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Influencing factors of partial virological response to entecavir monotherapy of patients with chronic
hepatitis B

LIN Li, LIU Jun-ying, DENG Hui, LIU Feng, CHEN Jun, YANG Li-dan (Department of Infectious
Diseases, Meishan City People's Hospital, Meishan 620010, Sichuan Province, China)

Abstract: Objective To investigate the influencing factors of partial virological response to entecavir
montherapy of patients with chronic hepatitis B (CHB). Methods The newly diagnosed patients with CHB
who received entecavir continuous antiviral therapy for at least one year in Meishan people’s Hospital from
January 2016 to December 2017 were selected as the subjects. Univariate and multivariate Logistic regression
analysis were performed to reveal the independent risk factors associated with partial virological response to
entecavir monotherapy. Results A total of 197 patients with CHB were included in this retrospective study.
Among those patients, 62 cases (31.5%) got complete virological response and 135 cases (68.5%) got partial
virological response. Univariate analysis showed that age (¢ = 2.349, P = 0.020), HBeAg status (° = 12.154,
P < 0.001), serum HBV DNA levels before treatment (¢ = 3.314, P = 0.001) and incorrect ways of drug
administration (y* = 61.167, P < 0.001) were statistically significant between complete virological response
patients and partial virological response patients. Multivariate Logistic regression analysis showed that
HBeAg status, serum HBV DNA levels (OR = 6.147, 95% CI. 6.004~6.212, P = 0.014) and incorrect
ways of drug administration (OR = 37.541, 95% CI: 35.469~40.068, P = 0.002) were independent risk
factors of partial virological response to entecavir monotherapy. Conclusions In real-life settings, HBeAg
status (OR = 2.117, 95% CI: 1.997~2.203, P = 0.022), serum HBV DNA levels and incorrect ways of drug
administration were independent risk factors of partial virological response to entecavir monotherapy for
patients with CHB.
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23 BAFH E ARG % B X Logistic )3 454t
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M R (P < 0.05) , W 2,

®1 197 GIZREFRFRLRTHEEREFNESBNREFNE CHB BFAOFMELTIR

! e s _oBME A P
(x £s, %) 7 (%) (x=*s, kg/m) [#] (%) ] [#] (%) ]
REFEF AL (n=062) 38.55+9.45 41 (66.1) 23.13 % 1.00 23 (37.1) 15 (24.2)
Aoy maEFEEE (n=135) 42531170 77 (57.0) 23.22+0.94 36 (26.7) 39 (28.9)
st 21E t=12.349 i =1.462 t=0.616 7 =2203 7 =0471
Pl 0.020 0.227 0.542 0.138 0.493
5] AR AT AEAL, LR KRk HBeAg[e iéj? ATHBV DNA
[# (%) ] % (%) ] [#] (%) ] [# (%) ] (x=s, IglUml)
T EE (n=62) 13 (21.0) 12 (194) 50 (80.6) 26 (41.9) 6.85+0.57
Ay mAEF EELE (n=135) 27 (20.0) 22 (16.3) 104 (77.0) 92 (68.1) 7.09 £ 0.42
St 218 7 =0.025 £ =0278 7 =0324 1 =12.154 t=3314
P& 0.875 0.598 0.569 < 0.001 0.001
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(x=+s, UL) (x=£s, pmol/L) (x%s, x10°L) (x£s, ng/ml) [# (%) ]
REFEF AL (n=062) 155.81 + 50.49 42.13+6.39 166.00 + 57.96 570 +2.61 10 (16.1)
Aoy AT H A (n=135) 148.70 = 55.38 43.05+27.27 169.62 + 56.94 5.69 +3.92 102 (75.6)
st £=0.860 1=0.262 1=0.412 1=0.018 7 =61.167
PiE 0.391 0.794 0.681 0.985 < 0.001
# 2 135 fjl CHB BELZ BB FFHETEREFZMENEMZEFR Logistic YIS
| OR 95%CI B SE Wald 14 PlE
S 1.023 0.987~1.092 0.017 0.043 0.217 0.613
HBeAg ' 1 2.117 1.997~2.203 1.153 0.279 14.112 0.022
7477 "THBV DNAZK-F 6.147 6.004~6.212 0.291 0.277 0.899 0.014
AR E IR 7 X, 37.541 35.469~40.068 4.349 0.355 94.102 0.002
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