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P<0.001) ; HBV I 73 2% 44 % (HBsAg [ ¥ {8 HBcAb BH 1% ) 114 #l (36.4% ) , & A= F& 8 ¥ 5 A B
(34.1% ) W& = . QHBsAg FHPELH FIB L 4, B 4 5 (87.2%%} 70.3%, P=0.027) . Ann Arbor 431
M ~ IV (69.2%%F 34.6% , P<0.001) . IPT 353 3 ~ 5 /3 (74.4% %t 50.0% , P =0.004) . LDH /K ¥ F} &5
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[Abstract] Objective To explore the clinical characteristics and prognostic factors of the patients
with non- Hodgkin’ s Lymphoma (NHL) complicated with HBV infection, so as to provide a basis for
clinical accurate diagnosis and prognosis evaluation. Methods The data of 313 newly diagnosed NHL
patients from August 2012 to July 2016 were collected. The HBV serological markers were detected by
ELISA, and HBV DNA was quantified by full automatic microparticle chemiluminescence immunoassay
(=1x10° copies/ml as high copy group, 1x10°-<1x10° copies/ml as low copy group). The relationship
between HBV infection and prognosis was analyzed combined with the clinical features of the patients, and
the HBV detection rate was compared with that of the common population (from the national HBV sero
epidemiological data). Results (DThe positive rate of HBsAg in NHL patients was 12.5% (39/313), which
was higher than 7.2% in the general population (y* = 14.596, P < 0.001). HBV infection in the past (HBsAg
negative but HBcAb positive) in 114 cases (36.4% ), the incidence was slightly higher than that in the

DOI:10.3760/cma.j.issn.0253-2727.2018.07.007

YR AT : 450003 A5, TR A A R Bt I TR0 5 9T [ k4 (RN EE RV R S H A S T A ) O IBEAT 2200 Aoy SRR IS (S 761 ik
P ARRT R ]

EIEVEE A2, Email : zhuzm1964@163.com



-564- e R F 2 2018 4F 7 A 39545 7 Chin J Hematol, July 2018, Vol. 39, No. 7

general population (34.1%). @Compared HBsAg positive group with the negative group, the proportion of
B cell type (87.2% vs 70.3%, P=0.027), Ann Arbor stage -1V (69.2% vs 34.6%, P <0.001), IPI score 3—
5 (74.4% vs 50%, P=0.004), LDH level (79.5% vs 47.8%, P<0.001) and liver involvement (45.5% vs
31.7%, P=0.006) were all higher. The difference was statistically significant. (3) Compared the HBV
infected group (114 cases) with the non- infected group (160 cases), the difference had statistical
significance in the proportion of Ann Arbor stage -1V (P =0.023) and IPI score 3—5 scores P =0.035).
@ Compared HBV DNA positive group (30 cases) with negative group (71 cases), Ann Arbor stage -1V
(P=0.011), IPT score 3-5 score (P=0.030), LDH level (P=0.025) and liver involvement (P <0.001) in
the proportion of patients had statistical significance. The positive patients were divided into HBV DNA
high and low copy groups with 1x10° copies of /ml as the boundary. The results showed that there was no
statistical difference between the two groups (P> 0.05). Conclusions The HBV infection rate of NHL
patients is significantly higher than that of the general population, and HBV infection is more closely
related to B cell type NHL. Patients with HBV infection and HBV DNA positive had late Ann Arbor stage,

high IPI score, high LDH level and liver involvement, and the prognosis is poor.
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1051 (3.2%) ; LDH 7KV Ft = #5160 6] (51.1% ) ; 2541
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P 20 A0 4H FE %, B 4 i R (P=0.027) | Ann
Arbor /31 I ~ IV (P<0.001) .IPT ¥F43 3 ~ 5 4
(P=0.004) .LDH 7K V- F+ & (P < 0.001)  JFF I 32 2
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3. HBV BEARER YL 5 J 3 I PRAFFIE 1 R 430 Hr
3136 B T, HBV BEA YL 5 R 114 41 (36.4% ) ,
B A (34.1% ) B =5 . HBV REAT /L 20 (114
%) 55 ARG 20 (160 4] ) L%, Ann Arbor 4331 1T ~
VI (P=0.023) .IPIPF53 3 ~ 5437 (P=0.035) &)
LB 25 A Gt L (R 1),

4. HBV DNA Fik/K V-5 BE IR IRFIER R
A3 AT - 101 6] 35 UE 4T T HBV DNA K, 30 44
(29.7% ) i HBV DNA [H M £ 35, Hop 27 fil
HBsAg [H £ 35, 3 618 HBV BEfE &L ¥ . HBV
DNA [H 41 (30 1)) 5 BHPEAL (71 1)) 3 s, 4
[8] Ann Arbor 43401 Il ~ IV 313 He 5l (P=0.011) . IPI
P03 ~ 50 el (P=0.030) .LDH /KT8 L
Bl (P =0.025) S JIFE3Z B35 LAl (P < 0.001) 25 558
BT X, L 1x10°H8 DL /ml Ry B2 30 451 BH
ZH H E K400 HBV DNA =545 D141 (23 f41)) Fifik % 0l
2 (7)), &5 5 s g A ) A 3 1) AR I DRARRAIE 22

FR1 IEETSMER (NHL)HBsAg FE K HBV BE1T 8 575 53 By RAAE L [0 (%) ]

——— HBsAg #ik HBV AR gL
FRPEZL(396)  BATEAL(274 1) 71 Pl ARG (1145])  JEEA G605 ME PE
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30 ~59% 24(61.5) 113(41.2) 51(44.7) 62(38.8)
=60 % 13(33.4) 121(44.2) 49(43.0) 72(45.0)
PEH 1213 0271 0352 0.553
5 25(64.1) 150(54.7) 60(52.6) 90(56.2)
‘e 14(35.9) 124(45.3) 54(47.4) 70(43.8)
s ity 4880  0.027 2372 0.124
B #fifa 7Y 34(87.2) 189(70.3) 73(65.2) 116(73.9)
T 47y 5(12.8) 80(29.7) 39(34.8) 41(26.1)
Ann Arbor /38 17.160  <0.001 5170 0.023
I~ 12(30.8) 174(65.4) 44(38.6) 84(52.5)
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