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with malaria.[2,3] It has been postulated in malaria that tumor 
necrosis factor alpha (myotoxin), increased blood viscosity, 
red cell sequestration in skeletal muscle, toxins derived from 
the parasite and lactic acidosis may cause myositis, skeletal 
muscle necrosis and myoglobinuria.[3,4] The authors have not 
mentioned whether a peripheral smear or rapid antigen test 
for malarial parasite was performed in their patient.

Although malaria seems unlikely as the patient recovered 
without antimalarials, I wish to highlight to our readers that 
malaria can also cause myositis, rhabdomyolysis and acute 
renal failure. In endemic areas, malaria and dengue infection 
can coexist in the same patient. Although causing quite similar 
symptoms and signs, the treatment of these two illnesses is 
diff erent. Any suspicion of malaria in disease-endemic areas 
must be excluded with microscopy and/or rapid antigen test. 
Failure to recognize malaria or dengue coinfection would 
delay the initiation of proper therapy and result in increased 
morbidity and even mortality.
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Angiotensin-receptor blockade in acute stroke

Sir,
The debate on angiotensin converting inhibitors/receptor 
blockers made interesting reading.[1-3]

Professor Padma brought about the important results of 
ACCESS trial[4] in putt ing forth her argument. However, the 
contrary argument by Rohit Bhatia and the commentary by 
Professor Subhash Kaul did not touch this important trial.

The ACCESS trial is important in the context of the debate 
because it is the clinical trial that most closely examines the 
debate question whether angiotensin axis blockade is benefi cial 
in acute stroke sett ing, and whether its benefi ts is due to its 
eff ects that is beyond its antihypertensive eff ect.

The result of ACCESS trial is interesting both in terms of its 
eff ect size and with respect to the nature of eff ect. The ACCESS 
trial found that the absolute risk reduction (ARR) of cumulative 
mortality is 4.3% and that of vascular events was 8.9% at the 
end of 12-months period aft er giving candesartan for a period 
of 7-days from onset of stroke. The study was unblinded at the 
end of 7 days and both group received candesartan according to 
the necessity of lowering BP. There was no signifi cant diff erence 
in the BP between the both groups whether at the onset of stroke 
or during the study period. The results in both the groups 
(onset course candesartan and onset course placebo) diff ered 
mainly in terms of myocardial events. In other words, a 7-day 

stroke-onset course of candesartan reduced the myocardial 
events at the end of 12 months! 

While the physiological plausibility of this is debated on, 
the eff ect size of the results looks incredible. It translates to a 
number needed to treat of 23.5 for 12-months mortality and 
11.3 for 12-months vascular events. In comparison, HOPE trial, 
described to be the landmark trial on ACEI, had an absolute 
risk reduction of 3.6% and NNT of 27 for composite vascular 
events at the end of 5 years follow-up.[5] This would be an 
ARR of 0.72 and NNT of 139 on a 12-months scale. In fact, 
the survival curve of HOPE trial started to diverge only aft er 
200 days of follow-up. 

If we give credence to ACCESS trial, the debate is sealed 
with at least level-2 evidence in favor of both acute stroke 
angiotensin axis blockade and the extra-antihypertensive eff ect 
of candesartan. 

But is it that straight forward? Was the result of ACCESS 
too good to be true? Hopefully, the ongoing Scandinavian 
Candesartan Acute Stroke Trial would be answering this 
question.[6]
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McLeod syndrome and acanthocytosis

nucleus with hypointensity signals in the basal ganglia on 
T1-weighted images. On T2-weighted images, hyperintense 
lesions were seen in the basal ganglia.
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Sir,
We read with interest the article titled “McLeod syndrome: 
Report of an Indian family with phenotypic heterogeneity” 
by Chakravarty A, et al.[1]

The authors describe three brothers diagnosed as having 
McLeod syndrome with phenotypic variations. The proband 
had confi rmed diagnosis of MLS by hematological evidence of 
acanthocytosis, immunohematological, and molecular genetic 
studies. The authors state that this appears to be the fi rst report 
of MLS from India.

We wish to share and bring to the notice of authors that a case 
report of McLeod syndrome (a variant of neuroacanthocytosis) 
was published in the documentation section of JAPI.[2] Some of 
the details of case reported were as follows:

A 40-year-old male patient presented with abnormal 
involuntary generalized choreiform movements since 8 years. 
The patient also had involuntary movements involving the 
orofacial region, especially the tongue, lips, and other facial 
muscles with grimacing and diffi  culty in swallowing because 
of constant movement of the tongue. He also developed 
generalized tonic clonic seizures 6 years back, which were 
controlled by using Carbamazepine. The family history was 
negative upto the preceding two generations. Peripheral blood 
smear, done on two occasions, was positive for acanthocytes 
(more than 5%). Serum creatine phosphokinase (CPK) was 
1042 IU/L. Kell antigen analysis revealed a negative high-
frequency Kell antigen. Electrophysiological studies showed 
motor axonal degeneration in both lower limbs. Sural nerve 
biopsy was suggestive of chronic axonal neuropathy with 
regenerative activity. MRI of the brain revealed enlargement 
of frontal horn of lateral ventricles, atrophy of the caudate 
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