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TV — 3 VIRHOMEIEH & L CMECT 2 H0g L7z
B, WEREREZERIN, YERA=2 Lz K
BOMER, o TEEIEMMAE [cT2aN3MO0 Stage 1B,
epidermal growth factor receptor (EGFR) exon 19 del]
Lrs gz SEHOBIBRIEREE T, BRI RETRR
PHEDOMIG EZ 2 LN, HimTHY, BRI R
ERG, RPAREZET L Z LICHT A2MOARLDDH
Y, EGFRFu ¥ v ¥+ —¥$EH (EGFR tyrosine ki-
nase inhibitor : EGFR-TKI) (2 X 2{G# 2 AL SNz,
ERRET O MR A C HBsPUE 0.701U/mL & 555, 5o
HBV-DNA 14LoglU/mL & Bt Tdh - 72728, {HIL#N
BHEA L7z, HBVIEEE S v ) 7 &L 2 S 7228,
osimertinib (A 3CHE EFRGTELIZ O W T B 13 2
<, BE7Fu 7 #RADO V5 3fTbevEit L 2D,
F4E11H & ) —kiG# & L Cosimertinib 80mg % B4k
L7z, BEOMPALDIMNIEERZIIRD TV oz
23, 20XX4E8 il &Rk E ERcHaN ke 2%
7285, AST 974U/L, ALT 837U/L & JTE D LA %58
O, BEAL o7,

ABEREBUE © B 155cm, KHE 44kg, BHkEW, A
36.1C, I 150/106mmHg, kA 125/min - A%, SpO:
96% (FWAR), M$12/min. ARERFEBICH G500
ORI oI O E IR TR 2 TEIE
I PR T CES 2 ST, TREEZ L

WA, (Table 1) : Hb 11.9g/dL & BEEEE I % 76,



Osimertinib {2 X % BRI 9¢ 7 4 )V 2 FHEMEAL D 145 339

Table 1 Laboratory findings

Hematology Biochemistry Serology
WBC 4,530 /uL TP 74g/dL CRP 0.29mg/dL
Neu 64.2% Alb 40g/dL
Lym 19.9% BUN 14mg/dL Infectious markers
Mono 14.8% Cr 08mg/dL HBs ag >2501U/mL
Eos 0.9% T-bil 1.24mg/dL HBs ab (=)
Baso 0.2% AST 974U/L HBc ab (=)
RBC 405 x 10" /uL. ALT 887U/L HBe ag (=)
Hb 11.9g/dL LDH 651 U/L HBe ab 100 %
Plt 11.6 x 10" /uL. ALP 278 U/L HBV-DNA 5.2LogIU/mL
v-GTP 177U/L HCV ab (=)
Coagulation CK 74U/L
PT 14.5sec Na 125mmol/L | Antibodies
PT% 61.4% K 44mmol/L ANA 80 x
APTT 432sec Cl 90 mmol/L AMA (=)

Fig. 1 Chest X-ray and CT at the first visit (A) showed enlarged lymph nodes in the
left hilar region of the lung (arrow). On admission (B), CT showed shrinking lymph
nodes in the left hilar region (arrow).

% 72 Plt 116 x 10*/uL & M/MGRA % 528 72, AL
FETIET-bil EAZED o720 DD, AST 974U/L,
ALT 887U/L, ALP 278 U/L, y-GTP 177 U/L & JF#fl
ER O RFFERERE % B0 72, BEEMAETIZPT 614% &
BT 2#ED. R4V A~ —H—Tld HBs Pl >
2501U/mL & FH L CTH Y, F7-HBV-DNA 52LoglU/
mL & L5 ERD7.

HRIT A - YRS (Fig 1A) 1ZH LT, HERHim Fig. 2 Abdominal CT on admission showed no
XHREHETIE, MM A0 B EH I 2ALIZRR0F, gk abnormalities in the liver.

CT T #i/Mim & k> Tz (Fig. 1B). JEHCT T,
BB & 2 iR IO o 72 (Fig. 2).
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Fig. 3 Clinical course. ETV was started on the third day of hospitalization, and prothrombin
time (PT) improved quickly. Subsequently, AST/ALT also improved. ETV: entecavir.
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I D EFNETFEEDOT RS IR TE b o72d DD,
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{LZRNELCTETV 05mgFg HNIRDSBHIG S, e h 12
PTIISGEMInI L 220, $B513%H & » AST, ALT KT
% RO 7z, R & D IR T L, #269% H I
HaBE & o7 (Fig. 3). Osimertinib{ZBI L Tlx, A
B iEREE & LCv7228, SIS ETVHAO S LT

z =

HAR N ZHOR NS HATHiREC B 5 EGFR#IA T4
RoOBED% L, #50% DORETHRIETH S & Fbh s,
5 314> EGFR-TKI T % osimertinibld, EGFR&%
TFERBEM ST L, SmuREFIIRS N, F1, 214
X EGFR-TKI i i & L TZ% v TT90M 2 Rk L
THHEMEATREN TV B, &% EORWER D%
W EDHT, MEZHRATA K94 1BV, EGFR
MR LT, —&kiEHEE LT LR
ENTBY HEROBRS 11, TEFYAOME : B), il
G TR E L f#HZH > T 29,

HBV Bl HEALIE, v ) 7 (HBshulFatk) 20508
WEPEAL & BRI (HBs P FREYE, 22> HBs kb k/
HBc HufkBsE) 75 OFEHLIC S, HBEICLS
2513 “de novo BRI LIIEh 5D, HBV FHEMEAL

TERE QIR AR A, REIHIF OMIEIC X > Tl
B aMEES FET, WWERAGB2HEMUAYLS, #
T IAERBRE TR I VAL, 2010~20174E12, HAYHE
THERE L 72500 - (bl & 2 FE A, Ik
WHEPES v V) 7 T4360, de novo BEIITHE LT36HID
7961, FRCHEIGIENEEF ¥ V) 7 T79%, de novo
BEIFRT88% & WIFNHEMETH - /2.

bOE O BRI A KT 4 2 Tld, KIEFID X
9 72 HBsHUE B DO TR PEF ¥ V) 712 B W TR
DU REVED & 2 PP - L2 1T ) B, #e
R T Fu s A OS2 RAT A LRI NT
WY =T, oS TR ERESICE L CE, FEE
EDO) A 7T 5 YTV 2E 15 ThWwahy, il
HIVER & 2 VT SIZIEEER 2 43 5 70 FEETRHEE IS
BTHAEEEETL, EX3NRTwh. F27 XY Bt
WIRFEEDOHNA F 54 T, HBsHUEBMEOIEEEIM:
F 1 1) 7IZBWT TKIOfE 12 moderate-risk group (FF
WEHEALRER1~10%) & 3, SREIHGEZ 179 %
FRILTA NV AEO TG 21T T LRI LT
2. el TholAL KL rh, A3 F=7
(imatinib) =15 =7 (nilotinib) &\ 7= 3% [ #3/E
BHICTHW LN TKIC X 2GS DTHY,
EGFR-TKIASZ NUCREM T B0 L) H—ED WX S
NTnwv,

Osimertinib {2 & % HBV FHG AL O Wi 1E, HAENZ
BOTIIRELE/ZBRY, de novo BRIIF S D85 D
1613 59 AT, AFEHBIO XS IZHBV IEHEIMEF vV
T CHNE L7zt i3 . AR, B O Yao 5 OE T,
EGFR-TKI CHI#H OIEEEEF v V) 7 (n=171) 128
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W, PHiHEGOFEIZ»2Hb BT, 936%DEE (n=
16) THEIEMEAL% 4 U, osimertinib (& b8 19 75 58 B
(17.6%, p=0258) THIHEALE A U 5 W REMEARIE S
h7z".

EGFR-TKIZSHBV AL & £ U 5 2 7 = X A 135%H
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FHLTHEY, EGFR-TKIIZ X o T THigDBE5 2330
&N, interferon-y, interleukin4, interleukin-2 & V-
72 A M HA YOGS s & v ) i ASH Y,
CNHFEEACIC D RS 2R IEE Z SN b, —F
T, HBVIZBWTEGFRIZY A VA DMBLNNDOR AL
VB 7 co-transporter & L Cfj &, EisE S Nizin
vitroDFEET, EGFR-TKIIZ & ¥ signal transducers and
activators of transcription 3 (STAT3) ® downregula-
tion2%2Z ), HBVEGAIHI L7z v ) #Hits b H 59,
HIR @ Yao & O#i5 T osimertinib 25 B Y 5 85 (2 G
WAL £ U5 HHIEAYTH %A%, osimertinib (XD
EGFR-TKI & [big L CH AR EGFR D BN D 72 <,
R EGFRNOBIWEN T W L5 TE Y'Y, |k
FUHR CEGFR-TKIAHF AR EGFRZBHEL T7 A VA
OPIHFNE < & 3L, osimertinib I$EF AT EGFR 123
LTl nizoll, iz L3 3ETn
LMD S, SHRILLIMAOERMPEINS.

AIEBI OB DOAT, HBVIEEEIMEF v ) 7128
T % EGFR-TKIfFIEIC, 2Bl CREE 7 F v 7 85| % il
HTRENEIPHW$T5Z L IIRETH 528, FIEN
T2V RAZ73HEI LN THY, HIRT S/ #l
KOG OHFE b 5T, EWICHBV Y =5 —®
WEZIT, HELEGBBSZIT) L FUHEEZS
nas.

RELOFG L, 48 11818 H AW % 5 23 il b 7 52 5%
(20204E 11 H, ##f) THELZ

2% D COI (conflicts of interest) BH/R @ A CHENEIC
BILCH&ZR L.

5| A 3k

1) HARFBEETRZHETIA K74 JEREH &
BREIFRIGHEEAT A K74~ 330, 2021 ; 77-92.

2) BEMEk. MBAD NI A N—BmTERL G TE
MiRHE. 9 &AL 2013 5 40 © 285-90.

3) ARG, MBI A T4 >~ 2020 451
2021 ; 174-80.

4) HIBIPG, f. JEA G BB AITEIE O AERR A A 5 A
72HBV FEIGHEALIC & 2 2 F Ao Bm. R
2020 ; 61 : 222-5.

5) Reddy KR, et al. American Gastroenterological As-
sociation Institute guideline on the prevention and
treatment of hepatitis B virus reactivation during
immunosuppressive drug therapy. Gastroenterology
2015; 148: 215-9.

6) FIIHET, Ml + ¥ 2V F = 7HEHICBRT&H
WAL A 72160, JilidE 2018 5 58 : 165.

7) Yao ZH, et al. Incidence of hepatitis B reactivation
during epidermal growth factor receptor tyrosine
kinase inhibitor treatment in non-small-cell lung
cancer patients. Eur J Cancer 2019; 117: 107-15.

8) Zeboudj L, et al. Selective EGF-receptor inhibition
in CD4* T cells induces anergy and limits athero-
sclerosis. ] Am Coll Cardiol 2018; 71: 160-72.

9) Gan CJ, et al. EGF receptor inhibitors comprehen-
sively suppress hepatitis B virus by downregula-
tion of STAT3 phosphorylation. Biochem Biophys
Rep 2020; 22: 100763.

10) Remon J, et al. Osimertinib and other third-genera-
tion EGFR TKI in EGFR-mutant NSCLC patients.
Ann Oncol 2018; 29 (Suppl 1): i20-7.



392 HIFWEE 10 (5), 2021

Abstract
A case of hepatitis B virus reactivation during treatment with osimertinib

Meiko Morita, Yoshiyuki Oyama, Shogo Nakamura,
Rie Mori, Masaki Ikeda and Hideki Kusagaya
Department of Respiratory Medicine, Shizuoka Saiseikai General Hospital

A 79-year-old woman was diagnosed with advanced lung adenocarcinoma harboring an epidermal growth
factor receptor (EGFR) exon 19 deletion. At the same time, she was diagnosed as an inactive hepatitis B virus
(HBV) carrier. After consultation with a gastroenterologist, we initiated osimertinib treatment without antiviral
prophylaxis. After 8 months, she developed general malaise and was admitted to our hospital because of liver
dysfunction. Her hepatitis B surface antigen and HBV-DNA levels were higher than those before treatment;
therefore, she was diagnosed with HBV reactivation. Her condition improved with entecavir. HBV reactivation
caused by EGFR-tyrosine kinase inhibitor is rare; however, a cautious clinical follow-up is necessary.



