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Abstract: Hepatocellular carcinoma (HCC) is one of the major causes of cancer deaths in Taiwan.
Hepatic resection or transplantation offers the best possibility to achieve eradication of HCC for
patients. Postoperative recurrence is a common risk after resection of HCC, which has become an
important issue concerning long-term prognosis. Herein, this article describes a patient with
positive HBV achieving successful clinical outcomes after hepatectomy and adjuvant antiviral
therapy. We present a 37-year-old patient had been a hepatitis B carrier and experienced acute
exacerbations of chronic hepatitis B for many times. Elevated a-fetoprotein level (166.18ng/dL)
was found during a follow-up visit in 2006. Abdominal computed tomography (CT) scan revealed a
HCC, approximately 1.7cm in size in the right lobe of liver. The patient received no antiviral
therapy following a partial hepatectomy. He developed acute exacerbations of chronic hepatitis
twice in two years. Antiviral therapy with entecavir was then prescribed in a dosage of 0.5mg/day
due to the serum HBV-DNA level was 885,827 IU/ml in September 2008. During the three-year
follow-up period, abdominal CT scan revealed no HCC recurrence and no acute exacerbation of
chronic hepatitis B after continuous therapy with entecavir. Normal AST, ALT levels and
HBV-DNA were detected. Effective strategies for prevention of HCC recurrence and promotion of
survival rate necessitate continuous follow-up and antiviral therapy following hepatic resection,
which could consequently lead to improved quality of life for patients. The results of this case
demonstrate a successful clinical experience using combined antiviral therapy with entecavir after
liver resection, which may be considered as a reference for the management of HCC.

Key words: Hepatocellular carcinoma ~ HBV infection ~ Antiviral therapy

'% AT

)

HBV RSHe— AL 2 il B ISR — o 7 2Pk HBYV REUSRLIB T
(Hepatocellular carcinoma; HCC)fd = o1/ i =" 1o [Q’g%ﬁj/;%rBiF e ng A
IR T RS SIS0 HBY PR
AT SR I R LR SRR = PERARL HBY R B - AR Y
il PRI IS o S S e BRI o I E rﬁ;ag o
O Y o WK R BHUH S R RS frﬁf[%'ﬁﬂjl@li
S QLT Y R AR PO - S
Iﬁjqi’gﬁ@ﬁ s SrET ﬁu/rf iFIJﬁ?Ft"EJ}F’;j@ "PREE [EJI%F”F{L I - r”_ l#qijgﬁfflai lj?i’?f g
BIRkesd it SRR R D 2 SRR T R = e R, SRRV (R -

30

uli



7o blAR 2

— b 37 b PNRHIEL B FRREE @[r—&%{uv £, B R HbsAg(+) - HBeAG-EIA(-):
Anti-HBe(EIA)(+) » I’qi'@g;iﬁ%j M e Eﬂj‘ gﬂ ;En:f%pg,{g, y égﬁg[ = [rm )
RE A Eﬂ“ ORISR i - 2002 5 % 2005 & il » 4 ST DA =
H‘%?F - 2006 17 BT EEE IV B st 1(a-fetoprotein) 166.18ng/dl ff - T #15

i T Qﬁ’rfe*i‘f‘ﬁﬂa“ﬁ‘plEJ?Iﬁ {9 LT 253 B BRI BOLC 5
SH) (RS I R TS = 2008 5 2 FIRE S HERR G pR rmﬁuﬂfl S5 TR A
B FRREHTHANE A IR PO S 4T 2007 7 F| RS ET M BIETE £
5% [=> HBV-DNA: 1588520 IU/ml ~ AST: 1961U/I ~ ALT: 5011U/I ~ Total-Bilirubin 2.0mg/dl ; 2008
F9 HI R F T 3 R i =E %’('”fz‘l‘?“ﬁ/ CEET R PIRERTE R BRI T
Ao P ek PIEREE 2007 S (EEE S R (EEpET A AT J*F[FJ e ?—“I’ﬁ[f[ﬁ‘iﬁi'

BN L T Y qagfmi;w TS 53 6 % ¢ [ R PHA T
17 ]ﬁjuﬁl ] I l[ﬁji*’ﬁéc[ ﬁ%ﬁiﬁx?,y%' AST: 104 1U/1 -~ ALT: 281 IU/I - Total-Bilirubin
1.88mg/d| P AR PR DI SR (R R HBV-DNA: 885827 1U/ml - B %
275 RS ZE’@EE?E[J(HBV mutatlon)iF;F[?‘r YMDD wild-type « &R @i 'Ei!’[%“ E‘ T
(endeavor; ETV) 0.5mg/= > ﬂﬁ‘[@ﬁ%’ﬁ[&ﬁ % Fﬁ'@iﬁ%ﬁﬂ?ﬁﬁ_wﬁ% 2008 = 9 | = 2011
F10 EJEng‘JWﬁ%%?’@&E%} FEARY > A7 2009 F 9 ] HBV-DNA: 200 IU/ml ~ AST: 15 U/l ~
ALT: 20 IU/I ~ Total-Bilirubin 1.12mg/dl - VTFJELU#?%;E'EF I AU ST R ﬁﬁﬁﬁgfl
(a-fetoprotein) %“, <10 ng/dl(Eiﬁ%ﬁP ) < R7IEI &G (endeavor; ETV)= & » 2010 # 9 /] AST: 19
IU/l ~ ALT: 23 U/l ~ Total-Bilirubin 1.83mg/dl % 2011 =+ 10 | AST: 15 IU/l ~ ALT: 18 1U/l ~
Total-Bilirubin 1.57mg/dl> &' 2010 # 9 * | 2011 ¥ 10 * [H58:{1#- HBV-DNA Jg“[‘ul ERR 216
F) e

#<— AST - ALT - Total-Bilirubin *»HBV-DNAE 6 5: fee fifi

i S AST  ALT  Total-Bilirubin HBV-DNA
” ‘ aum  un (mg/dI) (1U/ml)
2007.07 196 501 2.0 1588520
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