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Striae atrophicans: A mimic 
to Cushing’s cutaneous 
striae
Sir,
A 30-year-old male patient was referred for evaluation of  
Cushing’s syndrome when he presented with purple striae 
over both the thighs [Figure 1] for 1 month. He did not have 
any systemic symptoms. There was no history of  any drug 
intake including oral or parenteral steroids. He was applying 
steroid ointment (halobetasol propionate 0.05%) for fungal 
infection locally for 3 months prior to this. These striae 
were violaceous, with the largest one measuring 10 cm in 
length and 1.8 cm in width, which is classical for Cushing’s 
syndrome. His body mass index was 26.0 kg/m2. He did 
not have any systemic effects of  steroid, though human 
and animal studies indicate that less than 6% of  the applied 
dose of  halobetasol propionate enters the circulation within 
96 hours following topical administration of  the cream.[1] 
His morning and evening cortisol levels were 10.65 μg/dL 
and 5.28 μg/dL, respectively. Overnight dexamethasone 
test revealed suppressible serum cortisol (0.55 μg/dL). 
Halobetasol propionate cream produced hypothalamic-
pituitary-adrenal (HPA) axis suppression when used in 
divided doses at 7 g/day for 1 week.[2] His serum cortisol 
level following adrenocorticotropic hormone (ACTH) 
stimulation test was 25.6 μg/dL. He was diagnosed as a 
case of  striae atrophicans, which is a known complication 
of  chronic application of  topical steroid preparations. 
Halobetasol is grouped under ultra high potency topical 
steroid and has more propensity to cause side effects. 
The glucocorticoids affect the epidermis by preventing 
the fibroblasts from forming collagen and elastin fibers, 

necessary to keep the rapidly growing skin taut. This 
creates a lack of  supportive material, as the skin is stretched 
and leads to dermal and epidermal tearing.[3] Topical 
application of  steroids is known to cause systemic effects 
of  hypercortisolism and suppression of  HPA axis, but this 
is very rarely manifested clinically and is easily reversible. 
This patient has neither any systemic manifestation nor 
any evidence of  adrenal suppression. 
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Recurrent insulin injection 
abscesses: Atypical 
etiology
Sir,
A 63-year-old man with type 2 diabetes presented with a 
2-month history of  swellings and discharge over his thighs 
and abdomen at the injection sites of  insulin. He was using 
glargine insulin for the past one year, once daily at night time, 
with vial  and syringe. He used to change the syringe once 
in 3 days and follow the storage guidelines for the insulin.. 
His previous glycemic control was poor with evidence of  
microvascular and macrovascular complications and HbA1c 
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Figure 1: Multiple cutaneous striae at thigh
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of  10.2%. Clinical examination revealed normotensive 
individual with multiple subcutaneous abscesses over 
anterior abdominal wall and thighs [Figure 1a and b]. Pus 
drained from the abscesses did not stain any organism 
on Gram’s stain and no organism was grown after 7 days 
culture in agar medium. The patient was treated initially 
with beta lactam antibiotics and cephalosporins without 
any improvement. 

Repeat staining with Ziehl–Neelsen stain showed the 
presence of  alcohol fast bacilli (AFB) and prolonged culture 
led to the isolation of  the pathogen. Recurrent abscesses 
coupled with negative cultures led to the possibility of  
atypical organism. Positive AFB staining and culture 
characteristics of  the bacteria confirmed the diagnosis of  
Mycobacterium chelonae as the underlying etiology of  injection 
abscesses. Cultures from the tip of  insulin syringe needles 
and insulin from the bottle did not reveal presence of  this 
organism. He was treated with clarithromycin (500 mg 
thrice daily) and lineozolid (600 mg twice daily) for 8 weeks. 
The abscesses healed completely without any recurrence. 

M. chelonae is an atypical mycobacterium and is classified 
under rapid growers (Group IV of  Runyon’s classification).[1] 
The organism is present ubiquitously in the environment 
and is difficult to culture. Cutaneous infections are seen 
in immunocompetent individuals and disseminated disease 
in immunocompromised patients. The portal of  entry 
commonly is skin, leading to cellulitis, granulomas, nodules, 
ulcers, and abscesses.[2] Disseminated infections lead to 
deep-seated infections like osteomyelitis, endocarditis, 
meningitis, and keratitis. M. chelonae is not amenable to 
antitubercular therapy and is sensitive to clarithromycin, 
linezolid, and ciprofloxacin.[3] Deep-seated infections 
require parenteral mode of  therapy in addition to use 
of  imipenem in resistant cases. To conclude, our case 

highlights the need to look for atypical organisms in cases 
of  recurrent insulin injection site abscesses. 
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Nalidixic acid and diabetic 
ketoacidosis
Sir,
Nalidixic acid as the first quinolone was isolated as a 
by-product of  the synthesis of  chloroquine. It has been 
available for the treatment of  urinary tract infections for 
many years.[1]

We present here the report of  a 13-year-old girl who was 
referred to the toxicologic emergency department of  
Baharloo Hospital by a general physician from his office 
because of  seizure and decrease in consciousness. Her 
seizure was tonic clonic and did not repeat more than 
one time during hospitalization. There was no history of  
previous disease. She was diagnosed as diabetic ketoacidosis 
(DKA) based on her laboratory test results on admission 
to the hospital, and thus the treatment was started. She 
was completely cured without any signs and symptoms of  
diabetes and DKA, 24 h after admission. Her drug history 
showed nalidixic acid overdosage.

Figure 1: Insulin site abscesses over anterior abdominal wall (a) and 
thighs (b)
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