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The value of NALP3 inflammasome expression and related indexes in patients with acute gout
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Abstract: Objective To investigate the expression of neutrophil NALP3 inflammasome in serum of pa-
tients with acute gout and the value of related indexes. Methods A total of 152 patients with acute gout ad-
mitted to the hospital from March 2018 to March 2020 were selected as the experimental group,and 151
healthy subjects during the same period were selected as the control group. The levels of uric acid (UA) ,fast-
ing blood glucose (FPG), low density lipoprotein cholesterol (LLDL-C), high density lipoprotein cholesterol
(HDL-C) ,erythrocyte sedimentation rate (ESR), C-reactive protein (CRP),and serum NALP3 mRNA and
protein were compared between the two groups. Multivariate Logistic regression was used to analyze the inde-
pendent risk factors of acute gout, and Spearman correlation was used to analyze the correlation between
NALP3 inflammasome and UA,ESR and CRP. Results UA,ESR and CRP levels in experimental group were
higher than those in control group,and the difference was statistically significant (P<C0. 05). The protein and
mRNA expression levels of NALP3 in experimental group were higher than those in control group,and the
differences were statistically significant (P <C0. 05). Multivariate Logistic regression analysis showed that
NALP3 inflammasome, UA,ESR and CRP were independent risk factors for acute gout. Spearman correlation
analysis showed that NALP3 mRNA expression was positively correlated with UA,CRP and ESR (r=0. 559,
0.548,0. 727, P <C0. 001). Conclusion The expression level of NALP3 inflammasome was significantly in-
creased in patients with acute gout. NALP3 inflammasome and serum UA,ESR and CRP were independent
risk factors for acute gout, and the expression level of NALP3 inflammasome was positively correlated with

serum UA,ESR and CRP.

EER A Bl 55 IR BN . E SRR 2 IR RS
A A Al IE S FRAREE L A M XU NALPS R/ R 3 ik B S H8 AR B I E DT 52 L) 1. PR 46 e~ 2 5. 2021, 42(13)
1614-1617.



EfrhlhE¥4F2021 £ 7 A% 42 4% 1338 Int ] Lab Med,July 2021, Vol. 42,No. 13 + 1615 -

Key words: NALP3 inflammasome; acute gout;

o RIS R Sy 0 0 R Rk o 1R S i 5 R 1 4% A
PN . E BB Sy I RO A R R HE S L B
B KA R R LA £ 5 B G AR R Ak 4 4
PRI &5 S AR T UE (i 100 S & B 20 DG 42, A 4L
SEATHE L LR R E ST R LT A g X
i I A e R TR 2. HoBE R C sy 2 1 (CRP) Al
ZLA M TR A CESR) 1 T iy » {H 2 R &8 40 8 & Al 7E —
FE B[R] N E AT G2 W PR 1 AR 43 F8 38 AT ER o PR R I
IiE 2 Sk 2 MR R BT L5 T N A Ak T 9 XL
PR AR A N E BN CRP J&— b 2k i A S0 28
SE AL B 58 Pk B B e BB I 48 BR 2 — 5 ESR & 45
ST A ML AE — 7 25040 P R D0 % B 7 Mo KUK AR
A TE Y L A T R 4h A TR R A 4 h R A7
K 3(NALP3) J& TR FE Y. 68l 78 2L R &
fifE-1 3% Ak 19 7 © 5 [6) B BB 6% R B0 4R OF B 40 i A R
(TL)-13.TL-18 A5 5 M X 5~ A il A B e i A T . B
A SCHR R s NALP3 7898 KB IE 9 995 4 ool 3] 5
SRR . DA AS BT 5 o BUAS e YA B 152 4
PR XU IR I PR S RE R AT 2 B s R SR R XU
H NALP3 S AE /IMA T8 KA AR AR 1M i
1 #ER5AHEE
1.1 — %kl ¥EHL 2018 4F 3 J1 & 2020 4F 3 A A&
BECIA 1 152 ) 2k i RUR 3 7R il 3 4l . 9 A br
- COF A iR R B 38 O b 8 X128 T o o 5 (2) 4F
W >18 & 5 (KGR IE 5 () B CT K A IR iz
AR S UURRAE DL, 24 K IR R #h DR &5 i DO FR R 3
TE 120 DNLUF 5 (S I IR BERF S84 . HEBR bR i (1) 47
TEGAE IR O UBE FE 55 T B 5 (2) 47 78 il L il |
SEEAE R (D) iR e T bk BCE Y
RR R 151 BIVE X B, WX d B 75 #l, &«
7T ] AE Y 31~68 %, (50, 145, 48) & ; i i
10~19 h, P15 (15.254+3.19)h, XF AT 74 ], &
77 B AR 30~69 %, (50.21£5.51)0%, WA
R R AR R LR Z R TSI E XL
(P>0.05), FrA & R ILG08 Mg B2 % F [F &
P AW A AR BEAS T ZE DL
1.2 Jiik
1.2.1 NALP3 mRNA &Gl 43 55 4 B 20 i 5 25
JEFE K I 2. 5 mLL, = B0 4 B g . 5% TIANa-
mp Blood DNA Kit §i ] 45 42 it DNA, —70 C{4f .
K Pt PCR K ill NALP3 mRNA A XF 3R ik 7K
-, 2% GenBank # NALP3 mRNA f ¥ 41, %
Primer Express2. 0 A 1T51 9, NALP3 FiiE5|¥)
J 5'-CCCCGTGAGTCCCATTA-3", NALP3 F i 5]

uric acid;

correlation analysis

YA 5 -GAC-GCCCAGTCCAACAT-3', N & #H
GAPDH L W5l % & 5-ACCCAGAAGACTGTG-
GATGG-3", FiiF5I ¥~ 5'-TTCAGCTCAGGGAT-
GACCTT-3", ikt s & 1 : 45 “C, #§4E 45 min,
KR 2t E it PCR I E NALP3 mRNA A5 X} ik 7K
e, 95 °CL AR 2 min, 95 °C 155,60 ‘CiR k.72 C
FEAR 45 s, # L 40 MEFR ., PCR SRS . 4 Hr 9 38 il
L0 A B B (Ct B .
1.2.2 NALP3 &AM 45 5 4 B 21 22 S A
I 2.5 ml, 45 BCHE A i B A A% 40 B i AT 2R O A
T, 7 At e BECER 11 il 42 K 70 U B 1S R A i B R
H i BCA BT A E . B 50 pg 4 Ml S H
HEAT LYK B & PVDF L5 X AR WA I & 1.5 h;
KA NALP3 ik G - Ay TRAFD X
GAPDH ¥k (£ 8 Abcam AFD4 CHEF T, 5
2 KM A R 3 A AL B T AR 0 i) B, 5 1 b, Bl
JaitiT ECL fb2= kot . i H Image J #FE47 K
B Hr .
1.2.3 SLmERE WHEWHZRHEIRKR(UA) =
Ji I W% CFPG) AR %5 B2 g 28 1 IE [ B (LDL-C) | & %
JE g 4 (1 BH [# % (HDL-C) \ESR, CRP 7K, il BUF
2 F oS E KN 3.5 mL, 5 LAY 2L 4 i
.3k 2R R N G E DT 2 B Rl i AUS800
Kl UALESR, LDL-C, HDL-C 7K - ; Jij F %% J¢ [ 2%
F G0 ey A R 2 B A IR S TSRS T FPG 7K - 5
JH TT A S o K T BER i 92 W8 o 4K 5 CELISAD 45 1) CRP
K, N CRP ELISA {50 & 0 {1 1 5 5 A 0 Bl
HIRAF . S5 WE RSB B ) harg
FEA A IE H L Bl UA IE % 5 Bl <420 pmol/L;
FPG IE % il :3. 9~6.1 mmol/L; LDL-C IE# 0l :
<C3. 41 mmol/L; HDL-C 1E % & Hl: 1. 16 ~ 1. 42
mmol/L; ESR IE % 78 [l : <20 mm/h; CRP IE % i
Fl . <C2.87 ng/L,
1.3 Seits#hbs 3 SPSS20. 0 #4784 4t 1t 43
Bro THEPRILL 2t FoR . 4l a) iR ST FE AR ¢
K56, 41PN FL 5 R F BE X R AS ¢ A 36 38T R DL R
Fon, 4L AR B X R 56, A OGR4 B R
Spearman ki 55 , Z K & 7 1 5k ] Logistic [543 #7 .
P<0.05 BERAGIT¥E XL,
2 & S
2.1 MABELREMARBWILEK WHEE
FPG.LDL-C.HDL-C /K &, 2 F B G it & X
(P>>0.05) ;i %4 UA ESR,CRP /K5 T X B4 .
S E G E L (P<<0.05), W1,



+ 1616 - i EFRE

2021 £ 7 A% 42 %% 138 Int ] Lab Med,July 2021, Vol. 42,No. 13

2.2 MAEA T NALP3 mRNA FIfE A i %81
W E R4 NALP3 mRNA £ ik kK K NALP3

EHRBIKEHETFXEA.Z2REHERITFHE (P
0.05), WK 1.H 2,

*1 FMHEEXLRELERMRHEER (L)

24 5 n U/\(,;mol/L) FPG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L) ESR(mm/h) CRP(ng/L)
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