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#ZE  NLRP10 ;& NOD #3Z f£(NOD-like receptor, NLR)ZE [ Z R MIRFFA M 7, & HA N SR (1 4544 15 (pyrin-like domain,
PY D) [a] f % 1 R 5 5 3 58 45 7935, (nucleotide-binding and oligomerization domain, NOD), #IAHG SRR &L EH W
1 (leucine-rich repeat domain, LRR), X3 W] NLRP10 A fig A H 32 59 U ED IR, 2478 el thae. oF
FAW], NLRP10 fefieik NODL A M G ) b, W AEHIH] NLRP3 S/ IMA TS . (£2 5 Sk H#E T, NLRP10 LKA
TGRSR B ASC 4, ARIMTHAZEAE Y S (5 5 @ B b 3L Mh s 55 . NLRPLO 2 (1745 /) 5 T I IR A IR, H b
A PYD SERIAH SeIRIE. A SCE SR A4 K AU NLRP10 i, [R5 3] T PYD g5 R A e B A B, B gh
RRWFAEZTEFTE AL AR, WP 4 W FIE mi 5848, AR TWEE 0 8 A B AR AL i, ATTIAR YR T 2lifk

RERE PR SRR IR B, i S > B G A DI RE BE T A

X537 NLRP10, PYD, H413E, i
ZR9ES Q5 Q6

FERUA TR AR I8 S Sl A ) AH G S0 R -1 4k
JE B KR G B 2 Rk AR o, B T 32 Ak
(pattern recognition receptor, PRR)#Z# 42 5% 5 E (1)
YERL. AT AL DY R AR 524453 ) Ay 7
A7 T 40 B B (%) Toll £ 3% 44k (Toll-like receptors,
TLRs) f1 C 4 ¥k 4 25 5% /& (C-type lectin receptors,
CLRs), LA K& Jfi st N 1 RIG- T # %2 1 (retinoic
acid-inducible gene (RIG)- 1 -like receptors, RLRS)
1 NOD#¥: 52 44 (NOD-like receptors, NLRs)®. i
AR LA, A SRIEDI A 22 /b4 22 B R BE A ]
WP, AT NUE NLR 5%, BN 45 R Sl 40 ik
FAREARIE, NLR A 3 MOEEA I S5, 5o
% % # & (leucine-rich repeat, LRR)AZT NLRs 1] C
dig, FEEATTERI AU E A, NLRs 4514 i) )
D IECh NLR 85 5005 % B0 AT (R4 A 45 1y B
R A NACHT B 72 1% 11 1R &5 & 55 5K 45 1 4k
(nucleotide-binding and oligomerization domain,
NOD), NOD &5 #48%f T- NLR (#9555 A4 RvE 4k
JEHE . NLRs (1) N i 4 S g5kt m] B A
HEALIRPYD). - DR R A W iRy 7 48 11 g
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T Ak 55 4 45 1) 15 (caspase activation and recruitment
domain, CARD) & & J& MR 55 72 7 PE 40 i gt T
2 A A RS S5 IR (BIR). HR S NLR 5k %
BTSSR, R N 50N, 45 44 35
AN, — 0K NLRs 434 4 MR, 430k
NLRP, NLRP1 ~NLRP14; NLRC/X, NLRC1 ~
NLRC5, NLRX1; CIITA; NAIPHE, RIRIRET
1) NLR #1440 T HHHEMRES, LRR 4 f4kim
i L) NOD g5 M3t HETE i U TR TR LR 5 )5
R¥EERMFAL. LRR — B 5Ek44, kT A
FIHR A MONLR 2 7t & b e T ok, & 8%
NACHT FEER 45 sl LU iR A, 4k 5 S 4k
2 LUR B AH R 1) NS Sl % . NLRs A 2 Fhil
TERER, 4 NOD1 A1 NOD2 £ 5 1) nodosome, LA
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& NLRP1. NLRP3. NLRP6 %2 5[] 4 % /N 1k
(inflammasome) 0 i% A UE 8. 0 /A & i NLR
S I T AH OCBE SR B 1 (apoptosis-associatel
speck-like protein containing a CARD, ASC)%5 7 %
|, S JOAE & I8 Caspase-1 1M /2 11
— R K EARE GY, & RAE /DR BEUE
Caspase-1 AEVIE] IL-18 A1 IL-18 (AT, 77 A2 e
R IL-18 A IL-1 LS 5Ty, Hifc g% E
R IR R E /A T BT NLRPL R AiE/MMA . NLRP3
RIE/MA. NLRP6 ZAE/NMAE. NLRCA RAE /M ALL
J AIM2(absentin melanoma 2) % JiE/MAM. & AT 1#R
HAZ O NLRs 81 EATHAE RSk B L&
Caspase & 4l i, & M2 AdE i CARD Al
PYD Xt ] J5t 45 Aoy S EL A L oK

NLRP10 /& NLR & I K W IR R B 0L, A1 45
PSS R b, HAT N iy PYD 45 88 38R0 [a] 11
NOD £5#y3, A HA LRR g5Myd8. X P44l
Bz, NLRP10 nf AN B 4% 2 5 R0 B i A=
WIRBUR R T, T AT e s A I DI RE. H R
5T & 8L, NLRP10 7E nodosome F1 inflammasome
{5 7 i AR A W /R HIEW, 4 NODL {5 il
&, NLRP10 A5 105 5 38 6 (1)1 2 i A |
EH, CLXE 9 NOD1 A 3 (1) e 2 I B . 1M A5
NLRP32Z: 4 ] inflammasome {5 5 i@ # ', NLRP10
HRLIL PYD S5 # Sk dH ASC IEAE, B
1% % & 11 & A & (multi-protein interaction platform)
4k 1fii 5 Caspase-1 #H H F M, Ll 7 NLRP3
inflammasome [ It AR TRl SO E W A
W90 R I, UE By FE R B fig W3S NLRP3
inflammasome, fij it ik B8 55 4K T 41 23 8 1T 1)
NLRP10 )R A D) A 5,

NLRs ) £ A8 S A2 1 5 5 ke 2 11 R AR IR &5 Ay
5, PYD Z5tbisl 2 [a) i) [R] BYAH HAE FH AE /5 NLRs
15 ASC SFHCLEE AAH AR M. NOD iyt /% 1
TRZ5 G SR A IR, 1E4s O IR 2 5 Re W R 5
A&, 7 NLRs JE A AE/MAIZ LS5 F 8. LRR &5
Ptz (e REAERC AR 3 TAHEAE . EATAER
SRAEDNRER, NLRs WAEAE LU F it B S8
XS Y. BRI ) Rk 2 A malifb ol 1
HA NSRRI, PR NLRs 5 28 i R 2R 1A 44
A7 TAFAEAE WK R, AT AT AR M T8 5 R 1)
ity ZR R R/ AAKE DS T4 WAy
PR BB SRR R R Tk, S

36 NLRs (S5 R EATRENT. A SO KR 22
W, 7327 NLRP10 (& FIFEN, JFEiG s, 7o
BT NLRP10 # IR S IR, A SEI 45k A1)
FWTICA L INRERTUFT & T RLAF IR LA

1 #MR57E

1.1 #Rl

UK 38 B Bk TIANGEN 72 7 f#) TOP10 J&%
AU, B A FRIA B IR A BV R & BL21(DE3)/K
ZARMBEERE AS). RIEEAE PHM-4 2505
FEAF TAKARA 2 @ [ Peold-TF #& &S mtt - it 1y
. FEDH e B P B4 W 1 NEB &AL Ni-NTA
A EMTAEIE B QIAGEN A F], MBP 36 EHT A
) 4 NEB /A7), Superose 6 10/300 GL(S6)4> 1~ i
JZ AT A AT Resourse Q, 1 ml B A2 #:AE 1 5 GE
Healthcare 7 #]. cock-tail & [ 41 77 B 2 1K
AT EEAE I B AL R B RMAT R A .
12 EERESRT

¥ NLRP10 4> K5 [K v % 2 PHM-4 244k [
15 G ek aifh sk i rf, SIRI T 173~ 655 i1 2
L 1) A% 44 7 B NLRP10(173~655), LA & 173
P FERR 1) . 5878 v e NLRP10(G173A), H &
BRI AR, [FIFE e bE 2 PHM-4 4044 I
1.3 ERRFESHEK

SLfEA ] NLRPL0 [JRIA TR, K ok 4k
BRI HELIEE R BL21(DE3).  #4L-FH A 37°C
B IR 14 h 5, PRECR VR 2 30 ml LB Rrgedtrh,
37°C &M FR 9% 8 h 5 {82 4 700 ml LB 5773k
o, 4k4k 37°C K535 2~3h & A=0.6. FHHEE A
LB B #1422 15C 5, WA IPTG i $ 3R i&,
HRELRTE 18~24 h 5. 722 T AN IPTG 5
SRR, BATRRAESE 0.1 mmol/lL ZIKFZ IPTG
AT S, WE S, N 45422 00320 mmol/L
Tris pH 8.0, 150 mmol/L NaCl, 10 mmol/L imidazole,
10 mmol/L 2-mercaptoethanol) 78 73 # & B 44, 4%
&% K cock-tail 5 11 B 571 5 oK e 75 R
P AR 2% 7843 J5 T 16 000 r/min, 4°C &0 1 h,
W BIEREAT SR AEAT.

NLRP10 M4lifb R F SR FZ T 4310 24 A
B P AR ENT A G A TR T . AE PHM-4 24k
kAT Kk, 845 NLRP10 /19 N 3 4 4 His Al
MBP WO Fbr%s, 2lifk i 58 H Ni kE(QIAGEN)
FIMBP 3¢ FlkE (NEB) #E AT W A2 S8 FLZ#T, &



« 1114 » SN FESE IR THR

Prog. Biochem. Biophys. 2015; 42 (12)

HRV3C B )it % f5, FF /4 Ni M, R BT
a, BRI 254 His 1 MBP #5725, HRV3C &1 s
TR I, IS VLT 5k Leu-Glu-Val-Leu-Phe-
GIn/Gly-Pro, 1t 4°C FAHER &R S ERGUETE,
7t GIn F1 Gly Z [a[§]FF, SE5+ HRV3C 5 NLRP10
DL 120 MR ELREAT D). wR4e L — B e 2111
Ni #F ;e H: 55 FE L, 1 Superose 6 10/300 GL 431
7 (20 mmol/L Tris pH 8.5, 50 mmol/L NaCl), H
PRER FILE 10~ 12 ml 2 [a] g, L vkoaff e H 1 4R
M Ja W ERE W, T Resourse Q ik 47 i3k — 2B (1) 4l
th. B PR RENT SRS, A WA 20 mmol/L Tris
pH 8.5, 50 mmol/L NaCl, B # >4 20 mmol/L Tris
pH 8.5, 1 mol/L NaCl, fH 25% B #¥E/i, RInf43
FIHFRE . SRR A, ] Superose 6
53 F I 5 s fi — 2 (1 2646, (20 mmol/L Tris pH 8.5,
50 mmol/L NaCl), HUU& 4 &AL 1 8 1 6l £ 7 4L il
BERESL, T ECRESRES . NLRP10(G173A)
(F2lifk 5 NLRP10 s 41 a5 R i 1R 4l B A AN
[, EBEXHLET 7 Tiaifuif ik A Superdex 200
10/300 GL column(GE Healthcare). NLRP10(173~
655) A il 44 1 4l fb 5 T R I8 B S F 4l fk 5
NLRP10 4> 8 (I alith — 3, i T8 i X
s a1 A AT g2 ph e MES pH 6.5,
200 mmol/L NaCl.
1.4 HBIERBES 4N

e i — oy Fimaib s, B H AR AR
T g B hIRE. B 0 A b PR
PR, i FEHT 4R M £ JEOL ion sputter JFC-1100
HORE L 2 min (0.5 KV, 2 mA). SEHL 10 wl i
T e 0 A R o B 1 [ e ) 9, 1 min
Jei FHUE AR 19 FH ISR 9 i P T P v
WA L min, WA RS A R, B e R T
M S, %L (E FEI Tecnai G2 20 Twin 52 %
), BlmWcse 16 1] Eagle™ 4K CCD, HiJE 120 kV,
JROR A% % 50 000 1%, Ji A 4k 39 0 F 3l gk
TIURLE: it 51 4 T Sl R EUORE i BORL I, Ak R R R
FE{H M CTFFIND3WMAf 52, AH AL Hr 1 A ] EMAN
o applyctf'. G 2 MU 4 o KRR T AT
EMAN2 [1] "e2refine2d.py".

2 HRE5SMH

2.1 AR NLRP10 89451k 5 PYD #Rk R ER B9 47
“E
AJ5 NLRP10 4K 655 {7 2a &, il o 1 i

Ho4 75ku. b T3k NLRP10 f4 K8 Akem, &
fIP#F NLRP10(1~ 655) 5% % PHM-4 #fk - (& 1a),
AL 2 K A B RIS R Ak BL21(DE3)H kAT 753
Fik. 4k Ni k5 MBP MM E M, MK
HRV3C B 1A Ni Sl 24T sebE, 1930 T B mali
(1) NLRP10 A= K& (IFEM. 2 Pk aT it —20
et sy, AT A& T Superdex 200 10/300
GL column (S200) (GE Healthcare). Hi ¥k 45 % & 7~
NLRP10 4K 85 I FE i 75 S200 43 197 v S 1l 28 3%
W, TEVEIMTE RA, TRIER T EA T
B K 7 Ui B 1 WORE b 1) Superose 6 10/300 GL
o FIRiAT Ak, WUk S BRI, Superose 6 4> 1
Jiith, NLRP10 Be 5 2B A 800 B, RS0 1k
B VAT — 52 B2 B 10 S N (P LR ] S1). &0t
Resourse Q Wit —Palift, FrE T 15, HER
T 4K NLRP10 ¥4k 47 2 4b, 1645 —4%% 50 ku K/)h
(4 gL alifb ok (B 1b). Rk 45 SR B R, X4
A7 5 NLRP10 N i il 2% 1 &5 (1 FF . 38 X
NLRP10 Ji 45 7 41 I AF- 41 5 B, RKILAE N 3 PYD
St 5 NOD g5z MM Ef —1N5
HRV3C i D) I Fr PR3 1) 28 25 18 P 41 R AL 1) 7 kit
(& 1d), N e s B tH AR PT RE 2 F HRV3C
1 172Q F11 173G Z [A] AN 58 A Mg )t ), Jsl iy
(17 L 5 SRR G M UE B T X — 20 #r, N il 2k 1 4%
TS LE HRV3C B ) HE IR B 1 45+ (4 1b).
2.2 PYD &3t kK5 NLRP10 B4HE R 4
TR BEES

b T 43 BT NLRP10 £ FIAE ShIFPIR A, FRATTESl
i85 5 — 25 Superose 6 4> 70 2 Ji, BRI
(18R R 46 T S g B AR B (B 1), M BR g
RN, H O ARE SRR P FIA [ TE &
(R URE (P DL B P S1). 78 T-3h Bk T K s 4 i
K5, 4% TERURLFNER TR RORL 23 Sl EAT T 432
(Bl 2a, b). Z&JERURL I F /N ROST IR kL L i B
FRIDE ) AL, /INRIORE (R BT BT AR AL, X33
FIERRLI A A ARk, o BL 3 AN/INRIORE T
RIS TR e 20 . AT AIORL I A2 P — L4
ST (R RORE B S8 1T B, B T RORE v ()5 47 %5 FEE 4%
IC, (H R WA B s B IR AE AL, AT LB B
Wk I EAS R Se A A 1. SR ) T 4% R A 3
R K EHRAE 20 nm LAy, X WAREE T P RR R AE
TR IR TR . 2 e B TR & A
JERE ARG AT 2 4%t7, T FBR 45 SR R R A7 AE 2
TR S Rk, 3X 2 FPRORLRR AT AT g 43 5ol 6 B 1
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Fig. 1 Purification of full-length NLRP10
(a) Schematic of the PHM-4 vector. (b) HRV3C digestion. (c) The final NLRP10 preparations obtained after Superose 6 10/300 GL column contain
full-length NLRP10 and NLRP10 without PYD domain. (d) Potential protease cleavage site exists in the original sequence of NLRP10.
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Fig. 2 Negative-EM study of NLRP10 oligomers
(a) Representative raw particles (above) and experimentally determined class averages (below) of stick shaped NLRP10 oligomers. (b) Representative
raw particles (above) and experimentally determined class averages (below) of circular NLRP10 oligomers. 2D-cartoon models show the linear and

circular assembly pattern of NLRP10.
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4= NLRP10 fil NLRP10(173~655). 14 NLR &
X ERICE, NLRP10 #fi45 PYD 1 NOD X P i
W5 G ARSI, PYD g5 kikz 7)1
) R B AR J B2 Sk B 11 ASC 5 NLR SR ER 11 )%
SL At e o A AH B F 4R T R Bl UM 5 a0 2 1) 5%
B, 1 NOD &5k, MR R, =&
JE B STAND 5 J% I 46 R (wheel) 45 #4919 J2 NLR X
) inflammasome! W1 1= /)M A (apoptosome) 145
HEREGYROCH,  H 75w Sl ok 26 27
NOD 5 #1812 5 1 B e R 45 K 1 8 1 i i &
Y&, RS AR R (15 DUTE O R 1) 2 g /)N
. FEE| PYD 45 KI5 R NOD 45 k4 38 ¥ 45 7
4R A ] B 4 K NLRP10 78 PYD 45 #4557
UM B AE B A 5 8 BOAH HR 56T T 11 2R 4R
. TR B0 ) & NLRPL0 7562k T PYD 45 #)
W2 5, fEEEFR ) NOD 5N N H 2B K
(R EEAA.

HAFERE, AT UiRE, JEmrEEA

(@)
ku
o b
25¢ 100
| 70 =
20 55 [
15+
= $200 o0
£ 10} 35
5l 25
0 1 1 1 1 1 h
5 6 7 8 9 10 11 12 13 14 15 16 17 18
-5t v/ml
(c)
ku
140} ku
) i
120+ 100 70 .-
70 (- = 55 -
100} 55 40
40 35
- 80 S6 35 25
2 sl ===NLRP10(G173A)
g e NLRP10
40t
20+
O I I L 1 1 1 N
205 6 7 8 910111213141516171819

v/ml

21#2 ) NLRP3 inflammasome W43 5 20 21 8 1 1 [
fit NLRP10O (1)l F225 ) AH G, 1 7E NLRP10 [ %
iR P BErh,  IEIEE 4% 50 ku BORRGE 4tii, A
H1 NLRP10(173~ 655) [ K/h—3. X /R AR
IRI) NLRP10(173~ 655) JiT 12 B (1) A T 25 R i 7 ]
& NLRP10 25 s i 15 [ —Fh DI RETE 4.
2.3 NLRP10(G173A)HI &k 1k & BB EE 2 7

0 TWFFE N i PYD 45 #3805 NLRP10 48 44 45
IR, BATZHRAE 173 (T B I N, ¥
HRBRRANHAIR, LA NLRP10 (4K &
M. gifbgi iR, RAEZ S NLRP10, fralift
I FER 4 HRV3C fY) 2 a4, JFJ6 PYD
B B BL(E 3b). AR TR RN, B
I HL NLRP10 HEREIRER TR KIMAE, &
F£ H Superose 6 10/300 GL 43 ¥ fifi 1 47 2l 4k i),
NLRP10 (G173A) ] i W& A7 & AH 48 T 58 4% 1if 1)
NLRP10 £ 5 TR KI5 # (B 3c), X & W]
NLRP10(G173A) I R RE L Z B I FE A TR

50 nm

Fig. 3 Purification of NLRP10 (G173A)
(a) Elution profiles of NLRP10 (G173A) in Superdex 200 size exclusion chromatography. (b) SDS-PAGE of NLRP10 (G173A) purification. The
fragment of NLRP10 without PYD domain no longer appeared after HRV3C digestion. (c) Elution profiles of NLRP10 preparations and NLRP10
(G173A) preparations in Superose 6 size exclusion chromatography. The peak shift between NLRP10 (G173A) preparations (yellow) and NLRP10

preparations (blue) indicates a hydrodynamic radius change between them, suggesting utterly different status of these two preparations. Panel insert
shows the SDS-PAGE of NLRP10 and NLRP10(G173A) preparations. (d) Raw Negative-EM image of the final NLRP10(G173A) preparations obtained

from Superdex 200 column.
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K484k, 76T #E Superdex 200 10/300 GL 43+
figliALiT, NLRP1O(G173A) M8 FIIEAE 12 ml 24y
(¥ 3a), HWUEEIAN AR A it i 2% 90 e rEUBE A
Hi 42 45 3 7, NLRP10(G173A) & 1K i ) ik
1E SRR BN —, FF™E R A L.
DL R L3RI, PYD 45 M3k 53 NOD 4514
WAREE, et NLRP10 (158 4.

3 i i

NLR £ 1 R AR 2 5 R B R 2 55 200 I
WAEIBOR T, T NLRs 445 DL SEAR 1 T AT
fEThhE, UM 2R B, coli HRHTRIELILIS,
LB B . 48R, XAE— e b
5 NLR A ARG B 4538 4 A7 5%, PYD/CARD.
NOD F1 LRR #l§ A& 1 5 5 |1 £ 171 0 SR B2 1 5 g 3.
NLRP10 AN Hf LRR &5 #gdk, —Mr W Al h
NLRP10 JEAN B S 590 A AE D ), B3k
IR E $E E. coli RIE R G R MATRIE R,
A DAL PHM-4 Bk R4 P % 3 7 NLRP10
RIS 4. (R GMENT. MY, RS
e, FAlEm )L Superdex 200 10/300 GL
ST R glifh, 453 KB NLRP10 ¥
PSR A0 2B e tH I, B a2 DLy SR M T A AL
7 & il Superose 6 10/300 GL 43 1 ¥ |2 #7 &5 &
Resourse Q & 7 22 Ja, M fs s T
NLRP10 #fih. 454 HE#T, &I NLRP10 5
SR B AR

7 % 5% NLRP10 1 F% f#f Ar s iF, 3o R IR
NLRP10 #% & [l 1R 7 B A7 si4E NLR &5 A 5%
JE ARSI A, %A S5 VAR AL T IR &5
G AL AL FEXE NLR 05 I 30 8 AV dE AT W 7 i
R SRR 2 4 B U B, X L
SEATAEAEFEFPRE G (1) BEARALRL, T AR L 2
75 NLR 5 8 1 1 D) R % XM DA fradk—
AW, EAAE RN, ZATATRRGE, JEmEE
FE 1 Re5 ] NLRP3 inflammasome [130%, 1 %%
TR S U1 2L (1 R AR NLRPL0 (1) 3k 42 %5 1) AH
KU, AR SCE R EE, /1 NLRP10 #4141
IR (0 B, IE 4P AT — 4% 50 ku AR e 4%
M, HZR 3 NLRP10(173~ 655) (1) K/ —3. X
PR A TR I NLRP10(173~ 655) (1) B 41 1 10
AREAEAE TR, BT T RE & NLRP10 25 g% i
AT PR E DI REIEAS.

AR I T AR A, FRATAEDT

LK EIAD R A, FIFERIL T R4
R, XHIR NLRP10 o] GEFEE L P IhAE L 45,
PR 2 B SCHRIRIE . NLR 5 B (A R AR g
RGEPHEAEIAE Z EI)EE, NLRP10 th1F /2
I, X SIRER A L2 R AR U A

B TR 173 A AR IR AR, A Ty T
173~ 655 {7 2, & 1% 11 A8 K 14 v % NLRP10(173 ~
655). WIWIME S RIE. SHAENLLAEEY) . Ni
FE R EE2S 45 0 54K NLRP10 2 11 JF LA KX 31,
TMAE 5> 19 2 M1 i, NLRP10(173~ 655) 1) 7& %7 i%
W R I, IXABAE W ARG PYD S5 R IEE LT
NLRP10 fif s 7™ (1) SR A i .

Bust  ASCOUBI R TARAEIE RO BT S 58 B
T BB A Il 22 I 52 6 5 7 () S A R B 5K
HAABTA A RE P4 T RO ). BN
I S S AR LB e A L R b 4
THIFEB.

B Bl S1, WA SC R 45 R Bt Sk (http:/Awww. pibb.
ac.cn).
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Structure and Self-assembly of NLRP10"
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Abstract NLRP10 is a special member of NOD-like receptors (NLRs) family that lacks the leucine-rich repeats,
suggesting that NLRP10 may act as an immunity regulator rather than directly receptor recognizing intracellular
pathogen products. Previous studies on NLRP10 show that NLRP10 can interact with several components of
NOD1 pathway thereby enhancing NOD1-mediated innate immune responses. In particular models, NLRP10 also
negatively affects the activation of NLRP3 inflammasome. It has been proposed that NLRP10 oligomers interact
with ASC to form a multi-protein platform for the recruitment of caspase-1 or other signaling components. Here,
we show that pyrin-like domain (PYD) degradation induce the formation of NLRP10 oligomers, which present
stick-shaped and circular structure. With the NLRP10 mutant G173A made by means of site-directed mutagenesis,
we successfully obtain homogeneous full-length NLRP10 preparations. Corresponding gel filtration analysis and
electron microscope (EM) data further proved that the PYD domain is important in protecting NLRP10 against
aggregation.
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Fig. S1 Purification of NLRP10 and negative-EM study of NLRP10 preparations
(a) Purification of NLRP10 by Superose 6 10/300 GL column. (b) Raw Negative-EM image of NLRP10 preparations. Stick-shaped particles and circular
particles were marked by yellow box and red box respectively.



