e 2582 - B EY¥5IEK 2016 £ 9 A% 13 %% 18 # Lab Med Clin,September 2016, Vol. 13,No. 18

o E-
EMXZEFRXFESEARES BN P KMARETRNXSH

Eﬁﬁélajd"}%zs—%& %19 fj-él'g;ij/\
(1. LESFEHRBARERARI, HTIE 44200052, i 4o e TRITER S A A 442700,
3.# bl T K AERABA 442000)

 Z:BM R TERARZAFXBREMHABVARR S A PRABGREIEXAAFGMAN, FiE HFEZREAT
BTG 224 BIR T AR K EH AANKB LRI EF ik AR A P 09 HBY DNA, A A ABI 3730 A 3 4 4 #7 AUk DNA i 47
Ko i8iE SeqMan 4 £ 36 5 5] st 54 HBV DNAW A R A A P RAH R EWE L, EFFR #d HBV AR A% B A 136
Bl 5 60.7T1% ;8 CRH 624, & 27.68%, —FW#HHEHEF DA BFCHRE RS H, £FA %5 &L (P<0.05), 78 4l B
FBAABERE AP BEAEASTERAR T ARG F A HF 554 18.38%5 9.56%.5 CARAS T Hayazhf
16.13% %5 9.68% 48, ZF ¥ R4t FEL(P>0.05), BABEA & H M204V . M2041 &4 25 £ L 69 £ £ F 5 #] 4 38.60% .
17.54% C ABE B EH M5 A A 28.57%5 38.10% A AR B ELZ R EZFALATFELP>0.05, BCRHARNETE &4
] YMDD % % (M204V M204D & 3 YMDD % % At Bl bdk , £ ¥ L+ F EXL(P>0.05), BARARACARAE S A5
M204V B M204]l AP R HH EEAE, &if +TERX HBVHABEA 222 BA A C A, L 44 HBV & 2% £ % 0 A M2041
Foe M204V £, B RGBT EHBARNSBEALMGRERALSRZAESHRTRE TR LGET.
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Distribution of hepatitis B virus genotypes and drug resistance mutations in P region in a certain area
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Abstract : Objective To study the distribution of hepatitis B virus genotypes in Shiyan City and analyse the correlation between
it and the pattern of drug resistance mutation in P district. Methods Totally 224 patients with chronic hepatitis B were enrolled in
the study,after the HBV DNA samples were extracted,nucleotide sequencing was carried out by using ABI 3730 genetic analyzer,
the sequence alignment was done by using SeqMan software. The HBV genotype and drug resistance mutation at P region of HBV
DNA were analyzed. Results Genotype B was detected in 136 cases accounting for 60. 71% ; genotype C was detected in 62 cases
accounting for 27. 68%. The proportion of the two were higher than those of D type, B+ C type and non-classification cases, the
difference was statistically significant(P<C0. 05). Totally 78 cases were confirmed to have drug resistance mutation. The drug re-
sistance rate of genotype B to lamivudine and adefovir were 18. 38% and 9. 56 % respectively, while those of genotype C were
16.13% and 9. 68% respectively. The difference between the two genotypes was not statistically significant(P>>0. 05). There was
no significant difference among the proportion of B mutations(M204V,M2041) and non YMDD mutation in patients(P>>0.05). B
and C genotypes were positively correlated with M204V and M2041 mutations. Conclusion The genotypes of HBV in Shiyan city
were mainly B and C and the types of drug resistance mutations were mainly M204V and M2041. The therapies should be chosen ac-
cording to the genotype and drug resistance mutation.
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411 DNA/RNA 48 I ) &% 28 4 1 bR 4 i1y HBV DNA
PEATARIERAE . X T HBV P 3k BAH 56 A% 1 25 00 4 1 1 J 48
XSt 58 A A 0N . B S A ¥ 51 5'-ATG TTT CCC
TCT TGT TGC TG-3' Lk & 5'-CCA ACT TCC AAT TAC
ATA TCC C-3', ¥ # %F:95 °C 150 ;95 °C 30 5,56 °C 30 s,
72 °C 30 s,3£ 35 AMfEH ;72 °C 10 min, Xf PCR p=4 %+t
VI AL 22 S5 #E AT )Y . X T HBV 36 A 4 5 00 4 T,
37 ™ 8 R ) R B AT AL R AR o AR AR 4
W F 2L BEHEAT . R ABI 3730 38 45 43 BT AN X A% 1 R 34647
JF 3 3 SeqMan A4 31E4T 17 3 b % A R A6 X0 & 2B Y T
2GR E DL
1.3 WEHE s 40T HBV (3 H BRI 25 5 00, P X B A &
AT 25 28 A5 (5 0 . HBV YMDD [ % 75 24 50 0 32 R 580 2 [A] 11
S B LA ] 5 R B A5 P DR 2 2 A X A R S
1.4 Sl 2 4b 3 5@ ik SPSS20. 0 G il #1447 4l 4 b7
TFBCR R HLECR A o 38 AH 56 M ] Pearson 4 2¢ 4347
P<<0.05 BZEFARITHE L.
2 % S
2.1 HBV {5 B 8RR 251 00 20 B 224 B B 35 . HBV
FLE Ry BEIE 5 60, 71%(136/224),C Bl 5 27, 68% (62/
220) HH TS BT DR B+C R R R MG, 7Y
B Gt eE T L (P<<0.05) , BRI B o & LR TR 25 58 38 1 5
37.50%(51/136), 5 C R B #H h R AETH 4 R A HFNH 4 1
43.55 0 LR, 2 G2 R X (5 = 0. 653; P=10.419), I,
*1.

*x1 25 HBV EREMATMEZEMARTMIER
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HE R 7Y n L) A ACZD)
n G %

B # 136 60,71+ 4% 51 37.50
(o1 62 27,68 A% 27 43.55
D 7 4 1.79 0 —
B+C # 4 1.79 0 —
i 18 8. 04 0 -
it 224 100. 00 78 81.05

W5 DAEAE . P<<0.05;5 B+C #AH L. 2 P<<0.05; 5k4
EIFH , # P<<0. 055 — F 75 %500 76 5038 .

2.2 P XI5k I 45 R o0 BR 18 Bl R 2 B 4h, Ry
206 i) HBV He 8 7 B 8 (9 & 2 3647 HBV DNA P X /9 7,
Horp 78 6 BT 252848 . B 5L KB AR 5 S ROk R %2 DA K R
AR BT 25 R4 5k 18.38% 5 9.56 % , &5 C At F —
FHHIM 255 (16, 13% M1 9. 68%0) . ZF M LR %8 X
(3" =0.149,P=0.700;%"=0.001,0.979), W3 2,

*2 PRMARTHRMERSHLa(%)]

e B CH
T 25875 79(58.09) 41(66.13)
PR RE MY 25(18. 38) 10(16. 13)
P P~ i 24 13(9. 56) 6(9. 68)
B RE 2 9(6. 62) 0(0. 00)
BARFimzy 6(4 41) 0(0. 00)

PR R S BT AR 114 58 SLIT 24 4(2.94) 5(8.06)

2.3 P XWZGRARK AR LSRN BRKEB K CHR
TR P X 25 28 A8 ML 20 DL M204V ke M204T Jy 3, B LA A
M204V . M204T T 25 9 45 1) e H= 2843 5k 38. 60% ,17.54% ,C
B R RS R AR 1Y kAR B4y ) R 28. 5700 45 38.10%,2 Fp
FERA L, 2 R LG E X (P>0.05), W%k 3,

%3 PRXMARTHERXMNEMERDHIn(2)]

RALREX BH(n=>57)  CH(n=21) e P

A181T 3(5.26) 1(4.76) 0.008  0.929
A181V 1(1.75) 0¢0.00) 0.373  0.541
M204V 22(38.60) 6(28.57)  0.670  0.413
M2041 10(17. 54) 8(38.10)  3.651 0.056
N236T 2(3.51) 2(9.52) 1141 0.285
L180M 9(15.79) 1(4.76) 1.670  0.196
M250V 3(5.26) 1(4.76) 0.008  0.929
M250R 0€0. 00) 0€0.00) - -

M2071 1(1.75) 0(0.00) 0.373  0.541
V173M 1(1.75) 0€0. 00) 0.373  0.541
V173L 3(5.26) 1(4.76) 0.008  0.929
L80I 0€0.00) 0€0.00) - -

L8oV 1(1.75) 0(0.00) 0.373  0.541
S2021 1(1.75) 1(4.76) 0.556  0.456
V84M 0€0.00) 0€0.00) - -
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2.4 HBV YMDD 48 fist B > Ml fy % &  HBV DNA B
HIAN C BB 2 a4k YMDD %748\ YMDD %€ 45 fy 1 f 2 51 T
o EL B H R . 2 R B TS T L (P>0.05), I3 4,
x4 HBV YMDD R LB FEFRE Z HH
EazHHla(%)]

YMDD ) % 4%

HENB 4 YMDD %42

M204V M2041
B # 57 25(43. 86) 22(38.60) 10(17. 54)
C 21 7(33.33) 6(28.57) 8(38.10)
e 0.703 0.670 3.651
P 0.402 0.413 0.056

2.5 AFEEEBY P XA B EE R
C JEFE #4335 M204V & M204T #4 52 F A6, 3 5,
*5 FAEEEESPRERMHARTHEKXMEEN

B Cml
AR
r P r P
M204V 0.726 <C0. 05 0.683 <C0. 05
M2041 0. 804 <0. 05 0.711 <20. 05
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IR B BN O9F Bl 7 HBYV B A Z W, &0 i A
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JI N HBV, B 18 M 2 B 5 3 80 @y 1% 2 000 7,
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i1 F HBV J& F DNA %5 7 , #F 17 & i i 5 H3 B0 35 B2 e % 1
FEBLE R FE T RIT S NS, TR T &R
P2, HBV e N 1 32 56 3 51 2 I 4 58 4 e PR RE IR A J
BWITFENEITRBETY , BENEE. KERAMTEHL S
F3 HBV KL 255878 % mili RIGIT . A8 & B & 1R 9T
b AR e, PR AR RN L 5 OR B R BB A HBV L R AU 40 A0 R
R 2 75 & A 1 2 28 78 L 3 T AT T R I PR IR YT O &

HBV nf 4% 8 DNA 22 555 % A~ H 3t 8 4~ 287, 38 [
HBV R EZ HANA & A.B.C.D 4 fp, FE R BRI K C
B, ik R oI £ C B m o EE N B AN,
R ZEH HBY S0 5 a5 DL BT 25 4 1 fOs A 8 45 30 A i R
[l 4 B R Y B ME 2T 4 A6 A B FF 98 B9 B4R IR C
BB K. TR WS L 45 28 1005 2 2 0 2l 0 6 K %
B, C RYAT NG BRI B R R 45 5 B HbeAg UMV 5640, B
RITE G BT C XA B R AR, i C BB & A 28 A8 X 38 ) 2
TERZ L A BT 7 B9 AR T R R A R A A R

AWF5EH , HBV JER Rl B RUA C B35 BT 5 B3 & T
DB B+C M K K4 M 5 B IR IS C 3 BB 5 L B
b= S AU W HBYV SEFE A 2 PL B.C By 3. 5 H 4
Yukimasa 255 B4R 8 45 50— 8. B & R ok e A
Kbl wy CHEHFMEF R, ZRAWE, X
PR B SE DA DL K C FE PR 7R 3 ) il 5 K I s e 4 AR S it
255, B.C SR 2 a] M204V Hl M2041 fiif 25 5 78 1
RAERIE, ZRH AL, W H YMDD %48 (M204V Al
M204D Fidl YMDD 28 25 & B7 o5 B H B, 22 Rt R &,
YMDD 28725 j& HBV R4 >k 5 72 Wit 25 f5c b & W — 2 ifif 25 58
A, B 24 3 A A YMDD fE B A B C X (I
rtM2041 80 rtM204V) , P30 1 3 & R AT 45 5 AR s A
R, MMM R, BERME CEEMANHE
M204V J& M2041 # R IEHI3, 4R7 L M204V J& M2041 g &
PR 245 5 A8 70 B e IR R DA B C e TR 20 o LU 4 v L e
DY B HGE — B, R T AR O KB M204V K
M204T 45437 45, 1) 28 48 32 B2 45 7 K I 5 MR B 5K 45 24 0 1o it
ZIfEFIA 6. HBV [ 36 4584 S FORBUR 8 DNA R 4 7]
DA A% i E AR BT HBY 28 (1 T 28 R L i 1 4 2 BE S iR
B X AR OR fE 6 #E R EAT RS, PRk, B4R HBV 2
DNA AU 55 B2 2000 75 & il A 2 7 B DNA-DNA fy #8 = #
700 . 55 5 45 Bl A 2 ) 41 2L DNA-RNA-DNA #5552 i &
il £ RNA S sl 4 DNA W8], [ 1208 8 1Y 5 53 i
ANEA TR B ENLE] 3 HBV & B 5 908 1 R 45 e
WL . HATEHE AT HBV R Y iRy,
ol g %t HBV B4 i o Sz % syt i X 38 0 3 2 30 A7 40 ) DA 5k
FUPH BT RNA R 5577 4 9% 5 DNA H 9, 3 1fi 40 ] HBV &
W, R YA )T HBV i FE K, 6 ok, 1 4
WHEIE S HBV %5 5 th BT 2428 25 . HBV DNA gl 45 B 4
KFFH X AR 405009 S.C.P AT X X, Hth P X R KX, KAl
PRSI ALY 7504, 73T 6 DNA 2 R Ef 47 40 65 . 40
W5 kA 2580 L Ik TR HBY SR 43 T D) 5 725 1
BLXHIRIT T R E B AR E iR R E L.

ZE LA, TR X HBV (36 R A = %8 & B A ) C #Y,
%A HBV it 25 28 25 L M2041 F1 M204V K . 16 I BE 14 7
st 17 4 FE 3 R 4 T ARG T 25 9 AR 1 00 A B R 25 40
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