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AHF k% W 507 (HBsAg) . Z AL i 3k E 3 ) (HBeAg) | 7 A i %% & I A A% HE 4% B (HBV-DNA) 8y %% [ 15 9L & %
E R, Ak #1110 6] CHB B H ALK TR E 0N F ML (50 6) 5 A4(60 ), FraEZEHELET
HHAE LR T, B A AN A ok kA b Ao B peglFNa-2a, %41 CHB & # 33 423697 8 &, WLl 2 HBsAg,
HBeAg HBV-DNA # 4 [ [ 2L, 3F %t % " % £ CHB A& % HBsAg HBeAg HBV-DNA #; [f| iy B & # 1T 247, &R

BT B BEA 4 B4 iy HBsAg HBeAg HBV-DNA #y %% [ 2 4 ] % 18.3% ,15.0% ,86.7% , 5. 2 & T % #l 4 1
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IAEBEE(P<0.05), 45 peglFNa2a f A& B FHat54F CHB B A A RITWET AR, TEEHE
# HBsAg HBeAg HBV-DNA %% [/ 15 0 ; ALT AKF 3557 AR A2 8% v I JR 36 7 3 2

[X#ER] ZAFX B THRE HREH; B HERLINGEFA

DOI:10.3969/J. issn. 1672-6790. 2020. 01. 020

Effect of polyethylene glycol interferon o-2a on elderly patients with chronic hepatitis B and analysis of influen-
cing factors  Kang Xiao™ ,Yu Li,Wang Lei ,Huo Jiangbo ,Huang Li( * Department of Gastroenterology , Capital Medical
University Daxing Teaching Hospital , Beijing 102600, China)

[ Abstract] Objective To investigate the negative conversion of hepatitis B surface antigen ( HBsAg) , hepatitis
B E antigen (HBeAg) and hepatitis B virus deoxyribonucleic acid (HBV-DNA) in the treatment of elderly chronic hep-
atitis B (CHB) with peginterferon a-2a ( peglFNa-2a) and its influencing factors. Methods 110 elderly patients with
CHB were randomly divided into the conventional group (50 cases) and the combined group (60 cases). All patients
were given comprehensive symptomatic and supportive treatment in conventional internal medicine. peglFNa-2a was add-
ed to the combined group. Two groups of elderly patients with CHB were treated continuously for 8 weeks. The negative
conversions of HBsAg, HBeAg and HBV-DNA were observed,and the risk factors in elderly patients with CHB were ana-
lyzed. Results TAfter treatment ,the negative conversion rates of HBsAg, HBeAg and HBV-DNA in the combined group
were 18.3% ,15. 0% and 86. 7% , respectively, which were significantly higher than those in the conventional group
(4.0% ,0.0% ,54. 0% , P < 0. 05). Multivariate Logistic regression analysis showed that alanine aminotransferase
(ALT) =1.5 ULN before treatment and interferon not used before treatment were independent risk factors for HBsAg
and HBeAg negative conversion in elderly CHB patients (P <0.05). ALT=1.5 ULN before treatment, interferon not
used before treatment and poor compliance of patients with treatment were independent risk factors for HBV-DNA nega-
tive conversion in elderly CHB patients (P <0.05). Conclusion PeglFNa-2a combined with ticavir has a good thera-
peutic effect on elderly patients with CHB, which can significantly improve the negative conversion of HBsAg, HBeAg
and HBV-DNA ;and is worthy of clinical promotion. It is worth noting that both the level of ALT and treatment compli-
ance can affect the clinical treatment effect.
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IR D ekl i 125 (2) HBV-DNA =
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NI E: HBsAg HBeAg \HBV-DNA (%% FH % it , %t
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() R 2R AT 34T

1.3.1  JLREANE KW MALEIY ik A BETE
NG ek A, 40 T S IR AER K f i i r
RBP4 [ 24 A R0 R
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1.4.1 HBV-DNA F&iRG R FH 2R G B EE SO0 i
R Wi 2H 2 4F CHB (8 #7971 J5 1) HBV-DNA 11y
FIBE O, A K #) HBV-DNA RS HBV-DNA #%
FH, HBV-DNA % % (% ) = HBV-DNA %% [ % {4
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L5 it b 3 i SPSS 17. 0 Git-4k 4 i 17
T o TECFERILA n( % ) om0 x* K 36 B[R]
ROt Thar fa ks PR Z ik £l H] 2 B & logistic [1]
H43#1. P <0.05 Rsagitsm L.
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2.1 HBsAg.HBeAg HBV-DNA i BHIEM AT
& B A LR 1 HBsAg . HBeAg . HBV-DNA [fJ#5 5]
EHRERTENA, ZR A% E L (P <
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FR1 PHBEEIRYTG HBsAg HBeAg HBV-DNA [1

EERAMS I L [ (% ) )
2H 51| 1915 HBsAg HBeAg HBV-DNA
WHH 50 2(4.0) 0(0.0) 27(54.0)
Bl 60 11(18.3) 9(15.0) 52(86.7)
¥ i 6.988 7.688 35.714
Py 0. 008 0. 006 <0.001
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2.5 ZHFESH BB @S AR AT logistic
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WIHE (fﬁ) (jifgj?) X e P
SRR ( %) 0.030" 0.850
<70 6(66.7) 58(57.4)

=70 3(33.3) 43(42.6)
PE5 0.032* 0.861
5 5(55.6) 53(52.5)

L8 4(44.4) 48(47.5)
e (4 ) 4.898 0.027
<5 8(88.9) 51(50.5)

=5 1(11.1) 50(49.5)
YRITHT ALT 7K 5.300" 0.021
<1.5 ULN 9(100.0) 55(54.5)
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RIT ) 6.289* 0.010
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TBIT M 0.742* 0.389
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WATFRT ALT /K 7.056  0.008 BTG ALT 7K 6.727  0.009
<1.5 ULN 12(92.3) 52(53.6) <1.5 ULN 52(51.5) 12(38.7)
=>1.5 ULN 1(7.7) 45(46.4) =>1.5 ULN 27(48.5) 19(61.3)
BIT Y 5.376  0.020 BT 25 14.379  <0.01
W25 2(15.4) 48(49.5) W25 27(34.2) 23(74.2)
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RS ENIEA CHB {3 HBsAg ¥R Z N R logistic [01J3734r
L7 %y BUHRE FRfER  Wald' i  PMH OR (95% CI) {8

HBsAg FZ R 1L SRR =5 4 0.405 0.275 2.173 0.140  1.500(0.875 ~2.572)
IBITHT ALT KE=1.5ULN  0.693 0.216  10.345  0.001  2.000(1.311 ~3.051)
KT ZIBST 0.916  0.423 4.690 0.030  2.500(1.091 ~5.729)

HBeAg %% [HARBL =5 4 0.531 0.323 2.698 0.100  1.700(0.903 ~3.202)
IBITHT ALT ZKFE=1.5ULN  0.588 0.184  10.218  0.001  1.800(1.255 ~2.581)
KT EIEST 0.833 0.358 5.409 0.020  2.300(1.140 ~4.641)

HBV-DNA #FLRAL g =5 4F 0.470 0.250 3.534 0.060  1.600(0.980 ~2.612)
JBITHT ALT ZKE=1.5ULN  0.742  0.205  13.089 <0.001  2.100(1.405 ~3.139)
KA T ZIEST 1.065 0.459 5.373 0.020  2.900(1.179 ~7.135)
TBITR I 2 1.253 0.539 5.411 0.020  3.500(1.218 ~10.058)
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3 g
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