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[ Abstract]

Toxoplasma gondii is a kind of obligate intracellular parasite and causes serious harm to human

health and the development of animal husbandry. Recent years, significant research on its mechanism of host-invading

and immunology has been conducted, and considerable research progress has been made, which are important for an in-

depth knowledge of pathogenesis of Toxoplasma gondii and immune prevention. This paper reviews the invading process

of the parasite in the viewpoint of molecular and cell biology, and the effects of different kinds of immunocytes and the

immune responses in the organs.
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1.1 BHEAEREEmieaidi SEEARYEEH
Ml —AEshid e, EEAEXE AR R =
A TEAE T N AN s RO 4 o s R AT R
5, BB TR 6 pm, FE20 2 pm, R TG,
PR T ) S 20 A% A - I RES ) IR 2 i
REZM AR S IR A B 1), X SE i 1 5 1 2 A i A
ZiG, FBET 8 E A0 R BE 4 W S AR
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i ZS Y (parasitophorous vacuole membrane, PVM)
TR, SugREIn, R RHIE B (thom-
boid proteases, ROMs) #fi% 4 X U1K | Iz A
i EANM dR i B A X g o gy E AT B
i He AR i 1 AR ARl S AR A ME T, R 518 £
WATHE R G RRE , HUATE RSN R T, D3
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BT firh, 18 EANMIBE AR 2R KR 58 8% [l i 240
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— M E IR T g A R R, T ) TR Ak 2H 21
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PR RFIGE I (mitogen-activated protein ki-
nases, MAPK) [W¥& , i5E B AGE =& H A
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I NF-kB iG ML 2, Dobbin 55 WHFR KB, 5
B B4 WA BRI 1T 70 (TgHSP70) A RE & #4E T,
A RE I8 L 70 208 A A 0 0 M SOV T NF-kB/
IkB Z A, M6l NF-xB Z#E/ER, TgHSP70 it
A8 3 Th S i As, Hmfs £y 5 g il
RS 1 A, fE FR SR AU, KRR p6s 1Y
BERRALAE T, BHIE NF-«B 17 40 M AZ 56 #6150, 5Bl
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WIS B N, N T S B A LR e AN A g X
56 A N A T AR
2.1 %%EEamie (polymorphonuclear leukocyte)
2TV % 11 4 i 2 i B K R e AL 1Y A WA M, SR
FHIE s 7 5 5 0 dO B8 1 7 ik 0F 98 /0 BUR L 5 0%
HUR S E N, T CXC Btk I 2 K CX-
CR2HI CC AU 3Z K CCR1PMFE1E , /INERJR R4 21
AR PR AN I CCR17/IN B Hh bz 40 i
1) iz i FVG GH I AR BB, B RSB R ANR
rh PR 4 L 2R I R KO R GA Gr-1 4r T AR, BT
Gr-1 Fyg BEPUIR PR Z TR A% I di i, v 2 350 R
RER W, X508 R HUR ARG S, R
(7170 Ao v TR (07 N 8 =1 1 I 7S 2 I e e v
JfL HAE 508 BUBR I B AR, Bz ELb
BEEFR-3 (Gal-3) W17 Dunay S OB i 9 K
W, 2 AT S T dUR G 20t 0 0 & 2R
F, R0 R A,
22 MEKR@MIE (dendritic cell, DC)  ZIEHRAR
i B0, DCs 76 PR TE 3 56 T G e i 24 2 i vh k4
FEMEMPY, W, DCs J&r=4: 1-12 M EZOR IR, fE
A EBH L 5 T8 UG 2 /N B DO TL-12 F1
v FHE (IFN-y) 7248 BnHXE 5 I8 i fogep: 5
FHEF A= RY/NEUY DCs B DCs SR BL, PR & 7 A
IL-12 FIIFN-y JHE ST, 45 R85 T DCs B B = IE
BB Y HRHT NP, BB R TR BRI R
DCs W HAEEAEH, RIMAI RN | 58 R HAb
I 20 A B )RR R LA DO, K BB G 1 DCs
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R AR RN, SIE RN TSR, 5B
HUAE /N BRUA P [ o s 2 B 00 R R Rt
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GG T 240 B A 53 W 40 ML 7 T 400 M 3% Ak A2 204 4
I i o AR R T, BT 4R A T ALE E AT R
W, TIEMSIERPUR (STAg) M DCs 1l 43l
— M EA SRS NNME, SIS R R
PERIL, % 30k JC 20 28 v A 5 8 He S g By b i)
NHIFRE T Brag 2t /NG 58 L T #8458 3 R ok
1T 78 55 8 bR 9 A% S 1L-12 A IFN-y =42, (R 1T
TR o e 1 /DN BRUZE R e A R L 85 7 AR R Y DC SR g
N, PR AERENEYE CDS'T 4, T8 B kg
Mg 1 Ak 2 19/ BUR A D& DCs A CDS'T 4
L, BEEEEGEN, B K DC e N 1) Bk
A RE T8 b R Sk CDS'T 4, (/s g iy 45 21
NG

2.3 FAH/E MM (macrophage) & TEHLAZ AN
PAET R, RIFEWMERAREEELEEN, R
PE A A A X 55 T o 6k A g o R rh B E AR
H, DIl A ERESEARAES, KBRS ERR
w|ES, PRz R, BIE IR, DL e &
TGEFETZ PG B4 I A0 i R S T R (1 40
0L R v (S I ald R A k= W | Y WS R
PR HAT B R A5 5 Y U - TFN=y BSE s
1) B RN A K S IR BAEHT ) Li S5 R B, /N
R STE BUR | 25 WE I I 20 i rp s 3 R — SR TR R
&8 (inducible nitric oxide synthase, iNOS) &%=
MKG Z PR B-1 (Arginase-1, Argl) THPEAL, SEAEHC
P IR RZANER . B WA i 2 1 2
AR AZ A W Toll #E3Z4A& (TLRs) . NOD #
Zf& (NLRs). RIG FEAZ4K (RLRs) 1 C RIEEERZ
& (CLRs) %, TLRs RE¥UN = T8 B2 1 1 H il 8% 2
WLBE (GPI) 4 # 1, TLR-2 A1 TLR-4 # & 2
GPIs TG B w40 j! 5k MyD88 i, /N Bkt
5% U RS, 3R] TLRs 7EHCHT = T8 R YL i 2
i B AR ™, (R BB TLR-2 A1 TLR-4 )5
ANEO S TE BUKSR A BT, IR R, SIE R
HIZF4EEE 1 (profilin) 215 508 £ 774 1L-12 B9 F %
HW4yF, H TLR-11 ERTEF4E 8 (A A AR B
KIH S H =R (GTPase) pd47 K% (LRG47,
IGTP, IRG47) Z V811 EARH IFN-y #LHT 5 T sk
P00, HE Y ER LRG4T B, 15 F R
JENLRE N BE, H4R pd7 GTPase MITEFHHLEI 1 A TH A&
EMHBMRAESERPEEW PG, PVMBER, 5
T P K97

24 T HE e T A2 T k4 p ) —Fh |
TEIM W, GRS B b b A EE R
B RRANBEE b Kz, ST 4 S o B3 Jak e e i 11 = 22
YA, K e R M e 5l N M R Rk L B
TE HUBR G (17 /N B N ST 40 B B /= Al BT
OT 4l i e 2 4 T 8ohs £ — AL A (NO) =K
R Bohne 25 'L 1B B8 7= A= 1) 5 I 40 I 247 1)
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EH, E— A5 ROEH, 55—
S ML 11 28 N

2.5 NK 298 (natural killer cell) NK 4f Jifd f4& #1455
K, PIERIURL AR S TG e AL T 5 B 40 M1 2 T bR
AL KA TG PR B AT R R AN, AR N
FARA A, 765 T8 HUBL U] NK 40 i /2 TFN-
v I EZORE REUE R g R A, (R S
HOAY NK 4B 20 58 48 5 T a3k I 1 32 04 s R 1
LG L AT DCs 20 M6 1Y TL-18 AT LIRS 5 NK 20 At %o 5
R A AER, 24 IL-18 1 IL-15 BEAVE I, w]
& fff NK 20 g 4% 58 52 NK 4H M5 5% 28 JR e A 1 ik
ELEH R, 43U IFN-y, 388 28 MR AR 0% B e 40 i,
[Fi] B 2 5 I W5 40 2 T MIHC-TT 2843 F 19 6385 NK
AN R 1 i A R 2 b T2k, CCRS M H
B —R, CCRS™/MNRUBRYSIE dUs | IR R 4
M NK 4B 82> . NKG2D 2 NK 2 A 56 17 & i 1Y
—FpE A EZ R MBS DCs R EIAL GG,
NK 4 f¥s 7™ A= 5 2 19 TFN-y, FHTiR S i NKG2D 52
B IFN-y 772 A KT R

2.6 #HeEmie (lymphocyte)

26.1 T#HE @M KEETHMMEH CD4 5 CDS
B4y, CD4'T i — M B B Ve T 4000 (Th), 1
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B, /N BROXE S8 B B bR ORI SR EE R 38 R B
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CDS*T 4G AL G388 7 4% H R 45 & 5 5 Ak 45 1 150
(nucleotide-binding oligomerization domain, NOD) &
P2 T 3 R BRI DR AR B i 3 4 v A i o 7R A X 1) A2
R — AN BRI, E B 40 P 9 IR
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THEAM (IEL) #5E Hds s, @A &4
IFN-y A Ak HEPTER L)

2,62 BukE M B k0 IR T Y 1 i
TAf, HAEHL S I8 HB g i B v 0 VR R R A
RIBFFE M AN TR A, 765 B USRI L 2 4 e
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Y ML AE 5 I8 ROV 0 S R PP A bt B
YEF, F55 88 5 0% Ml G 1% B 40 St/ BUS
P 58 JUR BEAR IO, B 40 S d5t /0N B B Jet: B
W @R/ 4 B gl s/ RS A SR R
PEMIE JS, PSR BRI, /N BRUAY A= A7 B[] B I 4
Kl R R, AE S P HUBYE 2o A R
S S IE HBUIR IgM RERS R 11 5 08 A 7 A= 40
L, BRI S8 R AETE £ 4 B e
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3.1 B3 A (ocular toxoplasmosis, OT)  OT
MR RALEIEE R A, mTIRAGEN SRR, K
2 Al R TE R, R B Ay A A AN T
Jones 25T X IR S ARG 1E T 4538, IV HES
i 5 LR E AR, BB R AR
I HR S i 05t SRS e A M E IR AR 2 2L 7R TR 3
B B B SRR T, TFN-y 8774 | I 20 P AT
DA K TNF-oc FT NO B9 7 H %08 T 15 32 BRI =5 T8 H i 14 4
B 1R IR 50 A 52 L B2 Caepiel S5 5T
KB, 1 F R AR K SE Y TFN-y F11L-8 7] S 3R
SICRNE 1 & HE | Fas/FasL A (9 48 ig 4 - F1 CD8*
A EA O T A0 REMERGVE T TR R A e, b
X IEH IRTFHLS G FE S, m ERE SR s, B
FIK Fas, FasL Fl B2-T8REE 1, DA 4 o 4 S 4 41
MR AGER . A AR kB, B R 10
(CXC ligand 10, CXCL10) 7EHR = JE 4555 18 1 Jgk e it
P BAEEAEH], BR4ERRE 3 T MR A, W
il B A e Al | 7 HIR S i i AN AR b R i #
IgG . IgA Al IgM Ftfk, HREHATE OT H By /EHIE
A FRFoE o]

32 A XM F I KIE (congenital toxoplasmosis)
Pfaff 55 @58 & B, [FN-y 7556 K P 5 8 B i #

BAWEEM, —J7if IFN-y 6 = 0%, 51—
D5 1H XCREAR A 508 RS | IR X L& B A
NGB T A B A BB IFN-y B, SIE
MR B G LAY L L B A AL/ B 35 BRI TFN-y
BB 5% 2% R 2 A0 0 ICAM-1 £ ik, B BE 3 IFN-y
VR B R IR A BRI B A L 5 G 3R R AR A
HOMBR LI R LA 001 Za i v BE B s, R B
W 240 L 7 A= T1-12 . TNF-a Il NO7", DCs W25 11-10
(7= A KT NI Thl AME & &, UL iR
ANERORE S OB B O R R, R R N 2R
B, A ORI R 5 0 U 5y 2 B R 5LER R IL
Se RN IE dUs

33 3 &M X (toxoplasmic encephalitis, TE) &
PN R e SN D RS I3 W e A B2 O
NS T AN M, R N S T B K SE CD4 I
CDS8*T 4 g /= 2E (% IFN-y, [IfF, IFN-y if 685 5 ™
A HA LA R E R A0 B 7 | I 900G R e 40 i 1)
PRV ALE . Th17 400 28 2800 B F & 1L-17,
FENSME 5P HUBGL s R AR (/N BRU™ AR A 4 R E
KW, Stumhofer 55 ™WF5E A B 1L-27 X Th174H A (1)
KEAESRGIEIER; o, 1027 fil 1L-6 GE15 S
Th1, Th2 Z i S oAl — 28 Th 40 M 7 W6 11-10, ff &
A 58 HUBK A g A S e S SN #a T %
A R v B2 I S5 4t i ] A Ak L F TP-10/CRG-
2 FMCP-1, Jf L35 MHC-1 2500+, WEIE KR
2 L A N R T dE R PR 11 (GFAP), HEBRE SIE
WG R A RAENFE HRE I BEAS, S5 RIS EE Iz
RIESILT ) John SF 5 Z B, FIRERH T2
T Z R Z [ P RO, P A B LFA-1 1Y
FERTy, AR DCs R T M, 33 % ik 48 fe g% &
BL I R T Y LS

3.4 BB EsIAeImE HEUNREESE R,
FE /N e )2 [ i e 5 S ™ B A AR R T AH/ N
RIFAER N SIE RS B SE, mh /AR
fE Thl RPN ES BT, S AR, B
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6 REH TR, NoEATERIE, /N bR 415
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Y A IR FE AL UEIR | LA 32 (4 e e i = 7
AR EEHM (MMPs) 7E RYEMIEY W (IBD)
Y A s ok B rh B H AR I BT A BLH R 1L-23
PR As fES I RS R R R IL-
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23 A5 T 7 A MMP-2 (W E-A ) Fl MMP-9
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