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Mry 1, 1247

Dr. Kenneth A . Koerber,

Tlant rhysiclian,

John 4. Lewis and Brotliers Company,
S5 Aramingo Avenue,

Philadelphis, Penusjlvanls.

Dear T'r. Koerber:

I nend sou herewith my besi interpretaticon of the snaslytiecsl
resulis obiained vy us in the case of Immery !obinson, &8 vell as
a peneral opinion on the c&ge. .hess are in riplicséte as you
regquested.

In oréder 10 lemve argument out of the opinlon, T ¢&ll your attention
herein lo vhst 287 be ygEerded #s incorreci siftemenis or inierpre-
raticns 10 youwr l&ssi letter. Quoresulis &5 reported on Japusry o,
1947 showed & definliely Shpomsal letd concentralion in the bliood,
&2 80 indicated in the repori forwarded wiilh uy letter of Jenubry

2, lu4T. the winsry lead concentrelion was at the upper level
of normal values, but was reg&rded dublously because of the slze of
the saiEple.

Sur zecopd get of éa&nslysen, veported on Morch I, 1ly+47 and wransmilied
with my letter of March 4, 1947, shoved simewhatl nigher wul not
coniveditory values in the bleod and sn even iower vaius for the
urine.

In nelileyr Iinslance wes {he uripsry leed concontraiion beyend ihe
limits of oommal voarlstion for ssmples of small volume, 1oy Wers

they in any way rem&rysvie in view of ithe volume of oample submitied.
The staitus of thils wmen,; hovever, with respeclt L0 lebd exposuro, uas
shown nol By the snalysss of the urine bvat by those ¢n ihe vlood.

ihe LLood resulis oontfirm each olher quite adeguaiely, <l Jemionh L% te
veyond apy reasonuble doubl (hati «obinsun’s lena expesulre during ilbe
months immediately precedlng the taking of these aaaplen was 3i;0%00-
cant.

“he fuperintendenc's statement doés not show that he had no lesd
gxposure. 0On the conirary, 1t speciflcelly relers O work wiich
could have, and clearly did asctuully reeuli in le&d exposure and
abgorption. Horeover, fhe lead concenirstlon in the plsosod Lia Loihk
instances ia such that symplomeioclogy from lead absorpiion could
nave existed.

he result of thie situatlon l¢ thatl the dlagnosls must bLe wuude on
purely clinical grownds. I &gree with your dlagnesis snd thay of
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Ir. Hollander, that thlis man 1s suaffering fyom gout and hypertension.
I see¢ no reason for supposing that he has lead polisoning in addition.
itis present symptomatology and the present hemstological findings of
anemiae without stlippling or abnormsl numbers of orhe& young forms,
fall 1o indicate the existence of lead polsonling. Therefore, the
evidence of ledd expesure and sbporption is, at present, incidentsl,
from the disgnosiic viewpoint. As to the relationship of lead
absorption to goul, the evidence is of poor qualiiy, sand unsatiszfactory.
she Sritish cliniclans, especlally, consldered lead absorption to be
8 preclipitsting facioyx in gout, but thelir evidence lay purely in the
coincidental OCGurrence of the iwo phenomens of gouty. disthesis or
che onsel ¢f gous. with lead exposure ln the lead trades. COout vas
angd is comacn in Englard sad the reistlionship, in my opinion, ves
fortuitcus.

I wrust that this clsxiflies my opinlon in thise cese. VWhat your
rhilsdelphie colleagues fall to recognize 18 that ilhiey &nd no cne
clse can make lhe disgnosis of lead polascning 0y analyticel or anj
Oother then cliinicel mesns. Lead exposure snd lesd abacrption ar
noe synolymous wiih lzad Iintoxication. '‘hey confuse the lssue by
not sticking to clinical consideratiocons.

vordialiy soure,

Lopert A. Lenoe, M. Lo
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Interpretation
of
Analytical nesults and Clinlcal Syndrome

Case of

“his man was exposed to appreclatle quantitles of lead in the course
of his ocoupstion la the pericd lmmedlately prior Lo December *1,

1947 and thereafter. ‘he exposure was not highly hszaerdous, but it
led 10 bilw sbesorpiion of potentlally dangerous quantities of lesad,

ag shown by ihe lead concentr&tions Iin the blood on two occasionsi -
namely .00% mg. Pb per luid grams of vwhole blood as reported by us

on Japusry B, 1547, and J.13% mg. b per lus grems of whole blood as
reporied oy us on March 1, 19487. In our opinion, these resulis, taken
with the reiatively low (normal renge, lead conceniration in the urine
on pouh scesslions, atrongly suggesits that JTobinzen's lead sxposure

was of & low but significant order of msgnltude over & long period of
cime (yearsj. She cocupstlonsl history indicates that this was the
coase.

A disgnosig of lead pelsoning s not justified by the symptomatology
and lhe clinical fects, ineluding the hematolcgical findings., A diege
rioeis of gout ls tenéble and reascnsble, thereby msking it wholly
uniRecessdry Lo explalin any of the symplomarology on the highly dublous
vaslis of atypical plumblism. 4an etiologly relactionsiiip Leilveen lead
spsorpiion and the cnset of gout is, I should a8y, purely speculative.
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