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Abstract

Autoinflammatory diseases ( AIDs) is a group of inflammatory disease caused by excessive activa-

tion of innate immune system, with ubiquitous inflammation and involvement of multiple systems and organs.

Genetics plays an important role in the pathogenesis of AIDs. So far, there are more than 50 monogenic AlDs

causal genes have been described since the discovery of the first autoinflammatory disease. With the progress

of immunological and genomic research, the spectrum of AlDs pathogenic genes was expanded with better in-

terpretation of AIDs. With the introduction to AIDs causal genes and clinical phenotypes, we provide a com-

prehensive review of the pathogenesis of AIDs to better understand this group of disorders.
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PESIR X 3 T K o 1997 A2 E A AIDs, R M b
HRYAE R (familial mediterranean fever, FMF ) Az H. 3§
WL MEFV 3% 8 FIRGE

Wit 5 T 9% DR 2 %, ATDs 1 S — 28 Hh FR 3
PRI5 | A 1) B AR 2R G 28 i 5 , H i R 46 2 5 38t
FLSET G S A TR AT 5 R
JNHAKIRE ) B B o B AN ], AIDs #4295 HRAIE
TRy LE AR R R AL Je— FR 5
R ST THALIE IR R AE R B AR
o e SR R 7 N T R PR SR N VSR R0 QP L i)
A i 3 45 35t 4% A 2 Y ) e 4R 45 7 ( gain-of-func-
tion, GoF) B 2% 15 ( loss-of-function , LoF ) i 4= 7 &
G R AR AN A% S 140 AT RE B AIDs, TAE K
R B HT & (de novo ) AL [FIFE 251 &
AlDs, HH#Im KRBT HN/™ 85 . BT AlDs Y
B ME, AIDs A8 E TR IR IR b 19 4h % ( pene-
trance ) FIZFEPLE (expressivity ) WAETEH W KA
o L5 BFTIR, AIDs {3 il R S5 o 1 25 2 1Y)
Il RIZ W 51677 R 1 AR R M

NF-kB signaling

Phospholi
ospholipase (De)

PLCG1 ubiquitinase
PLCG2
TNFAIP3 OTULIN
Kinase RBCK1 RNF31
RIPK1

T 30 ik PR LA K HE 52 ) 1) 4 S 3L i, AIDss
RERE B KRBT A LAT 2 R : O kappa B
(nuclear factor-kB,NF-kB) 4% A AlDs; @1 &I+
$tZ (interferon, IFN) |8 S5y AIDs' ™', jx8b
T P b A O R 2 [a) EAH OCHK , B — i g E
FoR R 2251 & AIDs S8 5 19 R B 984 15
SRR TG BN, KER ATDs R I SAE (S
5 R B AP A il e A0 L A A
L O — RVME R AR - A AR R
py IL-18 . IL-6  TL-8 | IL-17 \IL-18 , TNF D) }% IFN,
4 IFN-o IFN-B 1 IFN-y SR 3RA7KF- [ Bl K
W RIS 5 R SRR FE RN G R A e
sl NS APINE IR SeNP S TR S E N TR
BB ZAE I R R AL,

SMATITF , ATDs g — 28 7E38H4% | i PR R B L
PE TN MR- R 0E P2 p S A a7l
TE&RIER ADs, BB IR IKATTXS AIDs 1) 3
it , S AT AR R TR AT IS 2 X i AR 1 2 — 2 IR A
W CIE 1. 1),

Type | IFN signaling

Nucleic acid
digestion

TREX1 SAMHD1

RNASEH2
AB/c DNA SE2

Proteasome
PSMB8 PSMA3
PSMB10 PSMD12
PSMB4 POMP
PSMBY PSMG2 Adenosine
deaminase
ADA2

Nucleic acid

Receptors
TNFRSF1A Inflammasome ADAS,:nSxI:)D2
ILIRN  JL36RN MEFV yy; rp3 Jagiaiol (SG15 IFIH1
IL1R1 NLRC4 uspP18 STING1
s0cs1
Bl 1 ATDs BUpi K IH2
Fig. 1 Classification of AIDs pathogenic genes
R BB RIETEE 5 % Al
Tab.1 Genetic basis of autoinflammatory disease
PRIRGEHR PRI 24 Il R 2 2 N B SRThRE
TNFRI A8 ¢ Ji A P & #4 25 X
TRAPS o KAt ? J2 5 K K R TNFRSFIA AD GoF
&)
, \ ENR N2, NI TN
FMF FIRME D I 34 o’ ﬂf B TS MEFV AR Gol
PEI
rin FH 7 R ]
PAAND pyein FH5C A 5 JAE 1 W s SR R L% MEFV AD GoF

R B R
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2l
PEIRGEFR PIR 44 FR Il R e R WHEEE RARE
SIRB RS B R
AIFEC Bk L g R B B RIE KR G R K NLRC4 AD/somatic  GoF
FEILRRNZ RERAE TG RGERAE SRR .
NOMID iy B T B NLRP3 AD/somatic GoF
YIS Pr ok RIPKL 35 /0 & & #F kLl
CRIA B B SR P A 2k RIPKT AD Gok
HA20 A20 BAAEHE AL %’E B BRI AL gy s AD LoF
. OTULIN M3Ehy H J 4 0EME BT 453y BRI & L 567y
Otulipenia/ORAS ey Wk TR TS OTULIN AR LoF
KR MR AKRE,
HOILI deficiency ~ HOIL1 tf4 ARG R R EBLKG.  RBCKI AR LoF
WL S B TERRE DTN
S KRN % R B
HOIP deficiency HOIP Hitff e AnprELRE LA RNF31 AR LoF
SEHEERRETTRR
Immunodeficiency 38 ISG15 {4 {%Fﬁ% LA ISG15 AR LoF
A<
Pseudo-TORCH USPIS Gk A5 AL | R b R USPIS AR LoF
syndrome?2 H i
AISIMD SOCSI BAfEHIEA RAEMA BRI S0cS1 AD LoF
TREX] AD/AR LoF
‘ ‘ RNASEH2A/ o LoF
SRS M E sy B/C
AGS Aicardi-Goutieres £ & 1iF A AT PRI R AR R, SAMHDI AR LoF
VR ADAR AD/AR LoF
IFIHI AD GoF
DNASE2 AR LoF
STING #1561 2 e M4 HAEAE B /NI R . o
SAVI e N STING1 AD/somatic  GoF
e . Y S R IR RE
APLAID ﬁ%g %g;fu *T Eg;‘aﬁ btk I A TR, PLCG2 AD GoF
H A TR e B S
PLCG2 MK MILIRGIE S R T RE . R &I -
PLAID G T W ke PLCG2 AD GoF
APLS WG M PLCGL 2554 H I, i VR PLCGI AD GoF
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g1
PIRLFR P 24 FR Il PR 7Y B Ui SR S TRE
prog W A EE s EL
DIRA L1 S B %E i’%&?} FRRRNHE S RN AR LoF
DITRA 1L36 Z A5G Jieye PR T 9 A IL36RN AR LoF
LIRSA %%Ra G-IRE SR o h s ILIRI AD GoF
S G R G A
" B R T BE G
DADA2 ADA2 Bl LA e P2 AR LoF
FhERAR 1 1
PSMBS§ AR/ digenic Lok
PSMB4 AR/ digenic LoF
PSMA3 digenic LoF
rPAE AT AR B R R ..
PRAAS EERHAAICN A SR IR R gy PR digenic LoF
ﬁ%%?ﬁ ﬂ%\ﬁml\}iﬂi%ﬂ*jtaé PSMBI0 AR LoF
YR
PSMDI2 AD LoF
POMP AD LoF
PSMG2 AR LoF
X Je e R EpR E1 {Z%'“fﬁi R RMCHKE R ME
VEXAS R RS KA R Rk 7& g M B2 Bk UBAI somalic LoF
RANRAS 0 B B RAE 94 B ML
Blau Blau 25 & 1F RELE TN AD/somatic  GoF

7 : AR (autosomal recessive) ,

GoF ( gain-of-function) , fj

W yu o (R St ; AD (autosomal dominant) , H 4 f84K 14 5 digenic, XUFE K ; somatic , {4< 21 i1 ;
A5k ; LoF (loss-of-function ) , B HEHR R 1,

1 BERFSHA AIDs

1.1 pyrin t§xXH) AIDs

FMF 2 8 A 1 & S0 4k R B B 580 M
P, HBUR AL 2 g pyrin SIE /MR MEFV
HEP O fEIRR B, FMF (3 R R IR
R IR LR AN ES R RN E R o TEJ5 28R
W5, H1 MEFV 52N 9878 5 308 pyrin AHC
H B 48 hE P w4 k7 28 et 2 R ( pyrin-associated
autoinflammation ~ with  neutrophilic
PAAND) W it 2245 3| 1 4Rl . PAAND 1Y 8 % 1
IR b 1) £ BUA 6] T FMF, 2R BRI &
B rP R AR B B B 5 LY PR A
L S e o)
1.2 RIPK1 #3%H AIDs

RIPKT S22 A 98 A0 5 200 i 0 T3 it 1 O

dermatosis,

PR T, S BN 2R A T RTINS Y
Aefiie  E L TBMMER" o RIPKI (A4
L GoF 5878 2= 3 B V) KL HT M RIPKL i3 1y
H B K 5E M 2% A 1F ( cleavage-resistant RIPK1 -in-
duced autoinflammatory syndrome, CRIA ), 5
CRIA FYE 58728 g AR 8 AL B 22 5 78 S 02 T
RIPK1 % [9/9 321 #1324 {ii . RIPK1 ) 321—324
(LA IEM e HoAk 52 caspase-8 V) RIRYIL)¥ . AL T
BHEE E A S BB S caspase-8 X RIPKI [
Y1, T3 80 RIPKT P RE 22 005 , 51 & 41 i
PUFHESET 4. CRIA [ R A1 SE T W]
5 TR A IR, L EAZ A SR B T B R
() NF-«B #1 IFN 1 B #0E o I K B, CRIA 3%
SR S SN & N N NS i
RIPKI ] LoF 578 | 233 RIPK1 il Je i ik
BEFFRBIARAE " o RIPKL SR (1 284 I o 13
WRIARIEVE IR AT 28 (HAHTE BRI,
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X 2 2895000 1) S e RS A B 22 5 (R
Z W AN I B4 48 it ( peripheral blood mononu-
clear cells, PBMCs) %} TNF H# I E1T- 530
FEAE A AT T U
1.3 NF-kB {5 S5fH%xa) AIDs
1.3.1  A20 4%/ R 2 F549 AlDs

A20 JE 5 E 5 i T B b Y R ) O T
¥, HRES I 2202 AR O A S 53 1 10
WAl o 7E A20 731 b, SRR Bk PR U R AR 5 |
FIAAEIN A20 KPR R, 2 i i BRAG R) i AS JEAL
N, TS| & e o A20 BAA% 58] A /2 (haploin-
sufficiency of A20, HA20) & #] T 2016 4E gk ik
N RE IR B RN (IR R &
B RRIE VR | S BB LA SR I e B
PEE 98 JH 5 A (periodic fever, aphthous stoma-
titis , pharyngitis , adenitis, PFAPA ) ZE & 112" . A20
IR B2 2 HA20 J8 5 RN NF-kB {5 S
SV, T3 8 NF-wB A DG 1 28 9 5 5, an 1L-
1B.IL-6 .IL-18 . IFN-y K TNF %4 48 Pl ¥ F357K
BT G UR BAER PR R
1.3.2  OTULIN #4349 AlIDs

OTULIN Gk B3 /9 B B 48 iF P 5 & AE ( AR
OTULIN 5t = i ) A& Hi 4 1 25 4 M 2 & 1L il
OTULINZL A | LoF 2275 5| Ay OTULIN Ifj gE
PRI 51 421 AIDs *" . OTULIN ff 4R 12 3 6
2EWL &2 & W) (linear ubiquitination chain assembly
complex, LUBAC) #l NF-kB {2 [t 1 1] 35 F,
FLHR A 25 5 30 NF-B 38 % 1) RAE(S 5 5% b
P2, B PBMCs S LT 4E 40 M H , IkBac 417
il ¥ I R A AN TKK oo/ TKKB 114 188 B2 16 S0 7K F- 1
B EIH AR TR NF-B (5 S5l pg 2 3 1 4
BUPERGE o IR B IR R %, 546 T
BEIRBZIE B RS 15 R DA B i B Jie il i Bz 92
SEFRAY RIS A ) 2 s v M B R TR AR
FEEAE K IN | Hp AR I A5 I A 4%
1.3.3 LUBAC #:F4 5289 AlDs

LUBAC H 3 4~ Joff4H B, 43 4] J& HOILL
HOIP D) &z SHANK #3614 RH 454491858 5B H
(SHANK-associated RH domain-interacting protein,
SHARPIN) , H; 5= B A7 5] € 4 45 11 20 3 etz
REERIIEE . LMz REETE il PR h R4 T
FAERS I, LUBAC JG{4, 40 HOILL  HOIP
AR BE , T8 2 5 | R e R L R, 7EH
a Ay IE 5% P, 4w 75 HOIL1 F1 HOIP fY RBCKI

RNF31 3L b AEE A FE R LoF 28 S 3 45 5| &
LUBAC BT S 3500 B B S AE B

Yt HOILL [fii &, B F HOIL1 i) Ubl 45435
X} LUBAC M4 %e 54k Mz 24 TE 3 4R 5 5%
G, PR HOILL () 6k [ 2 5 30 LUBAC iy (AR
KK TR, R HOILL k28 512 ) LUBAC ik [
s NAENG IR b5 R BN e b - B B RAE S
VEN I R R HEA T LT T DA Bt LS 45 3R 8
SR 1) LA 4 40 B A7 AE NF-kB 553006 2
Pt , HARR IR NF-kB {5538 P& AH S FE I AE TNF
Je IL-1B i T B Jam i o2

HOIP /& LUBAC [y & & fk o, 17 E3
TR R g LN RNF31 E 1Y
LoF 2875458 % LUBAC 2025 3% P F R .
HOIP {512 1) LUBAC B s NTEIG IR 1) 3R
L5 HOILL S N T E &, R A B R
i FRPEBRFA | SCHETE N L S B P AR
it o 5 HOILL Z&{pl, HOIP &l 2 55 A 1 i £ 4k 4
farp, FAE R B TNF 5 IL-18 #ill 34T /9 NF-«B
S R B A T LB 2R 200 it ) 451 1 PR 400 i
FET A Y
1.4 TEFHER

I B+ 4t Z J% (type 1 interferonopathies ) &
AIDs H— KA, BRI TR R 5538
PSS . S 576 TR TP 3 B rh i SR A
PEAEAR S P 3 R % VDA G, X SB[ 11
GoF A5 RIMIGIR R+ 24, BHE T R%
PEJRE AR R VE G S S R Y L Bk
P T RT3 £ 2 Aicardi-Goutieres ZE-S4E,
B N AR R Ak B (R R T S L T
T b6 R, 40 ISG1S (USP18 L)
% SOCS1 %53 F L) LoF 87478 [AlFE 4| & 1 Al
FHMRET W L, R&5 L 1 BEIFHRER.
WA BB 5 N F R RGE T gt RIG-1 &
H i DDX58 JEH E 1Y p. Argl09Cys 7%, %%
e 38 RIG-T (1 A I Dhg ek, 51 & 1 A
TMERES R LA, SEURE T LR R,
SR IPE— R T T R a2 A
1.5 FOERHHEEF AIDs

TE YT AIDs 4322 A — St SO L
FHEICIEIARIE LM AIDs iy o3, 7R Ak
T,
1.5.1 DADA2

DADA2 ( deficiency of ADA2) J&—Fh & YL fn
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PRI PEB AL 1 ATDs , J2& 5 P 1GE /Y52 0 v/ 3l ik
ML SR 7 o ADA2 2 — 1R R A A
Ji R s B o I B A 1, B T S B 1
DADA2 (i ADA2 5 [ b (1) BUEE Ao 55 A it 375 ke 2
RA I, HE H AL EE IR LA I R R
WALHE TR BE B AE LB R U R B AR
BB FASE . 75 ADA2 RIS B 58 748 v | g
SRR )R A AN ), X5 2T 4 A AN T
ADA2 PG SR RASIT N Z A A R 22 57 R
ML AR DADA2 F8 35 1 45 A Bk AR 7 40 Tl 7%
1) ADA2 LoF 5872, T2 ADA2 i1 58 4 fl 2k
i) Lol S8R WIAEAE 275 B vh g By ™ H Y 1ML
WA, A BE . H AT A IR ADA2 Jiff i G
KAZFRO LR 100 B, Hh #7028 S A7 7 B Ik
FRE, A p. Glyd7Arg Fl p. Argl69GIn2 il 5845
53 BTE i M/ H 28 F A BN H DL R A7 A
ADA2 LoF RAZHI AL AR A 2 2y 17240, R 4
240 NHgliAr 1 N RERAE . BT I, DADA2
TEA T i 3% AT RE CL i 30 000 . ADA2
TESRPE R GE I T RE i ANTE . H AT BIF 9T 3R
B, ADA2 BEA% I 15 BRAZ 40 I AR A, FL & &
AR RAE M1 W20 ) 23 A 2 98, DT 5 | 42 1L
BRFM™ . AL DADA2 3 th INF H1 5] 76
oI B 1 v XUER B R0 A0 S S 7 TR 3%
SRR R LR R AR B 2
1.5.2 ZiRsbe C-y K 5] & 45 AlDs

WARHE C(phospholipase C,PLC) &—RAiF
AN T b A T A 1, BE e A K A B A

RorT, ARn 1,4, 5- =B (TP3) A1 it Ak 1

il (diacylglycerol,DAG) ix 2 Z& 55 51, Wi& T
WS SN o PLC FUFALHE 7 isdE T 40
it 4% B F ( nuclear factor of activated T cells,
NFAT) A 22 53 & )5 305 25 G ( mitogen-acti-
vated protein kinase, MAPK) L) } NF-kB {& 5 il
%o PLCy & PLC RS BN FFIA R —
2, HARSE ) E A ~SA I35 45138, REf% 5 M
PSS H A BAR T, & B8 55 PLCy 73 T I RE R
PRI . PLC SR T Wi 3 B 5 48 0 4 V) A 56
PLCy &) PLCyl Fl PLCy2 |11 GoF 2754
2 FEH B RIS

PLCy2 FfY GoF 5878 25 3 2 PLCy2 AHKHY
YU ER 3 5 9028 2 8 ( PLCG2-associated antibody
deficiency and immune dysregulation, PLAID ) F1f
M H & 4 4E # PLAID ( autoinflammation and

PLAID,APLAID)2 Fi AIDs'#*/, jx 46 PLCy2 |
) GoF AL LR PLCy2 1) F W DI BE , MM 3
B PLC~2 W3 BEW0E LA S TIP3 5 DAG2 K55 15
A PRI, B4 S BN E S RS 8uR
5. APLAID 1 PLAID ff) f & 7E G R 3 % F2 71
HAPES Y, T APLAID 14 i 7 vp I A WL ¢ 3
£ PLAID 35 i i LY SRR I R

PLCyl [ GoF 2748 25 S8 1 PLCGI
s S K £E A 4E (activating PLCG1 variant associ-
ated syndrome , APLS) "' B fEIG IR | £ E £
WG R T PLCyl 7EHBE R 40 b £ %
FERTE T A0ML b, PRI AR AP T 4 X Il PR
RS R AL B MR TTER . Ah, RS PB-
MCs H AL %8 k7 2 it ( low-density granulocytes ,
LDGs) $iit B Z W0, 475 1 LDGs 18 G5 Wi i 1
GIE RV A B R AARAE FH o
1.5.3 IL-1 425 i @i kA5 54 AlDs

TL-1 5 B 200 R e AR N T SR 45 2 R
YER G5 F 22 B — R Z AR HUR Fbt 2
AP TR . TL-1 Z AR5 BT 5 B ( deficiency
of the interleukin-1 receptor antagonist, DIRA ) J& Hj
Hify IL-1 SZARH5407) ILIRa (1) ILIRN B& 5 (1)
WEF L LoF 5878 330y, i 5[ IL-1ee | IL-
18 55 FFEe MBS T 5| &%, i T ILIRa
TERZHA P ik, Pt DIRA Y 58 5 78 i R
AR A B VR ST, A 45 It P R iR A
3 TG T Pk 22 kB B 0 B S AR 4 e L
IL36Ra S TL1 3 B H i oy — R s 50 ), H i fih i
IL36RN F YRS ALRER] Lok 28748 235 & 11-36
RSB B G (deficiency of the interleukin-36
receptor antagonist, DITRA) , DITRA & IR b
AR 5 A SR 2 AR 4 B 3 L1 Je o 1 AR 5
HARBIR R LA 25, H—ERE E 55
FASE S, R AT TL-1 {5551 & 0
# AIDs, IL-1Ra 5 IL-1R1 %52 BLFG 555 (loss of
interleukin-1 receptor to interleukin-1 receptor an-
tagonist, LIRSA ) 1831 T 3"’ . LIRSA [ %[
55 DIRA \DIRTA AL, ¥4 1L-1 55 A2t
W AH 2 HBOR L O TL-1 Z2 4K TL1-R1 F /Y
p. K131E 2878 %R IL-1R1 5 IL-1 {5 545915 IL-
1Ra Z [ A EAE I 155 R0, LIRSA &
HTENGIR ERI e Rt 2 B R, H
A e R A0 R 7K P B3 B, 0 TL-18 41
) 750 P o 7 B %



5

BRI, 55« B B JOIE B Y B0 ik A ik - 817 -

2 WEEZHH AIDs

TEZ ML AR AIDs 2ZAb, i —ZK AR,
PR T8 20 20 1 A B AIDs XU IR g A4 48 X
A A — B B R ORI DIRER) 2 S BRSSP B
AR AL TP A 5 TR I 2R 80
B

EFABHARE Y B B JAELE5 1E ( proteasome-
associated autoinflammatory syndrome, PRAAS) /& B
BRI VO R 1 AIDsS B P AR —
2 ATP K AR R UK BIEEM 2 E A E A
Y, REfE T K48 Iz REEPRICEH LI IERR . HHH
BRI WAL O i HEZ ) 4 LRI B
14 AR F R A, 2 1 i A TE S R 40
WO ARG AR . S AN %) g AR I A
REAEIEPEPEH L & PSMBS .PSMB9 \PSMBI10 <5 5
DR i L P A R, R S e i o o e Ah , 2 1
VAR B 2 2 A Pk 2 ) 2 1 i A i A B POMP
( proteasome maturation protein ) Lk 5 HAth 4rF 4R
HH L PAC2 SR IATY . K E B AR LR R T 6
IHRE R AOMEEE , LA AR SRR B AY Lok 28
R ox 33 PRAAS, HETC FIHY PRAAS Bk 58
WO AT A B o7 . 7. BSIL BLi, B2i
DL M RPN5 453V 3k i) PSMA3 . PSMB4 . PSMBS |
PSMB9 \PSMBI0 . PSMDI2 % 3£ ] | DL J 4 5 £
1B43+F PAC2 FiI POMP #) PSMG2 FlI POMP 3:[H
AR X RN F SO 5 A8 45 ol WA
A B LoF 22 5, 1ii POMP F1 PSMDI2 |1y
FALFELRE A LoF 878 BEAS 735l id ik 1 1 2K 16 LR
E AN R RN S SN o 78 4 Bt 25 1 il R I A
B FL R vp, PSMB8/PSMA3 . PSMB8/PSMB4 .
PSMB9/PSMB4 2520 4 T 1 LoF 2878 g DL XU
Rl #5051 % PRAAS™™ ™ PRAAS 3
Zeal ()7 NI st 3SR R e 0D -0 - TN R A
AMME Y BB B 0TS R AN R B R TUE (T
PR 2GR DL S 24 B v 5

3 {FERRTSE AIDs

BR T gL B ACHE 1 AR A AR RS AE IR IR K
TR LSR5, A ] BEAE TR 48
AR R RAR o a2, MR i SR A A R A
KM B AU A A B IR ARIBIESE  (HIE I, AR

ATDs 3 H A9 A Ao Bk B A=, A4
M5 AR 5| & 1) ATDs 2% B0 H B 103 % 1 ke . B
A, & B AR IE 1 T BUA A0 AIDs 1Y A4S 1
NLRP3 .NLRC4 ,TNFRSFI1A ,NOD2 STING . TLRS .
MVK ,UBAI 4§'%7

UBAL 2 AR E2 W EL IZ K, i &
99% [ AMilZ 2 Akt R . UBAT | B A 2 ff 5 A%
S FECX P AER B1 12 R A0 M 5 A2 5|
R HE R AN 25 1 B B R AE (Vacuoles, El
enzyme , X-linked , autoinflammatory , somatic , VEXAS )
CEAAE . B IR BRI SO B il i
B DL R AR A v 4 . B0 VEXAS (1
UBAIMetd1 ZHERR 7 i (1) 5878 235 i) UBAL [W] L.
IR, AT 51 A& &8 53 UBAL A Y1z R ALk
PR3

IR, ATDs {4 200 Jfd ¢ 42 /) AT 52 i <2 31
Mo I, WA By PCR I vy 3 & I 1Y
T AEML K B B ARAE PRSI 1 B3 A TN 4 3
T NLRC4 B By42Hr p. His443Gln 1420 fifd 58 7% .
RS F AL E PR P S LB A . SR
RUIZRALRS NLRCA SAE/NMA A 558 1Y 0TS
FS A

4 AIDs RiZH 5877

Bl X AIDs S50 55 BT AR A, AIDs
4 S0 PR3 I DR 2 80 35 2 M 15 2040 R, Ry
AlIDs [ /&5 %012 Wi FURS HE IR J7 $2 40t 7 P g 3t
i ™o B AIDs (I WPCR RE % T KA 7 B
B P A B 25 T T, ok Ao R DR
FE A AN ALY S A i L, X AIDs B LA
(A HE T 27 B8 3k e i DR b IR e S k7 3,
PR IR YT SR R R

T8 AIDs | Gz 0 700 REAS Sy AIDs f
HPRALRE S HABMIGYT . £ MEFV S 8011
AIDs HRk KA AR RE A5 8 S H0 6 pyrin 3 P AT
DR AR B P T I A ) TL-1 {55 A9 BEL BT 7]
M BEAELE A AE /MR B TL-1 {55538 P& B0 5 K A
T AIDs th A FERITAE . AT T AT R W
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