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ABSTRACT Objective: To investigate the correlation between liver function damage caused by chemotherapy and hepatitis B virus
(HBV) infection in patients with breast cancer and to evaluate the effect of antiviral therapy in the prevention of chemotherapy-originated
HBV reactivation. Methods: A total of 188 breast cancer patients who were diagnosed via pathology and recieved chemotherapy,
including postoperative adjuvant chemotherapy, in the Third Hospital of Wuhan from March 2006 to October 2010 were selected as the
object of study. The post-chemotherapy liver damage situations of 138 HBsAg-negative and 50 HBsAg-positive patients were compared.
And the difference in HBV reactivation rate in HBsAg-positive patients was analyzed and compared between the group (21 cases) that
used antiviral drug lamivudine prophylacticly and the group(27 cases) which used no lamivudine. Results: The incidence of liver function
impairment after chemotherapy was 31.25%(15/48) in the HBsAg-positive patients, and 16.67%(22/132) in the HBsAg-negative patients.
The difference was statistically significant(P<0.001). In the HBsAg-positive group, the HBV reactivation rate was 4.62%(1/21) in patients
who were given prophylactic lamivudine, and was 25.93% (7/27) in patients who received no prophylactic antivirus treatment. The
difference was statistically significant (P<0.01). Conclusion: After chemotherapy, HBsAg-positive breast cancer patients are more prone
to liver function damage than HBsAg-negative patients, prophylactic use of nucleoside analogs antiviral drug lamivudine can significantly
reduce HBV reactivative hepatitis in breast cancer patients with type B hepatitis.
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LE R . LRI 9 Fthipi R (hepatitis b antigen, HBsAg) . Z, B Jif
R 1% 0>Pi i (hepatitis B core antibody, HBcAb) , Z, BT 4 e Hi )5
(hepatitis B e antigen, HBeAg)fH 1, HBsAg . HBcAb . Z BIJiT 4
e HitA(hepatitis B virus e antibod-y , HBeAb) fH4: , Fl 55 HiAh 2t 154
SRTETEITR , ARITRTARIEZ BN TEIRYT s JF HBV #4740 138
B, FRTE 34 BT TR

FFA BB et 2R RIS A B SRS, Ik Ak
T RITN Z R 5 & Jiff ( alanine aminotransferase, ALT) . K& & TR 5%
Z i ((aspartate aminotransferase, AST ) FlIfil /i i JJH 21 2% /K-
(total bilirubin, TBIL X T 1E# S5 LRRAY 1.25 £%, HEH
KF 30 g/Lo FERAS A A B2 7R A6 7 52 AR 5 L Mg 12
HES
1.2 ik

L) 2010 4 NCCN Z|J 1297 48 1 Mg Wibn i Sk $:4k
ST I%E. 188 R E A 180 f5(95.74% )32 T & IR KT &
{67 , 1035 CAF (CTX+ADM/EPI+5-fu), AC (ADM/EPI+CTX),
TAC (Docetaxel+ADM/EPI+CTX ), 8 ] (4.26% ) £ 3 35252 4k
WRZGYALST , TR BE 2 AT 4 UL E, TSR A
I7 e 1 R EIRE . &R ALY T R £ S 5 4 i 4
iM% (HBV-DNA ) (ALT AST 73 % Bt 4% K ( GGT) Bk
WERRAG(ALP) M2 TBIL, Hrp PR R4 3 10 H e bniE o LA EAT:
] —IFFERR E TR AL IE =2 4% Z PG 55 AL 3 E A
#ES I HBV #6717 82 5 fby7 J5 HBV-DNA ZKF I 10 £ 5L

HAi%HE >10° copy/mLM,
1.3 Geit b iE

F 5% % L R F SPSS18.0 55 4 Sk 4F 47 43 A, I
HBV-DNA 7K L 55 S & F % #3805 76 3C LA Mean
SD Fm AT t K5 HARTHECR AT R K56, 35 MoK i HL
a=0.05,

2 H#R

50 ] HBV #Eai7 A 48 458 i 4 4 JRWILL - fbyr oy
2, B PR R 25 bk R E 21 B, AT 27
B, A7 A ) 2 H I HBV-DNA, 138 |3k HBV #7735 58 ik,
AT 7 5638 132 i, iR B kg7 7 S R 3 8 4],
B I F SR
21 MRSETSZHRSEEENEERR

A7 BAI) & H1 0 HBV-DNA48 il 535 v G 8 ] 3%
AR TRFIG AL, YR AR 3 M EWE o o R B
P FHYUR BRI IS 27 61, fky7fe 741 (25.93%) &4
HBV FHE0E , S DUR s ROK R e 107 I B 21 i,
AWI7 )G A HBV Fas 1 11(4.62%) . i £ S0 525 X
(P<0.05), L3 1, HBV FHE44LI7 )5 1L H HBV-DNA & &
F7[(4.37+ 0.73)lgCopies/mL], & 2 & TALIFRTAI[(2.49% 0.36)
lgCopies/mL], 25 57 Giit2£ 5 X (P<0.001), L& 1,

® I RRBSRTECHREENENREBRI(%)]
Table 1 Condition of antiviral therapy and HBV reactivation[n(% )]

HmEERTTA(n=21)
Antiviral therapy group(n=21)

F5#R Indexes

KEURmFIRITA(n=27)
No antiviral therapy group(n=27)

S BIRRIL T F RGBT
LA " 20/21(95.24) 25/27(92.59)
Anthracycline containing chemotherapy
HBeAg FH % /HBeAg FAHE
& & 3/18(16.67) 2/25(8.00)
HBeAg positive /HBeAg negative
HBV B#i& HBV reactivation 1/21(4.62%) 7/27(25.93%)

2.2 {L47iE3E HBV AR HBV AN MER £ R LR
fby7HT, dE HBV #5457 41 5 HBV #5717 2401 (14 i1 5 & 2k %

Fbi 22 F R 3 (P>0.05) . #2407 )5, HBV #5774 AY AT %
kAR EAE HBV #4740 (P<0.01), W3k 2,

% 2 {L5riRdE HBV #5748 K HBV H A RE X £ R LB (%)

Table 2 Comparison of the incidence of liver damage between HBV carrier group and non- HBV carrier group before and after chemotherapy (%)

£8 51 Groups 5% Cases k¥ 8 Before chemotherapy J7ie After chemotherapy
HBV #5448
I ™ 132 3.88(5/132) 16.67(22/132)
Non- HBV carrier group
HBV #54H
W 48 4.17(2/48) 31.25(15/48)
HBYV carrier group

2.3 {LyrRi/EdE HBY #5754 K HBV #iHHAME ALT KEH
a3

TRIFRT, AE HBV a4 [ HBV 45 4 A0 3E ALT /K
W 2% BTG it 25 L (P>0.05), 132 4kI7 )5 , HBV 455740 (1)

L3 ALT 7KCOF 53575 F4F HBV #4541, 2 R Gt 2e 18 X
(P<0.01), HBV #fs 8 5 (b7 37 ALT AT 5385 TAbI7 )5 K
¥, 2 5 BAT BEE(P<0.01) {LIT IS HBV % B ALT K7
W T HBV RG22 R BA B M (P<0.01), L3R 3,
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% 3 Lyrat/EdE HBY #4 R HBV i HMIE ALT KFEM (UL, Xt )

Table 3 Comparison of serum level of ALT between HBV carrier group and non- HBV carrier group before and after chemotherapy(U/L, x % s)

LIRS ALT 7K Serum level of ALT
28 51 Groups
Cases 1L F7 B Before chemotherapy {LF7 5 After chemotherapy
JE HBV #EH4A
) 132 27.4+ 4.5 35.7+ 8.0
Non- HBV carrier group
HBV #5740 HBV carrier group 48 28.7+ 5.1 54.2% 27.1
HBV #i&& HBV activation 8 29.3+ 5.6 85.5+ 35.7
HBV ki#i&# No HBV activation 40 27.6% 4.8 40.3+ 15.2

3 ITig

ST SRR YT A IR W e B FH O 2% (H e TR R
U GBE AL N2 AbIT XS WK G e R G 1 B B A , 38
NN Z R IR FEE AL JLER2 HBV P £ 7] B HBV DNA [
FHE (HBeAg FRR H BUH: 2 HBcAb 9755, Yeo S AEFLIRE
I —TREST T 2 98 HBV T80 10 3 71%55 BT
(EE R ARG P RE R, H A VA R B RS A AR 33%
m, EH WS kI HBsAg K IFLIRIE B E T CAF A&7 R
U B 2 T S H BT 0, AR o e e 32 1 A 28 25
HIAT 7 ZE M FLIR I R, LR AR I 38 R B 22 1 4 I v
ShAAE L, LU A I R3S Ak VR AL . ASIRBIFSE &
B, HBV #5735 41 i T D et F & A3y 31.25% ,4F HBV #7
HITII eI E RN 16.67%, WA LEZES AR ¥R X
(P<0.01), HWREREh FIT R RBeHl 514 HBV B3E &
B, N S EFRAE % .

HETA LT ZE Z ARG R AR LR N EL O
IR E R RS FIAY T i 8 3 R - HBsAg .HBcAb HBeAg
S YIMER BB RS B RTINS o AT O
FPRE AR IR B, 14%~ 50 By B F AN HBV @
TGS, @ 1k 2454 RSN B S 6 W 24 W 4 7 FH S A
TR B 1 XU D9, HBVDNA &7 — M B 2 v
Joif, WO REfE i HBY & il (RN IR 1A Z B Hep
G2 SR IEAY 2.2.15 404310 HBVDNA, Jf- S5 f AR a7,
FHWFGEUERA i BRSSO R B E LAY EE
B T Al L2510, O Bk i , R R 1 R SR
PEME (ORI AE) falS PR &, HBY 06 P37 40% A4
W, FANE AR R A B AL B BT LR R AR
St AT U, Ko (5 9 HIV TFUIRR 8R4 hplol W2 2
R BB I fE R R R 2,

AW HE— 25531 T A€ HBsAg FHPEB T, ALy T i) 7t
B fd 3 S PR #1697 5 HBY FREEOEIE R, 45 B kM
HBV-DNA48 i35, F 8 fil s B NHRE a1
BAAES 3 M7 R o AR M PR =R 8
& 27 0] ARTF)E 7 191(25.93% ) % A HBV B0 , 9575 1 £l
PURT PR EIRIT R B 21 B, {7 J5 &2k HBV BT 1
Bi(4.62%) , B 2 FH G2 L (P<0.05) . $ERFIK I E
B M AR A7 R AT RO M7 AR SE HBV BT

L5 TR R A 3 OB AR AT AT AR R BT

IRTELGY) . ARSI Do B SR UR TR S AP IRYT , i
HBV #0E R I KA
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