AR E e 31 FH1W 201641 H ] Mod Lab Med, Vol. 31,No. 1,Janua. 2016 41

S S PR LT B AE L LN R 95 15 I ey A BT RS

(P R B = e Ff s b =

J& (systemic lupus erythematosus, SLE) &

I H.EHKE.H M.GEE e Kz 56 Bk B AL

W E.HH THAIWEAABRamRE . % LA £ gm A& (Hepatitis B virus,
HBV# B R, ik WBESH B R S ERK 2010 £ 1 A ~2015 4 3 A 4 866 4] SLE & & (SLE 41) 89 15 /& F#
FOMCSE 1795 44k B & Ak (BB LL) o ik L A P BRI S 9 R WX 3 (ELISAD 69 5 sk 4l 2 9% & & @ 42 R (HBsAg) , THF
S A & @ H Ak (HBsAD) & & A £ (HCV) 34k, £ #7 SLE 415 s+ p840 HBsAg, HBsAb & HCV kX A AT H £ £ 7.
%R SLE %% % HBsAg Mt eg &4 17 #, Fa bk % 1. 96 % , s BB 41 HBsAg Fa b 204 #) , fa bk % 11.4% , B2 q £ F
A% FEL(=67.81,P<C0.000 1), %44 SLE & FalkF 5. 26% A& T 469 13.9%, 2F A HRHFELG
=4.58,P<C0.05), 4 SLE &4 HBsAg [tk & 1. 64 %, 4 A& T x5 B 4169 8. 129 (y° =35. 65, P<C0.0001), £ 21~30,
31~40 #= 41~50 % = A F# B ¥ ,SLE 41 HBsAg Falk B3 TR, £ F3H A A %2 E L (" 28 4 21.86,22. 78
#2 20. 3653 P<C0.0001), SLE &% % HBsAb At F 528 2 F AW B L% FE L (& y" =0.50,P=0.48; F 1.y
=0.12,P=0.73;% . y* =2.00.P=0.16), Hif ARGRLBEREES T RN I ABEE KT EAR.

K RGEMELLTORIE s 505 15

RESES:R593.241;R512. 62 XHAFREM:A XEHS:1671-7414(2016)01-041-03

doi:10. 3969/j. issn. 1671-7414. 2016. 01. 011

210008)

Prevalence of Hepatitis B Virus Infection in Systemic
Lupus Erythematosus Patients

WANG Sen, HUANG Tai-hong, GAO Shuo,CHEN Jun-hao
(Department of Clinical Laboratory Medicine ,the Gulou Hospital ,
Af filiated to Medical College of Nanjing University , Nanjing 210008,China)

Abstract: Objective  To investigate the prevalence of Hepatitis B virus(HBV) infection in systemic lupus erythematosus
(SLE) patients. Methods HBYV and HCV serological tests performed in the Gulou Hospital Affiliated to Medical College of
Nanjing University from January 2010 to March 2015 were retrospectively investigated for analysis HBV and HCV infection
rate. The clinical testing data of 866 SLE inpatients (SLE group) from January 2010 to March 2015 were retrospectively in-
vestigated for analysis HBV and HCV infection rate. The serological tests performed in 1 795 health examination people
(Control group) to estimate the HBV and HCV infection ratein general population using ELISA. Compare the difference of
HBV/HCYV infection rate between SLE group and Control group. Results In the SLE group,17 patients were HBsAg posi-
tive, the positive rate was 1. 96 %. In the control group HBsAg postive 204 patients, the positive rate was 11. 4% , there were
significant differences between these two groups (y3* =67. 81, P<C0. 0001). The HBsAg positive rate was lower in male SLE
patients compared with controls (5.26% VS 13.9% sy’ =4.58,P<C0.05). For the female SLE patients, the HBsAg positive
rate was significantly lower than the control (1.64% VS 8.12% s x* =35.65,P<C0.0001). The HBsAg positive rate was
lower in SLE group compared with control group among different age groups,and the difference was significant in 21~ 30,
31~40 and 41~50 age group (Xz =21.86,22.78,20.363all P<C0.001). There had no statistical difference between SLE
and control group for the HBsAb positive rate(Total, y* =0. 50, P=0. 48; Male, y* =0. 12, P=0. 73;Female, y* =2. 00, P=
0.16). Conclusion The prevalence of HBV infection in SLE patients was lower than general population.
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