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[Abstract] Objective To investigate the genotyping characteristics of Han and Uygur patients with hepatitis C virus(HCV)
in Urumqi and other area of Xinjiang.and provide information for diagnosis and treatment. Methods Totally 380 samples of Han
and Uygur patients virus load were detected by real—time PCR, with the load greater than 1X10° copies/mL, HCV genotyping was
A total of 355 samples(93. 4% ) was genotyped successful. Type 1b of
Han and Uygun were 59. 91% ,69. 92% ,type 2a were 30. 17%,12. 20% , type 3a were 5. 60% ,8. 13% and type 3b were 3. 88%,

8.94%. In Urumgqi and other areas, significant difference of patient distribution,

carried out by PCR—reverse dot blot hybridization. Results

male and female were found between Han and
Uygur patients(all P<C0. 05),In Urumgi, type 2a had significant difference between Uygur and Han male patients,type 1b,3b had
significant difference in female patients(P<C0. 05). In other areas except Urumgqi,type 2a had significant difference between Uygur
and Han man(P<Z0. 05) ,other genotypes were not found difference(P>>0. 05). Conclusion HCYV genotyping of Uygur and Han
patients in Xinjiang is different with the majority areas in China,type 1b and 2a are the main infectious virus in Han.and type 1b is
the main infectious virus in Uygur,followed by type 2a,3a,3b.
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FBEAE AL  TC I ARG B M A 28 B s L B 4 HCV 3% 6
it PCR Rl 9 35 3k 5 K F 1X10° copies/mL, Fr A< [ 4b 34 .
e sk B2 SR # kI 2~3 mL F 30 min 4 3 000 r/min
B0 15 min 4B L, —80 CHR A& .

112 AUEAIK A A4k iCycler iQ A% & PCR ¥ 4%
1. HCV-RNA & & # Il i % (YZB/ [ 5567-2011) Fl 3k B 43
R (YZB/[H 5573-201 D) ¥ il ik & A= T 4 w48 ik 5l
Y H 0 F A g5 9. 5-TGG GGA TCC CGT ATG
ATA CCC GCT GCT TTG A-3' ;48 F ¢8| 1 :5'-GGC GGA
ATT CCT GGT CAT AGC CTC CGT GAA-3', 4 B4 B Bt
KM 401 bp, A 37514 .5'-CTC AAC CGT CAC TGA
GAG AGA CAT-3"; WM F 551 #:5'-GCT CTC AGG TTC
CGC TCG TCC TCC-3" (&35 ). ¥ 3 iy i B By 339
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2. LEARFERGIH DU e 5 M 2a W22 Rl gt
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3a 4(7.02) 6(11.32) 2(13.33) 2(13.33) 2.000 0.189 0.157 0.663
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X R LT S B0 HCV B m BB 5 — B Ll Lok . B¢
7 3 R S IR AT R R R 2 —

124 g1k HCV gk AT JIE 5 1 7 T R B2 101G 8 4 TIE
Wi MARFRY, b G F R HCV-RNA W] 8 & T I Al
TUREG L X AT & 2 K 2 5 06 PR 3% 3 56 A& 9 LA L I A 2
A B T 00 R I PR R B e A AT
FEAE AR > 1b 22 BUAE R F B JIF 48 0 BT R M A Ak L T B
RN RN oA 2 R TSI B (P>0.05) . X 5 Z Al
AR IF 25 A T L AEUR: 3 b i BE O 4 3 310 1 B il v T
18 PR BUAT 22 1 45§l

S5 TR S M X 22 RO B R R B0 A SCTR T T AN R
& HCV HE[R 73 2 15 31 X PR 5 =22 (8] 89 96 &L % 7 A 4 38 b IX
I RUAT S e ) HCV SR 73 B o0 4R 43 1T 2250 [l )
X N 7 L PR 4R 4L Bk

S ik

(1] g i . IR o0 15 2 IR 4 B i W sk JR [ ). K%
PE R K 222 4, 2010, 32(4) 1 470-474.

[2] Dale MN,Wang XH, Shruti HM, et al. Hepatitis C virus
(HCV) core antigen assay to detect ongoing HCV infect
ion in Thai In jection drug users[J]. J Clin Microbiol,
2004,42(4):1631-1636. CF#e45 18 50



18

BE I P AL 3 43 15 AR A S VR R BE S T R I A .
APTT e 3 b 7 10 .V WL IX . X XEL XD PK Ry
TP 2 PR R B I AR A B UG . TT A A K S R 3
IR R ORI (B0 £F 4 25 (R I A 7 1 20 FIB 7R
MEFHAERT L FIB B N8BT 4 BE/AMK 2 A~ A KA 2 &~ B
WO AR AR H R S 5k M U AR R I 5 . R
FHOEE PT.APTT. TT /K F- 4 45, FIB % i, 3878 4T %
HE FB LA AL T AR BIRAS L B S T I RE R B R

D 3R R 1 1 R B N A P R O R VA 2R L R O L
1A PN I T B B 4 S P R AT . FDP R 20 44 (1 (5D i 47 3%
it 53 M 7= A B 43 RN L 65 K S T 1 e it 7= 4 A I 2 R
AR YRV T PR TT 3 W12 Y7 A U R SRR RN AR TR T I W
FEEE X, EEAERH MK D R FDP ACF A3 458
R AN IR TR B s A B A 7 DR M R0 Ak R M A T T aE, B
BE I P F TG K T 7S i RGPS Y O R A
o0 IE B A B T O I T T

KW R IIE S AE4 PT.APTT . TT /K 7B & 45 %, FIB,
D Z R AR FDP 7K 5 35 i T (g e 2 00 % i B 1R i AR L 3R
T e i S8 3 I YRAL F v SRS A I AR T B AT 1 B 4k & £F 15 TT
PE o PRI A R B0 W 2 B A AR L R 4T D R4k FDP
G W X TR P A L0 TR R, AT PR IR T
SCHEAE R . R MLBE I T R A I L A I A HEAT LK D B
(&A1 FDP £F 5 6 bR i . 5 F B #0112 09 4 5 fF 2 3% 00 S 02
WT 7 ORI 1 K R i VEA L T IR — 8 R I R & 3L

&% Lk
(1] SR B il A o) S U I J00 27 41 i e D — 5 1A % € 1t Y

AR AR o A ], o 1 B 25 Bl 2% 24 7. 2014, 19 (4) £ 103~
105.

(2] 2AEm, 7RG 5 )T $. U B AR A 2 1M /DN AR TS 2 B M

FTREF 216 F 1A% 45455 1M

MR ET RS M AL LT ] AR 7 R 2 7, 1999, 34(7)
426-427.

[3] Cramer TJ,Gale AJ. The anticoagulant function of coagu-
lation factor V[ J]. Thromb Haemost, 2012,107 (1) 15-
21.

[4] Persson E,Olsen OH. Allosteric activation of coagulation
factor V[a[J]. Front Biosci,2011,16:3156-3163.

[5] Caballo C,Escolar G, Diaz-Ricart M, et al. Impact of ex-
perimental haemo dilution on platelet function, thrombin
generation and clot firmness: effects of different coagula-
tion factor concentrates[]J]. Blood Transfus,2012,19;1-
10.

[6] Dinisio M,Squizzato A,Rutjes AW ,et al. Diagnostic accu-
racy of D-Dimer test for exclusion of venous thromboem-
bolism: a systematic review [ ] ]. J Thromb Haemost,
2007,5(2) :296-304.

[7] Moresco RN, Halla-junior R, Vargas LCR, et al. Associa-
tion between plasma levels of D-Dimer and fibrinogen/fi-
brin degradation products (FDP) for exclusion of throm-
boembolic disorders[ J]. ] Thromb Thrombolysis,2006,21
(14):199-202.

(8] gl do il W)L 4 Wik o5 I F 5 05 VR 7 o I U R Y T
1] o [ BE F11,2009,43(9) : 17-18.

L9] FMIZ JE 3 A G, Kl 4F = Ak A D-Z 3R 5 i)
6 187 I I B 7 SCLT ). W P PR 2, 2011, 22(24) 1 110-111,

(107 o]t ¥ 4 5 A S 4 75 TNF-a IL-6 F1 D-D & Il ) I
VR SCLT . Wi S 2 44 75, 2010, 23(6) : 619-620.

IS # H 31:2015-08-18 & [8] H 1 : 2015-09-25)

CEF255 16 30

[3] Martro E,Gonzdlez V,Buckton A J,et al. Evaluation of a
new assay in comparison with reverse hybridization and
sequencing methods for hepatitis C virus genotyping tar-
geting both 5" Noncoding and nonstructural 5b genomic
regions[ J]. J Clin Micro,2008,46(1):192-197.

[4] LiB,Feng DY.Cheng RX,et al. The effects of hepatitis C
viruscore protein on biological behaviors of human hepa-
tocytes[ J]. Natl Med J China,2009,85 (18):1243-1248.

[5] Simmonds P, Holmes EC,Cha TA,et al. Classification of
hepatitis C virus into six maor genotypes and a seaies of
subtypes by phylogenetic analysis of NS5 region[]J]. Gen
virol,1993,74(Pt 11) :2391-2399.

[6] Brok J,Gluud LL,Gluud C. Effects of adding ribavirin to
interferon to treat chronic hepatitis C infection[ J]. Arch
Intern Med,2008(165) :2206-2212.

(7] ESC AL WAL SO 3 F 8 B 700 38 52 i A 20w
IV FILT DL o B A il 25 A 75, 2011, 24(3) : 349-353.

(8] e NRILHNE [H Z AR & . WS213-2008 e A R I AN
FE ATl b o A 58 24 5 2009 4E (3 02 5) [ST. dbat. A

N R E B R ARUEZ 7t 25,2009,

(9] 8¢, JE M. F ALY BT 48 /9 0 & [T 0. Mk, 2007 (12) .
333-335.

[10] AR£C. R & B if - AR TEE S [ ], o 48 JH BE 9 2% 7%
2013,21(6):401-402.

[11] Yen T,Keeffe EB, Ahmed A. The Epidemiology of hepa-
titis C virus infection[ J]. J Clin Gastroenterol, 2003, 36
(1):47-53.

[12] Zein NN. Clinical significance of hepatitis C virus geno-
types[ J]. Clin Microbiol Rev,2000,13(2):223-235.

[13] Seeff LB,Hoofnagle JH. Appendix: the national institutes
of health consensus development conference management
of hepatitis C 2002[J]. Clin Liver Dis, 2003,7(1):261-
2817.

[14] Lo KY, Chen CY, Lee CS. Hepatitis C virus-associated
type [I mixed cryoglobuli-nemia vasculitis complicated
with membranous pro-liferative glomerulonephritis [ J ].
Ren Fai,l 2009,31(2) :149-152.

Wi B 1 :2015-06-08 &[] H 13 :2015-09-20)



