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i [E 4576 2 HBV DNA =20,000 IU/mL"’ , A 1L, 5%
KBS — R4k T HBV B80S bR, A B T45
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2015 4Erf EEPE 2 BT R BTG He R & 2015
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THRIBIAYT , ELIPR A7 A ELAR B By 7 A TR
T R 2K R E A B e e A YT, X
RS — B I G o ss, vTREEL 2y,
X BN R BB R I R T

B, PR AP TR, Bk S EGR R
HAR N ST R K TR e . TR
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BE LA OIS R pa et EIR s T
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JFiti A , i e e R (RIE M HBV JRYLE ) | 9K
Je AR AR 975 175 RN T HBV P30 IXURS: 326 £
JEMENARTT %, T4 HBV JBYLRSFGe e i il
FIAF HBV P3G KU , e P8 A0 L 0 33 B PE T
BEVAYT S I AR B AR BB I TR DU B TR
Y7 I R B AR A 25 WA SR TR (R R R A

2 % x W

1 Liang X,Bi S, Yang W, et al. Epidemiological serosurvey of hepatitis
B in China--declining HBV prevalence due to hepatitis B vaccination
[J]. Vaccine,2009,27 (47) :6550-6557.

2 Zou CJ,Zhu LJ,Li YH,et al. The association between hepatitis B vi-
rus infection and disease activity , synovitis or joint destruction in rheu-
matoid arthritis[ J]. Clin Rheumatol ,2013,32(6) :787-795.

3 Zheng B,Li T,Lin Q,et al. Prevalence of hepatitis B surface antigen
in patients with ankylosing spondylitis and its association with HLA-
B27: a retrospective study from south China [ J]. Rheumatol Int,
2012,32(7) :2011-2016.

~

Zhao J,Qiu M, Li M, et al. Low prevalence of hepatitis B virus infec-



WAL SE HAE A4S

10

11

12

13

14

15

16

17

18

2018 4F 5524 % 2

tion in patients with systemic lupus erythematosus in southern China
[ J]. Rheumatol Int,2010,30(12) :1565-1570.

Hwang JP, Lok AS. Management of patients with hepatitis B who re-
quire immunosuppressive therapy[ J]. Nat Rev Gastroenterol Hepatol ,
2014,11(4) :209-219.

EF RN N i 225 % ~35 A F Rk TR
AR A B RSB LA AT T]. A BEH 4 &,2004
(11) :1427-1428.

Stine JG, Khokhar OS, Charalambopoulos J, et al. Rheumatologists *

awareness of and screening practices for hepatitis B virus infection pri-
or to initiating immunomodulatory therapy [ J ]. Arthritis Care Res
(Hoboken) ,2010,62(5) :704-711.
Rt BN, F RRURX T KB H TR IR &
ZRAERIKPEE[T]. PR E S S E,2015,19(1) :26-31.
FREFANRFLIE, PREEFARERT S & B TENF
KBt (2015 A1) [T]. A7 MEo% & & ,2015,23(12) .
888-905.
European association for the study of the liver. EASL 2017 clinical
practice guidelines on the management of hepatitis B virus infection
[J].J Hepatol ,2017,67(2) :370-398.
Reddy KR, Beavers KL, Hammond SP, et al. American Gastroenter-
ological Association Institute guideline on the prevention and treat-
ment of hepatitis B virus reactivation during immunosuppressive drug
therapy[ J] . Gastroenterology ,2015,148 (1) :215-219,e16-e17.
Terrault NA, Bzowej NH, Chang KM, et al. AASLD guidelines for
treatment of chronic hepatitis B[ J]. Hepatology,2016,63 (1) :261-
283.
Liaw YF,Kao JH,Piratvisuth T, et al. Asian-Pacific consensus state-
ment on the management of chronic hepatitis B: a 2012 update[ J].
Hepatol Int,2012,6(3) :531-561.
Saag KG,Teng GG, Patkar NM, et al. The 2008 American College of
Rheumatology recommendations for the use of nonbiologic and bio-
logic disease-modifying antirheumatic drugs in rheumatoid arthritis
[J]. Arthritis Rheum,2008,59(6) :762-784.
Hoofnagle JH. Reactivation of hepatitis B[ J ]. Hepatology,2009 ,49
(5 Suppl) :S156-S165.
Loomba R,Rowley A, Wesley R, et al. Systematic review: the effect
of preventive lamivudine on hepatitis B reactivation during chemo-
therapy[ J]. Ann Intern Med,2008,148(7) :519-528.
Lau GK, Yiu HH, Fong DY et al. Early is superior to deferred pre-
emptive lamivudine therapy for hepatitis B patients undergoing
chemotherapy[ J]. Gastroenterology ,2003,125(6) : 1742-1749.
Mo YQ, Liang AQ,Ma JD,et al. Discontinuation of antiviral prophy-
laxis correlates with high prevalence of hepatitis B virus (HBV) re-

activation in rheumatoid arthritis patients with HBV carrier state :

19

20

21

22

23

24

25

26

27

28

29

30

31

929

a real-world clinical practice[ J]. BMC Musculoskelet Disord,2014,
15.449.
W), R R FHE, . A REXRT LR F AN RERTR
KRR 254K TR K & B HCE 6 R[], F 40 R E
WiiZe B (B FRR) ,2012,6(24) :8324-8327.
A, B FRFAE A TR XA A B e SO X
3 IR B A A G 3R T B oo B AL A 049 BT RE B A AT BE AL
KT, A RGRRHF 2 E,2012,16(5) :317-321.
FHs M, R EF A A TNF-a & k-0 tk ik b
EANAR HBV Bk R ETHAEXT X EL T It ¥a
[J]. P E 57 % ,2015,95(43) :3490-3495.
Chen LF, Mo YQ, Jing J, et al. Short-course tocilizumab increases
risk of hepatitis B virus reactivation in patients with rheumatoid ar-
thritis[ J]. Int J] Rheum Dis,2017,20(7) :859-869.
Singh JA, Furst DE, Bharat A et al. 2012 update of the 2008 Ameri-
can College of Rheumatology recommendations for the use of disease-
modifying antitheumatic drugs and biologic agents in the treatment of
rheumatoid arthritis[ J]. Arthritis Care Res ( Hoboken) , 2012, 64
(5) :625-639.
Singh JA, Saag KG, Bridges SJ, et al. 2015 American College of
Rheumatology Guideline for the Treatment of Rheumatoid Arthritis
[ J]. Arthritis Care Res ( Hoboken) ,2016,68(1) :1-25.
Lau CS,Chia F,Harrison A, et al. APLAR rheumatoid arthritis treatment
recommendations| J |. Int ] Rheum Dis,2015,18(7) :685-713.
Smolen JS, Landewé R, Breedveld FC, et al. EULAR recommenda-
tions for the management of rheumatoid arthritis with synthetic and
biological disease-modifying antirheumatic drugs: 2013 update[ J].
Ann Rheum Dis,2014,73 (3) . 492450.
Smolen JS, Landewé R, Breedveld FC, et al. EULAR recommenda-
tions for the management of rheumatoid arthritis with synthetic and
biological disease-modifying antirheumatic drugs[J]. Ann Rheum
Dis,2010,69(6) :964-975.
Smolen JS, Landewé R, Bijlsma J, et al. EULAR recommendations for
the management of rheumatoid arthritis with synthetic and biological
disease-modifying antirheumatic drugs: 2016 update [ J ]. Ann
Rheum Dis,2017,76(6) :960-977.
PREFARBHF A ERRET RSB A LT HRB[I]
A WIS IR 3 2 & ,2010,14(4) :265-270.
Sarin SK, Kumar M, Lau GK, et al. Asian-Pacific clinical practice
guidelines on the management of hepatitis B: a 2015 update[ J].
Hepatol Int,2016,10(1) :1-98.
FREFLOFABFIS, PEEFRABRERFES A RE AN
K Briaasd (2010 Fh8) [J]. P AR 4 &,2011,19(1)
66-82.
(2018-02-27 M £5)



