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[BHE] B TEKEBXKZBAFR(ZH)BAENABARSAATERE KREAK
XR,UERIERMEFSROABMESERAL., A% %% 206 FIZ R E(HBV)HEF £
BE FB33~87%,F19(60.5+11.4)% . HWEBEHHBRIE 2000 EORBHEFRBBFTR)F
M WinnE. NMARKRABERN TR OPCRY ¥ HBV S £#HARY S % PCRIWEE
P RS B B 2254 (RFLP) 4V AR5 A HBY S B 5 7 #) 3R A Sanger SUB L6541 3%
HITDNABRE B ABMNBERFF RBEWN MM A EMFFEN DNASIS R4, 3 5
GenBank B & KK HBV 5 E # & H 4k # 17 RIRHE R LI € HBV WEFR R EAR SERF
518 RFLP 3 HBV 2 R R 5HLER4MFIHINERAS TR —B . ®H S EHFF| RFLP X/
ERAMERS SERMFARMERE BN, &R 216 4 HBV DNA ¥R E P A E R R 45
BRHE AB.CDMA Kb AERM S ARAE 1H(0.46%),BEAH 19 #(8.8%),CHE 175 #
(81.02%),DBAE 21 #(9.72% ), 86 #l HBV DNA FHEE AR AR ZE AP, CHABPRNETERRA
1,69 #1(80.23% ). BEIRZ,9 #1(10.47% ). 6 BIR B REHN CB;20 FIFREFELN R
HEHE 17H(85.0%) 0 CHI, #it KEMX HBVEEBL CRI N E(81.02%),B.DE K>
(AHRR8.8%FM9.72%). AINEREFRKENR HBV BRAEER EHARE , ZRERML T A
BERX, R FEALS CEAN HBV HMEXHRELX. CEAX HBVDNA#E N EHE CERR
B.BR5 HBVDNAZE CHAERAKPHFER X, HBVREREEFNRE=ERENLER
FitEE L,
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[Abstract] Objective To study the hepatitis B virus (HBV) genotype and its relation to clinical
degree and responsiveness to antiviral therapy on hepatitis in order to guide the clinical therapy. Methods
We amplified HBV S gene by polymerase chain reaction ( PCR), using the second-round PCR product,
which was digested by restriction fragment length polymorphism ( RFLP). This genotype method was
designed under the analysis of the restriction fragment length polymorphism and using the restriction
enzymes that identified the genotype-specific sequences. Five restriction enzymes, Hph I ,Nei I ,Alw [,
Ear] and NlalV, were identified in genotype-specific RFLP from the S gene region. Representative
sequences from the S genome region of each HBV genotype were aligned to show the restriction sites by the
five restriction enzymes. The amplified S gene nucleotide sequences were sequenced by dideoxy-chain-
termination method and the corresponding amino acid sequence was deduced using DNASIS software. Later,
they were genotyped by comparing to representative S gene sequences obtained from GenBank. This
confirmed the results of RFLP HBV genotyping methods, coincident with that of S gene sequence. Results
Genotypes A,B,C,D were classified in 216 patients with HBV and DNA positive. The results showed that:
1 case (0.46% ) of genotype A,19 cases genotype B(8.8% ),175 genotype C(81.02% ) and 21 genotype
D(9.72%) . A total of 86 patients in the hospital were divided into either genotype C cases (69) or non-
genotype C cases (17). Conclusion Genotype C was the major genotype in Changchun. Among HBV
patients, type C was 80.95% , followed by genotypes B and D. Both hepatocellular carcinoma and liver
cirrhosis showed relations with genotype C.
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CHFFR (ZBF) W 8 (HBV) 2 J 4y 8 5 1
CRPWTE BUS (Fe A RIGTFACR , it A 7] IX 4%
BEHEAZR, BRE, ERAEKRELRET HBY
ENBKRE, AMREETHRREFAXZIFEE
BERAURS KSR ERE KRERKXER, U
$i8 T R B9 HE R B I W 48 S K R A2

HR]E5mE

1,55 28 2004 4E 3 -9 AR B KEHH R
MEMERKESE - BRERIT2HREREH
216 4 HBV PHHEIF R B H . BERBBX 5K
KHF(167 #) JuE (23 B1) K% (17 B]) Fsi B (9
B, ot 71 8, B 145 B, F 3 E 8
(48.5111.36) % . AR E M X1 R HE 2000 £
HRRESERFESHFERRES S FREFSK
B BITHCOR BT R B 16 7 2) v 36 F B A 5 F
HBADR B L BT,

2HE:ORAM-EMERERBZELF PR
HBV DNA, @ #3 PCR(nPCR) /i ¥ ¥ ¥ S H &
¥R HBV S ZERFFF KK A —%t 56 5]
#) P3(5'-YCC TGC TGG TGG CTC CAG TTC-3'c)
(10 pmol/ul) . E1 (5-AAG CCA NAC ART GGG
GGA AAG C-3', X ) (10 pmol/L) %1 pl, it fT 85—
¥ PCR, 71 25 MEH, RIFUL Wl —B 11
¥ \E2(5'-GTC TAG ACT CGT GGT GGA CTT
CTC TC-3', iIE X ).E1(5-AAG CCA NAC ART
GGG GGA AAG C-3' R X )AAEIY, #TE R
PCR. ¥ WY &R Z 5 MBI B L
W, FEAETWE, 5% PCR ¥ B4 | BA ¢t
M52 A, B 1YY PCR =48 ik B (7
A5 % 119.120,121.122,123), @ RFLP 447
247 HBV B4 70 8 ASE — % PCR 417 FR
WM 3he KA 37C FTHI0UM Alw] .
HphI \Nci I \NlalV&Ear I #17. 5 i R ] # 4 41
BHph I \Nci I \Alw 1 .Ear [ #INlalV, ffi 3k § &4
HBV EE A S & 4 X R T 5 6 26t HE
LB ARG E, B S BEFBEAPEH
Ear I 007, AR B X 4 (B 2);MEEA C &
SEREFIEAW ] L (E3), RERFEAEE
461 i EANci I BREIERDAE;MHRFEE
B F7E 82 fi i L& Nph I FREER LA (B 4),
X FEEM A, 299 A5 F R & BNV F 5 BR
HHNIEA A, HEREFER D7 256 A1 299 fu & b

BINLaIV AL (B 5). TH4E PCR 7= 4y 76 B0 b e Ik
kM3, RFLP X EEMT T E. OFEEW
¥ : KA nPCR B BT 8F 9 MY 8. FH—XF5h
5181 P1(5-GGG TCA CCA TAT TCT TGG GAA
CAA GAK CTA C3',IE X).P2(5-CAA TWC KYT
GAC ANA CTT TCC AAT CAR TWG G-3', & X)i#
T8 —% PCR, ¥ #1725 MEF . RE L P3(5'-
YCC TGC TGG TGG CTC CAG TTC3', IF ). P2
(5'-CAA TWC KYT GAC ANA CTT TCC AAT
CAR TWG G-3", R L) AW 514, #1475 % PCR,
BRI UES R ZEMHRR R - B
W, FEIETME, KA Ultraclean 12100-300 iR,
3 & (RE Bk W% PR % Jie BT i 46 4k, ) #8417 PCR =8 4ifk ,
HBV S ZEEY # =4k LKA N A A ABI
AR 3700 B4 B 3h DNA W F{UR

3.5 %047 R A SPSS 10. 048 i 44,
R ST R AS ¢ R I 4 B 3 R T R
B % B DNA # LB X RFT G20

B2 REEH Ear ] DIMTHO N EER B
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Marker 100 101 103

104 105 106 107 108

B4 R¥ Nphl 7 82 R IFMER M ERERF

bp Marker 151 152 153 155 156 157 161 162 163 164
103

BS5 Rk NlalV 7 299 i sl EYIF R R EEE A;
£ 256 1 299 i R L8 Nla VI L# R A D
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1.HBV ¥ B EWMER S . 216 # HBV
DNA PR AP H R 5 BB T AB.C.D
push R E R A B 1 61(0.46%) ,BEAE
19 #(8.8%),C B 175 #(81.02%),D ®H 21
B(9.72% ). Hh 86 BliEBtBRE H,C BBR KK
Ry FEEER, 69 f, 52T EFEIR80.23% ;B
BRZ,9 H1(10.47% ), HHRBBREBRE S ,6 6]
REEFESN C B EES 166 F ST
WAL, FRGHE B EE, 20 BlFHE 17 6
(85.0% )X CH,RHE 2 #(10.0%)K% BHE,1 ik
DE, METE,54 HIBEFLP CH 4164
75.93% ,1 %] A % (1.85%),6 % B & (11.1%),6
Bl DAE(FE 1),

®1 864 HBV HERFNEREH
HBV #:EH &

@4 5 A 5 c 5 ait
HF¥E 0 0 6 0 6
gL 0 2 17 1 20
9 & 1 6 41 6 54
i g 0 1 4 0 5
e R H 0 0 1 0 1

4 it 1 9 69 7 86

o R BEE AL

2LEFMEFREENRR HEN CB(69
BhFEREE C BT B) B & &R R ERE 2
AR 4 (54 1) I 55 I REAL (20 B) A A =

4, EBERR FELRTEEET CREN, K
HhiFE . P4 S C E MR HBV 8 R Lt & K
oy BRAR R TR R A R E R
KER,ERBR,SHFN B SR ™ERER
ERTHEHEBL(y*=1.434,P>0.01),

3. XFEAF HBV DNA & 4 86 BB &
SREER CRI(69 #) fdEFE C B (17 )M
4,0 AR N E KW E DNA #17 € &€ , B
HCRIA BB+ bR 2R 105772 #8 0l /ml, & T
P C A 107 #8 D1 /ml, BUH % $0HE A ok
MWHE A ERBAFAERELITEEXL
(¢=2.73,P>0.05),

4 HBVDNA BB SR BRTERENRXR:
HBV R EBERBR (El/m) ST RBEEN
105,76i0.82 ,‘E‘&ﬁﬁéﬁ%ﬁ 104.13111’[ ,E}:@,ﬂ:lﬁﬁ
104 R E R 1077 R RZH
EREGZ T FE X (t,=0.34, £,=10.75, t;=
0.97,P E¥>0.05; K ¢, HiEHITF R 5HFEA
HIE,, WIFELSHBALE, , NEMEFR
5@ RALE).

5. SEHFS RFLP M ERE AR S
FRW P Ay BUEE R — 3

woo#®

HBV WEH B 370 2 4, 4 B e e R Y
REMZE FREFNMREORZRHE. ERE,
BBHEAEARHIT HBV ERBNNE, ALK
IEB A S EEFH A RFLP 3 HBV 4 BI45 R 5
SEFAAFHIERE SR, Wi — 5
SR A RFLP ¥k 2E47 3 DR 0 167 68 i ol , O K
A BT HBV 2 H W E =4 TIRE

AvsEEY @SN F R AR E R BT
HEAFEUBR.CERIE, HFHEXMEAH—F
B BHEREHILMEEES S, M C RZEHH
A AR MK B MIX 216 4] HBV DNA FH#
BEHFTEASMLERER, KEHBKX HBV EH
A LL C AR E(81.02%),B.D Bk Z (4 B &
8.8%M9.72%). AMALRE MK E %" &
2004 4E F AT RO BE R 43 Y A 45 4R 18 B #98.9% .C
H60. 4% M, C BRA EF#HE, RNEGRER
KE#X HBV B ER MBS, RAAER
WET ABERY, AERRAEKEN HBV
DNA PR AT R B EFRAE LA EJLA HBV B E &,
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CHIMAXER, SEARKRERF — LK)
ERRMRAY,

AN LB IR B EHTHRRESS
RLBREREZH, BRERFR™EREEHE HBV
EEMTMAFAR, UATHFEERY , E6EH
X, 4 KHaFEEEREN HBV AEFR B X
CHHRM CHRBNIFHEA JFHA XK, ZEEB
AREMER AR B IFEA X, HH 50 2 LI B
B5 BEH HBV MHXMEE KW 60 & U LEHMF
FHELGFES CEEA HBV X, BHAR
B, 3 H KK HBV #1264 T % /9 HBV £ N A K &f
HBHCY, ALBTBRENYH CH, TS C
MAFBERANE X, KERSUMMRELSRE—
B, HBV EEA S BN XREFH—SHE,

B, C EE R HBV DNA # N $#3E C
HEERE,HP>0.05, /71878 HBV ZHEE 5
KHRENSEE —EXR . BERA—-CREFEY

WE XK ;{H42 " HBV DNA £ C BB &Rk K HiFF
#H X, HBV DNARB SHHKERENKRA
B —LHR, TRSHRTHTHIREFET RHE
FRERKRE X,
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2005 FEBEEMERTUGARBREREN5IR
HABERBENRR BESIZRARRE, AT RRZBE
REAFIERRITRE AT TRELEFEEE, BRES
F 7 2056 4 F 2005 /0 2006 EAHRETEMARFE
%, FINEBEOR; REFL AR S L2EREAER
EuiRdt, BEmEnERRIEE R RET, BEH SR
# 2 BE GB 15991-1995, il 155 F >1:20 0 Bk,

Z5R:20054F 6 ATH, EMERFHGHRRE LHF
BSEEM, ERWEDTRTE, 7H 7T IBERENA RS
HREIRE CREABDERROBIRLHE . AEEDY
FABERIT. TATABLGBARABFHBEH IR, FEE,
ISR BEEAR, 8 A2 HRAABRAEMLUEFT, M
HAEANBIREH. KREE—-EFEES H 23 08,4%
TEASE 13031 R, B REE 6 th, AEXRY,E
BABEBRERTHELENE R ZEERRNHYNRE
T, BN 2005 FEMEREF R 1051 BERBEMEN
W, R BB FLGU BRI 7% 64 63, FATE26.08% , B F
rF1:20~1280, 2006 FHRMERN LR EHGERALH
fTRE, L RE M 1005 4, R FHEME 7 6, HiEE
0.70% . WKMAESEBBEHRAT P, L4 M BT MR H

YEHBAL. 811602 F§ 7, 7 M54 Hu s T B 45 1 7

FRHERTE FIRE, BRI ET, BN ER Y RE FLITE
MR B A G X () =44.79,P<0.001),

ZR.-FERESENYAGEN -FHERERER
HEERRERZEEREEL EONESB N TEM#E
BEEA-LEAGIYNRSEDINEROBERE R, B AM
RENEEELR ERERTREAET2EENE
XM, BARBEARBREET 1975 EHIESZ, HREH,
BABRLEARAKRMGTRBEREREH N RERAEL 17%
HIMIXT A R B R, 2005 FREHGBEAEREM
AT, PR HK6.08% , TLIEL, B ERAERE
WREREN EHAUERERRTEABLEN AR, MAKTH
MR, ZRFEEHEE RE FLIUEKFEN TR, B
BUFEZTRE0.70%), XTEEREBEREMNBRRENR
BERE—~EWR.
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