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fever since 2 months. Facial puffiness was non ï 
progressive, more in the morning which subsides by 
evening. It was not associated with abdominal pain or 
distension. Fever was low grade, not associated with 
chills or rigors, and was relieved with antipyretics. 
Loose watery stools did not foul smell, and occurred 
8-10 times a day. There was no blood or mucus in 
stools. During this time period his facial puffiness 
worsened and persisted almost through out the day. 
Baby was started on higher antibiotics (ofloxacin) 
and his diarrhea subsided after 3-4 days.  
Apparently baby was normal for 1 week when he 
developed recurrence of loose stools 5-6 times per 
day. On close interrogation, parents revealed that 
baby started having spells of intermittent diarrhea 
from the age of 3.5 months.  
The laboratory tests revealed hypoproteinemia (both 
albumin and globulin) and iron deficiency anemia. 
Differential diagnosis entertained were Nephrotic 
syndrome, Cystic fibrosis (in view of recurrent 
diarrhea and respiratory complaints), Chronic liver 
disease (in view of firm palpable liver,and lastly 
PLE. Urine routine examination was negative for 
proteins; Urine protein creatinine ratio and 24 hours 
urine protein were also negative. Liver enzymes and 
sweat analysis for cystic fibrosis were normal.  
To explain PLE in our patient, primary 
lymphangiectasia, secondary to Celiac disease, 
intestinal parasital or difficile infection, and 
inflammatory bowel disease were considered. Stool 
for presence of fat was normal, tissue 
transglutaminase IgA Antibody was within normal 
limits. IgA, IgG, IgM values and were found to be 
normal. Antigliadin antibody was negative. The loss 
of protein into the gut was confirmed by fecal 
clearance of alpha -1 antitrypsin which was elevated 

(108 mg/Dl). Blood and urine cultures were negative. 
USG abdomen and chest x ray was also 
unremarkable. While ruling out all the possible 
causes of PLE, iron deficiency anemia was 
implicated in our patient which was substantiated by 
the fact that his elevated fecal alpha 1 antitrypsin 
levels returned to normal after correction of iron 
deficiency anemia.  
With the non- availability of most of the documented 
radiotracers for PLE in developing countries, 99mTc-
MDP abdominal scintigraphy is a useful alternate 
based on its albumin binding properties (30% of 
injected MDP binds to plasma proteins). Abdominal 
planar scintigraphy was performed to assess and 
localize protein loss through gut at multiple time 
intervals after the intravenous injection of 111 MBq 
99mTc-MDP after quality control approval.  
Initial dynamic and soft tissue phase images of 
abdomen were normal. 3 hour delayed images 
showed abnormal 99mTc-MDP in right lower 
abdominopelvic region which was equal to the uptake 
in iliac bone suggestive of moderate  protein loss 
from intestinal loops (SPECT CT facility was not 
available at that time) (Figure 1).  
No tracer activity was noted in the thyroid, stomach 
and salivary glands ruling out presence of free 
pertechnetate. Baby was treated with a high protein 
diet and his iron deficiency was corrected, his loose 
stools subsided, and facial puffiness decreased. His 
serum albumin increased spontaneously. A paediatric 
gastromedicine consultation was also taken and 
patient was advised symptomatic conservative 
management in view of spontaneous improvement in 
serum albumin. 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
Fig 1. 99mTc MDP abdominal scintigraphy - Initial dynamic and soft tissue phase images of abdomen were normal. Delayed images 
showed abnormal 99m Tc MDP in right lower abdominopelvic region (depicted by an arrow) which was equal to the uptake in iliac bone 
suggestive of moderate amount of GI protein loss. 

 






