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I ECL R 2 — 2L A VIR T b L 5 A A O £ 2 1 0 2 e
J&I, A] 43 SR BB A 42 IR I (Hodgkin lymphoma , HL) FIE 2 7
4BV (non-Hodgkin lymphoma,NHL) . NHL 7E 48R H
DL o HESE 10 47, 7 v [ dhy U A e 28 B e HESS 11
VAR re i RSB acs i T N A S DN i 5 AN OB §
ELR A B AN R, o5 B A bk L2 R 19 66.3% . o,
PR 2 K B 40 MYk [ 9% (diffuse large B cell lymphoma,
DLBCL) 2y 5z UL A SE AL, (5 B 20 /il NHL f) 54% . I 4F
e, B2 R 1) 25 90 R 2 BT (rituximab) (9 0 F 9k B4 988 119
TRYT I T S ek, BT, DLBCL J 35 1Y 10 4F SV 7
RNl 1k 44%°,

SR, Wk LI G 0T S B 489 7 (HBV ) B 1) (8 5 7
FEZ AT SR RGN T RE 23175 A HBV fHEE . HBV
PO — 5 T 23380 S8 T 9 i B DGR3, ) —
J7 1T P B2 T U X IR U8 0 AT T, DT (1] 52 1
BEAAKDG . FREECTFR A THb X, Hbk e
TR E R 8 W 2 — B, LR 5 9 HBV B 1
HBV PR30S ] B AR = B, A UEHR R, kL 8
T T PE U VA T AT A AL B HBY PRS-, (HAE
] I PR 52 e v, bk BV 5 O HBYV JER e 8 3 1) 4 34T
IR — 2L R

R, AR A s R 2 A o T BB otk g &
P Z5 5y s NP AR BR 2E 2 ST 22 o s R GVE G B F AT 11
W, A8 B Sk [ N A SCHR G SRR T, 856 o B SERR L
R I G OT HBV B /8 045 Rl T IR, B
IR SRR B DG R AY B2 IS Al R TS
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— KPR A T HBV IR 4 hH X )

(—)REE A I HBV B AT 2

FREJE T HBV G S A THIIX . 2006 4F 1) — T 42 [
PER 2 R, 1~60 2 A BE T & B IF 48 0 B 3% 11 B0 R
(HBsAg) [ K 7.2% , 2 i A BRGH Y HBV B L35 1) =
Ay UK ELIR ER Y HBsAg B (129% ) e , Tt 2
NHL &35 (12%~30%) , B i & T — M A B (79%) 7, B4l
Hi NHL JR 35 19 HBsAg FHE R (30% ) 1 35 7= T T 41§ NHL
F (209 ) A Ab R 2 (15%) "5 DLBCL A1 3 0 3k B 9%
(follicular lymphoma, FL) & # 1) HBsAg FH 1 R 43 51 Ky
25%~61%H120%~40% """,

HBsAg /& HBV #LAE J& Y (19 b5 & L 01 & 4% 0 ik
(PL-HBe) HIE T2 i HBV YL bR, L7 HBsAg HF
ZEPHYEIS 641 H BI T2 AE - HBV e, S i E (18
P TR R B AR HE EE (2010 4E 150 ) , 2247 LB  HBY 1 A
SRS — TR 53k A3, B i 52 BH e i R AT )
AR ) S R E Sh A AR 6 sh ik sk (IR ) 52 il
BF T LI N4 HBV DNA FETE , 16 S e KAk v it
A HE HBV PR o 64, 650 BETE HBV IR UL iR Ry
1ML 7% HBsAg A YE \Fi-HBe FHTE \HBV DNA AN, 7E %%
7| e S e S VAT I RT B & 2E HBV PR s DLBCL
B T HBsAg B ATi-HBe PR 1 LA 20%~44% , KL,
HBsAg B U988 58 % & /1= HBY PRS0 14 XUt i 245 [
R/

(= )HBV PRI AH G )

1. HBV FR0E 1058 L 384 M 1k, 45 B8 1 R FH Y
HBV PR 2 A AR = 52 [ P24 2 (AASLD)
1 2009 4F HH A9 18 M 2T AT 92 48 B ok HBY BRI 8 )
BN Sk HBV #5715 3 5k HBsAg FAPE/AT-HBc FAME: 7
U H BLIG Sh P R S AE R AL H AR L RN F 2012 4F 3
W X HBsAg FHE B3, B HBV FLE 2 N HBV DNA
I B IK T 10 £ 3% & U 26 e PLIR (HBeAg) [ A 1M
5 HBeAg % fH s %1 F HBsAg PR, HBV FR50E W
1ML HBsAg 5% BH 5 %7 FHL 28 HBV DNA A ] ] () B 3,
HBV FHEIS A% ORI HBV DNA AFs]7

2. HBV PRI 9 & 2L 5 53k 60% 1) i JE 3 A 32
AIT T 23 A 2 HBV RSO , i DA L0 A 5 9 HBV R
TR FEP E  HBsAg PR (4 7k T 58 2 13207
I 4 HBV FRI0E 38 0 219%~60%"%22>1 5T HBsAg 14
14 3K L0 R8T BV P 119 & 90 2R 22 Ry /INBE AR I R A
HAEFEI 29%0~25% A2 15714
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3. HBV PRS0 AR P 2 - 32 A7 A e e 3 kA
HBV PR i RS B T 22 P R 3%, A0 4 g i) 2 Y
R 2 RIT T % J6 RN JREE RS, HBV
T BB DT A2 AR I bk 90 R R o 200 RS A
Z G PE AT W AR oA R (R 2L 4
Jetr SRR |/ INAT IR g R 22 4R iR 45 ) R B ]
- HBV B0

YRYT 7 48 R BE R WA X0 BE 1) G N A, BRI A
HBV PG R % . BRI 22 258 HBV
PR C A AERE R, SA Ve, EEEEZ Y n]E it
HBV J 5] 2 v (8 R I 085 3% 17 22 TG A2 42 s 5 42 ol T
I HBY B0 AR . 248K, I T R G e 1
FIRRBE2 Bl 4T (alemtuzumab ) B R 22 1 B0 0] FEIR
PEER I B 4H AL, JC I Fir# 40 ] #E 8 T 40 A, AT 5 350hL
TRYT HBV G825 3 , DX T 46 HBsAg B ME/4-HBc BHE: Y
HWATG R HBV FE 7>, HATC AR 68 S HBV #%
THIBTIIE 2 3 1.

1 HATE AT AE S ECHBY PR HOH 2
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B AR PP R R SRR E |35 PO Al SRS
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GEES MR R4

HUREHUAER 2RFR R R ELARD

FAANMEEEZS Y WSO R AR R UL

B e BT By B R BT

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
PEHALTTHT TR 3] HBV DNA b U8 58 3 2R R Tl
B P B 2 1A Y7 U 42 A= HBV PRS0 (0 XU 458 . 9K
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

ErE,

I R 22 B0 < Ak 7 30 ) = 52 Ay 7 s BRI HBYV DNA K
ST, SE B ALT KT, FEAE A AS [ R B 09 40 A
P , 7 Il 5 S AR TE T A I R 2 B
HBV DNA A B8 B A AR

HBV FR300 I PR AR — R A 3 ] R K To A
ARPERT RS =, = T BB A 4 . H AR R
111530k B9 SR AR T I & A HBY P80 -4k 22 AF 4 (Rl
PRFUGUNT : 30%F 8, 22% 2% i , 1% &4 IFRi Ak, 7% AP
A o 31% & A FRE I R FEER R A 38% . A L —iT
PRI S M 2 R 5 StE R VR IR HBY PR AR
e DA = BE A 1 12 WA 0 P M o i 3R & M T 308 , ALT
IKEHAR, INL12 S HBV DNA KB4 HBV R0
AR A F AR 1 22 F AR, N F R 4%~89%7

B R — % A HBV FEB0E , TS MRk B8 136
I BB TG o A6k HBV FEE0E Bk L B T, 68%~
T1%AI7 HER Rk AT AL, 1ok & 2 HBV RS A7k
UL R SRS 00 19 & A2 3R R 19%~33% 7 Al It , HBV
T T RERE IR LR BB 3 1 B R AR . B FIESR Y
FRET 5 R A TR RO BT AL, 255 RS A A 2 S A
oA T

(=) EAME ek ELR 5 HBV UL (1 45 1 UL

1. LR B AR T R HBV B (4 0 2 - AT PB4
W, WP PR EEAR YT AT HBV FEEE i KU
I, A7 TN HBVY P00 i s WU SR B EE, K
JHF 25 (APASL) UK I A 1232 So M A7 s Ak 7 it
SR T HBsAg fifi 2, Hifth 32 22 [ PR m L 1008 1
BF T B AT el B AROR TR 4R R — 3
AR HEA T HBsAg Fifi A , {H 6] 2 75 iy 1547 oAl 1 375 s s
FITHBV DNA fiii s i A1k i — 0L

2. BRI BV Y FB 3 BT 22 B A R0 < AR
FRA AR TR 2 2 IR, 7 T 7 19 ) BV T80T 1) 5 s
AN HRGETA T m AR TR HBsAg FH
SRBCHB YU R 2 5 HBsAg FHME R A
L, HBsAg FAPEAT-HBe BH 1 BB 35 A A HBV PR i) AU 4
I, 3 25 g T R AR 7 R B M DR B IR YT (RIA
ITI AR 25 nTREAE . RIL, A NI HBsAg BAME/Hi-
HBe FH4E H 3 W0 1 74 HBY DNA ZKF, — B B BT, )
SERRF R BT EERYT o H TN 23 (EASL) 1
CHINFRAG R 3 [ [ R R A AE M 4% (NCCN) 1) NHL 45 3
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
PEMAT-HBe BAPE 2% 19 HBV DNA Fll HBsAg, #5 %% BH U 17 %
BERIBURERIRTT o X T A TS QB 53, N Y42
ZYURTERIT O AT RIRIT & MR Ak SLiR YT ; X S [
KL T ERMNAYT , MOV AL e 5 R B R AL AR 25 A% 1T
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(M) AR

3 PR EEIAYT T % - OPUREE LW 135 88 16 b7
FBAE T HBV FEB0E (4 SCiik v, B R I 25 K 22 Rk
K5 (lamivudine ) , H 22 4P A M A3 RINESE . SR ML
KR Y R 25 B m Y IR BT i R
HBV HE30E B AR SCIE T 3R AR &7, P A S
AR SR FH e A0 AT 25 0w 2R 20 i AT IR . R
(entecavir) FIFEE 14 8 5 ik (tenofovir disoprox ) #s A 53R LR
BEZGY, ELT 24 SR AR AIC Y, J2 B L iy 55 9 T )5 FH 24 e 4% .
N — TR BT T 3, 76 HBsAg FHPE Ik UL s b, BUE:
R E K IR R T RE A AT B HBV 1Y RS (HBV %
50 10 12.4%) . QEUIRTERYT 193 2 S A5 2515 L - 4%
F2 G TR TR FH 25 A 20 AL I, i 0 — SR T
UL HBsAg FHPER b LR 85 HBY FRG il o A A Fe %2
A7 a1 T HBsAg /4t - HBe BH I 4 bk T 9 H
HBYV PR 5 & A 7E4 Ik )7 2 )5 (A R IRIKIT A 25 &
JH 96 Ze AR HR TSR] A7 9.6 J] 5 A B g 1914134 8.5 41~
JOP Bk, 2806 A BUR TR TR T S R B0
THERF 6N H o XTI AT B HA SR S i R
HABTT I N NG P 2 B 56 FR B — 30

4. JBF W K BT - X B A I HBV B TEAbT
1) KAk 25 SR 1 U0 W AR T , A PTAR 9 B 5 K
S HURBREIRIT RO R ZRIR I IR AAIT T R A I
W], KRBT TR YT A RCHR HBV FHEOE | R0
B WK, W D8R 0 R EE . SR, 124 kAR
NCCN B NHL $5 74 (2013 55 i) % ik ELR A 9 HBV 3
WA A LSCFE ARy 20 1) 5% JH PCR #4546 1 ¥k HBV DNA,
AT 45 5 45 3> A K6 1 ) HBV DNA™' . H A4 58 48
WO HBsAg BAP/47t -HBe BHE 6 7k B4 788 58 35 4 1 A 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 f#3 : DIfi i HBYV DNA A ] 25 Ay ] i nl b i 5
2K F=1 loge; @HBeAg BIPE #2137 HBeAg 4 [H .

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

() fRI7 Rk ELR 2 35 6 T HB YV fiidy

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 , ]
5] B5F 42 W 4H 7 #% Dl/ml, HBV DNA & & 507 i 454 . 1
TU/ml=5~6 % Dl/ml, AN [F]3850) & % e R 40 A 25 5% . HBV

EhiE
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DNA 7K A 1] 245 1fiL 7% HBV DNA ik T PCR A& T FR .
ASTRIR T 8 ARSI T BIR AT, PRIk d5e ey B e ol ) 2 1)
iRl N R

(=)W B A I HBV B B 25 B A 1 B AR S5 )

1. XF HBsAg FHM:# , A 232407 miF i PR =R
7o W H O A ZPUREHIAYT MR AR ERYT . HIU
RO AL YRR BRI W 2128 ARSI BEIT R LI 25155
R Y IR BRI T & o

2. %5 T HBsAg [ (B35, 27 BE A I A8 3 0 Al Ay 44 A
P, AT RL 88 W, — H HBV DNA HHAS AT A A ml ), ) 57
BI2 THURERIRYT s 5 AN BEIEA T/ M, JR 3 B 721k
JFRITFIRYURERIAYT . % 183 B BrIbyy i ERe A ads
9 B R R R T — L% A HBY PO W) £ 45 e 2 o
EARER, B ULS R BCH B PEHUR AT . X T HBV
FEOE 1 = fe AN, AR 4 32 R 2 5 BB TYA YT 2 I T 4T i
FEAH TR AT FIEAL ) R, B I B R B 2 Ty LA o />
HBV B KUK

(VY) Ik 498 £ AL 7 I HBV BSOS MP U B DA 4

1. PO FL BT 24 - OXFF 34 HBV DNA=2000 IU/ml
NSO BT RE> 124 A 18R A S8 R T e
AR 25 BOPOR TR 200, IR 15 . AEEE AR T RS
18 P 2B SIE YT W8 WIS TR . SiAM AT ik
FHPL K K & 88 1K 2 (telbivudine) . @ ¥} T $£ 48 HBV
DNA<2000 TU/ml H.FU 7 RE<12 4~ H (9 B, ol e F bk
R B LRE BERF BRI ST () BP0k &
2.

2. 3 ShHUR TR BB OB AIL . DX T HBsAg FHYE B &, 5
M1 BRSSP HORERGTT , 20780 sh ik F R 45 T huik
FEIGYT s M T HBsAg WA -HBe BHPE 25 M3, 2 RE AR s
FECOGT W I A M, T ™ 4% Wi, — H HBV DNA 7K
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 -

() IR B3 A I HBV JEHe B 1) W T A it 5

1 ALYT I E] 7™ W I 452 25 s B DI Bl 7 , U A 2Y
I, DL K & BRI A BRI B2 8 . S BRI8 1 L BB 5%
Biia 6 e (2010 47K ) , o8 T2 20 8 UM AE AR I MURYT 7
LWL, HBV DNA ZKF LR YT 33 8 h Fe IS 7 1
logiff , Bi— BEREBA IS MU A BAE , Al PEER A ALT FHi 2

2. AbIT IR, A R B 2 D AR RN 1 ik 2
RUAF 4 M bR 4 . HBV DNA FAFEhAE ; (I &b sl , iy
B DA 3 H R 1R 2B 4 07 bR B Y HBV
DNA FIFIfE .

3 X FHEZBURBEIRYT IR N A R Rl el AL e
BHEIB 22, PURBEIRYT S5 G ke i 20 124~ F 5 %
TR ZPURTEIRIT 1Y HBsAg FPE/AR -HBe B 35, 1k
SR EakEE E A 1240

4. 25 W IR TR 2 S IO ST B AT 9 A e A e B E i 2
8, EEA T BB, KRR OR R S . by IR
R R 2 B ) (i 535 A 2T 25 P L L35 1 25 A ol
IR B B ) | N5 R R R T T 4R

KT A I HBV B i A B S IR 1,

SRR FER TR (UL REmARE) « v [# B
e [ B e (A0 2L ) s AL st I IR BE e (R 25 5 A e R AR 27

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
A I i <5 B B (R AR ) 5 v P 2 2 B A 0 1 e L= T 5
JI0) (R SR 5 ) 5 Tt IR 250 — BRI 2 e (Vo7 A R R ) (i
53 )5 WL QB 5 — B Bt (3 ) 5 A rhRLB R 27 i T 1] 5 = B
(SN0 ) 3 B2 FLIC B Jes A gg 2 B (Rt /DN ) 5 i Ll 2 B s g 1%
We (23T ) 5 9 7 BER RS B 7 BR e (e i) 5 1 B BE R RS2 55—
B Je 2 e (YT 2 N BB B ) (£ 10) 5 &2 L7 B Jes e g 12 o (2
) s E AR B R AL st A B B (B AR ) 5 52 ELC B g
BE g CRF 4277 ) 5 m Ll R BA T g 22 e (B S0 ) 5 9 S ol R~
Ja Fi g BEBE G ) s AL aUR AR B BE (8K )
EEGiR e b/ Wit e SO S
7B Ay AR PR A O LR a3 2 TR RO D2 U
Ll Z i AP AR B P oy s R RIIET, T 2013 45 11 7 1]
W R RAEA TP AT AR 2250

2 £ X W
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hE R EUE 5 I HBY B B A0 PR R R B4
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