


K5
# 2. 20202113050

A

G SN
BATR A 10759

WFRF

L A A
NLRP3 ZRIFAL X 2751 SR F R 5 2 R 1F

7 MRV R MRS

* A s
# % MW LS
HE BREET
R EYHE
SRR EE
FOR A H HWERRRD S ERA
foE ¥ B HUAEE B

F

- ¥rEE - AVF
2022 £ 6 H



Correlation between NLRP3 gene non-coding region polymorphism

and susceptibility to mycoplasma pneumonia in sheep

A Dissertation Submitted to
Shihezi University
In Partial Fulfillment of the Requirements
for the Degree of

Master of Agriculture

By

Qing-xian Cui

(Clinical veterinary medicine)

Dissertation Supervisor:Prof. Song Jiang

June,2022



A F R S S A SR G 4tk 5 WY B A PR 452 AL P )

5 e 3O G PE )

AN RUZIO AL L E RTINS Tl T AT AT e 0 A2 It 46
A0 PR ELRIEM S NN b, RieXA N E LA N B R IR T it 057
FUR R, 3P ME T RUE ISR S A, BIEESTIET VTR IR U 3 2w
i,

k2. ki o, 2024 6 A | B

EMZ S ]

ANEETRTFTRFATARRE WMECLXOIRE, FRA R AR
IR A R R OIARE YUY Ze 0 b TR AR . AT B 2 Lo S (R 2 B 1
MEATA T TTR . A7 LT R I A A e AT XU R IR L R 5% .
TR e XM IR AGCIR Y. FRENF R XENT RIS £RE.

B . 200 6 R/ B
o
W% % FHTA M P E S 7 B



L FE

YRR IERFE S EHHBORE (2020BTDJ07)

Wi E 28,



e

g (1) Jaid 40 = il 58 S SR IR G ) PR e A0S B AR Ak, 7 45 4 LI~ A W00 77 925 4 ) ok 9 ik
P DX I 16 0 = R A o = SR T 8 FRIURAT 1 U BEAT 2558, TH BN [0 it ol PR 4 = T A2 o S A
Jili 2 (G . (2) R PCR K 7 1%+ NLRP3 & R AE 4w 5 [X SNP 7 ik ATk, H X ASH
SNP A7 i 1 BRI B HEAT 3T, 4R F0 NLRP3 M /INMAAH G B RIAEAS R 40 2 S rh (g 4 2 81 5 48
2 Ml 8 S N5 A 2 SRR A PR AR G 1

Fiik: (1) ASHIE IR AL 50 AL DX 30 70 A AL 2 3 I A 4 2 Al (WA % s 2R 5 AR e ) 3t
TF 800 473 MLIEFEAS, s FH 47 = il 98 S J5U AR I0C G 22 W B siE88: (ELISAD R, #EAT 48 ¢ 48
SCIFARGUE GRS Z A . (20 CAEOAJEAY, SR A B3I vk e U A i B2 PR NLRP3 HE P54
X B AT R AR 7 5, HR4E DNAMAN #{T Chromas F1H (177 51 B 45 0 a5 7 2 5 A o
F N IBAL ZATEBATHE 0T, SRR R S A R, R AH DG SRAR A7 sl HEAT 4 2 1t 98 S 5 A Rk etk
(RIRE S 43 #T

SRS (1) LR O AL X o ML 23 4 2 Bl ST R AR L SR A R B, B R AL X
ARV 2 it Foh 2 TB) 35 AEAE A [V R B 1) 4 = i 28 S 548 (Mycoplasma ovipneumoniae, MO) J#&#4t.

B AL b X 3B 2 FUBEAL 2E 3 1) MO-AD FH 1N 14.88%, MO-Ag FHIEZE Ny 21.00%, Horig i 5
MO-Ab PHYEZE 26.00%, MO-Ag PHYEZE 22.91%; §%4& 75 MO-Ab FHIEZE 7.34%, MO-Ag FH =
19.71% . (2D 43 #1 NLRP3 £ [H 4F 4 i [X SNP 47 55, i % i C38233659T . C38233866T .

T38233881C. A38188131C. G38188003A. T38188153C. A38188237C 3t 7 M E4mfis [X SNP 17 44,

Forb 3'UTR 19 C38233659T fi A MBI R A C-T, AR FEmMIgl® CC. CT. TT =M
SR, b aE e IR ALY CC, MRSy C: [FIFELE 3'UTR ) C38233866T 4L
SR BB RAE CHT, PIAGRE MR E CC. CT. TT =FhEEFAL, A vl 2 54 vl 3
O RN ALy CC, RBSEALEEIA N C: {H 3'UTR (¥ T38233881C i il A LERG ¥ b SE A4
RIMFEFERAL T-C, NHFEEA N TT, RHAFEAFERFN T, 1E 5'UTR K A38188131C fir s A Il 2|
B RAE A—C, PG E R IR E AA. AC. CC =FIERM, 155550 55548 70 2 I 34
FERBI N AA, HSAIER N A; 7E 5'UTR () G38188003A i fike I # g 5828 G—A, W
ANGESFIIRIE] GG. GA. AA =FPEEFAY, BGET 5 559 4R O F A I E AL N GG, 1
HEENFENI N G FAME S'UTR 1) T38188153C 1 s Al B EE R AF T—C, RAKEF AN TT,

A ERHERF Y T 7E S'UTR ¥ A38188237C A £kl BB AL R A A—C, MBFEFEN AA, R
FEERLFEA A UL EPIAMAL R AR WO A B AR v A D, FEM T R A TR R R R I FE
NLRP3 A 5'UTR 1] A38188131C 7 il LG F¥ 50 3 MO-Ag FHPER MO-Ag B 1t i PR Y 3 42 A7 A
BEMEZER (P<0.05) .
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Abstract

Objective: (1) The prevalence of Mycoplasma pneumonia in Kazakh sheep and Suffolk sheep in Ili area of
Xinjiang was identified through the clinical manifestations and pathological changes of Mycoplasma ovine
pneumoniae infection, combined with serological detection methods, and the number of Mycoplasma
pneumoniae in sheep populations of different breeds was calculated. infection rate. (2) The SNP loci in the
non-coding region of the NLRP3 gene were screened by PCR detection method, and the genotypes of
different SNP loci were analyzed to explore the genetic polymorphism of NLRP3 inflammasome-related
genes in different sheep breeds. Correlations of susceptibility to Mycoplasma ovine pneumonia.

Methods: (1) In this study, a total of 800 serum samples of two sheep breeds (Kazakh sheep and Suffolk
sheep) were collected from some large-scale sheep farms in Yili, Xinjiang, and the Mycoplasma ovine
pneumonia enzyme-linked immunosorbent assay (ELISA) detection kit was used. M. ovine pneumonia
antigen and antibody serological testing was performed. (2) On this basis, the direct sequencing method
was used to detect the single nucleotide variation in the non-coding region of the candidate gene NLRP3
gene, and the genetic diversity of Kazakh sheep and Suffolk sheep was compared according to the sequence
comparison results of DNAMAN software and Chromas software. The genotype distribution was
summarized, and the correlation analysis of the infectivity of Mycoplasma ovine pneumonia was carried
out on the relevant mutation sites.

Result: (1) The serological investigation of Mycoplasma ovine pneumonia in some large-scale sheep farms
in Ili area of Xinjiang found that there were different degrees of Mycoplasma ovine pneumonia (MO)
infection among different sheep breeds in Ili area of Xinjiang. The positive rate of MO-Ab in some large-
scale sheep farms in Yili area was 14.88%, the positive rate of MO-Ag was 21.00%, of which the positive
rate of MO-ADb in Kazakh sheep was 26.00%, and the positive rate of MO-Ag was 22.91%; MO-Ab
positive rate was 7.34%, MO-Ag positive rate was 19.71%. (2) Analyze the SNP sites in the non-coding
region of the NLRP3 gene, and screen out C38233659T, C38233866T, T38233881C, A38188131C,
G38188003A, T38188153C, A38188237C, a total of 7 non-coding region SNP sites, of which the base
C38233659T of the 3'UTR was detected. Mutation C—T, three genotypes of CC, CT and TT were detected
in both sheep breeds. Among them, the dominant genotype of Suffolk sheep was CC, and the dominant
allele was C; also in the C38233866T site of 3'UTR The base mutation C—T was detected, and three
genotypes of CC, CT and TT were detected in both sheep breeds. The dominant genotypes of Kazakh sheep
and Suffolk sheep were both CC, and the dominant alleles were C; but The T38233881C locus of the
3'UTR was found only in the Kazakh sheep population with the base mutation T—C, the dominant

genotype was TT, and the dominant allele was T. A base mutation A—C was detected at the A38188131C



site of the 5'UTR, and three genotypes of AA, AC and CC were detected in both sheep breeds. The
dominant genotypes of Kazakh sheep and Suffolk sheep were both AA. All alleles are A; base mutation
G—A was detected at the G38188003A site of 5'UTR, and three genotypes of GG, GA and AA were
detected in both sheep breeds. The advantages of Kazakh sheep and Suffolk sheep The genotypes were all
GG, and the dominant alleles were all G. In addition, the base mutation T—C was detected at the
T38188153C site of the 5’'UTR, the dominant genotype was TT, and the dominant allele was T; the base
mutation A—C was detected at the A38188237C site of the 5’'UTR, and the dominant gene was The type is
AA, and the dominant allele is A. The mutation of the above two loci only appears in the Suffolk sheep
population, but not in the Kazakh sheep population. There was a significant difference between the
genotype frequencies of MO-Ag positive and MO-Ag negative in Kazakh sheep at the A38188131C site of
the 5'UTR of NLRP3 gene (P<0.05).

Conclusion: The infection of Mycoplasma ovine pneumonia exists among different sheep breeds in some
large-scale sheep farms in Yili, Xinjiang, and the infectivity of Kazakh sheep is higher than that of Suffolk
sheep. The test results show that the infectivity of local breeds is higher than that of imported breeds. The
A38188131C locus of the S'UTR of NLRP3 gene may be related to the susceptibility of Kazakh sheep to
MPS, so this locus can be used as a molecular genetic marker locus for the susceptibility of M. ovine
pneumonia, which is the breeding of new lines against M. ovine pneumonia. Provide theoretical support.
Key words: Mycoplasma ovipneumoniae; Mycoplasma pneumonia of sheep; NLRP3 gene; SNP in non-

coding region; serology
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N ARG IR B A xS B

PGS L AETR AR
MO Mycoplasma ovipneumoniae 45 3 il % SR A
MPS Mycoplasma pneumonia of sheep 49 2 SRR AR
PCR Polymerase Chain Peaction AR
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IHA IHA (43¢ I At ik 5
ELISA ELISA FiE IR S 28 ML B ST 560
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NLRP3 NOD-like receptor protein 3 NOD #2kHEH 3
ASC Apoptosis-associated speck-like protein AT A ORBE R R
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PAMPs Pathogen-associated molecular patterns T JEAH IR 7 T
DAMPs Damage associated molecular patterns A ARG 7 T
PRRs Pattern recognition receptor BRI 5244
TLR4 Toll-like receptor 4 Toll #5214 4
LPS lipopolysaccharide IEEZ
LTA lipoteichoic acid JiE B B
16HBECs human bronchial epithelial cell line NSCRE L R4
ROS reactive oxygen species S WA LSRG RN
AD Alzheimer's disease B 7R % i R
PD Parkinson's disease <5 AR
MS multiple sclerosis % R AR AE
ALS amyotrophic lateral sclerosis UL 45 P 0 28 A AR
SNP Single nucleotide polymorphism BRHRZ AN
Ab Antibody EIIRES
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CDS Sequence coding for aminoacids in protein EASPE TS
3'UTR 3'untranslated region 3" ARG T X
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5'UTR 5'untranslated region 5" ARG X

MPP Mycoplasma pneumoniae pneumonia fils 9 S JeR AR s
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F1E %P

L1 #IRBEREEX

45 2 S JR AR il % ( Mycoplasma pneumonia of sheep, MPS) & H i 4 2 J& &
(Mycoplasma ovipneumoniae, MO)/ 4L T 5 B K A 7E 458 3 44 o 1 — Fh sy B2 4 fk e
&34 . MO 78t FIa FE A 4 E IR I Bl 1 = AR R, — H DASR 2 e 45 3K [ 4
FIRENERE, MBFWERKE GHFBE KR AR R F LI In R ER A
F, FEZBIEUIROR, W, Feih, BHE SR, HEEImARER. ZW—F0
A RAT, ARG, RIRFEEI TR G R R T Re R — M EE R
S A SR AR, DR Dy e A LA B A A SR A Y R R ST, B aE AT DA TR E 1) 7
FEME KA, SRy IR E E AR N2 —. P8 2018 FEAHR G THRERR, HE 45
FEHCN 3000 R, REEEAKRA THE. Framf LA M2, Mim
JCERAH A4, dbEE — W SR BONIRIE, 7985 AL 8E 1) & KB A TR 37 4
(R TR A B AN /N AR A F0 A AN 1R 72 7E 3T 53 1) 7 s S AL iR, 49 o SR A i 4
HB L A7 AE T & KB TR . X4 B 9R 40 = FR BRI A R TR K B 5968k -
It 120w KB iG 5B ORI 2 AR 2% .

AR, N7 AR B E KT H, 3R E 2 AN T SAT RO FAE R & ol K
JEHIAR RIBUK, 1B (1) SEAT MR A 12F 1 R 45 =5 R L i & RE o AR 4 3 SR
Wl R AT, eI E POl R R R T BRI, W AT 51 AR T & B MR
TAEB IR RIE . PE4RIE, NLRP3 JRE/IMATE 22 M 58 E M5 1 A A2 A gk Jg vh R 4%
HIRBER®O, O SCHRIESEHIH] NLRP3 9858 /MRS 5 1T LA R0 4 B G AR w781
I 28 10100 B[R kMg BRI B AR AL | 22 R PR A AL USSR () R A2 . E
HEMJUTER, 22255 TR A= mut et 2 BEE P Emm X, XAER
KIEJE BRI AN P A = fF S NE P R, iEik R A4 K%
AR AR S kAR AEAE ALY X . 7E 2015 4F Tak Y GIPISE N i@ I 45 & 4= o1 Dh e
TR, DL2eT8 AL T R DR 2H AR b X 5 U AH O SNP A7 5, LAIEAT e ZEaf 7 I
BATH S MR T, R R 60 X Bm A I SNP A7 s 5| & 1) e PR SRk A2 4L

KT G5 X P B AH SR EAE NI TR BN 2 W, FESh 0w oA 2 W,
ARSI 3 50 S R G A XS O 4 3 R A R R IR i R SRR O RN R, R IR AR
NLRP3 B[R g i X0 AN [F] 45 3 5t A 27 St I 22 5, 0 5 IR i, i o S 544
I3 28 3 it ZR 16 B BEE Al o



F1E Zip AAFRFMTFNMIL
1.2 EkLFEiR

1.2.1 BFEZEEFH R FHLR

1.2.1.1 mEFES

20 3 S AR 98 R i R 4 SR 8 SRR (Mycoplasma ovine pneumonia, MO)
SRR — R B /N TR RAE Y, AR AR K AR Re s se i R . SRR
YAuRE, RSFEARR SEMIER— &R, ST B R KT N 2 A,
EHAKMERFSKBZR, 20K, FRRER S HCRBUB IR K 2 FE07. 4E
it 98 3¢ JE AR5 0 2 AL 2R B AR AT VR 2 RO, 4R 2E il 98 S JRARBR T H B 80w At
EAE B W75 5y 5% B P E IR R IR SR AR R NARE, i i P = A TG B LT A
RO RS . MO SEHZH 00U DNA, ASFEIRE gt 7 50K IR, 77 S AW 96 7 R A4k
SCO1 & K 41 K £ 9 1020601 bp, GC &% & A4 28.85%, 1% K47 864 4wl JF 4]
(CDSs). Y98 bRk M7 7 819 MM 4wid )75 (CDSs) , NM2010 #REL & 1 748 1~
4% (CDSs) U191, MO (3K 2 &M 5k A A F g A 5, W5 A 115 F I
ﬁa‘%[ZO] R

1.2.1.2 SRATIREF

A5 SCJRART 2 B N BRAT T R BENEFMAS, HERFS5KEFHF R
Pl 8 B KA . IR SRR R R, XM EmaEEEHE S TILE, BA
[F) 208 = ot o 0 122 9 17 T R0 A S L 5 i DR R A R AR ORI 22 e 1, G v ekl = 1) & bk
B TR oE . 2 2O AR E A B 58 2 IR E Y. Jones GE 2155 M i R 1 4 5
SR it 2 1) 48 = R RS G il IR I (R 4 E RPIRGE 4 AR 31 9 MRBE IR S R A S B L
ZR(Y98) 41 i % S SR A . BrogdenI S5 FEALATI 1 558 R4, i — RV KL
T35 NIXFEE TR 293 48 A4 N 43 55 B2 T Il 28 S AR, X LT S T SRR E
[)—>F:. Robin A J NicholasP®41%§ A\ 2015 FFAEAL T oE#& 2L — DN R &R, WKZ
A E Y IENE SN X5 ety o | A E ST B 2as ) N [l 4 o o SRS = Sy sia | R R R
BIGR 2 58 A, xS oA — UL P B H M3 O B PR B RESE TR AT R, R
M AFAE R B2, IR R AR ZH 2 73 B 45 21 45 =5 il 28 S JEUAAR AN — L 48 2 A0 1

5 W g (25155 Ao e H 7 A B AR DX ) 32.2 73 4R 2L 2 T S HEAT IRAT R 2
VAR, RIAEZH X AL Gt il 28 1 L 2R 5k 80%~100% o X1 FREAF 2O1EE A 0T 43 A £E
WACEAGE R WGP HEERAN R B U/ 7 1 2R AT 4 2 S R AR i 98 I3 2= A,
SER IR 955 Uy 2F My TR I 382 M FH MG . Hb & 5 BRI FER B 1 B EEK
12 H NS DS AR PEILREAHIX 3 A2 10 MO B FE BT T HiE,



F18 & BAFAFMEZMILT

LU BRI MIE AR 673 43, B AR 1014, BHMEZEN 16%. fif 2Hf2815%
NAE 2015 S0 VL7548 22 M H X 1 36 XA R AR AL 237 J8 T MO AT 22 R 2
45 JL R AE FTUSCEE B 1) 207 47 B i R 35 03 B8 B SR AR . 1B IX (40 2 5 LU 2R 35 H I
RAREGI G, HAPRERRRRHE S TR R R, FHERIENT 2011 4F
XF DY 1148 30 2 1L 2 B A R SR R Ml 98 I LT SR RAT IR R & TR, &SRR
s ZEIAKTRE 7 NS FEHLX 1 135 A 3 T s e, G R 42 SRR,
WA S il 98 SR AR AT HE 36 bR, 22 RS TEAR i 6 Bk BRETEOISE N T 2013 fF R IR E
HN A B 33 5 AR B SR ALLA7 = il R SR ARG 1], 3 o) T ¥ T A HEAT L8R
SEA A AARES DR S M PCR ARSI ) T b i JEAR AT i s e e« e s R B, 1%
TR =37 i B 0 B ALL 491 1 SR S JFAR IR L B 8. £ @B AT 2015 FILH &
T A, ST AR ) — K4 B IR IR PR K 4 % G AT A, 458
RIZ I AFAENT R SRR B Ay ORI A BRI G BB O 6 B R AR/ 55 4 LV
FE i ELISA I35 224, 25 BRI 0 40 2 BHAR R URGe 20N 25.5%, &G4 T35
H930%. IR —EMIN, £ &S AL ZEHHAT RSB BEHE S 10
APAGE N T 2017 40037 58 95 25 BB IR R FLBRL AR “F SO ARG R AT AT 2 A, 453
T ERER 40 2 SRR 2 RN 8.64%; BIHEAREHIRIAHRN 9.95%, AHL&1R%4%
FMRIKFEN 4.94% . XHMF13E4 B R = T A &0 40 F R w2, JFH 3%
RS EAN, XRFZIFAREGINRAGI3EE R G BV R 2B
NXF 2018 4F 9 FAALT T VE 4 1) — AN FR5H I N S0 45 F A b IR K P m AT i AL . 1R
T 5| T I 198 IR DA BB 605 DR o) e & B VR IT 0 56, 1% BB 6 SR AT o
€ LS PCRYTIGHIR, RINZFRIA P IR R B9 R A& D 284 22 % 1t T2 PR 1 A 43 =F
Il 98 SCFAR . B2 G I A% E IR E BGOSR LSRN TAE# LRI E
I 0 BB 2 R e VAN IR YT 5 %, B IR AR SR — R, BT P R IR
MR S o

PR, AR RS AR RIS L, A R AE B AL 2 [ AR A RE
JEHRAERE, B BB I 2E IR0 3 #8  AR I 4 3 SR ARG 98 % G o X% 3R
FRENEEER, FNEET KEE TS SR R R T B 5Pk 5%
W 5697, B OBRAAESE, M RIRE BRIV AR, i shE & Bl & it
SRR, JORKEE TAEE SRR R U R ST

1.2.1.3 &R GETR

40 2F il R SR AR IR Qe B S ) 1 BRI . BB R RO AR, MR R
41°C~42°C, BAAHE, TR, A FEREE IR R GERBUAE . B A ]
MRRERE BRI A AREAR o 200 AR I R B AV 4~5d, AR UK




F18 & BAFAFMEZMILT

A 1~2d MEBCHLAET . U AT I B AR 2 AL K A 54t

4R SRR IR G 2E ) ERBE . R, IR BT, RSARTTAR .
FE B 7 R R S A B DL R 3L 5 S A AR AL T DL ER o FeB s Sl o W) SR L Bk
Wtk HRESHRAR, JFEA KRR WY, BEEAM G, IR SRR K 2k
TR, WHEBGE . R R . AR FN LRSI 2 s, £
HITAS O 8 R IO RIR B, EE BT IR R

TVERIGI 2 0T 2 2o U0 RO IR 2 ZER B 8] B o I ik A RS, i
WHZH BERE T A B 800 F R GE R H 18 IR 45 5 % AN e B B URER, R PR Y
TBIRIIE AR R DL, B SUER G SRR Bk, K2 HABA IR i AR R,
NG R RIL,  HEEA RN AR I TR A R

1.2.1.4 ERTL

40 7 SO AR i 2% 1R A A0 2 B L ILAE O Jls 2% B RDIR S0 AR R AT d AR W AL
WA AR R BB U, R A ™ S 1) D LI 20 €0 A, YA A 38 B 3 U el
FREFYEER FER; MR A — RO 4RO MR, R RimAE g, MR
508 A TR RAEBAARCY . fifi NSRBI R AR A4, ) JRE B 0 W B AN N 542
/NHIR S KR RIECIR o 922 XSk ) B AR IO TR LI B A th ARt i U
KA, AR EIRE S, B T LA P IR PR YR IR AR . B A ) L Ml A S
E NSRS A MRS B . DA, O BN R R AR R
Yk, SCRUER S R A IR LR,

1.2.1.5 BURHH

45 = S it 28 SRR A A I R LR IR B U A R Ve 4 Y A, S g LA
k. UG, SCREERETE A8 A S Aoy, 8RR AT —
BRI, SCRARIRHR 73 D B 3R 2 B WP RGE 5%, HILAAS Y A9 i S 40 Bl ) L 4
WG i 2 SCIEARLE g AR Bl A i S AL S T i £ Bz 3h B0, I HFE
151 2 A P O B A DA S HEMER LA B 7 A2 JORE PR th ), 3t i - SO LA LR B R
EIRPETREIR . BRIEZ AN RE S5 EANM B A R Rl S, T-IUAH R S 20 2 1] - R A it
BRRMEE SR, G R AM R b, PIRGE b R S 4 T A Dy Gk
RIS, BLURZEN T AT MRS TR E, RETRUN T ElNZS T
MO JEEGE I JOIE S B8,

1.2.1.6 2B 53k

£ 20 M 58 S AR IR AL 1) s 5391, AT S e i AR DR UM A6 = A 1) 7 4



F18 & BAFAFMEZMILT

AR EE AT VI Im K2 W . BEERH AW R, BB TN TZ0% 12 W 7%
WAEE A R . &%, R E 5SS 2 Bkl MO MdsiET k. HT
SCJF AR — Fh oA M B H RS 8% 78 T0 VS A M B 77 b AT AR K BT R R AR, TRk
R ZHU MO 15 75 5 R 2 AR S A4 1) A= ) 274 M 45 25K SR FH 2R (1) Thiaucourt's 1557
BB IR ) Hayflick 35 77 B M0 # 2 2 R 1 S R AR P37 15 97 2L R B5 9% MO. 1E Il
RIAEEH, MO BRI 5 Bk iemr, I B R IRMG, JF B 7 R
A& A 1% RS POE S

DNA ##£t K. LAMP J77%. PCR 772 H i 40 744 5% 77 %48, Kilie
ABIZE NAE 2013 A4 85 F: 4 58 G Bl 5 20U OB (PCR) A2 it S840 i i e A PR R T
DRl 98 7 A8 4 3 AN J5 5 216 N FRE AR h R B AFE S AR . 25 38 W], PCR J7 k7]
DA D T2 W S AR IR g, AN SR 7B B AT, FREEYI KT bR i
WiEAE . BT, HT 2B RSB FER R AR SRR RE N A RE, AT RY
[ IR ST HH 22 oo JE AR, AR PEI4IZE NAE 2018 SR T 4 2 il 98 S SRR ) P8O FE (A,
24 MR ST R AR 220MR S R AR LU S TR ) MCL 1760 3 B LA K 1l 2 57 S5 A4 1 2 il 48 30 )
arcA FEF, @A F B AL E R T 5 o3l W AN EN R 514, A PCR R B 77 v
I IS T AN [ SR AR 1K) 2 B PCR A 779 . Zhang J4S158 AFE 2019 4K A
SR (LAMP) BoR, @ Mmimshikdl (LFD) LT IR G o it m] 14k,
JE ST — PR R I it 9% SRR TR, RN 727 R R R . R R
XTI PR b 50 3R BEALIERGL 4% =F il 28 SR AR I = I ZH 2 A7 R, 25 3R 7R MO e Y 26
N 86%. Daee AAPYEE N\TE 2020 45 F 2H £33 2 WL 58 15 77 S R 5% A Bl % =0 s
(PCR) #ill 50 R AH BAZR AL B AR B Gy S AR (4 AL 2 A, 50 AMFEA A 3
AN(6%) il BEAS oA 22 1) 537 SR AR AE K. B PCR ZE 12(24%) M REAS HHAS I 31 & 45 57 1k 52
ik DNA. 3X 12 MEARHAH 9 (18%) FEARE SRR 51 I N 2 BH M, IFH
PCR I 3 JFAAR IR 38U R A T35 R 2k

BRI AL, g% 5 7 VR AHE S H A S R 22 S0 % DG I TV ELISA 77k ALK
[B)% L% () 75 . Rong GUOZE A 7E 2012~2013 4E4F A4 MR 5 (THA) J5 iEAa il
Hh [ g R A4 L S I i 98 S DA B e ) I3 PR PR 2 I AT e e e, SR Bon T E R
M H XA 5] 3 X 45 2 il 98 52 TR AR A PE RN 26.8% (95% CI 20.8 ~ 32.9) ~ 39% (95% CI
30.8 ~47.2), ZREYiHFE X (P<0.01). Giangaspero MI471Z A 7E 2012 4Ei@ it ELISA
Rl 77 k% ok B HARJLIBILIgE . A FEMERE X =ABMEET T4 EM 232
JRARFNTC LS F AR PRI ik . 45 R EoR, 18 246 R A 64 1 (26%) % 45 =F il ¢
SCFEAR BTG R BLFEYE, Bra = AN E# RS 7 FHPESS A . B il i 19 2 9 e 3L o A
F1# o Handeland K4S155Xof 56 paii 165 A= i 18] 48 < 10D S TR AR it 28 08 S 2 1B AT T A, BE R R
IR e e AL (THC) A 7 45 SR S s o ek N A DR 49 = il S SRR LR, Mk 4 i e £
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F18 & B FRFMEFAILL

Rl am Al fE 2006 S AT 3 E) e A 1) sh A A i 4 2 Bt oW 8 2SR ABL THC 2528 . &
T 85 A PR TR S AR il ¢ ) IR G AR AR AT ERE 5 2006 £F [A) 3[RV 4 F L 5 0
R AL

1.2.1.7 897 3%

BEX AR SRR & VE YT, E BT 2018 4R 1 150 & ILAE FH Sk A1 25 25 i
T ERRAGYSZREATIET, 67 BRI AR @B B RS R eiE B W R
LGP ZIRBATIRST o TRHPOSE T 2013 A I 29 REIR 5 69T 1%, SRR
IR R RS = T SR 2 iR R, A H Az ik, o5 el 2=, 1
Mg AR TR0, RN AT A KT b, oS0 il L B A I D k. ST ek, 4= SRR
il 2 IR TT AR B 1 2 B R 4 A SO AR AN RO I S IR T T A AN, B
XHZIRAE AR AL 29 AT iRy 5%, I B T 2010 A BFER . #ERIF
55 10% i 12 W5 e B 58 24 WDt R ATV - BEEAT VR T, (BT AR 2R T RBCRIEAN R
Mo W 2HFET 2014 S50 A R ASIE R RI 5 AN [R] A9 4r B 48 i 2t — 20 ffe a2 9 = 1) e
o MRAE IR ASCREIRXTREIR ST, B A IR & R = KRB IR KR T U7 ik, X+ B R
19 = R VR 5218 Tl D BE B 7 9 o A SR S35 A0SR B S B ] e 75 i DX ) 1% 4 e
CRRSR) AT 48 2 SRR 06 77 W56, 45 SRR WA H B 7 25 X AN IR B FE L VR T
4 SRR A IR AT R BRI AR IIE . 2= G RIDISERITA 57 T 2014 4
ERRE, FEALTRTR S B RTERAR X B — K IR NI 200 A2 H A6 60 A H B¢
[ I 8] H BUAS R TORS S AR T AR EWOREIR . SR B R KIE L R R, 5 R R AR
HIGSET.. QIR BRI, B NSRRI G, HRAEREIE 70%. JR77 4
RORBUAE 2 IR W A S 2GR0 )T RORAN L s A8 AFT e ML BEAT VR YT, R IUT &K
Bhr, AFMBGE; 0T RCREAF R AR ty, Bl Tk s, xR
RIS

1.2.1.8 s

R X6 45 SR AR 58 IO TRBIT i i, Ko o3 RIS IR B 30 R I8 v S e 1 5 % o
R TR A 7 BT A 0088 v 2 bl v R AR R e =2 M 15 R F S IR e 180 4 = il ¢ S
RGN 54k, A — R4 3 55 1L = 2 AT FH AR 1 D e L = A e P i e f % &0
AR, AR R S KB RO BB 1 R AR, & KB TR 1
H 0 7 B A b R Fr T 5 B3R, REH R S, BDIE X, TEE RS A S
JiUE, MR DRFFIE AL T TIRAUAET . TATR 1 R85 B AR & DM 2% 57 AE 37 B T 45
FhLAR, 2GR0 H B I AAHRDE BHA N B ARy o X IR sl 2t i A,
FEARACIE S AL RO AR, JF BLRE R R 30 RULE, PRUEERA L GELIR T



F18 & B FRFMEFAILL
AR

O RIR MR, EE, Dlis dkE . TR PUKSE, ERENE
HLTIK. KRS R LSS BT AL B R I . X TR A
FERHEYOK, ZORoKIET . Tl g, TAE W ERAIE TS G,

b i i SR e D S P e S ) L - S e T R =2 S 87 P Y S
A 2 = SR AR i RGBS

MR AL BEAT H 83 LARN, AT AR LT I 5 N 2 RIS B e
Pl e, Al S AT HEAT UM B8, MISCTA IR N N5 B AR, BEAT TR A Wrin g
B S MEEER, BRI EAL IR PR AR, WARAS E A 4 3 78 5 37 SR A4 i ¢
I BT IR R A o

1.2.2 NLRP3 KM MK RHERE

1.2.2.1 2 /M AR

RYENMERIA B B H R R G T EERABOTME, RS 51KN 240
WA e R LR, AR A 56 BON AN R B2 AR B RS e v 00 . ZEE AL s g e, &
S T UM R B RAE/MA, H B ATHE TR 2 I8 2 & A M 45 K938 3 (NLRP3)
) NOD #3244 ) RAE /M . Vi 2 BaE 77 B G I R 3R I8 0% NLRP3 #AE/MEK K%
HAEH, EARARD A &P L. FILMy 7E SHEECHEIELS 50T
NLRP3 RAE/PNMEIIEGE, IFHEATS KR KB TR A 59 00 DL & ZH 248 1 g
B HiE WA K P RARTERK, 2B BEZIR T RAE N A S N T B BB /N R A A
TR, A SEEARIER (ESRD) KA. KR IORE METE A R ETE
TNy, SRR A BN, B N ER A B 4B A S T, H R
B, EWRGE A AT DO R R NLRs SRR AR RSB @& R, WS — K500 %
RES N . 40, Caspase-1 FIMUE AT R BEAE BRI 24 h W84S 2], T A2 H AR 1)
21 60 T 2 i o R AR P AN B . X AT HE S5 NLRP3 A NLRC4 7 LG
2T m o S R SRR A K100,

NLRP3 RAME/PMAZR B Z MR TEBESGME, HP a5 NOD 2K EH
3(NOD-like receptor protein 3, NLRP3). i T-#HISH ¥ 2 1 (Apoptosis-associated speck-
like protein, ASC)LA K R A2 IR 85 H /K f# -1 & H (cysteinyl aspartate-specific proteases-
1,Caspase-1), MK T H EAES SRR G B2E Hh #R e 21 28 0 512 i/ 01

1.2.2.2 NLRP3 M /MR EEH 5 THEE

HF 2R IE MK Z5ET, FEHURE L — RIBRIE RN . R4 S5 5 )



F18 & BAFAFMEZMILT

ReX 4y, AP NLRP3 R [H4y i PYD. NACHT #1 LRR = #4312, Hd pYD 0] LLAITH;
fihEE F 8 PYD AHEE A, TRE G, IR S AER /R e,

NLRP3 %M /NMAZNUA H B8 R R BEA B, HINFex Lk
(1) G 9% L2 S B 20 R BERIAE T o NLRP3 S /MA AT DL AE ¢ 1 P P B33 AR Rk
A, HZBIAFIRREE, BSOS SIEEE, 5l R R 2O R B S L
PRI g 30k o I Y I JORE I N A AR THUE B S kR, LB — FR 5 KO0E i
8 G095 R GUIE R A Y0 B IR AR, LA G R R — MR BRSO s T
NLRP3 %A /IMELEA [FE i@ s EH S P, XN T85BERGT S4Bk E &
Ty BB L

1.2.2.3 NLRP3 M /IMERIFE L

K& NLRP3 JE /MR CATEE ], TCIR 2 A YRR 2 ARk IR, # A R f
NLRP3 39 /MR EAEGHGE o DAE NN NLRP3 SRE /M BIB0E 3 B2 H T1X
S ) i 5| R 1 DL TR 2 A SR R T R AR . B B FEIESE IR, AEN
J5T W SRS AG SIBR AR R, NLRP3 JERE /M AT fi R 56 TR G 5 LR T R WG o X L8 ¢
i J V3 AR FH T 0 1E 7 A8 A E B e B SR, B AERR PR IR BT AT BR AR AR X AR
Fo M- FECS M IREVESR KA« JOIE SN ) R AR & i 8 1 /AU caspase-1
MAA . File, 5K2H0E R E NLR G SO /MR SRR, &g
BN 2k NLRP3 AT NLRC4 K0S RAE /MM . BABIFREN, ERBEXMET,
NLRP3 RIE/NMATE 40 N K MR TGS, T K2 B 3244 B A7 (TR P) I 18 425
o NLRP3 Wil BEIE 5 2 S MR WP RIEA A BEREAI R R MHRIFFRE K IL,
NLRP3 (0% 5 NLRP3 - NEK7 tHEAEH A%, {H72 H AT NLRP3-NEK7 #HH.AEH
(1) 3 T WL G AN 216,

A B SCHR KR B CCTINOD FESZAR K . F Pyrin Z5 M350 NLRP3 5P /MAk
2 ] 7R TR 5 A Ak A B R T R AE LR R AL R R B E AR . JF B
NLRP3 RNRE/MA SO 56 R g5 2 G0 1R o S AR (0 H5 0 B Sk 4% ) 1Y) = 2 L [R](08-091 - i
IMERIBOE R H—DNPUP IR S AN R0, BRRES, RE2BuE. B3t
R[5S NLRP3 JORE/MERIEIE G210, Wz =, BRI A sumo b, fff NLRP3 %
RE NG AE— A B RS 5 S EURIPIRET, B35, NLRP3 RAE/NKR] 1
— R Y5 JE AR B YR 1 DAMPs 0% . NLRP3 B0O& 7] S 340 i 1, X278 T ik 40
o rb R AR B RORE TR R AT TR AR, A RIESE, HrEAL AR Nl TXNIP 7]
BEL 187 =5 W% %% 7% 1) HRMECs 1 IL-1p A1 IL-18 [ 43, # B ROS-TXNIP ig 22 5%
NLRP3 RIE/MMERTEGETD . 5346, NLRP3 RIE/NMER—FI 2 & A&, (R4
LV O o B IO B caspase-1 HORI A/ 28 40 i A1~ 40 1 3R -1 (IL-1B) A1 IL-

8



F1E &P AFNFARFMEFMILT

18 113k, [A caspase-1 Al TL-18 )43 4h & 5 NLRP3 3 R4 i G g R 25 1731,
toll £ 524 (toll-like receptors, TLRs) & 15 AU MU R 5244, MR R IE RER

W — AN L EE L A RR Ay, e ZE 2R 453 B BRSSO R PR G A,
ATP. HEH. #ARWEH. mRNA. FILHEFEE box-1 H HHMGB) & RAAE H .
R TR, toll #5244 4 Rt LB IR L& LPS, MEBEEERR (lipoteichoic acid,
LTA) , dsRNA S57E W 195 J5 A 8 70 T 20 (pathogen associated molecular pattern,
PAMP) , FFAEBUIE AR R SR G & i B+ EEPEH . IR 2 BE(LPS) /2 41 A
I3 JRARAE R B 43 TR0, 23 caspase-11 Wi% - 4l Hf0)5i N LPS 0] LLJAT T toll FE52 44K 4
(TLR4) B #2245 & FLIE caspase-11. 1H caspase-11 & U #0047 I T A1 4E KIS 1 NLRP3
RIE /AR 52 AR RN,

1.2.2.4 NLRP3 ®M/MEEBXERFRHXER

Li CUSYEEAJF 78 2 %) NLRP3 %3 M /IMAFN caspase-1 7E 18 14 FHZEME il (COPD)
F NS 7 41 B (human bronchial epithelial cell line, 16HBECs)H ff) 3R A 17#H4T 1
I FL, KILAE 16HBECs B0 45 A H T () B A b FE vp NLRP3 RV /IMAESE 2] T+
Iy REERIYEH o Shahzad KUSSERHIE T A& A LIS % B <0 (CKD) 3 I FiE £ tHE 7t
YO N AW N, 1 CKD MIAAAEINE | R RFRMIET % . NLRP3 JGE/ME A B T2
BEE R JSSEA CKD R, HS5EAREEE SIS NERBRERGAR. 5 b5k
Bk, BSA MEAEHE 1B NE NLRP3 SR /IMA IR0, I3 B & sz 2l . 5T
B RAEMEIER, A FR 8 B BUE NLRP3 JORE FIf R 28077 o ST RERR 1) 995 )i
i, B an i 28 S IE AR R B S, FHURRS T TAE T 08X, — B, RIS
TBIT R T2 I IR TAEE B IR EE ISR o MR 7R, Il 2% SR Ak A4
RPN 3 A8 23525 3K AT BB NLRP3 RAE/MAE, feBENLR TL-1BH 203081, £ H Al
IR TE A, AHOREESE KINFFENL T NLRP3 9N /IMARLEAR ZM R A il 98 S S AR I8 G4 Hh (1)
KEEThRE . LE/NBUCEBE R I B 20 e (BMDMs) H, il 48 32 J5 A4k YL il it NLRP3/ASC
PRE /MR AFHLH fi & caspase-1 PLiEAT IL-1p70 . $5 FR, #i5E T NLRP3 TEfi 43¢
JRARAR NG PR o BRI, AR A SR AR R gL A TR], il B IL- 1) b 75 22
NLRP3, IL-1B55 1 ISR % 5 B4 B I R b

s A ARUOVE N LRI, B il 28 SR AR il 4 1) JLZE A& N 1Y) caspase-1 KI5 ASC
Fik, IL-1B. IL-18 Wy 7rih/K-F I a TR LE . AW CAEsE, 2 K PMEREAAE
(multiple sclerosis, MS). Bl 7K 7% i BR 97 (Alzheimer's disease, AD)~ WL Z= 45 MM 2= A A0 fE
(amyotrophic lateral sclerosis, ALS). 14 #%J#% (Parkinson's disease, PD)%5 7% [ & 4 5
NLRP3 FNRE /MM )3 P15 A 76 B VT B SRR NLRP3 JERE /M IR0 R 160 4%
FH TR 5 2O IR FE BT R 1K & ATP AR AL N =) IX SE#S BEFE NLRP3




F18 & BAFAFMEZMILT

RAE/NA, AR BN (1) G055 N 25 [ 37 82), Dai XIBEERE 7T 8 NLRP3 R JE/NME TR
Tt dsRNA (AR IRES, 78 Rk [ A G2 077 103 25 8 e A Rz Bk 98 E IR R
HEZEH.

RIEMENHE (IBD) B AF AL H AT A B #h, (HEEFE K2, IBD 2 —MiziE %k
REMEB, T NLRP3 85 /M S R VE s R BB GRSy AR IR S
841, MCC950. CY-09 55 Z Mt NLRP3 J&RE /IMAH 7 LEIR ST 708 P g Jis 1 7] BRAR TR v
AT 7R AR AOR, X IBD A FL iRt 7 SR . MO L RT LS 3
R A T, BREIRSER T-00 (TNF-o) 4L A7, 8k ad sl 3 fad . Ao %
W FLRE, e 2 SRR 98 (MPP) K0 IR 2 42 Dy g 1) 25 6L R0 A O 98 E IR 1
FZKEL, 2 FEMPP &R EE . #56 XH 7KL, MO 5 NLRP3 BN [AH %5
AT AR R, BN MO & NLRP3 RVE/MAT A CER, @id(E514 S, Kt
AT U ) R E R T & B K P T 185870,

123 SRR SHEERR I

BRI AL AR AL RS R I Gy BT A B T BB E . 5wSFH28E
PEA LG, AER AR R 1 fe AT DAAE B B B R AR EAR B O, 58 SUREE ) D Re TR %
ZEMRE RFFHIEHBAEN B . HUXMHRWRRNEGIRZ, GEESA T
TR E AL R M, DAL R = S TR AR AR G b5 51 AR e 0] i DR R 3K R RE I
SR ARG AL X B Re gDt 5T, H [RIRE A L RN .

B F R 2 A5 1 (Single nucleotide polymorphism, SNP)AR 4 HAEFE R Az &, 7]
I3 NEER G X J PR G A XA R [B] B [X (1) SNP Az sil881, i LI A2 A% H IR 22
ATE(SNPs), B DNA 741 o PUAS AT RE A2 E IR I — M8 o — N U, RSN 2
W14 800 MR HIL— K. K301 DNA o) 2 S M A E 2, RE
A e o i I oA s AR R S5 U7 N A AR S5 i . S'UTR i i 3 5 5 1% 45 6 A L)
77 2R e AH ¢ H B2 R 4% . 3'UTR AT LS miRNA A E.455, SR ek T 8
41| [89-90]

B DA R 2 5 X AE B 0 AH S50 T B 78 B A2 WL, ABAE N R, 2R DR RS
X CAE) Z BT, 35 B P 3R E i X POR N BB T i A 78 K
I, HLA-G F:[F 5'UTR [9-289 A7 s 22 A 14 AT e 75 i i X UG R 1T IH IS 2 I A O
FI A HEONEE NI FE AN T SMAD7 BPR ARG [X (1 E4% 42 7 5 = B DR N LSS B
o A UG A 30 ORI o 90 T AR G L DXRH S0 5 TR BT FE B FR, - N FRT 7 Lo 1) 2 SRS
FERZEEA TR ARG X o XX %05 W 5 AR 1S R, H BTE — /N &k
93 Gy AL AT B B R

H I NLRP3 55 R0 295005 (A Fe B AR/, Bl g F I 75 2 AN W &

10



F18 & BAFAFMEZMILT

BHAT R, FHAROHE NLRP3 RAEMEIAHIRAZ 570 75 SNP A7 5 945
TSRS R BB VR S R L BRI RS .

11



F18 & BAFAFMEF ML

1.3 AR RN ER 2

1.3.1 IRAR

X T AR AP A X 5 5 5 5 AR O S TR SRR LA T AT R A T B A
FEBEIEA b, A PCR I FAZend B 58 5 AL X I §% 50 3 5 594 50 NLRP3 Z: AR5 1%
XBEAT 2 AEVE Mo 4G % il RlOnr 45 S il SRR By PR 22 57, T NLRP3 R A%/
PR I3 A 22 26 5 fi 8 SR Sy R BTPE AR SRR T . I3k — 2820 #fr NLRP3 R A%/
AR S 2 DR A [ 6 R R A (1 s 58 SRR IR G 1 L, 34 PT BAARC A 2 S Ji Ak 5 Jgk ik
[] NLRP3 7 VE/MARIAI IS R 2, D9 & U4 = i 2 SR AAHT it R B35 B fi o

12



F18 & BAFAFMEF ML

1.3.2 HiRE{L

R AR AL X AL 37

A

RAE 47 i K ML
= i J&[ FEHUIE R 2H. DNA
S # i
N i b PCR 1%
A
NLRP3 B[R HEgmbd X AE NG T
b 5 AR o S I B AR R AE
ELISA 751 S
2 26 3 SR AR 98 45 e

v

Gei LI B 5 AR 1
e

l SPSS it #r

A T ARR AT 28 S SR AR 5 Sk S DRI R, R P 340 =1 A 8 SR AR
BiiR, DNER=FET R e SR AR K

13



%28 MEFEMXRIFEFRFSFEER FREMRAZRFMEFFES 5 BAFRFMEFMILX

%28 FEARRAFERESFRRERARNL T RELEEAE
5434

[HGEY B i AR s b At X G 5% 5 =2 5 5% A oo =5 IR Gt 28 S AR I 15 L. T
e A 4R 2 S JFEAR(MO) ELISA TR A HUAA IR &, X 5 5B A AL M X 35 43 40
BREAK 237 H W 15 o = R AR 5 2 5 AN 45 25 SR BE A L3 25 2L 800 1 IfLiE A A #E AT 45 2 Ml
RSFARPUE G RIRTI . 255 Hram Ot AL X A B 5 2 R0 54 5 2F A 40 2
Fh 2 (B A7 AE 20 2 1l 28 S SRR IR QLI SR o WA 5 5 =F MO-Ab [H 142 26.00%, MO-Ag
FHPESR 22.91%; F48E 75 F MO-Ab FH1EZR 7.34%, MO-Ag R 19.71%. 45it: HA
Hiy X RGBS B PR BH 1 2 5 2 v TR AR S o AN (R4 = S Bh i A 0 BH e 2R T 2
2R,

SRR R (MPS)& SRR G A — R e F . =R T, JFE
AR EARREPIR . ERIESZHIEZIMAEY, ORFIR. FUIR. 2ECREE P9,
£ 1963 S B XTI 2240 FAR N 0 B 23, J5 H Carmichael®* M L E R dr 44 . %
FE 3 [ P 9B DX M 30 A, SRR R S I R IO = I I, SO SRR S
Thy ETYERMEIOE o Y BEAR A o 72 il A0 100 Jis P 0, 0 A A 2T 4 2R A AT SR E A,
i HE B B RIRAE S HAT, R B R o T AR IR UL e s A
VAN 245 2 il 28 SRR 20590 e mI A, AR Rl SRR (MO) BRI T2 /)
oA B K S, B TR A A AR R By, 7 EL ARG T IR A ML B AT R R
R o A ST I R A 4 = i 28 SR AR A [ i 9B BF A DX VDR AT 1 DL 4 B L
SEERA FRE BRSO R A B AT, A DR AL X o R A A R v 55 82 e i
LB KR .

2.1 MRS HE

2.1.1 i 3e# 4t
2.1.1.1 HEBIRESAIE

2021 5 4 A & 5 AEHR A XA AL 1, BEPLREHER N 2~3 Z 14
SERIEBKILI, 3% 800 o KERARUF (R 40 FHF KA B T 505, FrH B R s,
oS BB e rb H BT B G 0 R e 2B AT AR A0, 3000r/min, Smin, (USSR
AW IFREATRRE ERFT, ZJaT-80°C KA IRAF#

14



%28 MEFEMXRIFEFRFSFEER FREMRAZRFMEFFES 5 BAFRFMEFMILX

2.1.12 FERFISNE

*® 2-1 BRI SRR

Tablel-1 Main reagents and instruments

FERAN G AR
45 2F it 98 37 JR AR (MO) Ab ELISA #: i 7) & F [ TSZ A F
45 F il 98 57 JR AR (MO) Ag ELISA Kl 7) & F [ TSZ A F)
M e IR A [l MEMMERT 7 ]
3001-1311 BUEFFRAX TR CHRBHE R R A F

2.1.2 %
2.1.2.1 LBER R Z R IHTIRRHE T

403 2F I 98 S AR oA ) s R FH 95 [ TSZ A W) AR 77 1 45 2 W 28 5 5 A4 (MO) Ab
ELISA eIt &, AR Ui W 5 b B AR 20 Rt AT il B 8 A

2.1.2.2 4R IR LR AR

245 2F I 98 S AR B SR ) s R FH 95 [ TSZ A W) AR 77 R 45 2 W 28 5 5 AR (MO) Ag
ELISA eIt &, AR Ui W 5 b B A 20 Bt AT i B8 A

2.1.3 RS

AR TS Hdh ) SPSS 20.0 BAF AT HHE ST iH b, FR TR 1T ikt AT 2=

FRETELRL Bl P<0.05 RonZR RE, HAARNGFEERIR; P P<0.01 RonZEF ik
BE, HAARKS FBERR.
2.2 iBEEER

2.2.1 #ERIgE

AR R P A XOASAL TF 37 20 2 LG 3 800 1. 45 2R WAR 2-2 P
% 2-2 ME R SRR L

Table2-2 Collection of serum samples

PR IX (800 43)
M v (RS
MIEREA LY 323 477

0 Rl

15



F2E HEFRREMXBERESTERREREMEZRAFMEFRES 2T BAFREMETEMILX
2.2.2 IR RAEMX A EmMPLEEMEF+H MO-Ab ELISA #&M|45 R

MFE 2-3 R LEH, FrsE AL X IG5 5 £ 1) MO-Ab FHEZR N 26.00%, BE46 W =F
] MO-Ab FH % Z N 7.34% , P AN45 = & A ) MO-Ab FH R A7 7 2 7 th B 3%
(P<0.01) .

2.2.3 FBFAEMX A ESAFHLEFMMFEF MO-Ag ELISA #&M£55R

[FAE R 2-3 AT, ram b ALHL X PG 7 5 1) MO-Ag ANPBHTERR 22.91%, B ff e F
(K1 MO-Ag BHTEZRN 19.71%. 245 RAE R HIX AR il 2 T () MO-Ag B 5 22 5
¥ (P<0.05) .
R 2-3 B R GHALH X AR R 4R I  MO-Ab Fll MO-Ag Rl 45 R 3%
Table 2-3 Detection results of MO-Ab and MO-Ag in serum of different breeds of sheep in Yili region of

Xinjiang
. MO-Ab MO-Ag
R (EHfyaso PR B (PR ED FH 1 2
WA 5 o 84/323 26.00%" 74/323 22.91%:
[REES 35/477 7.34%5 94/477 19.71%?

H: F—EEF B EARNS ERFRREFEYE (P<0.05) , AFAKEFZERREFHEE (P<0.0D) .
Note: in the same column of values, different superscripts with lowercase letters mean significant difference (P<0.05), while

different uppercase letters mean extremely significant difference (P<0.01).

2.3 18

40 2 SCIRAAR it 2% A2 P il 98 SR AA SRS I — b =F (1 BE e PR AR G . o B
B0 S 22 WP IRE HE HY ) 20 WD A5 KR AR S BRI R . 12— BAE R
WiAT, HARGL LA R, B A R ORI AN R (e AROREIR o = S AR il 28 1)
TATIEAE S TR R ™ 25K

LK, A KEZE 2R AT I DURIT R BN FT . RIECTTENALE 2015 458
LS5 /N S A% G PO BEAT VS S R A, P A SR SO AR ARG P RO 15% . %]
SCEPNAE NAE 2017 SEXDET SRR & . AT, IR AT BARHIX R 5 AL
F 80 T SCEAR N 2 A A DUBEAT MR AR A, 45 BRI % 3 3 A A SR A il ¢
OIS DL . 1 ZEONZE NAE 2018 360 7 4818 = 5 4 27 SO ARl 58 S AL DL BEAT I
EFRE, SRR DX SR AR il 28 AL P VE 50 57.14%, Ui W4 = fili 2 S
FETE FE RS RAR TIZAT . FREEUOOSE N AE 2019 SEXARTE 17 40 7 5B A4 it 28
FE L EREAR A BT 16 DUBEAT LS 52 8 A, 45 3 B0 1l ML 1 i MO FEPE & e ik
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%28 MEFEMXRIFEFRFSFEER FREMRAZRFMEFFES 5 BAFRFMEFMILX

88.3%:

FEMAT 11 A EIRER 3 A0 22 ERFT, WEA 5T I IRGE +
Rl B 2SR R, M E 3 H 2 4 7z 20 Bl sk o, £ SR A 3 X RS
M3 rh I 3 A7 AR 47 SCBR AR IT R IR R, JF H 2SSO RATI, X120
HIF R A e fGE H D AN R AR TR AN R SE R A BT 257, AN AR BUr 40 = |
ANTR] it ol 4 208 2 0 400 = SR AT 5 1) B3 BEVE AT BT AN [R)003T, {5 SO 04048 N AE 2019 4F:
SXoF 7 ] L P 2 DR T R EL M b X ) 1628 40 2 T J 4 2 il 98 S i I i 2 R
25 SRR LT SR AP A DX EE M b X P54 40 3 S AR I A TR I L R - JF HL A 4 =%
i Pl B BE P 2 T A — ML XA R BT E R 4 2 . AR BT FU R BUA A 40 2 B (g
SR TN A B R E ARSI R A (BERE T, XSG NI T
g2

R 2 HUH R 51 B 1) 245 3 it o S G 407 = il 98 SR AR LR 2y T AR b A, (Hizk
W R A AR (T MRS TA RS BEM A (AR o Tzl
W PG n] e S T I% IR S S0 R 51 HE e X 407 5 il 58 SR AR By Sk, 0 b SR IR T
TP AT SRR A R . A FTRER AR (RSEE ) | S AP, HERK
USNS U Nl - e i o T A W S W S 4= S SR /N TS i 2 P e N PRSI D W S e v i
MBNPA LR (EEETF) RRGERE S T ARG A (B .

HBG AT L, 40 3 SR AR 28 76 35 S AP AL DX £ B P AR AR R I R, AR R )
A RINIE 7, WAl 3 X R 3 37 SR e 4 = S A i R I B R A R A
HAR R IR GER 5 IR G R GRE A AR R BT, BEILR S 1 38 58 = TR AR ML %
JERPIRDL, XX A SR IR N B2 5 BHIF AR B RUAM A LA th 2 — T0™ 02 (1 Bk Y
N T N B AR e R L, HESDHTEE B A PR R, A ZBUIN SR X 1% ) EEAL,
BHETR, INsRpiE.

2.41\E

(1) AR08 Ao %o 35 8 P ALt XA () 4 = ot o 449 =2 il 28 S S A Tk e 195 DL gk AT 1LV
FE, SRER, FEHIX T E S AR v E I MO-Ab [ FH YRS H #E 0 14.88%,
MO-Ag B PEAE 308 21.00%. ESE [ EHT 8 G AL DX 7 AL IR B 3 Th AR E 48
SRR N 9 TG BT A

(2) AL X BB 50 3 MO-Ab FH A H 2 26.00% A1 5% 4 5 5 MO-Ab FH A H
R I3A%FHEERREE (P<0.01) , FEHIXIGE 5 MO-Ag FHER tH # 22.91%
A4 78 3 MO-Ag FHMER H 2 19.71%FEE R BE (P<0.05) o PG 58 0l 28 52
JR AR R B G 28 v T AR T =
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%35 NLRP3 BEIEHIBEX HA5M SHEM % % Rk S B HIRX TS FAFASRLFTRY

58 3 & NLRP3 ZEEIERBX LS SHFMAK IR EZ RMERIMEX
M

[HR2) B: 50 B AR 5 20 2 Il 98 SR 2 It A DG IR B IR 22 A MR A
LR R PR B AR AR B, . 7k AWEFLLANLRP3 LR Rk R, ik
UG 6% 50, 2 5 05 48 70 2 A48 2F S A R 800 4y ILVBRE AR B& A4 6L, R I PCR B 82
DU P3G DU PR A 45 2 i MENLRP3 BE ] 5" 3m 3R 4 A5 X (S'UTR) A 3" JE i iG X (3'UTR)
JPHIRI AL IR 24 (SNPs) , FE M AR SNPAZ £ -5 4 = S AR il 98 18k 4 2 ¥ AH
K. 45K 7013 B NLRP3 B [ 4F %% 15 [X SNP A7 s, i 16 H C38233659T
C38233866T. T38233881C. A38188131C. G38188003A. T38188153C. A38188237C
7 ARG X SNPAL 55 ;. fENLRP3 %K S'UTR I A38188131CHL 5 WA B% 70 - MP-Ag
FH A% ATMP- A g 14 A [7] 5 R B A 3R 2 TR AE B E 2 (P<<0.05) . 4. NLRP3
SR 57 AE GRS X (S'UTR) I A3818813 1CAL £ 5 A H% 7 2 MO-Ag B P 5 MO-AgBH 14 &%
Ve 2 (B AAAE — 58 AR SGHE, DRI RIS B 40 = il 98 S S5 A4 5 I PR K T a8t A A Ao

\\\\\

AR, D HERE T 9B IR I PR A R, A A AR S IR B AR R AR R
AR A, PR TR AR, BT ANESE S AR RS R R PR BEE N A R A
45 7 5| B RE ORI P AN P A ] AL, 3 EOHT SR TR X SR R TR
JF o 07 2 S AR il 9wl A R e T SR 4 2 7 ol O™ B AR G . — . AR R 5L
JFARTT RS, L LB RS A . BRESE, M MR SR E .
2 P EUR AR N, GBI TR R RIR B, 3 Rl R At JiR R 4 B
G UNAT IRAF I . RS R SRR S, R 48 3R AL ok 1 BRI BF ik . NLRP3 #
PEANMR R FE R FUR T 2 M RAE/ME, RIET 2R i, 25 %R RAE TR
TR SR S RYE S RGN B A7 H AT NLRP3 RK E e 1 B &
B RS B T IS AR A AL P ZEAED ), R BE N AR S SR AT R XU ORI T
FPHPAER S 5 YA <. HETA T FTIESEN, 8 NLRP3 5 A 2 % [X A7 (£ & 7>
SNP A7 5.5 4 3 SCIE AR i 28 1) 5 SR AT 5%, ELFRATT 0T 2 A1 £ A 2 ) DX 903 11 36
A5 RARE IR AT Bk B —F8 70, AL T ARGt DX AL T R P 1) [T A 38 A% A A
PRk, AR Bl e H G % 0 SF ATBE A8 7 = 9 WESUxt 5, RS NLRP3 Jk [AHE 4 5 DX I
5, Mt NLRP3 ZEDRAE RN 48 3 it B A IR 2 A PE (single nucleotide
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

polymorphism, SNP)f7 55,  FFXJ 1% HH K] SNP A7 sUdEAT 7047, UG I% tH 55 45 3 it 98 3¢
JEAR Gy AR R A A PR DAL AL, D9 an 3 A AL & B2 kAt

3.1 RS

3.1.1 #mKiE

2021 4 4 H & 5 HAEF R AL DA s =F 3, (] EDTA Fiude 5 2 R ML
BENLREEFRE A 2~3 B4R FEF KA, S 800t (FEAE RS W& 3-1) . ik
PEREA SHUR I ERE AL 5 2 206 ELISA K0l 45 B e X 0 IF, W NAEAS S, Mg
FEAL MFEASLR A F— R, D Eaidi.

2R 3-1 40 °F B K LB i OS5 1L

Table2-1 Collection of venous blood samples from sheep

FEHIX (800 47

AE AT I 5% 50 F B 4R 5
IIRTE S 323 477
3.1.2 AWIAFI 5% %
# 32 Ik 5 k&R
Table 3-2Test reagents and equipment table
IR anwnl KSR E G 3
IR/ /20 ZAFE DR 2H DNA $2 ) & R R A TREHEAR MRS A R A A
2xTransTag-T PCR SuperMix et e EARA A 7
Trans DNA Marker 1l XS ARA R A A
ddH20 A T AR TRE (i) B G PR A W
BRIk R B RERLH R A7
Gel Green %R 44k} bR 2SRRI ERA A
I R BRI L VK R R FAEYRER R A F
B R % [ Optast A ]
SW-CJ-2F sk TAE& RS A R 2 F
XMTP 2045 A1 =L =i K i 54 ARSI A R A 7
0L (e E RN YN
DYY 12 B HL KA Bl A &I
UKFEFIVKAE T iR AT
Tanon-1600 %Ei BAZAL FH#ERERHHR AT
PCR 1% Bio-Rad(H H) A R A #
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

32 A E
3.2.1 [;% DNA 12EX

KA ACSOR AR AW TR B 554 R 2 =] A2 7 (0 L/ 40 i/ 2 233 PR 2 DNA S AL

£
3.2.2 $%% 1.0%I5BEHEREES

I 1.0%Z5 R B e B LUK HEAT R, AT FH T i 5 DR A Aan il

1.0% Bt i A 48 Fsz (1) 1) 5 <

(1) FR&E 1.0g BEHEAT 100ml 1xTAE Buffer H.

(2) AN 3min, B 2 VAR 5 A5 RUE WA JC T -

(3) EFAE RPN, I )5 4% H .

(4) 1E 1.0%3I5 fEFiEL R h i\ 3uL Gel Green B2 Hekl, 78 01R %] .

(5) BINHLBELF AR, i ORER R, 84540 30min BEFH f5 1R H

Hiito

3.2.3 5|4t

5k

42 GenBank $2 143 NLRP3 3: X mRNA J¥ % F] ] Primer5.0 ££ 25 ¥ it 4 X% 5]
Y GEIE R IR 3-3) , 5IYHE SEEMEEYE ARG R AT A K.

# 3-3 NLRP3 £:[A S'UTR I 3'UTR 519151t
Table 3-3 Primer design of NLRP3 gene 5 'UTR and 3' UTR

5| ¥ 44 Fx Forwrod (5'-3") Reverse (5'-3%) Bkl HEX
FE(°C) 7N

NLRP3 5'UTR (1) TGGCTCAGACGGTTAAGAATC TGAGATGGAACTTGGGGTGAT 56 578 bp

NLRP3 5'UTR (2) TCTACTTCCATACCACGGAAC CTGCTTCCTGATGCTATCTTG 55 553 bp

NLRP33'UTR (1) GTGAGGTTAAGAGAGGAGACG CATCCTCTGACTGAGACACTG 56 429 bp
NLRP33'UTR (2) CAGCATTAAGATCATCCCTGC AAGTTGCTGCCACAAAATTGC 55 381 bp

3.2.4 PCR § 1

B SNV E OEH, FRidie b, RN OHL, 2000rpm &0 30 £2, U A
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%38 NLRP3 BEERBR S A SHER KT RS B a0 X F5 BAFAEMLFLT
JAN PCRAXZ:, H2 R BiAR - #E4T PCR 73

% 3-4 PCR X MifE %
Table 3-4 PCR reaction system
AR/ D ix 50 (pL)
2xTransTag-T PCR SuperMix 25
LR !
kY
DNA i 2
ddH-0O 21

% 3-5 PCR ¥ 14587
Table 3-5 PCR amplification procedures

VR IF [A] T
95C 3 min 1
95°C 30s 35
55/56C 30s 35
72°C 1 min 35
72°C 5 min 1
4°C 10 min 1

3.2.5 IR S HE R B HR Sk

(1) R BB I BN FE VKA M 1xTAE Buffer 3= 35 AR s
(2) B 5uL DNA Marker IS —FL, 1ERFRIC;

(3) HUPCR =4 SuL, AKIIMAF AR b SaEfL A

(4) EERIFIEAAR, A7 HEE 120V FIK 20min;

(5) HIKGEHIGE, FEEUR UG AR I ML R

3.2.6 AR

I Fr45 R K H] DNAMAN AT Chromas #1704 He e S AT (&1 . FI T SPSS 20.0 1
BEAT RO AR I S R ) A 22 5, TR 5 A B8 BEAT I R IR R IR T
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

33 ERDH

3.3.1 NLRP3 HEFEAE4RAL[X SNP i & HI ik

K BB 243 % NLRP3 2K ff) 3'UTR #1 S'UTR #E4T SNP {7 50k . PCR
PN 3-1. B 3-20 BI3-30 B34 PR, RSB, A S Rk, wikE
M, #5 SNP A7 s f il e i B an b 3-5. B 3-6. B 3-7 Al L. I 45 3 5 NCBI #¢
P e B RATH) NLRP3 2R AEgm S X Fe 1, fi FH DNAMAN #AFEAT 20 B bLxs, I i
Kl {8 F Chromas 3 AFEAT HEb . JE0IEH 7 DM EEGAS X SNP A7 i H R34 7E 3'UTR
) SNP £7 A 34N, 20 N C38233659T. C38233866T. T38233881C; 4rAiifE 5S'UTR
) SNP A7 56 4,507 A38188131C. G38188003A. T38188153C. A38188237C.

bp M 1 2 3 4 5 6

500bp —429bp

Bl 3-1 NLRP3 2K 3'UTR(1) PCR 4™ 384 il
Figure 3-1 3 'UTR(1) PCR amplification of NLRP3 gene
7E: M: DL1000 DNA Marker; 1-6: NLRP3 #:[K 3'UTR(1) PCR # 8 7=4)
Note: M: DL1000 DNA Marker; 1-6: 3 'UTR(1) PCR amplification of NLRP3 gene

bp M 1 2 3 4 9 6

500bp
+«— 381bp

& 3-2 NLRP3 3£ X 3'UTR(2) PCR 3 1448
Figure 3-2 3 '"UTR(2) PCR amplification of NLRP3 gene

7E: M: DL1000 DNA Marker; 1-6: NLRP3 %:[X 3'UTR(2) PCR #" #47=4)

Note: M: DL1000 DNA Marker; 1-6: 3 'UTR(2) PCR amplification of NLRP3 gene



% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

«—578bp

Kl 3-3 NLRP3 JE[X] 5'UTR(1) PCR 4 345l
Figure 3-3 5 'UTR(1) PCR amplification of NLRP3 gene

7E: M: DL1000 DNA Marker; 1-6: NLRP3 #:[K S'UTR(1) PCR § 18 7=4)

Note: M: DL1000 DNA Marker; 1-6: 5 'UTR(1) PCR amplification of NLRP3 gene

bp M 1 2 3 4

500bp «— 553bp

Kl 3-4 NLRP3 R 5'UTR(2) PCR 4" 34 Kl
Figure 3-4 5 'UTR(2) PCR amplification of NLRP3 gene

7E: M: DL1000 DNA Marker; 1-6: NLRP3 %X 5'UTR(2) PCR ¥ 174

Note: M: DL1000 DNA Marker; 1-6: 5'UTR(2) PCR amplification of NLRP3 gene
3.3.2 NLRP3 £ [& SNP il S g0 E T B S
3.3.2.1 AEIGEmTN NLRP3 E & 3'UTR C38233659T i = 53 #hr

95 Uk A 5 B HE A M, PCR Pl ¥ J5 5 LA GenBank H 4% 3 (] NLRP3 3 [
mRNA £ % (GenBank &35 : NC 019474.1) JNbr#EF 4, F ] DNAMAN %44 Al
Chromas 373 AR S B% 5 2 5 5% 4 50 = A48 3 M 3'UTR [ C38233659T £ s gk AT
FFE AT (B13-5)  XEPIANGRE SRR A S SR R R R . S B RCR AT Bt
Guit g5 Rk 3-6 fin, fEME wFE 55w F R4, NLRP3 3K 3'UTR (1)
C38233659T Af Al B =FhF R M. CC. CT. TT, FHAmypsse E it A3 AN
CT, BFEMRTLFEMMMARREIN CC, AEMHER N C.
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55 3 & NLRP3 HERIEMIDX LM 5B F IR 2R 14 5 Rt AR X MR AAFAEMEFMILT

" &« = = = ®m = = = = = = r . 5 9 d . . . " .
‘:I \
‘ / A \ U S O [
i '| | |\ | \ llr \; \ / ll.' ‘ 'I‘ ‘If .‘ll ‘\ f' \ \ FJ’ \
\ AAVARTERVIRVERVARY /o ;oY \ /oo
.pl
|
| ]
| i A N A
.|I ‘I \ f ) ;J I [ ‘# \ ,‘I
‘I \ I /, ‘\ ; ‘ 1 ( ."I |
\ | 1 ll ’t \". “ ‘ "il I’\JI \
L ] | ] L[ ] . . 1 ] | ] Ll n ]

/& 3-5 3'UTR ) C38233659T fif 1 PCR il FF 1 5]
Figure3-5 PCR sequencing peak of C38233659T at 3'UTR
H: A NGB B AR F
Note:A is Kazakh sheep;B is Suffolk sheep.

%% 3-6 NLRP3 3E[F 3'UTR [¥] C382336597T {7 s 5 [F LTI 56 15 25 {07 3[R A =R
Table3-6 Genotype frequency and allele frequency of NLRP3 gene 3'UTR C38233659T locus

FEA R HER A3 J LR AR AL e
fn - .
® cc cr o TIT cC CT TT C T
B 323 86 151 86 0.2663 0.4674 0.2663 0.5 0.5 58.986
PEAESCE 477 254 159 64 05325 03333 0.1342  0.6992  0.3008 (0.001)

SoF A B 00 2 5 AR T8 2R AE NLRP3 JE K 3'UTR ) C38233659T 17 s it 3k R B A o 5
GNP R FEAT 08, IAE AL SUE B% 5d 3 5 6% A e = 19 22 DR 9 A A7 22 el
SEMRUS (P<0.01) .

3.3.2.2 ANEILEFESFN NLRP3 E[F 5'UTR G38188003A iS4 #f

FI|H DNAMAN %44 F1 Chromas #C2E X W6 5% 50 2 5 5548 50 2E & NLRP3 28 5'UTR
'] G38188003A i HHHAT AT (B 3-6) o BETE L =F 5 5% 4 v 2 AE 1% A7 A ) 3L R A
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

AR AEALE IR AT GE i, SR WK 3-7 P AE AN 4R Rl el NLRP3 3t K]

5'UTR f¥) G38188003A fir i Bl =FRFEKI L. AA. AG. GG, HPRHILREAILEHA
GG, MAZENERIIIN G.

P 3-6 S'UTR G38188003A {7 s PCR il U <]
Figure 3-6 PCR sequencing peak of G38188003A at 5'UTR
H: A NGB B AR F
Note:A is Kazakh sheep;B is Suffolk sheep.

% 3-7 NLRP3 Z:[R S'UTR G38188003A 7 st Sk [K LS % b5 55 1 S [RI A
Table3-7 Genotype frequency and allele frequency of NLRP3 gene S'UTR G38188003A locus

P ﬁfé R RA R R A S A7 B[R A 2 (P)
= AA  AG GG AA AG GG A G
M= 5 =F 323 11 56 256 0.034  0.1734 0.7926 0.1207  0.8793 46.171
A T2 477 16 16 445 0.0335 0.0335  0.933 0.0503  0.9497 (0.001)

SIS B 50 2 5 R4 78 2E AE NLRP3 JE1K| 5'UTR ) G38188003A 47 5 it i P AU 4o 5
AT FE AR AT oA, RIRAEIZAL RUVS 7% 50 2F 5 554 b 3 10 25 DR 28 00 A A7 A2 22 e i
BENIR (P<0.01) .

25



% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

3.3.2.3 ANEIGESTN NLRP3 2 [F 5'UTR A38188131C AL &4 #f

F|F DNAMAN # 4 F1 Chromas 3K 4% P& 5% b 5 5 7% 4 50 S /E NLRP3 21K 5'UTR
K] A38188131C i - AT A0 M (8 3-7) o MATGET02E 5 05 AR 70 SE AR 1% o 1 32 IR 77
B BN EERACR BT St 45 R AR 3-8 Fron 78 B AN 40 SE i AR NLRP3 A
5'UTR [ A38188131C fi it il B =Fp A=A AA. AC. CC, HHRHBEER AN
AA, AL N A,

] 3-7 S'UTR A38188131C fi7 i PCR 7 i [&]
Figure 3-7 PCR sequencing peak of A38188131C at S'UTR
TE: A NISEEE A B OB AR O

Note:A is Kazakh sheep;B is Suffolk sheep.

2% 3-8 NLRP3 3:[R 5'UTR A38188131C /i s Ik [R] 70 il % b5 2 for 35k K] i %

Table3-8 Genotype frequency and allele frequency of NLRP3 gene 5'UTR A38188131C locus

o ﬁi&%& FEER AN 5 TR RATR A HE RATUR 2 (P)
L8 AA  AC CcC AA AC cc A C
Ry S 323 279 22 22 0.8638 0.0681 0.0681 0.8978  0.1022 40.369
[GREEES 477 350 111 16 0.7338  0.2327 0.0335 0.8501  0.1499 (0.001)

o S % 0, 2F 5 5548 50 £ 7E NLRP3 %58 5'UTR (1) A38188131C i s [ 3£ [K] U 4T o 5
SRR AT b, R IMAEZAT SO B 50 2 5 AR 70 = 1 BE DR B 0p A1 A7 1E 22 R iR
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

SBEMIE (P<0.01) .
3.3.3 NLRP3 B & SNP il S 548 Rk X Rk 5 B ot

3.3.3.1 NLRP3 E[# 5'UTR A38188131C i & SMEFE e A X [RIA R RIHE X
#hr

MO-Ag FH 05 % 32 3 5 MO-Ag B 1% 05 % 9 3 7£ NLRP3 5[5l 5'UTR A38188131C
A R ZE R RS WA 3-9 FivR, & RTTRE 13 H MO-Ag FHTES MO-Ag BIPERS §% b2
FRREE AR AFEREEER (P<0.05) . ASARRIERY C &0 3 HHER
ZEERALZE (P>0.05) . M EK MO-Ag (+)5 MO-Ag (FEASK H %8 2 2R
FTfS &5 5

%R 3-9 NLRP3 J:[A 5’'UTR A38188131C 7 s Kk A R B3 0 507 Bk PR A1 5 1 162 7 5 MO-Ag 17
FS I
Table 3-9 Correlation analysis of genotype frequency and allele frequency of NLRP3 gene at 5S’UTR
A38188131C and MO-Ag in Kazakh sheep

MO-Ag (+) MO-Ag (-) 0 b
0.5000 0.6265
AA (37 (156>
0.2970 0.1687
T 51 2%
IR AC (22) (42) 6.2922  0.0430
0.2030 0.2048
cc (15) (51)
S R A 0.6486 0.7108
o 70 0.2456  0.6202
C 0.3514 0.2892 : .
(300 (29)

3.3.3.2 NLRP3 £[& 5'UTR A38188131C {5 5iEa e E & X R IR R RFE XSS
#hr

MO-Ag FHMH 48 7 3 5 MO-Ag B M 5% 4 70 =F /£ NLRP3 3:[X] 5'UTR A38188131C
AR JE R R IR 3-10 Fios, & RIS MO-Ag BHYES MO-Ag A4 5% 4 b
FHERAMHREZRANEE (P>0.05) . [FFE A ZARERIR S C A RE Z 7
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% 35 NLRP3 BEIFHBX LA5M S55E M % 5 B 5 R RE L SR AMFREMEFMILT

ANEZE (P>0.05) . FEARTEER MO-Ag (1) 5 MO-Ag (-)FEAK H 2 2 = il36 15 i

+
4

% 3-10 NLRP3 JE[F] 5'UTR A38188131C fir. 17 J K B 4514 F1 857 R 5 5% 4 92 o MO-Ag HIAH G
vaxiil
Table 3-10 Correlation analysis of genotype frequency and allele frequency of NLRP3 gene at 5’'UTR
A38188131C and MO-Ag in Suffolk sheep

MO-Ag (+) MO-Ag (-) ¥2 P
0.4043 03838
AA (38) (147)
0.4468 0.4151
1 45 5%
HERGE  AC s o) 1.3351 0.5129
0.1489 0.2011
cC (14) 77
0.6270 0.5914
e
SRR A (62) (64) 0.0273 0.8686
. 0.3732 0.4086 : :
(36) (39)

3.4 7Hg

3.4.1 EHRBXAEEERFESH

SN F IR P SIANR], AR T DR R TE i A b ke 2 0/ A R A2 T 2 B
X1 25 PRI A% R T 1 e 06 1 i AR LK) RNAL AT EAT 2 R I e A7 T AE b X 1)
SRR Y 51 BORANREREAT S R I & R (AR SE DRI 220 T R AR A R A
WEFTACIL, 5k DR AR A Y AR ) i e A i PR BRNIRUA T 2 TR B b U B S AR
5t QR FZITIR L A TE(SNPs) MG AR 5, X LGHT V2 43 A7 7 2 PR 2 rp10o-110),

LSRRG AD X A7 A5 35 A0 24 2 1) ARG TS DNA J7 51 & AESi S RNA J7 51, X L85 5)
EAEAEVI AR K T B A AT BALRIAE R o DR A9 5 DXL S WA S8 HR 1 7T
B W, BN, BRI AR S X CA B ZIBHIT, Kok Ttk (s
I TR B AT SR DR i B X (1 A% IR 2 R 5 N IR BRI A AR, EA R AE
G B DX 11 A% IR 22 A PR A B I TR IE AR A

3.42 AE4RFEmFN NLRP3 EEAEHRAL[X SNP i & R ik

{5 SC O E NLRP3 HE [A] (¥ 2 5 [X 3L 975 46 Y 14 > SNP A7 i, Al 56 R U A2
NLRP3 FE DS R AR B [X R 15 A7 A 5 40 5 S BRAARl 28 S SRR AR SR Y0 SNP AV s, 45 AR I
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%35 NLRP3 BEIEHIBEX HA5M SHEM % % Rk S B HIRX TS FAFASRLFTRY

FEFEATL e BBORIr 88 F7 AL 3 XS 57 5 3 5 548 T S (1) 800 £ DNA FEAHT, ffi ] PCR 1
FARGREE W By, @i BEF 7775, FE NLRP3 K2R AEgwbd X 345 2] 7 /> SNP
B, o 3'UTR R B 3 4> SNP 7 55,(C38233659T C38288866T. T38233881C);
£ S'UTR E & Bl 4 4~ SNP £ 5 ( A38188131C . G38188003A . T38188153C .
A38188237C) . X} EL AT KGN E 1K) 7 4~ SNP A7 &5 fr g i 1) & F: 82, K B FE 3'UTR
C38233659T N s SLAG i £ = FhJE K AY: CC. CT. TT, HrPmaps e Ert It xi sy
CT, AR FEMMRAIERETN CC, AEMIERF N Co XM 45 R AT LLxt R TG
TS BEAR S E AR S R AR R, HC RN T. RARESERER, Xix
B U R Y 2 AT EAT 38, IG5 5 S AE AL IR DR 2R 0 A 5 5 A e SR AR A
IR R ) AfFAEZERWEZE (P<0.01) . B4, NLRP3 #[X 5'UTR G38188003A
IL 55 AE WA B 70 2 5 AR v SR A A I B = FP L. AAL AG. GG, MEEw 55
1 FE RSB RN GG, MHBFEMERBE N G, X NLRP3 5 [H S'UTR
G38188003A fir sl E PR Y A AT AT R T AC IR 20 #fr, KIS B 30 3 5 554 v SE B2 A U
SR AFAEE R W (P<0.01) . NLRP3 #:[F 5'UTR A38188131C fi S5 7EMAT
TS AR R R AR I B = AR . AAL AC. CC, PATEw2E 5554 w0 E R
IR AU AA, AR BRI Ao X NLRP3 5K 5’UTR A38188131C fir i it
IR 3 A AT R OTRE IR 0 A, R IPE B 3 = 5 5% A 5 =F A5 1% 7 R (%) JE DR B 23 AT A7 AE 22
SR EE (P<0.01) .

£ NLRP3 %X 3'UTR T38233881C fi i, HLEMGE o EREAAF M E] TT. CT.
CC =M RERA, MpErE MR AREREEZ TT, MAENERE T; 7E NLRP3 £ [H
5'UTR A38188237C fir i, RAEGE MR FHHAA PRI 2] AA. AC. CC =HpLH A, =
T ERIR AR A AA, TRBEAMEEECN A; 7E NLRP3 J:[K 5'UTR T38188153C fif
s [FRE R AR AR R A I B =M R Y. TT. CT. CC, F¥4E v = B 35 5
RALE TT, B NFERE T; XFEWH NLRP3 £ [X 3'UTR T38233881C fi £+ 5S'UTR
A38188237C fir ki 5'UTR T38188153C fir st () JE A1 B 4341 AT e 5 49 =F AN [F] it Fh A %
WFFCR B, T L 05 i J AR P 3 A2 AR i g ot SL AT I B AZ IR s, R LR
AR A B 7 41 R EBE AL 23 A S B 2,

3.4.3 NLRP3 7 55 IERIBX A0 A38188131C i 548 Emd B AR
et BOAE M

Oz ARE AT OO A S, REGEE. WL RET. AEEEZ
B ZIRRIAR R IRIE . R IEMIZE N 2013 SEAE N 520 5o AT 50 16 T A A4 N RS2 70 18
MR SRR . EHESEMASE N 2021 SEX W B R SR X 5 S RIBRAL T SR AR IR e
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SUHEAT AL, S5 R R I AR SR AR 2 I BAME 2N 14%-73.8% 0 45 =F S 5 AR il ¢ Jk e
FRIAE SR A AE TR o L, 75 B AN A A S AR IE . Daee AARY 55 N 2020 4E7E 7
BAZR AL B AR IR G il 28 (1) 50 R 48 F Bl e AR b 4y 5545 21 S AR . Mousa W SUISIZE N\ 75
2017-2018 SEX 12 JL Mg 5% 3E 44 14 234 A1 A1 45 2 AR BEAT PCR RGN &5 SR S5 7R 7E it
RIFAE) 104 G Il ZREAR Y, 5643 (53.84%) (KIS JRAA B B, H AT NLRP3 %
BRIE N R B i S AR 32, AEVF 22500 R R 45 B 2 s o) e A%
(07100 M/ g 1814 NS890, NLRP3 JE [R5 & o B A /E A . AmEseiE i
ELISA IfiLif 2= i 77323, 43 H MO-Ag BIPERT MO-Ag FHYERI LG, X MAEAR S5,
R — RFE MM AEA, I PG ¥ 5 F 5 554 0 F MO-Ag FIPEAR MO-Ag BH 1
DNA, M AN402EMFE 5'uidE gm0 X 1 A38188131C £of i 1) 225 PR B A1 46 5 4 vy Ak
BRI, 25 3R I MO-Ag [P RE 5% 5 2 I B R LA 2R 5 MO-Ag BHPERG B 5 2 (1 2 ]
RRGFEREEER (P<0.05) , VEHZAL A S TE 702 SRR 4 1 5 Bk —
SEMM EME . R 5/ AR Y X 1 A38188131C 7 5 5 5% 48 7 2 S JE A il 48 5 IV 11
FHORME,  RINAEAZAL R AR o = BRI B A% b 5 kit 2 R 2 R A R (P>0.05)
WA IZ A R 5 A o 2 S AR 98 F B AN A A OGP

AW T R T 26 () SNP A7 1R 75 5 40 3 SRt 48 (1) J PR AR DG, 38 7R EEUAE K
B4 3 FEAIR LS, IFHRYE NLRP3 3 R AE AN [R] 45 2 b b 8] 70 388 44 20087 1647 58 m
RN 0T AW FE N NLRP3 BEPR 5 4 = S R A4 il 98 2y VR R AH DG PR Fe g 41t 1 AR
B, TE5 G5 G PUan -3 FAR I R 18T i R e iRt S E A .

3.5 INGE

(1) AW FEAE NLRP3 R HE 9 65 X 3L & L 7 4~ SNP fi7 s, H o 3'UTR 1)
C38233659T fif #5. C38233866T i i; 5'UTR ) A38188131C i £, G38188003A £i7 15
TE TN 4526 it P AR A LRI TR

(2) NLRP3 %A 3'UTR 1] T38233881C i £i 5 5'UTR ] T38188153C fi i «
A38188237C fir. ki () BE PR A 43 A1 5 45 =F i Pl A %

(3) NLRP3 2[R 5'UTR (1] A38188131C v 4 AT BE-55 WA 5% o 3 47 =F it 28 S 544 ) Jek
PEA AH M

30



F4E ENRDE BAFAFMEFMILT

LA AL X BE B% 58 35 MO-Ab FH A H Z6 26.00% F1 5% 48 5 2 MO-Ab BH LA H 22
T34%FEEFWEE (P<0.01) , AL X AT 502 MO-Ag BHMEAS H 2 22.91% A1
BEAE 0 SE MO-Ag BHPERS IR 19.71%FAEER B (P<0.05) .

2. MG B T0 2 5 5 AE T £ 4E NLRP3 #E IR ) 3'UTR f C38233659T i 5. C38233866T
f7s5; S'UTR ) A38188131C fif £+ G38188003A fif i A7 ERRFL RAE

3.NLRP3 % [Al 3'UTR Ky T38233881C fif i, 5'UTR I T38188153C fii i «
A38188237C Air. kit (I H A5 R AZ W] e 5 40 - I AN ] i Aoy 5

4. NLRP3 2:[K 5'UTR [ A38188131C iz /5 7 BE 5 I 5% 7 2F MO 5 J8 M #H e,
DRI T DA AL s AR 40 2 Wil 98 S TR A 5 VR IR 7 T 1B AR FRic AL s, IR B4 =6 il ¢
SCIF AR i R 3 B SR HE BRI S
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FLo B 40puL H AR REAN 10uL A5 I ILIE AL S AR IO B A I RE G LA

(3) WH: o EEHERS, £ 37CHFRATIEE 30min.

(4) Veik: RIEERE, BHRPBIART, S 30 MBI ERRE R TG 5 K.
(5) JABEAR —HT 50uL.

(6) WH: o FEHERS, £ 37°CHFRATIEE 30min.

(7)) Yedk: FRP AT, A 30 MBI YRR TR E B BE0% 5 IR

(8) Wt: BRFLIIA S0uL 255 A, FIIA S0pL & 55 B, BEREE, £ 37CH
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(9) Z&ab: BFLIIANL IR S0ul, Z1k Mo

(10D W5E: FHEEFRCE TN 4500 FIBEARX I ODasonm {H -

Sheep MP Ab ELISA &l &5 F 1 52« 56 1A Rt~k B FH 5 L 22{E>1.00, 1%
B AP P35 {E<0.105 I FHE =18 B B 5 BEFL 3548 +0.15. FHodr, A4 OD fH<If
FHE(CUT OFF)# A 402l 28 IR ARBAME, A5 OD fE> I FH{E (CUT OFF)# 43 £ it
98 SRR FAYE
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Table 1 Detection results of some Sheep MP antigen and antibody by ELISA of Kazakh Sheep in Yili

Region of Xinjiang
fin i B v
s MO-Ab MO-Ag
1 0.076 (=) 0.033 (=)
2 0.094 (=) 0.09 (=)
3 0.091 (=) 0.125 (=)
4 0.122 -) 0.046 -)
5 0.243 (+) 0.378 (+)
6 0.056 -) 0.247 (+)
7 0.058 (-) 0.155 -
8 0.114 -) 0.097 -)
9 0.175 -) 0.082 -)
10 0.131 (-) 0.173 -)
11 0.151 -) 0.132 -)
12 0.140 -) 0.162 -)
13 0.665 (+) 0.220 (+)
14 0.226 (+) 0.105 (=)
15 0.365 (+) 0.085 (=)
16 0.132 (=) 0.074 (=)
17 0.149 -) 0.167 -)
18 0.067 -) 0.124 -)
19 0.102 (-) 0.178 (-)
20 0.097 (-) 0.035 -)
21 0.442 (+) 0.067 -)
22 0.215 (+) 0.205 -)
23 0.073 =) 0.355 (+)
24 0.070 (=) 0.310 (+)
317 0.122 (=) 0.069 (=)
318 0.132 (=) 0.182 (=)
319 0.295 (+) 0.103 (=)
320 0.412 (+) 0.077 (=)
321 0.083 (=) 0.061 (=)
322 0.056 (-) 0.085 (-)
323 0.035 (-) 0.073 -)

44



(S

BAFAFMEFMILT

HEE AL X AR e A A0 4 R SRR PR . DU ELISA fer il 45 2R

R 2 T EE B A I X I A S B 4 SR R SRR L BT ELISA Al 45 R
Table 2 ELISA results of some Sheep MP antigen and antibody of Suffolk Sheep in Yili Region of Xinjiang

T
e

O© 0 3 O U A~ W N ~—

| NS T NG TR NG T NG N N R NS R S e T T e T e T e T S =Y
wn A WD = O O 0 0 O Lt A W DN — O

471
472
473
474
475
476
477

(RS
MO-Ab MO-Ag
0.127 ) 0.086 )
0.199 ) 0.225 (+)
0.204 (+ 0.092 )
0.099 ) 0.061 )
0.080 ) 0.079 )
0.086 ) 0.168 )
0.338 () 0.107 )
0.258 (+) 0.235 (+)
0.039 ) 0.189 )
0.027 ) 0.157 )
0.037 ) 0.248 (+)
0.088 ) 0.090 )
0.080 ) 0.093 )
0.037 ) 0.103 )
0.206 (+) 0.086 )
0.388 (+ 0.111 )
0.178 ) 0.064 )
0.147 ) 0.107 )
0.157 ) 0.189 )
0.056 ) 0.205 (+)
0.096 ) 0.267 (+)
0.027 ) 0.134 )
0.077 ) 0.120 )
0.146 ) 0.320 (+)
0.178 ) 0.111 )
0.228 (+) 0.058 )
0.367 (+) 0.178 )
0.383 () 0.186 )
0.381 () 0.134 )
0.291 (+) 0.338 (+)
0.097 ) 0.176 )
0.124 ) 0.079 )
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o BRI KB AE CB3 RIS .

(8) TH W fftAE CB3 Hhn A 600uL Buffer PW (I A T/K ZEE) , 12000rpm 50> 30

Pb, RIBERIR, KR HAE CB3 TR AR E

(9) HEHELE (8 .
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BT =RBERS B, DR TR 7R AR () Buffer PW.

W W B AE CB3 e N — /N T3 B0 R, ) R PR () A ) S A7 R A D 50-
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