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response in the pathogenesis of Behcet’s disease”
LIU Qiang? , DONG Lihong, YU Hua”
( Ophthalmology, Chaohu Hospital of Anhui Medical University, Hefei 238000, China)

Abstract Behcet's disease is a heterogeneous disorder and a complex autoimmune inflammatory syndrome
currently. Recent research has found that Behcet's disease is associated with HLA-B51, interleukin-6,
interleukin-10, interleukin-27, complement C3, complement C4, and some abnormal chromosomes, with
the strongest association being with HLA-B51. Abnormalities in the function of pattern recognition receptors
Toll-like receptors and NOD receptors, as well as dysfunction in immune cells, vascular endothelia cells,
and neutrophils, lead to inflammatory reactions, and abnormal production of inflammatory mediators further
contributes to the development of Behcet's disease. This article provides an overview of the research
progress on the pathogenesis of Behcet's disease, with a focus on the role of innate immune system and
inflammatory factors.
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Behcet Jj & — ft 2 11 4 B 1ML A8 28 E P90
Sy S0 R MR B IR M A B A R A AT
BORIMAE PRI 2 2R 40 | B Wl A AR i 22, 7™
IR fe KA fir, Beheet J 7R il 2298 2 BT 26 K /Y
SO AR W] I i T A DX, 0 B ORISR %0
ZRA TN, B L B AR FEA AR, Toth o) 22 5
SEAI 5 A S B B B K DX i A B BIE 5
ZRTERSENLE], H AT T FA IR /T Behcet Ji

TERIE RGN A B PRI R B E IS
AiE, G HL R s L g R W AR SOf Sk

Behcet Joi AL il ) 5 57 G 8 73 - S LA, T Ao
PASERANE S BB e A B JRAE S W7 A H A v (14 4
L HE A7 M BIFSY Behcet 95 19 20 F2# BLHHI

1 Behcet TRHIRIE S REEH
1.1 Behcet TR RBREFZER

N UM 25 M 1 40 MO 5T ) ( histocompatibility
leucocyte antigen, HLA) & HI AT 2= 2850
B R G, HLA-BS1 J2i24 M1k & A 5 Behcet
i O HR B 2 VI PR, 7E R Z R0 R rh 34T R B,
9% % B, HLA-B51 #5717 # & /£ Behcet Ji5 i G L
FE Al 35 5.78(95 % CI 4 5.00~6.67) >, 1E +F HAN
H AR 1 R ITAS [ 118 4 6 PR A S BT 9 vt UE 52 17 2%
AR EE R BRI A o5 3% LR 1) 20 00, 3X e B
bR R AT BE A T e, e ik — PR R,
Louthrenoo 25> BF5¢ T HLA-B51 [P ¥, Behcet
Jp3 Al HLABw4 —801 Z [A] £77E b 3 JCHK , HLA-A26 11
SEHK M 7 T HLA-B51, BL4b, Hughes %5 | Eyerci
2 TER  HLA-A03 \B15 . B27 .B49 B57, MICA-009,
HLA-F 5 HLA-A 2 [H] [X 55, 1% 25 7258 #f 2 5 3 Behcet
o3 S R ST S TR ER i P R AR A RO A B
M3 5 TL-6 IL-8 \TNF-a 7 Behcet J5 FF 22 25 ¥R 97
JE A B g
1.2 BARNZERNZSN

FEE LB, H A0 (interleukin, T1L) 3 [ )
Z 515 Behcet JAHOCHE, 1L-10 IR Bk nT Sk
R % 53 DRI 9 A0 , 6 AN [R) AT 1% 2 F0AS [R) )™ B 5 00
e, B IR B SR TR, Beheet 355 5 5 & 1
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ZES AL, IL-10 H IR OK - TRAR I I 45 £ 1Y
AR EAR TR #H, HRA G2 E L, 2
FFEAR B, a1 e 7 i, P A 7S AR, o 155 15 1]

M, T REALKF s Th i , B e de 7 T A e
U‘Tﬁ_‘[ﬂ
IL-6 F P45 i DNA H AL 418 A 81 3R S

fh RNA Fge (a5 5 48 #0% JAK/STAT Fl MAPK 2%
IRAEFH , T B2 1 S PR I 3k, 3K o 2 00 338 4% 1) i
A5 R G PE R, G N T 22 R i R . 7E
B Eﬁﬁiﬁ’% TL-6 BE DA, A 7 25 A% 14 /) BUIE
IRUA SN o T0-6 2R AY v B 24K VA 9T Behcet
TR T RAFIRCR . B, I TL-6 35 P 76
H A R HE—E R

11-27 RN 22 51 rs153109 3 PR 0 45 437 5 ]
VLR I3 40 Rl 7 7K F-55 Behcet 5 5 JBVE AN R & Im
IRF I Z [AIAEAE W AH G, —SE R IR 2 A8k
(single nucleotide polymorphism ,SNPs) B\ 7E1% 3 A )
AN ER LS, WA O 1L-27 B 1L-27 3Z R 5L
ZAMAE N RVE IR B b, —Seif5E 4l
L, 1L-27 B JE 3+ X B 1153109 A/G SNP 5
Behcet A 7E R HK , SR 1M AT G T rs153109 7E Behcet
RS R VR B A R
1.3 MEEREMER

#MA €3 15408290 SNP 5 3515 Behcet % 1 5y Ji&
PEAE G, HEAFAMA €3 rs408290 GG PR A4S £
mRNA %35 FI4H A K+ (48 10-17 Fl IFN-y) ;=4
B, X EEAFIE L FERMA C3 FTRETE Behcet 55 &
B AR R . 7F Behcet gt & 80 T
IgM  IgA FAMA C3 45 F0 38 [ iy 1Y TR, 0 45 7
Behcet 5 (1 508 KA HL il )

X} Behcet Jp UAMA C4 JE R (14 DL 50728 S F
T, 5 RGN BRI A L, Behcet i 87 C4A
SE PR 5 DU 3 T A 1) 5 A 4R 5 B g B 2 — A
ThS7 T HLA-B5S1 ARG R &)

[l 7E Behcet J% 71 & B C5 152269067 fY GG 3
RUSTRIE N, 5 HABIE AR, CS 1Y GG i il i)
mRNA ik E T,
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1.4 HHREBEHNHE

#43 Behcet 9 (35 HAEAE—FIRRER 1 e (1K S
W8 YOI T S ARMERA N S BE R A IR
MBS A: S W LR B R fE R 3R 7E 5% ~ 10 %01
BET, IR TE Behcet 5 R FEMERH, WL
B —IRF5E R, IE & Behcet 5 FIE B 1 A4 S5 45
HIER R, =RV R AR F ik 86 %0 ,8 S YL Ak
0 5 — L 5 5 R AE IR RN NF-kB 38 F% B0 AH DG
P-4 75

WAk, i A HAMAR 2 5 AL R 5 5 IR X 8l
Behcet ¥ A &6, U1 CCR1, CCR3, STAT4, MICA .
KLRC4 KLRC6 Jefa s 710 i 35 it 1% 2 i 55 1)
A K U Z 1 Behcet J 5 JE L R 550 AV 5

2 ‘HRAIhREFERS
21 HEMAAINEEFER

e RN Gy SN 2 55 Beheet i 1Y &
I3, 10 T 4HMIAE Behcet 95 &5 H A9 VE FH H %5 32 8
FL,Thl 40M5 Th2 408 Th17 20 ST 40 LA Kz —
LA S A4 40 PR F-1E Behcet 95 & 95 1 & 15 25
YEM .

CDAT 40 AT 4L A Th ZHARAFD Th2 40, Thi
YL/ Th2 AR BT AT RES 5 Behcet J 1Y A M 1 72
A i1 Behcet I 8 (191 i FIZH 2R A Thl 44
[ 2 | 3% s Behcet #5534 9 AN A I Th #4410
TR Ye 55 W5 Behcet i 3
Th1 40 Th2 40M8F0 Th17 40HAY UL, 4550 &,
Behcet J5 58 AN A Il Th1 401/ Th17 240 3 He (8 9 &
R IEH X B4 i Thi 408/ Th2 40 i F1 Th17 24
JitL/Th2 40 A FCAEL IR E 5 X BERAE AL, HRTIAA Thi
AN Th17 Z0MI7E Behcet 555 17 16 8 b & 45 1%
YEF, T Th2 408 52 Behcet 5 A4 % & B0 175 ™ &
P,

VOT 4 i 7 25 M f 5 vh A 442 |l AR T, i %%
JEEJ 2 S Behcet Ji R B BERFE . D& A BB IE —
Filt TNF-o %5 A B S0 REHTAA , BB A% 310 i 442 P A S
VT TGP, Witk 25 7F Behcet J%iA7YT HH BUS K
GPRCR ARIE T vST 41FE Behcet 9 & ML i)

EEAEH ., AN, ZESh AR ST 4 i i 20 3
Th1 4HAEFT Th17 4054 > A 351175 & G e SO
Behcet ¥ & 9 41 it e 40 Bt R 7 o/ FH an i 1 fr
Z]—:\‘o

IL-1. IL-6.

WA IL-21. IL-23,
SR AR TGF-B. IFN-y,
TNF-a
Behcet
Thi ITFI\I;;Y /
i .
JaR . ° IL-12
Mt
PR IL-17A/F
& IL-21

IL-22
\ Th174f)i TNF-0.

B 1 Behcet J& & %= 1 20 B B 40 A (Bl F RO 1E B

2.2 bR gRRR I R BR

L 0 A 1 R Beheet 35 A& ML HH Y
— AN ERFAE, oM 4 A v LA S A0 A SR Ak
A AR R A T T B PN
SIS IE RN, Nelson 251V BF5% % B, Behcet %5 i
F MG T ROS B 3G 7EJCAE AR 1Y) HLA-B51 #5417
A HLA-BS1 (156 F /NP W B g, 34—
HWESE %BL, 3% 5h38] Behcet 55 583 B9 4N R 1M
LA LAY TR A% 1 AL RE T W I s T fa R R R 2 RN AR T
3P Behcet J S35, T 18 2 MR AT, rh PR 40 i 1) 5
FEfie J1 MK A2 E Ak, 3R WX A AR AL 5 4 0 2% V)
HH5&, Tulunay %57 #F 5T T 1€ Behcet 3 H & | M5
S S5 T BREXGT BEEHL F) v M 20 i 52 31 R 1Y) 4R
b ERE ST, Z5 AL WoR T 04 e e 20 R R
JA T B 118 A WG 0 1 R
2.3 MENEARINGERE

Behcet i FI 3¢ 30 O 1 PN L 26 1f #4092 A2
Kidd ' IiE W , Behcet 7 £ 25 6 2 A Bz 41 sz #1 L> ,
I T B 2 — I A AL 1 2R B, R Ay X 4 4 i
Z 5T MENRESIMEZINRE, 1E#H B LN H
Mgt 5 C RO R TR A

IE4h, Behcet 5348 A fE 5 4MA C3  #MA C4 55:%%
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DIARSC B BF T AR A S 22 48 7R T 2 1
TPEAN S5 Behcet AL T FE

3 HNFEESEBHNET

YRR 1A% TR R 22 38 A A M B AT
3 DR A Ak S B D P L A A L ) e S
PEPUAR , 5 RN 52 A 0 el | 3 3 3 e e vk
PG . IEIRFSE & B, 7 Behcet it A 22 Fh 41 i 5%
PRI AR, W5 e £ 1 /2 TOLL £ SZ IR FT NOD #£5Z
{8
3.1 TOLL B34k

TOLL #£3Z2 44 ( Toll-like receptor, TLR) J&:— F %
FEORE 25 1, El RO R 2R A i o 4 L 1 P R
PSR B Z A, E B PR IR B, A S
522 B, Behcet S5 SR 10 B IR ELAN M TLR1 A
TLR2 (43R5 10 35 F+ i, Pk 40 il v TLR1, TLR2
TLR4 #l TLR6 MR 1k W 2 &, S A% 4l Ml b TLR2
TLR4 1 TLRS 19335 W& THar, M4 Behcet Ji
BEEH G RAEN TLR 2 A H X, Lin 50
TR, TG ENIY Behcet 5 3% TLR2 . TLR3  TLR4 FI
TLRS ) mRNA FIE KA 20k 2 T+, #Eml
TLRs M #5215 T Behcet S5 B K IR ML,
3.2 NOD Bk

AT TR Z, A 55 B 45 #3 ( Nucleotide Binding and
Oligomerization Domain ,NOD ) F£5Z 1A J2& 2 g Py =%
PRSI B2 A, 55 15 H X IR L4, Behcet 5 B
S I VTR R NOD2 i [R 36k B 3 1A
FE = TR AR R PR R M S R AEAE I 0 T, Behcet
9o KA AL I SRS A A0 1Y) TL-18 /K7 2 35 A
XSRS A NALP3 LA, % /A2 5 T Behcet
W) & R, Behcet 9% S E B IMLYE 1L-18 7KF-HH
S TR R X AL, IF LR AR X TL-18 ik aT
ARGHTT A XMEG TR A LR (14 Behcet S R FH
Li %577 B9 Behcet R Y NOD1 ZZMARFEIA 5%t B4
FEA, GG PRI BLH G A5 0 B PR B 25 BRI

4 RIEFRFRE
Alarmins J&— 20 2 115, R 76 40 I 3R 56 J5 Dk
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R, I J5 B A A2 SN . Alarmins 805 58 2C3R
M3Z4& . MRP8/MRP14 5 —#f Alarmins, Behcet J&
FRAA I MRPS/MRP 14 /K- It 25 i T fa BE X R 41,
HEI MRP8/MRP14 1E Behcet i %& 9 95 BLHL I o 2
—EMER

Atzeni ZE PR T 1L-21 25 Behcet J% 1AL
i, 55 1 2% ik B A R4 RE 0 IR A LG B, O B
Behcet G 3 IMLTE A% Th ZBAAN 1L-21 5 140,
TL-21 ARG I B R Th17 4N Treg 22 8] AP
55 Behcet 9 & ALK WERA T /NER Th17 41
Fik IL-21 2 H A 435 Th7 4i i o34k, [w] i 4
il FoxP3 BYZEIE . Mok 4 ik B 5 Ak, R 7
WG ) e R AL A A G TN, e P 1 e, VS G 1A il
A g

5 4iE

ASCHE Behcet J 1 S —F 2 B 1 00 8 R AE 95
i, £EXT HLA-BS1 % 55 B SE R AT ge 554, o 1
M 5 A AR B 22 Fh 9 E R F7E Behcet 9 K05 R %
BRSSO 35t 2 0 93 27 R AR E SN (14 £
BEGRVTZ 19 & A2 R, e I F 58 FR o7 B 1t
TR S BRI SR
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