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Ofloxacin-induced reversibleOfloxacin-induced reversibleOfloxacin-induced reversibleOfloxacin-induced reversibleOfloxacin-induced reversible
arthropathy in a childarthropathy in a childarthropathy in a childarthropathy in a childarthropathy in a child

Sir,

Ofloxacin, a potent fluoroquinolone antibiotic, is used in

various gram-positive and gram-negative bacterial infections.

Common adverse drug reactions (ADR) to ofloxacin include


functional disability subsided gradually on withdrawal of 
suspect drug. Rechallenge was not attempted. The 
arthropathy is unlikely to have been due to disease because 
symptoms appeared when fever was subsiding. Therefore, this 
event can be considered as ‘probable’ or ‘likely’ reaction by 
the WHO and Uppsala Monitoring Centre standardized case 
causality assessment criteria. Analyzed by the Naranjo’s ADR 
probability scale, the score was 7, which also makes it a 
‘probable’ event. 

nausea, vomiting, abdominal discomfort, diarrhea, headache, Among reported cases of arthralgia and arthropathy induced
dizziness and insomnia. Tendinitis, a rare complication by fluoroquinolones in man, symptoms generally began few
documented in adults, is potentially serious because of the days following commencement of the drug and resolved 
risk of tendon rupture. Ofloxacin is concentrated in human within several days of cessation of treatment. In some 
bone and cartilage and the tissue half life is longer than that in instances, however, symptoms continued for longer periods

[1] It has been reported that fluoroquinolones do damage – up to three months. Various joint sites have been affected.
growing cartilage and can cause arthropathy affecting major In our case, hip involvement was unilateral and full recovery
joints in animals. Articular cartilage erosion, changes in the took two weeks. 
cartilage matrix and increased synovium, have been reported 
in immature rats and juvenile dogs.[2,3] In humans, ofloxacin- The mechanism of fluoroquinolone arthrotoxicity is
induced arthropathy has been reported in pediatric patients unknown. Quinolones accumulate in cartilage and because 
treated for multidrug-resistant tuberculosis, other infections they form chelate complexes with divalent cations, they may
and cystic fibrosis.[4,5] Thus, fluoroquinolones are not routinely induce a functional deficiency of magnesium that leads to 
recommended for use in children and adolescents in countries cartilage damage.[6] The drug may interfere with 
like the UK and USA. However, arthropathy is reversible on mitochondrial activity in immature articular chondrocytes.[7] 

drug withdrawal, serious joint damage has not been reported It is also possible that quinolone-induced arthropathy and
and pediatric formulations of ofloxacin are widely available in quinolone-induced tendinitis are different manifestations of 
India. In this context, we report a case of ofloxacin-induced the same toxic effect on cellular components of connective
arthropathy in a child who received the drug as first line tissue structures.[8] 

treatment for typhoid fever. 

Physicians in general and pediatricians in particular need to
An eight-year-old boy presented with high-grade continuous be aware of the possibility of ofloxacin arthropathy. If it does

fever for one week. Routine hemogram was normal and Widal occur, the drug should be withdrawn and symptomatic

test was positive for Salmonella typhi O antigen at 1:160 management offered till the subject recovers.

dilution. Enteric fever was diagnosed. The child was treated

on outpatient basis with ofloxacin 15 mg/kg/day orally in two Dolui SK, Das M*, Hazra A*

equally divided doses and paracetamol for fever. The fever 

Natibpur Block Primary Health Centre, Village and P.O.

subsided on the sixth day of treatment and ofloxacin was Natibpur, Hooghly - 712 416, *Department of Pharmacology,

continued till the tenth day. On the seventh day of treatment, Institute of Postgraduate Medical Education and Research,

the child complained of pain in the right hip and experienced

difficulty in walking. There was local tenderness and pain was 

serum.

Kolkata - 700 020, India 

elicited on medial rotation of hip joint. X-ray showed no bony 
or joint space abnormalities. A repeat routine hemogram was 
also normal. Patient was given ibuprofen 30 mg/kg/day in 
divided doses. He improved gradually and recovered fully in 
two weeks. Other joints, like knees, elbows and wrists, were 
not affected. 

The child suffered an acute episode of hip arthropathy. 
Ofloxacin was the most likely cause. The only other drug the 
patient received – paracetamol – is not known to produce 
arthropathic symptoms or cause joint damage. On the 
contrary it may be useful in arthritic pain. There are also no 
significant drug interactions between paracetamol and 
ofloxacin. In our case, there was reasonable temporal 
relationship between event and drug exposure. Pain and 
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An unusual cause of colitisAn unusual cause of colitisAn unusual cause of colitisAn unusual cause of colitisAn unusual cause of colitis

Sir,
Oral nonsteroidal anti-inflammatory drugs (NSAIDs) are
known to produce a host of gastrointestinal side-effects.[1] We
report a case of colitis of unknown cause that was subsequently
linked to mefenamic acid use.

A 67-year-old lady presented with periumbilical colicky pain
of eight days duration. Three days into the illness, she
developed watery semisolid stools and one day later noticed
hematochezia. There was no tenesmus or constitutional
symptoms such as fever and the stools were not associated with
foul odor or pus. There was no recent exposure to antibiotics.
Abdominal and per rectum examination was normal.
Hemogram, biochemical examination, plain X-ray and
ultrasound scan of abdomen were normal. Stools were grossly
blood tinged and semisolid and microscopy showed
erythrocytes and neutrophils. No ova or cysts were seen and
stool culture was negative for bacterial growth. Colonoscopy
revealed multiple superficial ulcers with irregular margins in
the descending and sigmoid colon. No growth or diverticuli
were observed. In spite of optimal investigations, the cause of
colitis could not be determined and the clinical status
worsened. History was reviewed and revealed that she had been
started on mefenamic acid eight days prior to onset of diarrhea.
In view of the temporal association between mefenamic acid
use and diarrhea and absence of any other etiological factors,
the possibility of mefenamic acid colitis was considered.
Symptoms subsided within 72h of cessation of mefenamic acid.
She continued to be symptom-free at follow-up and
colonoscopy after two months was normal.

The most tenable diagnosis on the background of temporal
association between symptom onset and use of mefenamic
acid, its resolution with drug cessation and continued
symptom-free period at follow-up was colitis secondary to
mefenamic acid use. Other causes were ruled out by relevant
investigations. NSAIDs produce an array of abnormalities

in the gastrointestinal system. Though initially due to direct
epithelial injury, subsequently inhibition of constitutional
cyclo-oxygenase enzyme (COX-1) results in reduced
synthesis of prostaglandins, thus making the mucosa prone
to injury.[1] Intestinal injury manifests as enterocolitis,
ulcerations, perforations, diaphragms and strictures.[1]

NSAIDs may induce relapse in patients with quiescent
ulcerative colitis. [1,2] Though colitis has been reported
following use of most NSAIDs, mefenamic acid and
flufenamic acid have been specifically incriminated. Of
newly diagnosed cases of colitis, 10% may be related to
NSAID use and patients taking NSAIDs have five times
more chances of developing colonic inflammation than the
general population.[1,3] Colitis usually affects the geriatric
population, without gender predilection.[2,4] Any region of
the colon may be affected. Interval between NSAIDs
exposure and symptom onset is highly variable and may vary
from two days to four months.[1,2] Symptoms may vary from
watery diarrhea to dysentery, depending on the extent of
mucosal damage. It may also be associated with significant
weight loss. [1] NSAIDs-induced colitis is essentially a
diagnosis of exclusion and other causes should be ruled out.
Establishing the temporal association between medication
use and symptoms, as was done in our patient, is crucial.
Colonoscopy will only support the diagnosis and may show
diffuse ulcerations. [2] Histopathology reveals various
patterns of involvement including eosinophilic, collagenous,
pseudomembranous and nonspecific colitis. [1] Ischemic
colitis has also been described.[2] Though symptoms are
relieved by cessation of medications, they may recur if
reintroduced. [1,2] This case report emphasizes the
importance of history taking when evaluating a patient with
colitis. It highlights the role of NSAIDs, especially
mefenamic acid, as a cause of colitis and demonstrates full
reversibility after drug cessation.

Panicker JN, Philip J
Department of Medicine, Medical College,

Thiruvananthapuram, Kerala - 695 011, India
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