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Genotyping of HCV DNA in Tibetan nationality patients with hepatitis C in Gansu
Xu Hui ,Yang Weiguo,Li Yonghong
(the Center of Clinical Experiment in Gansu Province , Lanzhou,Gansu 730000, China)

Abstract: Objective To investigate hepatitis C virus(HCV) genotypes in Tibetan nationality of Gansu. Methods HCV load
was tested by real-time quantitative PCR. Samples of different genotypes with viral load more than 10° copy/mlL were analyzed by
multiplex PCR. Results Tibetan ethnic group were mainly infected with HCV type 1b(56.6%), followed by type 2a(23.3%), 2¢
(10.0%) and 1c(3.3%). However, type 3a could not be identified. Conclusion It might be with special feature that the genotypes
of Tibetan nationality patients were mainly infected by type 1b HCV. Results of the research could provide theoretical basis for the
clinical care of HCV infected individuals with different genotypes.
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RNA W7 . HCV @Y 2 2 300 R 48 IR0 B 5 R P9 M dBiindE MP Biomedicals Asia Pacific Pteltol 22 w24t 4%
MEBEFRRNZ —, B+ RNA ZH MR A R Z 2 gifed ser e it PCRIAFI P A Y TR ORID A RA
Ui . HCV 2 mE STt P A BN X o mES . MRE ARAE . B BS54 \PCR A U R0 f ik 22 AR 4
BLHCV ZH AR HCV YL 556 1297 K BB 45 )5 16 3 TARA AL, RFEZEEA HCV W59 0% 1,

AEEBN, HEREAFM X HCV SEFH AR E2 . HCV 1.3 ik
FEH R 5 T R PUR TR IR T 00 R B U)AE O L 2 P TS BT 4 13,1 FEARMTA  F xR B A ] ELISA i 7) & i

BETMRIBITHRNELERAK, Frdt HCV T4 B 575 o JT) 2 4 4 8 B0 2 B EAT A . X
1 #REHE E #1121 HCV IR H A AT 98 % i PCR BEAT N 35 4008
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*1 AEEEZR HCV B PCR 3| ¥

N ER/E 853 S0 75 (5'-3"

%1% PCR [ HCV-Sc2 GGG AGG TCT CGT AGA CCG TGC ACC ATG
HCV-Ac2 GAG MGG KAT RTA CCC CAT GAG RTC GGC

% 2 K PCR [ HCV-S11 AGA CCG TGC ACC ATG AGC AC

1b HCV-G1b CCT GCC CTC GGG TTG GCT AR

5 2 Yk PCR JZ i HCV-S11 AGA CCG TGC ACC ATG AGC AC

2b HCV-G2b GGC CCC AAT TAG GAC GAG AC

% 2 ¥ PCR i HCV-S11 AGA CCG TGC ACC ATG AGC AC

3b HCV-G3b CGC TCG GAA GTC TTA CGT AC

% 2 K PCR [ i HCV-S12 AAC ACT AAC CGT CGC CCA CAA

2a HCV-G2a CAC GTG GCT GGG ATC GCT CC
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gl AEEEZE HCV & PCR 5|4
A ElE/E =2 19 F 3 (5'-3")
%5 2 Yk PCR Jz i HCV-82 AGA CCG TGC ACC ATG AGC AC
la HCV-Gla GGA TAG GCT GAC GTC TAC CT
5 2 I PCR 2 HCV-S2 AGA CCG TGC ACC ATG AGC AC
3a HCV-G3a GCC CAG GAC CGG CCT TCG CT
5 2 I PCR [ i HCV-S2 AGA CCG TGC ACC ATG AGC AC
4 HCV-G4 CCC GGG AAC TTA ACG TCC AT
5 2 Ik PCR W HCV-S2 AGA CCG TGC ACC ATG AGC AC
5 HCV-G5a GAA CCT CGG GGG GAG AGC AA
5 2 Ik PCR [ i HCV-S2 AGA CCG TGC ACC ATG AGC AC
6 HCV-G6a GGT CAT TGG GGC CCC AAT GT
52 Ik PCR W HCV-S31 AGA CCG TGC ACC ATG AGC AC
lc HCV-Glc GAA TAG GCT GRC GCC TTC CG
% 2 X PCR JZ [ HCV-S32 AAC ACT AAC CGT CGC CCA CAA
2¢ HCV-G2c AGT GGT GCG CCG RTC TTT AGG G
1.3.2 M £ & PCR #17 HCV I HE 48 KA ® 3 i i

(HCV RNA) Zi £k 3% HI 480 A0 ik W B 43 25 H AR, BLAR D B ™ 4%
i HEAK TR 2 A0 AT SR B0 BT A3 BEAT . 2l Ab S MR IR 3 DL T R E
BEAT B 55 ) 230 °C 10 min, 42 °C 20 min,85 °C 5 min,4 ‘C
5 min, SR EBARAR . WURFE SR 11 uL H PR 4
PR ARARES 1R PCR RN #): 94 °C 3 min, 94 C 1 min,
45 °C 1 min,72 °C 1 min,20 PME#H .94 °C 1 min,60 °C 1 min,
72 °C 1 min,20 ME3 .4 °C 5 min, B4 1 %k PCR % ) =¥
5y 3 HEATES 2 R PCR 1 (BF45 0.5 pl) W WL 414 R 94 °C
3 min,94 °C 1 min,62 C 1 min,72 ‘C 1 min,30 PMFH ., K45
% 2 K PCR L 79 .
1.3.3 55 2 K PCR M=) 30 BERC UK MR Z5 ] W)
KEWT 4 19 1b A 234 bp,2a A 139 bp.190 bp(fF — L& 4
T 2x B 190 bp £5745);2b 7 337 bp,3b K 176 bp; % 2
la 7 208 bp,3a &Y 232 bp,4 & 99 bp,5 & 320 bp, 6 K 336
bp; & 3 1 1c i 104 bp,2c &I 251 bp 5 300 bp.117 bp,
2 % ES

T A6 A X i HCV R e 35 I £ 3 PCR #4743
BRI HCV YL L) 1b B 3, 5 56. 6% (n=17) , LK & 2a
B 23.3% (n="7) KA ] 3a B, BRI L 2 A8 HI50 .38
S BAE P F A XD 1 B, A5 3.3% (=1, LK 2¢
L, H 10% (=3, L& 1.
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B 1 iR HCV 43 B8 B A ik B

HCV & —Fh s HCV B 5| iy Ik 2 42 P 5 ey fs .
HA, &R A 1.7 /2~20 {2 N HOV Y H Y, 4 4F 37 1
YL 20 350 7N . fEFRE . HCV 32 %58 i i i £ 4% L g
MNBGE R 5 000 J7 . )8 HCV 1y i B IX ., HCV SEH 4l
B SR R HCOV LR A IR T I B 2 SR,
HATH HCV 432 6 4~ DB KR [ Ay 7 554, HCV 3 [
R AAAE IR MEZE 5, 1a BUJRSE 1 A8 % e iy HCV S
BLZTRE, 1L Bz 40 A T W 25 B W 7E 26 E R
PR E R H AR R B 2. 2a BRI 2b A 4 Bk
HCV FEFE B 1056 ~30% » EZ 446 A 4L 55 M . E i H
AEWET HCV 73R H K i 6 Fh 3 B B34 43 A (B K4
Hu X DL 1b.2a B f 8 UL, Fovh 1b 8 (5 70 96 ~80 % , £ 3 J7 i Tl
g 90 % Lk I 2a RN F LB Wi £, Ak, m FEAABR
AN B G gh, FE HCV JLH #7316 16 Bl iz 4 kB A, A
HBRSE S IR IE A HCOV SRR (1) 58 & L iR HCV 3 R 7
TR Y A3 Ai . AL 55 oA B R R A 2 HOV R %,
TR IR 2 6] 22 5 T B M, X 5 ARSI 25 A 4.
AT 5 38 3 Xof R ) HCV e 35 347 56 R 43 B0, % 3% R
HCV e & [ RE 2L 1b 2 3, H g 2a 8, (H R K 21 3a
BLA R SREARE A K, HCV MR &3 B £ LT
5 4 32 Wi a0 e B S B DK T O R AR R R e
WAFERR 1b/2a BA GRS . NAMRLEREG  BEREA
TR G i PR R JRR U 1) SR A 3X AT R 5 RE AR I R TR G CR & IR
A% FOR PR R AR R E A AR AR5 R BT AE
At b DX /0 S B 1 RN 2c 2, 40 A5 R WT R HOV 3
HA R IR, HCV YL 9 I PR E AR B 5 (H H Ak 5 3 A
[ R o A s W P 1 S O N T B o S [ S s W )
HCV X AFAEIR 5 A2 BE R TRl . HCV RNA #4795 5 &
il 0 0 B AR AR Ak, 1.2 BRI (i HCV RNA #4
BERT 3 RURPE WEEHIEKEES g EAe, &
TR BT A 00 (1 285 SR A 1b B 2, 2a YR Z L i BT R 1 2
TR R T 107 copy/mL WHEAR XA RS 1.2 BUE WL TR
FHEGHHEAE L, o« TIEAFN-0 & HCV HHEF IR IT
I 1k 2 4« e L R R 2o R . AT & B TFN-o B9 11 R 7
5 HCV BFAVE %4156 R . NH2002 AF 58 46 B 4535 L
FE HCV e B R F 3 51697 1 7 36 AR CT 3% 28 2084 50
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2.2 112 BlSGTE A AR A L 3 B HbA2 A5 45 AL F 2 %0
Bl TFRR . b 203 A BT 692 o #2375 1 Bi) HbA2 £ 25 5
KFSHEHHE LR 2 FALF S ahieh g ;108 f
HbA2 kil 25 540 F 22 56 4 .40 1 4] HbA2 kil 25 5 1F &
Q2 AYOHMIFEN DN « #1757,

3 3 it

L33 B A3 A I 2 2% 1 I 2 i 38 R R L 4 W 5 TR 2R B T 4
K R ST R [l X 2 2% 0 B+ b BT Y . Hb HL ik 2 #
A FBZ —, b HbA2 B4 R EA 2 KM E"" .
A AEMN HbAZ 2R AWM B R A EEE L, £
48 LUKk 23 BT X Capillarys2 B F i Hb 8453 34 B #
ik X B AT I 35 T R A I L) R B AR A i v
HAFEZRHE,

WS T 7V R T R IX 810 i 4 B i A\ Hb H 3k 46
D252 HIE ST HbA2 JK P A7 78 P 51 22 5 (P<<0. 01) . HbA 7K
AAFAENE R 22 5+ (P>0. 05), H HbA2 Fl HbA /K- ¥ JCA4F
ZE 5 (P>>0.05), T Capillarys2 {UREE & /NG 1L,
B 25 N R LL 2. 3% ~3. 3% 4 R A HL X Capillarys2 5 Il
HbA2 S0 A5G . L HbA K I 57 25 b %% 1 57 B0 4%
HbA2 %, B 1 I R 22 L HbA2 1 2 b 4% 0 4 1) e g8 b o 45
BAHEIE A S B H L 96, 4% ~97. 9 % VE N A HL X Capil-
larys2 K] HbA (2 H., BIERB P (G REA BT,
99.1% (111/112) WY 8 iF A 32 X % L& FH FAM R H# L 1Y
HbA 22 Ju A 1 ORI S5 SRR %S5 B N R i 2 56
A A B, AR S UL TR EA X (D ZIREWAFEAR &
A K] e S AEFE B i 22 5 (2) ML % B0 &% Hb A 3k kG T 249 77
TEIR 2§ LAY o M AT TT B, 31X 5 A6 5K B 1 IR BE Th B A7 7E 57
kA 5% . (E RIE A 7R U2 XUBS L AR BIF 95 I 8 7 1 2 25 S L AT
FE U At 48 R 4 Hh 2% Sk R L B — s i AN .
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