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=L R B R TR, B ALd 2/
BE, BMBRERFE. AS KW FBEREIGEIRLER .
{RIEFD X Sk, (BIRR RIS L RBRITR B
K REWMBEAM, X BHREAERERBES—
FERE A GRS R, FRH R R (1 A
T 90) RAER R R EE I 2B, WAE 1973 4, E SN
RO EIAXAMMBTRE B27(HLA-B27) )&k
5 AS BEAKD AR S RN Mk e A
ffl HLA-B27/B7 & 4 L M98 %58 B (MnX) DA KB
BERETE AS BE K2 W 516 K /54507 1 1
HHE.

1 #RSFE

1.1 —B%e %2044 1 HE201544 4
AEEBETARERBEHIZ N AS 2 E 38 68
AS H, ZHIfF G 1984 SFBITA LbnE ; X RBI S
R BITALINRAE ; b FB 1 25 6, Lotk 13 1
AR (28.9+12.1) %, [RIHA 38R Ho A R R 40
KRBT R BRI REE R ERRE B & 40 B
FAE AS 40, Hoh BBk 26 4, &tk 14 61 5 I EEE
(40.5+10.6) %, LA 30 BlAK il ek mE1E K
fa X R A, Horp B4k 20 6], otk 10 431 ; X 4E S
(314+13.1) %,

1.2 KeilHEs Ror ik

1.2.1  4MJA I 40 HLA-B27/B7 ¥l B 4% £ 5%
REBRSEHKM 2 mL, Z N2 B _H
(EDTA-K,) Hi#E, i1 ARSI 2 1M 50 uL, A &Y % B8
A R 5 B % 6 & (FITC) 4712 1gG2a 1 3
LI E A (PE) #5718 IgG1 HL 4K 10 uL, I & B 1A
HLA-B27-FITC/HLA-B7-PE $ii{& 10 uL, #LEE
30 min /543 A I0A Optilyse C 24 (32 E Beckman
Coulter 22 &] )&% 30 min, B5.L> 5 min, HILA 500 uL B
FRELZR vhik (PBS) 1R AT, FHAELL, A 500 uL PBS
B A, AR K0 HLA-B27/B7 &
43 H & MnX, BUgRREIEH HLA-B27 PHER R
¥ MnX A %5 E, L HLA-B27 BA#ER > 60% . %
¥ MnX > 5 124 AS BAMEISE 4,

122 HBREGE A ASBEERZ XLRE,
B 2 2 LA B 25 0 RHE IR e & AR S T R
TR AREIBERTTH X BB, B BITA At
WSRO~ NSH 0ORNEFR; | BRATERY ;
I RRERE, v RRMEAR M B4, (B35 (M)
BRIE® ; M A B R%, 2 bRt B aes
TR AR B 6T B B 5 | B AR B E 4

BME—TE—WL EXRE; NRATERE, T2
MR

1.3 SiitFAbs R SPSS 17.0 B4 X g 4T
SiitarHr, THESER LABIEER A 4 LR R, P < 0.05
HERABRITHFE L,

2 H#R

2.1 &4 HLA-B27'/B7 B 43 tb K39 MnX b
B AS 4 HLA-B27'/B7 B4t R MoaX ¥ 8
ERTIEASARBREMBH, ZRERIT¥E
(P <0.05), WFE 1,

22 &4 HLA-B27 PHYEER L AS 44 HLA-B27
PR G E S TIEAS H R EFEXIBE, ZRESR
HHEEX (P <005), W#E 1,

#1 &4 HLA-B27/B7 B/rH . 3 MnX
K HLA-B27 PR L #

w31 B HAL-B27"/BT HLA-B27
(Bl) ‘o (%) FHmnx  FEHER(%H))

R IEH 30 29.57+125 2.1%0.1 33( 1)

JEASH 40 4604+2.11 1.5+0.1 125( 5)
ASH 38 9221+330° 137+05% 92.1(35)®

I« ST B4 HBR, P < 0.05 ; 53 AS £ 1, PP < 0.05

23 X&REARRSHAS B E HLA-B27 & &2
HROF# MnX L3 X LK E AR SR AS 25
HLA-B27 B 43t K3 MnX 2R TS TH¥
BEX(P#>005), 1. V& FHMaX 8 1. T4
PAREZFEHITFBEL (P <0.05), W2,

£2 XLAREERRFEDIHRAS BE
HLA-B27 B4+ tb R MnX H#

v % HLA-B27
(#1) B (%) SEH4) MnX
1% 7 92.03+3.05 53402
n% 10 91.44+2.85 7.6+0.3
IE 3 12 93.65+3.10 19.0+12%
WV 9 90.65+2.77 24.6+1.9%

.5 TR, P <005; 514, PP <005

3 iFig

HLA-B27T B F I B X EHLRAHMENESHK
(MHC) #RA, T4 6 Sk EE 1, DNA
Bk #3600 kb, EVEF I EEZARE LA E
B ERCHRERESEES., B7E 1973 4, Af]
BB &K HLA-B27 HUJRIEE S AS EREHE,
#B 1T 90% By AS B HLA-B27 ¥ JB %35 X P,
L8 ABEAIPIEERILH 5% ~ 10% ), B T AS fElk
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5 2 5 0 AR LT Y LA 12, B9 O R T HLA-B27
X AS WA EEE L, HLA-B27 HiEWE XL S
ASH RN B E R IR R BBRETRE—
EMEME,

AS HIERAMERXATR, REILFLMER
BEREOCTT , U HHE [ LS 5T e £ B MHE P
RESHMEHRET, 2EI YL, FIRER
g BRIEMREERNE S AS MAEXRZFY (BHE
BWOIW ZRILE ¥ R AR, FEES S Es
Pl ERA K AS BRHLHMBIR KRR, 8k / HiE
WEREREE AS WRERBFREZLEENE
Mo KBBLIR, BRI E 43T AS KIBIF T T K&
F it PRAFE 5T , 3F 2 B MR AR R | D R B R N 2%
FEBASH B3 s 0 AS BERIEARRERH Xt
BENEFREAEERW, Rt RS WmssT
FEXELE, BRBEA X HLA-B27 5 AS Z AW
KEEH AR, BHS AS WEEFMHELEC AR
o 10 AS B H B X LR BT WL B RRAE t 24 Ak ok A B
X RAETAT, B 2413 T RAERITRL, 808
EZiRE, HEERRE, ERERM X LEAXSE
FPEIRERL, A 5RE, Hit B HR M HLA-B27 5t
LW ASHFEER X,

XM & R AR A R R, AR
£ B3 4E LB - JF 51 4% 5 1 51 9 (polymerase chain
Reaction—squence specific primer, PCR-SSP) & 43 3
AR HLA-B27 WA, 4347 HLA-B27 3 [H T £
5 AS 8940 %M, #1F HLA-B27 £ W &Y 46 i &
e K& X, 45 R 8 75, PCR-SSP & fER 1 1 29 4
HLA-B27 F & (B*2701 ~ B*2730, H 1 B*2722 [&
#1), B*¥2702 ~ B*2704 . B*2706., B*2713 TF RIA[ §E .5
ASHIRIRAE %o FERIMBTREET 187 4 AS
BEGA, SR TRAAMRA HLA-B27 UK
A1 PCR-SSP ZH RIK W, 25 R B, B I B R
HIREA ORI bR A ) HLA-B27, H i =X 4R MR
Kl HLA-B27 MBUREE R 100%, ¥ R BN 96.7%,
HETRE R 98.7%, 6 T AS BEIREAHBERAR
M., AT RtEH, AS BH HLA-B27 4T
JE BRI 38 R SE 3 MnX B B | T X B4, B8
RIMEL, EfF HLA-B27 FHHE R ES T 4. T4 %
RN RERTEISEL,HIHL EEE
FHMX HBETF . 1%, EBEBOR, A5
5% 38 il AS BRE A 3 4] HLA-B27 BA¥:, 40 #3E
AS A 5 5 HLA-B27 FEAE, i 30 Bl S EE

A 1) HLA-B27 FAtE, MR BB 8 5 R
PURZER I HLA-B27 if & 5 £/ M HLA 3,
¥R R HLA-B7 & A 38 LRI, S R i 45 S0 1 ik B
Mo, 35 % HLA-B27 BREBE A 4 FIMZ 5 K
HLA-B27'/B7", A# X 4 HIXUFHMERH L3, & 3 1
R AS R AT EIREE THA . Amim s %
HYNRITHIRE, | PIRERIB AT G aT
J& HLA-B27'/B7" & ik, BT LAZ54 T 4 HLA-B27
HREFFE— MBI, TEE S — L,
R4 HLA-B27 ¥ E RNBEFI AR T4 @
H(WHO) 2 M AS bR, HLA-B27 FAMARREMR
B X LRiFHE, [BHEAE AS 2 AF G TR E
EHCHIEKERAT, HE R, B, AS
HIER LT BT SR, I EhELFE
ka3 E Bl T A v EE, HKk,
HLA-B27 oI fEE RAZR ko X R BRI &,
BWAREAEF R, BT, IR K E B+ HLA-B27 A
PERE 25 F B A, F8 51 2 3 MoX %I PR 43 % F9R
HPERE AT ENEES S EEEZHMR
PNLIIESE
4 SEXH

1 Santos FP, Bastos E, Ligeiro D, et al. Genetic basis of ankylosing
spondylitis. Acta Reumatol Port, 2007, 32 : 243-252.

2 Brophy S, Calin A. Ankylosing spondylitis : interaction between
genes, joints, age at onset, and disease expression. J Rheumatol,
2001, 28 : 2283-2288.

3 Brewerton DA, Hart FD, Nicholls A. Ankylosing spondylitis and
HL-A 27. Lancet, 1973, 1 : 904-907.

4 RWH. BREXDRFREHEAR . AF: \REE BRI,
2010, 228-232.

5 REE F¥E. B ARHEEWHRERPRIEATRHERE .
PEERIBRE I, 2002,6: 113-115.

6 BEIL RPFAERKE. RS UBELTRIERENERD
i . PHERUBARESRGE , 2002, 6 : 165-168.

7 B AL BHEEFERNERELERASE E¥EE
#ZKiE, 2005, 15 : 322-325.

8 FEFE M@ E=#. 5. SANBSBRENEREL PEPHE
B4 e 2HRE, 2013, 21 315-317.

9 R . EFRETSEARERIAITRENSE R LR
% PEFHAES R 2HERE, 2003, 10: 154-154.

10 X8, T, phitid, % R EMEHREE HLA-B27 R TR

WK RE X . SCHI R EEITZRAE, 2010, 2 143-146.

R RRA AR AKGR HLA-B27 758 ELYE& AL 48 a9 R

BRI E . ERREEMZE, 2012, 4 31-34,

12 BAES, G R . MR AR AL TR IR . PR
BREAER, 2013, 17 1 289-292.

1

—

(ks B : 2016-07-26)
(A3CHmiE - {33l



