1828257

»xs RITP #4

REEWAE THEFEXTRERE
AL
Prevalence of Axial Spondylearthritis in
Beijing Shougang Company

R A BN
FAEL: RERF
& UP: Rk
\ snanerh: vEER 2 %
l # X A E M 2010405 A 27 B
$Hobik: RFF L% 285
B A 100853






EEHIZFR

A
| Y1797538
TR SR S B B M7

FARE “80k. BF. RE. QF” BER, FAEY: FEXNR
XRRANESFHES FHTHFRTHERNBHFRBRR. BRI, B
T X R BSR4, RXF AR EEFIE S ARRHE
BRFBRBETMHARR, BAEHRERREIEH I FEALRIE
B FE s, SARBIR M RN ARES, HUEPET
AHMRAFR TR,

ISR SRREFREZ L, AARB—YHEXFL.

wxraes/ SR B E2)

%@amﬁzzéﬁw%%;ﬂmzvﬁlm,,v7

i FEHIEEE
, FRERAE 22 3 SO AUE R B AR H

A NBEHENERE, RESXREARITERENELRMHEE

RN ERER. SRR I m E A X IR TR

. Bk, HEFRRTIRA, TURARE. HH. AHREATFRREFRX

’ LB B S . SRAUAGEMAIEXMLHRBINE (REAER
\ ),

phrss: VB A 20052

B EITEL: %Wk,fﬂm 2010 5-7)



>

bt 9



FERHBFRALFMRX

B %
BT .o vveenrenneenenonssesoossassssassssssesonssosassssonns 1
G20y ) S P TR 2
F: %k 1 S S PR PR SRR 4
- - DT PR 7
b o= =1 7.~ 10
1. RERENSIE 10
2. WEXNS 10
3. WAEHRE 1
4. XELCWIRE 11
5. FERMKNE 14
6. FHX&FH R HA-B27T RE 15
7. $REBRETFLE 16
- - S R R T TR TR T 18
L ABERRENS T 18
2. B XETFHRAERHA-B2T RRLER 18
3. F#HAY SpA REWRIBRE 22
4, thifd SpA S5EPAHA SpA R HEBEE A IRIRAFIE L 23
5. Amor ¥R ESSG FRMERIEL R 25
R S P PR 26
1. WEABEREREAERH 26
2. IBP 5 SpA 27
3. LSRR RREE 27
4. AREIMLTTLR 29
5. R MERTHX B EHLLE 30
6. MM s 33
P P R T R TR 35
38 N R 36
= S R 42
34 W R 64
BLIRE L5 e w2 VR |1 41 1112 SR 7






FEHEFERAL MR

%5

AS

CI

&)
CRP
HLA-B27
IBDA
IBP
JSpA
MRI
NSAIDs
PCR
PsA

ReA

RS
SpA
ucC

USpA

% M R R

R

Ankylosing Spondylitis

Confidence Interval

Crohn Disease

C-Reactive Protein

Human Leucocyte Antigen, Locus B27
Inflammatory Bowel Disease Arthritis
Inflammatory Back Pain

Juvenile Spondyloarthritis

Magnetic Resonance Imaging
Nonsteroidal Anti-inflammatory Drugs
Polymerase Chain Reaction

Psoriatic Arthritis

Reactive Arthritis |

Rheumatoid Factor

Reiter’s Syndrome

Spondyloarthritis

Ulcerative Colitis

Undifferentiated Spondyloarthritis

3L

BEVEFHR

AR XA

%% B

C RMEHR
AEAMHHUR B27 SR
RYEFRRIERTI R
R
YrTFHREXT R
IR

S hHRY
ZRBEER N N
HWERKPR
R R
KM F
B R OIE
HHEXIR
Bzt R
ARREFEXATR



FEHGERML 2B

LRERALAPREEL LT RBHEED

X W&

B -

AHABILR L5 G WA T TABTES AT A%
B, GOFETA R HLA-B2T B, M ERA R T Rk
R (SpA) HIBARE, KBUGTHER R FA Sph MR R, FINBIE
ASAS FT 5 KAFHER T ol FI TR E 4R SpA mri2 165
Tk

RAVERBBHUPER T R MG AT R R 50 KB R0 15, BAL
H 34 KRR LB G 15357 AE A HBH S RIRAE, BSH 3 % RER
R L E IR EAT X AT R MBS (IBP). SpA sk, &
W SRR A RFATHAE RS, 75k, X EBE AT B4R SpA A R R
TR XL TPHRER PR JrH M HA-B27, B/Sdi 24 6 B R R
RIGREAT MGV, K 2009 SERGFH LT 4IPS (ASAS) 2%
ThHIA! SpA LU KbRHE, 1B HPHA SA RESRMERE, BERN
2005 44 A LI A 50 0t 45 A ATARHEAL .
&R

(1) FERMIE 15357 43, [IBCEI% 12125 43, *43ChAAI%E IBP. X
BB R ABSAE 731 GEEATENE 8 R IR, X7 SRR i Y
SpA 9 138 ABAT B X RFH K HLA-B2T K&, BISHITES TN EHE
AL SpA % 68 ACTHE 46 A, %t 22 N), K AS B E, % 38 AC55. 9%),
KK uSpA, K21 A (30.9%) , HARMKKY PsA 6 A (8.8%) . IBDA 2
A (2.9%) , ReA 1 A (1.5%) .

(2) ZF8R RIEFRRAE SRR SpA BHEY 0. 577% (95%1]
fRlK [ 0.442~0.712) , AS HIBAEN 0.361% (ISKA{ZX @ 0. 254~
0.468) . EPHIA! SpA s B R E I BIEF Lotk (0.511% VS 0.851%) ,
MZEAS #, BRI B ER% (0.385% VS 0.283%) .
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(3) TEATAE 138 NP E MK &% 65 6, HpM KLU 27
i, UM 114k 18 B, SAUIIZE 9 5, SWIVER 76, HIIKLE 461, &
B4Rl SpA o HLA-B27 FRYEE H 64 A, PAYESK 94. 1%, FERIZHIFH
) SpA ) 74 AT, HLA-B27 PRt 8 A, FAYEZR % 10. 8%, — %t HLA-B27
FHEERFH B FER (P.0D) . -

(1) FRERABREZTHR, U 17~29 SERABRERR, M
ERMMMBRETR, 40 ¥ U EBREVNIA B TRE. FERWERRK HLA-B2T
BHEGE, BUHSEHETHEEN (93.5% VS 95.5%, P>0.05) , TR
ML R R A B WA B T 2 (69. 6% VS 27. 3%, P<0.01) .

(5) XHHEZRTNBEHTRIEERB Anor PRk USR5
¥ 4350 38 82. 3%F 80. 0%, T ESSG FRAEMI 4514 77. 9%F1 84. 3%.

i

(1) ARFATHIAE R AT SpA MiE%E A REFFEPH SpA
M E. BRAFATAPME SpA HBRREE, SHHRERIFELED
#i% SpA BN 0.577%, HHAREZKHERRS RIULBMFmE. X+
AS REBEMTEE!, RSHKIK uSpA. PsA, IBDA K ReA.

(2) SEELEIRIE SpA K& AS Bk 4R AR, AWIRERR, £AS
NBih RS 50, TiZEBA PR SpA b, BYEEMENSEVART &t
ZETmTRHERRENER, BXEHEEEENRBETESE, KK
R ERSWTRR B IEATE. FHIE SpA R AS BREERNTRAEY R
ERESR, FBE0~30 52 ABRERR.

(3)IBP 44 &Y SpA B AR R EERFIEZ —, X2 Wi+ 43 SpA
WAL, AFFREAA IBP ft % SpA XA IBP HHM 56. 9%, FLl)
TEASHABRSERTRENTRELHISPHT SpA.

(4) 1R ASAS 4 KHRAEL I P 4ERY SpA 8 Amor bRrE R ESSG PRHERE
JE &M, ASAS 4328H5HE. Amor FRMER ESSG FxAELY I A TR E 44 SpA 2 M
S%.

(i) DR EE X & RIS, WA R, BRE: HA-B27
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Prevalence of Axial Spondyloarthritis in Beijing

Shougang Company

ABSTRACT

OBJECTIVES:

This study conducted a questionnaire in Beijing Shougang Company, to determine
prevalence of inflammatory back pain and axial Spondyloarthritis in Beijing
Shougang Company and estimate prevalence of axial Spondyloarthritis in Beijing
and adjacent district, and to validate the Assessment of SpondyloArthritis
international Society (ASAS) classification criteria for axial Spondyloarthritis in
China.

MEHTODS:

A survey was conducted of 15357 subjects aged 17 years or over in 34
departments out of 50 departments of Beijing Shougang Company, selected by
cluster sampling. Those who responded positively to the screening questions were
contacted by 3 rheumatologists, suspected subjects were then screened with
sacroiliac joints X ray and HLA-B27 typing by PCR. In the end, 6 rheumatism
specialists evaluated in detail to establish presence of axial SpA (The ASAS
Classification Criteria for Axial SpA) and other subtypes, data obtained from the
Chinese national census in the year 2005 were used as the reference population
for standardization.

RESULTS:

(1) A total of 15357 subjects partiaipated in the study, 12124 replied, 731 patients
with suspected inflammatory back pain were invited to hospital and took rart in
the face-to-face survey and Physical examination. 138 patients with suspected
axial SpA were carried out pelvic X-ray dxamination and HLA-B27 test. F inally

68 cases of axial SpA were confirmed in 46 men and 22 women, AS was the most



FEHGFRALFMRI

common subtype (38 cases), followed by uSpA (21 cases), PsA (6 cases), IBDA Q2
cases) and ReA (only I case).

(2) Among 138 patients with suspected axial SpA, 65 cases had sacroiliitis, the
patients with bilateral grade 2, grade 3, grade 4 and over grade 3 unilateral
radiographic sacroiliitis were 27, 18,9, 7, 4 respectively. Among 68 axial SpAs,
HLA-B27 were positive in 64 patients, the prevalence of HLA-B27 was 94.1%.
Other 70 patients, HLA-B27 were positive in 8 patients, the prevalence of
HLA-B27 was 10.8%, it was lower than that in axial SpA (P<0.01).

(3) The overall prevalence of axial SpA standardized for age and sex was 0.577%
(95% CI 0.442 to 0.712), the prevalence of AS was 0.361% (95% CI 0.254 to
0.468). The prevalence of axial SpA was higher in women (male to female:
0.511% VS 0.851%) and the prevalence of AS among men was obviously higher
than that in women (male to female: 0.385% VS 0.283%).

(4) The prevalence varied in different age groups, the highest prevalence was in
the age from 17 to 29 years and decreased suddenly after the age of 40 years. The
average age at onset and positive rate of HLA-B27 in men were similar to that in
women (P>0. 05). Inflammation of sacroiliac joints in men was remarkably higher
than that in women (P<0.01).

(5) Amor and ESSG criteria were examined in all 138 cases, the sensitivity and
specificity of Amor criteria were 82.3% and 80.0%, which of ESSG criteria were
77.9% and 84.3%.

CONCLUSIONSs:

(1) The new survey questionnaire for SpA in this study is useful for axial SpA
screening in China. The prevalence of axial SpA standardized for age and sex in
Shougang company was 0.577%, it was lower than other several researchs in our
country. AS was the most common SpA subtype, followed by uSpA, PsA, IBDA
and ReA.

(2) The older studies have documented a clear male predominance in axial SpA

and AS. A striking finding in our study that the prevalence of AS among men was
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obviously higher than that in women, but the overall prevalence of axial SpA was
obviously higher in women. The prevalence varied in different age groups, the
highest prevalence was in the age from 20 to 30 years.
(3)Although IBP is the usual presenting symptom and one of the most important
clinical features of axial SpA, it’s insufficient for diagnosis of axial SpA. In our
study, only 56.9% cases with IBP were confirmed axial SpA, it indicats that other
assistant examinations were performed in establishing the diagnosis of axial SpA.
(4)The sensitivities that the two sets of criteria showed for Chinese population in
our study were 82.3% for Amor and 77.9 for ESSG, the specificities were 80.0%
and 84.3%, respectively. It indicates that the adaptability of the 3 sets criteria to
Chinese population was validated.

[ Key words] axial spondyloarthritis, inflammatory back pain, ankylosing

spondylitis, prevalence, HLA-B27
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LERERADPHEBFEXNREHFERE

-7

¥ & (Spondyloarthritis, SpA, BEFFIRZ AFHEXRTR) 2—4
MRS RGOSR, SUIRORE A 1R B 50 I R R T AN 38 98
O A4 ZA NERE REYE R (Ankylosing Spondylitis, AS) « K
RitE%¥ % (Reactive Arthritis, ReA)  BURFZRSHE (Reiter’s Syndrome,
RS). 45 ) 9% 2645 % (Psoriatic Arthritis, PsA )« 2 E % 11 X715 4 (Inflammatory
Bowel disease arthritis, IBDA) . #1E K H HEX W K (Juvenile
Spondyloarthritis , JSpA) BA K4} XK EHH X W R (undifferentiated
Spondyloarthritis, uSpA) , 8 8 KHEEEMM & 5 AKBBMHUR B27 £L
£ (Human Leucocyte Antigen, Locus B27, HLA-B27) #{JHX. KMEH
F (Rheumatoid Factor, RF) PItES4FME. AAUFKRARRTHMXY (F
) . AMNAXY. XY ARASSHFARKE EKARNEMZFER, HF
AR ARANSMEMATHRERA, AEABHERRARERERAL
g, MAEEL. BERHEES/ERE (B PR, URDRGFEZK
R, DS A%, MRAEREFHRES". SpA BEMKE EEIEK
RITT 4 M5B SpA Fe 1R SpA, TiEHEBEMAMNAEZRGTHRR,
REGEFEROFRAMBUE—HERARETE",

iR SpA, IR AS, FBHE 16~22 FRA, BOAH WHMAERNE
WHAm R EE, LHUBREMRNR BT (inflammatory back pain,
1BP) B ELMGGFYE, BEERERMRE, ATEHHRBXTEOR. FHRE. B
U E B RRATI R R H A0, NTIERBEEROBEEBRTHE,
FEBEAHREE, RO RTEROTRGER, LBASF RIS, TFERM
BIRR, ARENSK. EETIUREXERBUS.

s SpA ST T EKIBIRAFISE, RE 1BP BH 2 SpA HRHARE
B, (B8— IBP M FisWiha SpA REZABM. THPHE SpA
RAE—ME RSB LW, BE HLA-B27 BItEH ESR. CRP E#

7
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AR HEBRS . TR F AT R TTRER SpA B HIGIEH, MBLE
A SpA BRIRH IEME AR T2, Bk, HILB AR SpA 53 KHrnE,
PR Lt BUHSRAE A i Wi bRE, (BELEI BT 0, (0% PR 2 SR

BEE LW SpA X ERERHEE LN RFRA ( European
Spondyloarthropathy Study Group, ESSG) " Amor 4 #4754, {H ESSG HI
Amor BRAEPHERESE 1R X RAHAIIKIR 1966 LEA Kbkt X 2445,
TIAREASCTT X SR B EIMO AR s iR v, B LB v i B A L
Bibi e R SERT B R0, T RBATAY, MELHNE X &
BRI RBH FAELELOTFE S~10 FA LM, KAMEE5REKGS
IEAZR, Bt R ERBW, EEFRAHR LY RS . TS
KITHLIRMRBHE (Magnetic Resonance Imaging, MRI) B L5 HiE) 25 1
MBSO RAE, W B AW MBS S IE %, TR
8 X 8% UUATIR B 37T LAZE MRI B %",

7E 2004 5, FBFH X9 R IFE P2 (the Assessment of Spondyloarthritis
International Society, ASAS) HEFRAHEFH SpA I KbnAE, LIKEH
THRAFHSH. 23t S ERE, NEE 14 MEK 25 MhLiksE 649 23
FRATRAL, BN 4 HEEAFAET IR 2 446 2P SpA B4 Lix
HE. TOHTHI 2 KARHED G K MRI SERFE BB 5% & CRP ALK
IIRARHEZ P, LBUBERIEFIEN GG 82.9%H0 84.4%, B EH SR
T ESSG C(HUBHE 85.1%, H55PHE 65.1%) K& Amor (HUBRME 82.9%, 455t
77.5%) 5 KbrHE"™

BEAEEPISH SpA INIRATHFHE St % R ESSG 3 Amor %454, {8
M85 B E IR G2 U LB 245, BNR R B —Fis
KEAMEY EBH%RENEE. TH, BT RERERRRRARAN
HWETARS KA, SpA BRELERER—, HPULERENBRA
ABACH R MHE RATEEEN BRE B, W& 1.5-10%", BKHEmEAR
TREA T ERENR 0.2%~1.05%", sh KRBT R E R R 5K T B0 R R
i, 259 0.07~0.2%"", B T ML 0.1%'™, F A A5 RHRIE, £2 0.01~
0.03%™, MM +FRFEMEEMEASRELEHNT ™, REAREH
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£ fr2% % L YA AT SUHOE IR A B R B ERLH 0.28%~1.61%, HFIEME
[543 i

Wk, Bl F 2008 4 5 BE 2008 & 12 A, MR EHBNKLAA TR
KT E#HI] (FEMFRARBK. BRETIEHSEX) #1TTRHE
BT R A SpA SRR BUIRIRTE, AR B NEER#ATH A SpA i
TR A N & KRR FTH ASAS 2 KHArrE™, AS U3RA 1984 SF2ITHA
ZobRHE', PsA SEFJ CASPAR #M245HE", ReA KA 1996 4 Kingsley and
Sieper $&H (14 FHRAE™, IBDA MIKIESLBERF & ASAS 4 SpA 7+ K45HE,
YEANEGNH BB (Crohn discase, CD) BitHTELHR (Ulcerative
Colitis, UC) , X FH4 ASAS %I SpA 2 HKArHET XA HETRZ AS. PsA.
ReA 5 IBDA F{EA—/MF12 WA uSpA.

AFFFURIT LR E BAKA R T TET BT RO SR
7, £4BETH R HLA-B27 B3, THRENABRTAPRE SpA HER
#, KBS R AKX A SpA BIRER, LB S IBP KPHE
SpA WIS LR, FRKRIE ASAS H4HK4FHE. Amor fFHER ESSG
LB TR TFRESHLE SpA K2,



FERGZRAL AT

MREHE

1. HERENEE

HIHER L Rudvaleit HETHMEEMA SpA WEXNER™, BER
P, BRI MR CRBEREL, UHETHERE—8, REL
—HHEEE 150 4 EHEIL AS B hE IR Y 96. 7%, B F AR RIA
‘ 5, BAHENERES.
‘ HBES “GRUESRALRTEHR. B, SRR/ B RER? ~ B
MEE “R” WAL 10 4 -
1. ZE5 UM (R SR80 2
2. FOMRERERE?
3. ERMERBRHARERFE3AHLLE?
4. FHBRR T4 R
5. KRR BEEDERE?
6. BELRFNAMML, QRN A%H?
7. REHTHA?
8. BEAERTBUALEA ., RIS, Bt kR B R
90, RARTUHSWILBEMARER. REMEN A, ATH % . BR%.
BT 56 5 B R 7
10, BERBTERXAPARE, REMSOHERE?

2. WEXNS

KR BEBRENLEF AT A B2 B T BRY 50 K AR TP, BEHlH
th 34 REM KK LI 15357 AEHBER S, XEBHT AR EESH
FEARTRER. 6K, ARLK. [LAK. FUK. BHE. XK.
FER. BRK. FEEKREFADALENSIER, FEEANSYE
BRABRIE . HhBH 12500 A, k2856 A, Bhith4.4:1, E85

10
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£ 17~59 %, FH4EEE 403181 5.

3. RERE

0301 ERREEMERNEHES. PERENARATRIEELER
sk E St 18 AARIFRTE. 81 MBERERARMBEESE (11 4D)
ERTT RRIITRSRBRER: # 2 fREEEE (EREE 12125
B, RS T9%), HYEWER 5 &9 LITRHER. B, FlR/ SRk
R4 5175 13 2 3 Wi 3 ZRBHEAX MG HITFHER, Mkt rT5e

C RHRENREE T3 (EEKEREEME Calin S, HEUTS &

i3 &Lk QORMEETE 40 H UG OQRERR: @ELHEINA: @
HEABRXNRE OFNEEMTNE.): F 14 ¥k 3 LRERLIE
fxt 731 BRAGRAMELE. BEH. IR, REHREFEERER
(3 T\ S B2 — AT iR )14 R TE 4K, R4 e BERRALAeH 41 2 SpA Bl R)
BT R R X RTH K& HLA-B2T A BUEH 2 AR ERMITH X &h
PTHRYHE)T, BAYE HA-B2T 4RI M B & HITHRR L R
%, FEAEKmE 1.

BRI R kTR A AR JE R (n=15357)

g

[l (n=12125) FF5ik AT %E & I RbRAEN R4S (n=731)

!

61 3 45 X BHEE RS B BE R VEREVT IR A it — 35 AR il Se S B A 3F
REPREE D HAY SpA BORAMEATHEME X 15 X R HLA-B27 R E (n=138)

g

2 HAIEHRE F X R 2T #82 SpA (n=68)

Bl HETEENERER (RARERLN)
4. FELWIRE

4.1 ¥R SpA 2009 4E ASAS 7 irdE (IE 1D
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# 1—2009 4E ASAS 4 Hbr"™

BERANFR DT 45 %, WRATIAHULEL,
FELUT 2 HbRAE AT — & B T 2

ERFMBXY R HLA-B27 B
+ ﬁ +
21 AL SpA #¥1E 22 ML B34l SpA 1B

HQEMRXHR: (1) MRT RIUUHEXY 0 S AN/ B % S a R IHS, &
BESR ) SpA K AT s (2) R ABITALARE MR % > | AR
MG X4 % TV,

SpA FF{E

X

RYEEETT A (1BP)

IBP KB L KHFLUT 5 £PHE 44 QRFBIERU 2,
OBELRMN,; OFHFNE: OKLBRKS; ORIMER
GRIKGE T #).

BRAE s BLA: s B 2 i 0 S P IR

WL % (2B

W BT ) S0 B 0 55 BB 5 A Atk 1 52 e ol
R .

HER A B BRELTE e BRUAHS YT ¥ 7 1) 6 Y 5 8 ¢

8 (B % BEF B hEE N2 WidE (BE) %

RIEwW B SICERAE B3 P93 T B2 ok B WP 12 £ 4R TS 9

Rt B WEAE B ERAE 1 A FHEE Wi 2 6189 CD 3K UC

NSAIDs Y857 & RE4F R P AL B AR S50 4 25 24-48h f5 5oy ook ) B 5%

SpA Kk % —RFR (RBF. RHEM%K. FL) R-FFEH HRE.
SMESLEE. KRHRBMKSE. Kiitk. BEF L. BT
X BHAS. WEHBRE. WEM. RREXTR. RHEBHR

HLA-B27 FELRERAERYE

CRP 75 EEITRIBE CRP MER TIEHM LR, HRILbEES R

f¥) CRP 7} o ¥ B PRI

4.2 AS (1984 SEBIT A L4 E) @
kM. (1) B, EE 3 AHUL, E3E%%. KBELNE: (2)

12
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BEHERT. K. WUEZR: () WSS TRE. REMNEEA.
Wb (1) YRR R =11 %; (2) R R2-VE.
B (1) BT AS, ORGSR 1 B LIGAARE: (2) TTHEAS, %
& 3 BilGPRARAE SR & U AR T AN L B AT FIIGPR AR, RIR BERRSILA
FERFT BRI RE.

4.3 PsA (CASPAR %y%ixvE) ™

1. BEHIERE (A a. by ¢ PEEM—A): (a) BRBER: hAER
R E B B B kB B (b) HUBRBETE S : AREARA,
SREEEE . PR R Be Jok 8 EE I s S A BT (s (O G R P Lo S R 8 o BT IR
s () BMAEREL: BE—FR FRBIELY BARMK.

2. BREBHRTHE: BAKUANBERRT, SEFHE. MR,
it BE Ak o

3. KREETF (RF) Bitk: BEBaELISMAO A, BiFR ELISA BRIthix,
R KBtk

4. $8/8E% (adib): (a) BALAE: BAME (BD Bk (b) d&E: HR
SREIMCRNE (B RAEE.

5. BREMNATABFERM: XTRHAHNEE REESELR.
B SRR OSW, B U fF23 M ERA.

4.4 ReA (1996 %E Kingsley and Sieper $2iHif94 b5

1. R TRAEOEHERIDOXTR.

2. BIESPHEE: (1) 4 Fai AR AR MEESRER, WLREIRE
A (2) WMET BEMINKIESRE, SHAHBRENOLR IS,

3. HREIRERORT RIIOEE, WIth SpA. BEHEXRTR. KR
%.

4. HLA-B27 REAE, XWWHRBL (MGHAK. ABA. Bk, LEESHLRE
A% ), BRLRY SpA BIMIRRIL Chn skt B . SRR . URIRR)
BRI, BARLERN.

4.5 JSpA

BWiKIE: R4 ASAS il SpA KRk, BIRTERE &

13
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4.6 IBDA
W RS ASAS i SpA 4> bxuE, URIN LA B84 % B % Crohn
disease, CD) mlint#HtE4 B % (Ulcerative Colitis, UC) .
4.7 uSpA
CWitkHE: RAFEXNR (SpA) MRLIGAM (3R) HET2A$4E, Bi%%k
T& B CL 8 52 B9 AT — R FFRE 5G9 K S W bR HE RO 9%

B X R B (BB ™

0%&: IE%.

1% WML, HMMTRAERN.

D%: BERFE, WIWRMEGM. B, XWERES.

M&k: HPRE, FHUTF 1B EUL) &3, 8. B, %0
BRI ERIME, REHRE.

VZ&: ™ERE, HRXHVERE. #a.

5. FERM KN
Taq &% 25 YNE
dNTP %4 Promega 24 7)
RNA B 5 [& Pharmingen 2 7]
HEMK ) ER t#EERARA=
BRKBH EHM R R
LGI5-W B &5 \imid B0 EREFBLON
PE2400 & PCR ¥ 1#41y % M Perkin-Elmer 2\ &)
UV-1200 B9340 3 He R BEAX HA&RAR
DYYIII-2 3 FE#83fT sE 3k X IbgtAN—
KBS BT LA
IMIX-2000 15 X &l EE IMIX 27

IMIX A% R4 4¥= Finnelpro Oy 2]

14
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6. B X&FHRHA-B2T BT

Xt 731 4 FLAT TSR A M NE A A 18 0 Bl EE BB — AT AR 2 R B A
4 6 BERE L p 4 Y SpA TR B IR EAT B A X KPR K HLA-B27 B 75,
6.1 B XKHRE

B X ST R WIERRE—E IMIX-2000 B3 F X &ili 2 BB EER
EMEiTaE BARREHMTR, SRERRETLA, ARFE—
W&, Wid3F2L Finnelpro Oy AR RN IMIX A REE—WHA, 7
i 2 AREREFNHE XK HTERERAA, BAARN, HiF14
BERERAN, 2 1 ABERBELER, X &0 RNKR 1984 F£HE
I LIRHEREAT o
6.2 HLA-B2T RESR

(1) ShEMAMRESE: XA EDTA ikt 2nl, MAIEKES 5 08,
3000 5/4r B0 10 4b, % i, EERBEREAE, BA 1501 EP#
BELED, 8000 8%/408.0 208, %k LEEH.

(2) DNA JRUR: HXEH 1.5ml EP E—H, A 900ul 4HIRHMEH, &
ZESATHIMERS: REBLIEHEE LRMERRNBROELE
oh, BRI B0 5-6 IIBA), BBIEHE 10 A4, 13000-16000xg Eil B L 20
B ALEEEARERSREIRS, HEAHMKRESR (10-158); ME
BARARP MBS 300ul, FIB BRI IEA B 5-6 KN B 41
MBI IR ARIER 100ul, HRIERSBRIZERS 10-20 B %
4T 13000-16000xg Fi &L 3 S8 #H LR ETRIOESH 300ul FA
Rifty 1.5m] EP e, REHELURSIHE, HEEARKR DN RRITE:
BT 13000-16000xg FEE 0 | 8 FE LK, MASHARFHNN
T0%Z.88, HBEFBOEEIKER DN JUIEAEEE, F 13000-16000xg =
BB 1 b (6 EHERE R IR kMO E Z R, RO
SEBETEORKEL, BATER 10-15 568 MBECEPMADNA ¥
# 100ul, FEHKACHER, 2-8CHR%F DNA.

(3) HZEBEERN:



FEHBFRELFMRX

B 0. 2m1 EP BHKIKMA

10XBuffer 5ul
dNTP (10mM/L) 2ul
B27 514 (L 180bp)  1ul
B27 514 (Fiff 144bp)  1ul

ASRIY 1ul
DNA (#5%E 10 £%) 4. 5ul
m ddH.0 & 48ul

4000 ¥%/5} B0 10 BIRS, 95°CHUARHE 5 444h, WK 5 405, 1 Tag B
B8 2ul, FFAITFUEIR: 94°C 45 BB, 55°C 45 $. 727C 30 B, il 35
MBI, 72°C FEMH 5 o,

(4) PCR W=k M. BR 10ul 1995 2ul UMY IE FREIR ),
fE 2% F B L5 (EB 0. 5ug/ml) MIBRASHIEER L ek, L 1 XTBE Sk
LYK, 100V BLEENR, 80V B33k 50 434, 4E5MT F IS M4 B IEIBHIA
Al

1. ¥REBRGE#LE

X 731 LAFTEE IBP, FKL. RER. (BABENEERE- -
TGRS R, % HBEATSET 4 SpA MIHFF B2 X BF 1 & HLA-B2T B
&, FINFMH Microsoft Office Excel 2003 itFiid k& iR, FE
RMARHE: F5. #4. A, 8. Bk BRHUE. SRES.
MR, BEEE. BRER. AR, RERBENE. EHLER. KA
BAGH. BXAR. RELLATE. ENHETHEXYT%. 2Em. B
ate (L), ALK WBM. RUBR. WRER WA RET—H AN
RIS, B, KA. IR R, NSAIDs T RRE. BEEEEH X B4
. HLA-B27. Bfk (BLBEPEWIE. Schober XK. ¥ M/E. HHSE). ULE
FRREHNA R ARASEOFBRARD. BR (BIE “Ik”. “H7”
UR “R/BE” SBH/AR).

RS, PRI SpA BREFA 2005 SFoh A QR ERIERIFRA™, [

16



FEHGFRALZLLIRI

B nFl 95% A1 15X (A (CI, confidence interval) K&ER. TEHITAMENE
B L N xR, R LB ¢ B, P KO, 05 B
WNERIT¥ER.

17



FEABFRALFARIL

L AFERERENI

ARREUERAT TR 34 FEAMHSEBTIE 15357 AkRiBEs
%, IR 12125 63(79%), Foeh B 1 9477 A(78. 2%), Lotk 2648 A(21. 8%),
Butthi 3.58:1, FERA/M 17~59 %, FIHER 06+7.6 F. 3 HLE
TIESHIEE N 5175 N (47.6%) , Blt—$ %55 IBP. §8
W LRSS AR K 9 731 A (6%). 2 ABEER Bbt D)

R

AWK 3.
R I—ABEARER D
B T Bt
E® ) A | BB | OAE | HE® | A | HH ®
<17 0 0 0 0 0 0
17~29 1770 18.7 401 15.2 2171 17.9
30~39 2140 22.6 818 30.9 2958 24.4
40~49 3754 39.6 1248 47.1 5002 41.3
50~59 1813 19.1 181 6.8 1994 16.4
=60 0 0 0 0 0 0
gt 9477 100 2648 100 12125 100

2. REXKTPHRARKHA-B27 HMLER

A7 731 BUIGE IBP. BIgAR. ALK . RUEBREREREEOTA
B FEIE B E TR REA, X 731 AhE 7 ABRERESIMEE
LW AS, FERATHEMNR L RERSIHEE 138 ABTERTE X AT
b B HLA-B27 gy 3.

21 2 AREHREFI 138 6] X R LA BT ERTAH G AL IRE
WRE 65 0, JehUW LB LA 27 %, XU 11 4% 18 i, XUITIZR 9 i, XX

18




FEHGERI L EALX

IV 7 61, UL L 4 6.
LT 2-6 4050k 0~ IV BERE LTS X Zii .

H 2—EEmX PR AWV

4.

3I—MEMXT R OIS

19



FERGFHRALZMBL

Bl 5—HEREX T4 (UM 1 %)

20



FEHEERALFARL

i

—HEREX TR (UM 0 40D
138 43 EDTA $i ki UL PCR 7540 & HLA-B27 PH{EE 72 B, BItE# 66 .
bWl SpA o HLA-B27 BRfE#H % 64 A, FItEEN 94. 1%, FERBH
dhih R SpA 9 74 A, HLA-B27 FR#E# 8 A, FRPEEN 10.8%, _HHR
HLA-B27 FAML R H WS #ER (P0.01). H4LERWE 7 .

M1 2 1 4 5 6 7 8N

1-7 MRHYE (144bp K BR), 8 Ii4E, M % DNA Marker, N A%V 151
B 7—¥84> DNA §" /5 PCR BBk & R B B

21



FERBFRALEMBX

3. THIKY SpA KB R SR K

ERRBAN, BLN BB BT i3 108 R A AIL 731 A, o
FISERMEBERMND 112 N, RAMBERERNOY 14 A, FHHEERG
WA, BURREBRONR 2 A GIRRHILSTSR) , BRSNS
REIK 4 A,

TEHTH 731 A, 4 ASAS 2009 4E 4l SpA 5} brMkrd I8P f52 (™,
FF& IBP MU3EH 116 A, iX 116 AL —BISMIBATEE X &1 B HLA-B2T B’
B. BEAFAMAT X &M R HLA-B2T BB 138 A, 4KIE ASAS 2009 F
"H SpA SrARAE, LW SpA 68 A (B 46 A, fobE 22 A, B 2
AHBEATH B TEAT IR Z 54, 24 66 3407 0196 5 1B, e
B SpA 19 97. 1%, 7E 68 & 47 SpA of AS B %, % 38 A (55, %),
3R uSpA, 1 21 A(30.9%), 3R KK 4 PsA 6 A(8. 8%). IBDA 2 A(2.9%),
ReA 1 A (1.5%),

Tl SpA MR G 0.559% (95%CI 0. 426~0, 692), BHRBRER
0.471% (95%CI 0.341~0.601), HLHMBHEN 0.929% (95%CI 0. 543~
1. 315), B /S A 2005 £F 1A 145 25 5000 SR AEATAE 48 FOHE AR MEAL (2 0.
FHE 1984 £ AS AT INAILIBRAERGE 38 A, BN 0.313%, (95%CI
0.214~0.412), HHHEH 32 A, BIHENH 0.328% (95%CI 0. 215~0, 441),
ZHE6 N, BAKEN 0.253% (95%CI 0. 051~0. 441), [RIEEFHH:RS AS BWE
BATREIL (RO, #THRRLERIR, ZEhHE SpA FEMERFEY I
TRHE (0.511% VS 0.851%), WiZE AS &, FHMEHELHE (0. 385% VS
0. 283%).

BRAS5b, HARWR B 54: uSpA 0. 173% (95%CI 0. 099~0. 247),
PsA 0.049% (95%CI 0.010~0.088), IBDA 0.016%, ReA 0.008%.

R A HALTTASHR(LHE SpA R AS 2K X

BERE %) 95%CI Bt 95%CI Tt 95%CI
4% SpA 0.577 0.442~0.712 | 0.511 | 0.370~0.652 [ 0.851 | 0.481~1.221
AS 0. 361 0.254--0.468 | 0.385 | 0.262~0.508 | 0.283 | 0.070~0. 496




FEHGERALLLLIBX

TR H T, PAIE SpA H 31.1+6.7 %, K Bt 5 &4 30.9
+6.4 £M3LTET.1 % AS FHRRTFHN 30.026.1 %, HkLLkits
W% 29.9+5. 7 #5130.6+6.5 %, 2%t HREFHS LM FHIRF
BT BAH R ER (P0.05), HLA-B27 i, PAMEEBHS B A, X
HH 2 A, Z2xRREXWELTFER (PX0.05). FEHMEET X L&
Fiiti, ZEFTA P SpA o LA O 1Tt LA E R s TR B R 3R iy B 4
32N, &tk6 A, &x'RREFEFNRGITEESR (P0.01),

FRERA BHELE IR, bL17~29 $ERABRER S, BHFRNY
MEREKA TR, 40 S EBRENAL TR, BAERAKS.

% 5—HRATTADHR SpA A AS REERA M BRE

s SpA AS
ERA (F)
BHE (%) 95% CI BRE (%) 95% CI

17~24 1.191 0.735~1. 647 0.875 0.483~1. 267
25~29 1.032 0.631~1.433 0. 802 0.472~1.132
30~34 0.983 0.628~1. 338 0.471 0.224~0.718
35~39 0. 654 0. 352~0. 956 0.317 0. 157~0.477
40~44 0.199 0. 076~0. 322 0. 084 0. 004~0. 164
45~49 0. 147 0. 015~0. 279 0. 061 0. 003~0. 119
50~54 0.151 0.011~0. 291 0. 050 0. 002~0. 098
55~59 0.098 0. 005~0. 191 0

>60 0 0

4. SRR SpA S3Ed A SpA J P EEE IR IRKFAE LL B

AWEEPERAMESRMONER 116 A, KHREN 0.87%, WHFP
2 R SpA BT HARHERIN 66 A, HHTHE R YL EN 56.9%. K6
Sfehah e SpA KIE R SpA RMIEHMBENIGKIFE, LTREVERE
HEAERIT T .




FEHBFRMLFARY

R 6—F B SpA RAEPHIA SpA K HEME RS BE IS RAFE

4% SpA IBP e % SpA 1BP

KR ER x/tf | P
(n=66) (n=50)

B 46 (69. %) 19 (38%) 1.6 0. 0007
Ttk 20 (30.3%) 31 (62%) 11.6 0. 0007
X 16 (24.2%) 5 (10%) 3.89 0.048
RFER () 31.24+6.7 37.5+8.1 4.536 | 0.0000
40 & 2 Hikem 59 (89. 4%) 43 (86%) 0.31 0.578
R 57 (86.3%) 45 (90%) 0.35 0. 552
R O1 ) 47 (71.2%) 42 (84%) 2.61 0. 106
£R>3AMALLE 63 (95.5%) 49 (98%) 0.55 0.457
ENRRR 60 (90.9%) 39 (78%) 3.79 0. 052
KB EM 55 (83.3%) 47 (94%) 3.05 0. 081
) TS 78 58 (77.9%) 33 (66%) 8.05 0. 005
ShRFKAT 5 32 (48.5%) 3 (6%) 24.37 | 0.0000
i3 45 (68.2%) 7 (14%) 33.77 | 0.0000
78 4 (6.1%) 0 3.14 0.076
SIRE % 4 (6.1%) 0 3.14 0.076
RIBw 6 (9.1%) 2(4%) 1.15 0. 284
R 2 (2.9%) 0 1.54 0.214
KEL 12 (18.2%) 1 (2%) 7.49 0. 006
HLA-B27 B4 62 (93.9%) 8(16%) 72.22 | 0.0000
XS REBE XY & 36 (54.5%) 0 39.55 | 0.0000
NSAIDs V61T RN 4F 42 (63.6%) 6 (12%) 31.27 | 0.0000
PR (cm) 1.540. 87 0.4+0.26 8.487 | 0.0000
Schober A% (cm) 4.1%0.65 5.4+0.87 -9.215 | 0.0000
¥ (cw) 3.540.53 3.740.62 -1.724 | 0.088
1R (cm) 11.1+7.8 7.045.2 3.213 | 0.0017

SRYAAEN (%) RPHELEREERER.
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FEMEFRBLFARX

ME 6 PHILLRFTLUE Y, 7EPHE SpA 1BP FMIEhHI SpA 1BP bk
$AE, MERIt. RRER. B, REELSHE. SMAXRTR. BIRAE.
Kk, HLA-B27 FAMEA. X i A MR XH5 K K NSAIDs W6FT MR EHTHE
2%, KIGKXRSHLN. ERBGIE. ®RER. IR LRERREEUS
R SpA A HE, BERAZEELIFER (PEHKT 0.05).

AR E b, PLEEFE. Schober R, {RHLERZERA L AIHH B4
H2ER (PHHYAATF0.01), Ty MEEFHE SpA AR/ T AEb T SpA
4, ENAZREBELETEER (PEKXT0.05).

5. Amor ¥5¥ER ESSC bRMERRUFSE R

M B2 RN TEA R 138 ABHT Anor FRHERL S, MFHTHE,
7E 138 AFRFE Amor FRAERLS6 2L 82 A, TUH AR SpA PRFGHINY
FRUERI N 56 A, BAT/RH Amor ARMEFEATRFPBURIE S 82. 3%, FrRtE
% 80. 0%,

RIRE 7B ESSC ARvEBATRI L, 138 A B RIEEE RE R £ 5t
A 7 Z4RAED 1 &L EIA 79 A, TR SpA hRFEHHNARAER N
53 A, PLTT2 ESSG ARvEAE AT R P BURIE S 77. 9%, $5R1E0 84. 3%,

25



FEHGFEMEFALIT

12

L. REARERERAERT

H 1980 LUK, REF Z M EXEITT BKH K SpA 1 AS HIRATIHRE
AT, HPRTABLBRREEE, HHSBNBEER, AR
HER, FHRUARAEAN™, MAPIRREH N GMAR TR 34 FHBHr
BRI 824G THFRIA R RUMEL % R P i% SpA BMENHE, 2
BARFELHTRTREX . FEX, LRLX. (TAK. BillK.
AR, XK. YARK ERE. FzX &b B E fEss LK,
AMEHEHERBHILR 2/3 UEXKE, MzABHERABERMAR, T
BICPEEABEAD, BARMNAD, SHIBLERTT LU RAME LR &
Fas X g HRY SpA BRE, FIEREXNSWEBAERET. ForE
FHK.

$ehh, AR HLUEHEEMAT TAEARN SR, RENERA
AMAEENSERS R RESZMMBERMS, 20 thE 80 FERYBS
FAMRBLUME ST WHO & X B L ER BT A R RN S, Bifhihe
B R R B M s (I — 3184, 90 47K L 301 BEBR DM S st 3 AR A I
RAATRFZRE, WETENMRE, ZARYHANEEAR, B1. 2
SRS, AW 3. 4 IAE, ARMORUIR, HBTFRBTRR
WIL% . AR | HELREERRE 12125 6, NEE 79%, HEHY
WEM, FERMNGTUY, WHTRREENRN 731 ABd & BT e
R FR 3 RE TR EE B AT T XS 1 19038 R 254, AT B0 36 4 SRR X 0BT 9 4

BEEHEXT SpA HiBERSEXAERHRERS (ILAR) $IEH
HXFEHIREHR AL (COPCORD) HE™, REFAEBAH ¥ NHALER
FER, REHFFRERIEE R SpA B AS. FRERITFABHERZ AT
9. O Rudwaleit 5H1TT FIBETH M SpA HIEHTRAY, AEIERL B
HRAEXA" RIF 10 Ma &, T REZN, RANAE 150 L EmiL



FERGFHH AR

SpA F1 AS MR EHITEE, HBUBMEN 96.7%. TRATH A i LA
AEEEFRHT, ERHTHERNARRBGNAME.

2. 1BP 5h&h% SpA

AWIHEA 116 AFF4 1BP L, BHPRH 66 NisWih%
SpA, & IBP f¥) 56.9%, TALT E5h 70~80%fIRE ", HEIHIRRT G
—Jif GBS REE X, BAEEPHME SpA 1BP BRI
Lotk 60%0A L, il kv B R, MRS ELEFHR
EURE. B—HHERTEER b FHY—BIHURETR CFEMXE%
J%) FI5 I8P Al RS PR SpA 1BP 534 SpA IBP KRKRIEK
RHEER, ALRIRBRGRERNEEYRAIEER.

R4 IBP R SpA B E AEIR, thRPHhE SpA BEMEZ—
RSB0 MR R 0 EES B SRR S, (BR M 1BP 495 % (L1 70~80%
(g AR SpA, AR —EB4RAE PR SpA IR A ET LUR B KA,
1BP FA] T 20~25%IHUIRIE 2 0% . BRIl 1BP L2 Al
SpA &= KRB, 1BP X2 M7 -h #hAY SpA (I BUBHE R e 5 P IUEE 70%
Kti. Wsh, AHRBER, £ 2FBREARRENEZAEATR—ER
HHEM IBP, AFEBIETHRY, WA—-EXTHRHLE, 2RER
RBL2 A HLA-B27 JMtE, i BLARER X X & BHANMIVE, SEEN
SEER-Y AR E PN

ETFUL LS, L IBP —AARLLBWHREX R, FLELASHbkE
A F RN TR ERBAH ST Spa, Ti AELHREBRPREREE
1BP fh B %Y SpA.

3. BNiARIREREERRIE

B 5 SpA XML K EBKER 1984 FHBITHY AS ALNRHE, b5
HERBO0 R R 1BP FIAEME XY X 228, KM LIRARHE, X T A4 3 1BP
MEHALER G KRS BERG, ETHERSHHRTREFERRX

27



FEHGFRALZAIBX

TR TR TR BB X REEAALF 3 ANE: (1) X
LN T RIMBETER, WMPNA PHEFIERTIERELE X B
FIBERRRELN. (2) WK LELERX A T %&. 11 BH5XS X 8308,
WIRLWARE, K4 1 K. 11 RBUHEBEN W R R —A “4” 5 “E”
MEREE, LFEPURLSE 2098 EFEANEIRY. (3) WERTHIE
BUERFIWH A — e, B IR RS R B0 SRR B E 5 e
BE, FHRERRETHE SpA 53E SpA F PEIEL e SR IE SN 4 B
RYVFEET. O, SARHERGEED HLA-B27 ZEh 3% SpA b i f
INKEERIF AU uSpA 5 AS FLLK 4.

WK UL B IR IBP AERE B X BB EEDEE 5~10 4, K
HERESREKHZERX, AMERFEE X ML RT AR~ 5t
B AR F—HR A FR BRI, 8 X BT 3 R
ek, KMRAERENSER, AR KR EMIFE, FFETEEHR
ITPRRAE, X RIBAX T ELBH ARILRENOFE. ETE 20 42 90
X Amor %"'# Dougados B4 HIK K T % H I SpA L ETARAE, B{IEEL DL
FARZ: (1) 3 F—L B0 B ABUSHERIE: (2) RESNE WRI,
Wit xR HLH B X KB EHFERBET RENES WL,

10 ASAS BT KPR — KIE AR BB LW D N BARY, BEHK
IBP. U225, FIRIF&IA T HLA-B2T (B, fHSIA THEX
W MRL RAESER KB BRERTHE, DAL A% SpA 454E, HNKHR
MRV BN MR B, BB MRI 7T B RS0 BB A S
REVEW SpA BE, BERATEM E. HANZRILOEKNE, ek
WATRERE, HhT MR RARARE, WRRTETHR ABOHRS
e, NURRTETERMGEE, 2XBEHTSEBH, KEHT MR &
B, MEEHTHRE XL TFHRE.

BRTEE W SMAAT SpA BB EA LKA Amor 4 KbrHE sk ESSG 4%
bRk, TE Amor $7HE R ESSG FRAgR DURKH A BE DRS00, TOH
ASAS PHIT SpA ARG RYEFEARREE 3 KERSS, &—
R ERTAER I A SpA A A M &, BITAKEZER AL ASAS 4



FEMBERALLAILX

H AT, T L ASAS FRHE(TA £ FIRIK SR AMRIE, X th R A KB FURAY %47

HEREBZ—.

FiH Amor #RHE & ESSG #EME TS KA, Amor HRAERIBUBHE RIF
430 82. 3% 80. 0%, i ESSG FRAEMIZH % 77. 9%F! 84. 3%, 5ESH%
TR E AR, SRR, HiASAS HFARHE. Amor R K ESSC 47

He T A FHE SpA 3w A RIS

4. FRERMFALE

B 1974 £ LR R E KR & & B AT B R AN SpA B AS #If
TwRiAE, TELRRERT.
% 1—REHHHK SpA R AS BRRAELR

AR w8 fi s | RE | awEe | BRE®
HfHE™ 174k | 5629 | MGHA | UK AL bR 0.2 (AS)
K
KAERETI™ | 2040tk | 36097 | W&HAN ;3 0. 07
%
JbsiR A 20 &ul L | 4192 | MBRHA | BUE | BITALRE | 0.26 (AS)
ik R A 20%uLE | 5058 | W&RE | WKk | BITALNRME | 0.26 (AS)
Amor 1.61 (SpA)
fEHHE™ w6ELLE | 1982 | WERAE | UK
BiT429kRRE | 0.3 (AS)
KEARH™ 162t | 3915 | AT | K Amor 0.89
hRRA 1550k | 5055 | mAMA | UK | BITAZGREE | 0.28 (AS)
amngE™ | 205k | 3000 | HERE | WK | BITANKEE | 0.4 (AS)
g i 16 ¥l | 2010 | MGHE | XKk | BiTAZRME | 0.2 (AS)
aBmERH™ | 2050t | 2998 | FIGMA | BXKA | BITALRAE | 0.54 (AS)
kX 16 #LLE | 2029 | mEMA | DUE Amor 1.35
u4
A ESEREBA™ | 18 #~40 & | 20068 | [} %M BITALBRRE | 0.24 (AS)

Y4
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FEHBFRELPARL

W
ROLE™ | 18YLLE | 2311 | WERSE BT ANLbFAE | 0.09 (AS)
e
DU
FTHEHRH 18 4L | 10420 | [N A " BiTAZRE | 0.1 (AS)
[n
LB | 17 255 % | 21750 | i&iEE | 4 Amor 0.45
0.577 (4
LR &
F. X715 179~59 % | 12125 | &iAE . ASAS 73 %5hrdfE | ShAY SpA)
J
0.361 (AS)

HEXH, UHEREEREEERIE SpA & AS BREBS, TREERT
W, RIERS, i SpA M1 AS BURRAERFE T, K RRE? MLEHN 2
5. BIELR 8 RIVATLUFKMIHE H, AKFETHME SpA BHER 0.577%,
PFERTFLUEILR RRINFERIR, LIS ARG, %
BRSSP ABEERIRS IHBRRAKEE) SNskiREARE X, T
R AKX,

XS FHR SpA, AS BREUSBNERARR, SUKABITHS
MEELIR, AN LTI DRI Rk SR EERS, Wi
AOBRERERHRLSE, $ESHTHER. RS2, ERcREY
PR SpA F1AS MBME, MERTREENEET. TREZSHEA.

5 MIhERRMX BREEN LR

PHIE SpA FEFH R ENMRRAMK, BhTFHEERSHEREE
7 SREBEAHRL B A0S ST RIRYE T AR E KA SpA
BRE, Hili TRALW S IAFRAREH 5 Q4% AS. PsA. ReA. IBDA
B uSpA FI—IRRILIN, ML RMERK.

BB 1973 5F, EEEIEMIRIY AS BHELY 0.13%, 1998 F45
WEAER SpA BREN 021%™, FRGIMLERME KT L LEA b S
MEWEIL 2.5%, FPLLuSpA & ReA BHH W, T PsA WAEEAH R, #
VK # B ALK BRI KREHHE A EN S %2 A 8 T HLA-B27 FtE RS 515
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FEASFRALFMRIL

& 50%ELE),  SpA BRI BHEAEITAIE 10%Lh R

ZERR 2B AR IR K, R P HTRARIE BTN JEMKIR L.
8 [ G W K BE S S )Y SpA IR R AT RGIE 1.5~1.9%, Hi|' LA uSpA
B AS BAERM, LEILERENR 1.05%, FLHMLLAS i uSpA BAH
B, EE. EE A2 2L RARBRERERES, (U 02~0.5%,
HAMILL PsA f BIRRE A H "

ERTEHN, RABHFSEMHITEIRTREBRERE, ERMFN
PEFREMEERERD, SpA BREHUTAH 0.1%™, TEHURETSE
i

ZE RS Fr X B AP SpA TR, AR, Z BRI EFER
HEIE 26 A AS BES, RILLFERIE, €0 1988~1995 FKik 7 F /M
B UM E S 5 I A SpA (AS3 A, ReA2 A). TIFERIR, 11 FEUK
B4t AS BE.

ZEFE MR AR T B+ E#4TH COPCORD BFRH, BAHKM 1 B
AS BEY, WAERTHLAT, RE HLA-B27 MFMERIRE (& 12%~
26%), {H SpA Fil AS WIEHTR™.

ZETHBE EAEFHITT AS & SpA MRITRFAT. PARMAMHES
X, FREYIRE AS BREN 0.07%", 7EREAFH#ITH COPCORD B3
bR, 7515 % U EABRE | B AS 5 1 6 PsA™, ZEMTRAKEGHK
M. PisbTR{a R4 R SpA BB E BRI Z K™,

ZEdEREe. RVE I M ENAE B 75 R A AT H9 COPCORD BHFURER 1
Bl AS AN SpA™ ™, TZEREAN BTHR - A SpA BHHK
3 0.12%, T AS BN 0", i SpA BAEN 0.28%, L L LY ReA,
HKH PsA R AS™.

= AAHATHKOE 1 EMTFFURBL AS & SpA M BREMIK, Mt AR
001%™, RAEHHELE 8.

% s—tt 7 ERR AT SpA FIBR%

AE

A HE | BESRER | BREN

AB s

3
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FEHBZRBML 268X

¢ PN
BE . AR
o — 16 FLLL | R | HIBWE | ESSG 4 1.5~2
R 20 5LLE | 14536 | W BRE | B AR 14
¥= 30 HBLE | 7217 | MIEBAA | HERENX & 0.15
£ 19ZLLI | 8740 | FBME |  ESSG 47 0.49
*HE I8HLLE | 2340 | WGHE | IHAER/X 2 047
+HR 20 HLAL | 2887 | MMM | ESSG i 1.05
e I8FULL | B | i3k | ESSG b 19
E3 PN
RE, BHE |15 HLLE | 52000 | BT IO | 1966 LI b 0.13
*xH 16 L E | ¥ | KSric® | Amor kil 0.21
NEIE RPN IBFULE | A | MBME | BITALRE |10 (B4f)
KT 0FUE ! A | WGEE | Amor ki 25
R AR AL L I8FLLL | 2500 | MI%MA | ESSG bifE <0.1
S PN
iiE. TH. ESSG.
o ISZULE | Fi¥ | BEfyds R FHAC
KEEH
AT, 16 HLLE | T | idima ESSG 0
EXEHILAE 1650 | Fig | Isws ESSG FEER
W
AR I5ZLLE | Ri¥ | n%iRs ESSG 0.07
Bty 1I5ZUE | 2500 | jadim A ESSG 0.08
RIBKES. 8. 48 | 1SPULE | Fif | A& ESSG FEER
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BHXTROSHRER RITRETRHR
FHE KR KK F K

HHXT % (Spondyloarthritis, SpA, BEHEIRZ MEHEHH) 2—4
HILKEH B R SOENARR, ISR BRI & R W85,
HElBEEZANERERES TR (Ankylosing Spondylitis, AS) . &
MR R (Reactive Arthritis, ReA) . BUSEARE (Reiter's Syndrome,
RS).HRJE 5% K15 % (Psoriatic Arthritis, PsA )« 4 Al s 1 3635 4 ( Inflammatory
Bowel disease arthritis, IBDA) . #14E KB HF B X % (Juvenile
Spondyloarthritis, JSpA) LA R4y KK E M B XH % (undifferentiated
Spondyloarthritis, uSpA) , HH#] B KIEFEMM K5 AK AL RHLE B27 fiI
£ (Human Leucocyte Antigen, Locus B27, HLA-B27) #j43%. XREHE
T (Rheumatoid Factor, RF) FAtES4FAE". HehsRAMAEL (AS) BA
MBAEER, PR K, B 18~22 %M, B WADR A B WE R A,
TRABRTRIR . HHRE. BEUEEDZH. EERNFRER,
AREHLE . BT AT LU B KBS,
1. SR

AS K SpA MM EEMKIBIGARAFE", REBHREEHEEL AS
HAEBEEAER, EH—REETHN T 20 AS RETRSM, T AS
BH- MR LR ZLWRIR, B HLA-B27 BIHEAN ESR. CRP T3t R 8k
SHERSHT. TS B RTER AS BEHITE, WRELEAHi
AS/SpA IERIFENIEA R T L. Hit, HBMTEERRAN AS/SpA 4 %47
M, RRPEHRGA, WK LD SIARERER, EESET YL,
V5B — A B MR A AL W bR,

#1961 EFHRBHAL LEETE—NETF AS LW D LR (F
D ¥, XS IERHEET SRR AT AT 205, b B0 B
WS ER BT LULH AS. R, £—IR 27 PISIHHL IR AS (IENBEA duidt
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A: IHRARHRYE

1. ERAREEEY 3 M HU L, REFTEMR
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(7373,
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W, HERETHATYE, BEEHMEETH LK. i, TR
EIMERBLERE T IE AT LSRR, BESEIERE R
VI R B R A R Y KN E R FBUE AV AS KRR
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LEHELHRA, X LT LNRA TR ESENERARE. Him, &
TR ELE, MR X K RRERMNST, M AT LURSEA MR
B, T R B A IR R R, B, 8l
= W AT (R N RE LR % (Magnetic Resonance Imaging, MRI)
RE LKA, 50 RESHWR LRSS k.
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RUBHEM (IBP) | BREH: OFDFRE: ORERANE: ORER Gk
JEEInIS#) .

XA BEAE sl B A RS IS W A AL e 4
BRAE BRIBLAT. Hh 00K A B e S R 5 A b 1 R M AT A Y
MBEsE % CZER)
IR HE A
7 % 1 2 BE A DB AT AR A 2 T 1) BT T 2 e
% (B % BEAFEUREE hEE e W fss (B %
WER BEAT sl LA 1 R 75 ol B2 A5 E 2 T RO BB 7
R B M AE th P BHES 2 T 9 CD 3R, UC

NSAIDs J677 R BEAF | B7FR A2 il (544370 26 24 24-48h J5 A 1 Sk sk B 1 g %
—HRBR (RFER. RBHK. T4 S %HFER AL, 4

SpA KK 52 HIRE LBINLAERRE ., Rk EF&. SMEFH) B
HAS. WAiRK. WBR. REEXEE. KGR

HLA-B27 FHESRER AMKE

CRP Ft+i CRP M i 1 IEH M LR, SR ILAb BRI 4 CRP FHi

2. FRBOREER

EREMARTHERH T ERGEERRORER: RRENERE, %
IR RE RGN E O — B E N H R ORI . TR0 RRESEE
1EE 8% 100000 AP HIRARE. BRENMSILRNA, RIS TMIAR
TR R E




FEBGFRALZAIRIL

E—ARAPERNRERTEIIHR AR (ETFHEMHTFF) 2
EiiR (ETERMET) RBHER. ETHROVREEEATERE
ABsE, RKEEFL4%, TAERERRMETERRE. 5 JH,
MY ARANES, TUKBAXRMGTTRRE.

ERATRENER R ERF AN LT LATEERNHE" . 5ETE
BREOBsTAIE, ETFHROFIREA WEREARNERRER CRRERN
BRE) , OETHREMFRGROTEEKETKOEARNE (MR
B) . —BOKE, MEBERHERR, SHEMEITMN 45 %LU EARML
WASEHEES, £2 ANEBHESBEMEBEE, TWXE SpA K& AS
MR RBHEERN, RAERXBIABES T ER.

Bt B AR AR AT MAREST IC R TRk E SR M (BT
BREOBEST) T AR AT BB BT S SR R R ™ . REEMHLR, B
X R R BT BT R RO, SEoh, SWTARAEA AR 61 HAE
AT, KR REBFERIA D, BN A2 TAMZKEMGAE,
ERRATAE S A MEG. JINEE R B S B RNRG, WRAER
PR R A — S £ AR =REFHRL (BBERA) , SEERA
EAIEETHMZ AR AR R ET RELE FKGT, Rt geatdA
&, XHEITIEN “ERMER” .

2.1 RFAE

BHAT R, NELOBENAHRIRET AS HRRE, XUFRGREE
JCRZER 7 cpS, e — Tk B 3 [ 0 JB P A SR8 Sy 48 S g E T A4
BYINAS N EERETEMCRNTA, K I%RBAA, THKEHM#H
WRETEREF. TEFEKBLAREESH (EP3MAUL) , HRI
bR X RR LR R BEE A, TARA X KA LR
5. AU RERHSE BERBEN 6.6 AE 100000 AN, Kk 1935
£ 1973 4E, THUAT HLA-B27 RSN S A ZEIRER ER ™. 8 FRAESHR
%1935 £ F 1989 S BERFEN 7.3 A% 100000 B A, BFKHEXH
FRKZEE (& . GBHE, S2HNIERBBRBFERRER
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FE#BFRALFA8

HEEEF, MM 1935 4% 1989 4 55 48 & R E—MNa K E.
SRR AS MRREE B R L 4 1%,

ZHUA B O R B e L R HT R T AR R RS, BN
H—E S ABMA LA B — B S FoE R KNSR BT H 7% [ AR
8", WH, B 1966 FRIX—RLE, EX—BRMTI % KFRTREH
&, FHEEHTIMARLICE 900 ™.

FEF AT T KL 100 7 16 H LA EABMBIR, TERETFRRATX
MHMERERERERROAE, Hh et R EREMAA™. M AS
B E BRI R XTI AR R R B R B s R A R RS i
FETFERHH 6.9 A/100000 A, S5XEFANMGIHEE. HR—EERA
IR IR A vH 1995 47 35 2 84 SpA R IUABIG M R XV R R R, HF
BEAE BB AT LA™ . AS. PsA. ReA R ILAtk SpA RFE 4554 6.3, 6.8. 2.2
B 3.3, A SpA MEKRKEN 18.8/100000 A, M 1985 4EFE 1995 FLEHK
RERRAAML

HF AR ER R, BT T IR TERKTR, %2R AS HE
KAEH 5.8/100000 A, MLl AS EEMIBAERLE I MAULHERHE
X R R-DMABERT R (UM 2 B L) SR SR aH ik H E™,
ER—BIR, HAbRMEX R IR, SpA B K%
8728 52/100000 A (AS. PsA. ReA K3LAth SpA) ™. PsA £8 4% WA
B, JERBELINAS ()3 . REEFLHERBRERE Ak 6%),
BEX—FFRPRER PsA K0T BT B4 285 b 1 R RH
{38, 43, 44)

R, AS MEREWEREE, 4% 1.5/100000 A™', X TER R
AL — M IR HTARS R, FERRKRAT 2 KER K 8 KiZHimkE
TR, MPIABEFERKTRHE 1984 FBITHALATHEN AS, TIHLE
HRUEEBRER LERAF RSBV TSR B RE N AS.

fE 1985~1989 EH1 1990~1996 4E4 4 A A 9 MUK 4T TH K4 E
HERE, SRRIUAENAS ERRFEFES. hTFRAMNLERETZ
FUE, BERAEMCROYTLREA. MEHSMRS BT NE



FEHGERAL AL

2 7—AS MERRE (4100000 ) LLRIER MBS WP R

s | ERY | 2HH
FHEERRE
A# R | BWIKIE A% | ROF | THE
(100000 A.)
ERRE | WER ®
B |k
X9 (¥4 i B S AR
Bf 10.7 |[3.6 6.6 - -
s = /XEH
(B @Y Birma
Fifr 1.7 |2.9 7.3 25.1 30.1
gy ™ bR
I bR AE R
P =16 ¥ 10.2 [4.0 6.9 28.4 37.6
/X &}y
% K HE R
Pi i =16 % 8.1 |4.6 6.3 29.6 |39.6
/X &R
#e km ) =16% | MmAER [12.3 ] <8.2 |5.8 26.5 31.5
e /X &K
.kl =164 | BiUM4d (2.4 0.5 1.5 30.5 39.8
X" YIbRHE

FRELBEN, FES—UN 58% BRA 14%. L#i AS BERAMES DR
WESRANLIBITHRAE, TOiSHTELAD SpA BRI IR IR RILABUN # . A
REFHEZ ARARFE MR, &8 KBE—HH. AS B SpA PRERN
WA, 240 68. 3%, BTX IR BHELRHEITEHKROAPH 1/10 RE
B SpA, ERMWEMIARF 0.48/100000 A, ZEFEKMEFRHEHE 962
AR, Amor ARHER ESSG ARAERI TS $H 84%,

DA &5 SRR ZE AN (R 3t B K SRR 2 6], AS AR R SpA IR TR AN
R, KBHFFRLRIRR AS P BUMRRER LN 2~4 4, TR
SERATE 20~30 2, THIERLE 5~10F (R ™,

2.2 BR%
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FERBFRBLFAIBY

ETHAALENR RS RE, A% AS 7 SpA B BFHEBBHTAE
ZETRRERT. BHHLRAS WERE, M UAELRNEENHE
R, T2 TTREE W AS BHREM HLA-B27 RE AR W94 . HLA-B27 &
FXMTZ, HBT B KIRAFEK AR, HLA-B27 A B4 (% 8)
W, BREEIRAFBRZ b, AS RAIEH SpA BREERKS HLA-B2T EEAT
K "7, HLA-B27 FRHEMIHBIFER Sa0H LMK, EAEHI/LAT S L
W Pawaia BRELE (53%) , MEXNBEEKTESMEEGBERA

(50%) , RTHAMAEFHEEANBRTLGHRETAN (40%) @™,
MR, FELUT #7570 ABEF HLA-B27 WAEHFER, SERAATELE. Rk
FRHAEL. Mm%k, FMEMEKAMEIENHEARNAKEE, ERHKARDL
290 8%, T ARBKRI M 48 A\ o R ik HLA-B27 245 10%~16%"2 (% 8) .

x 8—Ht 5 LR AR HLA-B27 L%

E TN HLA-B27 FH¥EE (%)
HmRA

F=A 12-18
AL R A4 A 10-16
Wrhr kA 7-14
ERRA 6-9
MR 2-6
BTA 5
BEHRA 9-14
FHEF HH A 16-18
THHA 7-8
MIREA. AN, EXCEA. FHA 3-5
BERMEA 6-8
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FEHBFRALFMARX

THENBEA 2-6
ANFERFRAHFREREBA

TSR A -Bol B ERA 25-40
WL R BB RN 20-50
S ARERER

Jbx 7-26
B RHRMIL 3-6
e 4-20
P X 0
EHE EPILBEMA

BudmA 19-40
GHRIRA 8-24
BI/REA

dEARIEA 6-19
HAA <1
Pl A 4
gHEA 3-8
ZhA 3-9
BEMNTEAN. WERA 3-8
PEIEA 2-9
RN 12
R TEH AR

KEEA 4-12
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FEABFEREFAEX

BOAHT - EA 0
KRN (BATHILBIE. E) 4-53
BRRHTA 0-3
ERTRHTA R, X5) 2-5
FHAF

kA 1-5
BIEA(SHE, WEIE. #ERmR 2-10
XA 7-10
SHEA R BHT. #dEN) 0
WAL 0

Modified from Khan MA. A worldwide overview: the epidemiology of HLA-B27 and associated
spondyloarthritides. In: Calin A, Taurog JD, eds. Spondyloarthritides. New York, NY: Oxford University
Press: 1998:17-26.

EREWRFEMETHABRES, AS BREMHITH 0.13% (KEXE
AL, 129 A/% 100000 A) ™, XIWHIREELE 1935-1973 22 (i34
17, TRIK. FFF 86 HLA-B27 M2 M 1974 4EFF8560, M % i1 F HLA-B27
BRARSIRNER S . (EEIRILTE 45-64 HEDE AS BRER 0. 4%,
BUAAS # 45 S 2 FEARERAE ", MHE 15 2R mNBRTR,
DYVIHF 55 FFRIZE 15 3 2 B RRHNE 2 5™,

FEEFRREDELTPOFRYSRE AS B9 BKEEERETEA
BHGE, BImETmATREM SIS EE, BAXEARIREHTLEL
BHOWE™. R, BUSMSTIRBIEN AS B 68 &, T 1973 £ B
FHEEAHCh 52000, # 0. 129%) AS BAERBAE DR WHHRIER 15 2
BL A BRI 8753 . T ELS AT A9 HLA-B27 PR A BE D298 1. 3% R IR AS
TSR T2 5R B 7 22 AR ™, 07 AS BB ISR IR ] X S8 0 23,
BEZHARN AS RBHB AN, MAFREEFLEA. TREEARE



FERGFRALEARI

WO 22 N OSSR, WOTI3 A0 0 3 R A 2t LR HIWE 0. ABATIAA 3R
M 15 % LA EABEN AS B K 0. 10%~0. 1252 A",

Gt EEFA SpA (I AS) MBREN 0.21% BEEFRAETA
BEIAZEAT PsA. IBDA J uSpA BOMGR™, Jush, A —LX T2 ReA LHiAR
W, BEH ReA BAHMM I EERBARFEERA (0.3%) . FHr
5 N2 BT L AE A €0, 2-1. 0% ) LA K R HEBR HIV B B[R S ¥ 8 4 (0. 2-0. 5%)
2™

ZER R MRK A B 34T AR Bt B B4 AS R4 % SpA 9 8
%%, Bl HLA-B27 BRMEAME, B REMBPORMNERE, BE
FE, EFER S AR TAT A0SR XERAS
AR A N BRI E R TR, BEHEENFRATNITEE.

FIFIRRILA 5 AS 80 B R B 7E HLA-B2T FRE R B E SR &
ARF. 76 HA-B27 FR¥EA D AS BRER 0-20%, THHEKBRER
0-3%0 =0 g RERT I FHRRABRGKAAR. FHEHAFARRLU
R T A R R R B, A T BRI R L E 4 RALT
REREAABS, HHZERSTHRPRGMME P HA-B27 B RBH
oo o) o BKHEAT O — TSRS, 348 ZMRML AT, ¥ HLA-B2T [E,
*Hx s A BT ALBITARE (AS) H0 ESSG 474 (SpA) kR, EH
18 % 3| 65 % FAEA SpA HBRERIX 1. 9%, AS FIEREN 0.86%, T
B A B HLA-B2T PRYESE Y 9. 5%, BFFLE 7R HLA-B27 FE IS4
KRN AS MIERHER T BB, #72H—TRBF 7B HLA-B27 FRTE
MESPE 2% KBRH AS™,

EHE, H2. R, AR, PYRIHTHILIETERHKAHA
B0 B BRI SR ETE 0. 1%~0. 8% . R1fl, ETEBRMR
AL AS EENBRE, BARATEHPEHERNEE, T—L8
R E TR SRS, TIE R RS b M X RAT I — TR AR AS 1)
B AEEAE, DN 002%™, T AR BEARAR, HLA-B2T 55 AS AR
Y B SR T AL .
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FEHGERML LMY

MR — R T ABRMBALRELE 9. £ 9 Rzt E i
ANBREEER, H1.8% HPASHUA TB44), MANG A AL
LBLH AST, JSh, 11 AhB 10 A (91%) HLA-B27 UFRfE, HXiEEA
NGB HLA-B27 BIFESEY 24%, WUtAlit HLA-B27 MIMEIAMALT 6. S%A
AS™,

EMPALERITIR A T BN AS BH RS ERE, B A
A HLA-B27 MIBHIE SR b 16%™ ", ZE B B E 21329 JER b4 14539 152
THEEHE (20-54 %) , MBS AR BN FIFE 2007/14539, 765K 2907
ARBEHUHI 806 AMEATIGEREYE, Hbv 449 AAT TUSERRE, b 375
ABATT X AR . 761X 375 2 RAT @I B A R B A LA 27 A
K AS. AS FUBTRERMNEN 1. 1%~1. 4% (BN 1. 9%~2. 2%, 4ot 24 0. %~
0.6%) o #E HLA-B27 FRYEFIBIHERIA B AS KBS 1% 6. T%AI 0. 2%,
HLA-B27 PR B R IS AR MDA 22. S%REH AS. 74T
BE, AS BREFRREL R ERE, EhSRTERN R EA S 20
% LA EABE RA BB LN 0. 39%-0. 47%,

T IR HIEK AT AS BRI E
A mcde BRE®)
AR &8 %) i‘: é:’“ xS I
B¢ §/q: Bit
Wk, Mk
a2 0 20~62 836 ” 2.7 1 1.8 24
W™ | 20~54 14539 f:g/" g 1.9-2.2(0.3-0.6 | 1.1-1.4 | 16
a2 (37} It 5K FE g
2f2 =30 7217 "X 4 0.23 0.08 0.15 12-16
QT | =15 6469 fg% 0 0.4 0.08 0.23 13
®iT 4
S | > . . ) .
£ 19 8740 . 0.4 0.04 0.24 5.4
(o | 18~40 Kk AE | 0.14 | . 5
EERT  awmn |14 | pna 8




FEHGFRATFAIRX

635 22 Fn6g F A A BEh HLA-B27 BHEEZR b 12%-16%, {0 AS i) 8% # AR
WEGAE, 450K 0. 15%F 0. 235, FLMRALRROF—AMPRAE
BHEAER, AHATFLHLRABRITD, BREURHLEN, 25
% 0.4%, 1. 6%RI 1% SKEEANESFIH 6176, 750 F1 580 A™. ST, 7
WRKERRARAWE X RN, REE 3 KRAEKTXEAER.

7+ HHESEAPBTHRIBIEHMARM X RSWK AS KEREN
0. 14%, XL 2 ME DL “@EN” RIALHEANTHRGHE. £IFHX
ZHERNT AS RO TFYEESRS, Bl 84vR7E 20-22 2 (18
$ 5] 40 3) ", ZAERRARIEN LB R EBREN, BRERHREY,
B b AT 124 R B B A AS I ATENRAESE M T ARG T - EHHBR S

WM, BTG X SpA BREMARHRE "™, EREE 10
SpA 757 B B A R SR CA B RO R L, EEREMTR T ERE
Sictk R—RER. Beoh, EEMTFFRRR SpA HBRES RAEE™. EHE
FIARS SpA B BR A Y, DR BI& T LA B s Mk L 2 + g 2
(1. 9%, AARREEFABRFRRFBIN SpA BRE (0.49%) BEEHTH
R —HEFERHEE.

3 10—k HEBS E K SpAs )25 E M HA-B27 RiHEE

_— BHRE®%)
LW S

AR ER A 77 1173 pA ‘ HLA-B27
B otk Bit

gE™ | =18 | 2340 | WizkAEHK | 0.41 0.53 0.47 | 7.5-12
TidiR™ | =50 | 936 ESSG 2.7 0.4 1.6

AH'™ | =19 | 8740 ESSG 0.83 0.15 0.49 5.4

HEAF™ | =18 | 2155 ESSG 1.43 0.68 1.06
+HK™ | =20 | 2887 ESSG 0.88 1.22 1.05

K TE AR ATIL 2 00 AL B BHHE B AL AR M X (4 B 4 R 1Y HLA-B27 FIAS () 38
REAER, TEAIER R EERE R & LA R LA AR
B, TAHAEIE R AT HLA-B27 FRYEER N 50%, FEIRE, EMkREE Bt
o AS BRI EEIA 1097, B HLA-B27 PEdERIEH G, ERKRAAHL
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FEHBEEMLFAIB

W BB T2 (NIAMS) F 1989 435 1996 43 i 55 W7 b 1 3 I £ 2 22
REBRSAR (IHS) &1F, LML ABHETHABE™. &t 5
FHBR, REMRTWAREDHAFTREN 4 N BHEEAREMA 4
D PHAFIE T A AR SE A7 B2 s 35 ASHAT BB, DA RIBERY
PWIMER N RE T, BARINT —E MRS, XEItEAEN
RAZEABRYE T KBTI

BeTH 57 10 3% S B E A HLA-B27 PHYEZE SR 25%~40%, 20 %Ll ERAF AS
HIERER 0.4%, T SpA M BRENEIA 2. 5%™. o uSpA HI ReA B4
W, BIREEET AS. 7 104 % SpA BHERK 111 ZxHRAHIH R, HLA-B27
5 AS XAFRHEY] (RHLLK 210) , TIZE ReA A uSpA FARLBEERA
%, MBS TH 12.9 R 4. 6™, ,

R LN SR RIS B 22 85 ) 3 S 2 P A B SiAt b2 64 R p th W B2 B /R
Eilf] SpA BIRE, FHIE ReA (BIFBUSEAE. RS) =™, AR FMEAF
R R IR R )G BN 150 KEMBTFELS, WS E 2300 & Nuu—Chah-
Nulth +4 EDSE L N BBV HEAT I UG % R IR B T B R 1 61
BRI AS BB, (HIFE I BA X — 0% HEAT HLA-B27 BIME R MR &™),

FELANTHF TR AT AT HLA-B27 [HBEMEE N 19%-34%, TigsaF)
% SR BE A o HLA-B27 FIMAME R RALERIA—, K 40%™*. SpAs il AS
FIBRRUIHIA 1. 5% 0. 4%, SpAs BIBMERL KL AR T T
HRGREMLE, BREEFHERNEAE™, 1 PsA EXEAFIEE DR,
% HLA-B27 PR MIREA S, MBEREEEMAR, REA SpA BHETH
& 4.5% AS MBREAE 1.5%" . BHSaHmEREMRL, BE LD
FRRATRES TR — A", HA-B27T BIHMARE N AS WEREERKE
HXENERABER— ™, B Pima BN %A HLA-B27 FRAEE Y 18%, T
AS BARE N 29,

ENTRMET T —RRERBRENTR. BEEBRHTMENR
77 2 MK SR EHIRER &) (COPCORD) B 5t ™. #5875 5F COPCORD HF
RPRR, 72500 BRABARPNE 2 L ASBE. ATHERTANE
ML, NEBRBRESUTEARER: HEMNEHNZERA. BRTFHREE
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FEHBERRALFURI

MBO—WAEHEFHRENEMEROBA. EBHFRLILT
HLA-B27 HIPHYEZfEH o 4% (K% BN B OB ZHE R FIPHIER X 0%-12%)
3 B HLA-B2705 B3| B X EWA, 4 BFIHRMILAS P, £546%-81%
B\ HLA-B27 BI44™*, £ B[t COPCORD BF T3 B A 4% SpA Al AS, HE
7 AS & 78%( A HLA-B27 FIHE™, 3t H HLA-B2705 LR NP BEEWH".

WAL E % TMARE AS F1 SpA BRRAAATIR™ "™ (R 1D,
004 4 TR 4T3 SpA B AS AT RIRATR ¥ RA. P 1 A
AAZEER 9 MX BTOBEFIERHE, 4R BREB K AS f SpA K2R
SEARAE, 43 BIASE] 0. 007%F0 0. 01%™, T HLA—B27 ZEH A AP HIBEHER A
0. 5%, R HLA-B27 (IFRYEARIRAE, (B AS PLFT 8THIIA HLA-B27 BRHE™
Beoh, TEREACTRR . kB KX Z A S 47T 3 1K SpA il AS
EFITRZRE, SRH MR 1.61% 1. 35%F 0.49%"", Zeeh EEiLX
HEANBEREN, REBTF AS 1 SpA (T RER, Hit FENMEH ST
SERE, TH—BrRERENCEBENRENT, BEBERETMRNAR
PEABMERE, B8 2 ARG RIERATE SpA HBRRN THER
fy, WisES B, EEMAAGRHHES™ "™, HHLLAS Al uSpA
MR WAR, T7AS MERRUGEERATBRELEM, B 0.5, B
E T E AT DR B R . TiZE L#gHETR COPCORD B+, #
6584 AR UKR TR 8 BIBHHM AS, BN 0. 1%, 11 B F A HLA-B27
BIPEEE H 2%-9%, B HLA-B2704 REFEMURY ., HEBNE, ETERK
BRI 0. 19% FEEET AS M BBEFHATE (0.29%) ",

o JLIR S FIE A K9 S TERFSL % R COPCORD BFE, FEHBMRRIER
BrhERRAA QXS BSROER" . TsiER7E 1981 FREEE
FURSEECE (ILAR) R SEAZ (WHO) BLARIER, LEHMRKIRA
B R R OREORTHR R, $HURAMEAEEER. RERHNEHE
THEFRAE T AR PRERER KR EER.

B YIH COPCORD PR A MR R MATH), AXKHFBIAET
1685 ZJER, PR 16 AS #E"™, MAKALARFIELEFERA
BEch HLA-B27 MIPRHER . B AZE TSR A HLA-B27 TR % % HLA-B2706, X
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FEHGFRMTFMRX

& 11— ¥ A B b SpAs. AS EBHX

ABE | o@ EEAm| wn | pwee | TPEO
AS SpAs

pE g™ =15 | 6584 ABRA | BiTagbss o 11
zfjfﬁj’_ >20 |4192 | ABHEE | B/ | 0.26
:iﬁb =20 | 5057 ABERY | IGERASIR/X & | 0.26
T . BT AL bRt
o =16 | 1982 ABHHE Aor k5t 0.3 1.61
Hpliskiiihg . 11T ALubrE
e =18 | 21750 ARHE Aot A5 0.21 0.49
PEATHE | 6 | 20 ABEE | Avor bR .35

PN
;‘;,‘;‘f >20 |20 | ABE® | meiine 0.54%

La
:;,f}f =20 | 3000 ABHEE | AYkine 0.19

L
;;:,ﬂg >20 | 3000 ABEE | Atk 0.4
RE AR =15 | 2455 ABHE | — 0.12
g =16 {2119 ABA® | — 0.05 [0.28
(=P 215 {9 | Eirick | ERAERR/X & | 0.007 {0.01

H: () ZRTEARRED AS BHERBHMT 0.59%), TBEEARIEFA.

REAS RMERE—FER, MERRANEFADRAR . AREFLMD%

ABH, WOREEMEERTEE, SpA HAS IR F W ™", ZERERH

YE COPCORD B, WA T B Je JLEB/MRE B A 4683 4 RATAFI 1071 i A

2, #HEKB 1 5 SpA 5k AS"™,

HERERN SpA MBRER 0.12%, SR—HFRPIRENZEE RA 592575
E—BHE 2455 BRWEE D, K 1 51 AS B4 FREZE R AT 49 COPCORD

BRI R IR RAT ] SpA 55 RA U RAIS (39K 0.28%) ™. Z 6 %

SpA FBEHT,4 BYAK Re, 1 K4 PsA, 1 & K AS. ZEiX P BB FT & 3L 4 COPCORD

PRFRP LR GER BRI L K.




FERGERFAL MBI

iR fE KR T + % A ik4T 9 COPCORD BRR B8, B A 161 AS, T
BALE AR ik HLA-B27" ", ZEMUKRI AT H) COPCORD WHALH, & Al
STRESERD X BAE, (BRE M NF 8L R kB 7 S kiR A i 2
AS. R, & 4 PABELN PsA, X 4 ARIAIIART RMEH KT
EEGR"Y, MECAER /LA, HLA-B27 FAYEHR A 12%-26%, 7 Pavaia
7% ch B Ak 53%5 Y, RE HLA-B27 MM RIR, {8 AS XA
AW, T HLA-B27 AL R EVIRH ™.

ERFRHX AS BIRAE W, ZERBTHX Y 0. 07%" . ZERBEAFHATH
COPCORD WF7t, *f 2500 45 15 % LA LB RETHSAE, SURI 161 AS A
1 6] PsA™, Ik, ERRABAEKE. PHEMARABBRERTL
(e sk, 7EiX 3 AMEFRS, FRKHER SpA 5 HLA-B27 MR RELL
B RHEAER, 491K 56%, 67%F 75%, TZEBRH AT 90%LL k. 7ERIERET,
HIERANEE, 4k 25 7%, ERRMMBAARS HLA-B27 HIFHTER
AR, 2R A HLA-B27 5 AS HIXTERIR, K 92% FIRIBIA
t}r HLA-B27 fPRTE R 4%,

RN R BE AS HREATRNER, RERSHERLE
. BEGFNEET, SHHET 86, 96, 95 AS, X 26 AFEAN
B, b 24 ARBHY, BEFRRE A REKEERTHN 4 F
=i, MBS GIBA (7HIABH) AS B, FHRRERA NS,
Hep 7 ARIETE, REAT 9 FIRAREBRRERZERRERFOE
1987 4E# 1T —TRATIEHEBIF P2 IR0, TR M 9 FIBERAE 2T T AZ
(e 2 B2 E R RE RS 10 2030 £ B E P M. X 26 A TFHIRR
RN 32 %, WiEHE 1 B 20 FERS. BE | IREEHER. RBRL
BUBROFES. LOAEXRABRAEXNEHEARBXTRZER, RS
10 NERBIEXT &, HhE 5 NETTHRE, B6 AERXAR. A
1 BB ENRI, WRMNHARR. RERIEZER.

B R AR EET T HLA-B27 AR, 0P RAEEEN 1 4R
£HME, MIHEENY 6%. BEH 8 FIREESNETFH—TH 9065 AR
ATRGETT HLA-B27 #, R 1 ANBEtE, WHX HLA-B2705", T
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FEHGZERLEARY

HLA-B14 ZEBTH AS FI¥BHYE S X 62. 5%, f2RERIB ABE LN 2%, #E—2b4)
HITFURL, HLA-B1403 BiX4:55 A th 5 B M A1 3L E .

BT 7 - T R R B g A AS JHRSE SpA BB R k5 {0
Yo XTRRR RS 1988 4F | B 1995 4 1 AZER R A 22 Rt ks
B2 AS 19 100 22 BHE PHATH0, BALEHIER A 190 HERM 22%, B
FETERUELPIX 100 NEENE 5 MBABE (AS 341, ReA 241) .

ERIRE— IR TR RI, 76 11 4ERF (A Py B JRVIE 7 B8 Rt 02 R EE B A6
10000 7 BEF, NH 4 ALHH AS"™, FERE—BEITR, Bafis
XARA AS BRERNFELAL T HLA-B27 RIS "™, Htn7rmiE.
RIR KB HFIIE, HLA-B27 MFRHEREIETF 1%, R IEW EEHIE, 3k
H AS WAFTBAEENE AS 5 HLA-B27 W BAHXEHEE, MLRUNE
HLA-B27 FHRHEAR K 3L L, PG AS R 0 B I, SR T TG A £ ch HLA-B27
BAYE R AME"™  BIIAE D 4L, AS I, (RZE 82 MR A it T HLA-B27
Bdl, HhE 8 ALK, R HITH 702 ABFRD R, 2. 650 A
HLA-B27 JyBAtE, 0D &b WA W AN HLA-B2703 ( RA LM AR A
MI—FH2) A HLA-B2705™, IX W] g &k HLA-B2703 55 AS RAAR LR
18, (BB 7E M L IE (AR SO A S0 Box — XA ™, XIRRFSC3R7 HLA-B2705
FRYERIA D AS B B IRAK, T HLA-B2705 ZEH b S AL MR AR e ch %
5 AS B BARK"™ . 7E X Lo T 5 hr i ASHEAT B SXTRF 90 h U, 48 4 HLA-B27
FEPEAMAR) 215 67 1 ZRER 900 ZAVEBHBBS T AS IS, BRRE
KB 16l AS BE, MEFRHAAS HA-B27 FtER Y 6%, Kby 3%
HLA-B2703, TiR4R () 68%3%4 HLA-B2705.

Bk, ZEPGIE R Bk HLA-B2T FRHEAI A b AS BRI E A Be AL {1 B27
WARARRE: EAMBINLPEEEMTR HLA-B2705 ERAHRIHELE
5 AS BRI BMK. KFHRN B RERF MM R MK, HLA-B2T 15
HRRIERE AS Rk SpA MFATHEMRE. ZEF3E, HA-B2T 5 AS
FIBRBARMAE RS, EAREFERAD HA-B27 FITEEY 2%-4%, i
£9 50BN BB A AS"= ™ T HLA-B27 FHE 5 BIMERY AS B & A i 2 5
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EHALABE—#E, §i0 HLA-B27 BIHEMARR AR IRl . SRR AL
T a0 48 2 0 O R AR ™

3. /g

REBMCAEET KBA X% SpA & AS BREMRE, BETHRASH
BRI, WIS RAEE I BAR, AERRHEZ MATRHAEELX.
ANBHER MSWREAR, SUABHEERAZEREA, RERAREENL
TR E Tl - WE. BT SpA REEREFNERER, WE
HLA-B27 BAtERIBEER % X Y IEH N REHERR BT, MMI4RR SpA RYT fERF
LR, HER—LWRERTUELLHN. SoA RYIRABLE
e, B—XKELRASE G N RERELRORA, FLEHE
G—1. SR ASUREEEMFERE, BRItz ENGETRR HLA-B27
BB XY ER Z - A T, WRHRBE. ¢ RVERS, WH
FEA T EFIE —EH s B EURL T 2 KA.
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