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[WE] BHH THFBITILE(2~6 %) REM BT (OBI) f§ HBV S BER Z M A8 I I, B 45
OBl kL kRS ik RABBEMEE 7 R85 5 K 5T 4 Frgh)J LR, %7 R #8150 L3R ELISA #E47
HBsAg, anti-HBs , HBeAg , anti-HBe F1 anti-HBc 5 WG | XF 259 5] HBsAg B4 A% ML7& FH Promega 2 7] 4 7= A9 57 & UEAT
HBV-DNA /=¥ #2H 32 ] PCR 55935 HBV-DNA S FE[5 Fr B, %4 38 R 0 8 F0 30170 5 5 SR B 3 st G 2 54 MEGA
5.0 XS P AN EA T BRSO R /T, ER 259 (At LB MAE S &2 0 21 4> HBV DNA BEHEARAS , 2P sy,
o1 R TAEAE S SR AR A A K B BAR A JE R R Ay 20 BIREAR BRI C BRI, i BN adrq+ WAL, S 2
IR FE 91 B0 R 1 4 L R s 20 ) & A T110L, 8123 T, T124S, T1261, TI31N, F134Y F1 P142H %8745, 454¢  HBsAg B2 4= 1 7k
HAETE— B 1Y HBY FaBE PRI S BRI A AR 972 T AR FE VLY HBV SR UL DA S R AR R e
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Amino acid variation of HBV strain among preschool children/ WANG Xiaocun™, YANG Yan, YANG Mei, WANG Lijie, WU
Jun. ™ The Sixth Affiliated Hospital of Xinjiang Medical University, Urumchi(830011), China.

[ Abstract ]
titis B virus infection. Methods
HBsAb, HBeAg, HBeAb and HBcAb. HBV-DNA product was extracted with Promega kit, 259 cases of HBsAg negative serum,
PCR amplification of HBV-DNA S gene fragment, on the discovery of the copies of the target band sequencing. Molecular genetic for

Objective To investigate the variation of S gene amino acids among e preschool children infecting occult hepa-

Four kindergardens were chosen by cluster sampling method. ELISA was used to detect HBsAg,

amino acid sequence was analyzed by MEGAS5.0 software. Results A total of 259 samples were successfully sequenced. One case
due to the presence of amion acid insertion and led to a frame shift mutation, so did not detect the gene type. The other 20 samples
were C genotype, serotype were adrq+ sub-type. S gene sequence translated into amino acids respectively 11101, S123T, T124S,
T1261, T131N, F134Y and P142H mutations. Conclusion The HBV infection has been observed among preschool children with
negative HBsAg, and there are S gene mutations in amino acid.

[Key words] Hepatitis B; Antigenic variation; Amino acids; Child, preschool

IR M TE (HBV ) S e i LB N iz

(E€TE] BB/ BIE X A RFH7 R 4 - P8 2 1A 58 4 B Bl 10
H (2014211€009)

(EBEA] ERr(188- ) & BTHA fERERL , £ 1 i
K2 TR O

[BWEE] %%, E-mail:wuj1997@ sohu.com,

DOI: 10.16835/j.¢nki.1000-9817.2016.08.036

OYAR S 5% TR A A BRE () R, R4 HBV YL 5
A7 B I ACREIR , ML3E TPt —HBs FHE% FI HBsAg FA %%
Pl A & HBV S @ g R, rJUAERF R R0, A
B4 HBV R YL BRI P HBsAg 2 B0 A BAME,
{EZAE T I 20 21 a8 1fi 37 v 475 8K BE A I 3] HBV-DNA,
XIS BB A BB P Y HBV B (i A% OBI) 172,
Bt L FFRETE SN S e BT (R 2R AR i, AR AT I A TR )
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HBV Ji L2 5t g i ka3 . A OCAF Y R W] s TR
JIAT LB HBV “a” HUlr e A% 11 iR 19 42 55, OF i
— 5 BT AT 1 T Hp 2 B0 1 1 M 2 R % 5 75 R
Pl Ok T R, AR R Ak A BRI
R EREIRIT JG HBsAg A B A9 A BES AT A ) HBV
DNA, Hat—2 % J& g B8 Ak ok i > R BR AR5
SRS HTATEBRE M HBV (1B J5 2 2L )7 5138 78 5
WE, Wik, &M T 21 6 3 B b B % 1 HBV
DNA FHPE2E AT )L 1) HBV S JE R & L/ F 41, 3
W R HEE T,

1 X&575%

1.1 *F% 2014 4 8—9 H , REUE B AL 1 7 vk 1k
BB RS 4 Frgl LI A e 22 A AR D B S0 42 AR %
H2~6%, REXGEKIL 3 mL Jf#E4T HBsAg, an-
ti-HBs, HBeAg , anti-HBe il anti-HBc 5 T4l ¥ HB-
sAg TEPRIITE Y 259 BIREAANE A IRIFFNT G2, H
B SR Mg Y 45 2 6y, I CE #E - 80 C vKAE i
TR FE

1.2 7

1.2.1 e Al — ) I T PR R IR e 28 TR BT X 6
(ELISA) , 55— L35 FA AL 2 &6 5 it (Elecsys, % G
NA]) %34T HBsAg, anti-HBs , HBeAg, anti-HBe I an-
ti-HBe R, 35 S FAL st A R AW H AN T,
1.2.2 23 HBV DNA #4342 i Promega Wizard 4 7=
FYEPIZH DNA 24k a5 & 42 B DNA | BAR4 R ik
FlE UL PR T, 249 HBV DNA % F 150 wL DNA &
fEm

1.2.3 314 M GenBank HULEEARIRIAY HBV JE[H v
G AE S BEE I PRSF B 43 3T 1 XFAh g [ Fn M 5
Y, 5190t Ll THARRS A RA R A, S8
5’ = CCTGCTGGTGGCTCCAGTTC -3, 3" — ATAC-
CCAAAGACAAAAGAAAA-5" ; INGIHIH 5 -GCGGGG
TTTTTCTTGTTGAC-3", 3’ ~GGGACTCAAGATGTTG-
TACAG-5",

1.24 ARy ¥ H1RRMIEKRHIGI LT
PCR ¥, 244,95 C B 5 min, 94 CAE1E 10 5,56
CiB 2k 30 s,72 °CZEfH 30 s,30 MGG 72 °C FRLE{H
10 min, %5 2 #RMWAR R 1 58 RN, N
51¥)3E4T PCR ¥ 1 , 280,95 C WAL 5 min, 94 C A8
P10 5,56 CiE 2k 30 s,72 C#EAH 30 s,25 DMEH G
72 C MR 10 min, §7 3G9 H WKl 544 bp,
FEH P Et A9 PCR Master Mix F Thermo 23 &) 4277
1.2.5 FBFlME o4  PCR Y=Y FilgEKR
FERAEY) TR BRA R HEAT R0, K 0045 1 7
HI S UYCEE B 7 0 BEAT EE X A M, AR A B A Y R Y

SRR 2 (INSDC) 2 & 1 A& HBV LA ¥4,
1E3E E E R AW HE AT B H0 (NCBI) k% #% 5 H
BLAST X500 HBV JEH 5 AT 2

2 H#R

2.1 OBI F# A7 )L & o i P THF % 25 F &3 B A2
R TERBIGE T PCR =Y HLIKIIAS 5] 21 4y H 1945
AT A, e AR 5 21 4y OBI JER YL JLH )7
%51, ¥i-HBs, HBeAg, $ii-HBc BH M 3R 43 5] & 23.81%
(5/21),4.76% (1/21) ,4.76% (1/21) ., HBsAg, ¥i-
HBe FH¥EZYH 0,

2.2 HBV-DNA ¥ X PCR /= 4 2 5% 5 ¥ 5% i ¥ ok 68
R HINAAKE N 544 bp, K1 A HB BB
A 3 A HE AT, KEEHFE 500~700 bp Z [,

BMOI0OF1 532513594 15

M A Maker 85 , A SHARANT 5,
B 1 HBV-DNA #3 PCR =4Ik E

2.3 ABA 5 MEGA 5.0 HA/FH 1 Clustal W
TR ny S He P 41 5 W8 B 0w e 51 i 1T
—— X}, F Maximum Likelihood 5 A ZEEALHY | 7
H [ = 96% AT IH Sy [a] — B PR AY A il i /9 21
PRI P91 5 HBV L BRI AT 20T J5 0 C
SEPRY, I 2 1Y SR S BE S B HEAER T IR
L AS TR RR A A B 0 AR AL

&
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2.4 BABREESH  H MEGA 5.0 FAH ) Clustal
W T 5 8] 9 523 bp (n1224-766) , i Align I
REKE A A2 AT R Ty 2 %o 7 1) B 2R 0 L TR, I S5 4%
WP HN AT —— Xt BFgE A 21 6 H 89 Bl v
B, UEIHGX 21 24 2408 A L A L3 A — e K
i) HBV-DNA , H: g 8 £ 2= i JL2E S JE[H i) 2 0%
JKIX(MHR ) Z 568 3T MR AN ) ) 48 S e, L
1,

£ 1 ZF#RBHIJLE HBV-DNA S HFE MHR REEBTRIER (n=21)

Ap SR G LR A 54
110 1110L 4(19.1)
123 S123T 5(23.8)
124 T124S 6(28.6)
126 T1261 8(38.1)
131 TI3IN 3(14.3)
134 F134Y 8(38.1)
142 P142H 1(4.8)

O BT N AERITR %,

3 iTig

ST B, N4 HBV 3 PR B0 23 A 4% A A
A, FeE A,B,C Fl D FERRIAFAE, HLA B R AL
C WA N F, TEr X LA B A R £, C K
TR e RN G, B W R K
FEAFS SRR HBV LK 71 Huds, 25 R I , 22 i
RIJLEERY 20 FIREAR S C LR, i i B35 ad-
rq+ WA 1 BIREA i FAEAE ARG A, R %R
A A R LA R AR

AHFGE S Fe P 32 B K X G SE R AE S R
{126 57 sUFT 134 67 S TE < 2™ P E 2, A8 S0 R
¥ 38.1% (8/21) , 5 FE AR B FE B 25 K — 310,
“a” POERE R BUAR T LGS & R P, A
BCHLARAF T AR AZ IR B ARGy, “a” YU iR i 2 3
PR 78 S AT RE s BN = A S g2e 16k | 208 17 32 % fe 7
FERPE ARG, T N B R A R SRR AR A A 126,
127,134,143 20 ARBFSE 45 R B8 , SFHE R L# 1
MHR X “a” JeE i 2 B2 1) T1261, F134Y il P142H
LA TSR A 5878 | A8 S35 31 Ry 38.1%
38.1% M1 4.8% . H&7r“a” P g HEAEFREYE HBV By
5T rh 2 OGS B 0y F It AT L EE B HBV J5 A
I FE TR 1 28 728 T B 2 PRI 2 R AT A T b X AN [
MAE, KX HBV S JEP MHR X 9748 S 4 7 X 35,
PEIBIFFE RN BT AR B

ARG G R B A R i LE AR OBL S,
JEH S FER MHR X “a™ P iR A7 78 22 3 R AN [F] 451 %
7S AT A AT o8 45 R — 80 R B

AT LEE OBI Y & 42 & R M R, X 1L 7% 2
WX A6 I I B PR G OBI, & N ARG HH R 4% A A T
Minuk "™ (UBIF5E B, KGN 487 44 HBsAg B PE ABE)
HBV-DNA , K i 50 8% , i fEHT HBs PHAE AN (87) $t
HBe FHTE ABE HBV-DNA £ H 28 18%, %t H A i
o, AT S EO X A R PR R S T A
PR Y J AH R (A58 BEARIE D BT 2K 10 S DA JER G T
TR BB R O 2 R AR a3 2 p 3k P R 28 2 ) S 30
L5, HAT OBI B Y 4003 i) — A~ B 2L IR I 5%
WX SR A B ME JRR Y WS A AR R
gl B B A A I8 AT JLEE HBV-DNA 9 A BH 4
TiE— 5%

4 BEXW
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