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[(HE] Br WiHiR A% (MPP) )L NLRP3 485 /IMAGH P& () #608 M i . ik 147 1)
MPP HUARIERRIE /3 WE (n=83 ) FEAEL (n=64) , RSN EMH (n=77) FPKEH] (n=70) 4,
Il ST B R L3 50 BV X HEZH . SS9 i PCR S ARAGINZM Il NLRP3 . ASC il caspase-1 J:[K 55,
TRER R B 92 R FRF S A I 1L TL-1 1 IL-18 ZKF- Z55R  MPP & LS Il NLRP3, ASC Fll caspase-1 mRNA (13
IBEEETXIRA (P<0.05) , IL-1B Al IL-18 K= F X IRZL ( P<0.05) o FAE FITEAE MPP £ LAY NLRP3
ASC. caspase-1 mRNA F2i5 8 LI TL-1B  TL-18 /K -84 X IR AL, DA AL B &), 22 57390 Gei 2438 L (P<0.05 ),
MPP L2 PEWIF I NLRP3 . ASC il caspase-1 mRNA Fik LI IL-1B. IL-18 ZKEH @ TXI 4, L&
PERASE i, ZRIAE G ITFE L (P<0.05) . NLRP3 5 ASC mRNA. caspase-1 mRNA 3518 DI ) 1L-18. 11L-18
KSR IERSE (720701, 0.717. 0.676 F10.645, P<0.05) . %51 NLRP3 J8E/MAHEFK T iES 5 T MPP &
it R, S R SO R DA DG [ MELRILRIZE, 2018, 20 (9) : 742-745]
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Abstract: Objective To investigate the expression of the NLRP3 inflammasome signaling pathway in peripheral
blood and its significance in children with Mycoplasma pneumoniae pneumonia (MPP). Methods  According to the
severity, 147 children with MPP were divided into mild group with 83 children and severe group with 64 children.
According to the stage of disease, the children were divided into acute group with 77 children and recovery stage with
70 children. A total of 50 healthy children were enrolled as the control group. Quantitative real-time PCR was used
to measure the mRNA expression of NLRP3, ASC, and caspase-1. ELISA was used to measure the serum levels of
interleukin-1p (IL-1P) and interleukin-18 (IL-18). Results ~Compared with the control group, the children with MMP
had significantly higher relative mRNA expression levels of NLRP3, ASC, and caspase-1 in peripheral blood and serum
levels of IL-1p and IL-18 (P<0.05). Compared with the control group, both mild and severe groups had significantly
higher relative mRNA expression levels of NLRP3, ASC, and caspase-1 in peripheral blood and serum levels of IL-1
and IL-18 (P<0.05). The severe group had significantly higher levels of above mentioned parameters than the mild group
(P<0.05). Both acute group and recovery group had significantly higher relative mRNA expression levels of NLRP3,
ASC, and caspase-1 in peripheral blood and serum levels of IL-1p and IL-18 than the control group (P<0.05). The acute
group had significantly higher levels of above mentioned parameters than the recovery group (P<0.05). The relative
expression level of NLRP3 was positively correlated with the relative mRNA expression levels of ASC and caspase-1
and the serum levels of IL-1f and IL-18 (+=0.701, 0.717, 0.676, and 0.645 respectively; P<0.05). Conclusions The
NLRP3 inflammasome signaling pathway might be involved in the pathogenesis of MPP in children and is closely
associated with the severity and course of the disease. [Chin J Contemp Pediatr, 2018, 20(9): 742-745]
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fili & 32 J5 A& fifi % ( mycoplasmal pneumoniae
pneumonia, MPP ) 2 JL 3 & UL 0 4F LR i 98, 3T
SRR B ARAWI T, IR RAEIR 24, 2R A
WA K GYY, ] REOPIR S A 2
NRGEB, HBEREZ R E RS
fiE ", wFgE B B, MPP ERALEIE A 2, il
98 S AT B0 I B A e A B A g R
SiE SN AR . NOD K2 iR 2K 1 3 (NOD-
like receptor protein 3, NLRP3 ) 1E A HLIA [E 45 505
RO E R4, TEBUR SR RAE SN h &
15 A Y, NLRP3 4592 3% 26 (R T4 6
FESFEE F (apoptosis associated speck-like protein,
ASC) | PMERAHE 1 (caspase-1) Z55 G LR
SE/MA, 38 S caspase-1 154k, AEHE 404
= -1B (interleukin 1B, IL—]B) I 11-18 25 K JE
TR R, RIFIRRAIEM . ARWFFAUS BT
MPP & JLAM# 1. NLRP3 S84 /IMAGHE B 23521k,
BRI MPP O HICHE
1 BEREHE
1.1 HRMR
PLHL 2014 4F 3 7 % 2017 4F 12 A g5 A0 B2
BEiRdT 9 MPP f8 L 147 B RTFEXT R, Hoh Sk
86 1. ko6l fil, 4k 2~12%, FIH65+19
%o MPP iZWi & (e S S LR ) AHOCHR
HET HEBR A B S e MEns | ik M S B B |
AR HAl 2R PR, DL 30d fd T
PR S e v R . ARl MPP SR Lw 1™ S
FE NERREA (83 ] ) MIEAEL (64 1) o HAE
MPP 2 P HEAFE LI R EA 1 & (1) KHFW
RSP ERIBST T A NENK | A AR TR
(2) G KA 7R B SO R AR L e 3 B 5
AR, HA K el s B, B R Al
i) JoaF= I s R AE PRI R R s (3) ™ E A
SEUMAE B PR ZE RGEREIR O B DIRE R |
THAGTE M5 . MPP 2] IR MR SE (i
RRHESHIUREE) drdt ™ (1) 2. e
10d AN, LA MTSEORT C S 28 R B2
IME MP-IgM TR, W s 1R 22 A 7 XU
UL, BETTREHEG 5 (2) WA Wk, IR
L R S50 O B, MRS S S T R

s, IR IER 2 B B, 147 Bl Sk 77
B, PRI 70 B, DAAS B A4S oo B AA R L2
50 FIVE AT RRAE, SHHERR o RE g, LA
BCPERN . WEIGE 2SRy, BPE 28 . otk
22 i, FHj6.4+1.8%, 5 MPPHBILFEMER] . 4F
W2 st L (P>0.05) .

WS A B G AS P2 By s ttifE, LA JFSY
X GR [F
1.2 FRARE

MPP LT ABER H . XF BEA] T4 24 H $h
Hess DK M 10 mL J3%< T EDTA $u 48 MAEdt
B . PUBEE BTG, AR PBS T, 1R
A1, FROMASERBUCHK E 40y 2 (W A i
WHEAYRHL AT ), 2000 r/min 0> 15 min, &
BUANRAMZ, A S 5 RFL PBS VR4 5 550
BEHCILTE, RAF T -80°CUKAR A% . APt T
3500 r/min 5.0 15 min, BUEWE , (R-AF T =70 CUKAA
1.3 AR EE PCR # A4 NLRP3, ASC
#0 caspase-1 B mRNA &%

AN AZ AN M, 0 A 40 22 /5 W, $2 Trizol
A RNA 2 B0 & (1 A 32 [E Invitrogen 23 ] )
VEITERICE RNA, {5 AP O BE X A RNA
Al FE T FE EAT RN, DL A260/A280 7E 1.80~2.20
Fatk . W SRIRN & (KEFEEYAA)
WK S RNA G eDNA, il S22 5E i PCR
(W HSEE ABL AT ) , %M PCR ¥ 3450 &
(RiEFEAEY AR BHHTY 3, 51975 .
NLRP3 | ¥#: 5-TCTGTTCATTGGCTGCGGAT-3',
T 5'-GCCTTTTTCGAACTTGCCGT-3% ASC i
5-GCTGCAGATGGACCCCATAG-3', Fiif 5'-ACATT
GTGAGCTCCAAGCCA-3'; caspase-1 _I'Ji#: 5'-CACG
AGACCTGT GCGATCAT-3', Fiff: 5-CTTGAGGGAA
CCACTCGGTC-3'; B-actin b #if: 5-TGTCACCAA
CTGGGACGATA-3', T iif: 5-GGGGTGTTGAAGG
TCTCAAA-3's PCR I 25fF: 95°C 10 min, 95C
15s, 56°C 30s, 72°C 45 s, ESLAEI 38 K, H4
Feanise 3 M FATE AL, [ 2- A A CHEHEANE
1. NLRP3 ., ASC Fil caspase-1 mRNA FHX} ikt .
1.4  BEREX G2 R BFHR TG IL-1B #0 IL-18 7K F

BUyE, A ELISA WA TL-1B A1 1L-18 /K
o ARSI A AR 2R A F
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1.5 SitFEHR

{1 SPSS 21.0 AR/ T AR Ab 38 . T Ok
KA + bR (x=s) F£on, PRI HLi
RHAREAR ¢ K555 224 ] LSRR R R T 2557
BT, ZH 1B LR LSD-1 K63 AHSEHESM R
FH Pearson #H60 M1 . P<0.05 WESRH G5 L,
2 %R
21 MPP & JL #n 3t B 42 NLRP3., ASC #n
caspase-1 B mRNA R i& A & IL-1B. IL-18 7k F
bk 3%

MPP H JL 4b J& 1l NLRP3, ASC Fll caspase-1
mRNA [k, DL IL-1B Al TL-18 /K3 & F
XFIRZH (P<0.05) , LR 1. 2,

T1 MRZEEMREILFOXTEBHR NLRP3, ASC #1

caspase-1 RiA LR

(x+s)

21531 n  NLRP3 mRNA ASC mRNA caspase-1 mRNA
X IR 50  1.16+0.10 1.04+0.08  1.08=0.05
MPP L 147 191+027 1.63+024 1.70+0.23

1l 19.091 17.093 18.497

P18 <0.001 <0.001 <0.001

&R 2 MPP ZJLINFTERAR IL-18 F0 IL-18 7K FELE
(x+s, pg/mL)

20 51 n IL-1B IL-18
payizticl 50 27+1.1 107 + 14
MPP &L 147 6.7+2.1 178 +33

1 13.142 14.656

P <0.001 <0.001

22 A R™ERE MPP &JLNLRP3, ASC #1
caspase-1 F&ix, WK IL-1B # IL-18 7K EHLL 3

% JiE. HE SiE MPP R JL NLRP3., ASC FI
caspase-1 B mRNA ik & DA K IL-1B. 1L-18 /K-
Pim X Rdl, DEEA S, ZRWASI
HY (P<0.05) . W3, 4,

23 RMHE. %EH £ JILAY NLRP3, ASC #1
caspase-1 RiEMK IL-1B. IL-18 7k FEL &

MPP &L aVE . KA IHAY NLRP3 ., ASC F
caspase-1 mRNA 3£ ik & DI M IL-18, 1L-18 /K1Y
m ARG, DAt s, ZRMARIER
X (P<0.05) , WLF5. 6,
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%3 AREEEEE MPP £JL NLRP3, ASC #0 caspase-1

FirtbE  (xxs)

2151 n  NLRP3 mRNA ASC mRNA caspase-1 mRNA
MHRZH 50 1.16+£0.10  1.04=0.08 1.08 £0.05
BAE4] 83 1.72+0.13"°  1.45+0.10°  1.51+0.09"
WAEA 64 2.17+0.18" 1.86+0.15" 1.94=+0.12"

F1H 710.769 713.530 1193.426

Pt <0.001 <0.001 <0.001

W a m SXTIEA AL, P<0.05; bR S5FAEH LR, P<0.05,

F4 ARTERE MPP 2JLIL-1B. IL-18 KFLLE
(x+£s, pg/mL)

213 n IL-1B 1L-18
X HRZH 50 27+1.1 107 + 14
ARREL 83 53412 154 + 15
Gigni| 64 8.6+13" 209 + 23
F1{H 338.189 484.030
P <0.001 <0.001

e a R SGRHR AR, P<0.05; b s SHCEA HES, P<0.05,

*x5 2MH. MEHEJILA NLRP3. ASC il caspase-1

RIEEEE:  (xxs)

215 n  NLRP3 mRNA ASC mRNA caspase-1 mRNA
SIE4L 50 1.16+0.10  1.04+0.08 1.08 £0.05
afE 77 204+019"  1.79+0.17""  1.91=+0.16"
WA 70 1.78+0.17°  1.51+0.12°  1.51+0.10°

F 18 453.903 451.097 762.161

P1E <0.001 <0.001 <0.001

TE: a R SXIALILES, P<0.05; bR SIS, P<0.05,

K6 SMH., MEHEILAIL-1p F0IL-18 K FLLER
(x+s, pg/mlL)

2151 n IL-1B 1118
X R ZH 50 27=+1.1 107 + 14
F=yea 77 7.9 +1.8" 190 + 35"
MR 70 53+ 1.6 163 £33
F 1l 174.663 117.874
Pl <0.001 <0.001

TE: an SORALILEL, P<0.05; bR SIEWIILE, P<0.05,

2.4 NLRP3 B mRNA ®i£ 5 ASC . caspase-1
B mRNA RixE IL-18. IL-18 /K FRyFEK 4
Pearson AH 3¢ 43 M7 & 7x, MPP H# JL NLRP3
mRNA ik 5 ASC, caspase-1 [ mRNA F3i5 DL &
IL-1B . IL-18 /KPR IEAH X (#=0.701 . 0.717 . 0.676
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#10.645, P<0.05) .

3 i

MPP DI ] J5 F1 S A8 M9 0E Sy 2072
AT RE R M2 E ARG, HEANEAAE,
PR E e R LA Y AR MR
POk . ARG MPP RS, X8 SIRI7 kS
L A EEE L, Hip, MPP EURHLE] M A
SEANEAE, AR, B SR IR E K
AI g MPP 45 BIJEMEIA M MPP & A= Ay EER R 1,
[ A5 B i S AL HRAR % [ G A ) AR 1 5 — 3B Bl
2, B2 ARAE Ay [ A i g rh AR R 1Y
B PE A, AR B9 U E P 94 HAE
FHIT S AT W45 T i, 51 A AL Fge 1 24 Tl 48
i SN Y, NOD FEAZ 1A 20 i N 2 2 i A 2R )
ZA, NLRP3 N2 £ 2 ) NOD FEAZIRZA, Jh1k
J5 T 5 ASC J caspase-1 ZH i, NLRP3 4 4 /)N i,
FESRE SN P R DR M A Y R
NLRP3 #IE/IMATEIG 2547 . Wi . 18 BH ZE 14 i
Y S S AL b A AR AR . AR R,
MPP & JLAME IfiL NLRP3, ASC £l caspase-1 mRNA
Fikm B TX A, 4878 NLRP3 RAE/IMAT] fE
%57 MPP &t e,

HLAR 1 NLRP3 % 5E /)M A& — B 37 31955 J5 i A
Pyl N IR G B A5 5 30E , DU F 71 3 TL-1B A
1L-18 S5t 4 P K 1 AT 43 b ) 41 L &b, 3
M [L-1o, 106, TNF-a 25 98 5E F 7 36 1k i 5 8
BUAAR ST B 98 5E i M, AT IA o, MPP R
JUIL-1B A1 IL-18 /K S 5 F X B 41, H NLRP3
mRNA & i55 ASC. caspase-1 [ mRNA 35 LK
IL-1B. 1L-18 /KPR IEM S, #E—2UiHH NLRP3
HRE/IMEA T 1 RAE N FT BES 5 MPP &
I H AT 5% SAE 58 2tk B9 28 L NLRP3, ASC F11
caspase-1 [ mRNA Fi5 5 5 1L-1B 1 1L-18 7K
FREH AR Z B IL, $78 NLRP3 RAE/MAT]
AE5 MPP B LA TE ™ EREEE DL SOw A o¢, A8
BTG MPP 8 ) Lo i A1 R 14568

25 BTk, MPP L NLRP3 485E/MATE B 1
FIRRAEYE, SRS ERRE ORI A G,
ARG MPP £ LI B il Bh e
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