- 296 -

FEFFIE IR BE 4B 4 2019 4E55 40 55 3 W] Journal of Qigihar Medical University, 2019, Vol.40, No.3

& x X #t
T SR, 1 B D RE N A A K (R A B SRR K T K
WL T]. P G R 22 24745 ,2001,10( 5) :277-279.
Al-Obaidi MK, Stubbs PJ, Collinson P et al.Elevated homocysteine
levels are associated with increased ischemic myocardial injury in
acute coronary syndromes[ J]. J Am Coll Cardiol,2000,36(4)
1217-1222.
Sjo berg B, Anderstam B, Suliman M, et al. Plasma reduced
homocysteine and other aminothiol concentrations in patients with
CKD[J].Am J Kidney Dis,2006,47(1) :60-71.
Omland T, Samuelsson A, Hartford M, et al. Serum homocysteine

concentration as an indicator of survival in patients with acute

[5]

coronary syndromes| J].Arch Intern Med,2000,160;1834-1840.
Hall RI,Smith MS,Rocker G.The systemic inflammatory response to
cardiopulmonary bypass: pathophysiological, therapeutic, and
pharmacological considerations [ J ]. Anesth Analg, 1997,85(3) .
453-464.

g, RS WA C RN HR A & e e 1L 1058 N B
BRGS0 R [ 1], BE 2 4538, 2008, 14 (23 ) : 3631-

3633.

(W H191.2018-11-21)
(AU 2K

B RUE BB IATF o HOR P18 1k 2 BT 46
Clig 4 s

EZWE FHEE FRERR F etk

(AE] BH

OB LR E MU R B 0 A EIRTT e DU BRI L BURT 2 P A9 I P 2, T3

iR PRI 2014 4F 8—2 2016 4F 8 HARET iIZWUAR MINLTE HBeAg BHTENE LFEE 82 1, BEHL T M8 H K

B (WA, 52 ) AERR A4 (FIELH 30 ) .

WELLH 25 T35 H Fe 52 600 mg, 1 YR/d; %t R4 25T B

B 0.5mg, 1 W/d, SFITEIRIT 12 w24 w 48 w.72 w .96 w I WSS 4L I TE ALT 5% % HBsAg BA%%
K ahZS7A4k HBeAg shZ5 L% I . HBeAg/$T HBe 10 2% f1 HBV-DNA i T4 T BRE R K sh A1k 1%
M, &R WHIEIT)E 75 12 w 24 w 48 w72 w 96 w I} ALT &2 % 3R LA, 4] TCH .25 5 (P>0.05) ; P
ZHIY HBsAg [J15% 3 K45~ I ] s (9728 AL 24 TE ] Wk 2% 57 (P>0.05) 5 £ HBeAg #5450 Jy T, WSS EHAE 72w,
96 w I e U i 25 T BRZH ( P<0.05) s 7E 48 w .72 w .96 w I WAZZZH HBeAg 14T [ B At o T B 2
(P<0.05) ; Mi7E HBV-DNA X TRzl T BR Al 2 )2 £5 B[] 5509 HBV -DNA S48 Ak 75 10, P9 4% L To e
Z5(P>0.05), &t BT IR, WAL X HBeAg FAPEIE P 2 BT 46 i 35 AV RUR B I HBeAg
HER R 1 HBeAg {H FREE AT,

[£&7] HBeAg FAMEIBM: 2 BIAF 4
[ hE 53255 1R575

B RE;

BE+S
[ SCHRFRIFAS JA  DOI:10.3969/.issn.1002-1256.2019.03.013

Comparison of the efficacy of telbivudine and entecavir in the treatment of HBeAg positive chronic

hepatitis B
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the treatment of patients with HBeAg positive chronic hepatitis B ( CHB) . Methods

[ Abstract] Objective

Department of infectious diseases, first affiliated hospital of Anhui Medical

To compare the clinical efficacy of telbivudine (LDT) and entecavir (ETV) in

A total of 82 patients with

HBeAg positive CHB admitted to our hospital from August 2015 to August 2018 were enrolled. According to the
treatment method, they were divided into LDT group (observation group, 52 cases) and ETV group ( control

group, 30 cases ) .Observation group: LDT 600 mg,once per day. Control group: ETV 0.5 mg,once per day.At the
12thw ,24thw,48thw,72thw,and 96thw during the treatment,the serum ALT recurrence rate , HBsAg negative and
dynamic changes,HBeAg dynamic changes, HBeAg/anti—HBe conversion rate, HBV —=DNA below the detection

limit and HBV-DNA dynamic changes were observed.Results

After treatment ,the ALT recurrence rate was not

significantly difference between the two groups at the 12thw,24thw,48thw,72thw,and 96thw during the treatment

(P>0.05) .There was no significant difference between the two groups in the HBsAg negative rate and its change

at the time points( P>0.05).The conversion rate of HBeAg in the observation group was significantly higher than
that of the control group at 72thw and 96thw ( P<0.05).At 48thw,72thw,and 96thw ,the decrease of HBeAg in the
observation group was significantly higher than that of the control group (P<0.05).There was no significant

HEWH P EITFRIES S e H e T, X2 1 T H %28 (8033)
P& BT . 230022 ZRA AL, TR R R R 25 — B R e R e o B

WAEVEH . FHE R, Email ; yhf163.200d@ 163.com



FEFFIE IR BE 24 B 24 2019 4E55 40 %55 3 W Journal of Qigihar Medical University,2019, Vol.40, No.3 + 297 -

difference between the two groups in the HBV-DNA below the detection limit rate and the dynamic changes of

HBV-DNA at each time point ( P>0.05).Conclusions

Compared with the control group,the observation group

has better treatment effect on HBeAg positive CHB patients, higher HBeAg conversion rate and more obvious

HBeAg value decrease.
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