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

 Letters to the Editor 141

Neuropsychiatric complications of SLE: Raising some issues 
of concern

Sir, 
We read with great interest the original research article 
titled “Neuropsychiatric manifestations of systemic lupus 
erythematosus: Iranian experience” by Haghighi and Haza,[1] 
which presented the clinical data of SLE patients spanning over 
a decade. However, we would like to point a few omissions in 
the methodology and results section. The readers will benefi t 
even more if some of these points are addressed.

First, the article reports the mean age at the time of onset of 
neuropsychiatric SLE (27 years), with an average delay of 3 years 
aft er the onset of SLE (printed as 4 years, possibly by mistake). 
However, the mention of Standard Deviation is conspicuously 
absent, which would have given valuable information regarding 
the extent of variation observed. The analysis would have been 
still more informative if the relation of age to neuropsychiatric 
manifestations was also noted in the study. Second, the study 
was a retrospective review of SLE patients who were admitt ed 
between 1995 and 2005. There is a good possibility that a patient 
may have had multiple admissions over years. Was there a 
mechanism at place to ensure that the clinical records did not 
duplicate for a patient who was admitt ed, say, once in 1995 
and for the second time in 2005? Also, since multiple hospitals 
were place of study, a patient may have gott en admitt ed at 
diff erent times to diff erent hospitals, resulting in duplication 
in study results. Third, it would be useful to know the precise 
“number” of hospitals affi  liated to the university from where 
data were gathered, and also, some background about the 
similarity/diff erences in geographic catchment areas. Since the 
particulars of the country of study are relatively unknown to 
readers outside Iran, this background will give us an idea about 
homogeneity of data gathered.

Lastly, we wish to highlight a point of clinical relevance and 
practical concern. While the neurological complications are 
likely to be detected faster (catastrophic in nature, crisis 
situation), psychiatric complications, e.g., depression and 
anxiety, continue to remain underdiagnosed,[2] especially in 
the presence of a medical illness. They may be the cause of 
lingering disability even aft er recovery from neurological 
complications. A routine psychiatric referral in all cases, while 

being an ideal solution, is neither practical nor feasible. It is, 
thus, prudent that all the patients of neuropsychiatric SLE 
should be screened for psychiatric comorbidity using simple, 
brief questionnaires, e.g., General Health Questionnaire 
has been successfully used in SLE patients.[3] Taking these 
easy steps in routine practice will ensure full justice to the 
term “neuropsychiatric” by unraveling the full spectrum of 
complications in SLE patients.
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Malaria and dengue co-infection

Sir,
I read with interest the recent case by Acharya et al. on “Acute 
dengue myositis with rhabdomyolysis and acute renal 
failure”[1] and have the following comments to off er.

Malaria and dengue fever are both endemic in India, with active 
transmission being reported from many areas. Thus, there is a 

possibility of coexisting malaria and dengue infection in the 
same patient. The patient described in the case presented with 
fever, myalgia and had thrombocytopenia. During the course 
in hospital, he developed myositis, rhabdomyolysis and renal 
failure. Although dengue antibody titer IgM enzyme-linked 
immunosorbent assay (ELISA) was strongly positive, such 
an acute presentation has also been described in association 
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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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