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Advances in understanding of the immune escape mechanism and

genetic polymorphism in brucellosis
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Abstract: Brucellosis is one of the most common zoonotic infectious diseases worldwide. It is caused by the intracellular
pathogen Brucella , with non-human animals as the main host, and humans as the second main host. Brucella can survive and
replicate in host cells by expressing different virulence factors and using various strategies to evade the host’s immune response.
Thus., brucellosis can change from acute to chronic, and the disease can continue unhealed and cause severe economic burden
for patients. Studies of genetic variation have confirmed the expected effects of genetic polymorphisms on human brucellosis
susceptibility. Because of the diverse clinical manifestations of brucellosis. there is no approved human vaccine, the treatment
methods are uncertain, and there is a risk of recurrence. This article focuses on the mechanisms through which Brucella evades
the immune system and the possible effects of genetic polymorphisms on the disease, with an aim of providing clues for future
diagnosis and prevention.
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e 2% 5 18 A SR U TE B FT R S L AR 2 T IR T
IR AL LR G S BT A . b W TS
Ay B TG 2 S S48 P IR B AT OC 9 4k P 22 25
P 4 1)L 3k 7 LA B8 £ vh B0 4R I

2 HERAREREFSHE

A 6 TR — s == e B I V5 AR is Bk
PR 20 L N 2 A O DR TR BBRARAT B . A TR AR
P Sop RS RS [ AT LAy A 6 A A B H- Al
S IRE CEMAE IR, B.omelltensis) it 5™ 1i &
RE (P& IR, B.abortus) 5 Fh 5 & R
(B.suis) A FM S A ERE (B.ovis) P AREFH
WKW (B.neotormae) . K F A& KK (B.ca-
nis) . RN B 3 P B.meliten-
sis \B. abortus Ml B.suis. il KT« i &7 & 8
(7 5 QT g | e A TR i R
BT A 2 UL A A1 6 TG T e IR e A2, 1) 4 DA Ve
AWy 2 R A B IR TE PP R B.ceri (G538 1 7 Al
B IRHED F B. pini pialis (8§ 2 AWV S [ED S,
BEAh A B B BOT MR Bk BO2 . A1 S Al it 28 i b
53 B L R IR G i N SIS R I % A
{1 it 3% A o 43 B R

3 HERFEREBEEINMN AR
TERE ) Fe¥) 1 b AR D A= W e 8 7 L I 4
MRS A R B R A B TGOE AT RLTE
LM% 00 J PN 50 0900 % Wk A v A 35 O R 2 A AE L AT
VAT E AR . A0S QT A Z0R PE AR R
T ARG TR BE ) N R A0 P A B v B
SRR IS A TG B R [R5 ) R 4
T AT DLAE PN 0 A 0 i R g RS . PR L 7
AR CHE 2R IR T2 5 T A& Rk
AL X B R T 7 R 22 R S AR A S 0 48 A
WX A A B AR B B B, X SRR
T3 R & S RT BE NI 92 v B AR 2 O H BRI
3.1 HAWT
3.1.1 JE £ ## (lipopolysaccharide, LPS)  #2% [§
BF L B A1 I A2 AR B9 LPS S 5 & R 1 3 B 20
W7, LPSHA&IER ASERZ .M O P, 7Ef
BIRHE R T IR BT A L AR b AT R B b i B
K, SBOLS TLR-4 BYAHEAEH W2 B AR 1 o 2
TR JAE K1 7 AR HOR B e R G K
RRAE LPS /9 O-PL I 19 A [ A5 & 1S5 s mT L2y 4
HELRSE BUFN G Y, 6T Y o bk i 5 08 BT AR B4
FHRT LAl L w4 B r %) 7 ek A -3 il A4 il & DA

S0 ELE A0 M i AR R AE . LPS B 5R 1% T U
FIHEF K a-Bi i 2  NP-2 MLk i) UL —
FAALE (NO)YT | [ Fh 3 i o8 e ) B vk L i 2 R
WEE R MR LPS 1Y A & [ 7618 F 09 b U
eI = o i | o S 1o o N o v 1
JIE 2208 2 A1 B IR T2 2 B 18 3 20 5k A b SR R
£S5V NV < N 5,

3.1.2 BvrR / BvrS 71 & [ 8 71 M 7 5
(BvrS) FEuE (BvrR) & F 4 A & [ — 20 73
WRY ., BRI A S IR R B
ki ) T EZEAENT . A, 1% R G 7 A
M2 TE 1 (B a0 Omp25 A1 Omp22) £k,
3.1.3 1V BUop i R GEAH G EE S H 7

3.1.3.1 VirB#B A FHITK IV #B 5 W R G
(T4SS) T4SS & 545 [ X 15 5 40 i /Y 25 ¥,

AL 41 i P 32 i oFn 2 i o B . T4SS &2 — 12 &
HEAYRG. k1 12 MEEBRWIRNZEAZAY
VirB1-12 #4 &, o] LA 7€ 4 0 A0 B b8 il — A4~ %
T, 21 e 8 B AT TR 2 1) M 3 0 M G
KU B A4 A0 B 1 o B RN B R . H AT E
ZfE T 11 R IV B RGN R A L R A 3
PR FI TN AR TS HE . Bepl B A AT LS| & 16 3 5% A
*EH E3 /it 3wk TIRAP 4> T 0y B f# ., TI-
RAP J& TLR2 #l TLR4 {553 % 09 ¢ 73 1, &%
O3 F ) I A 2 55 Ak AT 5 [ PR JRR e o R v B 28 I A5 A
S AL S A A F N AR . RicA F CstA
K51 A R L P A2 B A TR A ST, T4SS iR
A 3 5 3 SR 3 R R R0 N 4 TR T B Ol AR
A TR &2 LAY S A A0 i N AE TS . B2 IE W
T4SS il B ) 58 28 A5 5 FC TR AN Al 76 /D BRURE 780 44 Py 4t

3.1.3.2 Vir] Vir] HiES—ME 54005 S H i E

I 32 8 0 R B X, 3 2R 1T A R
IV B30 2 45 (SepA il Bpel23) Hit % & L H H
BIAER . Soh, Bl LS VirB #2907 4% 1V 55
WRGE(TASS) WL A% E &7k, B It Vir]
JE U R —R AT

3.1.3.3  LuxR BUEERIE T LuxR BUFE 4%
PRl = 2 KT 4 T % i TR AR G 1 A8 Ak A R 2 L
f VibR Fl BIxR Xf T4SS W77 2E 501, VibR GE¥E
T 100 Z2AFENFRE, HEFEIMEE A . virB #9
T B1.2 MRS U Cgs 551, 5 — LuxR
B3 N T BlxR 52 vieB #8290 1 /89 33K f i 6
S AR

3.1.4 AR B-1.2-H BB (CbG)  CbG A i &[G
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B0 N AT SR IR A T B B TR . X SE R MR AR 1
R - B i A R A O S o i R Y
B R R A A T 1 R A ki P
W, X AR ) R 7E A B I B 5 R 0 R VR RN
A7 5 G TR 1 2 rh R

3.1.5 #HKFEHEH 60(Hsp60)  Hspb0 & 4 & [T
WRIERAWHEBEARBEN - EARNSE
Wt 240 0 3% T 1 — b 40 M 5 A B PrPC 455,
AR 8 A5 5 B TR 5 1 o 2 1 28 R R 400 i P A2 0
3.1.6 MIR/MEIE A X T S KA
iy i M M R 5 T R e 1 O AR U LR 65 3 17 2
M E TR R AR BR T pH ORISR R T 3R
B o X FEAT 4R T A0 A [T Al DATE 20 B 9 B B —F
MU A /IR Y 52 3 B A7 L 83X A B B v, B el
A 3 A TR 20 v LS R R L A G
BT8R 245 25 T A0 & [CE h 25 Fh s ) 7 i 7
E T TR X 2635 T PR 48— A 3A

3.1.6.1 SFHEAER(CAT) "LH H,0, AikH
H, O F1 O, I G477 20 T fo 32 40 i 9 4804k 7 19 1=
F0D,

3.1.6.2 HAEMAYEALE (SOD) 7] LUK A L)
O3 AR AR HL O, DT HERS P4 5 3
SRR T R A B TC T S 3 e R 5
3.1.6.3 JREME A LR PR 2 K Rk IR AP 4
ST B AR i AE PR B8 0 pH B, Al & TQ T Y 2E A
PEALIE B R A T

3.1.6.4 gkl AL S JEE (ahped.D) A RAXF
i A E AR = A 0 H, O, At Sk k17
fift 1 M B 1 48P AN R R AR P A A

3.1.6.5 M EALEF (cydDCAB)  Rik 51k
N7 240 i IR 4R 5K T PR A S 1 JE L B 1k ROS 1Y 7=
Az AR AT TG/ o R £ 35 46 R, DA AR 3 1 6 IR
R AR,

3.1.6.6  — AL AL S (norD) A 75 4 Fl I fil§ fL
i R 38 Ji i (Nar)  — %0 fk A R g (Nir) . — % fk
AL i (Nor) Al — 4 1k — 038 JEL i (Nos) ¥ Bh #ii
B RN EUE T N A& IR 22 NO BRI .
3.1.6.7 MEIREHIH T AMBvIA) AT LI
5 AR X 4B P R M PH ok 1 I 20 0% 350 o DA i T
J AT B TG T 7E 48 ML N A7 8 B2 52 a0 6 A TR /AR,
3.1.6.8 Nrampl #EH FE&RY B BES 58006 E W%
20 Jif R 5 R B N 2B L 5 T 22 RO W AT A 5 )
R 10 K A AR pHOJRT R L

3.2 kiR mE  EARFERRYLME 1 NEFN
90 %0 LA I A 6 [ B S WORBE L (A A — 3 o> & 47

T 2RI 7E G 1 40 M b &2 T X RS RS
T A0 6 QTR R 22 0 O I ok a0k s e 78 17 28 ML . DA
T FE A 2 A PN A N7 R T T X 3 O Al —
BEA

3.2.1 bR R PR Je KM G R e i R
T A0 B A R D AR PR A B O (A S R
TR R FH “ BRORE ™ 10 5 W fe Iy X S K8 R G, it T
BRI 32 P (PRRO A9 I 31 R Bt S5 58 20 A 98 E 2
O A TR i = B 0 B ) Y L3 Y R
Z W5 (LPS) 5 2 11 B8 T . i B A5 0 2 5 59 1 [ A
B e s T 0, AT DLAE B AR B Bk B PRRs (1937
ST LPS R B A A H B AT R A A K
) B 0 R B (C28) PRI KR 4> T %) TLR4A f#9 3
WOt B A SR #EYE. VIPURTE LPS J& B R
BBk BT BRI L 5 TLRA 4 32 flsh DA T 98 20 T R 4
PERGHI R . LPS B9 O-$r R = [ i B2,
LA BE 5 #MAE C3 454 . Hl T C3a Ml Cha 92E
B 1 C3 A A R G2 1 B ik v 2 AR 58 4t i R
=AY PR A TG Y HE R B Z B0 TLRS
14 485 H4) 3 N TG JE 75 BTG B TLRS A 5 19 4 E JX
7, K R Sk A B TG BE AR IS /N R (Brucella-
containing vacuole, BCV) F| ik Iy i W (endoplas-
mic reticulum, ER)4bZE 7 & i /N2 $45L T B 18],
3.2.2 PR ARATME g

3.2.2.1 T4 HE T A R IR I, 1E N
PE G2 SR LRI BRI e, 7 B 02 T R A
G W) B AR . SR A B G TR HE AL T I 3R
W, T4 DA 5 R e 928 3R 5 B AR AT PR e R
5 AL TR DCs /9 1 i LAk 3B 1 3 A9 5 %8
RN, CA BRI B A& R P DC b MHC
Il 254> F .CD86 F CD8O fy & ik s B AR, FRAL T H:
RS T 20 M 52 2 B S 00 g g DA T 4 ) TR R
MM F (4 TL-12. TNF-o) (943 W, T £y
G TR AE SN R T3 B A - TG 2 b A Af
By, fiT B BF5E % B, Btpl/TepB, BrLPS 1 PrpA
S5 18 e ML AR B AR R 0 B A T o
FCA BRI I T ZE v 143, 3 n TL-10 /9 43
WIS Thl 45 i . BRIk =2 4k #i 6 G
iU TL-12 19 43 W6 FBH 1E 32 YL 11 DC BTG T
Ak AR P Thl S KON gz, JFH.,
KIAE DC 5 CDA+4hHE T 40 i % £ fik vl 58175
P T 400 (Treg) 3 20, If 38 b # AL A K TR B
BH 1k Thl B REEer . 5 o B 3 B, A £ [ i vl LA
i 3 P A0 A DR 1 43 00 A 3k 3R ST N R g
3.2.2.2  THBEXRGZE BRG] Z K (pat-
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tern recognition receptor, PRR) & —Z FH LK TF
[i] A 5 4 i 9 1 AT AR — A el 2 PAMP Y37
W3 F L 48 R R B Z AR 5 TLR ML 32 K 5K
AN NOD FE3Z 4k i Ml AIM2 52 1K), TLR {55
I SR 7 A A A A R TR ., X
W25 IR SEFE AR & IR TRV 2P TLR AHOCIR ) 52
RSy Tl S I Rk T R E AN,
PR A H 3 W 285 T P32 B DCs 19 TLR %
7, LABHAS DCs (8 . A7 8 1G5 43 W 19 280 07 2K 1
TcpB/Btpl Al U215 5 8 H MAL 091z & 16 B i
M T4 TLR2 A1 TLR4 {5 5 1% 5, LAt BH W iy H:
PSR AE Y . 93 4 TepB/Btpl i Al L3 i 44
ZE MR A0 M R B, BH T MyDS8 {3 5 il %, L) >
TNF-o A1 IL-12 B 53 W, Jf B AR 12 1 Jek g 309 1) Ay
CTL 4t fL 75 P ) 48 0 A M P 27 28 R s .
I JUAE (B 55 & BILIRL PN 32 AR 58015 4n NOD F 32 1R 5%
A AIM2 52 1A R0 R B A B PG A9 7
ERE T HEEMMEM . AR £ 5 T 5Lk 0 50
RAENEARFESE, TLR %S 1L-1b A1 1L-18 40 i
K AR IE 20K 3k L LS K NLR A9 caspase-1
P T A T R K A R R R Y. SR
ATIM2 Bl 5 S — o B A0 40 N 2 1AL 2 5% 7%
FIVZH R R G o 2 B T 0 B BT P AR DNAC AT
WOE RAE /R % T A0 T A M P A A R
PR3 32 UK AT BB A P J AT 5 [ A 1 M SR e o 2 i
PN E A6 H R 4% B &R 0 B 5E AT RE A B T B 1k
A7 QTR Fh S0 I 0 v G A

3.23 HWEAEMEEMGE HWE - FMEE
(44 B A ML o7 LA LA BR A PN 25 A B . SR,
A YT AT DL RCAR T A0 E R AR H A A
S R T AR . T A I 2 B A G R
I 7E N 5 A3 4R D BCV (fBCV) BB B & 4% 56 4
PR 1A Bl 1 L 58 ok 4t M N A i TR A 7 6 D
T ME A0 Y B s AT K YiplA /Y
IREla f# 7% E VA T Sarl A1 COPII By £ ik, 5
A ATGY F1 WiPT i K a8 i 00 x4k % PR
KA ERER P IREla B RIBMREIE T A W R IR
250 T B 33 4 253 0 K 5 A A 5 TG A I (eB-
CVOHeALly rBCVIY | XS B BB, [ 2R Y
A BI#E tBCV ] aBCV W5 A # rp i 5 ZAE A
M Yipl A 7610 & QW A9 &2 HilF 1 BCV AW kA
SRR LT B I, T R A TR
XL A i I 2 ) T SR

3.2.4 MHIANMER TS A0 AR T IS S 4R R N IR R
Fasa  phy DR ol 1 A R e M AT T A T R

A7 5 [ A 2547 40 L 9 52 0 A S Y B RN,
FC TR ARS8 19 85 AR a8t v 7 X B 5 #2857 Neddd 1
PR E T4 R TR AR 2 0 B A O R 4
T A20 9 LU T NF-«B {5 5 3 . A
M T caspase-8 MAPE M B MEATA A T, 385 T
P2 E 40 BA A A B P 2R K B B Ak, 2 AR R
TR JR % 1 v b7 200 B R PR A B EL AT S T R 5 D
FHE4> 7 (i CD106 A1 CD54) 1 HE 7, AT 3 ) 1
T2 R A R T L R R U, 3 I s 3R B 0
O T R A 5 T A b 928 B 7 S A4 A P A2 ) —
Fifr S s

3.2.5 /N TFAESED RNA 16 A 6 FC R e v i 1
- miRNAs Z/NrFAE4 S RNA 9 —#5r, 5
HiRmEER ARET G S RS, AR R
AR A S B miRNAs W] G876 40 5 b % 60 8 I B
HEEEE WA/ M, Casewell 2 IR iE B. abortus
miRNAs.abcR1 Fll abeR2 7 A & [K B 2UWS E Filig
PR R E EEAE Y AR R A S
FC B B Ut 40 B ' miR-92a. miR-93, let-7b, miR-
1981 Ml miR-181b % JLFf miRNAs 5545 12k 4e 40
Jf 22 3Rk AN X miRNAs Tl fES 5 T 4
PERIEHLH A MERMP T, Budak AR BE &
PR [CTR % AH HE, 18 MR SR 3 1 CD4™ T i il vh
28 Flt miRNA BB K RAE T BERL, Hbhf
27 MLIE A T B 5 T MAPK {5 5 #% . WL 3h &
P 200 6B R 4 9 L PN T I P A R R P )
BB N T A B L ARLZE 2t 10 rh R R, aX
o MARKE /R T miRNA 1] G816 18 P A & R N T2
B R R AR .

4 BERBNHRFEZN

4.1 e RPERNL e K I RN SR ST TR IR
AR S R, 7 X A FG TR A 490 B G 28
rh I 20 6 AR 28 R A0 B 58 A I A 1A AR S R
JEPARAT A IR 2 8 28 2 HE Y T AR i DL AR 28 58 0 4 e
PE . FERRYLTAL L rp R A0 M A S R G g B Y R
B Bk B VE L 76 7 el R v, G 7 R 326 e
DRLIBURE o X 50 Rl 5 J5 88 i 2 ok Il 0 36 o R,
(0B P T =N BRSO N € N ] R e Rl = NN ]
(NKO4i i . NK T 41 g F1 CDT 41 Jifd § 0% 2 50 K %
MHC BR il i 3E BBt B, 58 i 42 #F UKL AT Fas it
R 5 B 20 B 3% L 15 AL B AN A L 7= A TFN-c A
A WATUORL 5 2 A1 cathelicidin $t 18 Ik S 40 1 5 & [
BTEYN I N 4715 . Fas-FasL (94 B 1 & 5 8cbk
B R E AT R EE A B R H
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F2 5 1t/ INRORE AR O fid 2 TG AL I/ AR A
HE A G R R 28 B A 2 5 R . B
AT DL G ) B 2 M g ST 2 A 0T e Y AL ik
Ao /N A TR B 20 A JEk G 9 1E] 3 fm TL-1b, TNEF-
a JL-8 FIE W 40 g Ak 2 51155 7 8 -1 (MCP-1) By 7K
L JEREAL TL-10 A9 KF. I /N B AT L 5 A B [
RLAY S 1 0 4 U g, O B AR 0 R AR

4.2 GENPESRE IS NP R O T B A S IR Y
B EBEAR . FVEAN A MEA S CE ) S MHCT
I ARG R A TR AR 2 6 25 T R 2 B, T 40 B 3 2ok
HFR 1 B 3Z R BR-MHC & A 90 DT 8% 38401 . Bl
Ja TEPL IR 8 41 CAPCO) 43 Y TL-12 EFH R .
WHE T 40 M o046k T HfiBh 1 B (ThD 408, Thi
M = A By TL-2 A IFN-c XF T i & K 2 ¢
. IFN-c 757 500G B g i i) e ae . 4
APC 4 J5 52 388 R g0 38 o+ 19 2R 55 L 3l 01 200 Jfd 23
PE T ik 40 A (CCTL) A 5 79 20 A 75 5 A 28 g 9
700, R, TFN-c & 51 & Bt i B 1R 5 G 28 N 2%
SN M IR 7. Thl Bni AYAT ] S5 ELAR 1T A 550
18T S R I R AEJF SR BECAR R R, B
I O A0 R AR S e D) BE R S ER A , th TR
G 2 R 1V R RO A DA Ay R A TR A DL 1 A
Mo N AE S . Goenka %5 A AN 7E A B [G I K e o
FErf B 20w BEBS AN TFN-c 9 77 A= I35 [ A &[G
B HIE R B 48Hh 1L-10 A1 TGE-b 7515 % A &
PG PR SRR e 3ok 2 vp i B RO A L ST 2 RO
R8P T TGF-b 23800, 1 i 6 [ B R YL Y

B 20 4577 4 K& 9 TGE-b, iiE B B 40 i 518 1 4
R TR R P BE A OCTY . R A IR B R 1 R By
Bt Thl 2 M358 & KK, M 7E BE 5 i B Be . TH2 48
i 2 3 K ST 488 w8 4k = 4R 1L-4.5.10 A 135, 7
18 M B e 1 B B 2] 55 7K SF- /9 TL-5 A1 TGF-b A
FARAKF- 1) TFEN-c, B Ib , 558 B2 v 40 i B 1)
e Ak 2 B BCE AT L 3 B A - TG PR O 1Y o R AR,
Ganji 8¢ N2, 5 2 VEAG & [ AR L, 18 1 A &
[CH T EA CD25 /FoxP3p 2 55y 1 1 T 40 iy
(Treg) Wl /b JA T HE T B =MD FH T T
240 Jf0 TG B L RIS P R 1 R AT A R R T
T B A N AT 5 EC TR, 899 P T (Treg) 41 i 4k
B, o BAE AT IR RS, S — . T
R A5 5 N R 18 B B CD25/Fox
P3RTreg 41l i & /b . S BOCIE LR HEERHSY

5 EESAMERERERMERXNE

241 it PR - 35 B 2 A DX T S B IXC 19 22 2514 1T g
5 106) 4 B DR 19 7 A KO DT X B 88 s iy 7 A 5
M, X A R B A S IRRER R A, AFRE
2 % B SR B TC TR 1 XU 56 DR T g ) Bk A
L5, 64 TGF-bl, TNF-a (308),1L-6 (174) Fil
IFN-c(t874), TGF bl Hl IL-10 5 1 & [C & i 1Y i
ZiMEAH OC, HLA-B27 518 ¥ i & R R A L0,
WM T ) £ 38 v o DG i B /D A O 5 A TG TR
TE 13RI B AH G 0 56 R 22 25 1 ) 231 Ak — 3 2 20 401
W1,

F1 HWRZEFHRSEME(SNPs) 5% RATE BRI XBKRIEF 514

Tab.1 Associations and characteristics of the single nucleotide polymorphisms (SNPs) analyzed

E | PR R 2SS kA Ty e A0 OR H95%CD) PE 2% 3CHk
E##fF R A/C(Serl28Arg) SR 1.9 (1.1-3.2) 0.01 HrdEas AL
L%  Phe206Leu 5 B 6.53 (1.5-28.8) 0.005 i gF & A Lot
TGF-b G F(10-25) : T+869CG+915C 5 & 9.98 (6.24-5.98) <0.001 i 4 Ao
1.6 (1.1-2.42)
I F(10-25) . TT/GG e K A 5 & 1.99 (1.05-3.80) 0.02,0.03 A i ik 2 |63
T 10 i T CC B A by I8k 0.19 €0.02-1.10)
868 C/T; % (10~25): TT/GG 5y & 2.6052.49 0.023;0.038 ZEYFJE i % A0
IFN-y A5644G 5 3.45 (1.26-7.94) 0.000 4 7k 1 BT 3 L - B 4 2% 265 A Lo
T +874874A: A/AA FER# 5k 2.35 (1.03-5.49) 0.026  HL il 4 A 662
+874A/A 5 &% 2.17 (1.05-4.51) 0.023
T +874A/A:AA FEIN B ; %4 3 K 5 1% 2.588(1.313-5.104) ; 0.006;5 AiHikSE AL
1.575(1.124-2.216) 0.000 1 3R IrIKak B -4 5 A5 4 00
T/A BRI (4874/UTR5644) 5y % 0.71 (1.02-2.87) 0.042
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S B TR 2 A M B A R T Iy e A OR fE(95%CD P {H 27 ik

IL-4 C-590T:CT FEH & 5 I 4.2 (2.7-6.6) <0.000 1 75 HLFL & A oo
C-590T:CC FE K #I ; EiisE 0.52 (0.26-1.0); 0.0353
CT 3 A # 5y % 1.99 (1.01-3.96) 0.031

IL-1Ra HEHNIX 2 Py 2 S hr R Iy & 24.5 0.03 A 7 6 A A A F

CD14 C-159 T 5 8% 3.03 (5.2, 1.75 0.000 4 i1k B4 A L70)

TLR4 Asp299Gly by gk 2.89 (1.79-4.69) 0.000 1 FHFLILMEE AL
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