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— Abstract —

A Suspicious Case of Chloroform Induced Acute Toxic
Hepatitisin Laboratory Worker

Dae-Gwang Lee, Chang-Hwan Lee, Keun-Ho Jang, Hong-Jae Chage, Jai-Dong Moon

Department of Occupational and Environmental Medicine, Chonnam National University College of Medicine

Objective: To report upon a case of toxic hepatitisin aworker exposed to chloroform.

Methods: A 28-year-old female who had worked as chemical analysis engineer in a laboratory using
chloroform was hospitalized due to nausea, vomiting and generalized weakness. The authors evaluated
her using blood tests, abdominal CT scan and her occupational history.

Results: The blood tests revealed acute toxic hepatitis. Other causes of hepatitis such as viral, drug
induced or alcoholic hepatitis could be excluded. But autoimmune hepatitis couldn't be totally ruled
OUt(ANA (++), IgG(serum) 1780 mg/dL). After admission, her symptoms improved and her liver enzyme
levels(AST and ALT) were markedly reduced. She returned to her workplace after discharge.
Afterwards, however, her liver enzyme levels increased again one week after returning to her workplace.
Subsequent to a job change, her liver enzyme levels reduced and normalized after eight weeks. The air-
bone laboratory chloroform ranged from 3.155 to 9.037 ppm.

Conclusions: The authors presume that this patient's liver injury was related to an interaction of chlo-
roform toxicity and a predisposition to autoimmune hepatitis. The rapid improvement of the clinical
symptoms and the progressive normalization of the liver function tests once the chloroform exposure
eliminated supports the diagnosis.
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® 84 Astet A4t

g3 Aset Adab A Fd 7.7 g/dL, €5FH 4.3
g/dL, Z=¥z]F4d 1.93 mg/dL, AL FH 1.05
mg/dL, Aspartate aminotransferase 352 1U/L,
Alanine aminotransferase 631 IU/L, Gamma-
glutamyl transferase 229 IU/L, ¥¢Zz|4 EAvbe}
Al 103 IU/L, 8% 84 A4 7.5 mg/dL, 8% =Y
oleld 0.6 mg/dL °]%it}.

(OR:E<E;

Q AAL A a9 (negative), L3 FH (+), &
= FrEdexa (+) oAUk

® EEAA AA

2+ wpolg 2ol gk A A FAAF AALIA HBs
Ag, Anti-HBs, Anti-HCV, Anti-HAV IgM,
Anti-HAV IgG 7oA SA0Idth A7Fa g4 1+4
AAlA Antinuclear Ab (++), Anti-Neutrophil
Cytoplasmic Ab (negative), Anti-microsome Ab
9.25 TU/mL(#x2 0-34 IU/mL), Anti-LKM Ab
(negative), IgG(serum) 1780 mg/dL (%= 700-
1600 mg/dL) °ISlth.

® frefdar Ak

A4 AAL 2 Culserum) 94 pg/dL(FA 70~
130 ug/dL), Ceruloplasmin(serum) 23.0 mg/dL(%+
122 20~60 mg/dL), 2,5-hexanedione(urine) 0.85
mg/g Cr (31 0~5 mg/g Cr) °]3lth.
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Table 1. Summary of biochemical analysis
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Fig. 2. Via setting(8 minutes).

Days after Admission Dischage & follow up
10.5.22 10.5.24 10.5.27 105.31 10.6.15 10.6.30 10.7.28

Total protein(g/dL) 7.7 6.8 7.4

Albumin(g/dL) 4.3 4.0 42

Total bilirubin(mg/dL) 4.03 1.93 1.26 1

Direct hilirubin(mg/dL) 1.05 0.65 0.49

ALT*(1U/L) 861 631 364 177 269 24 8
ASTT(IU/L) 544 352 144 80 195 47 29
y-GTP*(1U/L) 275 229 161 140 126 75 32
L actate dehydrogenase(IU/L) 580 620 435 425

Alkaline phosphatase(IU/L) 103 87 81 58 46

*aspartate aminotransferase, *alanine aminotransferase, * gamma-glutamyl transferase

306



4.317 ppm(Fig. 3) &2 Abetdwnr

ojcHz

ki

S - A 2N 2z2ES ol FYUE e

AN T eHe

ARV ERFE7 20D 8A3HS) 71%)9 10 ppm
uy v szow grlEn. A9

il

Lo =5+ F52 1.941 ppm, =HE o] wE5 =

FEL 0.038 ppm oIem, BAY) @l BelA

;

=
re AU 2R3

E3lo] 2421 zk(presumptive diagnosis)< &

Fig. 3. Analytical instrum

dEE 2EAE 49 s

22ANA 2715 AAF 59

ent(290 minutes).
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Sampling area Samplmg
time Chloroform(ppm*)  Ethanol (ppm*) n-Hexane(ppm*)  Methanol (ppm*)
Laboratory 250 min.* 3.155 1.941 0.038 -
Preprocessing 25 min.* 3.368 - - -
Vid setting 8min.! 9.037 - - -
Analytical instrument 290 min.* 4.317 - - 3.773
Time Weighted Average 10ppm* 50ppm* 200ppm*
(50mg/m?) (180mg/m?) (262mg/m?)

*parts per million, " minute.
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