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[Abstract| Objective
Methods

To explore the affect of NLRP3 and NOD2 activated on the downstream inflammatory cytokines.
The cases were divided into 4 groups:blank control group, Typp group, Tarp group and Typp+arp group. The expression of
IL-18 and IL-18 were determined by enzyme-linked immunosorbent assay (ELISA),and the expression of NLRP3 and Caspase-1
were tested by real-time PCR. Results The levels of IL-18 and IL-18 in Typp group, Tarp group and Typpiarp group were higher
than that of blank control group(P<C0. 05) ,and the group of Tupp+are levels increased more significantly (P<Z0. 05). The expres-
sion of NLRP3 and Caspase-1 in Typp group, Tarp group and Typpiate group were higher than that of blank control group (P<<
0. 05) ,and the levels of Typp+arp group increased more significantly(P<C0. 05). Conclusion The expression of NLRP3 and down-
stream inflammatory factors are weak or no expressions occur when MDP (specific ligand of NOD2) and ATP (specific ligand of
NOD2) independently stimulate THP-1. However, the expression is enhanced significantly after the joint stimulation, which means
that MDP and ATP have synergistic and promoting relationship.
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WeJ¥ % 10 pmol/L, Jit A A TR % F 24 b5 Tar 41 A
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kB AN B NF-«B 5 41 fd 5t 4 # NOD2 4 J5 7 X 1E S 153 36
B 5 DT K o W) 1 46 AR 5 5 SO A 481 10 B RO 3 R A
I,

i Real-time PCR 4545 M 0l fE 5 LA F IR A % (DR
440 MDP 1 4b 3 B 1] 5 NF-«B ik ) W 09 B 1] 46 4 5 (2)
MDP f7 5 NF-«B {55 3 % 1936 16 » o K0 4 5 Jiy 7k 3% 1 1 7%
EHPE T TS . Caspase-1 B9 3G L AL 2 ATP #7G NL-
RP3 {45 5. 1 H & MDP # 3% NLRP1 fy 45 5, Caspase-1 J&
TR S A RN R S T 5 (3) MDP ¥ T i BE
PRAUET K IO IE MM NLRP3 25 [ 58 4 U as 7 NLRP3 X
ATP FIRENE T S 3E £ Caspase-1 (9 [ BB 5 (0
MDP #3& NOD2 J5 i i 1E 52 5 36 B B &, K i NOD2 5 fi
NLRPI iX 4% i& 12 V) #] Pro-Caspase-1, i & K & IL-18.1L-18
S W EN RSN A0 AT TL-18 (3 22 SR kT B Ui P 1)
1 A5 A 6 1 A R

Z5 B MDPATP B o8 4% 40 i J5 NLRP3 B F it 4
IE 10 R B RS . MDP & ATP il 38 40 M )5 ml 42 F NL-
RP3 J B Ui R AE P F 19 3835 35 80 » — 2% 22 8172 7 42 0k 2
A4 R AH 7= A B R0 9 ELAAR DL 1) B A 5 3 18 1 LR 6 0
R A T — M5 £iEsS., NLRPS R &R T35
T EhBORRERELITE S & R, T P F RS
W B N IR YT B0 bk o R T Ak 9 B 116 A O k)

&% Lk

[1] Fukata M,Vamadevan AS,Abreu MT. Toll-like receptors
(TLRs) and Nod-like receptors (NLRs) in inflammatory
disorders[ J]. Semin Immunol,2009,21(4) :242-253.

[2] Duewell P,Kono H,Rayner KJ,et al. NLRP3 inflamma-
somes are required for atherogenesis and activated by cho-
lesterol crystals[J]. Nature,2010,464(7293) :1357-1361.

[3] Wang L.Qu P.Zhao J,et al. NLRP3 and downstream cy-
tokine expression elevated in the monocytes of patients
with coronary artery disease[ J]. Arch Med Sci, 2014, 10
(4):791-800.

FRES 2016 48 A% 45 K% 23 M

[4] Mayor A,Martinon F,De Smedt T,et al. A crucial func-
tion of SGT1 and HSPY90 in inflammasome activity links
mammalian and plant innate immune responses[J]. Nat
Immunol.2007,8(5) :497-503.

[5] Wang L,Qu P.Zhao J,et al. NLRP3 and down-stream cy-
tokine expression elevated in the monocy of patients with
coronary artery disease[ J]. Arch Med Sci,2014(10):791-
800.

[6] Hoegen T, Tremel N,Klein M,et al. The NLRP3 inflam-
masome contributes to brain injury in pneumococcal men-
ingitis and is activated through ATP-dependent lysosomal
cathepsin B release[ J]. ] Immunol, 2011, 187 (10) : 5440-
5451.

[7] Park JH.Kim YG,Mcdonald C.et al. RICK/RIP2 medi-
ates innate immune responses induced through Nodl and
Nod2 but not TLRs[]]. J Immunol, 2007,178(4) :2380-
2386.

[8] Strober W, Murray PJ, Kitani A, et al. Signalling pathways
and molecular interactions of NOD1 and NOD2[J]. Nat Rev
Immunol,2006,6(1) :9-20.

[9] Franchi L, Eigenbrod T, Nanez G. Cutting edge: TNF-al-
pha mediates sensitization to ATP and silica via the NL-
RP3 inflammasome in the absence of microbial stimulation
[J]. ] Immunol,2009,183(2) : 792-796.

[10] Dinarello CA. A clinical perspective of IL-18 as the gate-
keeper of inflammation[J]. Eur J Immunol,2011,41(5):
1203-1217.

[11] Hsu LC, Ali SR, Mcgillivray S, et al. A NOD2-NALP1
complex mediates caspase-1-dependent Il.-1beta secretion
in response to Bacillus anthracis infection and muramyl
dipeptide[ J]. Proc Natl Acad Sci U S A,2008,105(22)
7803-7808.

[12] Jarry A, Vallette G,Cassagnau E,et al. Interleukin 1 and
interleukin 1beta converting enzyme (caspase 1) expres-
sion in the human colonic epithelial barrier. Caspase 1
downregulation in colon cancer[J]. Gut,1999,45(2) :246-
251.

ek F 1 :2016-04-01 & 181 H #1:2016-06-23)

(356 3181 1)
and chemotherapy resistance:a promising therapeutic tar-
get for cancer treatment[ J]. Cell Death Dis, 2013 (4):
e838.

[11] White E. Deconvoluting the context-dependent role for auto-
phagy in cancer[ J]. Nat Rev Cancer,2012,12(6) :401-410.

[12] Mathew R, White E. Autophagy in tumorigenesis and en-
ergy metabolism: friend by day, foe by night[J]. Curr
Opin Genet Dev,2011,21(1):113-119.

[13] Tanida I,Ueno T,Kominami E. LC3 and Autophagy[]J].
Methods Mol Biol,2008,445(1) . 77-88.

[14] Kuma A,Matsui M, Mizushima N. Aggregates independ-

ent of autophagy:caution in the interpretation of LC3 lo-
calization[ ] ]. Autophagy,2007,3(4):323-328.

[15] Blander JM. A long-awaited merger of the pathways me-
diating host defence and programmed cell death[J]. Nat
Rev Immunol,2014,14(9):601-618.

[16] Yang ZF.Klionsky DJ. Mammalian autophagy: core mo-
lecular machinery and signaling regulation[]J]. Curr Opin
Cell Biol,2010,22(2) :124-131.

[17] Baehrecke EH. Autophagy: dual roles in life and death?
[J]. Nat Rev Mol Cell Biol,2005,6(6):505-510.

USRS H 1 2016-04-16 &[] H 11 :2016-06-21)



