Kitakanto Med J
2014 ; 64 > 51~55

51

Entecavir & dasatinib ZPFH L,
"BEIVHE R LIS HBV X% ) 7D
TR FENE 1 5 B 1 1 LR 15 4 U]

®nOHF & = I
OB O O£ A %
woR %o, MO
PN S S S

B 5

® E

M B W E O

1o % 2

2N B TR
B " B 8 Z°
e 2 H L
7\1

FEGIE 63 Ak, MMREL, HREMRA D S 18 E M D IMEEMEE (CML-CP) L2#i L. FIgkeL D
HBV-DNA #»3#&Hi &, HBV ¥ ¥ ) 7 L2 L7z, F oy v %+ — PHER (TKI) #5.2 & 5 HBV BEiE M
LD EREME %2 # 8 U entecavir 0.5mg/H D5 %5617 L 7. HBV-DNA B D& T Z2#E72 L dasatinib 100mg/
HoOBH ZB6 L7z, %5 3» ARICHIEEFERE ST, 12 AR FAEYFHIRGEMR 21572, 105k
i HBY FRE AL, FFREE RO 3, BIE b OFREkGch Ch 5. 4, REHIfER 2R oFERc X 2
HBV FEMAL2RE S LT 5. Dasatinib & SUEHIHIER 2> &% 2 5 TH D, HBV FEMHELOATEE
MR E NS, HBV ¥ ) 7 CML-CP 12X L, entecavir & dasatinib 2/ UL IIHE 2k UEE
B2 REER L 72 D THET 5. (Kitakanto Med J 2014 ; 64 : 51~55)
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dasatinib I3 &M+ — L 2 MG T 2 EAE RS, S
FWER b EO EFZ o TwBN2 BHEDE Z 5, HBV
HEM BT 2E 13w, |23, HBV v U 70
FRFEEI B RETE B RIS (CML-CP) O EE I
stU, 7 Fu 78K TH % entecavir ZHHL, Le
\Z dasatinib 12 X 2 W63 & ke U 1S 7o i B &2 REBR L 72 D

HBV * v V) 7, &MWEEEH [ IUE, 79 F =7, 2> 7 4 )L, HBYV BEiEHEAL
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WBC 36,100/ 41 TP 6.7g/dl HBs P& R

Neu 57.0% Alb 4.2g/dl HBs ik fe

Eosino 2.0% T-bil 0.6mg/dl HBc itk (g3

Baso 11.0% AST 361U/1 HBe HiJ& =Y

Mono 6.0% ALT 221U/1 HBe #ifk [Z1E3

Lymph 7.0% LDH 5231U/1 HBV #EEEE  2.4log copy/ml

Meta 2.0% ALP 2651U/1 HCV Jifk (EYES

Myelo 14.0% GTP 271U/1

Ht 43.2% UA 7.3mg/dl

Hb 13.7g/dl BUN 14mg/dl

RBC 504X 104/ 1 Cr 0.65mg/dl

Ret 8.6 X104/l Na 139mEq/1

Plt 54.5% 104/l K 4.8mEq/1

Cl 104mEq/1
CRP 0.02mg/dl
T3/ pl & EIMBREL « M/IMREL D IE N, B ONFARAH I H 12 B K2 WARR Q)
BHEER, EREERO B 2R s Lz, 8 B NVA), MR R CHBERED .
DD, B - MR E N R A2 L e hots
YIRSHSIRAE | EEHH. K35 36.0 °C, [JE 142/88mmHg, Eosino 55 %
WA 70 /43, . IRIGHERNC &7 U, ARBRIERE o d i Blast 0.5 % Baso 0.0 %
N e O e s . Pro 0.5 % Lymph 1.5%
L. N =ad ”?WE{IE.%. HEDBLZ}::F@ ° ik, E'Pﬁ; Ay [./, Hg Myelo 19.5 % Mono 0.0 %
ERIEFNCFAHRED D . FFER 2 Al 3. THESEEZ L. #f Meta 21.0 % Ebl 35 %
P k Gl - e g}\] >
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HRERR (¥ 1, 2): Hb 13.7g/dl L EIMIZFRD po iz
D3, IM/INREK 54.5 75/ e, EIIEREL 36100/ 1 & /MR EL
T Of, EIMEREL OB % TR 72, FIMERS I C 1 hFHE 3
BR 11.0% & AFHEEERIGIN %2 80, BHEEK - B BEEk O H
YD 7o, ALERE TIIEE O AST, LDH LH %72
OB LNCRRL T ARTRIIRD sk hr o 7z,

JEYUEMEE T, HBs HUJR « HBc Fiifk - HBe HiiAH 5
T, HBs §ifk - HBe HUREMEMETH D HBV * v ) 7 L2
W7 L 7-. HBV s E BARH Tld 2.4log copy/ml & HBV-
DNA % U7z, BEEEM CT I, FRiE B2 Ol
RiZRsnzro7z.

VIZHRPERERA I, BRI REEHTH Y, &
BELFER L AP EER OB B v o Tz, ROfiiRg
(G-band 43 ¢ 335) 12 T 20 b 20 M0 K 1 (95 22)
(q34; qll) 2@ 70, MIIPOERTE IO L o7z,
¥ 7z, RMIMEFTERICEB 1T 5 t(9; 22) ® FISHZEIC X %
HE B FRHT Tl 96% DI HEE 2 58D 7=, IR XD,
CML-CP L2l L 7.
BEARAZE (K 1): HBV ¥+ V7 ThHY, FuyrrFr—
YRHES (TKI) 12 & 5 HBV FREHALOATREMEDS H 5 &
# 7%, entecavir 0.5mg/H D5 % TKI 12417 LA L
7z. entecavir #5515 1 H M1 1X HBV-DNA & 2.1
log copy/ml LK T 2 HEFE T & 72D T, dasatinib 100mg/
HoOR5 % BilG L7z,

Dasatinib %512 TS0 5 T FH MEREL - I/ MRS IR T

G-band 5}k 46, XY, (9 22) (q34; q11.2) [20/20]
FAYIMIFFER ber-abl FISH % 96%

L, 21 HB MK FHELER (CHR) %2137, 37 A%,
B G-band 434412 T 20 MfaH 20 Mg CIEF &I &
70, t (9; 22) @ FISH 1T & % BRJEf#HT I C ber/abl
RAEEET 1 % (fH ABEMEE 1L.0%LAT) &Ml s
FHIES ST ERE (PCyR) 1L, 12 A#ICKHEIMN Major
ber-abl mRNA FFi  Amp-CML 12 T 43copy/0.50g
RNA &5 TFHEY AR ER (MMR) IELZEFHZ S
N7z, F 7z, entecavir ERIIC L D, {BEERGET O T HERE
= HBV OFEHEMELIZRY F, Z O & o GEE
KLFD SN0 Tz,

% =

ITAE, HBV B D BEE: D & 2 TEME IR ER <2 BB R E
Bz et U R 2547 E S S B © & 2 FHR o
Ak 2HBVEEHAL IR E ST w508
Dasatinib i% Src, CSK, LCK %, Syl o oG M
Lo 2 £ F F— L IckiA L, SEIHIER 28>
EEzohTWwb2 LaL, BEED & Z %, dasatinib #
5.z & 2 HBV FEMALICBE S 2 #4513tk L 157 #HipH
TEFED S, —7, [FA U< TKI TH % imatinib i
BWTIE, HBV FiEMH L2/ 2 L7z CML OEFIDHRE
U8 T T HMRE ST WS (£ 3).511 fEFD
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entecavir 0.5mg /day
dasatinib 100mg /day
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B HBV-DNA # (log copy/ml), Jfafki#r (G-band 5344%), Major-ber/abl RNA &
(copy/ugRNA : Amp-CML %) %, TEACIMHEDOHER %7/~ 3. Entecavir #5517 L HBV OF

EHALZ <, dasatinib Bk TE T 5.

%3  Imatinib %51 HBV OFEM LZE L 72 CML @ 7 4
ERRIEER] HBs PR HBs¥ifk  HBc¥ifk HBeHiE HBe¥ifk MRER N LN
40, M* [Z1ES N/A (22T N/A IR T entecavir 417
45, M° N/A N/A N/A (=33 N/A Tt lamivudine MARS *! T
48, M’ Bt N/A N/A [ex g s W LDLT *? 1
49, M# N/A N/A N/A N/A N/A N/A LDLT *2 etz
50, M® R N/A N/A fei 154 N/A conservativeness a2
54, M0 [ Rt 1S N/A Wit N/A lamivudine PE *3 T
55, Mu [ N/A N/A N/A N/A N/A lamivudine PE *3 T

% 1 MARS : Molecular adsorbents recirculating system
% 2 LDLT : Living donor liver transplantation
3¢ 3 PE: Plasma exchange

HBV ¥ % V7 ORMKETHY, HE7 Fu 7/ 3ftHE T,
imatinib OS5 ABIA S LTz, HBV HigM(b & 28
INTr»o, 2B EAEEAE (LDLT), 1 6113 entecavir
D5, 1 FIIRFRIIRIC L DR L. L L, 34
R IMAE 2 B (PE) <° lamivudine OB S 21T - 72 H35E
T2 L 7z. Imatinib 1 & %2 HBV FIEMHALOBFIE A T
B3 H, Tkeda 1T X % & imatinib 23 T U >/ VERD k3
R LI % Sre ZFHE L, ZhIC & B RZEHL
HBV EEMALICEIG L T 2 ATREME D B 2 LG S h
TWw3p 10

Dasatinib 12 & 2 FyEHIHHEH OBFIERNETH % 23,
TCRARFMET U > BRiE AL 2 #IHI L CD4 BT V)
CONERECO MR EE T ) > SERES A L 72 L Sil-
laber 3L L T B2 2 F T, dasatinib D512
X0 Mg ES IR S, A S AT a7 A NV ADH
HHEEP =2 —F ¥ A F Afifi, Epstein-Barr 7 A )L A

Bt 0D FABERE 2 FIE L 72 & W S 03 d 5 212718 2 (DT
&, imatinib & [A]#RIZ dasatinib I BT H HBV B
I D S22 enmBIns. LirL, B
dasatinib ¥ NK flifd 2L L, SEBIEIERA2E T %
EO|mEDH Y M —PICHIE 2 IET S & i
TER\W,

INET,HBY ¥ V7 ThBIERYF ) o NER
FnF U TT - 7 bRk I B B s T, (b2EReR
WHRATL TR Y 1 7 2 BlG L, HBY FRE M b2 2
THEELRBERIT) ZENTEL LW WG EMD
D, HBV FEMAL TR & L TR T > u 7 B ERITH %
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WX BIERITS 2 L & D HBV FEME Lo 2 2 1]
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NIEBNC B\ i, 1ERBRE L VR 7 v 7 Off
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A Newly Diagnosed CML-CP HBV Carrier
was Safely Treated with Dasatinib and Entecavir
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Oral administration of multikinase inhibitor dasatinib showed significantly higher and faster rates
of CCyR and MMR than imatinib in patients with newly diagnosed chronic myeloid leukemina (CML)
—chronic phase (CP). The reactivation of hepatitis B virus (HBV) is a well-known complication for
HBV carrier treated with cytotoxic or immunosuppressive agent. Although dasatinib may act as an
immunosuppressive agent, it is unclear whether dasatinib induces the reactivation of HBV. Here, we
report the combination therapy with dasatinib and entecavir in newly diagnosed CML-CP patient with
HBYV carrier. A 63-year-old man with HBV carrier newly diagnosed as CML-CP. HBV DNA levels
in serum showed 2.4 log copies/ml. Before administration of dasatinib, the patient received 0.5mg of
entecavir daily. Six days later, HBY DNA levels decreased less than 2.1 log copies/ml. Then, 100mg
of dasatinib was administrated in combination with entecavir daily. Partial cytogenic response was
achieved at day 90. At one year, major molecular response was achieved. Neither adversed events
(AEs) of liver function nor evidence of reactivation of HBV was observed. Combination with entecavir
and dasatinib is safe and effective therapy for newly diagnosed CML-CP with HBV carrier. Accumula-
tion of such cases is necessary to optimize the treatment approach. (Kitakanto Med J 2014 ; 64 : 51~55)

Key words : hepatitis B virus (HBV) carrier, chronic myedoid leukemia (CML), dasatinib,
entecavir, HBV reactivation



