BHEZEER 20184 4 A% 15 %% 8% Lab Med Clin, April 2018, Vol. 15, No. 8 « 1095

< ig E DOI:10.3969/j. issn. 1672-9455. 2018. 08. 013

BHZANAEREASHAS HBV EES B EMARTHEABREZAR

A, & A= FL AN kL, E K
(1. HLEZRFTEIEE —ARERARA 432900;2. W5 E R TR CEREBA  432100)

H OE.HA WARRCARAEZASRARSCAFEABREHBVARSAARE T T MELR L,
Fik #®IR2015F 4 AZE2017T F 41 AFFEE-ARBERGZECAEFXEH 216 #8847 8 & 54k .HBV
ARy A Fenf2h R EALEAN, R 216 Bl EH T A Fnhen mE 89 4, 3 A4tz h (ANA) A A
I, AGRBREFHBHARR T S HEZF AL FEL(P>0.05); Em 54 8 EBmALE AR F 54 £ F L%t
FEL(P>0.05): &M B EBAMABR P IHF 2 F A4 FEL(P>0.05), £ aFHRAERETAH
HREFOREEEA —ZHEZ . FRAEARA LA SR KA EEREALIRA TS H AR —F R,

KB RBELRAFEL;, aFitk; EARAI>A; &%

REESES:R75.1 XHERARERD A MEHES1672-9455(2018)08-1095-03

Study on the relationship between autoantibody and HBV genotype and drug
resistance mutation in patients with chronic hepatitis B
CHEN Rengang' ,LU Yan*® ,WEI Sanzhou',SUN Fei',LI Min'
(1. Department o f Clinical Laboratory sthe First People’s Hospital o f Xiaochang County
Xiaogan, Hubei 432900,China ;2. Department of Clinical Laboratory ,
Xiaogan Central Hospital s Xiaogan, Hubei 432100,China)

Abstract : Objective To investigate the correlation between autoantibody and HBV genotype and drug re-
sistance in patients with chronic hepatitis B. Methods A total of 216 cases of chronic hepatitis B in our hospi-
tal from April 2015 to April 2017 were tested for autoantibodies, HBV genotyping and detection of drug-re-
sistant mutation sites. Results In 216 cases, 89 cases were positive for autoantibodies, especially ANA posi-
tive, The distribution of autoantibodies in the two genotypes was not statistically significant different (P >
0. 05). The total drug resistance sites were distributed in two genotypes,and there was no significant differ-
ence between them. The distribution of each locus in the two genotypes was not statistically significant differ-
ent(P>>0. 05). Conclusion Autoantibodies are associated with the progression of chronic hepatitis B patients,
and the distribution of autoantibodies and resistance loci in genotypes should be further studied.
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