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Research progress in ankylosing spondylitis animal models "
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[Abstract] Ankylosing spondylitis (AS) is an autoimmune disease involving the central axis and sur-
rounding joints, which can affect peripheral organs such as the intestines and skin,etc. The main pathological
features are enthesitis,bone destruction and new bone formation,and the pathogenesis is currently unclear. It
is difficult to obtain samples such as human spine of AS,so animal models play an important role in the study
of AS. Animal models that can simulate the disease characteristics of AS patients has become a good carrier
for in-depth study of the occurrence,development mechanism and treatment of AS. This paper mainly introduced the
research progress of transgenic,inflammation induced and genetically level laboratory animal models for AS,in order to
provide new ideas and methods for the study of the pathogenesis and therapeutic targets of AS.
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o H B & (ankylosing spondylitis, AS) & i
Z e R T By — A WA M A M I B
HERREm. WME.AS LR ERE N 0. 2% ~
La%™, 43k 90% ~95% 1 AS HH HHIF I 5 A%
H 40 i $t i B27 Chuman leukocyte antigen B27,
HLA-B27) 2 (14N A & 23 321K (interleukin 23 re-
ceptor, IL-23R) A X, AS F= 32 2 % vl 1 8% 1A
RO A T I B A A AT T R
FEBCE AT [ I A B TR AR S 5 O 1008 952 0 T 78 4
fR A RAFETEM A (inflammatory bowel disease, IBD)
AT AN R HAT AS W9 R K LA S T
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» EEWHE.EZKAKRPAEESH(81672172),
A BIEEE , E-mail: bee777@sina. com.

SAPME. HAfC & & Bir 258, B H T 05
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Tt AS Zh¥ R, 33 26 Sl A R A AT LUBIE 52 958 995 14 &
A B 38 0T LA ST T BEAF 76 19 36 7 $0 , AIR T R 4L
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(N2 1A 40 it 3 TP A L = A R 1) T bk O 40 it 42
SN IEEPUE L BILE T bk O 40 i R 0% 4 iF 1 i 58 105 4
419 HLA-B27 5 AS 114> 7 FE Al 45 oK 15 2] i
BRI 20y 20 AE AR AR T — BB, AR . (D)
TE T 4 4 ot 8 e, HLA-B27 1Y 5 8% 18 K 304
WIS BIR T R IT S EA R, T8 1L-23 Bl
(2)HLA-B27 23 [ B XK S CD8 ' T k= 40
MLZ5 A 5 T H B I Y & A T BE 2 40 i 3 1 %
KSR AR BRI B L AT B S R
YA AN CDA ™ T bk CU 40 B 36 3k B9 R A e e BR BB I 52
PR BLAE FH 5 3 T o4t B 3 0] LA 5| R RAE R . SR
AR U L4 HLA-B27 76 B MHC 4342 i 7 16 734
A I RE T I AR R 5 B BT X SR BN
fEse L MR HLA-B27 5 AS (9% & {HJE Lie HLA-
B27 W4y FAE R B #R S bR AN A 3 2 A
1.1 HLA-B27/A B2-## % & (hp2m) M A B X
RABEA

1990 4 HAMMER 4% % HLA-B" 2705 & [
ORI 2> TR 6. 5X10° 1 EcoR T A Bt 5 hB2m %
A A 4 F B dE 15 X 10° 1Y Sall-Pvul F B & 0E
S Lewis(LEW) 2 K B2 KG B9 N . g 57 1 X% B A
TR R Y L 5 FH B 8 € Y 12 R I =X 440 S A ) A5 75 R,
AN LK LA A L S5 R R LEW R 21-4H K
FUFT F344 &MY 33-3 KEREE A &AL, HLA-
B27 il hf2m 1 RIBFH T H AR . HEM
JELCEMETT HLA-B27 Fl h2m 5% 3 K #4545 D1 %, X2
HEELNECH 2K R A & & A AN E ST 4 L85 R
FIVHFFE OGS 48, (H S Bl A 5 DL Y O 71 A1 3 B, T B
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HLA-B27 #5378 5 8 4o A % . AR R
F LR AR R I A M AR RS OCTT 4, H W RE LA
RS Ae L B RAR T e Bk B Ak BE AR AR L0 UL AR O |
PR IR S ANE RIS I VAN TOK %55 fif
TR, JE R RE B 7% & HLA-B27/hp2m WU
H PR RS 65 P A Ak R, T L A L 2R A R B, S R
G 2 WS AN AT 5| S R AE L 378 1] 5| 5 15 1 IR R B
TR R AR P A I 3] HLA-B27/hp2m XWHE 5L K
SR 170 285 ) TR 9% A 40 R 92 i L A R S A ol O | i i
B, AN ARAUJO 25 858 % B, 169590 KA
A5 T /0N TL-2 XHE A A Treg UMY 7= 42
—ERCR 4 12 PRSI Treg 4010 H 43 R 0%
AN, AH 7 F BRI AR Rk e Y e ) AR 4k, I HL,
ERMOZA %5 fF 58 % R, 3% K BB 0 it 52 1 XCR1
DC TERETE L i 22 M55 7k 1 485 L 45 o B IS 181 AT )2 7 4
F#AK . IA R XCR1' DCs 7 e 49 FAIK S HAR BE Treg 43
TR BB 1 Z AR T RE S EUH B T KB40 17 (Th17)
SEHE YIRS R S8 E , XCR1 ™ A4 90K 4t A L 151] 2% 4 5%
M) 1% A B Y 1) 9 E 45 31 . R IZ R B AT R i A2 W
WP Z — B 5 AS I R 2 B A AL, (H %A
AT AT 3 A% B B) B AR TR M 45 4 2 4 O A B L
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I R RO 55 32 B, PRI #5217 SKG /) BB B
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B e 1 2T R o i — A S AR AR 2 A B R B
P T b B 400 6 AS Tz R Vi B 200 i, sz T e S e OB M A
I TR A Y 200 R T 5 o 98 ) v AR R B
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[V 6 0 N NV O = g ORI I 2 I
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22 0E Dectin-1 {5 3 B 915 % SKG /N & A= R
PSR H{#EE BALB/c /N BUHT E , SKG /) R
i i v e BB TCR M A 40 i %) 5 i 0 b 451 0 2>, oA
AR TCR M i 20 A 5 2 A EL ) 386 i 6 PR b /N BR
AR B A0 B K AN A T R L AR A TCR 23k 7K F 4
T qhy SKG /N BURE I 1 S e R 2o 31, 3%
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XS JTCRED Sk 45 21 2 b ik L B S R ) 11 % 20 L B 6 5 K
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gk | IR A B 20 40 5 E | O YT ME (i) 45 0 A B) 490 2 B
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SKG /N EUH 305G 15 fRERE , -1 R OG0 14 S 27 4 A
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2.2 HEARHEFHTF BALB/c MEABEA

FHER R XT 1 R 5 I BALB/c Rl & 1Y
DBA/2 /N F1.F2 AR & G T DL 57 B
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2.3 MBI BEF (TNF) 48 £ 69 s SR

TNF f5 90 9\ hy J2& 5 309 R 38 1 40 i [
1ELJ A A R Ay 8 A I IO 9 4 4 S B i i IR 1 L AR
ARl MO R M IBD /Y s B AL D b e o HE 1
Y. AU B E & S0 (ARE) & — Fl 2 g o 8 5
mRNA & 1 )57 51, BLAE B8 2 19 ¥ 51 8 AUUU-
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BEHE T R M R e B B AR 1BD A 3 B ik
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RPEST . TNFM NEBERI LB T TNF 78 AS
BT B T B AR . WF 5 £ WL TNE 40461 51
REME AS fBF AR . B WFSE & BL. TNE 30 l
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2.4 WEEESHER
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‘B E &4 % H (bone morphogenetic protein, BMP)
ERE AT H TSRS RS NI, A
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AR ELTE T DBA/1 /NEL, A & Pk U 7E DO i R A &
KSR I LAMERE R S R /N R B G
RGBT A Z B X T B AE TR &
I AR A% VIR 35 RN 4y - ML AR A 85 B, WA I K Bl IR
P2 AL L
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HEAT P38 B P CANKD) B8 2 154 40 Mg o4 £ i 12
(PP iz 2 40 AN IR BE (1 2K A7 . ANK 76 5 54
SMaramag ks mEEEN. #17M%m E/D BUE
4 MHC 35t 1% 28 B9 /N BRURE AY , 0 Ry o 02 0 4 8 14
ANK B R b B ) G 3 B O ] R 41 40
L1 YEAL TN A R R AE 2 B S BOR R AN e Y 4
b TR WG R 245 R . ANK R =48 F
SN A P A W IR R 45 S 1 0 . 4 A £ B R £ 45 U
A RAEFEIGIR B AS FIaEAT M 5% BN B 3 4 3L 1R
) 2H 20 B 2 R AE , A0 R B Rl A H AT MR B
A FRBEN T BT kB, = hE
PE ANK 2 1 B4R SR 47 M 0 B/ BRI 6 i 1 A2
B,
3 HfthzhipiEal
3.1 MRL/MpJ-lpr/lpr(MRL/lpr) > AL A

MRL/Mp]J-lpr/lpr (MRL/lpr) /> B 581 2 B 5%
AS HIHH 238 BB, Fas 3L £ B —F A S L2 H
FREAIE TR 5 B 52 1K, Fas FE K A FEERATE
ANEBR/NR PSS FEOCREMER AL B KM E
PN B NER ' 6 L R G R A R RN T R DY, MORI
GDTHEGE RI. (MRL/rpl X C3H/1pr) 2858 45 1.2 48
/N EROC T AR 3228 BB R OC T , DABR G B I i 4 A
FECHS 40 M A o 4 U B 2R R AE 12 4R 58 /D BUE
B AS it fE A BE KA T ALH IR oT , & R
U 19 Sh PR AU AS B 3R L

BEAb 38 A 48 e 2 B B S W B U X AS AT A
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R KRR AS B4RAE . T2rg SFE KBRS Ragl Htig
KRN RRG sh Xt AS (1) 6 28 J5 P 36 77 i
FARF B .
3.2 HAFM A20 B RAER

A20 FEHJ2 TNF-o 538 1 3(TNFAIP3) £ A
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B Z 25 P ECERUE AR T R AR L AL FE Rl OC Ty 5
I IBDYY . A20 B/ B B R A20 A A 2R
YA ] T Ok B A A e RS AR T R A
KA, AR 7EERZ A20 AP T kL 48
JHLAT 5 S 8 X 5 9 i BIL I P 2 Tl i AN 9 A

ZE LTI st AR ARG I R AE AS B3R SR
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