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Since Wands et al. reported for the first time in 1975 the reactivation of the hepatitis B virus in hematologic disease patients
who had been receiving chemotherapy, the efficacy of chemotherapy and immunosuppressants has improved. As a result,
the frequency of the reactivation of hepatitis B is increasing. Reported herein is a case of a non-Hodgkin lymphoma patient
in her 70s who was suspected to have had HBsAg negative/anti-HBs negative occult HBV infection. The patient experienced
fulminant hepatitis caused by the reactivation of hepatitis B, and died three months after the R-CHOP regimen was completed.
In the HBsAg negative plus HBY DNA-negative case, there were few instances of viral activation of HBV. In this case, antiviral
therapy was needed when the patient was confirmed to have become HBV DNA positive through regular monitoring, but its
necessity is often overlooked, unlike the preemptive antiviral treatment in the HBsAg positive cases.
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Figure 1A
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AR AlRYSHA] ofotTh 1 F 5 Thd o) A S 9
Shof THed mlol ]2 IAJAF HARS ThA] Al38stolar 71k
HBsAg 2F4 (01000 TU/mL), anti—HBs 23,1 TU/mL) IgM
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HD#1
Positive
Negative
Negative
Negative
Negative
Positive
4.81x10°
Negative
Positive
Negative
2 A7 3 o]

Negative
Negative

§ month ago
Negative

HBsAg
anti-HBs
HBeAg
anti-HBe
1gG anti-HBc
HBV DNA
(copies/mL)
HAV Ab IgM
HAV Ab IgG
anti-HCV

Table. 1 Serial of Immunologic findings
IgM anti-HBc

HD: hospital day
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