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reflexia and bilateral extensor plantar reflexes. Power in the legs was grade 2 
and rc~naincd so during the clinical phase of tetnnus, with gmdual recovery 
subseq~~cntly. No sensory or sphincteric abnormality was observed during the 
illness: 

Tile patient was given 20 000 IU  antitetanus serum intramuscularly after 
a sensitisation test. Injections of diazepa~n, cl~lorpromazine, and pheno- 
barbitone \\'ere used to control the spasms, with adequate pare~~tcral and 
oral fccding. I-Ic made an uneventful recovery frorn tetanus, and about one 
month after onset plain radiography of the thoracol~lmbar spine, cerebro- 
spinal flttitl exnmination (including a Vcnerenl Disease Rescarcli Laboratory 
test), and myelography sliowed notliing abl~orn~al. t ie  still had tlic facial 
palsy but could stand with support. IIypcrrcflcxin and extensor plantar 
rcsponjes were still evitlcnt. At follow 111) two nlonths aftcr discllarge the 
filcial palsy was barely tlisccrnible and IIC could malt: unaided. Mild hyper- 
reflexin rvith equivocal plantar responses were elicited. Follow up at one year 
shorved no neurological dclicit. 

C o m m c n t  

Th i s  paticnt sllowcd the cllaractcristic featitrcs of  tetanus, and  12 
days bclorc onset he had injured his foot. I n  view of the paraplegia 
1atl:yrislu was co~ls idmxl ;  lathyristn is comnlon in this region.' T l ie  
patient denied eating seeds of L saliv~ls, there was n o  lat l~yrism in the 
family, the paraplcgia rcsolvcd, thcre was a facial nerve palsy, and  he  
had tctanus-all going against the diagnosis of lathyrism. 

Closrriditrirt rcrntri produccs two t o x i ~ n ,  tetanospasrnin and  tetnnoly- 
sin. Tctanospasrnin interferes with inhibition within the central 
nervous systern and  produces t l ~ e  excessive motor activity which 
cliaracterises the disease. I t  may also protluce sonic of the auto- 
notnic dysfunction, espccially the syrnpatheticov~ractivity,~ wllicl~ may 
occur in severe cases. Paralysis, however, is u n u s u ~ l  unless the wound 
is on the face, vrhcn cranial nerve palsies, notably of the ipsilateral 
facial ~ l n d  oculo~notor nerves, may occur. Paraplegia may occur if the 
tctanic spasms cause compression fracture of the spine, bu t  our in- 
vcsti~:ations elirnirlated this and  othcr compressive causes of paraplegia. 
I t  appears that the paraplegia is an  unusual cffcct of tetanus as de- 
scribed by U a l i e m ~ k a . ~  ?'he facial nerve palsy must  also be attributed 
to tcra:lns, though it is unusual for this to occur when the wound is not  
or. the face. 
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U~ausual strydlnia~e p~2ssming and 
i.ts traatmel-it: report of sight cases 

Strychnine is no\*! usccl rarely anti poisoning is unusnal. Intoxication 
is usually accidental in children o r  srlicidal in adu1ts.l Trcatmcnt is 
dircctcd towards coritrol of convulsio!is and prcverltiotl of aspliyxia, 
eitllcr by a short-acting barbiturate ant1 nlt~sclc relaxarlt conlbincd 
with artificial vcntilntion? or by the tnorc rcccntly sticccssfill use of 
itltrnvc~lous dinzcpam a l o ~ l e . ~ '  \Vc dcscribe eight cnscs of unusual 
strychni~ic poisoning, threc of which wcre treated with intravcrlous 
diazepam and four by nrtilicial ventilation. 

C a s c  r e p o r t s  

Eiql~t young atlults snifletl quantities of strycl~nine in the mistaken belief 
thnt it was cocaine. 1\11 dcvclol,etl toxic symptonls within 30 minutes 311d 
were adn~it tc~l  to two I)~lbli l~ I~ospitals. 

I:ire patients \.:ere nd~nittctl to St 1,aurcncc's Ilospital. T l ~ c  Inail who llad 
take11 tlrc Iitrgcst qr~antity dcvelopctl conv~llsions within live nlinutcs of 

inlialntion. These became sustained, and he was in cardiopulmonary arrcr 
on admission. Asystole was converted to ventricular fibrillation by intra 
venous injection of 2 ml of 1:1000 adrenaline and 10 ml 10% cnlciut: 
glucol~ogalactogluconate. Cardioversion resulted in a supraventricula 
tacl~ycardia, which was converted to sinus rllythm by 10 mg sotalol give! 
intravenously. Spontaneous respiration- was not restored, and artificia 
ventilation was instituted aftcr muscle relaxation by suxamcthonir~nl. Urin 
analysis showed large amounts of strychnine."Ie remained deeply comatos 
but was free of convulsions. Nine hours after admission he had a fata 
cartiiac arrest. 

l'hrec of the four rcmaining patients complained of pain and stiffness i~ 
the paravertebrnl rn:iscles within 30 minutes of inl~alation. Convulsions 
charactcrisetl by : i  .?:s sardonicus, opisthotonus, flexor spasm of upnci 
limbs, and extc~l:.. -:Ism of lower limbs, occurrcd with minimal sensor) 
stimuli. They \Y !tcd in a quiet dark room. Dinzcparn 10 rng inrra 
verlously contrr::' .:~vulsions and was repeated one hour later in twt 
patients in whorr: > ~ulsions recurred. Diazepanl was continued in an ora 
dose of 5 n ~ g  sir l;::~rly, and the patients remained free of convulsions 
I-Iyperaestliesia antl hyperreflexia wit11 associated paravertebral myalgi: 
persisted for 48 to 72 hours. Diazepam was discontinued 72 hours after 
ad~nission. Serum creatine pl~osphokinasc activity was raised in all patient: 
(mean 1980 IU/I; normal < 130 IU/I), and estimation of isocnzymes showet' 
raised nluscle-type (Mhl) creatine kinase activity, indicating damage tc 
skeletal nluscle during the convulsions. Urine analysis showed moderatc 
quantities of strychnine. 

The remaining patient was only mildly affected. He cornplai;lcd of para- 
vertebral pain and stiffness. Tendon reflcxcs \vcre brisk but no convulsion.. 
occurred, and specific treatment was not prescribed. Urine analysis showed 
traces of strychnine. 

Three patients were admitted to the Charitable Infirmary. All developed 
symptoms within 30 minutes of inhaling strychnine and were having inter- 
mittent convulsions on admission. Each was given intravenous diazepn~ir 
10 mg, phenoperidine 2 mg, and suxamethoniunl 100 mg. Artificial ventila- 
tion using Cape Waine ventilators was instituted ant1 was cor~tir~uetl using 
pancuronium for muscle relaxation and phcnoperidine and diazepanl for 
sedation. Convulsions tended to recur as muscle tone recovered but mere 
reatlily controlled with pancuronium. Urine analysis showed moderatc 
anioilnts of strychnine in each case. After 36 hours, when strychnine was no 
longer tletected in the urine, artificial ventilation \\,as discoctinued. No 
further convulsions occurred. All patients had rzised serum crearine phospho. 
kiriase activity (mean 2797 IU/I; tlormal < 170 IU/I). Physical examination 
showed no abnormality after 48 hours. 

C o m m e n t  

Th i s  report highlights a nlcdc of strychnine poisoning not  prcvioitsly 
described. Strychnine is now r a ~ c l y  aszd but  tnay be  stockcd by solnc 
retail ~)liarmacics, so this type of accident might possibly recur. I t  is 
not known how these pa t i en s  acquired the strgclmine, whicll was 
inhnlcd apparcntly in mistake for cccaitle a t  a party. 

~\ l)art  from thc patierit in whotn poisocine was fatal and the most 
mini~nally nITcctctl paticnt, who recovered witliout specific treatmctit, 
the remaining six paticnts were comparable in terms of degree of 
inroxicatio~l and  urinary strychnine concentrations. In these pzticnts 
two tliKerent therapeutic regimens were u s ~ t l  with equal sltcccss. 
Treatmerit with intravcnorts dlazepan in a quiet darkened room llas 
the advantage of bcing simpler than artificial ventilation, bu t  if 
diazcparn alone fails to control convulsions artificial ventilation should 
be  instituted. 
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