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FENTE T AR TG T N 52y i R B R AT BT IA
PRI A TR A R B, P 5% vy L DX AR A T ) A B R
13K 18%, 5 & 2 1 LU M) /55 35 57.0% , A 40 R A s
BT R NI RR BEAS (&, AA AR 2 A1 e 1 AR 0 )
P PG ISR A R PG TAEZIANE S

AT 975 7 R A R S P 1 A 3 TR U 114 SRy
BRI 25 2y DR I2 U6 |, JE TG 02 v B B,
KA FWRE = 5 R G RAE, R E N4
Grind, 20224F 12 H v [ Sl W 1 4 i
U R 9 T B o e B 2 1 R 5 KRR Bl 4
AR B — ) ) BRI T A A T A B4
M SR SR F8 SRS P B2 B B
PE PRI S AT O N AR Bl 45 TAET 45461 A
BT H® SEHH  DASHE WM ETE
A XYL B RS T2 7 2 R T . AR SR
S5 AE G T AR IZT T (1) K EEHE 5 BT a0 e

1 HmEiEKRM

A5 16 R 2% B0 PR IR P T S R o 3 A 2R
KA E REARRNA T, F RGBT K ek
W, AR RS, A AR 6 A H DL Ry
SV, 6 H DL AT A A T o 18 e

5K 7 BTG IE S RGP WL R AE
KK 109%0~85% , 2 I 2 N HEHE T R VB A
9 CEBER JE BRI OCT A LA K L (H B
PER I AORE R FMARAE , 75 B 45 S IR f A A SR =
A QAR A S5 T2, THAL R G P A
JWL5% ZA5E R UL, T BB R PR K . A s B T
I P SO S 5 20 ORI ] 5 ik ) Bt TRI 8 7 PR 2 e
SR i U o B U T R S R R, R
Foft i €5 [C T (B melitensis ) 32500 11 8 8 () — Fl 2
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BB NS ARG Sl BROR , 520 3 3l bk
M AR DI RE™ S A 2R S kA I R G
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RIHEST PR INME S PRI, FEAT 5 T 7 A 3t DX 2
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2 HmABIRKISERE

EHT, 6 R 2 Wit s £ 2R 4505 % I8 R 1)
P2 DX fih st B S L PRI — P S 6 A A A
20 B K5 IR R R I 45 5 o Ao S Y — R S
0 2 A A 3 AR A P A R s AT o
20 M AH X 1S 220 (H 5206 5 4G A 45 R G = 12 W
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{ELHy A5 6 QB0 AT A 5 A o == [ M T o
FFAEAE SUSCSE T 14 Aol 2 FAA A PR 2 A [ i
S B I Y FEXE LA E BT DA% T R AR R
JE VR S EATAEAE—E R R

O3 1AWy A 7 T BN A TR T R E Y R
PR B 18711 57 1650, 165~238 rRNA J Bt  fii £ [G
B A0 5T 8 31 FE K] (brucella cytoplasmic protein
31, BCP31) \Aii & [X B A1 5 25 1 2a & 4 (outer
membrane protein 2a, Omp2a) B R & B 5% 2 Wi



—t

86 www .kjdb.org

R 2024,42(11)

(polymerase chain reaction, PCR) K& Il EL A5 fh 35 F1
BB DL, (B T PCR i R bR AL A B2
AT B A DA I PR L 4 B P G 75 S
I AN T A I

3 HmMCEHREY

3.1 REHAMISEIREYNHAREE

AR IR IS T B e R G — B B & ——
I, Vi I TR 4 200 A o D AR 3k — o R
H Toll £ 524K (Toll-like receptors, TLRs ) AR AN
BlyME T 240 M (Th) 140 6L PR 1% 43 98 177 355 5 ; TLR2
TLR4 1 TLRO 2 A7 & [C R 15 51 r f5 21 2 9 A2 A
TLRs 38006 i 32 G092 SN | #7352 44 2 1R 40 Ji 1 T 4%
N7 A0 DA R bR R AU AT E S Y TR, X
P o A T TR R Ty TR T OCEEE A, B
IV 241 L AR 5 R 200 BT R 7 W 400 B, 1 e o Dt
A 7= A B A3 55 258 A B4 T 400 i Sk A2 a0 5 7 1
JER M AN Ik A AR 2845 40 i (NK 48
JL) (T 48R AT AT AR BRZE ST, 3 3 Fas PR A
S AR REE A0 TG A SR A I A R
(1R 200 B PN A A7 5 HP A 200 T L o ) o s A A
B TR R R % BE 4 A P A DR AR X e R
R G2 3 AT RIS A 5 EC TR O TG MV E FH A AT B
T T X6 A 5 G B Y TG HT AR 78 A3 6 5 1 A 45 7
A TR A IR B AR T I R R A S T
20 i S N AR AT 6 EC B ATS 1T 3 3 2 i st AL
TN A T 18 AL
3.1.1 EEZHka

I 240 2 X B A1 i SR e 1) R A e A
— o TR TG B A 2 M W B AR TR
5 44 JfL (ML) AT 2 I AL v ) A 8 TG T P A7 3%
SR TV M U Y I 4 o D) LA R A ) I 4
(M2) 2 =7 M1 T M2 [0 20 i 4 200 it fit 1 C i
FEAE 0 35 25 5 M2 1 5 200 e 30 ed o STk 4 A 44
B O 52 AR (PPAR) M 1 1) B AU fk s A2 4R A5 =
T TR MR T, 40 6L PN ) 4 A K T o T ML 4
A7 QTR AT A M2 200 6 %) 65 78 5 1 RS A e
PRI, I W 4 7 I SRR IE R PPAR A8 1 11 B 4

A AE ARSI T kg A o Tl B 12 W AT AR D 125
3.1.2 T4Hka

T 20 M2 A I G 5 2 A2 PRI A AL I 1 55
— R BB RN, 2019 4F (1) — TR 5T £ X A
o KL AN [ T 240 i ST A 2 A 0 R 2 RO ) RE 2R T Y
TEOLHEATIRTE, WFI0H B 3 AN R B B (Gt
S0 18 P SRR A2 40 ) ok i A SRS D A ]
H1Th1 T2 Th17 J8 5 T 40 (Treg) FIFL T 41
JEAET-H H 1 (programmed cell death protein 1,PD-
1) AR, I3 Ao 200 A ke [ 2 A0 L 38 v T 40 i
73k, 459 %78, Thl  Th17 il Treg 4 i 7y
e 2 5 3 S U, 1 Th2 \Th17 Rl Treg 21 4y
FEAG M 5 3 S Hb A ; PD-1 7E CD4"F1 CD8' T 41 iy
R FRIBTE SRR P A R R T 5 A
T2 5 VAR Th 408 00 & 43 Fe A v T4
JREXF IR, o SE 5 SRR, T 20 i i) SIE A A A ]
RIS A 12 WK S S 7RO P TE RS 2540
3.1.3 R4 AR

Hh MR A8 I L AN B A 6 EC T O L DO
7 A LB AR g B A QT R Y
KL ARA BRI, SR, A & [ ] 5 SRRy 1%
PEEUE L, I3 i HL g 22 AR O 0 v ks 4 RS
AR T el PR 240 B 1) e e , 3 B8P Mok 2 i ot
AFET, IF A A1 6 TR 52 ] 1Y) 2 S8 R A T A
AR AR 3 Tl 8] 7 A4 A L P B FE 0 VT
Z A AR EHLUP AR S E TR A A
T TR 1KY R T i 1 R AR R . A
IR 5 19 2 TE A% H PR B (polymorphonu-
clear neutrophils, PMNs ) 0] V5 S 20 B8 1% #5 (1) 2 44
AR B TE R S Z—
3.2 EARMRSYHHARHRE

A H A A S RE SR BLAE FH AR i
JRAEL b 45 ROCEEMEM .. HETRRY
G N 2 5 T 4 0 L e R ARG 0 i 3 e X A I
TR ARSI (4 )i 22 IR, (E G s 2 o i v
W BYIRS Ry 32 I 1 S | T HLE ] e -5 H A
2= QB MER A AE 58 U o A WIF9E J B 0 J1)
20 A1 B [ TR AP R 1 2b (Omp2b) AT DX 534 6 [G
R 1) Bl ) AR I G 19 3, L T Omp2b 1Y
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(] 42 ELISA 354G I 25 0755 (912 W St 88.5% ,
o 5 1R 1k 1009% , E P 15 90.8% . [N I 41K
Omp2b AIE N3 F SR T % & A2 i, Of:
AT REIA AN ZEA 12 W T TEAR S ™

3.3 ERFE#REMHHARHtE

5L R G T 0 5 AR 18 i Sy A1 s 1412 W i
BETBEOR . AN SEATE Y I PR A2 Wi A A A7 A —
PRIME , 2 27 e — B2 WA o s T
H5 M3 AR L, A il A7 R A SR AR DNA B8 5 2
T | R A M5 ) N (quantitative polymerase
chain reaction, qPCR) (AR IZWr . E A WF55 561E
T qPCR 7L 1ST11 F besp31 Fk P2 Wi A 9 (1)
BT SR bR AL 13T qPCR Y A7 & TR T A 7
2 HA PG U R S A, T LUBR = A e 1Y
LW,

3.3.1 f/hMRNAs

A B DT DO g 32 505 R GE A 32 2k kAL ) 2
AU A MASIE B R Toll A 32 15 -1 % . T4 CD4 FH
T 9 2 200 00 A R IR e PR R R 1 W
% AT A SREBR 240 LA AR 1 A RS
LW 20 A8 1, T ) RNAs (microRNAs , miRNAs )
TEAT I 08 S g K L b BAT E 22T RE™ 2018
AEARGE B — ST FEA R T A B TR TE Omp25 BR 5
AR (M5-90-A omp25) , I YL 1) RAW264.7 4
ML #EAT T miRNAs 23 A7, 85 1 8 28 ¢ R Ik Y
miRNAs (mmu-miR-146a-5p, mmu-miR-155-5p .
mmu-miR-3473a, mmu-miR-149-3p. mmu-miR-
671-5p. mmu-miR-1224-5p, mmu-miR-1895 #lI
mmu-miR-5126) , X £ miRNAs 1] B8 J2& 77 i I T 7E
BWitREY.,

Il R, A 109%~30% (14945 9 18 23 % e 218
PE], — TR D2 18 A o 2B 18 A i, v
B Y CD4" T 40, FH miRNAs S4B 51 43 B i i 1
2000 2> miRNAs JF2E47 1 5k, 458 85 2tk
T I L, AT 28 > miRN A [ 2638 7K P 7 48 155 15
H kAR T AR, miR-4649-3p 75 2P il Hh
(IR FEA , HCAR 27 4 miRNAs 75 200 il 2
Jo#ik, ik miRNAs 1] REZ: 5 42 1 L A K
22 34 UG AR O 3 B R LS 1 A

2R N AV AP J5E 1 A4 2 1B TR, R LA Sy
Ao 22 A 18 PRI R 2 bR 54 o (HIRA DF5TIA
4 miRNAs 1] fE-5 A 1277 SR >
3.3.2 KiEE4RAIRNAS

— TG BT X K 4% FE 4 15 RNAs (long non—coding
RNAs, IncRNAs ) 75 I #2 9 JiE FIHT A 6 FC R S A
VEF BRI, IncRNA Gm28309 2 15 3 1 £fi 45
PRI A 1Y AR AE , Gm28309 (14 3o it #2325 7 3 4o 1 1)
miR—-3068-5p KM il p65 Al Ak it 72 , vk 2> 5 4%
TR & £ RAL G BURE 52K 3 SE 1K [ 1L-1B,
IL-18 )43 , Gm28309 1 i miR—3068—5p ) A Ji
554 RNA, il i #8 1] k B-Ras2 (—#f NF-«B {5 511
TR AP NF-wB 42, 2 Gm28309 i £33k
5% miR-3068-5p 5%, p65 B #11 il 1), 4t it N A1 - [ e
(RS U B 2, L5 AT 4 miR—-3068—5p HYALLLY)
JIF ™, 4R IneRNA Gm28309 1 AE & A (178
TELWIREY)
3.3.3 HmEREKNWEERNTTE

A BEFEREAZ O FE R A 22 45 ST 41 53 L (core—
genome multilocus sequence typing, cgMLST) J7 ¥
54 B A B AT R 2 8 1 (single—nucleotide
polymorphism , SNP) 737 FIA%L 5t 11 22 £5 55 A8 54 e K
& 43 M1 (multilocus variable-number tandem re-
peat analysis, MLVA) [} K A8 77 75 #E47 LA™, 45
R85 MLVA A, cgMLST F1 SNP 43 b 25 B 1
TR RS PR R B X T8 T 6] — i R
R, AN [] 1 AN AR DG 114 5 PR B RE 68 1l B A7 424
Hi AR G ke PR IR P egMILST J7 5806 A7 65 G 1T
HEAT S Wl PR A (B PT REEE R

4 HRHATTIER

41 BEMRIHE

FEAI T 2 Y00 B A o B 1) 5 1% L AEL A P
BRI I WA — 8 LUl e M s AN R . Ao
FER A Y045 18 24 03 B % 3 A B QR A IR 2R
(Omp) U5 A3 L0 R B A TR ST, & B Omp16 25
A 320 AT BEHAT B , GBI B 40 ML A T
LA T 1) B SO PR AP R T, BRI AT =TT &
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BT AT 6 TR 2 AL 1 B2 D P2 B 1 A B A P,
S TE B BB 5 e B Wl R O — 4 2 M R e R
1 i (UDP-glucose pyrophosphorylase, UGP [if§ ) 7F
A 5 FQ B2 PR MS AR 16M H HAT ] 3 AN [
(R ZRIRBEA, UGP il 1Y) 58 728 X 20 B 0 2854 L A
MBI A Z Rz, R W] UGP A 2 2 2% P40
P JEA I — T E RS . 2020 4R AT R B, UGP
g A LA 75 TV B 53 6 R ¢ (type IV secretion sys-
tem, T4SS) [ 7% B 25 H (virB3 \virB4 .virB5 .virB6 .
virB8 \virB9 virB10 Fl virB11) LA K Afi 45 FC T 4%
¥ (veeC \btpA \btpB ricA bspB . bspC) , i 1 g P %
B 4K S12 25 11 (ribosomal S12 protein, rpsL) |
BMET1825 F12,4,5- = 5 BN N 2 FR Bk (2,4,5—trihy-
droxyphenylalanine , topA ) 8 [ ) R 15 , 3 1717 417 il 4
JiL NF-B B0 L 5200 A L 13 ™, X ek
IRy A 6 T TR 36 3 B 2 U A AL 42 A 110 DL
Xof A G TG B 1 A BT R 24 ) L R ) i 1t EL A
B
42 ERBTER

—TUIT Y 2% B R R AR A b R
ANET BRI, B 27 S5 R B T R S A
. [G T 2 2 R tRNA & i ( Brucella melitensis me-
thionyl-tRNA-synthetase, BmMetRS) & 75 7] 1%~ A
25T R ) — DI TERE A, PSR T 3 A
BmMetRS # il 51 , #4758 #11 il BmMetRS 1) Jif§ 2y RE Jf:
X} B. melitensis T ££ 16M 1) A= K A0 A 410 il /E F™,
53 WG S BB ) BspF (T4SS (80 ) 2 — ) i
ok T v 2K AR O 28 TRV A 1A A4 L X ] 1 8
32 i 1 A 5 T T A OO TR 235 A 1Y) 2 96 P 118 52 A
A, R SC R MR T AR R4S ADP-AZ R R AL [
¥ 6 (ADP-ribosylation factor 6, Arf6) . GTP [ i
A, 3X R A1 6 PR A 42 0 s AR i A 20
P 23 3 T i G G A AR AL B Y 6 T R R Y
2023 4F i — T ST A T AR 5 FQ R AN A NyxA
H NyxB A] T4 15 2612 & 1 3 (sentrin—specif-
ic protease 3,SENP3) 1M A | T J5 A4 19 41 it 4 &2
il , SENP3 2 A G5 [ T B e 10 18] 4 4 11 S 40 i o
(18 H B Y A X 2 R A AT DU SRR YT A
o VTR 25 0T R AL L (B AT 5 S 2 s i — 20

ISHIE

A0 i P 400 B 1A L %) A P R R
Y2 AU R AR AT, SR A6 EC R i i o
T URAE AN 515 S A ECRALE] e BE R,
AL 2R B b W T = A R A 2 e i
W5 [ R 1 DUk, A 56 e e R 3R 1 1 40 A
HAER RN B AR A SO B o
SEN T AR A — IR S A U 2R R AL AT
FLHRIT 56 MR AT LGP 1Y 2604 %008 R I
Aii 65 G B B R R A R B 2 A Y oo 314
S 50 E R (1910 A0 HHE RS 2 IR -B-TN
SR B W AE by e T A B 0 SR O i s ok . A
K52 5494 Bk A REE R 281 i
SRR R, 9T LAYZ B2 -A JS I P 2 A1 3 1) de A
IRIT R Z 1, BLAh, IR 8 2R A o 3 A
Y2 AT TR T 9 07 6 1 S5 A T TG G ] i S
VAR 25 W R, RN 3R T 45 M BT 5T 4
ZINC95543764 AL 1) ] RS A7 A0 i 5 114 5k R4 A
BEL ), AF SR X SO A 5 B 2 A5 v AR R R T
UL A L TATI

5 #Hig

A PR L = R S M I R R B, A S A A
TR AR B e S M D BB AN T B 1R 12 R
TR R, 45 B S sl R AR TR A T R
fHo FETFEZ G WL WbR B RNE YT R )
ARLEIR AR EE FERX 3 U7 TR T AR A
I 2 Wi bR R P I T T R o A IR R JR 1
A JE i 5 24 6L T 240 B % ST B AR AE , PMINs 114K,
DA B 1 5 240 B R R e AT 2 T A SR 2 Wi AT s
R VS T A0 M 2 b A5 40, 4L A9 Omp2b 1T A S 2
A9 I TE R AR B, HE 2L miRNAs  IncRNAs AJ
YENS WA TS e S bR . AR BB B 1
W g A 2 A LT 45 58 76 5Lk Bs 22 0t 5% )2
(TR G 1 e ek s o o 1 A W 1 B
B IS Wb 0 I DR 2 Tk 78 i b TR B B
A RAT T Tt Sty B R AT 5 oF 565 UF 3k 26 75 7 12
I bR S S BRI R A
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AR SN E B AIF Sz R R A TR N 2 AN 2 1
LR T ARRRIRIT S A ST 2E R . UGP 2 AR
A5 DA B T 2R R 24 40 o) % 1) B S A B [
PRI L J5 1 D) e A58 2R 1, 4 BmMetRS | Arf6
GTP BT 2 1 L SENP3 ] J§ kA3 P AR I3 70
S H N T — A 2T DA 5k 26 25 IR T 0L
I R A v Az 4tk s 250 8h 2 i
HIR 2225 25 18] AT 5T

A PR 20307 SIS B < R AL Y K i
T 9B if TAE 1 B e e N R g R 038 Y175 28,
SR AR TG B A O A TR R T
YErh g = B R B R, FE AR B T Ty
s ) E BEAE L 9% B R AR AR ST e B H S
T T 5 928 DX A 4 i DX 14 T A R ) I Ak
T i Ar MEREAE WM TAE. s
F 5% X A 5 1127 0 A 4R 2 RO s A~ A Fingd
S X AT 1 e 1) B 4% T A2 BRI s JE % =
P25 XN HE R SRR A g R KT (B AIR 2 % B4 kst A
TG A ) OGS ZER ] Ry il AR S ST
AR A I Ty 1] FILELES
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Research progress on diagnosis markers and treatment targets of
Brucellosis

WANG Bo, DING Haitao”

Clinical Laboratory Medicine Center, Inner Mongolia People’s Hospital, Hohhot 010017, China

Abstract Brucellosis is a widespread zoonotic disease caused by Brucella infection, which poses a significant risk to both
human and animal health. Despite efforts to control its spread, the incidence of brucellosis in China continues to rise.
Unfortunately, due to the non-specific symptoms of brucellosis, misdiagnosis, and mistreatment often result in chronic and
recurring illness, leading to a significant burden on the society. In this review, we summarize recent research progress on
potential diagnosis markers of brucellosis from perspectives of proteins, genes, and cells, as well as potential treatment targets of
brucellosis from perspectives of vaccine development and new type protein targets, providing a comprehensive summary of new
knowledge and perspectives for the development of precise diagnostic and therapeutic strategies for brucellosis.
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