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‘?hé sﬁﬁeraignﬁd reviewer took part in a clinicalepall elu§i~‘
cel conierence With staff physicians at the Cincinneti Generel iobpital
and the steff of the Labcw&torg of Neurcpathology of that ﬁnst;tu%%dﬁ
in ea?iy Hayeh 195%. A% that time the entire history of the aaae, t&é,
slinicel record, the necropsy findings, the analyticel deta, and bﬁ.
report on the gross and miercacople study of the brain were Q’ﬂ&&ﬁﬁ?eﬁ
in deiai14 The microsenpic slides ware exemined cavefully by the:

1

zi»vy‘aa a number of questions vere raised for discussicn. The,

e

reviever vas not convinced that the microscopic evidence presented vas
sufficient to establish the Jdisgnosis of leed encephalopaiby beyond
cavil. ieﬁevsr, it W&siﬁﬁi possible 1o sel up ancther dlispnosis that
could e substantiated, and the concensus of opinicn of the conference;
with ¥ihlch the revievey concurred, wvas that ihe éiagscsia of lead
snc@ppﬁ wpathy vas Jjustified for both clinical and medleo-legal purposos.
A r@vﬁ@w of the record as sutmitted has glven no resscn for
sltering this eonclusion. It cannot be sald that the dlagnosis of lead
@nﬁe§$a2@§ath3 h&afh@an established without question. It is pogeible
that ihe ﬂrim&rﬁ ¢linicel condiilon was hypertensive encephalopathy.
and that ée&tk regulted from the hemorrhage. Hovever, the hemorrisge
is ropsrded by the neurclogists snd the neurcpathologists as incidentel
in this case, and that conclusion cannot be proved errcnecus.
Apalinet the diegnosis of lezd oncepiialopathy is the opinion

of Dr. datuska who regardsd lhe condition as primerily hypertensive,



=04 consldered that this employee had nevey had sjuptoms oF slgns
éagg;:a;st:}.‘% of pluzmbiom. There is slso the opinion of ihe %saéﬁm%

A @ﬁl%ﬁ?a&“@? of the Isgle-Plcher Lead z’;mm to the effect ihat

the decessed had not heen seriously exposed to lead In nls vork. %he
latley opinion, however %m&ml& held, 1z not to he isken seriousiy

in view of the anslyiical findings on the ilssues of iho doceassd.
ihese analyses demomsivsls lhat ihe lead sxpopure 184 Deen of signiiie
ean# pz‘gz}ﬁrz,isﬁa, sud ﬂw, lead concentration in the liver, sploen and
musele prove ithet ths szposure hed continued to be signiflicsni up teo

a time shoprtly before death. The sheleion contalned Ilfteen L0 sixieen
;‘ times the concentration of lead found in ihe bones of unemposed pPOTSCRS.
n foci, vaile the lsed conceniretlons desonsirated in these iissues do

oot nrove the existence of 1llness due te lesd, nor 40 they reveal the

o

sions Found In unguestlioned fotel cuzes of lesed polsoning end they

dei'initely eostablish the hazspdous charscler of the ccoupaiiomal leed
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The ciinfecal Informstion in the rocord, with respeet fo

nempicloglical stnormalities in insdequste, cnd the exlstence of olber

alinicsl gymptome of plumblem cannot Le estsblished. The lelter iz
cften the cose when the cershral manifesiations ere 83 severe &s they

yore ln this case. %She clinical course of ihwe dissase vas conpetibls

%

t1th the diagmosls of &iffuse oncephalovathy from any couse. Conaldering

aill the availsble Information, the dlfferentlal dissnosis lies beiveen

nrpertensive encephaelopathy and lend encephalopaihy. Either of these

may heve Leen the primery ctuse of the fatal 1iloesz. The combination
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the anelyticsl result on the breln, whiceh s In ihe range =sspoisled
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with the occurrence of lsad encephalopathy, fogether with the micros
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scople pathology of the brain. vhich the nouropatheologlist repards as
cypieal of the effscis of lesd absorpiion, tips the scalss In Javor of
iead cncephalopathy .
To exclude the diagnosis of lesd encephelopatlyy one would have
a3 prove that hyceriensive encsphalopotiyy vas the couse of death. Thls,
P in the copinion of ﬁ:@ reviever, « .asmat rsasonably be done in the face of
i ‘ the evidenice. Therefore, the tenefit of such doubbt as pay 5iill exist
i .
should be given to the clagiment in this casze.
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