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Abstract Objective: To explore the prevalence of hepatitis B virus (HBV) in multiple myeloma (MM) patients, as well as to compare

the clinical characteristics and outcome between HBV infected and non-HBV infected patients. Methods: The serology markers of HBV

were detected in 363 MM patients and 11227 cases of healthy controls through chemiluminescence. HBV-DNA was measured via real-time

quantitative chain reaction. Results: Sixteen out of 363 MM patients (4.4%) were HBsAg-positive, showing significant difference with healthy

controls (2.4%). No statistically significant differences were observed in terms of sex, age, type of monoclonal (M) protein, International

Staging System (ISS) stage, stem cell transplantation, and risk stratification between HBsAg-positive and HBsAg-negative patients. No

significant effect of HBV infection was found on the OS of MM patients. HBV reactivation was observed in two HBsAg-positive MM patients

who were treated with combination chemotherapy, including bortezomib and dexamethasone. The replication of HBV could be inhibited

by anti-HBV drugs. Conclusion: A higher prevalence of HBV infection was revealed in MM patients. Close monitoring of HBV replication

should be conducted in MM patients with HBV infection before and during the courses of chemotherapy.
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Table 1 Characteristics of HBV infection in multiple myeloma patients

and healthy controls

Infection type Heallthy control Patient P
n=11227 n=528

HBV infection 269(2.4%) 16(4.4%) 0.015
HBsAg'/HBeAg' /HBcAb' 29(0.3%) 3(0.8%) 0.077
HBsAg"/HBeAb /HBcAb* 161(1.4%) 11(3.0%) 0.013
Resolved HBV infection

HBsAg /HBsAb/HBcAb™  5075(45.2%) 40(11.0%)  <0.001
HBsAg /HBsAb"/HBcAb* 300(2.7%)  54(14.9%)  <0.001
HBsAg/HBsAb/HBcAb* 645(5.7%)  40(11.0%)  <0.001

HBsAg, hepatitis B surface antigen; HBsAb, hepatitis B surface antibody ;
HBeAg, hepatitis B e antigen; HBeAb, hepatitis B e antibody; hepatitis B
core antibody
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Table 2 Comparison of clinical characteristics between HBsAg—positive

and HBsAg—negative multiple myeloma patients

Factor HBsAg positive ~ HBsAg negtive P

n (%) 16(4.4) 347(95.6)

Gender 0.114
Male 13(81.3) 214(61.7)
Female 3(18.8) 133(38.3)

Age (years) 0.861
Median 58 59
Range 34-89 23-88

MM subtypes 0.574
IgG 9(56.3) 153(44.6)
IgA 2(12.5) 70(20.4)
Light chain 2(12.5) 81(23.6)
Others 3(18.8) 39(11.4)

ISS stages 0.092
I 0(0) 65(18.8)
I 3(18.8) 82(23.8)
m 13(81.2) 166(48.1)
Not staged 0(0) 32(9.3)

HSCT 0.311
Yes 0(0) 25(7.2)
No 16(100) 322(92.8)

Risk stratification 0.227
Low 0(0) 40(11.5)
Moderate 3(18.8) 40(11.5)
High 8(50.0) 177(51.0)
Not stratified 5(31.3) 90(25.9)

MM, multiple myeloma; ISS international staging system; other disease
subtypes of MM include IgD, non—secretory, biclonal, and non-subtyped

multiple myeloma
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Figure 1 Comparison of overall survival between HBsAg positive and

HBsAg negtive patients
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