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HLA-B27 EF A 5 ik NEf im M E B X
B RMERIE S

REM, LR, FARE, RIR, BARLE, 48, XF, §EF, miE
[MEAFE_WEER Rlf (IHERBRE¥EALRE) ILH & 330006]

HE . BA Wi RABA L G MR B27 (HLA-B27) AR B AR AMSEEL (AS) MEAXR
TR, FENEEMAEG R LG ERMMEL, ik ®RR2016 51 ~ 2 AHSKFH _HEERTS ALK
AS BE 7460, P, ERELT X (RA) 654, BMERERZT R (LIDH) 5141, FHE%4 (ST) 50 #], B %
FE (OA) 5341, IR 40 BIAE A4 BEATIE, A BD FACS Calibur 7 X 20 AU 248 it HLA-B27 3R ; Bb
Brsg B R — AN FH5A (PCR-SBT ) # A% HLA-B27 A B A #4708, 458 AS B4 HLA-B27 fafk %
# T RA., LIDH #= ST %% B A BT (P <0.007 ) ; 30 ~ <40 % F#440 B HARE HLA-B27 MM £ & T XK
ABE (P <0.05); AS %% HLA-B27 A H B L B2704 A £, &1t & FGEARE P AS &% HLA-B27 A F
TR VA B2704. B2705 A &, H B2704 & AS ¥ A BAR B,

KEER . AARK, RAM ; HLA-B27 #R ; £ 9 &, £RE
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Analysis of susceptibility gene subtypes of HLA-B27 in
ankylosing spondylitis population*

Jian-lin Yu, Li-ming Tan, Yong-qing Jiang, Qiong Wu, Juan-juan Chen,
Hua Li, Yang Wu, Ting-ting Zeng, Yong-jian Tian
[Department of Laboratory Medicine, The Second Affiliated Hospital of Nanchang University, Key
Laboratory of Laboratory Medicine in Jiangxi Province, Nanchang, Jiangxi 330006, China]

Abstract: Objective To analyze gene susceptible subtype of AS in Nanchang. Methods Totally 74 cases
of AS, 65 cases of RA, 51 cases of LIDH, 50 cases of ST, 53 cases of OA and 40 healthy people who were admitted
into the Second Affiliated Hospital of Nanchang University during January 2016 to December 2016 were involved in
this study. HLA-B27 antigen were detected by BD FACScalibur flow cytometry. Sub-Genotyping of HLA-B27 gene
were achieved by polymerase chain reaction direct sequencing typing (PCR-SBT) technique. Results We found
that positive rate HLA-B27 was increased in patients with AS compared with that in RA, LIDH, ST, OA and healthy
controls (P < 0.05). The positive rate of HLA-B27 was higher in men than in women aging from 30 to 40 (P < 0.05).
B2704 is the major gene subtype of HLA-B27 in AS patients (P < 0.05). Conclusions Major subtypes of HLA-B27
gene in AS patients is B2704 and B2705 which is related to the incidence of AS in Han population in NanChang.
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WA B BTN IIES M HET AS B2 W R EAREEEAR
FEEGIRRRI, HRINSW AT Z B, T
W 22 0 TP, T S R AR R A T A,
I, FA2W AS BAT B A Im AR o m R TAET
kPR B Hb X DU N HE AS SR ¥ HLA-B27 PHYESR
T H B ANHE . A SRR IE “AS ¥ HLA-B27
LA HA m BRI Z B TR, M X RN AT [R] A7
TE2E 5, X AS R —E B L. AIFFEEIR
BB H X DU ARE AS. BRI KT & (rheumatoid
arthritis, RA ). JEMES[A]#E % H (lumbar intervertebral
disc herniation, LIDH ). H45#% ( spinal tuberculosis,
ST) FIH K45 R (Osteoarthritis, OA ) %t & K fi
PR EAT HLA-B27 JERE ALY, iZiilxX AS /Y
IS W bRy PR AR .

1 EREE

— g Bt

TEEL 2016 4F 1 ~ 12 A BB R0 W E Bl ]
L BAERE AS HE 74 B AS TR ). Horhr, Y 49 1],
2ok 25 Bl AR 17 ~ 63 %, 1 (31.88+3.19) %,
RA & 65 0], Hob, BAE 186, ik 47 4 ; 4l
22 ~ 66 %, I (36.88+2.59) %, LIDH % 51 4,
Hor, B 27 1, Lotk 24 4 5 44 18 ~ 67 %, I
(31.65+2.78) % 5 ST /4 50 fo1], Horr, T34k 27 4,
ik 23 ) 5 4RI 17 ~ 66 %, S (3049 +£3.78) % 5
OA & 53 . Hr, Bk 23 6, Lok 30 9l 5 4Rl
24 ~ 67%, I (3484+2.14) %, BEHFFEM
MRS WibR o o fl BERKE ATE 40 1) (fEEREXT IR ),
Horb, BEM 18, bk 22 1) ; 4E 16 ~ 67 %, F
¥ (31.45+2.78) %, FIAMFSE S AR B X I
ENHE . UL | R 2 R g F R L (P>
0.05 ), 4 RA Fll OA 5 I RO RAEPIE ( T RAE
Y ), LIDH A1 ST G 3 =R ST S0 P A1 5
(BT RAEEHLIRAL )o AMFIT LR B K5
R I i R 2 A B B 2, T IR AR Y 7 (R
U R A T RS
1.2 EE5idHA

AL BD FACS Calibur (_F W5 AR 5
HIR/AT ), PCR XSS ABI2720 ( 1 5% U1 BE 7 B4y
AR ), ABI 3730XL ML (_FiRH{E B AR
ARRAE]D), BLEMHEAEHR Accu Type, HLA-B27
P J A 4 57 - FITC 4% id 19 9t ~-HLA-B27., PE #5

1.1

ICHIPT —CD3 . %I ; HLA-B27 J& K37 Y 0 5 3
5 . TBG Biotechnology Corp HLAssure i ] & ( 5 7%
F VAR AR A FR 2 7] ), SE SBT kit 41t 53 %]
S AA15111K, ABI5111K, ACI5111K, AX15111K,
AQI5111K. il DNA #iHzii] : EXTRA-GEN 7
& (Fbr, B ENAYRHARA R ),

1.3 FHik

1.3.1  HLA-B27 #&nl  OPT ~-HLA-B27 FITC/CD3
PE X7 30 w15 50 pl IR A BTse i ( B
ML BEAE 3.5% 10" ~ 9.4%x 10" > /wl) IBAJE S
TRHEDEFE 15 ~ 20 min ; QIR ATH B 09I H 0
A2 ml FEINE, IRAEEERFHE 10 ~ 12 min ;
e e By MR DR S, FEZ 50 wl 40
JRBRIMA 2 ml PBS YES AN 5 @ vk 3 5 09 40 i in
A 0.25 ml 1% PR E 30 min ; GG 07 B A0 TE
BD FACS Calibur Jit =40 MIAGHEA AN, $4E 78 S 4h
TR F T 357 7 s FRASC R S i W 43 S B K225
i R R O SO EA T

132  HLA-B27 A B EA &0 KA PCR-SBT
ARAHT AS BB B AdFEXT IR AR HLA-B27 JERE 7
@ DNA BEAR 25« A PR TEI 3 T 15 245 5% 04 Pl 5
# DNA 7£ 260 nm 2O GRE S 280 nm ARG EE( A260/
A280) Y LLIEFERILE 1.65 ~ 1.80, @ PCR ¥"1#4: TBG
Biotechnology Corp HLAssure SE SBT kit S 11| =P
1258 . 95 C AL PE 5 min 5 93 °C7AEME 30 s, 63 °CiE
K 40s, 72°CHE 2.5 min, L 36 MEF, 72°C - 4E
15 min 5 FRRZE 4°C, 588 PCR 7314, QBERLHIA
WKIEHIIE RGEARAEULA A5, BCE 2% SRR BEEERS N A
A58, MRS EEWREE N 0.5 we/ml 5 7 10 Viem
(A R R 5 PR R AT RS, 2 Y I 40 3k I S I b %%
1.4 ~ 20 cm &b, @ PCR #7347~ ) 73 #7 - S5
LRSS, HHE T SEAR 50 RGN PCR 7= Wi i
o @R 5wl R 5P N A &R
( Hrh &4 HLA-B27 (ke e tEIE R M 514, 1E W 5]
Y . 5-GGTCCAAGACGAGGAGGTTC-3' ; L [5|4) -
5'-GGTGGGACAGGAATTAG-3" ). il 5% J I 4% 1F -
96 °C 78 M 2 min 3 96 C AP 10 s 5 50°CB A 5 s ;
60°CHENH 4 min, k25 AMEH, FEAEALIT SO ™)
Je il 2 G hR e AR S iz A PCR-SBT AR i
17 HLA-B27 FE R AL S pr Al , Al FH G ) 43 B R
4 Accu Type 534F HLA-B27 S5 3,
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5513 14 A, 45 HLA-B27 JE[R R 5 000 TSR B AR AT 580 4% 50 Ik AT

1.4 Sits5HE *1 KHAHLA-B27 NBST ] (%)
%ﬂ}?ﬁéﬁﬁ%fﬁ SPSS 2:).0 G AE. TR 1 . —
HAE (%) Fom, HERH x K5, P<0.05 M2k v
SHGIEE X, R K AR A e, " o4 (86049)
KIEF a=0.007, P <0.007 HEFHS T35, K RAEBIRAL 118 13 (11.02) "
o gm AT AR 101 7(693)"
=A
fRERREXT I ZH 40 2(500) "
2.1 HLA-B27 talI&5 R W T 5 ASEIRA L, P<0.007

AN A HLA-B27 K25 5 n i 1.

SSC-H
FL2-H (CD3)
SSC-H

FL2-H (CD3

N o
8% 8 +3
0 50 F1L(1J9H rHLAJB‘ri%‘n 200 250 ° 50 FL??H (H'—A-1‘35207) 200 250
B B8
1 HLA-B27 iU ZmBa L Ae i 45 SR
2.2 HLA-B27 RixHHIERKEHSE 2.3 HLA-B27 FHIE AR R ER D%
AS P 2H HLA-B27 B 550G RIELRA | 30 ~ <40 % A N AE R 55 1 AR HLA-B27 FH

5|F?@%ﬁéﬁﬁﬁﬁﬁﬁﬁ&@%ﬁﬁ@ﬁ Hﬁﬁ , %ﬁﬁ ,r/-ll*%jj 46.55% , %:J:—)/F@j\ﬁzl& 23.08% ( X 225.506 , P=
GiitegdE X (x’=183.54, P =0.000), ASZdlET
Ffh 32, W&k 1.

0.016 ), WLFE 2.

*2 HLA-B27 (HIEANBEER R EINN D

B it
ZE%'U n
ik PR FIRLL 1% % PR AR FIRLEE 1%

<20 % 15 7 2 28.57 8 2 25.00
20 ~ <30 % 66 29 7 24.14 37 8 21.62
30 ~ <40 % 97 58 27 46.55' 39 9 23.08
40 ~ <50 % 74 28 8 28.57 46 12 26.09
50 ~ <60 % 64 31 6 19.35 33 3 9.10
= 60 % 17 9 1 11.11 8 1 12.50
ait 333 162 51 31.48 171 35 20.47

I T SRFEBB LM, P<0.05
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2.4 HLA-B27 PR A B AR w4 R 5 70

AS 95 241 v 55 PR OCHE 19 HLA-B27 FH % 2%
87.76% , fe T H A 51 55 e ABERRPER ( x °=103.150,
P =0.000) ; P ABE HLA-B27 FHTES N 84.00%,
F I A2 50 ) 2 e ABERBE R (x ’=75.450, P =
0.000 ), U3 3,
2.5 HLA-B27 EET A4 47

AS PRl HLA-B27 L ALS3oh B2704 48 4]

B2705 14 i, B2707 1 4], B2709 1 f4i] ; 3F AS Bl
5 {d BE ARG A TE HLA-B27 JE [K] 45 I 7 BH 7 A %),
ANREHATG 50T, BIFE TS AS B4 45 5L
WAL A, o5 B2704. B2706 Fil B2709 FhAk, 2
SAEG I EE L (x’=34.153, 32919 fi121.162, J
P=0.000), Tii5 B2705 4%, 225 g2 X ( x'=
3.414, P=0.056 ). .3 4 M 2,

%3 HLA-B27 PRI NBE R RETR R IER 216

415 ) At fobt
e FREEGIEC AR /1% ik PR HIRLEE 1%

AS B 74 49 43 87.76 25 21 84.00
K RAEPRL 118 41 3 731" 77 10 12.99'
FESCNY SAE P B 4 101 54 4 741" 47 3 6.38'
a2 FEXT B2 40 18 1 5.56' 22 1 4.55'

et 9 AS PURALILEL, P <0.007

x4 BRARBEREXERA HLA-B27 EE AN FLER

g ASELIGL RAGL  LIDH/GL ST OA/GI BRI/ A AS AU A AS HLRIRIL 1%
B2704 48 1 0 0 0 0 49 97.96" 2.04
B2705 14 1 0 0 0 0 15 93.33” 6.67
B2706 0 3 2 1 3 1 10 0.00" 100.00
B2707 1 0 1 0 1 0 3 33.33 66.67
B2709 1 3 1 2 1 1 9 111" 88.89
&1t 64 8 4 3 5 2 86 74.41 25.59

TE: 1) Hdk ASHIE, P<0.05; 2) FIE AS HLE, P>0.05

Rt —— 7 0 B2704 3 itie

@ B2705

3 @ B2706

7 0 B2707

B B2708

0%

20%  40%  60%  80%  100%

2 ERiRARERITERE HLA-B27 EE IR F E

AS JE—Fh H B fe g, R THESEME,
BERIUARUE T RIS MO RE, BUkRe, E
SR AT T T RS RRARSE, BRI
B OWNAHE . BT SEMAFES 1 0.186% . 0.180%
F10.1229%", XL MEEBE, BN ERFBEAER,
TERZIR BT EAS, BHENE SR 2E ", ASA
WS ZREEA X, WEAFRERTTE . HiEMEM
ili 9& 7 TR AT AT B B ML " AS (RIS W 1 BAK SE R R
SR RZRIE, Y8 T AL AR 2 el Rl PR
B, HECRERTMY, RBUEGIZEIFNATT
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A, 45 HLA-B27 JE[F R 5000 AR B AR AT 586 4% ) Ik RO RIT

HLA-B27 J& o F NIKER 6 5 Yot (i i L i — A5
PEFEDE ; H— & T8 4.4 x 10" 1) a BEA1— 5557
TN 1.2x 10" (% b 5520 AL ™. HLA-B27 FZ4EH
B SRR RN, RSN R R AR A
HRAEH ", 5K ER AS 5 HLA-B27 258 5K,
AS BFE L) 90% DL HA HLA-B27 HiilF, filt Xt g
NBERH 7% o470 " Y HLA-B27 HA ZRhEEN IF
AL, FEANFAY B2704, B2705, %A B2702. B2706.
B2707. B2709 % ; H:rf B2704. B2705 5 AS A & AH
S "N B2706., B2709 WU BE TA Sy 2 AR 4 e i ik
RIS

AWFFERE B DUEATE AS B MRy 86.49% 5
I 3 O SORERG R 11.02% (RA F1OA ),
K PRAERVE A R B 6.93% (LIDH H1ST) #
95 8 S A RS A BE 5.00% . DL b %03 R %
X HLA-B27 3£ PHAEDUR AS £35 i HAT 38 8 i B
R, 5 AS WA EA AN, HiE AS ARG
N2 Z— FEIlGIRAERAR LA 2, HLA-B27 471
JE R RS I LA S S T I R S ML IX ) AS R
H HLA-B27 FHM: 3R A FAH OGSOk a8 7, $7R%
i XN 5 4 DG SCHR A1 1 AT EL A B e 22 S 1
HLA-B27 3L B A AR ) 23, HAbEE AS B AH L
PG4l HLA-B27 BHE 28 SR AREA LR T2 57 5
1M AS B2 P A B R W BRPE R, $278 HLA-B27 #it
JRBERE FH T2 2 Wi AS KR SC /0 A B S BEPE IR
30 ~ <40 %A FPE AR HLA-B27 HLJRAS H R 5
Tk, AS IR THEEHBEZ W™, 595685 R
iR

SCHR R T 5 X AS B HLA-B27 LW
R 32 %2 2k B2705 (90.9% ), 1fi B2704 (7.7% ) " 5 +
HH b X AS AR HLA-B27 Jt (K 7 %) 32 32 %y B2705
(65.2% ), i B2702 (26.1% ) ™ ; 7& F [E L% AS A
BE 325 09 3 K Y Sy B2704 5 B2705, T B P 1 A
B 32 B[R 5 S B2705 &2 B2702, AS 4 A B
B2704 WIS Ry 75.09% (48/64 ), W T Hftye
S ARE 5 B2705 SERLAAS H R K 21.8% (14/64 ), 5
Ak AS B 4R AR AN BE R 22 R g it L
UEFH B2704 SEPREALE RS B b XD AS B 1 2
FEP AL, AR AS Zy RIS . AR S5 i AN B A
SHEER Y B2705 5 AS HA A, S5HH I SCHkiR
WA ™, $275 HLA-B27 LA RG22 50k, AIA)
H X ABEAY HLA-B27 £ E LR RURTE . HoAb g%
2H % i BE X BB 2H HLA-B27 J PR 7 28 43 Hr B /0,

PG 3 M 5 SOR K 5 B HA B2 5 (e 2 &
IG5 AS BRRIEATRT AT, A5 B2709 JE R A
FEAEAE AS BIRE I RAL AR .

DL b SE96 B8 43 B s th e B b DD
AS 1 & 2 B AE AHRE . H HLA-B27 A%
f9 N TE HEE R HLA-B27 11 9 AR e M il %
HLA-B27 JEHW RN AS BHR 1 faf 2 . HLA-B27
PO SRS B S PRI 78 23 A7 1T LAAE A i b X A2 B AS 1
HBEAR, XFFIRRFRA T B B EE RS, HK
P B2704 AYFEPRI RS, nT LU SR BCA SR i,
TR Y A e, INTIIRAIG AS PR HERAR, 4
BEMAEE TR, KA, i, HLA-B27 1L
RURHXTIZHIX ) AS Y97 RIS IS B 2
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