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BRI PRI 245 55 R, i LB & Pz Bk i &6 A0,
T 2 3L 55 28 RH S B B B O 1 DA R RS LR R X
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FUIR b 2 A 2 FLBR IR AN B AR 10 56— 8B 2%,
EAIAGE bR, i HREWS AR RIEN . (RA
FLIR O T 5 FLIVR - R 20 e i 5 2 (o S SR g 25 B IR

RRGE, ALEBERLARARIE, SIRRIE . 0
LB A R — i S RS OB, I AL FL AT

E’Jﬁﬂcnﬂpfﬂﬁ]m R B R E MR R I EOWRALED, Hs
FUREHLEIE A% ZEELS KR BE B LR AHEE Y »
IR O IRE . FUBHEIKE . R E AL
PR SE. ERZEIEOLT, F IR AR =
%%mmMT%tWﬁMAﬁx,ﬁ%ﬁ@%%ﬁ-%
B PP B N S S IR PR AR FL S 42
@;ﬂ\@ﬁl@ﬂ( (S.aureus) J&FEWFFLERT
WA 2 —, B T H GRS YRS - 500 R4
Bitt, R AR EMRFEED, (ESHIE Y
TIEREIEN, RIZ KIS RO AATTR A K
Mo SRR R KRR RS I 3 MRRET R, B
FEREITE AN ANANIE S NEE I AR BiS B A 4RI
HBEEERE AL Y. UEHOEEHREARE A
ffft, HE FAYRE#EEEER (Lipoteichoic Acid, LTA)
0% Toll K214 2 (Toll-like Receptor 2, TLR2) , J5
F N iEAZ KT kB (Nuclear Factor Kappa-light-chain-
enhancer of Activated B Cells, NF-«B) {555 5%1%,
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SEREAMERE T 5w, 5% %mE P,
K FT B 2 4 T B 2R PR R FL PS8 0 = R
[ 2 — o T H R B R SR H A o == FCRA B 5 |
B AL P 2w R I, Lo A R R R U B KSR
FRWME R T L HMREN . GWREH, X
W AP B 5| ™ 5 A E e PRE R B E LA F 2 8 2 1
(Lipopolysaccharides, LPSs) , LPSs 18 2 & % % [
PR AR BRI — Ry U KIGAT B T A FLAR |
K2 #41 §fd (Bovine Mammary Epithelial Cells, BMECs)
H8R % S TLR2 Rl TLR4 LI AINGIR -, anfsggiase
f- - (Tumor Necrosis Factor-a, TNF-a) . H4HlE
413 -1a (Interleukin-la, IL-1a) « IL-6 F1IL-8 FY 553K,

HEOE NF-xB (S 5E 5812, Miig|& 48 M.
2 I AR RES AR BEEE

HAT, VF2i R AA TR DS R RE
FERFETEE, BELERA., BRAMEQHIUENS
YHF 5 RIS AR 2 BN T 8. RIS
o, BB R RO SAFLE R T B HT TS
BT IR A, Hat— P EL R ) A= )22 DD RE AT
DURNLEIEF TR RE o

RN G B FE RS IR =2 2R R,
P R OG5 B 1 A8 5 B 5 BN AR TE & ol R M B8 o X 9
SRR RAE R A BT AN, X FERIEFLH sCcC
RAETES)> (Somatic Cell Score, SCS) IZ8(v. HT
R DL 2 T PR ROk M E FL s & B, SCC A SCS #
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|z R RIAFLEE 25 hr U, B SCS I SCC #h, ZFf
RVEABIN T35 T3 -y (Interferon-y, IFN-y) .
IL-4. IL-6. IL-10+ IL-17. TNF-a 1 TNF-B £:[R #) %
RACEAL AT VR RES AR 2L 26 i ek 1.
2.1 JAK-STAT i 9 2 [ Janus 85 / (55 #% 5
TR 305 I T (Janus kinase/signal Transducer
and Activator of Transcription, JAK/STAT) {5 i# #%
e MR AN MEANE S S @i . JAK-STAT 1
B 3 DB AL 2R, JAKs 11 STAT, STAT
B JAK BEER A0 A 2R AR Ak, AR I a8 A% IR 1 T A
RERP TS, X—IHS BB ERA IL-6 (5518
B, PR RS E ST EE Y (B D .
JAK-STAT S PR AT RE S B Phps, RIEFFLS
%, 3 H JAK-STAT iBEZHRBTIG R BLFLES 4 (1) e f i
B AIFFREH, ERGTFERGS RIS R,
JAK-STAT il AHCZE R O FIK K A T 8 ey 1,
JAK2 BREFLE R e, DAaSE
() JAK-STAT i & i F 22 KA ) 28 AR ) 5 JAK2 FE R
FHR, HiBIEUE STAT &1, SkiFMmiergm. &
fRfERE, WiZH g, EFmRER, 528
RAEMEBRAA R JAK2 2R E AR EER 2 S
(Single Nucleotide Polymorphism, SNP) {i /55454
FLERPERFAE S BB EME ", Usman & M 481
T JAK2 $£[K 39652267 A>G £ ML A M) GG FE R A
51X scC &mYIxik. ZHANME N RER, JAK2 &
£.39645396 A>G (i L BFAE AR AA ZEA B mRNA

40 T i B
(I IL-6) AMHLEZ 1
Wi AL
WOE (BERRIL)
STAT #HH JAK it
R4
R T
TR {4 STAT =
T A ML T
eEans
s B%. i
FiEIE mRNA JERITE (IL-17, TNA- %) LB | BB

GPEHSCITT T (SOCS3 %)

B 1 JAK-STAT B AEHE T EE
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TR TET T HMRERE, #HinSEFIE+
SCC A1 SCS H#hn, Uy A S BILER, ZASH]
VEAEBPIELE R AR sRit EFRic ', H JAK2 3
KR EAKFS IL-4 BER, #t—HEL T JAK2
R R EENGREERA ", tbsh, Khan 2 P 3@
RIS RAR LI, JAK2 JERF B HmE AL R
g (Diacylglycerol O-acyltransferase 1, DGAT1) FL[K
fJ SNP 5% F= 28 ok i1 SCC SCS. IL-6 F1IFN-y [
EORBE, HE—ESE T JAK2 A Y SNP i T4
FLERAAFMR I 25 B eI, JAK2 ZEHE M
ENAFLE RPUER B ERETRC.

STAT 1515 S T R BIE hfl & CHEE A, Cai
s PU B 4 FLRZH S BE 45T (Genome-wide Association
Study, GWAS) #H1 RNA-seq #1154 1IF & Fi STATSA
AT STAT3 FL K N -5 b5 R bt foe ik L. STATSA-
Aval Z 5B RUF W ZLE T % (Electrical
Conductivity, EC) (U FFLE5 28 Al (I FAFE IR 2 —)
FAERE B P, Usman 55 " 57 0, STATSA %
KNS 9 i) SNP 5 IL-6 kK RBEMER, ik
— R STATSA FE K9 H HeAb /K 5 IL-4 R IL-17
KB ZEARL D, ERMILMEL S % (Plasma Cell
Mastitis, PCM) ™1, STAT3 7] iff iJ IL-6/STAT3 15 =
WS, S AR R AR oL, Wil
THPT T2 R IR, EER AR T e Al JE T,
MITAERF RIEMI TS B X ESRF 5T £, STATSA
A STAT3 F R /] DUE AU S R IV ERE R A . 7
S OB HERE RN ILR i, e ss
5 P o AR R 0 STATI BL K R 4% 1E FHl, STATI
Rl it - 2 Fhanin (5 5% SH40HIE - (Suppressors
of Cytokine Signaling, SOCS) ZXJ&Rk 51 SOCS1 11 SOCS3
FIZE, WD RAER T8 A, I 2E R v P4
SOCS th#: 7% STAT % 5 HJ STAT I E 1, XFhfam
[ LI By T PR R AE & 0 SR BERIRF SRR (R], Bk
TR R, Hodh SOCS3 Al JAK2/STATS {2
SR TR IRE TR RE R, HmFAs i AT DL
%) BMECs FF STATSA (193805, MiniEl b 24 i
BRI ZAE R 1977 4 P bdh, 5 STATSA FE A %
UM STATSB R R 56, WEEEARKE
RS, BEMRER, STATSB R ZE 54
FLE R PURAAF AN .. Usman %5 " L8, 454-H9F,
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BR ER74mifurh, STATSB ZE[H GG Z: A ) mRNA £k
AR T HAMERRE S, SS8W4-FLEH SsCC
AT SCS HEN, MiIE A EHE S BIE K. L4

(Cluster of Differentiation 4, CD4) 7k [A & STATSB
RIS —NEENPUREELRE, HHEEKES
SCC. SCS. #=REEFIFN-y B EA %" Khan
% PURHE9Y T CD4 F K1) SNP 5 o [ far B3 4752 (1)
FLESRBUERI RS, KB TT FEB T IL-6 FikK
S, SCC KL, WRLBREGHUE. He % P
R 18 T CD4 g.13598 C>T F1 STAT5B g.31562 T>C
CCTT HfFRIARR T H A B 54 SCS B, 1fn B fE A
TTTC Al gEH FI TR &SP MAE O E &, FRFEIRK
SCS, HHTWMAINAHFFB RN LA . I, TERED
FErh, STATSB [A#£ 2177 CD4A'T 4 Bhamfiw ok,
Hl BT B Bh 4 T 48 17 (T helper 17 cell, Th17) Y
34k, FETIREAR IL-17 22 R R -0 9104, M
2RAE R R P

EMACSKE JAK-STAT {5 5 B £ 7L R AR

Sl 8 ER, JAK2. STATI. STATSA “53L
DRI 388 3 IRz A IR T B RAE I I T 3 S M LS A A S
R, H SNP BB B ENIEATURE M F B EArIC
frE.
2.2 NF-«B (55BN H F SR NF-«B {5
SRS R E AR AR B O E I BB R E 5
NF-kB %% % B p50 (NF-kB1) . p52 (NF-xB2) . p65

(RELA) . REL f1RELB 4k, A 1#dT=— otk
A REL [FRZ5Hik *. 7E NF-xB 5 5 @i+, kB
EHEW kB M (IKK) BE&WEiRL, SEIB &EH
Z R, XA NF-«B Z &R, RE
B B A IR AR R O 2k B (L 2) & IR
FLEE R A FLH A b NF-«B 3E s, ifn Wi R R
FLE RS T NF-«B G EER KR E R,
FREW A= A i B H A B 25k BV, NF-xB (55 @85
FEFFLBRAET, B S AR - R
R FAER R F R RRLEEEEEM.

RAIEFE W 530 T X 808 5 & NF-«xB (4541

5, RIEN NF-«B 5 S BB I N iR LR, HERRZ
ZiBE A, R B RE T NF-«B [(IE 7. HA,
IL-8 H) Rk 5 HEM m A B IL-8 fE A —Ff
HEEEMAT, ERRnAREL R A7 S R
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g WS (kO
i Lps) 2Za
WAk
[V i O R
NF-«B 1B B[
(p50/p65)
PN T

S
Pt i £ AR

S

B 1B
TSI AL D mRNA RIEINF (TNF-a. IL-8 %) S

E 2 NF-«B BEAENFTEE

(SRR PR o =Y fer it enats shicctaveiil oI Nw i1 ke 32)
R, AT SE X AR A LEE P IL-8 FEH
HHRRE RS S UL R BERR, X
SR AR I SR IL-8 19 2R /K S A i M R 1T 7 2
PR KR BRI A IL-8 A -105 G>A i 55
5Scs BEMX, GGERBPIIF-H SCS KM, H
mRNA X R E K fm, FRHH GG RERAE
RIEAHUR B P A St e bt ©. 3RS B
50T IL-8 #E[KH 5' fl|F[X SNP -180 A>G, K I H T F
AL TES, H GG A SCS Frir B E KT GA
BFTAA B, EREE A RE(EABEARLE . bR T
SR 1 ER (CXCRD) &5 IL-8 FHEEEN S — 1 E
PR BRI FEA . BRI 4% B 5T 43 CXCR1 1 -1830
A>G 75 AA ZERR . <1768 T>A fi7 5 TT ZLRAUAT -344
T>C {755 TT R DL L5 4 Haplo2 (ATTA) 4hiéy
(RHAE R E A A RELH R = O FLs Rt . #E—
HiF5tEP, CXCRI 5 IL-8 ML F AT {E ik 4
MO e RAEFBAI TR, MIMBESR B RIE R N, B
BT EREEE, WERERERRBAS (W CXCRI-

(-1768) -IL-8) A mJDLR Z SNy A5 L5 2 1 5
PE P B Th17 400 53 i 19 TIL-17 2 4 2L 55 2% RIE
J2 R R R AT B R AR R o ) IL-17A FE Rt
RS BT 2 B BTt — 25 i gy BV SR, i
T IL-17A A8 o Hod i E05 S W T 1, (232 1240
fE iR EmE, MG O, ZILHETRE N
LB RIIEITIR AU R S S, IL-17A LAY
2.24345410 A>G (LS8 S I7EIE A T 1L-4 BEEX,
H GG R RAL H AR KA mRNA Fh/K s B,
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ifi H -1578 A>G fir S 5 SCS B E M, AA FE[H A
) SCS W E =T GA F1 GG ZR R A M, Fik 2 ANk
AIVERFL R A B P B st B hRid .

NF-kB {55 185 1 Ay _E i 1T 5L R = il i 22 Rl
IS5 B RE, EEMRARIE RN MR L 281
PRSI A FE BV E A . AR (38 P450 1A1 (Cytochrome
P450 1A1, CYPIAD) fEZIRI &N BT Iz,
B A5 R CYPIALI WS 5 & w2 5w 1,
Zhang % " 38 1T 5 18 &2 0 43 7 7E LPS b F A4 FL
BR E R miarh ) e B T CYPIAL R, o RKW
CYPIAI F:RREHS B EHIHI LPS 1551 NF-«B 5 518
B HOBRE, FILA pNF-xB 7K SFH REE AT pIkB 7K S HY
ETE, MImIEER H LPS SIS ) 2 E &R H 42 e 20 3L
PR . Lin % W R A GG T4 Al £ Bk
B (Sirtuin 3, SIRT3) KR TEUHAEFLES 28 /R OVE FAALA,
WF5E 2 HH SIRT3 191 F2 iR @ K pNF-kB P65 /KA1
Fe, Il NFxB P65 BRI S Az ie (i, Mm%
JER R . ZBCIARE B %M -3 (Syndecan-3, SDC3) M
I IkBa FOREER (b, #EifBE I NF-xB p50 fUT% L
KA A NF-xB {55 85, ANl & n *.
= i & H WAL A W 9 (Trafficking Protein Particle
Complex Subunit 9, TRAPPC9) K {E A NF-xB {55
ESH LTI T, BAWR Y B GWAS 7E4-2
P5 2% FRim Ik B TiX RN . HARAD R B E % NIK/IKK2
5L E ] (NF-kB-inducing kinase/IxB kinase 2 Binding
Protein, NIBP) if i} 5 NIK F1IKK2 #9 1 & 1 FH,
M #9558 NF-xB {5 5 8 5% 1975 14, H SNP (Chrl4:
2525852) (i Y GG A& K 5 E{IRHY SCC A1 SCS LA
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NS Y IL-6 ARG, WL R A B SIS R
M el X BRI T SR 22 BRI S NF-xB
E51EE, ARREITILERIUEREE TR SR 5
FAAE

NF-B {5 S8 AR IR U Az IR 5 (Single
Nucleotide Variant, SNVOQL, 2l Rel ZE K g.536C>T.
pl00 (NF-xB2) {/] .94 G>A. pl05 (NF-kBI1) [{J g.43
T>C 1 g.2397 T>G, WIHIAN ZFL5 btk A
B R a At rid Y. B AL, NF-«BI JL[A
g.18T>C fif J5 CC EER M MARTGE 5 B AL &, ifu
TT ZER B EA AN SCS, EHiFLE RER T U,

f_ER A RN, NF-xB (5 S @ ) 2 B K A 1% 15
HAEFLS R GaRe N AT AT RS 2 R E N
EM, WEZMEFFLE RN BT, (ARZE
AR R FERE T RERSDHA T, Hifigh=
X NF-kB {5 S F N EE N4 Aot B & 94,
Akt & 2B WA DX — U R .
2.3 B Z R BMECs I RIE K b E 22
18 of 4% 2 IH Bl 37 {4 (Pattern Recognition Receptors,
PRRs) @{ZSHL, FIanfE i i TLRs AN iy NOD
FE <2 & (NOD-like receptors, NLRs) , PRRs iX 3l %5
JE R FH % 4> T 1 1K, (Pathogen-Associated Molecular
Patterns, PAMPs) J5 , fx#% S NF-«B (5 S U EUE
M= A RAEAT T

TEBE TP 4 th, TLRs th ) TLR2 fil TLR4
HEAAERBR R RS E T HFNESERREEER L
EECHRER Y. RO G R B HEERA A
(Quantitative Trait Locus, QTL) 4> #7. & EEHF 5T F1
IR M 2 Pt 52 7715 % E B TLR2 A1 TLR4 K2
LSRR EE R P Hodr, TLR2 gEBSIRRI%]
55 B = R B AN 93 SO B CE PN Y 2 Fh iRt A i -
3 PAMPs®Y, WF5T A48, TLR2 R T385G fir /5%
SMSTMAER SCS BEMRK, GG EAEYI T SCS 4%
%, RIHTZE R AT 5 35 R KRR A B2,
fn TLR4 W) 5 MR E% 5% % 8 (Spleen Tyrosine Kinase,
SYK) Z[AIMME(EA%sR, I H Al TLR4-SYK
{ESHIKIEES IL-18. IL-8 FYZFRIKHM NF-kB {5 S HBEH
e, M BMECs ) 28 52 ki *¥'s TLR4 B[R 3 4>
SNP (rs8193946 A>G. rs8193060 C>T Al rs29017188
C>G) MIFEHHZ 4 AACCCC. GGTCGG Fl GACCGC
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f) SCS ¥I{E He ik *Y, Bhat % *°) ¢ TLR4 [N 1 5 5h
T XA S'UTR 52 1 16 /> SNP, X EEa5 R r[fE 4>
SN TLR4 F2 R3Sk S, 3k 1 S 0 473 256 W Iifs R
RIFL B RIS k. 4N, TLRs Ht TLR6 £ A SNP
543 B Rk 2 E & E TR R, W0 TLR6 3
IR ) T853A 1 G855A A ;W) B HE AT AL A, DL
A1980G RAFNIAH T HAFR, BRIEAFFLE R
PR s e hRid B

e £ hEss &% 1 (Lipopolysaccharide Binding Protein,
LBP) RERMAREZSEFILERKREARKIAS], Bathla
S PR A T B KT 7% A7 10 (Tandem Mass Tag,
TMT) [EREEHRAF R RS EH LBP A TG KT
FL RABRIMNB A bREY . ThEEF 5 #H, LBP fig
5% LPS #4775, JEi#id CD14 #i% TLR4 fil TLR2
5 5@ ™, H LBP IR SNP wl il 51 H & 1)
FIR AWK DL EE 5 LPS 1945 & RE J7 K i
PREVEL 5 % 5y R s T R AREVE 28 TLRs 1R 519% 1K
TR RS, CDI4 AWM R BT QTL H#r
LLZEHRITEWERR Y, H5ERBARERNE
PRI . CD14 SR 2 MR RE S 5 a] 1%
PE CD14 fEFLIT R RI7KSE:, bt #2 2 FLIR b Rz anfd
LPS FY IR BRI 7 AE 7 0 pegbh, h2EwIFL G CD14"
MR R DR R RES S BT R Rk &, Xt
—BaiE T T E BRI R I R AR E I
BN, cD14 F£HIMNE T2 B9 2 4 SNP fi14 g.528
A>C fll g.612 A>G iR 201 CD14 & 45 FIZDRE,
it SRS FLES 2 1 B Bk 1. Selvan %5 1 iR 5y
BT T CD14 Z:[R SNP (R R B & 543155 R AR %
ZRIPXZR, FHRHRTENIEEBAE 7GR IRAEL

NLRs fEARFLE 46 h 2 25 5 40 M 45 2 30k <
SeR G RE I W B RO I 3 T DD RE IR R 4
BB AR S SRR AR AR 5 R 5 28918 S Rz Hp ) S 5
TER, S kR . ZRITESBIER T | £
fiti 1 (UFM1-Ligase 1, UFL1) R 2043 R 41617
H— RS . NOD FEIRE ) 3 RAEMR (NOD-
like Receptor Protein 3 Inflammasome, NLRP3) ;& NLRs
R —MMERNZEOE AW, HAELPS BFMAE
%8 vh i (8 #E 28 0 B TR 1 o3 s R AR VR LY, i
UFL1 ZE R () 1 2% 15 7] 38 1o ¥ A 380 NLRP3, 2
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Bt S e KA AR R4 B L1l 1 (Cysteine-dependent
Aspartate-specific Protease-1, Caspase-1) A IL-18 1Y
Grivh, MR RE [ N AN AR A 05 . [N, UFLI A&
PR o 3% 38t A] £ A 385 TLR4/NF-«B 5 518, T
R RAER F R BN BENR, #E— P2 LPS 5 &
(9 29 I R DR MR 1 0 2E KIGHF B 1A T R FLS &
1, Tan %5 OV EEIT T RCHTRLE & BIREERIIE 1 (NODD)
FE R A O Son R R B SEE A, LB T NOD1/
NF-«B il #% 09 5% A By T ek 2m g xS LPS fLDRE
N, CAEARNEAETE . RS B A IRE S, DANAE
—ERRE LIRTIR R PR R R 5%

% I, BMECs i) PRRs 1RS80S N i
RO, BEAYEI T NLRs fIRF58/0F TLRs, (HiBd
% T 50 SRS S Y 0 S5 2R FLS R P U R N E 21
VR SORE SR WA AR 6 75 T FRBL & 0, AFLS
RS EPRIOTE LR T B MRt T EZ .

3 54 3L E R 1B X ncRNAs

3.1 miRNAs MicroRNAs (miRNAs) &2 22 4
MHERIES Y RNA (Non-Coding RNA, ncRNA) ,
HAEFAS R RBEMRAE R 5 s mER AT E
F M, 3@ RNA-seq #i K, 53 & 7] i ik 22 57 R 1K
miRNA 1A EGER R AE N AEWFREY, e T8 A #
HOIRITHES, JFEAMRMELLEEHZ S miRNA 25
TLR S5 246035 55 g .
miRNAs {2 — b 8 B B R R IR A -, A]
W 5L mRNA FJAERIEX (3'UTR. 5'UTR) K&
IRAL X 25 & Sk 2 M mRNA FYFRE AN BI IR ifn & 4%
EF. 7E S.aureus B UL FLIRF, X GERGES
(I Ri7 0 F miRNA- FE [ - 8 B% 0 4% 4 . @l an,
BMECs ') miR-29¢ =] 18 1t 2/ L R e 18 13 S8 AL Rz 8
FZERE 2 v, W ¥ Sk E & H Ol (Forkhead Box O1,
FOXO1) I TNF-a, RJYEAIRITINAFL REETER
SRS U, Wang 4 UV 4 & B T bta-miR-146a #1) B
FERE 0] R A SE R -2 (R AH S F- 6 (Tumor Necrosis
Factor Receptor-Associated Factor 6, TRAF6) & [A],
N T TRAF6 {9 32 15 F NF-xB (5 S @1 (975 14, M
i 621611 75 BMECs  LPS RIS i) & AE ) hz. Li 55 7
JU3E8 T 56 miR-375 B, (HEAZZ RN S0 4A AR 1
(Nuclear Receptor Subfamily 4 Group A Member 1,

-73 -
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NR4A1) F1&E H B 20 W ER b 1F <2 (& 5 & (Protein
Tyrosine Phosphatase Non-Receptor Type 5, PTPN5)
X 2 22 EFE TR E A S (Mitogen-Activated Protein
Kinase, MAPK) {5538 0 R LR T % 1A,
PR FLIS R RIE R R BT ZWETTHLH, 18
SRR MIEYT miRNA IR, "IABRTN . bURE
ML T AT G T SRES R UL E 77 1. Horh, miR-223
SETRTT WSS R Y R SR R, HAE IR 2E S Rz A
45 BMECs fa gt R E EEFE M. @i xS miR-
223 T, AIESYEE T IL-6 A1 IL-24 DAL
F CXCL5. CXCL3 fil CCR6 1) % ik ', bta-miR-223
T 1 i U Cbl J5JE #L A B (Cbl Proto-Oncogene B,
CBLB) H1Ras ZZJE % 51 B (Ras Homolog Family Member
B, RHOB) %A, #Ifil NF-kB {5 S 1B R IEIE S.aureus
FILPS i 55 [ & TP K 2 SRR ") bta-miR-223
W AT I N H S S R & H Bl (High Mobility
Group Box 1, HMGBI1) % [K {fJ SNP (g.2776 A>G)
N IF) B TR 2 45 4 /8 0D, 9 1o U T HMGBI 45 A Y
mRNA FRNCPHREMRIER N, H GG B
SCS MK, WoRHEROILE Rtk " Liu &7
X GWAS FEM QTL #iE #1745 & o, BN T
miR-223 IR SR FL R Kb B U K
—HENEOLR, {E NF-«B {5 S HE T, miRNAs
SANHI R4 NF-«B 5 S5 B AL Rk, Sk4E+E
% V-, (BEBE IS R H, miRNA K
B, WSS T X NF-xB {5 5 8 dr 5L K i 40 1 7
SEGEA KR RIRIN 25 0% R DRI E A
{2 ", Chen 55 "™ & B T F Y bta-miR-125b F1_L 1
R HIEIATE R T @ 175 5 & 19 3 (Tumor Necrosis Factor
a-Induced Protein 3, TNFAIP3) & [K n] DL 3 7] 4
LPS i 5 {9 /- FLIR L R 40 & (MAC-T) 1 NFkBI1/
pl05 BT R BE JJ. (H5 — T 53 £ A, miR-125b &
T U T EA B A IR (R R ) TNFAIP3 B3R5, JFH
Al T I miR-125b (9 % K, 9SS Ht NF-xB 411
7 E /F Ras & H 2 (NF-«B Inhibitor Interacting Ras-
Like Protein 2, NKIRAS2) JL[NZEIXFHGIEM, T
B NF-«B jE 1 %, IL-6 A1 TNF-a FY3RK R, Bt
iRl 2E e IXFEP miR-125b FERFRAEFIET
AIREIA 2 SRR R IR E ], R T miRNAs 7£
FLES R o T TR B AR I TALE o
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3.2 LncRNA K 4E4# /5 RNA (Long non-coding RNA,
LncRNA) & — 20 FF K F 200 4 4% g B9 5 i vk
RNA, HIEGA-FL5S 20 G 3% R A AE [ R R o 7 o
ZELZMEXESBKE, BAECEZNEM, AE
AAFLEE RGBS TS ™, B, FEE
F RNA-seq B R K 18 22 57 275 1Y IncRNAs, (HE %
E S 4FLE REUHERE S IncRNA R BR. AW 5T
2, NF-«B {55 188 10305 5k 7] DLIE #F LncRNA X-
I T 5 R W) (X-Inactive Specific Transcript,
XIST) A1 NLRP3 &FEMARRFIK, ifn XIST NI GEE T 171
J2 13 7T NF-xB/NLRP3 i 14 5% 820 & i A2, HR
XIST TERIESM T LRI HE B TIRBIET 475
RV B RS K 54D RNA (LncRNA-
Tubulin, LncRNA-TUB) [AFEBEG RS RrhE
HEVEM, A LncRNA-TUB <512 FLIE b 2 A Ia
Rz - AR, I AIEEGTE . AR B- B R 1A,
F- 5 M0 4T i S 4 90 DR - (1 282 35 B 20 B ) R BAE RE D 2
ifi LncRNA H19 FC B} R # 8 ¥ 5 %) (H19 imprinted
maternally expressed transcript, H19) NI B 7 W & {F
A, LncRNA H19 £ % fiF 13 i NF-«B (5 5 18 i 1 0%
TPE R, BRI RTERR, ERIEHIR G g Rk
KAEE B, R IR BIRThREIR S, HAEH) HI4H
B JE LRV S 2% 98 4H 4 ) 1 ThRE 5 TR & R 9 1B
A™, EamamfEEFYIER 75A I X LncRNAL
(Leucine-Rich Repeat Containing 75A Antisense RNA 1,
LRRC75A-AS1) WEFFLERIET R EE 2 EER,
HFRFIHSSELRRCT5A FEKERBE, AU
FHR R EEREONRS, WMOMERE N SEE,
FEHN <2 o5 (0 B BRI ORGP AR 22, RINRRE &
SEEFHIRIE, HIH] NF-«B (55 BE SIS ™. INK4
7 A ) 2 X AF 48 15 RNA (Antisense Non-Coding RNA
in the INK4 Locus, ANRIL) [Al ¥ 15 7£ LPS #1 & 9
MAC-T #ifitgh I THRECR, @ik ANRIL 68
T 20 NF-«B {5 S BB AR M E QW FRE, A
DIy, HNEAnie R, HERRT LB R %
E R A AR 8 B FIRE R X LncRNA, iR E& [T
& 12 2 ¥ LncRNA1 (Carbonic Anhydrase 12 Antisense
Long Non-Coding RNA 1, LncRNA CA12-AS1) & {1k I
##3 miR-133a {ZRE FIf, #Emdlsl T RER 15>
WAL AT, (T AN EsE, MIifIRER T LPS %
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5 BMECs RAE RN AER ®e AFL5E R ARR
fih RNA (Bovine Mastitis-Associated Long Non-Coding
RNA, BMNCR) 3 7] il iJ miR-145/CBFB i >k 5 I
BMECs FJS8 AT ", EiR#F5Ti% 8 LncRNASs b
AEIE T miRNAs HRBTIFFLS K. 96, HELE IncRNA
R M5 SEEE 22 s (40 NF-xB F1 NLRP3
RAEAD RFEMAZAE R L, HENE AT REAE7E—
ANEETTIZ Y IncRNA TR W 45, Rk B 58 mT DL 1o
e &5 ZHFHHE (U RNA-seq. ChIP-seq %) , W&
IncRNA TR 45, B R EAEFFL 5 R A A FE1E B
fill. H Al IncRNAs IR FL 5 R FRAIRIE G, £
SRR N5EIX — SR 5T -

EiRHFZY #0H, miRNAs Fl LncRNAs #2145
FLP5 7 8 IR B AR GRAS RNA, B ITE SR S hs
FRAE AR RS SR E N . P & B R IRIEALHIER
NTAFLE R IR AT SRR TR, AR
TR R TRBAN AT T RERTRI T 1] o

AR 2

W& D T SR RAFHRNHE L fE, $H
PERENIFRAWERA, BARR T ZFh5S G &,
RAEVAES . AR TSR ERER K, SFERE
T gt TS RAE AR S0, AR AR S A K]
PUFLE R AR ENLHI ST AR, ifn, PR R
TEEVAERRME . PEAEL, JENAE R 2 M A E R
AERRK, DAL RERBELHEI T IETE 28k
o Eoe, HETZEOTRRET AU LRt
REYIIRE, 1FLERIEA— I RRIMIR, HoitR i
SRR, XA “ B DR AR R
SR B B M ARE RIS . Bk, AR
(RA T B —2H A ROR (B RA Y B RAY) , S
R TUR AL R B Y B, SRz MR B,
EOFRBFLNEMNARSEEES O, EDETE
TR TS, AL, FEPREE i mREER S
PRI BRI (S BRI R, HAEFLPS RA L R
TR R R EY 2 DR D FALHIRAER AR D . X -
WA, RN H LKL IEH RN, P8
G EHEHARE, W AEY(E BT AL R
W%, HX ARG TR i N X 45 2EA T — 2P RO RR T AL 2D
BRSO, [R5 & et LR gmAE TR, sSEBU bt
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Abstract: Bovine mastitis is a common and serious disease in the dairy cow industry, leading to reduced milk production,
lower milk quality, and substantial economic losses. In recent years, genetic research on bovine mastitis has drawn increasing
academic interests. This article details the pathogenesis of bovine mastitis and the progress in research on the disease
resistance genes, including the key genes and their roles in the JAK-STAT, NF-«B signaling pathway and pattern recognition
receptors. It was also summarized that the important functions of Non-coding RNAs (miRNAs and LncRNAs) are involved
in the regulation of inflammation. Based on the current status of this field, the propects and future research directions and
practical applications of breeding for resistance to bovine mastitis were narrated.
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