HIV 
negative but with no neurologic disorder) att ending Ruby Hall 
clinic/neurological services.[1,6] The very high seroprevalence 
rates quoted by Wadia et al may not refl ect seroprevalence in 
general population who constitute voluntary blood donors. It 
therefore becomes essential to acquire seroprevalence data in 
healthy general population from diff erent geographic locales 
in India.
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