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ABSTRACT Objective: To study the histocompatibility of Il class a DRB71 HLA alleles and the correlation of primary biliary
cirrhosis patient popurlation. Methods: 95 cases of primaryliver juice cirrhosis patients and 203 cases of healthy people in our hospital
from March 2011 to March 2013 were divided into primary liver juice cirrhosis group and healthy group, sequence specific primer PCR
analysis was conducted to analyze the alleles of the two groups. Results: Primaryliver juice cirrhosis group DRB71*07 gene frequency
was 36.84%, 13.79% higher than that of the healthy group, and the difference was statistically significant ( P<0.05); Primaryliver juice
cirrhosis group of other genes was lower than the healthy group, but there was no statistically significant difference ( P>0.05); DRB71
* 07 OR value was 2.67, which indicates that primary liver juice cirrhosis group DRB71 * 07 positive rate compared with healthy group,
is the 2.67 times ratio difference statistically significant (P<0.05); Suscep tibility to primary liver juice cirrhosis patients with DRB71 *
0701 highly correlated. Conclusion: Chinese patients with primary biliary cirrhosis may have close relationship with infection more
easily DRB71*0701, which may provide a clue for its dinical treatment.
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1.3 BERSEBFE
1.3.1 {2EUMNE M E FZHA) DNA  $2HL 250 mL 2 iR a0
BUBE I, SREUEE J3 851 LA S R AH SR A T A1 8 1 DNA T4 B,
WIE DNA 4fi B DL Kk BE SR B Beckman 284830t BEAL . / L
ERTE Y 1.6-1.8, W& 75-200 mmHg, I HAEZE T 20T 11y
VKEATRAT , SR
1.3.2 FISERESIMHERESE X} HLA-DRB71 S5 3E A
BT 438, R HUR 53 PE HLA-AB-DR 43 BUGR & 0 7 91Re vtk
71y SR F AR TR 63°C 60 #2,94C 10 B, @4 10
AMIEER; LA 72°C 30 FF AR 2k 59°C 50 FFAEPE 94°C 10 B2,
AFE 20 MGER . IR Gt 258 A SRR AR, S
SRR 4R A4 F % Wl i 43 9 SSP-PCR IR &, SCHEAY
TR OR, BT HLB L 755 o OR= J§U & P AL 3 A8 A 2 2657
FERE 43 L / AT S 01 3 R 43 Lo
1.3.3 #1T PCR-SSP %l 4% fRARHER) PCR-SSP il ) 5 7%
PCR )i 52 (1)7E 94°C T HIAEM: 5 min, PR FFZ R 4k
A 30's,(2)55-59°C 3B k 50 s, (3)72°C SEf 405, (4) T
PEER 30 o (5)#FAT5E 30 MEFEFFAE 72°C LA 7 min, %
PCR W 1R 2 i 75 (A JEURE A : 2 wL DNA #4%, LA 25 mmoL
A9 MgCl, 3.5 wL, 10 mmol f#) ANTP 1 uL, BB A 1 u A9 Tag
fitg , i A AT HY 10% Buffers 5 pL, BTLAG )45 A 0.5 wL
RIAT, S Je kA 2 3] 50 plo

SR FE AR RS M1 M CenBank T #% HLA DRBI 4%
SRR e 9 O R 25 S 27050 2 b T, 2 ROGER PR
DRB71* 03 * 07 %09 * 11 * 13 * 14 %5 6 AU F £,

=1 SRR NS ¥, 38R B E(bp)

EMEE g Bk E(bp)
DRB71* 03 212
DRB71* 07 206
DRB71* 09 222
DRB71* 11 223
DRB71* 13 171
DRB71* 14 260

H PCR P“HITAAE 1.5% B B i L Uk, 28 FEL DK 2 o (A
S A0 L UK ZE RO A TR ZBE(EB)) e (8 20 min Ji5
RIT I R GeAH I A 5. WK 3.

1.3.4 SERMFIE L0 PRSI RY 45, XISUEHE
BERCHEATHLIK . 20 080 2 S5 HRAR I 1S B4 DNA %47, 2
W Jm e, X DRBT1 Y4507 56 X 5 5 7 R4 SR A 7

L4 FIHFEHE

KHaoR A1 SPSS 17.0 B ELHAATALBE, 2 ) T BRI
xt s FoR, R THECRORHT X 4G5, 4 P<0.05, 225+ A48

PES-3E

2 R

2.1 W48 HLA-DRB71 £ EEMH FHIER

& AR PERF AR Ak 41 DRB71* 07 & [KAH R S 36.84%,
AR 13.79%, 2R HA G158 L(P<0.05); )7 &
PRI R A2 At S RIS T (R AL, 25 57 RG22
X(P>0.05);DRB71* 07 OR B /& 2.67,7% B & % P R 34 4
{k41 DRB71* 07 BH M3 5 (g i AL A Hodg, 3L 2.67 fi%, 1L
HESFHAS = X(P<0.05), 03k 2,

% 2 ¥i¢H HLA-DRB71 & EF #5715 [n(%)]
Table 2 Distribution two sets of HLA-DRB71 alleles[n(%)]

R&R BT
RABA BFiElL
EE (n=203) (n=95) LE#TEE(OR)
Gene Health group Primary biliary ratio (OR)
(n=203) cirrhosis group
(n=95)
DRB71* 03 34(16.75) 15(15.79) 0.94
DRB71* 07 28(13.79) 35(36.84) 2.67
DRB71* 09 71(34.98) 32(33.68) 0.96
DRB71* 11 29(14.29) 4(4.21) 0.29
DRB71* 13 31(15.27) 4(4.21) 0.28
DRB71* 14 31(15.27) 3(3.16) 0.21

2.2 RRMEREERFE A HLA-DRB71* 07 L& S 4755
SR FH R 7 5 S 5 | ) G L 2 T S it
SR PRI Ak 8 HLA-DRB71* 07 J P47 7 B ) 7
B, 45 SR s BT AR R R IR T RE AL R R R
HLA-DRB71* 0701, %15 i, HLA-DRB71* 0706 HLA-DRB71*
0705 .HLA-DRB71*0704 HLA-DRB71* 0703, %] % 5} &tk
5 DRB71* 0701 #5 BEAH %
2.3 FEMRBTIERTEL B R R A PCR-SSP Hill 5 R

3 RRMET AL AR BRA PCR-SSP #4551

R&RERE TR

AL 4A(n=05 ) fERABA
HA Primary biliary (e=203)
) ] Health group X2 P&
Gene cirrhosis group (1=203)
(n=95)
PEIEET PRMEZE% FHMEE PEEXR%

DRB71* 03 1 5.26 1 2.1 0.653  >0.05
DRB71* 07 5 26.32 3 7.1 1.802 <0.005
DRB71* 09 0 0 3 7.1 0.96  >0.05
DRB71* 11 0 0 1 23 0.748  >0.05
DRB71* 13 2 10.52 4 9.5 0.040 >0.05
DRB71* 14 3 15.79 3 7.1 0.400 >0.05
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