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Analysis of HBV serological pattern and virus variation in HBsAg ELISA— /NAT+
YANG Huajun ,GAN Yemei
(Songtao Miao Autonomous County People’s Hospital , Tongren,Guizhou 554100, China)

Abstract: Objective To investigate the relationship between HBV DNA and HBsAg blood group model by analyzing the sero-
logical and DNA sequences of serum samples. Methods Blood samples from 54 patients were selected from this hospital, collecting
blood samples;on the HBV DNA extraction, PCR amplification, purification of PCR products, DNA sequencing, HBV gene analysis
and sequence,and the use of bioinformatics software. The results were analyzed and compared the gene mutation. Results The re-
sults of PCR amplification,54 specimens in 40 cases showed significant PCR was poor, 14 specimens were able to observe the elec-
trophoresis of PCR amplified 1 400 bp specific band;22 cases were HBsAg ELISA positive, 14 cases of occult HBV positive, PCR
positive amplification for genotype,B genotype accounted for in 81.82% HBsAg ELISA,C gene in occult HBV positive accounted
for 78.57 % (P<C0. 05) ;occult HBV gene of 14 strains,6 cases in the S area of the area occurred in the gene sequence of point muta-
tions, including 2 cases in 1 base point mutations, the other 3 cases of base point in 2 sites the emergence of mutation;3 cases of
HBV genotype C infected gene point mutation.2 cases of genotype B infected gene point mutation;5 cases were in the 9 site of the
"a" family decided to base mutation, A-C mutation. Conclusion Blood screening,detection showed HBsAg negative blood qualified,
may still have occult HBV infection and missed the window period, were mainly C type,B type and mutant strain is relatively less,

but the mutant is relatively high,may escape the existing screening reagent.
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PR £ (QIAGEN) 4%,
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PP S HBY pre-S DL S X IR . ()P 4% . 78 PCR §" 344X
47 PCR ¥ 88, $RIUMIAR . 2 WA M APk VB kL HE R R B
40 IRAGIR s #5568 PCR 43 51 15 B BF BH 2 X5 BR AL, BH 1t X R A A
[F] 45 DL HBV A5 #5765 38 28 Byt i 1% 35 Jig i 7k b PCR ™
Wit AT g . R AT aifb b HE

1.2.4 DNAMFESFES S (1) 586 51 % gl b b B 5 7=
W, H3AT PCR F=40 5 o LAAE B 2 3008 7 14 SR 58 A8 A,
GEAR , ASFRAR AT AR I 3 AN i B R 5L BT 5 (2) BRIl £« 7
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4 :M iy DNA FRic#:1~3 S C2 JE T, 240 bps4 Jy B PE X IR
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B 4 CEREIEEEXE

®1 REY HBVEREBSA(%)]
B AR R C A 7Y
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HBsAg ELISA FH
NAT BH#:
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HBV REHE S REERESH (n=5)

FEAC Y
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i
=
e

FEH 74 AL,

TCC CCA ACC TCC AAT CAC TCA CCA ACC TCT TGT CCT CCA ATT TGT CCT
GGC TAT CGT TGG ATG TGT CTG CGG CGT TTT ATC ATA TTC CTC TTC ATC
CTG CTG CTA TGC CTC ATC TTC TTG TTG GTT CTT CTG GAC TAC CAC GGT
ATG TTG CCC GTT TGT CCT CTA CTT CCA GGA ACA TCA ACT ACC AGC ACG
GGA CCA TGC AAG ACC TGC ACG ATT CCT GCT CAC GGA ACC TCT ATG TTT
CCC TCT TGT TGC TGT ACA AAA CCT TCG GAC GGA AAC TGC ACT TGT ATT
CCC ATC CCA TCA TCC TGG GCT TTC GCA AGA TTC CTA TGG GAG TGG GCC
TCA GTC CGT TTC TCC TGG CTC AGT TTA CTA GTG CCA TTT GT

14 C

304A-C,387A-C

TCC AGG AAC ATC AAC TAC CAG CAA GGG ACC ATG CAA GAC CTG CAC GAC
TCC TGC TCA AGG CAC CTC TAT GTT TCC CTC TTG TTG CTG TAC AAA ACC
TTC GGA CGG AAA CTG CAC TTG TAT TCC CAT CCC ATC ATC TTG GGC TTT

20 C

CGC AAG ATT CCT ATG GGA GTG GGC CTC AGT CCG TTT CTC CTG GCT CAG

TTT ACT AGT GCC ATT TGT TCA GTG GTT CGT AGG GCT TTC CCC CAC TGT
TTG GCT TTC AGT TAT ATG GAT GAT GTG GTA TTG GGG GCC AAG TCT GTA
CAA CAT CTT GAG TCC CTT TTT ACC TCT ATT ACC AAT TTTCTT T

CCC AAA TCT CCA GTC ACT CAC CAA CCT GTT GTC CAC CAA TTT GTC CTG
GTT ATC GCT GGA TGT GTC TGC GGC GTT TTA TCA TCT TCC TCT GCA TCC
TGC TGC TAT GCC TCA TCT TCT TAT TGG TTC TTC TGG ACT ATC AAG GTA
TGT TGC CCG TTT GTC CTC TAA TTC CAG GAT CAT CAA CAA CCA GCA CCG
GAC CAT GCA AAA CCT GCA CGA CTC CTG CTC AAG GAA CCT CTA TGT TTC
CCT CAT GTT GCT GTA CAA AAC CTA CGG ACG GAA ACT GCA CCT GTA TTC
CCA TCC CAT CAT CTT GGG CTT TCG CAA AAT ACC TAT GGG AGT GGG CCT
CAG TCC GTT TCT CTT GGC TCA GTT TAC TAG TGC CAT TTG T

28 B

352T-A,436G-A

AAC CTC CAA TCA CTC ACC AAC CTC TTG TCC TCC AAT TTG TCC TGG CTA
TCG CTG GAT GTG TCT GCG GCG TTT TAT CAT ATT CCT CTT CAT CCT GCT
GCT ATG CCT CAT CTT CTT GTT GGT TCT TCT GGA CTA CCA AGG TAT GTT
GCC CGT TTG TCC TCT ACT TCC AGG AAC CTC AAC TAC CAG CAC GGG ACC
ATG CAA GAC CTG CAC GAG TCC TGC TCA AGG AAA CTC TAC GTT TCC CTC
TTG TTG CTG TAC AAA ACC TTC GGA CGG AAA CTG CAC TTG TAT TCC CAT
CCC ATC ATC CTG GGC TTT CGC AAG ATT CCT ATG GGA GTG GGC CTC AGT
CCG TTT CTC CTG GCT CAG TTT ACT AGT GCC ATT TGT TCA G

458 A-C
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HBV REHE SRERREH#H (n=5)

HARS RN

B 7 41 FEAL LI,

AAA TCT CCA GTC ACT CAC CAA CCT GCT GTC CTC CAA TTT GTC CTG GTT
ATC GCT GGA TGT GTC TGC GGC GTT CTA TCA TCT TCC TCT GCA TCC TGC
TGC TAT GCC TCA TCT TCT TGT TGG TTC TTC TGG ACT ATC AAG GTA TGT
TGC CCG TTT GTC CTC TAA TTC CAG GAT CAT CAA CAA CCA GCA CCG GAC
CAT GCA AAA CCT GCA CGA CTC CTG CTC AAG GAA CCT CTA TGT TTC CCT
CAT GTT GCT GTA CAA AAC CTA CGG ACG GAA ACT GCA CCT GTA TTC CCA
TCC CAT CAT CTT GGG CTT TCG CAA AAT CCC TAT GGG AGT GGG CCT CAG
TCC GTT TCT CTT GGC TCA GTT TAC TAG TGC CAT TTG TTC AG

40 B

339T-C,482A-C

x3 HBV DNA EEXBFEHERTMA

FEA S J R 7Y “a” P e
14 C 304A-C,387A-C
20 C 387A-C

28 B 352T-A,436G-A
35 C 458A-C

40 B 339T-C,482A-C
3 it e

A TA ARG BoR Bt @3kA 4 (G NG R
T B IR R B IR A R 10 % REE A 100 T AR
i T, R E N HBV S X, KA 1. 2 ¢ A7
A HBV, ZHRCNIE GRS LI HBY S5 bkl .
9 2 8 i HBsAg K6 I ok sz B X HBV B AR 30 19 B 52 L )
Axt HBV R K HEAT 56 100 o MR 40 J T Ak 3B A S B3Rk L i
R X Wk I 0 R Y 0 250 5 ELISA Ok i 47 $1-HCV , HB-
sAg DL K AT-HIV B R i A . 4 4 28 10 00 3% 728 75 35 10 90 77 1K
e RRAR NS FIW O RE B M B ™ . H ELISA fy i 4 25 22 2 4
B X HE R B B9 PR BCE PR WO SRR R B AR AR D
Kl v HBV k% A5 5 B Blwie .

A B e HBV D R B 1 3 b A Jg% e 25 Rk il 177 384 52 1
FRY R E A B, Shi S FERF SRR 1 Bl EZ T
HBsAg—/HBV DNA (¥ 2% [l & #4915 B0 2517 #3861 0 iR &
TEAZIM 12 A~ A 1k & R sk T 3 F LAY ) HBV Jg e
H. HAMRFESRX 16 320 i) HBsAg fifi £ B M i JC £ ik
I AR AT I A 25 5 R B, oA AT 88 A 8 i) HBV DNA B
PERER M AR AR . M e GE T X 5 Bl B E M HBY B i
TFSE 5 A R Horb 1 i) HBsAg™a” e 77 55 TR iH AR 5=
3 B HBsAg“a” g i 3 4 JC B AR 1k (B a7 J 5 7 2 S A 77
GRS 1 B S B 74 (0% i1 B4l A A 7 &
1 FEBUE HBsAg 2B KRG A Y HBV R P sk
P fr EERE N S IHE T S R EAE RN,

AR B 538 33 A% R % TG A% K I i S AR AR E AT A DU L 54 4 bR
A HBV Il 7 <4 I 35 @ 75 Sy B Pk il 5d 2 X B 320 PCR #&
5K A% B o W B P o A agE A7 25 I 43 2R R e, A 14 ) B
WF . 3BT 22 ) HBsAg kR Yy (B Sk $EAT X 1L L 45
WoR,C B P A/E Ba B PE HBY BHPE P B b sk B T
78.57% WA B b B BIBE R g (P<<0. 05), il i xF 14 1) HB-
sAg—/HBV DNA-+#k i # L8 HBV DNA S X “a” 3R i i Ft
I, 25 R BoR .5 AR AR INRAE,3 #] HBV W C
TURR Y 0B IR 52 A8, 2 ) B B IR 7R JR e 2 A I R

AU E R BB RS pre-S/S KRBT K AE .
LG 2 WS pre-S/S JEAEHH 36 . BRI B 1B 1
SR T R S AR A S TR DA O pre-S/S R R A Z
N Z A DREALA B H i T pre-S/S R H RS TR L #Y i 7
L e TR i B B B R R 2 R A A Y AR L DT S B
pre-S/S [X 1) 24~ 3y RE AL 5 IR 1 B =22 32 30 A [W] 2 BE 11 5% -
T 78 ™ Phe S 5 2 AR oA 2 IR G5 1) 48 2 TR e & o) B B 19
AR DATRD {675 4 R o PR b S S 7 ) A A B80RE 0 B 5 AL 4
U 8 2 52 0 R AR ) R ) i 2 (T T e R 1A 1Y VR B R
JIR AU T X 4 AR A 3 2 T BOHAE T A HBsAg 1205
i A i R o ARBEIE LS AR A Pt BT 3 3
hZERAE I Z AR HBsAg o8 2 1 I i ke 5 i .

25 LI A X e HBsAg FHYE HBV DL B2 B HBV
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SR (P>0.05) s M & IF BEYL -l T R e 3R W E & A
R W EE T XA 2ZRAE ST %E L (P<0.05); £ W Hl
FEIAPE AR Y M 0 TR LI s R G L T E K
uﬁ[lﬂo

ZE B PTIR B A Y 2 T R R 3 TR TgA L TG
KO- 3 CD3" \CD4™" H ] LB A CD19 ™ Eb ], 5% i 2 L %
FELIRE 5 2 BN R

2% 30k

(1] BRWE.HREL TS M. 2. B 7= 0 2 B 58 e 7= 1T i
i o P g IR B A LA B IR A AR e A g [ ], P Ak
[ e R e 2 24 75,2016, 26 (24) 1 5686-5688.

(2] DhoCE, SHas, 50 T, 45 1B 7= 1 & JFF 9 23 Jk e X6 1 afi
G BE DI RE R WA A WF 98 (). Wb 5 25, 2012, 34 (7) 1 1050-
1051.

[3] ThCilg, sF %, S Ha g, 55, B ™ W 20 BE IR YIRS 5 i
I S B BB AR L B R A 1 o6 R L. b B 24,
2012,34(8):1154-1155.

(4] B /R, XM E 48, 55, [ M0 B i 5 0% 1 & AR 35 9 %
DNA 2 it JC M58 L) 1. v e 92 36 FIG DR 35 2% 4% 38
2012,26(5) :324-327.

[5] AEZME. PhEEA L BLAE A, FE = 1R e Koy ey =X 45 i i
XF B A L G 93 T fe 1 5w W SE LD ], o A B B R Y 2 A%
#,2015,25(9):2133-2135.

(6] 8kJ®,EX. M 2 . B o 37 A4 LA A i o sCD14,
MMP-8 FiI sTREM-1 3% A5 /K ¥ 5 22 4 i B B a Ko A2 L
Pl 7= S e 1) AR S R LT . o B 43 4 4 {dk . 2016, 31 (1)
153-156.

[7] HRHL, b A= 208, %, BAMEE0G AL EK s
JH-956 55 b 25 9 TR) 1 S T LT . v [ 49 4 4R 4kt L 2011, 26
(26):4081-4084.

[8] Bl K. BR¥. 4L URG I £ AT R 9% #1822 10 Ko 4 L
FBL = 0 g P LT . T b R 2%, 2008, 14(11) 1 1353-1355.

(9] SRWRUR. £ T 48 55 7 Jo% o % 4 0% 9 JH /9 I3 i RRUAE A%
T AR SR B 5 (). 56 P I DR % 24 24 7K, 2016,
20(11) :80-82.

[10] JEIHADS . 2=, £ f7 Je. 4T YR ) ICP (R % & JF HBV &
Xof e W 5 JR) 1 s e L 1. I R S B8 PR A AR 75, 2014, 13
(21):1762-1764.

C11] gt X0 e Eg . 184 2 I 8 B AL 45 1) 5 i) ) 28 30 o e
LJ/CD]. #5238 il PRI P2 i 44 35 (L D » 2016, 10
(3):265-268.

L12] FEZ535  3hat, shiF. ™ 9922 10 Bop 4 L B B 4 2k
DA Y 28 TR R i 24 0 3 i L) 0. v [ A K 30 24 7L 2016,
26(23) :3469-3470.

[13] A, 2 s, 4795, 4. HIV Bye 20 p= 40 {7 4~ 4
B[] P EP A, 2016,16(3) :419-421.

[14] S FHoR X8 SChy . 2 F & o 5. B P 00 2 7= 0 2 47 3 Jak e o
BT I B G 8% BRTA 19 Al 4 A LI 0. v B 0 4 R ik
2016,31(3) :565-567.

L15] fif ek , A 00, UK. HBsAg FHPE ™ i3 1M 35 HBV-DNA 7K
58 A L HBV Y 1 56 & [T, 9% FH B5 2 B 2 4.
2016,41(9):1061-1063.

OfRS B :2017-03-07 & 18] H 91 : 2017-05-06)

(358 2572 3D
genotype C in North China[J]. J] Med Virol, 2012, 84
(12):1901-1906.

(9] xiImi. 4% 88, % . HBsAg BI4E HBV DNA A 1) 6 £
R L 2 10 2 R B S LT . I i A A 2013, 25
(1) :49-50.

[10] Kitab B, El Feydi AE, Afifi R, et al. Hepatitis B geno-
types/subgenotypes and MHR variants among Moroccan
chronic carriers[J]. J Infect,2011,63(1):66-75.

[11] Gonzdlez R, Torres P,Castro E,et al. Efficacy of hepatitis
B virus(HBV) DNA screening and characterization of a-

cute and occult HBV infections among blood donors from
Madrid, Spain[ J]. Transfusion,2010,50(1) :221-230.

[12] %30 M fiE, %6, HBV 4L % HBsAg il HB-
sAb [R] S B 9 103 24 5 8 8 X i B 58 LT/ CD . e 5
35 0 s A % e % Ak (WL T RO 2014, 7(1) :50-53.

[13] Hhyfud, B2 05 FIERT . 55, 2 B4 IV 27 A5 25 90 19 AN [+
X S HT ST B0 A AH S 52 [T ], v A 2= B sk e % %
$,2013,23(11):2533-2535.

OfRS B :2017-02-15 &8 H 91 : 2017-05-01)



	国检18（终） 73.pdf
	国检18（终） 74.pdf
	国检18（终） 75.pdf
	国检18（终） 76.pdf
	国检18（终） 79.pdf

