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HBsAg (+), anti-HBc (+), HBeAg (-), HBV-DNA (IU/mL) undetectable

AST 24 U/mL, ALT 31 U/mL
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WBC 4,700 (segmented neutrophils 67.3%)/mm?3, Hb 12.4 g/dL, Platelet 102x
103/mm3, Prothrombin time-INR 1.65

Total protein 5.6 g/dL, Albumin 3.3 g/dL, Total bilirubin 7.1 mg/dL, Direct
bilirubin 6.0 mg/dL

AST 227 1U/L, ALT 954 1U/L, ALP 212 IU/L, GGT 258 IU/L
BUN 21.3 mg/dL, Cr 0.9 mg/dL, Na 133 mEqg/L, K 5.1 mEqg/L
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HBV-DNA 4.7 x 108 [U/mL
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fumarate, tenofovir alafenamide & ot
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entecavir@t tenofovir disoproxil fumaratee= S07t QIEE|X|E  tenofovir
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BHZIE fI”E oM =&/ ol Al
(HBV X&d2te)
B cell depleting agent rituximab
Anthracycline =4 A< doxorubicin, epirubicin
Ol 18 AHZROIE 19 20mg  Z=1t  corticosteroid,
ko b prednisolone
(10% ==t TNF-alpha inhibitor etanercept, adalimumab, certolizumab,
infliximab, golimumab
TACE(Ed S Yoot T =) -
Systemic chemotherapy -
TKI A H|(tyrosine kinase inhibitors) imatinib, nilotinib
Immunophilin inhibitors cyclosporine
TSk fdz Proteasome inhibitors vortezomib
(1~10%) Cytokine-based therapies abatacept, ustekinumab, natalizumab,
vedolizumab
4F Ol B8k 8T AHEOIE 10~20mg/day=4weeks corticosteroid,
prednisolone
Traditional immunosuppressants azathioprine, 6-mercaptopurine,
methotrexate
H ™ X| 2 XN|(EGFR/HER2/JAK/VEGF inhibitors | cetuximab, erlotinib, trastuzumab,
SE b ) ruxolitinib, bevacizumab
(<1% 0O[2h TKI A A sorafenib
Antimetabolites fluorouracil
4% Ol T AHZOIE AS(EBY £ -
4% 014 N8 AHZOE -




Key messages
1. St E/HAAMQES = SA0M HBsAg Fdel 4% €¥
HBV-DNAO| A 0| oZH O AK F07F 2RSCEH
2. HBsAg &-d/anti-HBc &2l XM E rituximabs Z&ote S ztsta
B = ZYURNZE oY S = 47 oYN HHO[ZHAN F07t 2RO
/UMY ARD 2H Fo7t &
Had 32 2 Z[2 670Et X[H5tLL rituximab
A

F-E3HOF SFC.
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