FERES 2011 %5 A% 40 5% 13 4 1249

- Fe

PR EREYE HBY BATEHRBERES HBV ERBXRHR

RS R I Rl L S SN I A o
(BAREFERBEER: L HECAH;2. PEELSA;3 A4 B EHMAE, 5 B 541001)

 E:BHWM TH OHELRRERZAFLAREMABVARA S AHE ALK TIEE HBV R EFRR L AKRSE AR A6 X
Fo. Ak W 1206004 HBV B F B A BB EH AL A LA L SR AR (B AR LRERBEIFLAEKRS,
BKhAEA0H GEA LN E AT FPCR&xAEME HBV AR A, 82 BAS6#,CA 24 4 ,B+C AR 64,3k B C A4 H);
3SHSEEREHBAE SH, 28 H 70%.77.5% 675 FARA LA KRS AR A BRI L FRLEH FEXL(P>0.05); LEKRS
H5EABEMAERELTFEL(P>0.05);B% HBV-DNA K5 F CH(P<0.05) . A FRXRFF30F¥ACHBF % FITF 30
S, EFA G FEELP<0.05) ;4L B AW ALT.AST. TBil.HBeAg Fa & £ F R4t 3 & L (P>0.05); % % A B A >
EFRGHFEL(P>0.05, &i€ 7 ®iEL®X HBV AEAABA A £ ,CA Lo, & BHCREA BA K
AT RN AENE HBV R EAR LA RSAARAE S A AR AL ERSEAREMX,

KEWR KA B A A FTRRE LA RERS CEF A RELARR

doi:10.3969/j. issn. 1671-8348. 2011. 13. 001 Xk HRIRAD : A XEHS:1671-8348(2011)13-1249-03

A study on relationship between different immune states of hepatitis B virus chronic
infection and genotypes of hepatitis B virus in northern Guangxi
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Abstract : Objective  To study the hepatitis B virus(HBV) genotypes distribution and to investigate the the relationship between
the different immune states of HBV chronic infection and the genotypes of HBV in northern Guangxi. Methods The patients of
HBYV chronic infection were divided into three groups,immune tolerance,immune clearance and immunodeficiency,40 cases in each
group. Using the real-time PCR to detected HBV genotypes. Results There were genotype B in 86 cases,genotype C in 24 cases,B
+C mixed genotype in 6 cases,nor B nor C genotype in 4 cases. Genotype B was mainly in the three different immune states, at
70%,77.5% and 67.5%. No significant difference was found in genotypes distribution of three different immune states and the re-
lationship between immune states and genotypes(P>>0. 05). The level of HBV-DNA in genotype B was higher than that of geno-
type C(P<C0. 05). Genotype distribution showed no significant difference between different genders(P>>0. 05) , but showed signifi-
cant difference between different ages(P<Z0. 05). The proportion of genotype C in the patients of =30 years old was higher than
that in the patients of <(30 years old(P<C0. 05). The level of ALT, AST,TBil and HBeAg(+) had no significant difference( P<C
0. 05). Conclusion The HBV genotypes distribution in northern Guangxi is major genotype B, partial genotype C,a little B+ C
mixed genotype and little nor B nor C genotype. It is not sure that genotypes distribution is different in three different immune

states and immune states is related with genotypes.
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