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Research progress of breast cancer chemotherapy related HBV reactivation

Dong Lin ,Zeng Aizhong
(Department of Infectious Diseases ,The First Affiliated Hospital of Chongging Medical University)
[ Abstract JHepatitis B virus(HBV) in a latent or stationary state in breast cancer patients may be reactivated when receiving cytotoxic
chemotherapy ; the patients can even develop liver injury. Clinical manifestations include asymptomatic self-limiting hepatitis or fulmi—
nant hepatic failure leading to interruption of chemotherapy or death. According to the researches,in HBsAg positive breast can—
cer patients with HBV reactivation, HBV reactivation related hepatitis accounts for 18.4% to 23.5% ; HBV reactivation associated in—
terruption of chemotherapy accounts for 12.7% to 33.6%. The pathogenesis of HBV reactivation is generally considered by immune
tmbalance between HBV and host induced by chemotherapy drug. The associated risk factors include HBV etiology state, HBV DNA
loads and chemotherapy regimens,etc. HBV infection should be routinely screened before chemotherapy to reduce the occurrence of
breast cancer chemotherapy related HBV reactivation and related complications. HBsAg positive patients should prophylacticly use
antiviral drugs. HBsAg negative,and HBcAb positive patients should be closely followed up to early detect HBV reactivation and start
the antiviral treatment.
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HBV FHE 215 HBV #5474 (hepatitis B surface antigen
positive, HBsAg FH: ) 2% HBV BXYLK &2 HA (hepaitis B surface
antigen negative and hepatitis B core antibody positive, HBsAg
FAtE \HBcAb PR ) 5351 2 40 MU 2 40T B S B R F IR T,
Y% HBV E b, £ = BT ARSI, REFRRY =
£ 2013 4 A FFHY HBV RIS IR S U LB E SO
HBsAgFHPEEE L5 HBYV DNA MBI Ak (axiE =
200 1U/mL)EY HBV DNA $:3£4R /K FF+ & = 2logl0 TU/mL,
HBsAg % \HBcAb A4 235 [f1 7% HBsAg 2% HBV DNA H
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FLER B MRS Sy PR,
2 SLBSEILFTIEE HBYV EEUE R mNLE

FLAREE LT AE52 HBV AN AR T EA/ W
. —2r Y 3 HBY 5Pl B fEks, Bl
R HBV , 3L 47 1) & 3R DNA(covglently closed circular
DNA, cccDNA YW HREE 77 T AT LA, BMiELL T HBV R
RE B A B coccDNA RATFFE FHFEA LTS E MLk
YOHEN , SR, LA Z MM BT B R MR RA TR,
Wl B Tl o 508, i HBV & &l s 3R Et s oh ik
(CD4"58B0 T 4/ .CDS TN T 4008 fE NPT IR 2 4
) B 40 AR TN TR R RSRSE R ) 2B,
HBV KER &, BT 4A e i, S8y HBV DNAF
= 5T HBe~IgM FHE: . Z BT 4 e iR (hepatitis B e antigen,
HBeAg) FEPEER M1 7 HBsAg .HBV DNA pBE¥:ES BN, X4
HREEALS T BR B MIRIE T 5 LG LR S Theeik &, 3k
B R mE HBV EH AR s ST MRTR, HAstk
FFRE 1B dEiF 2 B ERFE LS9, — BALFZ59% HBV ME
HE BT 2T E N Bt R A B R R T
Zih y HEE R F-la A5 0 E AR BAREZAFE LR
HBV (97235, $:8 HBV DNA £ 4o,

3 FLAREILITIEX HBV BRE MR ER

3.1 mERE

HBV #RE2RA R AT HT HBV DNA .8 2 HBV Hi
EHfEREEZ—, [ HBV DNA B3 E % K ATFHE S R
 HBV DNA KE & #|,HBsAg P15 % 175 HBV DNA &
EW T HBsAg BAtE R, B M YKL F R 10 R A& Bt
HBsAg FH: £ ZE 5 NI HBV B3OS RIFRE, IR Ex,
B2 4 M EEfLIT B0 HBsAg FEERLER S 8% HBV FE0E %
FIIE 41%~55.6%", FE# % 5 4 R A 48%~60.4%"1; T
HBsAg Bt SLEE B 3% HRV FRE R/ 0L, Ze g g
M B E T R AEFN 17.8%, HBsAg FHIEBE LT
#7 HBV DNA & #85 HBV DNA (R EM LB ES R
HBV B¥% ,Zhong ST BB HBsAg PR B9 2 A,
JTHI HBV DNA #HE>3x10° # Dl/ml 5 i 1 HBV FETE , 8
Bk 81% K F1E 85%, BHBENILE 177 41 HBsAg FHIEFL
B % 28 3 AT B9BFST B L) HBY DNA #0275 BRI/ R 16
B HET, RE R RBEE SR SR HBV DNA
PR R HBY S MM ERRE,

s, TR HBV FH =AW B2 HBV IS W
fab &, Alexopoulou %M7E 6 ] HBsAg FH: \HBeAg [
¥ HBcAD FEH: A s B HBV F80E et s b R 31, B
HEBHF W HBV 1 C X 1896 i i G—A 5848 5 il
TFEMLDREITF 1762/1764 157 5 BIZEAE . Borentain ZE0IRHF
F3 | B 7R7E HBsAg BAtE . HBcAb FRME MM i 4 5 HBV H.
BIEN B E S 57T1%FEERT C X 1896 fif 5 G—A 2235,
42.9%FFTE 1899 I G—A AER: , 28.6%FFAF 1762 i 5 A—
C 785 #EI HBV 2 [HZH 1896.1899 .1762/1764 i %5584
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B, ERAFTRA CAFGIBB M+ £ F L E +FURWEIE ) .CEF
(PR + R R L B+ BURENE ) AC(B LB +IPBRERR) ,
SR B F SBURE B , SR A
SR E L, R R, B REE REER HBV B
EHENEERREE, EARBYE DR BN FRER
SNRIE HepG2215 43 HBV-DNA 8 57 RIS 4 B8 kAL
1 T A TIREST , I 5 HBV ZEFE 4 B B BRI R &
JuEE A, LIRS FGME, 314 HBY DNA & )09, 4557
REBYRMBARGIE, BHSFITINE IR B M
5 HBV BRI IR R ETE =2 ZIFRERRX, B
REPHFRRABEABEFASARIRERELITEAR
HBV BTG R G R Ees 9, R R AT i
i Bk 2 A TR RN B, TR E N TR
B WOPE R IR 2 RN B T R T B BT B AT AR R
33 Hie

ERY (=55 ) H% ALT BKF FFEBS R E L2
BBV AT 8 1 I B TR AL v R R 2L AR s & 1y i BUHBY
FREOE fe e B Fws,

4 FBREALFFIEX HBV BEEIRK R

FLAVELIT M HBV HEEMIE R K5 K&
HBsAgfHHAE , tHITRR, B2 MBFILIT W HBsAg fHYE
FLARRE B OBV FE#TE 3RE 14.7%~55.6%%>52 T HBsAg
Bt FLIRE R HBV B RME NN, Tde ZRNEFT T
R, HEE N 68 B BE LM, B2 REH R
BARIFFARIETT CAF FRAIT, (LI ATkl 17§ HBsAg .
HBeAg J: HBV DNA 3t HBcAb A, #£58 6 4~ CAF
Fr ALy T RIRARAM] A 175 HBsAg HBeAg & HBV DNAY
FHY, RAIZEERE HBV S S8R L R,
SR, FLARIEALYT A C HBV FEE IR B IR AR, &
ERINZ 1 AEF EFRENRIER EERIAEE,
MRk, B BE I D BRI 1S T B SR S AE IR R 5 2R A M AT
FEIRIER, BB H LT IER e R AT 2L B IR T2 LI
ERG RIS TR A BB AR R E 1Y HBsAg FHM
PLAR S B b7 Bl HBV IS HEIT R & LA 18.4%
~23.5% , FASRALST T EEIA 12.79%~33.6%22,

5 FLBMELSTIEX HBV BB MRS 557

5.1 HBsAg Fa b $URR A& &4 1Ly7 40 % HBV B E I B
55

5.1.1 FARsREHE B ATE KNS R R R S 4
BEALST B S M RIRIA YT B B IRT TN B HLA 7 HBV /&%
#u (HBsAg HBcAb), Xt HBsAg FF ¥ 8 25 p T B A R i
(B Pimss, LIRS HBV BRI, BARIXIE
IEBE SRS F 2k B MR R G, (B2 56 HBsAg FHHERL
B B — R I RBT S IE 32 T 10T B BUS o {8 F B0
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SREE LY BTHE R B B3ETTRL . Long %5297 42 i HBsAg FHiE

B REEZHRT TR R LR, B2 5REZW
Bt ROk R ER 2 HEAH  HBV HEERER B (0%
vs. 28.6%,P=0.021), X|F4PHF5T & B HBsAg P ZLIRIE
BESTRT I 6 A hR R 2 R WAR 4 5 K R by fE (5
hIKFE B FRZAAR L, HBV FREE R R E R AT
FERRIAH BEERF (0% vs. 30%,P=0.005) . (12% vs. 45%,
P=0.019) (0% vs. 20%,P=0.033), LWL TIRERHBsAg
FH P 2L AR 08 28 28 7 A0 T B 1 PR PR B2 25 4 v B B R
HBV B#E R MR 4 & H 3 BAR ALy ARl geees
51, HBsAg FH: 2L AR 988 MR 35 72 AL T SR8 P 25 U0
HBV DNA /K3 , 814 3 HBV FREIE 3 A e F ol 8
PRI 5 & A 28 e Abyr RT3 X, Tsai F@LLER T 057
AUH B FPUR B A -5 o7 S A 3 U Ml 3 R B G
ST X BT RTINS RETNHE TR EERRITF
WE L THBER. BREFHNEEIRETEHESE,
BAKIEE R, HENIRETENY AR ERAR A
R EAEATR XK, AT REFFAGE TGRSR . Rt , ikt
BT AT HBsAg FHETL AR B 2 by B D 3 M0
B PR R 254, 18/ HBY HEEM AL,
512 PURBTIRITHE HBsAg FHMEZLEE B E TR
By A P (BR ) 20U v B B MK HBV BSR4
EAER HREEMRERIKRE, IRES, EZHEE
AbIT M HBsAg FHYEGME P B & # & I E LT RESR K
HBV DNA £8Pk RE BA R ANTYiER. KR, BT
ORI AT 25 B B ., BEE RO R B 18T B PR IE K,
HBV B REE AT REENREAEAT, FHit, Z0HE
SMNEFE R MR E T A HBsAg FHMEFLIRIE B & LI
BRI PEAL AL P AT FR 3E 4 HBYV DNA  EALyFid FR4& H HBV
DNA BER, TEARRKE ,, BHHIratfR{<s HBV DNA
HER, BUGE RN AR E R RN (B ERE,
HH1ES ), % E NICE 157 &= E TR TE R4 BI# L7 iR
KRR ER 6 A .12 A®2 4% HBV DNA RE SR
g —FE N 2 000 IUMLP, SR, RE (2015 ZFFEATE
RO 2 A 13 P R Ak T T 25 2 N BRI R 259 (T
BEFRF BERST)D,
5.1.3 YURBHAITITE  BHRIFEA RIS R Y HBsAg
FRPEFLIRE B A T A PR IRIT M RIET R, e 24
T, HBsAg PR LIRSS B8 B MR FROK R 2 8 Ak
FFRT 1 AT BT RS 1208 , ST, Yun 05
FEIIKREZZE 15 d BB 1 4] HBV F#IE, Dai &9
MR RIITE R GREHHPERE | A BRI RE
1245)5 3 FH 3 HBV BHEIE , 5Tk, HBsAg MAHERLARE B
M PR R IT AL RT | B RREEAITERE
2/ 240H, ZHESMEE AP E T EERURSEET
ZHRFZED 6 AR T KR MBI T B ITFEEH
JEEA 124AR, A, £ ESMEEE IR PR EIRITIT
BEZ EIEL HBV DNA B &, % E NICE iR BINEREL
HBV DNA B E & , R B IRIF N 7E HBeAg M B ¥ HH K
HBV DNA Kril A5 4katiayr 240 6 A, BRI
MNBICERLE HBV DNA BES , PURTIRITN S8R
RBIHRZETNREIE ¥ B & BIRERIRIT RSP, B2 BAAM

52 HBsAg MM HBcAb fat:$LIR 5 & %1057 48 % HBV &
WMAENTREG B %T '
521 W& ERSMERN TEZARELT R
HHIRIIEITH HBsAg Itk HBcAb BRPE B QT BT R &
FBh M FHPTR 25 B R R o — B0, I K IPiedE
BEIGER B E MY, LMER S A HBV H RS
JEEPUREIRITY; BRI TR T8 AR MO A
#F R HBV DNA, % HBV DNA AW , W7 BB 14 68 4T
FREEZRY A ul U, W R TR DR Y R E B R e a1
T U e T 2 2 B ol ) P /7R i S B A R R T o
FIHUREIRYT™, HEJ HBsAg Btk HBcAb FEME B E LS TAR
% HBV FR8E 78 LA iR o 1) % A SRAR AR, Saitta SFPITE 44
B HBsAg BAMESE AR LT BF 5T ok R B HBV FREUE
BeAh  Ide 2R X HBsAg B144: \HBcADb FAME 3L IR 8 8 E 1k
JFARSE HBV BT T RIME ., HRBIRA-BERR,
AHEFE HBsAg B HBcAb PH 2| B J& 58 35 fhy7 B BB 4
YRR Y BN FIBEDT HBY L% L, KR &0
HBV FE#E A bR ERT .
522 MEDFEARREETRTIR  RRUNIHR1E R K& KR
R YEIZE R FE N SR 1~3 A B iE HBV DNA
A, ARIBR , BTSRRI RE T ML7E ALT /K62, SR, 3%
BRI R AR A IR R R B TR ISR AT IR, B TR
JPFTEUA HBV B R PT R R AR ALy it BB AT RE R 4
AT EHRE , I, BEVT R S s BT HRIG . AR B
= HBsAg B HBcAb BHYEFLARE S & 55 HBV HiE 1
ER B EIEZ KR E S R R, AR ESMIX
B HIE HBV B MG BRAF 5T _
523 HUREIGITAE —BEHMI HBV FHE , B B
MBI B E 259, R it SR EEIAT . RRNAT
e A EE TR EEEVOZB R ESE AR T
B HBV DNA 8EK, HAPRRE ; HEIFRE KT
8% HBV DNA &85, W35k F s i 25 2 B B py 25 4 (n
B BEES )™, FRE, B FRERZ ZEREHBY
IR RR, AT B SRR R G RTURER
ST REITRL

BEVER HBY B R 2 X LB S S A
ALSFRITRL ¥ OB E HBV S (HBsAg HBcAb) , % HBsAg FH

MR T PR R A5 , 35T HBsAg AT \HBcAb

FHP: N B YINE, RE K HBV HEUEH B Sibmias
IT, AT/ HBV RS KA RERN RE, AW, BT
B2 LRI ST AR HBV F0S MG RIS, 552 HBsAg
B4  HBcAb P4 2L AR BB 2 BB 3T, ST 3L AR AT A
X HBV HEENGERER JURZRT IR DURRIRITIT
B EETSNRERELFEASN, HKEEELY
L0 HTREHE NG ERBEHLY FEBT 5 2 BB A e )R,
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