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CASE REPORT

Seroreversion and Acute Decompensation in Chronic Hepatitis B after Discontinuation of Oral
Nucleotide Analog in the Patients Achieving HBsAg Loss

Hye Jeong Cho, Seung Kak Shin, Oh Sang Kwon, Ju Hyun Kim and Yun Soo Kim

Department of Internal Medicine, Gachon University Gil Medical Center, Incheon, Korea

Although rare patients with chronic hepatitis B can achieve HBsAg loss on oral nucleos(t)ide analog (NA), the optimal timing of
stopping oral NAs safely has been considered when HBsAg and HBV DNA are negative in the serum because HBsAg loss induced
by nucleos(t)ide analogs (NAs) appears to be durable if immunosuppressive therapy or chemotherapy are not done. On the other
hand, the author experienced a case of HBsAg seroreversion and acute decompensation after the discontinuation of NA in a pa-
tient with HBsAg loss. This rare case highlights the need for the close monitoring of patients who achieved HBsAg loss and stop-
ped NA. (Korean J Gastroenterol 2020;76:256-260)
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Fig. 1. Abdominal ultrasonography performed immediately after
hospitalization. Coarse echo of the liver parenchyma and nodularity
of liver surface can be observed. There is no recurrence of
hepatocellular carcinoma or ascites.

Fig. 2. Liver dynamic magnetic resonance imaging showed nc
evidence of tumor recurrence.
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Fig. 3. The patient complained of abdominal distension, and follow-up ultrasonography was performed. (A) Nodular liver surface and
(B) moderate ascites are observed.

Table 1. Change in the Liver Function after Admission to Hospital

Hospital days 1 5 14 19 23 33 58 (OPD) 93 (OPD)
Tb (mg/dL) 19.92 22.58 33.27 29.32 28.7 24.28 7.07 2.85
AST (U/L) 1,068 561 169 167 155 180 104 54
ALT (U/L) 865 501 155 106 102 111 74 32
Albumin (g/dL) 34 2.9 3.2 2.8 2.7 2.8 3.0 33
PT (sec) 151 17.2 16.8 18.3 185 16.0 126 13.4

OPD, out patients department; Tb, total bilirubin; AST, aspartate aminotransferase; ALT, alanine aminotransaminase; PT, prothrombin time.
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