E AR I E ¥ 4% 2015 48 7 A % 36 %% 13 # Int ] Lab Med.July 2015, Vol. 36,No. 13 1905 -

ik &
CERRERSERMAMLRRENXEZTRR
B AR E AR I AL, 7 AMEN 514031)
M OE:BH RASSEARLE AN KREMHB AR B AL REZ Lo ta kb, FE vk 358 41k A AT

K (CHB) & A #F 5 xF &, % A R A sk BB (PCR)-B by & J 3 ik Ab Ml A 2545 & R A B 5 &L, 4k & 4 & 3F HBV DNA #.%.
AABRALAHBHALD KF QNA AN L RHE e R (HBeAg) A S8 HF (BOEMB AL EERATH. &8
A AR R kA, HBV AR A B A (267 #) % £, kA C AL #).D AR (10 #) . 4k A 43 (B) £ M4 6
Sl EF TP RAFAR 26004  KAAHW AT H B RAFAARE, wHia E R L 204 & 180/204 2 & REAH £, WHEX
L& H WA F ik HBV DNA &2 o5& & B A ALT K-F & HBeAg &9 240 X4 (P>>0.05); A 25 6 WA K, & 25 % % £
MK (P<<0.05);180 12 5 R E L 204 L & R EA — AR M (P<0.05), &if PCR-RA&ELXHEATHZLMN HBV L 7 A
BREALE T H LGS ERA LG,
KPR AR K, REBERE-F &SR
DOI:10. 3969/j. issn. 1673-4130. 2015, 13. 043

wif 2h 45 B R &

HERFRIRED A XEHS:1673-4130(2015)13-1905-03

Study on relationship between hepatitis B virus genotypes and drug resistance mutation
Zheng Zhiyuan
(Department of Clinical Laboratory s Meizhou City People’s Hospital ,Meizhou,Guangdong 514031,China)

Abstract: Objective To explore correlations between hepatitis B virus (HBV) genotyping.,other clinical information and drug
resistance mutations. Methods 358 cases of patients with chronic hepatitis B (CHB) were selected as subjects,and the resistance
loci and genotypes were detected by using the polymerase chain reaction(PCR)-reverse dot blot technique. Clinical data,such as ser-
um HBV DNA loads, serum levels of alanine aminotransferase (ALT) and hepatitis B virus e antigen (HBeAg) , gender, age and
length of nucleoside analogues use were collected. Results  All samples were successfully amplified positive band. Type B(267 ca-
ses) was the main HBV genotype, followed by type C(81 cases)and type D(10 cases). In the 311 cases of patients taking nucleoside
analogues,269 cases were completely wild type. No drug resistance mutation was found in 47 cases of patients not taking medicine.
The drug resistance mutations mainly occured in 204 and 180/204 site. There was no significant correlation between resistance mu-
tations and gender,age,serum HBV DNA loads, genotype,serum levels of ALT and HBeAg(P>>0. 05). While the medication time
was longer, the incidence of resistant mutants was greater( P<Z0. 05). The 180 mutation had a certain correlation with 204 site mu-
tation(P<C0. 05). Conclusion PCR-reverse dot blot technology can effectively detect the HBV genotype and mutations, which could
effectively guide the clinical medication.
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