
SECTION A 
Treatment with vitamin A (retinol— 3000 I.U. per animal, intraperitoneally) 3 hours prior to adminis­

tration of vinblastine, curtailed the loss in body weight and liver weight and significantly (P < 0.05) increased 
the food intake, when compared to animals treated only with vinblastine. Pre-treatment with vitamin A also 
prevented the fall in plasma total protein (P < 0.05) and albumin (P < 0.01) levels induced by vinblastine. 

It appears that vitamin A alleviates some of the adverse effects of vinblastine. It is possible that vitamin A 
may have the same beneficial effects in patients treated with vinblastine, either singly or in combination. 

VISCERAL PRECIPITATION OF EPILEPSY RELATED TO EATING 

/ Nimal Senanayake 
/ (Dept. of Medicine, 

University of Peradeniya) 

and 

Nhnmi Rajaratne 
(DepU of Pharmacology 
University of Peradeniya) 

This paper draws attention to a rare form of reflex epilepsy where eating is the trigger-stimulus. Of 21 
patients with this disorder seen by us during 1978 - 1982, 17 were males. The age at onset ranged from 8-25 
years (mean 16.4, Sp 4.3). In 12 patients the fits occurred only in relation to eating; in the rest, more than 70% 
of the fits were induced by eating. Lunch and dinner were the meals responsible. Of Che two meals, the dinner 
had a greater influence in precipitating fits in one-third of the cases. The fits occurred within 15 minutes of 
starting the meal in all the cases. In half the cases the onset was within 5 minutes. The epileptogenecity could 
not be traced to any particular food item. 

The type of fits experienced by the patients were: grand mal in 50 %, temporal lobe epilepsy in 25 % and 
a combination in 25%. The interictal EEG features were consistent with: primary generalised epilepsy in 10%, 
focal epilepsy in 20% and non-specific in 20%. 

Reports of visceral precipitation of epilepsy are few(l) and many(2,3) are based on less than 10 cases. The 
present series of 21 cases detected over a four year period raise the possibility that eating epilepsy may have 
a higher prevalence in countries such as ours where the food habits largely differ from those of the Western 
world. 
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Since the first documentation of a case of tuberculous polyradiculitis from Sri Lanka in 1974(1) there has 
been no further reports of this condition. We present two cases in whom the clinical picture resembled 
that of the patient described by Peiris et al. 
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SECTION A 
Two patients (male, 18 yr; female 56 yr) presented with weakness of all four limbs of acute onset. In 

addition they had fever of more than one month and cough of more than three months. Examination revealed, 
in each case, flaccid weakness of all four limbs with absent or decreased tendon reflexes and sensory impair­
ment in the distal part of the limbs. In the cerebrospinal fluid, protein was high (210 and 800 mg % respectively) 
with normal sugar and no cells. The chest radiographs in both cases showed evidence of bilateral chronic pulmo­
nary tuberculosis. Anti-tuberculosis chemotherapy was instituted with rifampicin, isoniazid and streptomycin. 
The male patient showed signs of improvement in both the neurological and pulmonary lesions in one month 
and subsequently made a remarkable recovery. The female patient took her own discharge three days after 
the commencement of treatment and died at home. 

The coexistence of pulmonary tuberculosis in the two cases and the remarkable improvement in one case 
with anti-tuberculosis chemotherapy are in favour of the tuberculous aetiology of the neurological lesion. The 
fact that these two cases were detected within two years suggests that this condition is not such a rarity in. Svi 
Lanka. 
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From 1973 to 1981,4,643 cases of tuberculosis were notified from the Chest Clinic, Kandy. Seventy four 
of these were cases of Pott's disease of the spine. Thirteen of these 74 cases presented with neurological deficits. 
This paper is based on an analysis of the clinical features, treatment and follow-up of these 13 patients. 

The age range of the patients was 3-57 yrs; 8 of these were males; Five patients hadevidence of intra­
thoracic tuberculosis and one had tuberculous peritonitis and cervical lymphadenitis. The other 7 patients had 
no evidence of associated tuberculous lesions. .* 

The vertebrae affected were: thoracic in 9, lumbar in 2 and cervical in 1. T6 was the commonest thoracic 
vertebra involved (6 out of 9). L3 and L4 were the lumbar vertebrae affected, and C6 was the'cervical vertebrae 
affected. All 13 patients showed radiological evidence of destruction of vertebrae and diminution of inter­
vertebral spaces. 

The presenting features were: spastic paraplegia iu the 9 patients with disease of the thoracic vertebrae, 
flaccid paraplegia in the 3 patients with disease of the lumbal vertebrae and flaccid weakness of upper limbs 
with spas'ic weakness of the.lower limbs in the patient with disease of the cervical vertebrae. The treatment 
regimen followed was: streptomycin, isoniazid and para-amino salicyclic acid for*2-3 moo'.hs followed by 
biweekly streptomycin and isoniazid upto 1J years. 

Ten patients recovered completely with j -6 months of an i-tuberculosis chemotherapy, 2 pati.nts were 
left with residual weakness at the end of one year and one patient died of urinary tract infection one month 
after the commencement of anti-tuberculosis treatment. 




