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TR AT AR BV (NHL) 88 WL & U2 2B 59
A (HBV) B = K HLIX, 296 1.7 1018 P HBV #4 3
FHIR AT W58 A0 B 41 ifg NHL (B-NHL) 5 HBV J& ¢
UIMI O, HBV YL 3 & A NHL (XU 2 0 JR e 1Y
2~315% AT HBV B ik g B by i i vh 5 & A
HBV BRI, 271216 MG Y RAGE YT, ££ 5 21 iR
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B-NHL &3 HBV B B4 1 RAFAE (TS I HBV P&
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2 [} IR 122 % 1M Y BHUSCVA 19 231 5 B-NHL £ 3%, b (3 4R %
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T R e BT 1 (HBeAb) . Z B i & e $T Jit (HBeAg) Al
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3. HBV & BV bR . OHBsAg FHIE HAF AT

HIE—25F 1135 HBV DNA ph AR 6] 028 >y ] 300 a8 i e 2
K 10475 ; HBeAg I HE4 LT 55 H . @HBsAg BPE HATF &
THNE— 1 HBsAg % BH ; 1l HBV DNA F A AT A Sy
AT, 25 B2 HBV DNA=1x10° 4% Dl /ml & SRy P2
HBV DNA=1x10"#% Dl/ml 5 X A8 #5 D141, HBV DNA=1 x
10° 4% D /ml H < 1x10°4% 0l /ml & ¥ 4y HBV DNA i #% Il
2075 ALT ZKF-38 0 3 A5 sl 4 100 TU/L 7 SO HBV AHG
IS 3 a

4. B0 R FH Ann Arbor 43 BHARE™ #5645 TG BAEAR
43R A UL B 41, 44 BRI B 19 1 45 (TPD) PF o0 b v Xt £
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(62.3% ), JEHL VLR IR (FL) 35 25 611 (10.8% ) , ZHIEAR 5
WREVZHZT(MALT) bk U0 55 2 24 411 (10.4% ) , B 201 i bk 08
(MCL) & # 9 1 (3.9% ) , H: b B 41 fifd ik = 53 58 & 29 il
(12.6% ) ;Ann Arbor 7348 T ~ 11 1 ~ IV )53 435 88 44l
(38.1%) 1431 (61.9% ) ; IPTRES3 0 ~ 253 .3 ~ 543 & 43 i)
160 11 (69.3% ) .71 i (30.7% ) ; LDH 7K - FF 5 3 106 14l
(45.9% ) ; B-MG /K F-Ft = # 102 1] (44.2% ) 5 A BAEIR &
5440(23.4% ) s 455152 RIXK =2 4 33 41(14.3% ) s HFWE 2
RENGI(48%).

61 141l % HBV BUIE B , 170 1] 4 HBV BE 1/
e, SRR YL LA, HBY U B UL 4 FR 3 4E IR < 60 % |
LDH K B.-MG 7K F-F+ 5 (IPTPESY 3 ~ 543 (45 4h 32 BIX k=
20~ JIIERZ 22 HBV BRI LB &, 22 IR Gii e
X (PEI <0.05)(F£ 1),

F1 231 FIPLAE SRR EY: 2 TR R 7 (HBV) 1 B 41 it
AETE A 4R OV R I R L [ 51 (% )
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T Y2 2.198  0.138
= 17(27.9) 32(18.8)

w 44(72.1) 138(81.2)
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= 27(44.3) 7(5.9)

w 34(55.7) 163(94.1)

RIS TITRL 10.944  0.012
SEA i 13(21.3) 60(35.3)

o i 12(19.7) 42(24.7)

PIRtRE 1(1.6) 10(5.9)

Pk R 35(57.4) 58(34.1)

2. HBV PR30 I AH G [ 2 2 61 19 HBV BUAE B & h
2741 (44.3% ) &= HBV FRE , HBV FRI0E 1) CEE R R R
I FRTARITHHBV VAT (48.1% % 17.6% ,P=0.011). 170
HBV HEA e 5, 75 (4.1% ) % 4= HBV BRI , 5 HBV
PG AL LS, HBY BG4 B HE32 3 (42.9% % 8.6% , P =
0.021) i JHF 25 B4 (100% XF 62% , P=0.049) .HBsAb
T < 100 TU/L(100%%F 41.1% , P = 0.003 ) it 525 He A3 B i

3. HBV B0 BB I PRERAE : AZLi 231 B B3 b A
3451 % A= HBV FEE0E , o 27 11(79.4% ) g HBV Bl J e
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2 & A HBV PR 1Y BB Y R B DU 2R YT -

4. HBV £ /KFSIG REFE AR DG AT 5 231 £
B 105 (347 T HBV DNA #:91 , Frf HBV DNA [
T 4701 (44.8% ) , BT 58 41(55.2% ), HBV DNA BH:
5 M B, LDH K Tt 55 (74.5% % 51.7% , P=
0.017) .B-MG 7K FE-F+85 (74.5% %% 17.2% , P < 0.001) JFHEZ
£(14.9% %} 3.4% ,P=0.037) \HBsAb < 100 TU/L(97.9% %}
62.1% ,P<0.001) JF & %% (36.2% %} 15.5% ,P=0.015) |
HBV FRELTE (53.2% % 1.7% , P < 0.001) (1) 58 % Ho i 25 5 A
AEIEE L PLIx10°%5 Dl/ml oy FLEH HBV DNA BH
HEE L1500 HBV DNA B D141 (25 41) Fk#% DL 41 (22 1)) ,
15 45 U1 41 ESR /K 7 Tt i & ) B AR 45 DA (72% X
13.6% ), 225 A G4 5E X (P<0.001),

5. ARTT BT BRI AT T A T A4S , 5 HBV B
JIE YL 2 e HBY RE AR 4 58 2 2R fR R A SRR
PIR AR R, R SRR (P=0.012) (38 1) . HBV BUAE
S, 5 HBY BTG 4L HER  HBV RIS 4158 28 %
(23.5%%122.2% ) 53 G2l (32.4% X5 11.1% ) =, B ik
AR (41.2% %F 59.3% ) (P =0.050) ; HBV BE A YL &
HBV 3000 4155 A B0 20 e g, A7 I 2801 Bl i 22 57 0 48
e X (P=0.197) . K4 HBV FLEIE A9 % HBV B
SE LA 5 HBY REA R 4] H e, A7 8 L i 22 52 6
Gii 5 L (P=0.835), HBV DNA [HVEZH 5[4 b4,
FT7 LB ) 22 R S T4 L (P=0.695) ,HBV DNA
1o P D12 5K DL A ARy R A I L ) 22 R IE e i X
(P=0.418),

6. HEAFTT M7 « AU B U 5 |, Kaplan-Meier 43
Bt s HBV BURE B 21 5 R L4, PFS(P=0.118)
K OS(P=0333)NERTE & L, HBV BEEIHH S K
BG4 H R, PFS (P =0.231) K OS(P=0.558) 1Y 22 5+ o4t it
¥ X . HBV DNA (415 P41 A, PFS (P = 0.445)
K OS(P=0.823) 2% F IR LS4 X . HBV DNA fik#%
DL 2R 5 v 5 DL 2H B T T PES (P = 0.040) , {H OS 1 22 5%
TG X (P=0.556)
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% LDH K B-MG /K F-Th i, IPLITA i, 455152 ki 2, T
k552 %, SEARE 45 R —20 " HBV BRI 1 2%
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RHE G —RfE"" . AN HBeAb 29 3 B
FAMSL FE RS PRI, X T HBV BRAE B 38, T M him 2830
IR AR AW ALY 231 )/ E b A 34 0 &k
HBV B, b HBV BEAEYL 761 (4.1% ), Ab)7 &y
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