582 J Bengbu Med Coll ,May 2019, Vol. 44 ,No. 5

[ XEHES] 1000-2200(2019)05-0582-04 - ERES -

NAs 189718 C RIAT 48 J5 HBsAg 25 Ak B 45 A5 R0 52 i R 2% 40 #r
EHE  EFHE, TELE, R

[FEE] a o  WEANE I Z R 98 (CHB) 5 A 232 A% 11 (BR) 2514 ( NAs) ¥8 97 HBV DNA BI%% 5 I HBsAg 22 it Y 8l
AR, % HBeAg FH:H HBeAg BAMELLRG A HBsAg & & (9 28 aE 17 b4, 5T HBsAg 15 bR I 7% B 0], %615 NAs 25903497
CHB MY FREST &, # ik : L NAs JAJT HBV DNA BIFEHT HBsAg & i WL (A , WEE 6 1~ H 1 4F 3 4F 5 4F 7 4R 1) HBsAg /K
R A, I A HBeAg FHPEZL M2 HBeAg FMEA HBsAg B B Z AR 257, 4 & .109 fil HBeAg FH M A, HBV DNA BH¥%
At & 6 ~H \14F 3 4F 5 4F 7 4F )5 HBsAg “F-¥/KF-43 34 3. 347 3.329 3. 107 3. 169 2. 960 2. 164 log,,TU/mL;116 5] HBeAg
RAMERG A, HBsAg -2 /K 43 1) R 3. 133 3. 193 .2. 970 2. 967 2. 536.2. 083 log,, IU/mL, % NAs i), HBeAg FHER AF0
HBeAg FIM:9% A HBV DNA FI#%)5 6 N 1 4F 3 4 5 4F 7 4F HBsAg /K -2 sh M N IEHEE (P <0.01) . M4 HBsAg E it
R R SAbLA 2R M 0 9 5 72, 35 HBeAg FHPEZE F0 HBeAg BHPEZH Y HBsAg T BRI B 4351 25 4E 1 22 4F, 4 #: NAs
JRYTHY CHB J5 A, BHE L 4ET HBeAg FHMEZH Al HBeAg FAPEZH HBsAg FUTE I 20 4E L) _EAYRTE] R F NAs JAYT CHB T8
BRI,

[ 8] 2R ;HBsAg; NAs; HBV DNA

[FEZESES] R512.62 [ XHEFRERD] A DOI:10. 13898/]. enki. issn. 1000-2200. 2019. 05. 005

Analysis of the characteristics and influencing factors of HBsAg change
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[ Abstract] Objective:To observe the dynamic change of HBsAg serum level in chronic hepatitis B(CHB) patients treated with NAs
for HBVDNA negative conversion, compare the change of HBsAg between HBeAg-positive and HBeAg-negative patients, estimate the
time of HBsAg clearance,and explore the possible course of CHB treated with NAs. Methods: The quantitation of HBsAg in patients
treated with NA HBVDNA negative conversion was set as the baseline value,the dynamic change of HBsAg levels were observed after
6 months,1 year,3 years,5 years and 7 years of HBVDNA negative conversion, and the difference of HBsAg quantification between
HBeAg( + ) group and HBeAg( — ) group was compared. Results: Among 109 HBeAg-positive patients,the mean levels of HBsAg after
6 months,1 year,3 years,5 years and 7 years of HBVDNA negative conversion were 3. 347,3.329,3.107,3. 169,2.960 and 2. 164
log,,IU/mL, respectively. Among 116 HBeAg-negative patients,the mean levels of HBsAg after 6 months,1 year,3 years,5 years and
7 years of HBVDNA negative conversion were 3. 133,3.193,2.970,2. 967,2. 536 and 2. 083 log,, IU/mL, respectively. After NAs
treatment , the HBsAg levels in HBeAg-positive and HBeAg-negative patients showed a decreasing trend of fluctuation at 6 months, 1
year,3 years,5 years and 7 years after HBVDNA negative conversion( P <0.01). According to the linear regression equation fitted by
the quantitative decline trend of HBsAg,the HBsAg clearance time in HBeAg positive group and HBeAg negative group were calculated
to be 25 years and 22 years, respectively. Conclusions: Among the CHB treated with NAs, the clearance time of HBsAg in HBeAg
positive group and HBeAg negative group will take more than 20 years in theory. Therefore , the treatment of CHB with NAs requires a
long course of treatment.
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