BRGMRECLISETEETCHISaRBROMIERF MR

HIRERIKRY: o FIRREIREIT & v 2 — RIE - TS Chintogtokh Baatarjav W52 E
S W GERT. SR R BdR o 13, BEBUTRIARAE IC X 2 [UEEREE o BELER I, Ml A
#4 DNA 728 Absent in melanoma 2 (AIM2)4 v 7 =Y — LT X 2 KIEMIEE # /8 S % = & T,
RIEZNEF L X R EZHLPICLE L, ZOWFFEERIZ. Cell Death & Differentiation Z£IC
fg I NnE L7,

i XL %+ dsDNA-induced AIM2 pyroptosis halts aberrant inflammation during rhabdomyolysis-
induced acute kidney injury.

# & 4 : Chintogtokh Baatarjav, Takanori Komada, Tadayoshi Karasawa, Naoya Yamada, Ariunaa
Sampilvanjil, Takayoshi Matsumura, Masafumi Takahashi

{835 ©  Cell Death Differ 1-16 (2022) doi:10.1038/s41418-022-01033-9.

Ql. AV T7F<wV—ht M8 b=V RIZOVWTHZTTFEWN,

A v 7=y =Lk, BAEMEA ZN—¥ (FRch ZAo3—+2-1) ZiEMHT 5 2 v o2 BEEKRTT,
— I~ 7 v 7 7 — Y RMIRICERD b1 B HARRIEREE C. MRS AN ERES 2253 5 4
— VBRI L, TEAT 2 =T DASC, HAANA—X- 1 Lo TR EhET, A1 v 7T~V —L1C
Lo T b e 2o =21 X, BENBRRIEWNEY A A4 v TH D IL-1 - IL-18 DL & 70l
72, MEEEFEETLH AL —IY D
(GSDMD)D 7 m kv v 7@ 9,

GSDMD 2 8O AL =3I v 77 1) —Id,

ATV —L

E (AT =) iz
Taky v rEng ol KE Rl !
AR L. i L 7= e o SIRALRR 59 % i L < & i
s : P I - - N HAN—E : 4B IL-1¢ o N
rsu— AR R R LT, 2D, H A ! ey TR S MIRITE ﬁﬁ?uiifﬁié

K— I AR ISR & il [ox A T

=Y R TY,

SNAa =Y ZABA v 7 Ty —nilfic e

Lo TRE 256, MIHOMRM L ARFIC IL- Q) 7eesr O s
1B+ IL-18 DRWEFED T LBL 72D, TRIE  gne ° ﬁ] E1: Aljl:llui:ru‘/:_?;;;/—bk
HMIRSE] & LCR#EhCwEd (KD, e ®

ER
HRI—4-1

Q2. AIM2 £i3?

Absentinmelanoma2 (AIM2) (%, A v & —7 =0 VEHEIEPYHIN 77 3 ) —00 &2 Th )| A HA%
KEICBG3 208 % — VEEEAIA G, FRC, “ASS DNA ICHEAT 2 HIN200 F A4 Y AHLTWE T Ehb, #llE
BEHNOZASEDNA % EEEERL. 4 v 7 7~V =% L T3, HEEGNICEID 597 80~300 Hiko —A¥H DNA
ko T, chE CIORFEFRTEEASEDNA 047453, HEZ/ ADNAS I Fa2v FY 7 DNAICX
S>THMEMHbE NG Z L AVRENTHET,



Q3. BRRUFHRMRAE 1 & B AERIEE L 13?

WERUTRAREL, SME iR 10351 % Crush FEFERE) . BRI, JEEOEH)CEY) 2 10 X o CHEISHoIES h,
RIS 2 C & CiREE ZiEERECT, LIZLIZANERE (AKD Z2ATEL. MENT7: & OB
FHREL 7 VBN VRE T, AKLICIERRERE R <. LIZLIE AKT 255eaic i SicBEEfRE (CKD) 1o
1135720, KEAREICR>TOE T, i bt L7- A DNA 2 EFEEICBS 3 2 nlRES D © £33, AIM2
L7z AKILFEIEA 1 = A LT DN TOERATLZ, 22T, “ABHDNA IC X o TAIM2 255 L, B
LT3 LR L Lz,

Q4. SEIDHERFEEZB L TTF IV,

FEBUTRIFHIEIC X 2 AKT RIAKD) DEWET VT, HIHHN A8 DNA %53fif3 % DNasel ORIRARET L7z & &
2. BEEHEC AKI AR L, HHEIL —ASHDNA 28 AKT AR Z L2VRENE L7z, 72, RIAKI Ti3E~2rn 7
7= B b=V ZAPHEZ o THY . ZNHAIM2 KBV ATIHIIZNE L (X2), &5, AM2 KiE
TGl RIAKI DIEASEN., IBIERIE & A S L2 2 L SHIHL £ L 7=, TR, B~ 2 1 7 7 — 213, AIM2
N4\ b= R X BB CES I RE S v & stimulator of interferon genes (STING) #8#6% /1 L 7= B8 72 JE
#H|EFHEZ L, CKD ITRATE R Z EHIAL £ L7 (M3),

RIAKIJRHETIE, B~ u 77—V IR 2L TEH T, “AHDNA ICL > T v b =2 ZFRITHD
D, RIEEFA P AA VEDBLEEA, AIM2 KB~ 2707 7 =207 2 & D" ASHDNA & v H—% LT
STING #&#&ZIEHAL L, 184 v 2 —7 20 V2 TNF %70 U CRIERIER L £37, 6o T, AIM2 3 | F —2 X[

[RAEMHIIEE ] CldZel, BLA=27u7 7 —VOREICHEEST 2 2 &0, @RI REAIHIL w3 &z onE
L77

Q5. 41, EDX 5> REHASEIFINETH?

AFETIE. ZASH DNA 12X 5T, RIAKI DB~ 17 7 =705 AIM2 IRIANICEREES NG 3000 F L =,
JRABIC X 5T, AIM2 %4 1 b —2 33 L [SYEMHEIEE] <lazed. [FEEE A v b —v 2] & L-GEflZe
Rk ay b — VT EEEZONE T, S ZOIRIEE N v b= ADEFEL 5 PR To T
ERARP 5 URY: 38

¥ 72, DNasel ICX > T AKI 5T TE 722 & T, Sf%. A DNA 2N & L7z AKUIREEEO nREM IR S
ES

DAPI o AM27x
TUNEL (5R5E) @ HEsERR @ AM2EL
FA/80(RIO77—2)  FSURRRARIE (< LD AKI } HDDNAL > —EN LT
. = ZASHDNA STINGH#FRE E 1L
WT Aim2/Tig - s . @ A

- HRHE(E

<H077 —-/J:{}_, _________ ,@_’ st CKOER
ee® (TNFa, IFNB, Cxcl10)

.
.
se
.

@ AN2EBY £ ) @ - @
D
SIERBRIRR S a2 /Sy Ok —2R &8@) SZ(CR%;-E'&
204m (HeFEMRRISE) g fp o
< =o/O77—VHERR !
2 : RIAKIICE133 R A @
AIM2fx7EE< 2 07 7 — JHEBA%E

B3 : RIAKIZ H1F BAIM2/N1 O b — Al K DR EEDREE

(1T
BRENAFREREEFMABLHREER
BReEMKEMEERS -7 - IR



