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—Abstract—
A Study on the Urinary Lead Excretion after Oral
D-penicillamine Administration
Soo Il Lee
Department of Preventive Medicine and Public Health,
College of Medicine, Busan National University
(Director: Prof. D.K.Kim)
For the purpose of further health control, D-penicillamine was orally administered to 8 persons
who were employed in lead industry and suspected lead intoxication routine industrial health
examination.
The does of D-penicillamine was 600 mg per day and was administered orally in every other 5
days. For the laboratory analysis 24 hours urine and 10 gm of whole blood were collected every day.
The results were as follows;
1. It was found that mean urinary lead excretion per day was 4465 g/l and 39498 g/,
respectively during the first 5-day and the second 5-day administration with D-penicillamine.
2. Mean lead excretion per day was 130.56 + 66.42 g/| after first 5-day administration and
159.28 + 104.44 g/1 after second 5-day administration with D-penicillamine.
3. The level of urinary lead excretion after administration increased 3 to 4 times than that
before administration with D-penicillamine.
4. Blood and urinary lead level investigated after 6 months were 44.4 + 10.2 g/100g and 72.7 +
29.7 g/ for the eight persons.
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Table 1. Laboratory Findings.
~— obtained from Initial Special Health Examination —
Caseparameter Age Durétion Blg(}(lioolgxlel Uri;(;l fevel 5[;1;\/1‘1‘\ gml/{ll())()gm Copro
A 37 8 91.3 182.5 8.5 12.9 +
B 35 4 88.8 107.7 5.1 13,0 +++
C 44 9 42,5 110.8 6.3 11,2 +/
D 27 4 85,0 212,2 6.1 1.1 +
E 27 8 60.0 135.9 2.6 11,1 -
F 35 8 65.0 84,0 1.2 11,1 —
G 49 23~ 68.6 91,4 3.8 12,2 -
H 48 10 40,0 61.1 1.4 12.5 -
Mean + S.D. 38+9 93+6.6 67,73+19.9 123.2+513 44+26 11,9409
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Findings.

— obtained from Admission Date —

Parameter . ' ‘
Blood lead Urine lead g - AlA HB Copro

Case

A 81.3 110.4 2.9 12,6 —

B 67.5 135,8 2,3 12,2 .-

C 52.5 138,0 4.8 12,2 +

D 83.8 206.1 0.9 13.0 4+

E 97.5 168,0 1.8 12.0 =

F 52,5 161,5 2,1 12,6 —

G 90,0 115.4 4,2 11,9 -

H 47,5 83.3 1.3 11,6 -
Mean = S.D. 71,6 £19.2° 139.8 +38.4 2,5+1.4 12,340.5

Table 3. Laboratory Findings.
— obtained from Discharge Date —
Parameter . -
Blood lead Urine lead 0- ALA Hb Copro

Case .

A 6,0 109.4 1.3 12,0 -

B 41.5 75.0 1.9 12,6 —

C 30,0 169.1 3.1 10,9 —

D 60,0 116,7 2,1 12,3 -

E 50,0 200,0 2.2 12,7 -

F 31.3 208,0 3.2 12.5 -

G 55,0 ) 116.7 1.2 11.5 -

H 38.8 64,3 1.3 12,0 -
Mean % S.D. 45.84-12.1 132,4 -+ 54,2 2,0+0 12,1 30.6




Table 4. Urinary Lead Excretion According to D-PCA Administration.
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Table 5. Laboratory Findings.

— obtained from 6 months after Discharge —

Parameter Blood level Urire lead 5. ALA Hb Copro
Case
A 45,0 50.5 1.5 13.9 ~
B 33.8 52,5 1.5 11.8 -
C 56,3 113.7 3.9 11,8 +
D 42.5 88,2 0.9 13.0 -
E 57.5 92,7 2,4 11.0 -
F 31.3 22.6 1.0 15.3 -
G 52.5 93.0 2.4 13,0 +
H 36,3 69.2 0.8 13.6 -
Mean + S.D. 44,4 +10,2 72.7+29.7 1.8+ 1.1 12,9 +1.4
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