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TP ECL R 2 — 2L A R L 5 AR A A £ 2 L e e
J&I , ] 43 S EE A 42 IR I (Hodgkin lymphoma , HL ) FlIE 2 2
4R ELJR (non-Hodgkin lymphoma,NHL ) . NHL 7E4-BREc
L Jiek e HESE 10 07, A T S R UL T 2 B R oHE SR 11
VAR ve i RO & i E T NS DN 5 AN EOR Ui §
ELRE 2R B0 2 B 2R MO L0, o5 A I R 19 66.3% . Hip,
PR 2 K B 40 Mk [ 9% (diffuse large B cell lymphoma,
DLBCL) Jy 5 % WA Y, (5 B 20 i NHL (9 54% . I 4
e, BE 2 R 1) 245 90 R 24 BT (rituximab) (4 0, 94k B4 988 119
IGITHUS T o e, BT, DLBCL A5 19 10 4 S AE A7
FA[IK 44%

SR, Wk L9 G OF GBI 489 75 (HBV ) B 1) (8 5 7
FEZ AT B SR B I RNAY T I T RE 23175 A HBV B . HBV
PTG — T T 2 R0 BB T IR R 2 A AL 3R, ) —
J7 18T FT B 25 T BT X IR LR 0 8RBT, DT () 422 52
BEAAL)G, FREECTRFR DA THbIX, Hbk e
TETR AR B UL 2 — | R, Wk A5 0T HBV B 1Y
HBV PR30S [a] B AR = B, A UEHE R, kI 8
T T PEB U VA T AT A AL B HBY PRS-, (HAE
i P Il PR S e, Tk L9845 0 HBV kg £8 25 1) 8 LT
IR — 2L R

R, AR R A s LR 2 Ao BT otk g &
2 RS P AR R 2 S I 25 3 S L 8VE R B KT Tt
W, A8 B Sk (6 N A SCHR G S5 T, 856 o B SERBR L
I I G OT HBV B 8 1A R T IR L, B
R MR g AR M AR SR BEIm AR R TE 5
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(—)WREE A I HBV B AT 25

FREJE T HBV B P S i A THEIX . 2006 4F 1) — T 42 [
PEA 2 7R, 1~60 5 N B & B IF 48 05 7 3% 1 LR
(HBsAg) FHVEAR K 7.2% , 29 i A BRI HE P HBV BgL 35 1) =
Ay UK ELRE B 9 HBsAg B (129% ) e , Tt 2
NHL 35 (12%~30%) , B i & T — M AFF (79%) 7, B4l
Ji NHL JR 35 19 HBsAg FHE R (30% ) i 35 7 T T 413 NHL
F (209 ) FHAb IR 22 (15%) "5 DLBCL A1 3 0 3k B 9%
(follicular lymphoma, FL) f& 3% 1) HBsAg FH 1 2 43l 2
25%~61%H120%~40% """,

HBsAg /& HBV #UAE J& 4 (19 b5 & L 01 & 8% 0 ik
(Pi-HBe) M2 2 it HBV L AR i, 1ML7% HBsAg +F
2L PHYES 641 H BInf 2l AE - HBV e, S i E (g
PSR RBiiaTER (2010 4F 1) ), 224 LI GY HBV 1Y B
SRS PRI 4y Sk 41, B 52 BH e i R AT )
AR (AR ) &2 R 2h L ARG sh ik sk (IR ) 52 il
HBF T LN A HBV DNA FE7E , 16 S e K ALy v it
A HE HBV PR o 64, 650 BETE HBV IR UL iR R
1% HBsAg FHE \ Fi-HBe FHTE \HBV DNA AN, 7E 3%
5 | G e A i A 7 I T 6 % 4 HBV F176 ' DLBCL
8 HBsAg [ /At-HBe FH: A LA 20%~44% , LI,
HBsAg B U988 5 & 1= HBY FR0E 14 XUt i 245 |
R/

(= )HBV PRI AH G )

1. HBV FR30E 158 L 3a 4 M 1k, 45 845 1 iR FH Y
HBV PR 2 A AR ] = 52 [ P24 2 (AASLD)
T 2009 47 5F (1418 M 2 T 28 8 B ol HBV BRSO E X
ARG Sk HBV #5715 3 5k HBsAg FAME/AT-HBc FAME: 3 7
U BLIG Sh M R S AE SR AL H AR L RN F 2012 4F 3
W T HBsAg FHE B3, B HBV FL0E 2 N HBV DNA
I B IK T 10 £ 3% & U 28 e PR (HBeAg) [ A 1M
5 HBeAg % FH ; %1 F HBsAg FHE RS, HBV P56 W 2
ML HBsAg 5% BH ; %7 F HL 28 HBV DNA A ] il () #8.  ,
HBV FHEIS A% ORI HBV DNA AFs]7

2. HBV PRI 9 & 2L 56 53k 60% 1) i JE 5 A 352
AST T 23 A 2 HBV PR , i DA L0 A 35 19 HBV R
TR FEP E , HBsAg PR (4 7k T 58 1320y
I 4 HBV FRI0E 28 0 219%~60%"%22>1 5T HBsAg [
NG NSRS ARG GERIN Y3 L 8 S U N = N 17 S S1:
HAEFEI 29%0~25% A2 15714
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3. HBV R340 9 fa b TR 26 - ez A7 i s i8R
HBYV PR30S i XU BR T 22 Bl A 2R, A 4 g 7y 25 7
R WRIT %8 i R E R i EE S, HBV HiM
T R L T2 AT 043k U 98 S0 3 R 1T RS A s 2
ZAPEMHIAIT R HAB R CALAE LR A0
g BRI /N R A 2 o I IR 45 ) R T B
A HBV PR .

YT 5 58 T BB T 1 2000 1 Y G 8 N 2, TR A,
HBV F0E e b B R . BUA ISR [ B2 254 2 HBV
MR ST TR SIS S R SR 0 A i v S i 4SL 7/ I B iR O
HBV FE K 21 v b Bz T8 a< I 2 oo s 2o 745 42 1l i
I HBY PR AU o 8K 3t B T R A S
AR E2 Bl BT (alemtuzumab ) A R 28 B0 ] i
PEFR AP B AU A, J0 IR Fi A T FES T 4HA, DA i 5 350hL
WL HBV s 2 14, IR fii 75 HBsAg 9144/t -HBe PH A AY
FHWA G HBV R, H R AT RE 2 HBV FHY
EPUMRE 2 LR 1,

£1 HHIC AT SEHBY MR HR 25

225 LY N

[T Pt EX Y IL/NSE 5/ NN 4

BIGR ZXRWR REIE FUAHER

B A PP BE R SR E |35 PO Al SRS 2
NG T IS

SEALF) ?%MH? IR TRREIT SRR 1% 2w
i

KD KAHIL A A
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HUREHUAER 2RFR R R ELARD

AL =R 254 IR (EREING B S i N RV B v, (Al

COPTE S IREN IR A 7 e S KT

ik R ) e e

oI 15 7 WHRIER: TR

mTOR il AL

{1 : mTOR : 5L h#y b7 4L A

A I E AR X HBV FHE B R i s 420 (|
SCHRHRIE 5B M S AR IR R B R S kAR HBY FREOE . 52
M) HBV P30T & 99 2% 140 55 AH OC PR 3R A4 < VA Y7 17 LI
HBV # i \HBeAg/Z PR P4 (F1-HBs) IRZ | ALT K
KT A B 4 BRIR DNA (cceDNA) % 1fil 3 HBsAg B
P HALSFRT AT 46T %) HBV DNA 3k CU8 B35, 258 % I il
W7 M0 B VAT U & A HBV BRSO 19 XU A s o R, [
WAMIFGE &I, X T4 52 B2 ik A A7 i fB o, AT
HR B TR 6T AT A 20 HBV g >

4. HBV RS M RS 25 S BUS : HBV P07 fry S

Il RZRIN < A7 1] 5 58 BLARST IS 3 3R HBV DNA 7K
TR, BRI I ALT 2KV T AR A RIRE BE 4 4
P, 7 IO A R A U R PRI,
HBV DNA A B8 AN AT K

HBV FL300 I PR AR — R e 3 ] R B To
R 3, P AT B e fiE 4 . H AR A
111 {594 B 088 SR 5 A7 i & 2 HBYY TR0 514k 2% T 48 11
PRFUG U T : 30%F 1, 22% 2% i , 1% &4 IFRi Ak, 7% AP
A O 31% & A FRE 4R RSB 3R R 3K 38% . A L —i
PRI G S M 2 B 5 2tk R VR IR, HBY PR AR
i A L B A 1 =28 B0 kg S 2 e I s o iR M I 3208, ALT
TP, IH4T 2 K% HBV DNA /KE 14 5, HBV s
AR FHR 1 22 F K, A R 4%~89%

B R — U A HBV FEB0E , 1T S MR ik B8 13
I BB TG o A6k HBV FER0E 1k U B T, 68%~
T1%AST LR | H e ATk | iR & AR HBV PR A Tk
UL R B 2R RIS 0 19 & A2 2R 5R 19%~33% 7, [Fl It , HBV
PSRRI BB SR B . A R 1Y
SR G R VAR M A, 2505 | RS 1 I IO B e S A,
ST

(=) ESMA Ik ELR GF HBV UL (1 45 1 UL

1. Jh B 98 8 A AT i HBV 88 i 4 - B2 WA Ul %
T, B PEBURR R 1A IT AT/ HBV RS0 B9 R
U, AT RTIEN HBV 0T i o AU SR B E T, WK
JHFR 25 (APASL) UK I A 1232 So e M A 7 sAb I 7 i
BH VAT HBsAg i, Hofth 32 22 [ Prds e e @ UK A2
BAE I B T A e B RN HE R — 3
AR AT HBsAg i A5, {H 62 765 07 15 47 H At 1L 775 A 7
FITHBV DNA Gifi 5 i A7k i — 0L

2. BRI BV Y FB 3 BT 22 B A R0 < AR
FEH A R B RO, T A7 1] HBV B ) SR
AT . H R T8 m B L7 ik HBsAg PR 85
SRS DU R G T 5 HBsAg B E A
L, HBsAg FAPEAT-HBe BH 1 BB 35 A A HBV PR i) AU 4
%, X2 BB A TSR AT BT TR B P b B R T HIR
ST RAR S 85 AT REANVEE . IR, A AR IR HBs Ag B/t -
HBe FH4E H 3 W0 1 74 HBY DNA ZKF, — B B BT, )
SERRF R BT EERYT o H TN 23 (EASL) 1
IR AR R (S GER A IR E R 2% (NCCN) ¥ NHL 48 7
01 H A AH SEF6 7 H O 3 I8 B8 3 R4 T 1B PE B0 9
yriol v [ (18 2 BT R B IR 48 RS (2010 ) Y HEFEAE
25T R SR et e 410 ) ) SO0 M 7 259 (e ol 2 X B
T Ik B4 4 L 1) B s R LR ) YR I, 17 % U0 W I HBsAg B
PR -HBe BAPE 25 #) HBV DNA Fl1 HBsAg, #5%% BH 0 17 %
BERIBURERIRTT o X T A TS QB 53, N Y42
ZHURFERIT , QAT IRIAIT & IR Ak 2R T s Rl R B %
RETFERINEYT , WM AR FEE PRI AL AT 25 A%
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(M) BRI -

3 PR EEIARYT T % - OB B2 35 85 A6 by
FBAE T HBV FRB0IE (1 SCik v, BTk FH I 25k 22 R hiok
R (lamivudine ) , H 22 4P FA M A3 BINESE . SR MTHL
KR Y FE R 25 % B m Y F IR BT i R
HBV FR0E B3 1A RO T AR &, DR B AR
AR SR FH e A0 AT 25 0w 2 20 i AT iR . R
(entecavir) FIHEE 1 18 5 ik (tenofovir disoprox ) #s A 38 &R
BEZGY, ELT 24 SRR fIG ) J2 B L iy 55 190 T )5 FH 24 e 4% .
[ P — T BT 9T 3 W, 75 HBsAg PFHPEIR B s v, BUE:
R 35 E K I T RE A AT B HBV 1Y RS (HBV R
%011 12.4%) . QB0 REIRYT IS 8l B AF 250 - 45
F2 G AE TR FH 25 FMsE 25 AL I, 40— SO T
UL HBsAg FHPER b LR 5 HBV PR35 5 A A Fe 452
A7 a1 T HBsAg /A - HBe BH I 4 bk T 98 H
HBYV PR 8 & A 7ep Ik )7 25 (H RIRIIT R 2 2
JHF 96 A 09 57 st ) A 9.6 JE 5 A/ S e Py 910423 8.5 4~
O Bk, Z28E A BUR TR TR T S RS B0
TYERF 6N H o X7 AT B HA w8 i R
HARIT R g vk 2 R 46 s — 5

4. B W S BT - Xk ELRE A I HBV YL, 1T
T I] B Ak g7 235 oI o 2 U0 W DR B 7, APEA s 5 42 il 7k
S HURBREIRIT SRR ZRIR I I AAIT T R . A
W], KR EGUR TR YT A A HBV 0 | BRI
B WK, W DR 0 R EE L SR, 124 kAR
NCCN B NHL 4574 (2013 55 i) %k ELR & 1 HBV 3
B e 8 AU AL 301 6] 5% ] PCR 32245 1 #6301 1 X HBV DNA,
AT 45 95 A5 3 ARG 1 ) HBV DNA™', H A4 5838
WO HBsAg BAPE/4T-HBe BHE 6 7k T4 988 58 2 4 1 A0 1 ¢
HBV DNA , &} H 2080 1 K ALT  AST, F W 2 {b )7 45
G R 4T

TR EE AT HBV IR R B AR R

(—)HBV FHEIE 5 X

1. HBsAg FHYE B3, FF & T IIT — 53 vl U
HBV F30 : DI HBYV DNA HAS A 7% ] 0 sl # o JE
2R KF=1 logio; @HBeAg BT B & LT HBeAg ¥4 FH

2. HBsAg BAPEAT-HBe BHME B , 77 & F AT — & 0F4
A 7€ A HBV P - DIl HBsAg #% [ ; @ 1fiL 7§ HBV
DNA FHASATNAE Ay ] i,

(ARSI TR IR R B 3 UEF T HBV i A

L. T RIDRE 422 52 G B ) 50 A4 7 25 W03R 7 ikt e
FRAE AN £ B 5 I BR A (HBsAg bt HBs \HBeAg
¥t HBe F147-HBc) FIF D REIAES . #4 £ 4 1LVE HBsAg BH
F(E)T-HBe B , Nk — A6 1l 75 HBV DNA,

2. @1 HBV DNA kil 25 8 48 —{fi F TU/ml &7 , ]
&) BsF 42 W 4H 7 #% D1/ml, HBV DNA & &t 80 {7 iy 54 . 1
TU/ml=5~6 % Dl/ml, AN [F]3850) & % e R 40 A 25 5% . HBV

DNA 7K A 1] 245 1fiL 7% HBV DNA ik T PCR A& T FR .
ASTRIR T ARG T BIR AT, ALkt ey B e ol A 2 1)
iRl N R

(=)W B A I HBV B B 25 B I 1 B AR S )

1. XFF HBsAg FHE# , B AEHE 2407 R iR PLIR 22 TR
7o WRRH O A ZPUREHIAYT N AR ERYT . dIUF
RO AL YR BRI W 2128 ARSI BEIT R 25155
F BRI BRI T & o

2. %5 T HBsAg [ 5835, 27 BE L I AR 2 % WAl frg 44 AN
P, AT L8 W, — . HBY DNA AN Al 028 4 w3, ) 37
RIS THUREEIRYT s A AN BEIEA 777 W, JB 3 i 724k
JrRI IR YUR ERIAYT . B IR B BTIbyT i R aE
9 EL R R R T — L2 A HBY P W £ 45 e i o 7
EARER, B UL S R ICH B PR AT . 4T HBV
PO 1 = fe N AR 4 32 R 2 15 SR HTYAY Y 2 I T 4T i
FEAH TR AT AL ) R, S I B R T 25 Tl LA o 2>
HBYV B3 KUK

(PO k8T R F ALY IR HBY PGS OO T B 1A T 28

L. HU BT 24 : DX T 24k HBV DNA=2000 [U/ml
AN B FRE>12 4 A 8 A S8 R T ek e
AR 25 B PTR TR 250, IR 5 . e AR T Rk AS
18 P R SEIE YT W I8 WIS AT R . SisM AT ik
JHHL K 3% 5 80 1 R 52 (telbivudine) . @)X} T %4k HBV
DNA<2000 TU/ml H.FUHI7 RE<12 4~ A (7 3%, ol i FH ok
T B RE BB R BRI T () BP0k &
2.

2. A Spu EE IR B AL : DX+ HBsAg FHPEBE R
WL S THURERATT , 20780 b7 IR 45 T B0
FEIGYT s M T HBsAg M AT -HBe BHPE 25 i3, B REAR s
B A A AR M L AT A% W, — H HBV DNA K-
AN ST B 25 T HUR BRI YT s A A RE ™ A WD, TR iR
WS THUREERIT , 20168 kT 1Y IR I 45 T P 2R IR
7. QI sh b7 T E 4t B 3 sl 2 B S AR A ik
CLR R N BWCR B UR R TRY T ARSI o 1 stk 2 A
T8 19 5 SC R 2 LA 34~ 4514 - a: HBV DNA=2000
IU/ml;b: ALT=2 5 1E 5 L FRAE s o HEBR i Tk L A B L 2h
WYy 5 AR R T B IF R o TR TG st 2 BT R A5 B 3%
IS AT, B HBV DNA<2000 1U/ml B ALT<2 % 1E 3 I FR
8, A AT RS 5 | HBV T80 0 5 XU 6T I % .

3. YU B TR 19 452 25 B AL . DX T 2L 2k HBV DNA=
2000 IU/ml 1) 835, B USUR R kAL Je g Bl 2 VAR 5 S 12
Pk 2RI 96 A 48 7 B 15 2 B[R] 5 X 328 HBV DNA<
2000 1U/ml 9 B, 7 58 AT sl e TR YT e i
TRYT I RS 6~120 H o MR B SR DR AZ 40 il
JBE B HoAth s f R e HARME 2t R, FF i fa ABE, ands
ZAPETT T I A0 RS A S AT T RE AL B, B B
TRIT N B ADFFEE 12 4 H s 3 T2 R 28 A RGBT
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BB N AR RERTT -

(F0)IREIREE I HBV B f 8 (i W AR

1. ALYT I E] ™2 W I 452 25 s B DI Bl 7 , U A 2Y
WY, U4 BB R IO A P 522 58 1 . 2 BRI PE BT &
Biia 6 e (2010 47K ) , I8 T2 20 e UM AE AR I MURYT 7
ZMIEBL T , HBV DNA JKF- L IR 7 o 78 o e (I BT
logiff , Bi— B R4 BAJG MU A BRE Al PEER A ALT FHi 2

2. fRFF U], BT A R I 2 A AT R AR 1k 2
RUAF 4 M bR 4 . HBV DNA FAFEhAE ; (I v &5 ol a , iy
BN DA 3 H R 1R 2B 407 R Y HBV
DNA FFFIIfE .

3 X FHEZBURBEIRYT R N BRI I Rl el AL e
BHEIT 2512 . BURFEIRYT 45 ARG gk i &/ 124~ 5 %)
T REEZYURTEIRIT 1 HBsAg B PE/A -HBe B 35, 1k
SR Eaks T 1241 .

4. 5 I AR S I S BV P R AL e I Ui £
18, EEA T BB, LR TOR T T S . by IR
R A2 B ) (A afi 535 A 2T 25 Pl L L35 12 ol
MRS B B ) , N5 SRR R R T T 4R

XTI A I HBV IR B H M B A S LA 1,

SRR R FER TR (UL REmARE) « v [H B 2 R
e S B e (A7 2L ) s AL st I IR B2 g (R 25 5 i et R AR 2

Ja B — B BE (VLK) 5 U R A2 BR B (K48 ) 5 AL st MR B2
Bt CREZR) 5 g sl R Wi m B BE e (R 221G ) 5 il Al s
WEF o i <53 = e (RS RTE ) 5 vl I B 2 o o s 1 e e~ T 5
JIE) (R 58 ) 5 B R A5 — BB = e (VT84 A REE B ) (Bt
53 )5 WL P B 5 — B B (338 ) 5 B Rk B R 27 i T[] 5 = e
5l E RN -REWNE 3V R A G YN DR AT PN 3 i
We (30T ) 5 9 7 R R R 7 R e (P i) 5 1 B R R RS2 55—
B Je 2 e (YT 2 N BB B ) (£ 10D 5 52 HL 7 Bf Jes M g 12 o (2
) s E AR B R AL st A B Bt (B AR ) 3 52 FLR B oo
BE B CRF 4277 ) 5 m Ll BA Jes g 22 e (B S0 ) 5 9 S Tl R~
i ity 4z B Be G ) s JE U4 N R EE B (B )
FH LR PG LA Bk
7B Ay AR DR A O LR a3 2 TR RO D2 b T
Ll Z AR B I oy s R RIIT, T 2013 45 11 7 1]
W R RAEA TN P AT AR 2% 50

2 £ X W
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