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Abstract: In recent years, the " superantigen" hypothesis has been proposed in the etiology of chronic rhinosinusitis
(CRS). Enterotoxins ( SEs) produced by staphylococcus aureus are typical superantigens ( Sag). Traces of SEs are
sufficient to stimulate massive proliferation of multiple nonspecific T cells, thereby inducing release of various cytokines

which play important roles in the occurrence and development of diseases. This paper reviews the structure and mechanism

of SEs as well as recent study on its correlation with CRS.
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18Pk B - £.55 4 (chronic rthinosinusitis, CRS)

I B N B SR RN 8 P ST PR , TE BN A s
AN 6.9% ~27. 1%, fEH [E Ry 4. 8% ~
9.7% "', CRS AN™ B 5% iy 4% 1 B U e L H
W LAERIE ) PR TR BT B R, 1 EH 23 i
ERMAGFHMH, HEFAK,CRS 2—FMZHR T
BB , 18 PESAE AL SN AR CRS P & A &
e R o> B R PE T, SR AR AL
AW . T AERR B ST A B, 4 B €0 7 2 R 1 7
Z (staphylococcal enterotoxins, SEs) 1 Sy —F #h i
PEEEPTI, 7 CRS Pl K AR K St e b R 5 B2
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YER.

SEs J2 46 B (03] 4 BRI 7 A 1Y — S PR E 4R
H, 03 T 2920 27kDa, BA & KM AR o B8R5E =
B P& FERAS AL AL et . H AR 338 1l
THF O % ) 24 A SEs, fudh 5 MMl &R
(SEA .SEB .SEC ,SED .SEE ) F1#; &I ) Z Fj SEs, A
SEA I SEB % UL, 24t SEs #8547 " hiif, A 75 ik
IKAEEY HE B L B R ' . SEs Xt 4 A KT
YERT, RO RT LA 18 R SR, s R e B g
4. White 2550 #E 1989 4F 1 H 48 $1 JEL ( superianti-
gens, SAgs)iX—MEE, 45 SEs X AERE FPE T 4 i
HAARR AW A VE T, A ol B AT 3 & K
WFE . SAgs S BUE I UE CD4 +/CD8 + T 4fiJifd |
B 41 g, T J& 5 3% 40 MY ( antigen-presenting cells,
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APCs) \WERRVRLZN M A5 19 7, 915 S0 5 40 A2 R
0 B PTG , 7 AR R R ) AR B PR R A T, Lk
RAEPIR N o I, SEs 75 22 Fh 58 AE 14 95 9 Fl 112
PEPERIR R BT E R R Ao B KR
J1 U5 1 A B3 PR AR T8 255 i (toxic shock syndrome,
TSS) 4§,

Bachert % H UCTE N B B 4L LT
SEA I SEB pfE DU, BFIT AL, 5 X5 B2 0
SE-4§ 53 ¥ IgE ( staphylococcal enterotoxins-specific ,
SE-IgE) [ 4 A Lt , SE-IgE BHM: Y /i & ¥ A 5
SRR, JF H R p S TgE R 40 it BH
BT %5 H (eosinophil cationic protein, ECP) \IL-5 7K
SRR T, R TR 22, Il SEs 7R
JRIT R AR BT AR il — R o AR AR A,
7 o s R0 M b A AR L 40 L I TR P e 0 L 4 2R
£ HRE R TR BUHCIRES , &L TgE Je SE-IgE ¥
JEThE 5 I Th2 iy i 20 S

1 SEs AEMFRM

AT A A, SEs A Sy MR AT LA 5
APCs fh 3, DASERE 943 T 450 B 5 APCs () MHC
1257 FHunss SR AMUIAE 2 & X455 8 L 4,
BRI LS T 4214 VB 5SS IRIE i =
JCEAY, TR T I E A0S A R A, i S
T B2 ik, 772 KA IN T. SAgs T LI4E
GZR VR B AN T 403 0 SR AT LS B
25% JEESEHCE A 103 ~ 105 5, SAgs & H i &
BUAR B W B T 40 SRS R, B R v B (R F)
0.1 pg/ml) B ATHLTE T 400, 5 S 0L = 24 5 2 Y
FRER A o TEAGES T 40 AT LS A TL-2 TFN-y
il TNF-oc 25 22 241 0 P, 356 48 240 o A S8 S 7 45
SR IR Hh T 40 6 4 T T S B, DA R
KRN A TCRBEARAS . BT T 405 13 3
1 R B 2R N JC Ak RE , 580 T 40 A i o B
SR, Gk R A BEIRRE

APPFIEAE RN T AR B A LA e I
P AR P R N BB A SR b
(B RS G, BIVAT 3G 592 B804 19 92 e
Yang %7 F1| Fi] Western-blot ZE46: A5 £ 90 13 B
CRS [BEFEMEHT &, 76 2. 5 kDa 4b A5 — W] 4675,
PSE IR 21 N IERR ALK, 5 SEB K — B 51 A
— 5, N SEB FEE AT A8 1o R v ] 8 1
fift SRR Ssp, Ssp 1T L5 K4y T8 R OVA %

TES o ME— Y LRI LB, 5 OVA A

FC, Ssp/OVA ] LA W 2 g 7 B 5 4R 40 g ( dendritic
cell, DC) A LR, UL R CD4 + T 41 B,
SHU Z B LS T4 + T 40084 £, 51 & Th2 7
RAEFNL o X427 SEB 1] Bl 7 fifp y HLAT P40 4
PEIIRLI , 175 55 56t Joy T SR S

2 SEs5RERS

SEs 4r 3 APCs 1 T i fUIE = AW 5,
APCs I Y CD80.,CD86 5 T ZH il i) CD28 AZ Bk,
PR T APy Ca®* e B T S PKC 1% Ak, i
MAPK NF-xB %3 B, 755 T 40 jg 2046 4 Thl/Th2
20 I B ik 2 Fh AR IR T B S 86 B O R
1Y SEs AT A5 DL Th2 T 488 35 1 K 4 4k
N NIAE SRR AR, ] il TL-5 T4 (TL-17 2521 g A
T UL G TgE (SEs R 51 TgE 5717, BB A 0E 4
JEHH N . Kim 20 R, S K 5 R 5 55 1 )
Jo (12 J8) vs 24 J&) |, B s 266 1 JRy s 28 M 40 it g vk
LA 5 R 4 B L (T, L4 (TL-10 \ECP il
CCL-24 Fi, 1M TFN-y F1 IL-17A 8RR, A
A i iR i S5 I 2 20 i 2E AR (thymic stromal
lymphopoietin, TSLP) #3k 8, FE /) TSLP w] L)
Y53 Th2 BY SERE A0 A Y A= BT 27 S8 E 19 K e, 42
71N SEs W HES CRS AN[A) Sy R RIAH K

Ve T Bt T 40 g ( T-follicular helper cells,
Tth) J& CD4 + T AN AE , A5 24 ol BL— 2K
TN, BB B A0S R g, AR
B AR - B85 BB A (chronic rhinosi-
nusitis with nasal polyps, CRSwNP) 5 3 &b B Py 20 21
TR T ZRAAE K PO R B A SR AR X, TR IX U 2R
LRI A R R B 20 M A 40 i, OF HLAE RS
RAG1 RAG2 “5 3L [N w5 %3k, Calus 2" ] SEB #
B DR 24h J5, LB TIL-21 ) mRNA ik &
LAK CD4 +1L-21 + T 2ot W) e i 3 xd B2, 75
XL IL-21 + T g, 4 20. 3% Sy CXCRS FHPERY
Tth 40fE, Tth U F IL-21 7] IR AE % S B
YRS AE R I AR CAZPE B At 7 2R R S e
BREM . X428 SEB Al fig il ik i 5 Tth 4™ 2
IL-21, 7t CRS R 2R o

IEHARTSE A, SEB R 1 512 Thl/Th2 Fy [z
R, 3 [ DL R EE 08 A5 T 48 B9 ( regulatory
cells, Tregs ) AT 1. BF5E A B “PUH] SEB il AR
R FERE R 405, & B SEB A L5 3 b K 2 i

A
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5524 %

Er 351k 16, AR CD4 + CD25 + Treg 41 %5
W/, $é s SEB AT LU 1 fig #F 1L-6 FE | Treg
A TIfE. Cho 251 iz I S e v e ph A I 5 )8,
A B 4 21 F RORC (retinoic acid receptor-related
orphan receptor C) .Foxp3 DA & RORC + T 40)ig, & ¥
LA ZH RORC + Treg 411 W 2 5 Tk 50 5 A 2L A0
Xf HREH ; H] SEB Kb 38 [R] ZH I 5 % G 1 &1 Jo i 4% 20
JiLJ5 , 5558 P41 RORC + 4 ity L A3 W S 38 . mT L
SEB Al i@ |8 RORC k%S CD4 + CD25 +
Foxp3 + T £ i (Treg 4fiJfd) 734k > Th17 41 g, 3 il
Treg 200 (1) G52 40 Al I RE , TN EE AAE S o

SEs B TAE N @B R F5 T B 4 MI1G 5 L 53
PUASL BT AR PR S B 414 &, 51&E B
TR T T N N 7 U Y G =
Ul S B AR IR & 3] BCR 8 STk 24~
H 4 Pt %€ X ( complementarity-determining region,
CDR) , i HTE 5 B 41 i PRI 7 s 2 vb M4k
BB B4R IX (framework region, FR) , R I8 $0 J5 0] LA
WG R B 4, SMITIERET, SED Rl 55 i 4
RIGLHE B A A 43 1L, X SED W2 1 B 41 fifd vJ 35
10% ' AR SEs AN BB TR K SIS B 41,
EZd BH T WS ARG SRR, Hikz T
AT, SEA AT LIF VH3 + B 4t T 1, (H2
HIANRETS T HIGFE AR 53 W e 3R AR 1 5 SEB )
ATLUINGE B AMAAETE " o AEA T AR 12 1
FrgegE, SED af DIl B 40 i KGR i A, OF
7oA 1gG IgM Fl IgA, B T SEs Al LS540k FR AH
4G, SEs W] LUIAE Ay B 22 7 Ji 55 AT R 41 Jfd 1 g
B A 200 i 3 T 19 TeE- FeeRT 5259 523K, B0 AL
IR 4 L R 1 e 240 L R Tl 2H 41 e A T4 (T -13
S, B Th2 B G AE K A AL 208 IR 1 kL 46 i
BT

SEs il it 5 Lz 4ifeay MHC 11284 F454 )5,
ey 1L-33 (TSLP a4l P 4%, 38 T 2
1 B AN 5E S AL, 0TS e SOV . SEB 18 H] DL
if TLR2 fig#F DC i, 51 Th2 BIGfe [ )i, Yang
2570 ] Ssp/OVA il DCA8h J5 , 3 MHC 1T .CD86 .
CD83 ,CD80 ik T TLR -/ — 41 KX FR4H .

WE TR VRN M A S AF L BRIt 52 08 40 i, 7 ik
BB AFE O0 T AT LR IE MHC T 2870 1, 4%
U 40 () £ FiT . Mawhorter 2" Fij GM-CSF
SRV T P A B S, A B0 T R P A L R 3R A
HLA-DR,Jf HA] LI 21 SEs(SEA . SEB.SEE) , il ¥
T A MIRG TR T Ak T R M 240 L EL AR 2R P 4 o aF

A= BRI RE , 38 B DNA FIRURL 1 , T2 8 IR
PR 20 B g #b ™ ( eosinophil extracellular traps,
EETs ) S50 5 (48 [, & Ak A . Morshed
P SRR R AN S 4 ¥ A AT ER L SRS
RIA EETs JE B, I H. 4 o 608 % 3K 0 28 K 32 3
T, MAER B A A BRI 2H R & B EETs JE i, SEs
TS T A0 TL-5 , S 20 1R Pk 20 i 78 s
JER S R 4R, B L EETs , EETSs 75 & #5 7% 43 99 5t
PRI RE R [F] I, B8 1) ORE 2 11 45 1T e B0 B 20
SURGINE , 5 B ™ F A SO IV o Zhang %57
KIL4/T 1Y ILS FH i) CRSwNP 8% & B 21

S BC0U ) 7 BR A O B M, 00 ) 4 60 ) A R TR A
SEs 5 EETs HJE 8 VIAHC

3 SEs 5 CRS

CRS J& 5297 I 5 11 6 5 04) 9 i Pk A A, AR 9
I RFRBLAT 53 F i vk - 582 AN B LA ( chro-
nic rhinosinusitis without nasal polyps, CRSsNP) Fi
CRSWNP Wi2k'™ [ A\ s k£ %0 CRSsNP 3L
“h Thl A5 1) v P b 20 B PR 98 4 , CRSwNP =22 1)
Th2 A T 14 16 B Pk 20 I 32 0 g R Y . RAS 4
ORI AR P A N JE L PIRGE | R T 3l PN ) I
BB, HEFE# A K CRS e XA R 2 Le
(33% vs 61% )™, Van 2% %3 CRSWNP 1 SE-
IgE FHYEZE R 28% , W10 i T CRSsNP FIXJ HRZH , Jf:
HBRPEEE B R A 8 Z R IRk Al M=
CRSwNP & - Wiy 119 S5 % &1 B i SE-IgE A 3k 53.
8% ,fEALAE/LFRAy £ & L3 AN 5] SE-IgE , Hifth
JLZH AR FE 5 3 — Ay 25 517 BRI R AT
TrE 9. il — A5 s, CRSWNP (8 %
£ 3 G127 H v 40 IS T 1 0 T A 200 A s i
RS SXFFEAR T RE SR T )2 & W A A Bk B e
FRIGHIAR R o (AR IR, & A 4Bk
PRE AR R W] 0 T AH 4 SE-TgE FHMERR X $/R &
Ji v S T 4 O R A BR B A — 2 S R IEB TR
YEM .

HEAMAARFE, fE A CRSWNP R34 Thl/
Th17 J5Z L 38 588 1 b 67 40 B 9 (9 B8 - Cheng
AER00 Y CRSWNP ) Ay 196 R 1 240 L L v e 20
JHI2H , 38 5k ELISA yE R & 5 R 4 21 rp 2 IgE (SEA
1 SEB, % PLTE W IR MR 40 i 26 vp 5 TgE  SEA Al
SEB ¥4 B i 5y F X B4, $2 7 7E W8 R 1 ks 41 it 7Y
CRSwNP w1 SEs & # BT IR 9 1E L 515 &6 IgE
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Thi s TAE A 4 B 28 v, B ARG T 5 SEA Al
SEB &1k, fHE B TIgE /K- B 5541 T v A o 4
MELH (22.72 £13.5 vs. 50.15 +£15.87,P <0.001) ,
L] SEs 7EIERERR MR AN I 2 CRSWNP Hi i BE 4 1%
3 7 O, 5 P R0 I A AR B

7E CRS /NFUBERRERI v SEB T L 58 28 o Ji
PSSR 4 0 . SEB BE4 OVA I 85 119 /1N i)
BRI B R ML AN B A AR R , B R AR
YU 2, i iE S 1gE s IR EREA B R 28
JRo HEK B 55 ] S5, /N BB B I IL4 | ECP
TSLP 434 F 45 5 7K -, i IFN-y Hl IL-17A 5T %
FER TRy A SRR e T =
(MMP)-7 ik b, 4 8 & A i 41 80§ X 7
(TIMP)-3 Fik TR . MMP/TIMP -4 5 9 ¥ 5
B LUK M, 520 40T 9% ) A G, i%RER
CRSwNP £ 2 A %5 Iif MMP /TIMP 33k — %, 1540
SEs T B 752 2H T Y5 B0 00 Ak 9 B o 4 T A T

SEs A LASEL 445 CRSwWNP [ J& ¥ Th2 1
SRR S, T g Wi Sk CRSWNP (1 L3 4 iE 22—,
SE-Tgk TURIE Sk B2 i 1 Jh 57 fa B R 2o R 36
P L 7% 07 s £ % SE-TgE PP (62% ) B . &5 %
W (13% ) , 3 H5 IL-5 [ECP ¥ 15 . Bach-
ert 51T N A5 1 I ) 7 T L R R BT ST 0 42 40
T IR 3 2, A BRI H 1 3 b SEs BB AR
I 9 S TgE e i ToE , 2% B R i 6 %5 SE-TgF
W v TR R R B S R B 4H (59. 6 vs. 40. 8 vs.
13.0% ) , Wi ALKy R i Tgk 5502 0 ) 7™ 2 i JEF G
WS RESEIE . X ITRIFSEUE R, 4B i 20 1 S 5
ASRZ W E R P R B 1T SEs /RN YRS 5 H
JE I It 4 B 5

o N EPE ) (p GENE| R na Y el
YT MO B AN, S EOF TR SR S, 7E £
SAE PRI A G e M h A H R IR . B
EXREPE S - B R R 2 AR &R Ok 2
MIEYE R & ek RS CRS k4L
JE RIS, EARF G CRS BE
SEs ] BE UL R TS IR . PRI, #835) SEs
TE CRS % 25 %2 J8& Ko s B2 A5k 7 r ) B FRIAL
il WAy SEs 16 A ] S 28 2 CRS rh & 45 1 T fig,
PR CRS BYTRBT MG ST IR BEHE 27 %
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