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L7213 ATid, &WsmssH,

THYZEAEE 109 (p=0.008),
JEGETTY 7a1) 5 A 111 (p=00015)
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B RHBREANNVT ER ) v FBERAR
THEAEVYFRAR Y =y 7 BE
v ERHAR KR
» EREVPLFER VY FBERAE BE
* NTT EibEkR BRE
F—7— K BEY <, BEFFE,
HEMERBE, RERIE,
INVFaRFa4 R

o FBE 157 ADSH b 18 % BT HBV DNA 2SEEHAL
I FZ BT b
4K, #2700 AAOEREE , BIERLONAF—
LEFNVET 69 (p=0.001),

, AMMLEH—LF, BHEEATO
FEE Cox BN — N 4R
ZBEUTVAT A v
Thoie.
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¥ OBFEIRTRE, BRETITFTETH 5.
CDDH, AFETIEHBIRTHD/Sf 0y b
Bzt L o - FRE DO HHIRIC BT 5 BE
Y w<F (RA) BE D HBV DNA BiEHt
WZDWTHA LIz,

BEIHA OBIEMEAL & 3

HRAODE X Z 30EA X HBV 12 BRYEE
BHY, EETFHADOF ) 7 EEVFRE
5V, A, [LFERE - RERE - BHEE
BOESITE, SR HAAH R RIERH
BLFEHTABESOHEMIMNE) BREFEAOE
EHEP#HE SN TWE?, BEFAROEE
ML — B —8% T, BRRNICHEL 2
5 i3Adwv, LIELIEELT, Ao
FAREZFIERITI LD B,

BEIFX£OEEEICE, K& 2200
FUTHREETS. TTFXVTHLLOR
ETHY, RICEBREIPSORETHS. B
B ROZHIIEE HBs FUROREIZ L o T
Thh, HBs UEOEMEILIIEE BREFAR
meEZLONLTWREY, £iI, ThoDOBH
i (BREE HBY) BE T, &t+4E
B, FFBR & R MBI TR L v ie
5 HBV HEIEHR L TWnAE I LWL L
olz., TOLXHHBETIE, BT HBY
BEW CTL BEEISHH IS 2L, HBVHE
Bz 2 REREVHH I NTNSY. &
42, HBs &M T HBc Hifk 7\ L HBs BB
HH OBEYE HBV BEIC, Vv Xy <7
ERRPRRENHZEICL Y, HBV BiEEL
X AEENREPRET S ePHEI,
de novoBEIFF & L IEIEN TV 5%, BERE
BEIFRES RA IZBWVWTY, aVFax
a4 F (CS) A ML FH—+ (MTX),
BXU TNF BHEEZE L L-AYEREHA
PEUCREDFREICIY, BET I
B FazZ5ERBITIEFIHEIALTY
259, UEDS, BAIBEEEBRFARA

BHES -68% - 35

28T % HBV B LR 2B O 2T 57
Iz, LT OMREEZITo 727,

BRRE D BT B D B R
EMLBE AT

=0

1.5 &

20084 1 A5 5 20004 8 BE Ticik42 D
NkZ2ZZ L7z, 1987 £XE) v~ F%4
DOHEEELH/-F RASI6 AL T,
HBs $iJR, HBs #ifk, HBc Hitkz@lEL 7=,
HBV = —7%—i%, Wik® CLIA & (HBs i
K :7—%77 b HBsAg QT, HBs ¥ifk :
7—%7 7 b Anti-HBs 3 X 0" HBc ¥ifk :
T—%77 b Anti-HBc ; TR b Vx/8v
#, ®BE) ZHWTHEB L. BEHHBs
FERYE, b L <X HBs BUEABEE T HBs
Pifk and/or HBc HiEREHETH 535 4E 12,
HBVDNAEZHZE L. RERBEE
2.1 log copies/ml T&H - 7z. HBV DNA Ol
ERREPBETH o HEBICIIEEL 3 v A
TLICHEDELERL, HBV DNA B
BELNIHEZBERARYELERKEL2. HBV
DNA #1%, /%A TagMan HBV [#— }]
v20 (B¥a - ¥4 T 7 ATF 4 v 7 A%, B
W) ZHWTCER L. 272 AmpliPrep
AW TIE 2 b BBRMHE T, YTy
4 2 PCR ¥ETH5H %A TagMan % H
WTHIEB X OCHEEZEB L. EPFERHE
# b ED-EWHREIL, HBV DNA B2/
bFHIELEdolz. TTOBMEROG
BEERIBWTARBROERPAR SN,
FTRCOBEPONELLLRABELEE L.
WEMANTIZ, Fisher EEMEREME, Student
t #EB LU Mann—-Whitney U BREZ HW
T, N=RA54 YOREBERRFEY TV
—FHECRE L. Wl pEI<005 OHE
WCEBLRZELRE L. Cox BIBENY-—TFH
WET, EYWENEA, MTX, CSB LUK
BiEsEsY v~ 5%E (DMARD) #* HBV
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%1 HBVDNA EEMIL (4) B () BB 28EEERFI LS UAERBIIORTED L

HBV DNA FiEtE(t (+) HBV DNA Bi&t#{t (-)
(n=13) (n=144) pfE
8 B3 66.6 £ 10.7 {67.6) 64.9+11.8 (66.2) 0.670
% (n) 8 (61.5%) 114 (77.9%) 0.505
RA BEEE (&) 8.0+7.7 (4.7) 7.6+9.0 (4.0) 0.241
CRP (mg/d/) 0.92£2.46 (0.09) 1.04 =£2.11 (0.20) 0.218
ESR (mnvh) 26.0 £ 30.0 (13.0) 26.1+26.8 (15.0) 0.476
IgM RF (1U/m/) 46.2+34.0 (49.3) 88.0 = 151.2 (24.5) 0.791
AST (U/) 255+6.5 (27.0) 27.9+16.4 (23.0) 0.688
ALT (U/h) 19.9+6.8 (20.5) 26.0 £ 19.2 (19.0) 0.959
lgG (mg/dl) 1,454 £ 573 (1,382) 1,432 £ 450 (1,358) 0.604
FFREREL (V) 3,326 = 1,567 (2,722) 4,462 + 2,302 (3,868) 0.063
) S ISEREL (Jul) 1,503 =425 (1,431) 1,732 813 (1,562) 0.323

BB £ BEEEE (PRE) & LTRT.

RA: B <5, CRP:CHUSMESY ¥ 378, ESR : RMERLEREEE, Ig: /B 7Y &,
RF:UY< M4 FEF, AST: TANIFYRT I/ F5 027254,

AT 75=VT3I/ Vo5V R 727 —E

DNA BEOBERLICEET 5 RF LM
L7z, &6, A5 v 774 XAEEBAIEIC
XBLBEUIVAT 4 v VEFBET VG ZE
L7z, BT, IMP N—T s ¥ 80
V727 (JMP Y xNUEHER, TR
ZHWTERL .

2. % R

516 BIOBREDOERRFEZRIIRT.
HBs HiBRBEIZ 7 B THo7=DITH L, HBs
FUE ST HBs 9k and/or HBe HiEas
BNy — 212 157 HThH o7z (304%). BE
B BRIFF 4 RA BEICBWT, REREBH
® HBV DNA R&fITRETH -2, £F
T8y BEDE=F )V ZRERLIZL S
%, 157 Bl% 136 (8.3%) T HBV DNA 78
gt (P 344 log copies/ml) L7275,
B TR EECTHo77- (R1). HBV
DNA OFIEM L2 Lz 13 B0 EER2
RS, 13 Bl 10 FEAI TIXEDFERER %
BwzigEFRIC HBV DNA 2Bl ah/zo
L [ 27 b (EIN, n=8), 7N

FE7r 0=2), THFIYALST =1, 4~
TJIVFY=T (a=1), +YUX=T7 (n=1),
VY F <7 (n=1)], 3IEHTIIEYZE
HIEFNIC X B LIC HBV DNA 2% H
EhTwb, &8, EF S5 Tk 2 ED HBV
DNA HiFtaR0 5n7z. REFIC RA
HBEICH V2 DMARD 8 X O ERRIED
Y4 TE, BEMFEEZITEEONEE
TIWRT. 13 ik 2 BIOBETIX, ILY
4 VWAEERITHOTIC HBV DNA »Rd &
BofzS, 13 I 10 BICIE = > 7 7 YLk
2 X o T HBV DNA »EH{ELE (P
337 B). BY 143, HBV DNA i1t
B, BEEARHOERRIEEZ KL 7.

HBV DNA BiEH{LICEET 5 HFICD
WU EERKL: (£3). BRBREBRF
% RA BEICH LEHASINA=EHTDONWT,
HBV DNA BHEMIL (+) B E (-) BoH
i, AYEREA (769% 3 36.1%, p=
0.006), ETN (61.5% &} 22.2%, p=0.005),
MTX (76.9% %t 465%, p=0044), BHE
CS (154% xt 14%, p=0035) BXU'% ~
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2 HBV DNA BiEi b 2B - 13 EGIDRBRBE CRET -4

N HBV DNA 537 5
£8 RA BB st MTX L R=vOr  HBV DNA . — s HBV DNA @ . ALT
| 5 | 3 %
EB gy (gapy  EOFEEEL ey DMARD T B (ogcopesm) TUTPEV  mempge IOWRETO gy,
R (BEO
177 35 by 6 &L L 2.0 L DNA B 1 27
2 65 53 IHZIETH L &L 2 5.0 H) DNA &% 5 20
3 46 120 IazNtTh 8 2450 LR L 3.7 #HY) DNA &% 1 30
1 mg/H
4 49 60 TaZINET BL  Fys3r Bl 7.4 Hh) DNA & 18 20
200mg/H
5*2 60 36 I&xNETr  BL  LIILJIIER 3 2.0 TL DNA &g 1 25
10mg/H
61 48 FEYLTT 2 29701 LR 3 2.1 Hi) DNA &g 1 25
1 mg/H
6 75 18 IRZFIET R 8 L 6 2.4 Ht) DNA & 2 26
7 74 19 &L 7.5 &L 5 3.0 H) DNA &4 2 14
8 84 162 UNE S 4wl 7.5 290U LR 30 2.2 BL 22
1 mg/H
9 74 73 L 8 T3 4 2.1 Ht) DNA f&is 1 11
200mg/R
10 69 180 TINgET b 8 2.5 7.8 Ht) DNA 5% 21
11 60 224 TINgET p*° 7.5 4.1 ) DNA &t 1 13
12 66 317 ITHZNET R Jv53 2.2 Hh) DNA f&f4 1 6
200mg/B
13 72 2 7.5 25 2.1 H) DNA [&l4 1 18

“ o M OEYRNNE (VAN ETIBIOTNIES ) 224 v FLTHA.
RA: BE#iY o<, MTX: A b bFLF¥—1, DMARD : EBBHEHY Y ~FE, AT 7592073/ 702725 -8

“ 3FEIEDEMFHMA (LY 7VFVRS, TIANVETIBLTROYXTT) AL vF UTHERH, " HBV DNA BigiEbss2 BEAD b h,

(862) 88

£

&€ - 89 £Flgw



(2013,3)

¥ & BEFABERCORREME-FR, 0¥, )V o~F, BEERORREEI 2 -

89(399)

#3 HERHREICEEY U7 (RA) BENAREERL 2BHOH

—HBV DNA Bttt (+) B & (-) BHoh&—

BEH

HBV DNA BiEM1L (+)  HBV DNA BiEML (-)

p f& HR (85%CH)

(n=13) (n=144)

el E- | 10 (76.9%) 52 (36.1%) 0.006 2.1 (1.5~3.1)
TEYLTT 1 (7.7%) 8 (5.6%) 0.550 1.4 (0.2~10.2)
I&FETH 8 (61.5%) 32 (22.2%) 0.005 2.8 (1.6~4.7)
1270%o<7 7 (53.8%) 17 (11.8%) 1.000 0.7 (0.1~4.5)
b XTT 1 (7.7%) 7 (4.9%) 0.507 1.6 (0.2~11.9)
VLAY S-S 2 (15.4%) 3 (20.8%) 0.055 7.4 (1.4~40.3)
INE S o) 1 (7.7%) 0 0.080

AN PLFHY—h 10 (76.9%) 67 (46.5%) 0.044 1.7 (1.2~2.3)
EHEE 7.1+ 1.9mg/B 6.8 = 1.9mg/B 0.707

JNFIXFOCR 6 (46.2%) 57 (39.6%) 0.770 1.2 (0.6~2.2)
EHREE 12.7 = 15.6mg/A 5.7 = 5.0mg/H 0.533
EREONFIXFOCR 2 (15.4%) 2 (1.4%) 0.035 11.1 (1.7~72.3)
(=0.5mg/kg/H) :

AT YT 1 (7.7%) 36 (25.0%) 0.303 0.3 (0.0~2.1)
Jos3 3 (23.1%) 29 (20.1%) 0.729 1.1 (0.4~3.3)
A0V LR KD 4 (30.8%) 8 (5.6%) 0.010 55 (1.9~15.9)
AN SEH 1 (7.7%) 5 (3.5%) 0.410 2.2 (0.3~17.6)
LI IR 1 (7.7%) 2 (1.4%) 0.230 55 (0.5~57.1)
D-~RZUS53I L 0 2 (1.4%) 1.000

TIEy b 0 1 (0.7%) 1.000

A=/ T 0 7 (4.9%) 1.000

SHoOAFEY > 0 1 (0.7%) 1.000

I/H0 7V VB 0 2 (1.4%) 1.000
SHUOKRITPIR 0 1 (0.7%) 1.000

FHEEREAEZRAL TV ABEORERT. BEIHEOEAZHEALTRY, ILHBOEDZHNRAZ X

Ay FLTERLT2EADLDS.
HR : N — FlE, 95%C1 : 95% EHEKH

oY A ZKRMY (30.8% X 5.6%, p=0.010)
DERICEEENED LN, Cox HFEN
P— RO T, EWEHEF L ETN off
% HBV DNA BEBILOFEEFTH S
TEESH O L 2o/, EMFENEH L X
" ETN #HET5Z ¢ ONF—F (HR)
i, #hZh 109 (p=0008) BLU 69 (p=
0001) THho7z. ZEROEH, RA OR

BHE, BETHHZE, MTXBLUCSD
£H, MTX B8X U CS ODHE&E, ALT/AST
£, IgG, FHhERHEB I Y VSR EIL,
HBV DNA BIEHALICBES 302 h o /2.
AF YT I BRI o THBEN-40
DOEFZ, KIZ HBV DNA BEiEHE{LoFH)
HFELTEERY T4 v ZEBEFIIC
UTED, FRENOEERZEELS. 2
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F4 BEEiUy~vF (RA) BEKLHSWT HBY #
HEFHTIOQSXT 1y VAREFIV

Ty Xt (95%Cl) piE

L0 LXK 111 (2.0~506) 0.0015
ANTFHIT 0.3 (0.0~1.7)  0.2604
FINZET k 1.5 (0.1~17.4) 0.7726
mEISOTUL G 1.9 (0.0~160.3) 0.7572

95%Cl : 95% ERXH

DEFNOBERER4IIRT. FHER
FHLNT-DIEF 70 ARKWOEED
ATHoTz.

3. % =

CD4* ~ v — THIR L, HBV HEM
CTL DFELHERTIRETHILIZL ST,
HBV BREHEa Y P —VIZB5 L TWwWa.
MTX L #7ay ARG, 20 CTL Oke%
FHE L, HBVDNABEOEHE*FEL
TW AR SH 599, CS BHERE LK
BB A BN 2RI, EENIC
HBV ¥ % #ET 5.

TNF 13, &L ECRERE
CBWTEELKEFZEYE, RERGELX
THAL PAAL Y THBHO. TNFIFEIEH
¥, RA, BRENFHRE, ZBREMNESE, 7
U— Uk ECOBCRERRETHVOLNS X
312 oTwah. TNF BHEEIZ, chbo
BEIHBEEDNRITFA LY 7 M EBNLRE
It% H7-5 L7235 TNF HEFEOFEREED
IRV, HBV BEM L, ZhUiE9 de novo
BEFROEFIREOPBEIN TS,

TNF BEE o HBV BiEHici, &oh
DVERBFERHHLEZ LN TS, BRF
KBEOME L FFHlE Tl HBV 21 CTL
oW Eh, TNF 2S#MmML HBV ICEE L
IR RPNV A 2G| ERBILTWAY,
¥ 72, TNF 3HIfsR 0 HBV O&EE42 BT 5
= 12k 5T HBV DNA #E# %83 52,

WIES - 68% - 35

3612, TNF /v 2772 b= A Tld HBV
FEP CTL OHBEREXARIM L TWEI &
PHLPIZ o TWBEY, Zh b TNF O
%, TNF BEEIIIMH LT3 TS
»H5b.

RA BEIZBITA TNF HERICLABH
FROBEEACORAOHET 2003 £TH
A%, ZOEFTIE HBV * % 1) 7HT TNF
FEENFEBINTYE LD, 513 HBV
BEOMBERELHERL TS, HBV F ¥
7O RAICTNF HEECTHRELITo2E
BlDOL ¥ 2— Tk, HBV OBE{FEEALIZ 17%
(35 A6 A) LE|ELY, HBs fiEBHE
2 TNF BHEELZMFTH L &1, BBRT
Fu FEHOFRS & FAOEE LR -
MEPE=F ) V72 HERLTVAE.

Vassilopoulos 5 X 14 A® HBV ¥ v V)
7 RA T, 5I7VV#%512X ), TNF B
EEREIC L 5 BREFLAOBERLS 1 AE
BWTRI bhholzl 2R BEY
D 1T I TV OMERANER L Z
ZoN=DT, BT FuZBHRS e
BREIFFRBE I T ARELRTH L L1k
LR LTWA.

Matsumoto 5 1& 71 & D RA BE T,
Av790Fy=7, MIX &7V F=vuar
HBIE#E 224 A BIC denovoBREF %% BiE
LERZ#E L Tw5b. FEBERICT Y
T A NS END, FAETRE L.

O L) RERERED S, TNF EEEIC
£ % de novo BEIFF R DED D ORI &
P07, 8112, RA WRERIEYE de novo
BEJFATI COHMIISLLED1EHL T
L, #2112, BE TNF HEEZFTRL,
Zh 6 BREPRENHZEZF D DMARD
R CS bETEINTWZTE, 31T, de
novo BEIFFRICI BT OBBRELH S Z &,
8412, BfEEO TNF FHEZEIZ de novoB
BFAEZFIERBITHREERHLZ L, Th
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518).

DELy, BEREBRFHAD RA BEiZ
HBVDNA L XAV IZHhHb 5T, EYEn
#HELE MTX, BHE CS &, #7uYax
KNPz ECRENHEZ RS SN TV
&, BELRE=FY Y IPUETHL. L
LeRbE=FY Y 7FORFE BEESCHNZ
E) BBELLEATLICELRY, LYRE
LZEMERAETH S HBIRTH OREFEZD
BEIILBEBbNS.
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