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Virulence factors of Brucella: a review
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Abstract: Brucella is a Gram-negative, intracellular parasitic bacterium that can cause zoonosis-
brucellosis. The pathogenic mechanism of Brucella is complex. Brucella can evade or inhibit the attack of
host immune system and exert its pathogenic effect on the body by expressing a variety of virulence
factors, so as to achieve its long-term survival in the host. Therefore, brucellosis is easy to transform into
chronic infection. This paper reviews the research progress of a variety of virulence factors of brucellosis,
in order to further understand the pathogenic mechanism of brucellosis and provide reference for the
prevention and treatment of brucellosis.
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A1 G B (Brucellosis, AT FR A1 9 ) 2 FH A1 &
[ 7 (Brucella) B s i 8 4 BRI N & St B AL etk
PJi . 1886 4F, David Bruce M T H-fti i X LT 1
RPN BRI T A M A R =
R R LI, H IR RBAHE R, %
. Z 710 AT LA TS AR E MR 5
AR B RESES RO A R AT R AL TE
FE2ARG%; HFIRKRAE S, Zwshatk
SR gt P HET 2Bk 170 24N E R
BT AERER. SFAAEREARELESE
RUBYBET , B TR TE B 0 e PRI R
AEEAR R ZAL, T — Rt A
SR TESE S o, RIS Rl X 2 5 1 U8
A G £ N ERD LR 3/, 5 S LR 40
AR, BB sREMRAAAE AT RS, WATHLHIE
B — R,
1 R A

A B B S IO AR, CERE .
B, NBIUMNER, RN ATER . M 20 titad
60 EALEA T KRB E [R5 R 12 4Fh 25 4
AR, NZEXE S e i, R I
(3 MEY)EomRt R, EmEIREG MEY
RO R GY S5 A A M, A A IR (8 AR )
How RS L A G A R R 00 40 MBS
EEAIENG . SMEE (RGP,

2 FHEFBFHHF
figREWEIRHTFEEQHEIEZH
(Lipopolysaccharide, LPS). IV %4}y & 45 (Type
Four Secretion Systems, T4SS). 4} [ (Outer
Membane Proteins, OMP) . X 4H 4> %5 & 4t
(Two-Component System, TCS)FI#E 4 (L1 AL
(Superoxide Dismutase, SOD)%[],
21 BEZE
LPS J& % [ R PE P A M i) = s 2 —
WRHNGERWELN . B TAERE LPS %

PR PERLSS , BOEAMAREA B 41 IR R 18K
55, DA A B EC P U 1 7 AR A 55 1 e g I
7, fd BB (2 A BN T AT . B, LPS
RAAE MR AME R M Z R R B U
WIS LPS ML AR 0 2 0. O ZHiAN
KR A 5E WIAERRE A LPS AL, it
R LPS R BARA ISR, e )
WA A LPS, i~ fia R 2s A HA 5
FE A (O RS AR, MR K
(C18-C19 i AZE C12—C14), AW izt ik ekt i A
SRR B S %0 2 E Y,y TR MR o 4
AP LPS B — iRk & 11 i
TG B A G o A = FE b, (i
- FQ TR A 56 23188 T TR Bl B R 1 32 AR R
B, TR 3 A e R s O A G
LPS f5 2 FJEZL. i (Smooth, S 7)) FIHLRE %Y
(Rough, R ), RAEIEA O MGk O MlkE & &
s AERER R B S R85, dhREbLiA g
PERGMRE st A RE R AGE F AR
IR BE, SHYLPS A SCHEME . e, Sl
LPS 5 E mEdn M i e A A BAE T, dE At —FiR
PRIRTRRATE FA, FEREPR R R AR T,
TEAE RRR ATE S R A A, STILPS
L O ek EE/EAM, i RERARE
Jei, A TR T R R IR B R R i, FRR
A5 FG/MA (Brucella-Containing Vacuole, BCV), f%
IR A M EAA S SR O £
W5 19 SR B0 R A A RS s RN T
DKL, RBEAH AN 23 R R 3R IR 7S B0 1 2 e
PERGE, (006 R bR s R G el
22 WNERLRES

T4SS JE A [CH EE M8 AT, IEESEN
K73 Wit B KR EZA/EH . T4SS J&2H VirB
BATHBN—-FZEAESWREM,
VirB1-VirB12 &S 5M & REEMLNET,
2 [T 12 AFI 27 A 18 220 M 9 78 1T TasSt);
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TASS (%0864t VirB7. VirB8 Fi1 VirB10 A H.
YEIM L, TASS A Ay i 155 400 AT A1 5T 1A 15 1) 3
i VirB A o3 e ) R0 AR R A
W, THEE M NS S5, oo sk
RESIE WIS VirB 3O\ T2 R PR R 5 A8 Ak i
I TASS My%kst; 16 EMNRRILEE S VIrB #2490
TEE(GS, RO T4SS BAiE G R YL F 4R
PEIREE T TS 4 TASS TE N 565 Pt B2k
. S50 10 6 KT B AR 2] P9 5T 9 1 %
i&, VirB SR RASAARE SN MAHEAER, i
T A R KM AT VirB 2 5 RH I AR AR
WEHAM RS, AR T e RETERE ERAF
7% . BCV 5 4% M (Endoplasmic Reticulum, ER)
HARREG, B — T 5 P 5T A5G B R K 20 i
PR R T A L A N B VirB
RAKARERT 5 ER A bR EY, B AFER W
Rt T4SS Fi—FfE AN T Sarl A
FIFAAERERI ER B, HEARHIHEIAEE, T4SS
bR T 245 BCV MIN EHZ, 85518 E 0N
2, I ELSA A I AN L,
23 HMNEER

OMP A& [CRHEZEN B A, MR
PEVERMRI RSO T R AR/ REY. 20 40 80 4F
BT i K OMP, RHEA/IN3H 3 41122,
(1) AP 5 A0 TR 20 M R R ) A O, 7
st e R A EE/EH, S5 OMP10,
OMP19 #H; (2) AMEEM 54 & RE M ELA
X, ZHERY I, 12 OMP2 &H1;
(3) SMEE 1 FEE S S AT & [RGB S5 1)
F LS OMP25, OMP31, OMP25 fl OMP31 5
) T2 3547 5 [C B R R A0 M 2 by s e 28
— € PSR I R R AR s OMP31 54 &
[ g B YA e 2 OMP25 7675 5 [T 1 4%
Fg o B RECR L R R EEAEN R,
OMP25 Z: 5j i 4 [ TR 6 N 480 B i 5% )2 40 Mg
(Mitogen-Activated Protein Kinase, MAPK){5 5 i
B, FITHAE RS B B fEE R whge R,

OMP10 &, OMP19 KEPH k5 28 A (i A & IR I 7 /)
WS, MRS R AR BUE s TEAT B IR AR )
B, AR OMP25 &R & RS, AT
OMP25 5714 [CIHAETE F AN AFIE . Zilildhh
HE LM, OMP25 KEH 6k 58 A8 AL /N B
/B BYEES, UERH OMP25 51 & R R 11 %%
YIMISE; BLsh, OMP25 & H A BEMS AN il 15 FHLIA
%} TNF-a (Tumor Necrosis Factor-o)ft43 b, £ 7
T AT T 9 e P A7 2
24 WHMBAZE RS

TCS F %2 5 A A & QB R AN A B PR A
5, BREEMEIREERG, 7ERE MR
35 s AN ] T A 4 2 R T A
(BvrS) F4 it 5t 52 1w 8 15 - (BvrR),, BvrR %2
Z 5 REAAE REIMERE; ZRGEHHEARE
H#4EF (Histidine Protein Kinase, HK)FIJ b I8 #
% I1(Response Regulatory Protein, RR)Z1/#.%,
A IR TE R M AE F5 BRI S5 T 20& TCS,
it BvrR R IL, ff BvrR 5™, HK A
(A 2 R iR B R A R Ak, SR W Wl e ik A1 % 38
75 RR AR A& Rk, ZEmss RR M,
BOER) RR A HA AR RIR M IIEE; RR
PR AL e A AU R s cE
W EEEEER; TCS ¥ T YmH A A %5H
MR ZA LR, AR THEELR; BvrR/BvrS
[ 50 OMP25 il OMP22 52 [l ik, 5
W LPS L5 CRERIE NG A BOBEITIR)CY. 5086
UESE BVIR/BvrS R GEAE 2 Al QI o2 IR
PR, SR UIAOE; M8 KE BvrR/BvrS
TRAF ARG RO A M P RE T 55, AR SV
PRRlA I RE SRR AN, BurRIBurS if 20
VirB #:9\F M H L 5+ VjbR 1 3RIE K,
BvrR/BvrS 7£ 5 fi 3= 4fl e A B4 FH A9 15 3 B 0%
5 SCISIERA BvrR-P/VjbR/VIrB 7 75 fE AR
WOE, AT S T T AR A R f iR
FH, IEB] BvrR-P/V]bRIVIrB £ 738 % 5 45 & [C T
TEE FAMMA TS M S IR, mx, fif
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[T L BVrR/BvrS JEAIFF 8 15 DA AH 130 48 i Py
AEREEAEA, DT A1 6 PG BRI B3R 5 A7
2.5 IR B-1,2 EEEHE(Cyclic p-1,2-Glucans, CBG)

i I35 175 1 15 4 S B (Osmoregulated  Periplasmic
Glucans, OPGs) /& % [C B I AP Y 32 22 2 A%
Ay, A 4 K. OPGs B= A5 k2 ik 5
Ry et . B haeJ1 kAR, A0 R A R
SEVEREAR s SR NI 5 R Y CBG J& T OPG 55 2 %
JG, B CBG 78 A& IR TR AR TE T A A4 v
VEMEACY KPR, A [T CPG il IS5 18 4
MBEAH AR, nIBh 1 BCV B B AR5, A
— BT B B N B ds i AR i — 20 5 N B A A
R, i A S A R R B R R G
[ CRG 5 #J1 K +AHH %
26 NMHRNEHR

A W 248 J PN B B8 AN 1) 1 R 0 e A Y A7
W, e T8 N B A A N T R T e R
B TARZ N ENER . HETLB, 78R
T S 0 R I AR B A R A 1
8. FBE AN, BEY B bEE . =AM E
145, Hrf, SOD S K iFaE: 1 E e,
HRTE Z¥A 3 Fh SOD, HIMH . %%, A
1k (Cu, Zn, Fe, Superoxide Dismutases,
Cu-SOD . Zn-SOD #1 Fe-SOD) , 7 4 I§
Cu-SOD. Fe-SOD £, {H Zn-SOD UL, i
LW AA Zn-SODP ., SZISIEW, 75 E 41 R
il A7 & IS B A P 52 T B ML A e 3 P AR b ) A
(Reactive Oxygen Intermediate, ROIs); 3¢ 8
FIBT. AR 22955 JEUATE HKAH ROIs Y4512 5 TI#R A 45
BRAILT, QR AR A U o AR A Tl e
VAL G 25 E AR #E 0l . SOD A b i 4 Ak
Y1(02) 53 it Ay 3k SR AL L (H20,) IR L (02) s TR
MM EREP LT 2 MMt SOD A,
Fe-Gu [J}[F] SOD A 7E4 A G A 4 A #EAE T, T
Gu-Zn HpE ) SOD 7 B W4 i i 28 & b H AT
PR A E Gu-Zn Sk 5 A8 bk

X /N BREAT WA R,
2.7 EERNZES(Quorum Sensing System, QSs)

QSs i Ao 9 H51 20 Jift %% B ok 3047 440 it ) £ 5
e, Bl ZREMEA LA IEF . &
MBS, QSs fENBREE RS, S HRE
FEHAEE, FIU GntR, VbR 55 3EH ¥ 71
kPO i CE A QSs. WFSEEMI, QSs
Z 5% VIrB Rk, SRS A E 7 )5
KEFE . TCS WF4HEMMA SR LR, 1
QSs A] WAEAAACE- RPN . HETA IR VjbR F1
BIXR ixX 2 M=+ 15 QSs ME, JFH 5MiE
BB DIA G
3 MbEE 8RB

A6 T DL BRI R R G 15 LR, BRI AT
LT RGt, SRJ5 bk 0 20 i fai W
TR G HOK R A R R 5 g
HCHT N 0b b 7 e 4 M () S VR, DR BRI 1 1
B gk N 25 o A6 B I BOR AL 5C B 7E T RE A 7E
LA VAN R AE TS . S ARk A 2
ATE B S IR BRI B 7 BCV 1, Bl
A [ 2 A R S REE AT 3 fo 4 W A 5 07
T URRL A s J5 1 BCV il ad ZF Hemk % iz 311k P i
W J, A6 FC B TE N5 A £ 3 T DAk A B
B Y28 72 G0 14 A I R s 240 L P A RO K, AT
PR BT DO 42 A3 1 22 4 S I PR B R A AP 5 2
PR 1 0, AL RE A5 I B K B 132 19 D
T, IEE SRR S R R B 5 18 R
Y JBE 72 G038 18 A [R5 D A EF) 9 D A O 43— 6 g
(RS o e o W o S N D e N B i )
JREFE 52 A (TLRs) 2 i 2% #F 57 14 (NLRs), iX 2657 &
HA KM MR A = ae S, #lan LPS, OMP
S5 A LT F T REER ML 2k B TLRs F1 NLRs 119
W, 7R RS T, tesh, LPS Yl
SERIHLPRE T TLR4 MU, A& KA LPS HAT
FCHORMA C3 RAAEM, MM RH 1R C3a #i Cha (1™
A WESEERP, A QTR HE R R B = 2 AR i ot
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P EE NS, FrLIRES ki TLRS MK
M; TLR4. TLR2MITLRO S5 T A& FC I il
Yel® i R BN A i T — M Toll-F4y
-1 ZIRTIR)AET, B Btpl/BtpA F1 TcpB;
TLR2 il TLR4 5% BtpA/TcpB [#f# MyD88 ji fir
7 s BtpA/TepB BRI Tl A 28 0k 4H I i Bl 2 AN i
RN F 1077 A, DT AT 6 QA R ey s A
£ QRN 5 A BtpB L BtpA HA HSRAY TLR 15
SHEPURITEE, [FEFT R MyD88 K 55 i
Sy [EIF, A T4SS. CPG Hl FEAMEAE M
SRV 2R 20 i R R e Do 1)

4 FBHEFEGREHBNZRITAHDHR
H By .

e AT BRI S I AR YT, 2T ik A
REW R A B A G T S 1 B 2
BT, AT R A I 2 2 W T
H, i FHERERZ 2085 HHT, Mm%
B Ay PT RE ACA ASI A1 6 TG T R G %
W R EEY . SR VirB12 &2 —F
MMBRMEN, RETEIY SRR
A, ATER M 22 W G R0 . IR R
20 VirB12 [ 545 B QI R LS A R Y fe i
R, 5 ERETIGRME AR ELISA 55 & AH,
VirB12 E 12 510 ELISA il et . 5
PE BB L B T R B AR 53 ) R
90.0% . 94.0% . 87.8% . 80.0% I 96.6%, #* W
VirB12 FEPEAPUENE, ol HF AR IS
VeI SRR A S U, A
A IR PR AR . R s
ARG ERE 544 SERMRN M & e AP A
& FR TR I3 212 W7 b EL A Y A 4 7 P A 1
FHEAIMEE 2b (OMP2b)F4 548 E ki1t
fif(Cu, Zn Superoxide Dismutases, Cu-Zn SOD)%)
MVER/INEUS . /N 19G . IFN-y FT 1IL-4 7K~F-B]
WIEHN, 1 OMP2b feie /N A= 1Y 19G 1 1IgM B
BT SODCH, 5 2 FfiE 1 7] REHA VR 7R Y JOAG

ZWEAMIZKMNE, OMP25 A H H B /)
B, 7B 22 24 5000 A0 38 I A 5 3 8 o
ol EE A P S s R RN, A R
PRXT WHO 2 AT T A 8- FC TR IO R 25 P 1A oh
S e R A PEA A EC TR BT TR 24 1Y)
TR BT ST 5 A 70 27 VR 2 BBt 1 24 it 245
P W U8 R R S i A2 T R A B
TS R ER 2 B RTT -
5 B4g5RE

A A 2R R LR ) T AE i R AN
AEAE RN AE . AT R LA Rk R G, BEFETE
TG N R B TE R, A R
1 W REALIAR B g N2, R ATE BRI AN, 1
L PN AR 1 B R A R R P kB
T AR, A7 0 A 6 EC P 78 I P93 i 21 o8 o )
WATEA . 16 BN BRI EE  BIRRR &R
B T DL A 5 QTR B A OGS I, AR S Y
WAz, T EA e bR R R, K
PifE AT A0S QR B 7 A B ML A
A E YA, (R H AT 7 B an ] AL A
FORHLEI RS A R, BEE S T HEA
SERARWTEE, HREEIHNEE R, 3k
DR, AT Sk A6 EG RT3 1) 7 10 12 W LRI 750928 1 1
KR D
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