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Abstract: Objective To investigate the impact of Baicalin capsule and Entecavir (ETV)
combination therapy on hepatitis B virus (HBV) pregenomic ribonucleic acid (pgRNA)
of patients with chronic hepatitis B (CHB). Methods A total of 79 patients with CHB in
Beijing Ditan Hospital, Capital Medical University, Hepatobiliary Hospital of Jilin, Infectious
Diseases Hospital of Kaifeng and the Second People’s Hospital of Lanzhou City from
January 2018 to December 2020 were enrolled for this cohort study. Patients in Baicalin
capsule group (56 cases) were treated with Baicalin capsule and ETV and patients in control
group (23 cases) were treated with ETV only. Baseline demographic characteristics (age and
gender), virtuological indexes [hepatitis B virus e antigen (HBeAg), HBV DNA and HBV
pgRNA], alanine aminotransferase (ALT), liver cirrhosis and liver stiffness measurement
(LSM) value were collected. Follow-up was performed once each at 4 weeks and 12 weeks
of treatment. The decrease of HBV DNA and pgRNA were compared between the two groups
at 4 weeks and 12 weeks of treatment. Multivariate Logistic regression was used to analyze
the influencing factors of HBV pgRNA decline = 1 x Ig copy/ml 12 weeks after treatment.
Results There were no significant differences in age, gender, ratio of liver cirrhosis, ratio
of HBeAg-positive patients, baseline HBV DNA load and baseline HBV pgRNA level
between patients in Baicalin capsule group and control group (all P > 0.05). After 4 weeks
of treatment, there was no significant difference in HBV DNA decline levels of patients in
Baicalin capsule group and control group [(2.88 + 1.21) Ig IU/ml vs (2.70 £+ 1.41) 1g IU/ml; ¢ =
0.551, P = 0.583] and there was no significant difference in the proportion of HBV pgRNA
decline = 1 x lg copy/ml of patients in Baicalin capsule group and control group [28.1%
(16/56) vs 8.7% (2/23); x* = 3.661, P = 0.056]. There were 50 cases and 19 cases who were
followed up to 12 weeks in Baicalin capsule group and control group, respectively. There
was no significant difference in HBV DNA decline levels of patients between the two groups
[(3.86 = 1.30) Ig IU/ml vs (3.25 + 1.58) Ig IU/ml; ¢ = 1.548, P = 0.126]. The proportion of HBV
pgRNA decreased = 1 x Ig copy/ml of patients in Baicalin capsule group was significantly
higher than that in control group [54.0%(27/50) vs 26.3% (5/19); x° = 4.243, P = 0.039].
Multivariate Logistic regression analysis showed that baseline ALT level (OR = 1.368,
95%CI: 1.073~1.743, P=0.011) and combination therapy with Baicalin capsule (OR = 4.247,
95%CI: 1.090~16.545, P = 0.037) were independent factors affecting HBV pgRNA decline =
1 x 1g copy/ml. Conclusions Preliminary data from this study showed that Baicalin capsule
may further help to decrease HBV pgRNA additionally in CHB patients treated with ETV.
Key words: Hepatitis B, chronic; Baicalin; Entecavir; Pregenomic ribonucleic acid
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FE FXFREA (564]) 2L (234]) st/ Pt
HF#h (xxs, #) 40.85 = 11.57 4552+ 10.63 1=1.665 0.100
F 4 (H]) 42/14 21/2 7 =1.769" 0.184
FFAEAL [6] (%) ] 8 (14.3) 6 (26.1) £ =0.853" 0.355
HBeAgla 4 [#] (%) ] 35 (63.2) 12 (52.2) 7=0721 0.396
HBV DNA (x#s, lgIU/ml) 7.37+1.43 6.75+1.70 1=1.632 0.107
HBV PgRNA (x+s, g /ml) 5.61+1.28 5.04+1.62 t=1.661 0.101
ALT[M (pys, ps5) » x ULN] 2.11 (125, 4.76) 1.92 (0.61, 2.94) T=1767 0.098
LSMAE [M (pys> prs) > kPa] 8.10 (5.55, 17.05) 8.75 (6,90, 17.85) 7=935.0 0.464
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HBV DNA (x=s, lgIU/ml) 4.49 +£1.33 4.05+1.33 t=1.330 0.188
HBVDNATH% (x+s, IglU/ml) 288+ 121 270+ 1.41 t=0.551 0.583
PERNA ( x*s, lg#N/ml) 520+ 1.62 472+ 1.84 t=1.137 0.259
PERNAT & [M (prss pos) > lg# N/ml] 0.24 (022, 1.14) 0.13 (-0.27, 0.28) T=872.0 0.604
PeRNAT &= 1 x g N /ml [#] (%) ] 16 (28.1) 2(8.7) 2 =3.661" 0.056
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HBVDNA (x=s, lgIU/ml) 3.70+1.18 3.27+1.06 t=1.386 0.170
HBVDNA T (x+s, 1gIU/ml) 3.86 = 1.30 3.25+1.58 t=1548 0.126
pgRNA (x+s, Ig# N /ml) 430+ 1.63 424+ 1.74 t=10.140 0.890
PERNAT & [M (pyss prs) > lg#% N/ml] 1.14 (0.09, 2.36) 0.48 (0.28, 1.10) T=572.0 0.212
PERNATFH= 1 x 1g# N /ml [#] (%) ] 27 (54.0) 5(26.3) 7 =4.243 0.039
e XWHALRA ETV IRYT, MEHRBARMAMNSHRENKS ETV IRT.
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HAKLSMAA [M (pys, pys) » kPa] 10.75 (7.25, 17.9) 7.6 (5.55, 14.55) T=1210.5 0.124
AZLHBVDNA (x+s, 1gIU/ml) 7.02+1.44 745+ 1.63 t=1.134 0.261
A ZpgRNA (x+s, Ig#/ml) 577+1.10 533+ 157 t=1325 0.190
ALT [M (pys5» pys) » x ULN] 2.52 (1.28, 5.93) 1.66 (0.97, 2.43) T=1317.5 0.018

7: ULN HIEHE EFR, AF5EH ALT ) ULN 2k 40 U/L
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