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Table 1 Laboratory finding on adimission
Urinalysis Biochimisty
Protein (+) T.P 6.6g/dl BUN 10.8mg/dl
Sugar (+) ALB 2.7g/dl CRA 0.7mg/dl
Bilirubin (€] ZTT 15.5u Na 149mEq/1
Sediment np T. Bil 15.5mg/dl K 4.3mEq/1
D. Bil 12.7mg/dl Cl 109mEq/1
CBC GOT 27u/1
RBC 400 x 104 GPT 63u/1 Serological Tests
Hb 11.9g/dl ALP 13.5KAU CRP (=)
Ht 35.7% LDH 396u/1 RA (=)
Plt 23.4x10% LAP 156GR ASLO 333u
WBC 12800 CHE 0.38u/ml HBsAg +)
CPK 241U/1 Anti-HBs (=)
Blood Coagulation Glucose 180mg/dl Anti-HBc +)
PT 23.6" Ammonia 140ug/dl AFP 533ng/ml
PTT 164.0" UA 0.8mg/dl CEA 2.2ng/ml
Fibrinogen 68
FDP 5
Fig. 1 Clinical course of a case of fulminant hepatitis
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Fig. 2 Family study of the patient’s family
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Table 2. Prevalence of HBV markers at the junior high school which patient was

attending
No. of tested HBsAg anti-HBs anti-HBc
Students
Male 183 8 (4.4) 26 (14.2) 35 (19.D
Female 158 6 (3.8 21 (13.3) 27 (17.D
Total 341 14 (4.D 47 (13.8) 62 (18.2)
School Employees
Male 11 3 (27.3) 7 (63.6) 10 (90.9)
Female 9 1 Qa1.n 4 (44.0 6 (66.7)
Total 20 4 (20.0) 11 (55.0) 16 (80.0)
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Fig. 3 Presence of HBeAg and anti-HBe among HBV carriers found in the

survey
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Fulminant Hepatitis B Transmitted by Sharing a Razor

Jun HAYASHI, Seizaburo KASHIWAGI, Hideyuki NOMURA, Wataru KAJIYAMA,
Hideyuki IKEMATSUY, Toshio AOYAMAZ® & Hirokazu YOGI®
UFirst Department of Internal Medicine, Faculty of Medicine, Kyushu University, Fukuoka, Japan
2Yaeyama Health Center, Okinawa, Japan
9Internal Medicine, Kyodo Hospital, Okinawa, Japan

Although it has been though that hepatitis B virus (HBV) can be transmitted by sharing a razor,
there have been no report on such a case. We found a case (case A) may have contracted hepatitis B by
sharing a razor of her friend who was positive for HBsAg and HBeAg

In January 1983, a 15-year-old, female, junior high school student in Okinawa, Japan—an area in
which hepatitis B is endemic-developed fulminant, type B hepatitis. We investigated the route of HBV
transmission. None of the four other members of her immediate family was positive for HBsAg but at
the school she was attending, 14 of the other 341 students (4.1%) and four of the 20 teachers (20.0%)
were positive for HBsAg, Eight of these 14 students, but none of the four teachers, were positive for
HBeAg. Quetioning revealed that, on overnight school trip two months before she became ill, case A had
shared a razor of one of the eight HBeAg-positive students. Case A used the razor to shave her legs
immediately after the carrier had used it. Cases A said that they had no attempt to sterilize the razor
after the carrier used it. Case A denied habing any other close contact, such as sexual contact or sharing
of a tooth brush, with anyone in the six-months period preceeding the onset of her illness. The carrier’s
HBsAg subtypes was adw; case A’s subtype could not be detected because of the low HBsAg titer in her
serum.

From the findings described above and the fact that blood positive for HBeAg is thought to be highly
infectious, we concluded that case A had possibly contracted hepatitis B by sharing a razor contaminated
with HBV. We believe that HBsAg carriers should be taught how to avoid transmitting the disease to
others.




