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Abstract: Lyme disease was found by the tick—bome spirochaete Borrelia burgdorferi infection zoonosis in
the 1970s, which has been a serious threat to human. Borrelia burgdorferi is the pathogen of Lyme disease.
Recent researches show that Lyme disease has been made great progress in many respects, but the pathogen—
esis is not entirely clear, the main reason may be the direct effects of the pathogen and the composition, the
role of inflammatory cytokines, and the autoimmune factors. Research progresses of pathogenesis of Lyme
disease are reviewed.
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Table 1 Pathogenic substances of Borrelia burgdorferi

Name Molecular weight Biological/chemical properties Pathogenicity

BmpA®7 39 kD The cell surface of lipoprotein The gene product exists in people with chronic infection; Highly
expressed in Lyme disease

OspA® 31~32 kD The outer surface lipoprotein ~ Strong antigenicity; Stimulate synoviocytes to produce many in—
flammatory cytokines, stimulate T—cells to lead to proliferation
responses

OspB" 34~36 kD The outer surface lipoprotein ~ High immunogenicity ; Resistance to phagocytosis

OspClo-t 21 kD The outer surface lipoprotein ~ Strong antigenicity; Through RpoN — RpoS way cause disease

DbpB/AM™ 19/20 kD Lipoprotein Through Rrp2 RpoN — RpoS way pathogenic adhesion to extra—
cellular matrix

BBK32!%-H 55 kD The surface lipoprotein Related to the structure of the fibronectin,play an important role
in the infections of Lyme disease

BBA64(P35)"1 33 kD The surface lipoprotein To play an important role in the process of Rpos way to express

Complement Inhibitor factor - -

Borrelia burgdorferi invades in the host,
activating APC and releasing inflammatory

mediators like C3a,C5a to cause disease
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ST 5 BURALEES A 5 | A i 5y
RA PR, B ] B8 (A g 8 1 7E %
YL L5 | LA A e g, RS 5 R Pk
BRPRE IV AES , DT B OG5 SR R 407 o 76/ BRI g
PR GASRY rh R B, A S A R B, B S A
(Rl ) 7 | S IR L 2RI 34 S AN i =
10~14 d I H BRSO T5 K I A AR E ,  F A
PRI AR DY o B ] WL e ) R LA
W 2RI A 3 B R A IR T
AR LB TR A, AELJE G SR ST AE R Aok
W RN IMIFTR ZBL, ZRp o tEan iR 553k
UG 1R O HLERAT K .

2.1 FIEEFFHH EF
M4 Ji A 2 (interleukin, IL) 2 i Z 7 41 ig 7=

A FEH T 2R — 2N 7. Bt &
B30 ZRIAIENF, FES SRR K
PAE N S TR KT R B, AL R AE3E
ST RBORHLIE T A EREZER, ¥ ILMA
IL-1.11-6 IL-8 .IL-10.11.-32 .IL-37 &, HAh4n
kA K+ B (transforming growth factor—8,
TGF-8) FIH IR IR AL K F—a(tumor necrosis factor—
o, TNF-a), i IL-1 .1L-6 . TNF Fl#afkH %
TSRS B R A SR, B SR R, AR M AR R R T

TR P9 A I 5 R BRI, AT EC B R T AR 114 i 2
I AT 34 Toll A2 A 2(TLR2), S 8315 441
F WA T , B R nr A R 1, AL 45 P 4i i A
F-1(IL-1) T4 2= -8 (1L-8 ) Fil Jih g3 TR FE [
F-a(TNF-) , 5 PR S AR, 5 5)
RAELTRR o A FQBR B ENAR P 1) rh A 4 L AT DA%
S IL-1.1L-6 .1L-23 Fl TNF, BF5¢ &3, 1L-1 F1
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TNF-o W] 1755 1 B4 it A= Jie S B AL T 51 AR 2%
2 D it T A O R R SR T A, 5 R G 4453
THTA AR 28 AT BRI, X AEC 1 RITE AL
FUNE FREZEEM. 5358, TNF-a FIAY3 K &
R P 22 B 200 I A R A BB X Se i i
PR TR AE A I BB LA 453405, (R B
T ER B . I3 A HOE, IL-10 AF LA
SRR R RAE B R, Sl ] 58
PRI AR PR 7 A 14 I 200 BRI A1) P55 B {4k
JHRGEE (15 R JORE N2, T SR oGy
RIKRAE

1L-32 25 e BRI — Fh A0 A0 i A 7,
TEE T WREL A . B SRR 5 A0 A L R A A A il
TSR ANRRL = AE T I G Py 2 AR 1 A e
B R EAE L 9T S 0 R A G, JU
2 1 B S M AORE B BIFIY R B, TL-32
A DL RZ AT RREE G W SE R AL A5 A I 11 1 A 2
(Nucleotide —binding oligomerization domain pro—
tein, NOD1 NOD2), if i Jjt K4 1 -1 (caspase—
DRI 55l R AR s A A Ak 0 1L-18
FIL-6 (77 A FE S VAN F B Gl Pk s 5
Dy T RAENE . 53 il 1L-32 728 KB 56
AW LA I AL AU T S R R, IAER R TY
R B LU RO RN E) 1L-32 g 3Rik, Ak
R 1L-32 AR A AE R AN 75 5 R0 6
WRIEA K JEIT BB VI, M3k
WSS AR I A B 5 A S RO i A G, 5l
WPEGIE WA G, 5B T R BRI
ST AL, PR ERE A SIAREC TS R 1% A A
5 1L-32 A 2% ABH AR R A R if— B R .

1137 JRIEH I & B — Rl EL A S5 910 il 1
FMAIEHE T T IL-1 K, 5480 1L-1 &
R HA FL R g F ek, Zend P B s R KA A iR
HENG-1 3T UIAE B, TESI A SR A% 20 i A
ZEARANMD . 05 40 A0 R 40 B v 24 A G )
IL-37 Wy3RE . 5 R B, IL-37 HA i [E A
o B BIVET S [ e 3l I8 . 1L-37
e R A D s R AR R R RN, BA
BRI HRINEN, 5 B B S vy et
P UL S AR A (1 & A R AT ™, g
Al €8 2% IR R 51 4% A8 3 i RS 4 2 44 L Py
IL-37 MR EGE . mIEii B 1L-37 ATRESr
SRS SR AE F A B R AE R,
UEHEWTSEIEOCTT 2 1 & 5 1L-37 IR —E Kk

ALK A F-B (transforming growth factor—
B, TGF-B) & —Fh Z Ty RE M FE 11 5T, A6 15 4fl e A=
e oAb B R fa g DRy TR AR A, AR
BB AR T, T4 22 b Gy 200 L (20 ot = 440
FELT/B 40 B A BAZ /B W A A ) AR K K T RE 7 A
PRI 7 4 R A5 T A A E . TGF-B 1Y
55 L 0 F L ) SMAD 15 538 % A1/EE DAXX
a5, MR LB, IEH AT T TGF-8
MIFRIBARMR, HAUMAE R 4l A 1 B sz ik 3
K, T REF W TCF-B KL 3Z R F kB
IR, 3K R Ry OGS 48 I O i R IS T T 4
JL3 AR S8 A TR A i T i 2R RAER T, 2
558 RS RE SN LA KRB RN B A RBEIR o F3 Ak, 5%
W4 B B ANE I TCF-B K A& T+ 1 -
SEMFEAT R TCF-B 1Y i i 3k R R B2
P ZE A R g 9127281,
22 HBUEUEF

# AR 7 (Chemokines ) 5245 1 40 Jitg Al 5 2L 21
SV 3 I — 2/ NV FEE T CREXErF i 2
B 8~10 kD) o ARHE LA N sty f b 2R 5 i 1y
HFHES A B0 40 4 MK E: B CXC.CC.C
FCX3Co b RS2 AR B G 1 9 a1k R
/32%, fuF5 CXCR1~5.CCR1~11.CR1 &% CX3CRI,
Fafb R T BeA T 2l e R 2 R
A IR - 5 A2 R 2 8] A AR B R ) 25 e
JEEA M ) 3RS, W5 | R PR A AL B0 31 RAEFR A
BESRARPEAH ML B R P Re, S dF HOR A M
MRS HRIEN LKA KBRS, 1 B T s
IR B8 SO, H R FEAE ), 3 2 Xof OG5 48 ) Jek
/NERL(C3H) A 32 /)y BL(C57B16/J (B6) ) B 7 rh 41
ML FFafb N FFRas ry i R B, A R
A EA Ak R TS24 CXCL(KC)FIBAAZ 5 Wi 4 i ¥4
b 324k CCL2(MCP-1)7E C3H /N6 it
JEFIK . X} CXCL1 F1 CCL2 ZEZEM 5 R ih /™ i
FEEEUE T A R I, CCL2 B/ NR A i
1M CXCL1 SR P/ EROCTT R AL, 7 A iR, Y
A FRFTIERE MR ACOERT, o] L7520 e
R F 324k CCL2 TESib . IE 2 h ik, (HEH
HIBEA SR RIHGE CCL2 7E.O I3 E h iy ™ &
FREEFETE AT, Tjernberg S5 P7E fift 25 i€ Wb £
H M W K B —Fl Bk 20 R Ak R T A2 A
CXCLI3(BLC) , MI7EIE A& E M sl HAth 58 A 1 pf 28
REWFERENE R DAL, B ILHERT, CX-
CL13 5 H &b i & A A 6, AT A S —F 40
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JERYFEAT o Schmidt S EE b 25 SRS B 11 G
A VNI FEAS , SR JF ELISA AR £ i) 2 #E
AURNE, 2R RIEMETZ 1 CXCL13 7311
I8 RGN B A — o I SRR RN R S X
SRR SRR MR hUAA ¢, #—E
SELAEA A LA o S5 A HiiER, CXCL9 1 CXCL10
TE SR U7 M P U0 A P 2T TR B 12 1 2 0 M PR 1 46
HR R IR, T CXCL13 72U PR s ik . 45
R, AR R A7 R SRR B HOI R
MIECEHLH 2 e H %,
23 T 4HEMIER

BN CD4* T 241 JifL B B4 T 4 i (Helper
T cells, Th) HA Pr Bl AR e 75 120 M 56922 1) 1)
B, FENLARIE I P Gy oy 225 FN A B 1 b R 454
A5 FEA LA MR G 4K 1T (major histo-
compatibility complex II ,MHC I ) 3 5 £ kPt
TR WSS L MR S Th 20 AT A3 00 20 i R
T A B T RN . DE CD4 T 4 43
b5 ) ) R PR 22 SRR s v 200 PR T R
[ CD4* T e A R i PR 2R 5 Hh T 24kl
Th1.Th2 Treg 1 Th17 4 AL, fE—ESRM T, 4%
Th Z0AETFEZ 18] AT LA AR Ak, AT AL fese
RN ML TP AR . (A TR e i
EA%— RN RN A sh 9 E R 5, LA T
WA S TN T AP 5, S8 cD4* T 41
G AL, & HE A M G I g, TR 22 A L IR
E— N T 4, IR R A MR,

RS IA S, LS T R B A R,
CD4* Thl i 4% F24E M, CD8 T 4H i i 4
YERT, 1M CD4* Th2 4 Ma A1 B 40X & 15 5 A X
HUEA BB R — WA B R A AR, B
R I, TEZ P O T R A, 82 Th17 24
ML miAN A& Thl 4EAE A& HESOR/EN . Th17 404, —
ASBERE Th 20, 38 2 Bk TL-17 B - Ath 241 it P
T1E B B A28 R 2] 2 o EEMER,
A B S SR B OGS R BUR AILER AT T B SR, f
— PSR B, TE S O R R TR R
WE] TL-17,  EANE AP 20 A A A2 1 v 4 i
B3I 1L-1.1L-6 . 1L-23 F1 TGF-B #4& Th17
A B ANME N o [RIRHE SR 5T 46
ARG AR AT A, KEZBURE W+
TH Th17 4000, 1A %y RGNS 1) Th7
R0 P B8 7 28 T SIS R R AL R A
BRI,

PETYE T 400 (regulatory T cells, Treg) J2 {4
PIAFEAE I ) — 2T REAMURR Y T bk B2 40 e S A, i
fi 3 TL-4 IL—-10 F1 TGF-B, X500 T 40 il B A
GBI HIAE T, BB 4 T o2 1o 220 (R 3R B, D o)
BUARZH 355, T Th17 20 A s 2 P 4 e ]
T IL-17 7877 R A gl D\ Ok & —Fhofie 52 [H
T, IL-17 ATDAMES SR R 2 K 1L-6 . 1L-8 Fi Kk
J5 4 R B 11 A5 0E— 2B R O i . AR Rk
Th17 4HHE- 5D HIE Treg 22 18]V B IR 7E H &
RAETE T PERIE IR — D OCHE R R,

2.4 Toll #3{f (Toll-like receptors, TLR)

Toll #5214 (Toll-like receptors, TLR ) J& & ik
FEAN M s AR N 1 T RUBS b A 11, 40 A e
FRANIX, e X s B IX =343 , A7 46 T 22 Fh 4
A AE b R 2R B 22 Tl Gy 240 R (A I A4
PR AN A, B ARSI Z AR Z R . Toll ¥
SARLENUMA B () A Sl o SCsVE T,
T A B RIS I M S O . YL
A R SRTE M | SR HE AR 25 11 7T LAY Toll A
AR TLR-2 F1 TLR—4, ¥ [F] CD14 41,
J B RAE S NS R, BRI Z AP, Toll #3215
S MyD88 {5 53 T = AT 5| R 44T , A
B, FBIE T2k CXCR2 A] LA /D RAE & AE P,
Bernardino 2™ i , TLR1.TLR2 . TLR5 #l TLR9
SRS MR BRI G, DMERBER RIE R
O A YL /N 2 5 I 4 R AR B S TLR #E 41
R B (A 1 AR S b A T, 45 2R 3R, &
TR I 55 240 B R/ IN Ao 28 52 I 400 L ) % i e 8 e g 5
TLR1.TLR2 Fl TLRS 5K /N 28I [T 4 i () 7%
WEVE R 75 TLR1.TLR2 F1 TLRS 5%, 15
TLR4 A 2. Dickinson WF7E &I, HLAJRGLAA K
BB A1 ECBT B A ik 325 o7 2 e B I 22
3o AR SR TR B 11 P FRR T AR 1 3 A Bt
JRIFEIR R T HhiMr FC B I (A ke, 15 FA
B 41 A 9 ARV e 2 255, Toll FE 32 A& 3R A5 T 4
JHL AR 6 1k B SR T 240 e = AR A 7 i AN T /D
(I, FESE MR BB HLEE P A EEAER . 734b,
REFCFEEZ NS TLR1/2 16 R ER LI
BOMEE, DL TLR1/2 SeBa N RS 8 AR RN
FEAY  AIFFE R A QSR HE A i 2 Fh LR ek &
A= B 4 bhe2 1 (41 G 57 WRTHE AR J5 A 44 i S )
1 bb0665 (i FL 4% A% B g i 3[R ) 78 TLR1/2 BB
/NEAR N £ 3K, 1T bb0731 FI bba74 (41 Jfd J& 5
E ISR TE TLR1/2 B/ BUAR IR £ %,
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PCR AR A SR A B
3 BEREERR

— L P AR 1Y DG T 4 ] BE A H T TR 43
JREVA Y FIMIEE AR, 11 5 DG Hh R LB 2 20 i J8 o3 AH 2
lmiG | et g, F2A 3 PR Rralk
Yy T AR A7 AT LA S A A A v Ak . A A
FEHEE 4 PR, EDOREEA BRI 1Y B St
JtE, (X TESR ARG 48 B 1 1 LA
FHARAT FIE S,

BIBFTE R, MEVAPESICARE ST 22 A1 b
R TR AR 5 1) — BRI 18 P e e T R,
F B HUARTN T 404 Gy o B DIAR OG o T HL
NI 2 4 2h REAR A -1 (LFA-1) 5 4F R
WEE R S I R T BT S A (OspA ) R4 853 38 43
[FEE , OspA 23 SETT R A HE , LFA-1 J&2—
PR FR SN, 235 OG5 48 1Y FF S AE R,
Steere SEMNH 28 /)N BRI OB 57 6 IR, 411 Qg AR i@ 44
S N [ B, OspA P LA Thl Y 552 1
AR S B B SR e M S | R TR . AL,
1A QB IR BEAR /Y SMBEEE 171 OspB A7 HLA¥ W /E 1
2 it B rp 4 i 22 B (lipopolysaccharide , LPS ) H A
FKUMEN TR WY ZIEE, BIURTTRES S
BUR AR A IR HE A 11 (41 kD) A JR%r
SePEFTSR Sy I, TR T B2 R GL R bR
Z— AR5 H AR AR AA SN BIFFEAR B,
FAREE M 41 kD R EHUA S A& 5 A e
TSR BB, DT | R S22 B
Z: 5RO, S B A BRSO A

4 ZiE

ZiERTA, HATSRB ST R EURPLEET I
IR B A SE R EORE A AT IR rBmpA iR 2R
PR B T 5 B W /0N B B O 4 i 9 5 O
R, ARIGRIN ALK R M T Th7 /Y
Ak, NTTHIE rBmpA 5308 515 R B ML Y
KEFR, PRSI A B LB B BB R
RNk A DR A9 VR F -5 SR B B0 LR 2 D AR
K, BRI B A SRR e — MR A AR
i R HUAL G , BRI TR ABIESE, T LA
A R D2 B A AT 7 3 AR R s o
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