T, £ 4 Iﬂ 3% 20224E 1 420 A 4531 %55 2
Pharmacy Arficles China Pharmaceuticals Vol. 31, No. 2, January 20,2022

doi:10.3969 / j.issn.1006 — 4931.2022.02.014

LTHERFNCENRmENEInKEXERSH
R AT SV AT

CHf 4 AN 7 73R & B 25 70 B, T AL 310023)
WE:BH T AEER T E D8 %S S Zokek B (TDF)# A % 4 (HBV) B 409/ X W& ik KA 2017 4 £ 2019 4
X423k RHB TDF K 300 mg/ d 4t HBV & 77 69124 Z A A £ (CHB) B F 093] (F# BT WA AL e WA
(HBeAg) . TRV ¥ & @ 4/ (HBsAg) \HBV DNA | 7 28R A 4545 Bl (ALT) /K -F ] 24k P o 26 3R 50 I R T4+ . 42 HBeAg K -F 44
M ( < 11U/ mL) A&KR-F4(1~ <5010/ mL) ., ¥ K-F£2(50~ 1000 IU / mL)rﬂ]i-T‘éﬂ( > 1000 1U / mL) , Y5 R ) 48 % % o 3
g Rt AE R 255 29 12 h) Sh iR, H R 2508 £ 5 HBV DNA A AR B 8] 69 % % 5 R Pearson #3533 v B & 224748 K 1 4
M EER 87 4 B AR M AR A 25 3R E A (125.29 + 35.06)ng / mL; HBV DNA & 10°TU / mL % £ < 30 TU / mL A7 % B 18] 4 (8. 71 +
6.95) A ;HBV DNA 6 A A kAR Ak P ZRFARHEERZF ZF(P<0.05), 25K E A 100~ 150 ng / mlL b &L0 10 A /2 % 2
F(P=0.001); R F) fn 253 E %4 HBV DNA 6 N A EAREAEZH 2 F(P<0.001), £R A0 258 > 150 ng / mL 89 £,
HBV DNA 6 /> A £ 47 % K F 95%. Pearson #8 % P 547 2.7 , HBV DNA kA7 8 18] ( A £0) 55 XA 25 7R & 2 61 48 % (P < 0.001) , T
5 #¢44 HBeAg HBsAg (Ig) R-F & £ 47 ZEARK (P <0.001), 5 N2 % F 69 MR SF# 4745 HBV DNA f= ALT jty“‘:(P >0.05),
51t TDF 4t HBV & 2 (HBV DNA sk AR B 8] ) & & & K48 o 25 3R JE Ao A 45 HBeAg 5 HBsAg K-F 93 vm , o 25 30 A &, X AR BT
R A% 4E ; A6 HBeAg & HBsAg KP4 ,uﬁmaﬁnﬂ MK,
XKER . T LA kB AT K R AR K e FR SR X Jm A AR RS
1 E 5325 : RI69;RI78.7 XERFREED : A XEHS 1006 — 4931(2022)02 - 0054 - 03
Clinical Related Factors of Anti — HBV Virological Response of Tenofovir
LI Songlong ,RU Renping , WANG Qi ,XU Haisheng,YU Lixia
(Department of Pharmacy,Xixi Hospital of Hangzhou,Hangzhou,Zhejiang ,China 310023)
Abstract: Objective To investigate the related factors of anti — HBV virological response of Tenofovir Disoproxil Fumarate (TDF)
Tablets in the real world. Methods The clinical data such as gender, age, initial levels of treatment indicators (levels of HBeAg,
HBsAg, HBV DNA, ALT) and blood drug concentration of patients with chronic hepatitis B (CHB) treated with 300 mg/ d of
original patented TDF Tablets for anti — HBV treatment in a hospital from 2017 to 2019 were collected and divided into the
negative group (< 1 IU/mL),low — level group (1 — < 50 IU/mL),medium — level group (50 — 1 000 IU/mL) and high — level
group (> 1 000 IU/ mL) according to the HBeAg levels. The blood drug concentration of metabolic phase (about 12 h after
administration) in serum of patients in different groups was monitored to investigate the relationship between the blood drug
concentration and the time of HBV DNA reaching the standard. Pearson test was used to analyze the correlation of influencing
factors. Results The blood drug concentration of metabolic phase in 87 patients was (125.29 + 35.06) ng/mL. The time required
for HBV DNA to decrease from 10° TU/mL to < 30 TU/mL was (8.71 +6.95) months. There were significant differences in the
percentage of HBV DNA reaching the standard within six months among the low — ,medium — and high — level groups (P < 0.05),
while there were significant differences among the three groups when the blood drug concentration was in the range of 100 - 150 ng/mlL
(P =0.001). There were significant differences in the percentage of HBV DNA reaching the standard within six months among
patients with different blood drug concentrations (P < 0.001),and the percentage of HBV DNA reaching the standard within six
months was more than 95% in the patients with blood drug concentration of metabolic phase > 150 ng / mL. Pearson correlation

analysis showed that the time (months) of HBV DNA reaching the standard was negatively correlated with the blood drug
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concentration of the metabolic phase (P < 0.001),but positively correlated with the initial HBeAg and HBsAg (lg) levels and the

patient grouping (P < 0.001),and had no correlation with the gender, age, initial HBV DNA and ALT of the included patients
(P > 0.05). Conclusion The anti — HBV virological response (the time of HBV DNA reaching the target) of TDF Tablets is
affected by the blood drug concentration of metabolic phase and the initial HBeAg and HBsAg levels. The higher the blood drug

concentration, the shorter the time to reach the standard. The higher the initial HBeAg and HBsAg levels, the longer the time to

reach the standard.
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Tab.1 Comparison of the patients’ general data in each group (X=s)

28 3] AT 4, 0) FR(X+s, %)
PP (n = 15) 10/5 42.9+11.3
AR T 48 (n = 19) 11/8 40.3+11.1
PR (n=23) 1776 36.4+10.3
KP4 (n=30) 21/9 32.8+8.4
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Tab.2 Comparison of HBsAg level, HBeAg level,blood drug con-
centration of metabolic phase and the months of HBV DNA

X HBV DNA

reaching standard in each group (X =s,n=87)

i Rika ikt Sl Akt
HBsAg(lg) 3374070 337:0.83  3.81£0.63 4434036
HBeAg(le) S0.450.15  0.84£0.00  248:0.42  3.12:0.07
KiadfEg/nl)  153.04227.78 1333044158 114242835 115.4730.72
HBY DNAZ 451 () 3.0761.59 4856246 9.61£6.10  13.23:7.92

®3 AEMZKET HBV DNA 64> Aikir{ER L% (n = 87)
Tab.3 Comparison of the percentage of HBV DNA reaching the
standard within six months in patients with different blood drug

concentrations(n = 87)

HBY DNA sk A3 (64 A AR 4 4 | Bl &)

AR mEa KARRA PRFE AKRA R P
<100 ng/ mL 0/0 1/4 1/6 179 1579 0.825
100~ 150 ng / mL 8/8 6/7 6/13 3116 5221 0.001
> 150 ng /mL 111 §/8 414 415 95.83  0.284
Pl 1000 0.012 0.040  0.014 0.000
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Tab.4 Comparison of the cases of patients with different initial

HBYV DNA levels decreasing to 10° IU/mL within two months
(n=57)

HBV DNA & A3 L GA ARSI 3¢ | Bl 40)

R E(%) P
1002 10°4% 1074 10°%
<100 ng/ mL 0/2 2/2 2/3 3/5 58.33  0.266
100~ 150 ng / mL 3/3 511 5/6 7114 66.67 0.268
> 150 ng/ mL 515 1/1 4/4 515 100.00  1.000
PIE 0.011  0.617  0.506  0.151 0.024
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Tab.5  Correlation between the months of HBV DNA reaching

standard and influencing factors of patients (n =87)

, P
e EE r1i o ey
20 51 0.559 0. 000 0. 000
HBsAg(lg) 0.415 0. 000 0. 000
HBeAg(lg) 0.551 0. 000 0. 000
HBV DNA (Ig) 0.072 0. 255 0.509
AR AR £ 25 K B -0.518 0. 000 0. 000
ALT -0.108 0. 160 0.319
DER ) 0. 168 0. 060 0. 120
i -0.167 0. 061 0.121
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