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Tuberculosis is Protean
Sir,
I read through the recent publication on pulmonary tuberculosis 
and paraplegia[1] in the July-September 2013 edition of  your 
journal, and I was excited because I had similar experience of  
atypical presentations of  tuberculosis. Tuberculosis is protean 
and mimics several other diseases, hence the watch words remain 
‘a high index of  suspicion else it may be missed.’ Two cases of  
tuberculosis; the fi rst was a 7-year-old girl who presented with 
complaint of  fever, cough, diarrhea, diffi culty with breathing, and 
headache for 4-weeks. She had several medications on out-patient 
without improvement. She was tachypneic, dyspneic with bilateral 
crepitations; the cardiovascular examination revealed tachycardia, 
elevated jugular venous pressure displaced cardiac apex-beat; 
with fi rst, second and third heart sounds and a loud second 
heart sound. She also had multiple cranial nerve palsies (right 
oculomotor, abducen nerves); abdominal examination revealed 
tender hepatomegaly with splenomegaly. She was diagnosed with 
infective endocarditis with intracranial embolism. Full blood 
count showed neutrophilia with normocytic normochromic 
anemia, but blood cultures were negative on three occasions; 
retroviral screen was also non-reactive. Both Mantoux test and 
sputum AFB were negative; chest X-ray revealed cardiomegaly 
with perihaliar opacities while electrocardiogram (ECG) revealed 
sinus tachycardiac, biventricular hypertrophy, echocardiogram 
was negative for any vegetation [Figure 1]. She was commenced 
on genticin and ceftriaxone for 2-weeks but rather deteriorated. 
She had lumbar puncture; the cerebrospinal fluid analysis 
revealed elevated protein and normal glucose; cerebrospinal 
fl uid gram stain and AFB were not remarkable while culture was 
negative; therefore, an aseptic meningitis was entertained, and 
the thought of  disseminated tuberculosis was entertained. She 
was commenced on anti-tuberculosis, and she became afebrile by 
the 3rd-week of  treatment with progressive resolution symptoms 

and was discharged to the directly observed treatment (DOTs) 
clinic for continuation of  supervised treatment.

While the second case was a 14-year-old girl with Potts disease; 
she presented with back pain, progressive diffi culty with walking 
with subsequent inability to walk within 3-weeks with bladder 
and fecal incontinence; in her case, there were no preceding 
complaints of  cough or diffi culty with breathing. She was 
paraplegic with kyphosis [Figure 2]. Mantoux test was 12 mm; 
chest x-ray was normal. She was commenced on anti-tuberculosis 
therapy.

Tuberculosis still remains a huge health burden in children in 
developing countries despite presence of  effective vaccine; 
this is further worsened by the ravaging effect of  human 
immunodefi ciency virus/acquired immune defi ciency syndrome. 
Diagnosing tuberculosis in children in a resource-limited setting 
is often diffi cult; therefore, it is mostly based on high index of  
suspicion.

Tuberculosis is protean and may mimic several disease entities; 
however, the clinical features and laboratory results of  the fi rst 
case were typical of  a bacterial infection; the diarrhea, weakness 
initially observed can occur in early stages of  tuberculous 
meningitis, which is easily confused with gastroenteritis, and 
the heart failure with multiple cranial nerve palsies mimicked 
a cardiac defect with stroke. Anemia and neutrophilia has been 
associated with tuberculosis though mostly in adults;[2,3] however, 
the exact mechanism of  tuberculosis-associated anemia is not 
completely understood, though like in any chronic infection/
infl ammation, a normocytic normochromic anemia (due to 
impaired erythropoisis) or microcytic hypochromic anemia may 
occur,[4] but TB causes more of  leukocytosis with lymphocytosis. 
The observed neutrophilia in the index case could be attributable 
to the infl uence of  chronic bone marrow stimulation with 
outpouring of  leukocytes including neutrophils, and in extreme 
cases, left shift with release of  immature neutrophils may occur.

As in the case in your publication, my second case had no 
preceding complaint suggestive of  pulmonary disease; therefore, 
Potts disease may occur without associated chest symptoms.

Letters to Editor

Figure 1: Showing (a) chest-x-ray with cardiomegaly; (b) ECG with 
biventricular hypertrophy; (c) normal Echocardiography
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Figure 2: Showing (a) kyphosis; (b) paraplegic limbs
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Do Not Miss Scrub 
Typhus as a Cause of 

Multiorgan Dysfunction in 
Primary Care Practice

Sir,
Scrub typhus is an important, often overlooked and potentially 
lethal disease entity responsible for multi organ dysfunction 
syndrome (MODS). Here we describe a patient of  this disease 
who was diagnosed late, even though she had the classical 
clinical features. A 32-year-old female was referred to our unit 
from a district hospital for the complaints of  fever, myalgia and 
dyspnea for 5 days, where she was being treated for complicated 
malaria with intravenous Artesunate for 3 days, but because of  
worsening parameters she was referred to a higher center. On 
clinical examination, she had pallor, icterus and blood pressure 
of  90/60 mmHg, respiratory rate of  30/min, tender muscles 

in all four limbs and gangrene of  the left foot extending up to 
the mid foot. On examination, she had a saturation of  92% 
on room air; arterial blood gas analysis revealed a PO2 of  
62 mmHg, PCO2 of  29 mmHg, pH of  7.49. Hemoglobin was 
5.2 g/dl, total leukocyte count was 5400/mm3 with normal 
differentials and platelet counts of  78000/mm3. Liver function 
tests revealed serum Bilirubin of  6.4 mg/dl (predominantly 
indirect fraction), aspartate aminotransferase - 325 IU/L, alanine 
aminotransferase - 402 IU/L, alkaline phosphatase 202 IU/L. 
Serum creatinine was 2.8 mg/dl and serum urea was 154 mg/dl. 
Coagulation profi le was normal. There was no visible eschar or 
rash. Dorsalis pedis pulse was not palpable in the left lower limb 
and the foot was cold to touch [Figure 1]. Malarial parasite was 
not detected in the smear or on antigen examination. Dengue 
serology was negative. As the clinical picture was suggestive and 
the patient had not responded to adequate antimalarial therapy, 
she was investigated for leptospira and rickettsial diseases. 
She tested positive for anti-scrub typhus immunoglobulin m 
antibodies (Weil-Felix test) with titers of  >1:160. A diagnosis 
of  scrub typhus with MODS was made and she was treated 
with supplemental oxygen, packed red cell transfusions and oral 
doxycycline, which was started at a dose of  100 mg twice daily 
for 7 days after a loading dose of  200 mg. Oxygen requirement 
decreased and the liver and renal functions became normal over 
the next 7 days. The patient was discharged after 8 days and is 
following up with the vascular surgeon for the treatment of  the left 
foot gangrene, which is being managed conservatively at present.

Scrub typhus, is caused by Orientia tsutsugamushi. The disease is 
contracted by the bite of  trombiculid mite larvae and humans are 
accidental hosts.[1] The disease is easily confi rmed by serological 
tests. Doxycycline is the drug of  choice; azithromycin and 
rifampicin are the other alternatives. The disease is increasingly 
being recognized as a cause of  MODS and respiratory distress 
from intensive care units all over North India.[2] The disease 
closely mimics the more rampant malaria and dengue fevers and is 
therefore, very often overlooked and not treated. Even, the classical 
eschar may be present in only up to 50% patients[3] and should not 
lead to its exclusion from the list of  differential diagnosis. A delay 

Figure 1: Left foot of the patient showing gangrene- added in the text
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