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Clinical characteristics and immune states of HBeAg positive and HBeAg negative patients with
chronic hepatitis B

CHEN Zhu, ZENG Yi-lan, TANG Yu-zhen, DUAN Meng, WANG Li (Public Health Clinical Center of
Chengdu, Chengdu 610066, China)

Abstract: Objective To observe the clinical characteristics and immune states of HBeAg positive and
HBeAg negative patients with chronic hepatitis B (CHB). Methods Total of 234 patients were entolled. The
sex, age, disease severity and the level of ALT, HBV DNA load, immunoglobulin (Ig), complement (C),
t-lymphocyte subsets of the two groups were compared, respectively. Results The average age of HBeAg
negative patients was older (7 = 33.075, P = 0.000), the total bilirubin, HBV DNA and the proportion of
severe liver damage were higher than those of HBeAg positive. The immune indexes above-mentioned had
no significant differences between two groups. Conclusions With older age and severer liver damage, HBeAg
negative CHB patients should accept antiviral therapy more urgently. We may monitor the dynamic changes
of HBsAg degrees, ALT and HBV DNA loads in order to predict the efficiency of antiviral therapy.
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HBV DNA. BFIRER Fibroscan 38 {4 {& f EL 3R

FAE[H] (%) ] Fib (L*s, F) W [ (%) ] HBVDNA ([+s, log,IU/ml)
HBeAg falE4n (n=97) 71 (73.19) 32.93£10.03 49 (50.52) 6.57+1.18
HBeAg HH4L (n=137) 114 (83.21) 41.45+11.90 56 (40.88) 459+238
St 2l 7 =3.441 F=33.075 £ =2.133 F=156.429
P1A 0.064 0.000 0.144 0.000

ALT ( i U/L)

AST (Y5, UL)

TB ( L +s, umol/L)  Fibro Scan #-tEA ( L +s, kPa)

HBeAg A28 (n=97) 507.48 + 422.28 390.57 + 238.75 74.33 £ 46.50 18.32 = 10.09
HBeAg I ##48 (n=137) 647.33 + 435.54 437.37 +269.39 111.00 + 52.02 17.82 = 10.72
P it F=3.176 F=0.401 F=4.187 F=0.063
P1{A 0.076 0.527 0.042 0.803
2 FEBENRBECERELR [F (%) ]

BE T A FE A
HBeAg #4201 (n=97) 13 (13.40) 46 (47.42) 25 (25.77) 13 (13.40)
HBeAg A #440 (n=137) 11 (8.03) 54 (39.42) 45 (3431) 27 (1825)
P! 1.781 1.488 1.355 1.593
P1a 0.196 0.231 0.31 0.223




3 MEBRENREHRERD. MER T ERTEHFREIRIRLE (xx9)

IgG (g/L) IgA (g/L) IgM (g/L) C3 (g/L) C4 (g/L)
HBeAg fE/ME4E (n=97) 15.08 £4.39 2.55+1.14 1.35+0.69 0.82+£0.31 0.15+0.08
HBeAg /M4 (n=137) 15.67 £5.26 2.64 £1.69 1.45+0.82 0.73£0.28 0.42+0.14
FA4 0.819 0.187 0.972 2.063 0.741
P14 0.366 0.666 0.325 0.152 0.390

CD3" T#mjit, (/A>/ul) CD4" T#afe, (A/ul) CDS8" T#afe, (A/ul) CD47/CD8"
HBeAg Fa£28 (n=97) 1062.26 £ 375.47 571.92 +212.47 409.97 £ 190.00 1.53+£0.58
HBeAg 440 (n=137) 1051.16 £419.72 609.23 +236.49 426.64 +246.99 2.93+£0.60
FA4 0.043 0.309 0.311 0.725
P1& 0.835 0.579 0.578 0.395
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