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X fd B AR 7% ABE 50 4 4 A 3t BB 20, Trizol-Br- 845 — F F BRI B £ G 48 Je % RNA, B A 5 8 % 8 £ & RQ-PCR & K44 91 &
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6), % B 284 Bl 2 CCR5 mRNA A8t A& ik & % (0. 798 5+0. 349 2), AHB 21 CCR5 mRNA (% K+ 2% & T mBa,CHB A
CCR5 mRNA &k R-F R FAK T B4, AHB 42 CCR5 mRNA A #2 KT+ B % & T CHB 4, £ 53 A %t 5 & L (P<<0.05) ;M
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Expression of CCR5 gene mRNA to hepatitis B virus infection in Dong minority "
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Abstract: Objective To investigate the expression of CCR5 gene mRNA in peripheral blood of the population between Con-
A total of
twenty individuals with AHB infection(AHB group, 20 cases) , thirty individuals with CHB infection(CHB group, 32 cases) , Fifty

gjiang Dong minority from Guizhou,and to evaluate the relevance between CCR5 gene and hepatitis B infection. Methods

healthy controls of peripheral blood were recruited to conduct a case-control study among Dong ethnicity. Total RNA from blood
was extracted and purified by the trizol-phenol-chloroform one-step method. Expression of CCR5 mRNA was detected by using
SYBR green supermix real-time fluorescent quantitative PCR. Results The relative expression of CCR5 mRNA in AHB infectiong-
roup was (1.119 940. 723 3),the data of CCR5 mRNA in CHB group was (0. 582 3+0. 273 6) ,the data of CCR5 mRNA in con-
trol group was (0. 798 540. 349 2) respectively. The results showed that the expression level of CCR5 mRNA in AHB group was
significantly higher than that of the control group,CCR5 mRNA expression was lower in CHB group than in control group.,the ex-
pression level of CCR5 mRNA in AHB group was significantly higher than CHB group(P<C0. 05) , However the relative expression
of CCR5 mRNA had no correlation with age and gender(P>>0. 05). Conclusion CCR5 gene is associated with AHB and CHB, there
is positive correlation between the expression instensity of CCR5 mRNA and the clearance degrees of HBV possibly.
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R gL T2 AL.CCRS J& F G EUMBEZ A, =
TR FORLAN M | L W AN & HE A SR 400 . CDST T kel i
M2 ThT P B 40 A6 %) 40 M B 1. % B A 4 e O NK 40 i L3242 T

9.09% " 4Rl 5 A B A HBV 8 1 A BE 19 HBsAg FH 3 4
Sk 4.51%F09.51% . HAT LB GG MIKTE B HBV 125
Y. KX HBV %3k 5 18 A 7] A 7R S5 10 il IR 3 7 &2 2%
RN — R B BRI Y. A M 2 B R (acute hepatitis,
AHB) JCHE R IR 3 45 17 L2 1% & BT & (chronichepatitis,
CHB) Jy 2= T AL I JE M T B 22 iR i . AR 2B 18
T HBV J& fy H 3Rk i 9T R 48 S H A ik BT 4 2 19 e 5
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FE R RO 3 i B —— 5 M YA R A 54 2 5 5
AT AR R N HE BEAT 2T M3 27 5 2 B HBV B0k 4406 . A
YCE A I H AHB, CHB A8 2 5 {8 JE T S0 A i 3 40 9
CCR5 mRNA [y %1% 0. 38 1+ CCR5 # 5 AHB.CHB fy
AR DG B 38 3L, AT R - 37 19 12 W F1IR 9T 2 B 8 19 23 145
AR PR AL ISR AR
1 #EMEFE
L1 VORIV R 0 BE At L Bt N 48 B R b
BEH BRI R B AR A 7R R Al R R AR S 100 4]
AHB 4 20 ], Hoip, 5 12 f], P15 (27. 25+6. 31) % , 4 8
B, -5 (28. 1444, 66) % ;CHB g & 32 #il, H i, 5 21 41, F
FJ(43.52410.26) % 4 11 B, -4 (33,349, 25) 4 ;X R 41
50 BN fEHEAN b, 5525 i, - # (41. 64£10. 38) . % 25
B P H(38. 490773 % . Frik x4 3 2 N B %
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1.2.1  EZTRH LAl SYBR Green Master ROX (f# [H
Roche 24 #)) ; RevertAid First Strand ¢cDNA Synthesis i 7| &
(%[5 Thermo 2\ 7 ) ; Trizol (% E Roche 2\ 7)) ; ABIStep-one-
Plus BISZ R} ¢ 5% € & PCR X (3£ E ABI 24 #)) ; DU-640 # IR
A E R M (3 E Beckman 24 7)) ; GDS-8000 & UVP ¥
Ji A% % 46 (35 [ Bio-RAD 24 #)) s ELX800 il A 43 #7 A% (3 &
Bio-Teck 22 H])
1.2.2 RNA#RMBEES 2 AARE Trizol-By-A ff — ¥k
FRIA A il 40 1 S RNA (W8 AR A 1Y SR B RO A7 i BB A1 165 [
T I D U G R R A SR R AZ A 0 G s R ik . O,
5 mL, RAEMEN L AA Trizol i3] 1 mL, & F —80 CRAF.
B4R B B RNA 5 pL i 1 pL S, 1. 2% TAE 35
B BE e (& 0. 51 pg/mL EB) . # BLHL YK ,5~6 V/cm,30 min, #%
PR S BG40 0T R 50 %5 72 8 RNAL AN 6 B 1 %52 RNA
aEFRIE . W SRR 20 pLL B BRANTR 8 RNA 1.0
pg Random Hexamer Primer 1. 0 pL JIMAER R — ZE/KE 12
pL,65 C 5 min, K 55 F i1 A 5 X Reaction buffer 4 pL.
dNTP Mix(10 mmol/L)2. 0 L RiboLock RNase Inbibitor(20
U/pl) 1.0 Ly M-MLV (10 U/pl) 1.0 pL.42 C 60 min,
25 C 5 min,70 C 5 min, —80 CI:FEHH.
1.2.3 9 tE i PCR(RQ-PCR)M %  CCR5 mRNA %
SR GenBank Hf A\ CCR5 K& K EH Bactin cDNA J¥ 51| Fl
DNAman # f # i RT-PCR 3| 4. p-actin 314, E¥f:5"-
TGA AGA TCA AGA TCA TTG CTC C-3", Fif:5-GGA
CTC GTC ATA CTC CTG CTT G-3', 9" ## ¥ 122 bp; CCR5
2¥, . 5-GTT TTT CTT CCA GAA GTA ATG TGG-
3", Fif#:5-CCT GTG CCT CTT CTT CTC ATT TCG-3', ¥~
) 189 bp. BIWH LA TAEY TR AR W% A BRA A
4. RT-PCR W& £ : cDNA 100 ng.SYBR Green Master
10 pL, LilF51#9 0.5 pL FHEF I 0.5 pL ddH, O #b 2 & U
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20 pL. R ZF:50 C 2 min;95 C 10 min;95 C 15 5,60 C
1 min, 40 NMEF . F— IR AL EE 3 AR LRI ES
8 1A DA R 96 AE 5 3 B (R I T 4 5 B A A R B
CofH. HHH CCRS 1y Ct{H 5 NS Bactin CtEHINZE R
ACUE2-2 Ce W K Z A A B 9 5E H CCR5 A %) B-actin
FRE X ik L T 2724 Co %78 A 5 W CCRS 7 AHB I
CHB 2 5 xF B2 2 1] % DB B & T g ik 2 E
G3HT

12,4 ZBUF ARG WS AR SR 2 I V823 4 I ok
LA F o BRI 3% o SR T I 4 28 W8 B 4 38 CELIS A A il 2, 7
JHF 58 I3 10 25 B IV A= Al g A o 350 &l b T 8 AR
25 Iy A B A W) AR 7 (15 X20100804) 5 ™ 6 42 U6 0T P B 4
F I 2 [ BiotecELX800 HAR 15 5] Wy 45

1.3 Geit#ab s SR SPSSI8. 0 B #E AT B0 43 47, 1 4
PR, Tt s KO8 RS H R 5 220075 T 22 SRk — 2 BT
FeBE R I LSD-g 4347 s 05 25 AR 3¢ i — 4 Wi B L 48k A Dunnett!
s 08T P P<<0.05 B ZERAHIHFE L.

2 & R

2.1 W RNARYE  BEREMR T R o0 % AR, T
DLIE MY 28 S.18 S.5.8 S 3 Fxal . WA 1, 3875 T {3 2 RNA 58
Mg, 54y 06 SR E I E OD260/0D280 fH , % fH A T
1.9~2.0,3/8 RNA 4 8w, 1l 2 5 ZE R m B R,

1 RNA I i # i B F ik B

%£1  3@AANBSMNAM Bactin, CCR5 mRNA FikkF

2H 5| B-actin CCR5

I 27.44+1.26 27.89+1. 41
AHB 4 26.8241.58 26.95+1.55
CHB 41 27.3241.49 29.95+2. 26

2.2 AHBH4.CHB4 X A5 CCR5 mRNA #ik LU
Ct{afy T+s F/" . AHB 4 .CHB 2 B %%t 4] Sactin ,CCR5
B FRIRKEWLER 1, AHB 4450 4 1. CCRS mRNA A Xt 3% 35 &
(274Ct) K (1. 119 9+ 0. 723 3), CHB 41 3} (0. 582 3 +
0.273 6) % BEZH K (0. 798 540. 349 2), AHB 241 CCR5 mR-
NA H X 35 K- WA 5 85 T X B4 (P=0. 038) , CHB 41 CCR5
mRNA %t 2 35 K AL F X B8 41 (P=0. 041) , AHB 41 CCR5
mRNA A %f 2 3K 7K F B 8 7 T CHB 41 (P =0. 002), R ¥
225 CefHIR /R 2tk HBV R4 CCRS mRNA ik K & X
WAL 1. 6% ,CHB 41 CCR5 mRNA ik /K &% B4 0. 6
5 AHB 24 CCR5 mRNA F ik /K& CHB AW 2.7 f5. 1M
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CCR5 mRNA £ A A X £iE KV 5 R T, 27 H 5
2% X (P>0.05),
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HBV fE g — F IR (2 22 P 08 I % % . 1 HBV R 35 19 bt IR
R8BI R B S 04 5V S 5 SN AR 4 S5 1 Y LA 40 I
By 0 R E AN RSB A B G A A . B Rk
ST EEPE T OWREL 40 (CTL) L HBY & K41 M /E N
F BN TS, — Ty 1 0 BT IR 7 R 1 JH 40 e sk
TH BRI 73— TSR A 43 W T B -y (TFN-v) S5 41 g B+ ok
LR EEVE A . CTL Thl 4B 3 243 W (9 240 i 4 252
(IL-2) JIL-12 IFN-v i IR B F-B(TNF-p) &, il it A 7 5
2f it 75 01 Jmy 8 48 AE A DG 1K) S B A T S 5 A L S 9% . CCRS
YEZ Thl AR R AR &, HREKTPANS 5
T 400 4 o PR B2 iR B2 W AN [R) T 40 i 0 3 A9 25 45 . i 3
A0S I . Gastellino 2557 B BF 55 R . 2EHT SR LS 2 6T
WhELAS 4 fE CDS™ T i CCRS £k B, &5 4 CD8™ T
0 it B4 S AR 4L 55 CDA™ T 40 A A A 1 X3

MHLARIER Y HBV J5 AL P 40 i 32 2 40 i —— 7 5 4R 2
M S Thl 40 e #E 35 Bk HBV i B i & ¥ 5 2 4E . CCRS £ 1
W2 RN AR T A — R RK . A ALE N
%<, AHB B 3 41 J& il CCR5 mRNA [ 3£ ik /K - 9] i 3 &, 48
AN YRR AN K Thl 40 i 3 16 4 2 8% & 1) CCR5 FKikaT,
AL ZE AR 40 i B2 Thl [ HBV Y 305 &, i BB W
CCR5 mRNA i 3if B . #0 il HBV {2y ee g 3 ; i CHB 8 %
CCR5 mRNA [y 3235 & 5AK . $2 7% B 58 4k 40 i B2 Thl 4 ffd 3=
%A L% R CCRS F ik, CTL [ JiF 41 il ) 52 1) i & it
FEAK A F+ HBY M5B8 s 38 £ 5t CTL 5 BUIF IE 4 5
SN T 51 D) g 45 55 19 i . CCR5 mRNA [ 321k 18 ¥
AR AT BE 5 AL 3 By HBV [ 62 J) 2 IE A7 3¢, 7l 4 B % 53] CHB
5 AHB, Lee ZE000 22 51 HBV 4% 524 CD8™ T 41 il 3 Ifd 19
CCR5 % W . T » 278 CCR5 #3350 5 WL [ HBV
M) I 45 5. Ahmadabadi 45 fff 55 % B CHB 4% 41 JA if
CD8" T 4l il 2 1H i) CCR5 ik & i L FHEHE AR, HiF
SEUIE ST NN B SN R I A% A0 L CCR5 R ik K 5 2 1
48 9 e PR 5% VA T REAT — 2 % R - B/KEAY CCR5 B35 Bl )G 5
I s CCR5 W A 1] fE AR FF HBV W&, A% Ik 088 45 )
5 ER WA AHAT AN B A A CCRS Al B A F HBV A4 il
IR = ORI R IR

H A I R _F36 7 HBV B bims 8 25 9 £ B a8 T
EXIE St VL7 S (E R B = RN DR o <8 1 N v
KB RPN RE T R RR . A5 BT A0 . Mg
HE HBV S B AR W L F v B X 2 B 49 09 B 36 0 B
BMA . TR B T LR CCRS 23k, 1] 422 5 L1k
T S A0 B S e T RE L ANTR A 45 T CCRS FHLI I M T HBV 24
Yrssmoxt HBV HU5 9 T 40 08 5 B LA i HBV 1 375 b5 .
T S & B BTF 9 B B 8 3R 9T L O S Ik 25 M 4 4 F W JTF &
WS SR AT IO .
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