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— Abstract —

A Case of Lead Poisoning After Ingestion of Herb Pills

Se Won Oh, Hyung Jai Lee, Hong Jae Chae, Sung Kwan Lee, Jai-Dong Moon, Deok Cho?

Department of Occupational and Environmental Medicine, Chonnam National University Hospital
Department of Labolatory medicine, Chonnam National University Hwasun Hospital?

Background: Lead is a common environmental metal and has been used for various purposes for a
long time, leading to frequent reports of lead poisoning. The concern about lead poisoning starts has been
mostly focused on occupational exposure and is linked to the prevention and management of lead expo-
sure in refining and manufacturing processes. Nowadays, however, there is growing concern about non-
occupational lead exposure by many pollutants. Especially, lead poisoning by herb medicine has com-
monly been observed in clinicsin Southeast Asia and South Korea.

This case report contains diagnosis of inpatients who suffered from lead poisoning from a herb medi-
cine, arthritis remedy and who complained of abdominal symptoms and dizziness. The study purpose
was to awaken our healthful interest in lead poisoning.

Casereport: A 53-year-old female patient complaining of abdominal pain, dizziness, and numbness of
hand and foot came to our hospital due to the continuation of her anemic finding symptoms while under-
going treatment at a secondary hospital. Her past medical history was unremarkable except she had taken
herb pills for about a year which were administered by herb medicine to treat arthritis. Physical examina
tion was unremarkable except for oral ulcer finding.

Hemoglobin was 8.5 g/dl, reticulocyte count was 4.10%, bilirubin was 1.3 mg/dl (direct 0.3 mg/dl),
and Zinc protoporphyrin 169.12 ug/dl. In urinalysis results, WBC increased to 30~39 /HPF, While
AST/ALT, BUN/Cr, PT/aPTT, and nerve conduction velocity were normal. Basophilic stippling was
observed through peripheral blood smear. The blood lead level was 80.4 g/dl and the urine lead level
continued to increase to 541 ug/l. Analysis of the pills that the patient had been taking showed that they
contained 30 mg/g lead. By oral chelation therapy with D-penicillamine four times per day for five days,
the patient’s hemoglobin increased to 11.8 g/dl, while blood lead level decreased to 39.2 wg/dl, and urine
level to 196 wg/l. Although the soles of her feet remained cold, but other symptoms and anemia finding
were improved considerably. However, after discontinuing D-penicillamine medication, the blood lead
level increased to 41.4 ug/dl again. The further administration of D-penicillamine for five days reduced
the blood lead level to 31.5 ug/dl. At two years after the discontinuance of D-penicillamine, the follow-
up findings were normal; hemoglobin was 13.1 g/dl, hematocrit 39.6%, reticulocyte count 1.22%, blood
lead level 13.3 wg/dl, and urine lead level 9.17 ugll.

Conclusion: After taking herb medicine pills for one year, the patient was admitted to hospital chiefly
complaining of abdominal pain, dizziness, and numbness of the hand and foot. The high blood and urine
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and lead levels and lead chemical analysis of the herb pills confirmed lead poisoning which was treated
with D-penicillamine for five days. The follow-up result after two years indicated normal blood and urine

lead levels.
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Fig. 2. Pills which caused lead poisoning(right) showed metallic components in X-ray beams as compared with usual drugs

Table 1. Sequential laboratory findings of lead poisoning in the patient

OPD' Day Hb (g/dl) Hct (%) Blood Pb (ug/dl) 24hr Urine Pb (ug/l)
1day 85 26.5

9 day 85 28.3

16 day ' 9.0 274 80.4 541
20 day* 57.9 2,065
27 day 63.5

34 day* 10.7 33.0 58.1 255
41 day 53.4

48 day* 111 338 46.5 474
56 day 44.7

62 day* 11.8 35.7 39.2 196
69 day 414

76 day 40.5 33
83 day* 315

after two years 13.1 39.6 13.3 9.17

*: Results after administration of D-penicillamine
': Consult to the department of occupational and environmental medicine
' Out patient department
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Fig. 3-1. Sequential blood lead level and hemoglobin level
changes after chelation therapy with D-penicillamine
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Fig. 3-2. Sequential urine lead level changes after chelation
therapy with D-penicillamine
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A 5(2004)e] HaelA ekl ot 19 F & A3
FS E v 5 mg/day~3 g/dayeltt. 198614
FAO/WHO 3% 2% #7HE A&27138] 9 (JECFA)A
= A 1%00] 1799 o FEAA s&FPTWD=
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ek 1991 U.S. CDCAM = 85 dE59 d8AE
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G55 U3 XFE chelating agent$! calcium
EDTA, BAL, D-penicillamine, DMSA 5& AF&3t
t}. calcium EDTA+ EdolA Ef434] & g,
DMSA % BAL2 3]#9F&EAE (www.kodc.or.kr)
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2 ghastia] dutge] Al- SAE della oA F,
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