B30 41 HILRAE2 AR (B2 R Vol.36  No.1
20154F 1 A JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) Jan. 2015

<R EL AR AR

WP AT ST SN FLPE A R A LI I RIRH 5 e 22

A
(Pl KRB B S8 = R B KGR SR L, 48 M 510630)

EHB N, HIEE, 2R A S0, 1982 el Frhil BRI &, YTl
FEERE = B ROR R AR, BEFREHOCT RERKZE DS (ASAS) &I, R4
W 23 E FARZE 0L, T E BT 2s S R B 22 R 25 A 2s | FAEZE 0L, E B2 K
RS LR 2, SRS EINN IS E AL B 2 e W O alE A T R o
MEAHAEIEE NIH P58 61 145, I [ 55 Be BOMRRIAR I % 5, B th B AR 5L 4 k1S
LR TR A B R AT R R B E A EHE N RS E AT NRER
TR . R RUR AR BRI IR 5 SE R 9 32 4ROk X AR BEME KU S i 26 a £
285 JUHAR A AEE A I 28 AR B 58 (I PRI S Rl AFF 5% T 1 = 3 22 000 [ R 4
T A S PR 2Rk T 301 H A5, &2 6 T HISCRY 2251 SCLIE SO ARG 3 24 AT 24 [
WA KR ek 2 R g Z sl i Fi A LRGSR I e A4 36 A B-12E 25 A

E-mail ; gujieruo@163.com.

& . AN RANGR LS RS AR i AR SR R A R WO 2 — AR E X 2 ISR YT
AW, (B, SARIRIT IR B BRI R NG . FSGI Ao As,, ASSCEE A VBB IEST A1 B 3R =136 OG5 4 A .
BRI LS R IEATIE T, LI A5 1 B0 R 28 SRl AN PRAVF 98 07 i 3 k&

SRR HA G SOMER AL A B s IERTEAL s YT

FE 525 .R93.23 THEKFRAERD: A XEHS:1672-3554(2015)01-0001-05

Prospect of Chinese Spondyloarthritis and Ankylosing Spondylitis Criteria of Diagnosis
and Treatment and Research

GU Jie-ruo
(Department of Immunology, The First Affiliated Hospital of Sun Yat-sen University, Guangzhou 510080, China)

Corresponding author: GU Jie-ruo, E-mail: gujieruo@163.com

Abstract: Spondyloarthritis (SpA) and ankylosing spondylitis (AS) is one of the common diseases of the higher rate, in recent
years the definition rheumatism cause to manhood disabled, classification, diagnosis and treatment of these diseases were constantly
updated, but the standard to target treatment is lack of effective strategy. Around the hot topic of dowestic research (including our
team) in recent years, SpA and AS study results are discussed, in order to provide clues for the future exploration of this kind of
disease in basic and clinical research direction.
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