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Abstract

AIM: To discuss the clinical significance of
hepatitis B virus large surface protein (HBV-
LP) detection in the diagnosis and treatment of
patients with hepatitis B.

METHODS: Enzyme-linked immunosorbent
assay was used to measure the levels of serum
HBV-LP, HBV preS,, HBV preS, and HBV mark-
ers, and fluorescence quantitative-polymerase
chain reaction (FQ-PCR) was used to detect HBV
DNA in 162 patients with hepatitis B as well as
47 normal controls.

RESULTS: In serum samples of the patient with
HBYV infection, the level of HBV-LP had signifi-
cant correlation with that of HBV DNA, HBeAg,
HBVpreS, and HBVpreS,; antigen (y* = 9.22,
11.89, 60.35, 99.87; all P < 0.01). The contents of
serum HBV-LP was positively correlated with
HBV DNA copies (7, = 0.64, P < 0.001). The level
of serum HBV-LP was also significantly dif-
ferent between the groups with different HBV
DNA copies (P < 0.01). The level and positive

rate of serum HBV-LP were significantly differ-
ent between HBV DNA-positive and negative
patients (Z = 5.85, P < 0.001), and they were in
the same situation for HBeAg, HBVpreS, and
HBVpreS, antigen (Z = 8.70, 8.44, 8.84; all P <
0.001). The serum HBV-LP was more sensitive
than HBV DNA, HBVpreS, and HBVpreS, anti-
gen in HBeAg-negative patients (76.8%). Serum
HBV-LP was significantly different between the
patients with HBV infection and normal controls
(P <0.01).

CONCLUSION: HBV-LP may serve as a reliable
marker in the reflection of HBV replication at
protein level, and it is valuable to monitor HBV
replication and prognosis of the disease, espe-
cially in HBeAg-negative HBV infected patients.
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HBVDNA  HBeAg HBVpreS, HBVpreS,

HBV-LP ~n
= r -+ - > =
fBE 137 93 44 61 76 120 17 125 12

BRI 25 9 16 2 23 4 21 0 25
&3F 162 102 60 63 99 124 38 125 37

% 3 HBeAg, HBV DNA, HBVpreS,, HBVpreS REHETE]
HBV-LPES 8L

e , HFV LP.(ug/L) s
Median (Min—-Max)

HBeAg fBME 63 130.85 (0.27-200.31) 8.70 <0.001
fBeE 99 10.73 (0.03-166.13)

HBV DNA (Bl 102 48.45(0.27-200.31) 5.85 <0.001
B 60 9.82 (0.03-171.15)
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