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Mitochondrial DNA in innate
immunity and autophagy

ShOVRUTE. TXIVF—ZEY R T HILE
BEDOMNEEE CThY. IFRIEMEDL SE(L
LicbDEEZSNTVWEY, OV RUT I
RO R = RUTESTEETHY. ETHIC
& BREEICBWVWTHRONGERIIERTTE
P KEMERICEESLTWATEERLIEARY
DZCHTETCVWEY, BEPANRAERZITS
s BEERIFEI N RU7ZAZI MOV RUT
DNA (MtDNA) ZEDMNZH LE T, Thb\
WA EMREED /2 —> (DAMP) & L THEEE
L. BR&7HG/N\Z2—2 832 B (PRR) (&> TEN
TNARERIGZEFFHLET, mtDNA 5358 IS
59 %F7% PRR &, @ Toll-like receptor 9 (TLR9) .
@ Nod-like 2 & 7 7 = 1) — pyrin domain
containing 3(NLRP3). ® A1) v~ GMP-AMP
(CGAMP) 2> —4 (cGAS) T,

SRAVRUTDODNA IR, AFILEENTOEN
CpG IR LA FRREESH /\7T17 DNA
ICEULTEY. IVRY—LDOZBETHS
TLRI IC K-> TERHEINT T, BERICERMAPIC
BTNz mtDNA ANB#E TLRI Z &ML L. NF-
kB DiEMILE. TNF-a® IL-6 DEDEXKIEAF
M A AV DFEEEF|IERCTIEDS. LD
HORZETIHSNCHE>TNET P, TLRO #PAE
2 ODN” R T EEF DIk *ITLD>TTLRI
EEMTAHCET. RESEERFTHIEHRE
NTWBTs. mtDNA DEREITHITS TLR DEF
ERRERENTVET,

MIDNA IZ K> TCERIEEINDE S —DDORIER
Bld. NLRP3 4 7SV —LDFEMICEL ST
5l ERTEINBDE DT, caspase-1 R TR
M A SHAVIHIBELT IL-18 DO
WET, RBILOHARICENE. Y4 ~VIbmRI
BHEENTE MONADNLRP3 4 > 7S5V — L
DEMACEFET BT ENTEEINTUVET,
MIDNA DNMEL B & AV T IV — LEBHE
ICE > TRBEINZMIERTDIL-TB L IL-18 D
DWDMEIETNE T, TSI, Bt L7z mtDNA
. NLRP3 S BEEEES L GEMILT BT &H4H
SNTVET S,

SO R77 DNA (& cGAS-STING #ZE&IT LD
RERBICHEESLTHY, 1B 2—TJx0>
(IFN) DEEERLE T, sEDHETIE 7R
F—RERTLTWBHIROY A MY IVFRITHEE
iz mtDNA A cGAS &ML, cGAMP &/
L. STING & > /\% & (stimulator of interferon
genes) ) JL— T BT ENTREINELIE S,
STING (&, TBK1-IRF3 <% F) UmERRERAE N LT

| B IFN B BEZFE L £ T, I5IOaFE. NIVRR
DA JVARREICK DT ERTENS mDNA X
LRICISEL T, TORBEANEE L ETNSTEDEE
FEnELie s,

MtDNA [C LD CBIERTENARERIGIE. 4 —
N7 —EBEICERELTCVEY, A—hT7—
&, ANLVABREDBEHSHIRRAETSIZHD
AT LEETY, A—bT7I—E. OZFEED
ZERICKEBMIBER D DEUAI. @A —rT773
V=L, @QUYY—LEDRE. @B
DODE. K> T. ARELEMRERS () :
DNA. Z/\7&, bV RU7, MRERERE)
EERUBREE T, Ffeo A—rT77Y =14 NF-K
BURSTING BEDEFELRBEATAIT—2—D
TEMAEFEETAHTEICEOT. BEIGAERIGZHD
BlgBCENTEET, LHLENS, AR
PEELGMEE WO TREBFIREICH WO TE
HREAR DTG OV RUT R, BEES I
MONA l&. F— 77— DD RREERBZ DL N
JWETHA N IVRICERE TS, TOEDHE
HitkeER L LNET, LT TLRI > NLRP3>'%
BELO/ E£721E cGAS-STING V7 FIUVEE P D
EHOEBICEBTET. ZLDBEIL. 1EMERHIRE
EHED. RERIGHEALET, BRADIEH. B
REHIUBEREEREZEGI NIV NUTE
EREBICHITS miDNA DERBZTDVWTHII BB
BRI DI, BLDOAENROGENET,
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induced STING-mediated type | IFN production. Cell.
159(7):1549-62. 8. Rongvaux A. et al., 2014. Apoptotic
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Autophagy Reporter Cells

F—=bT7I— S HRRERADN Y Y — LR THEENDEVSEEFERETOEXTY, 77— 77— O RADA—JWRE @ 47—~ 773V —LOFR.
O VYY—LEDREE. @ A—IRBMDDEELTIT AUV, EVSZEROTOCXTHERINTVET, LG ENERE2/\VE 1 83 IE [F—hT7
I=TSvIR MRS B DIERENBIEFELRZVINVED—DTY, ORVINJEIL YA M IVDSHEBEANUIIL—bENET, D LB 2V/\VED
BTG F— 77— CTOROI—A—ET5) £ e T DREBRZHE T RO —A—ICBEVET, REHENE >/ \VE (GFP) BLURBHIEZ /B (RFP)
ICREE LT LG3B Dofia+ A SRAY INVBREDITLET, F—hI7I— D% HERICERER CEL Y, RFP-GFP-LC3 TS ENTcA — 773V —Lld. RFP &
KU GFP DBADY T HIVERLES, VYV —LEDRER. TOBMRMEICKY. GFP 27 USELIBRLET D RFP V7 H VLB RERZREE T,

HelLa-DiFluo™ hLC3 Cells
RAW-DiFluo™ mLC3 Cells
THP1-DiFluo™ hLC3 Cells

Hela-Difluo™ hLC3 #fifa (4 & b Hela ARk, RAW-Difluo™ mLC3
HRRIE DX RAW 264.7 <7 O77— 4Btk THP1-Difluo™ hLC3 #lif2
I b THP-1 BERAIRERR I CENZNER TS, 7 — b T77 Y —LR—%2—
MR TI, InNSlE. RFP-GFP-LC3 bS5 RFP:GFP:LC3 Re 2>/ \0'&
EHRBLET, TOEMERIETTABRRD LG &, Z0D N KinlC RFP (@
LEM) HEU GFP BERZM) EWLND 2 DDENL R—2—2 2 /\0BN
MAELTWET, INSOHEIC RFP-GFP SO AAEENZTEH D,
768 GFP-LC3 BEU / £feldiRe RFP-LC3 DA DOFIFA HALIEWIE T
BHTBHZEICEDT VTPIVAALTHA— NI 7T =TTV I AR TE
£9, A—rT7I—DOFIERICIE. RFP & GFP OmADI 7 IV & E
n&d, LA — 770V —LEVVY—LEDRENEGITONT,
GFP DEFILHD L. RFP DREADIHHERIL TEDLDICHEIET, &
fe. GFP-LC3/RFP-LC3 4R KU RFP-LC3 MR DB &5 RE S
BTENTIRETT, TNEDMBEICEDE, LT CRENfc A% %A
W b TI7I9—TS v AR RETBHTENTEET,

Hela-Difluo™ hLC3#fifa. RAW-Difluo™ mLC3fifa. B KL UTHPI-
Difluo™ hLC3ffE(&. Zeocin™ TR R LE T,

1. Loos B. et al. 2014. Defining and measuring autophagosome flux- concept and
reality. Autophagy. 2014;10(11):2087-96. 2. Kimura S. et al., 2007. Dissection of the
autophagosome maturation process by a novel reporter protein, tandem fluorescent
tagged LC3. Autophagy. 3(5):452-60.

PRODUCT QUANTITY CAT.CODE

Hela-DiFluo™ hLC3 cells 3-7x10¢cells heldf-hlc3
RAW-DiFluo™ mLC3cells | 3-7x 10°cells rawdf-mlc3
THP1-DiFluo™hLC3cells | 3-7x 10¢cells thpdf-hlc3
RELATED PRODUCTS

PRODUCTS DESCRIPTION CAT.CODE
Zeocin™ Selective antibiotic ant-zn

pSELECT-GFP-hLC3
pSELECT-GFP-mLC3

Expression plasmid psetz-gfplc3

Expression plasmid psetz-gfpmlc3

@mm@m@@@mmmm@
< Lysosome fusion
O.G' L GFP degradation

Vesicle breakdown
and degradation

‘o
Phagophore}‘
[

RFP::GFP::LC3
recruitment

Isolation membrane
with cargo

Autophagosome Autolysosome

Detection of fluorescent puncta in HeLa-DiFluo hLC3 cells

No treatment Rapamycin Rapamycin/bafilomycin

i vi

GFP

RFP

v

Merged

HelLa-DiFluo™ cells were treated with 25 uM rapamycin alone or with 25 pM
rapamycin and 500 nM bafilomycin Al (to inhibit autophagosome/lysosome
fusion). After 24 hour incubation, the cells were fixed with 2% PFA and
analyzed by confocal microscopy. Note that both yellow (autophagosome) and
red (autolysosome) puncta increase in panel viii, whereas most puncta in panel
ix are yellow (autophagosome).

For more information, please visit : www.invivogen.com/autophagy-reporter-cells



Autophagy Inducers & Inhibitors

F—=bT7I—d. RERPIXIF—DEZLHEOMREMA N v —(ICL O TEHLENSEELRILTOVILTYT, A—rT77Y—E £9 VPS34#EE
O WMBRIT7FVIVA /2 b=V P)3- FF—EZFE—EOEZ Y NVEICKVEIHENSRIETHS, F— 770V —LOERDSHEVET, ThiC
BV VWYY —LEDREBRICA— 77TV —LOBEEODERIVET, LIh>TU F—rT7I— i A —bT77 V=L 2RRZ G2 Il 2L PI3- 74—
COBRER. FlBF—rIVY—LOEREIUF— 779 — L LBl VY — LB DBERZAL S L& oT BETHIENAREEEY
9, A—bT77YV—R@EBEIGASHEN T OLATHY RERERRAFICRZMEDFF—ETHS mTORC & A — 77V —DEERV T LYY =TT,
ZDfcs. mTORCT DEHEERL HXU mTORCT FHEILREOBERIG. F—hT7I—ZFRLET,

Growth factors

& insulin
Nutrient depletion Nutrient l
and stress abundance
BEZ235
Everolimus l
AT769662 Ra';';?r:‘yzcin Perifosine
P o SB203580 <«
f Temsirolimus @ Inducers of autophagy
Metformin Torin 1 —_
\ \ l —— Inhibitors of autophagy

AMPK ) — 4 - .‘ e~ BX795
s —— kD —— QRoKw) — B

ATGIL —— Resveratrol Lysosome

ATG14 | VPS34 ) / ULK1/2 ATG13
Beclin-1/ VPS15 FIP200 ATG101 Bafilomycin A
PI3K-IIl complex \ / ULK complex /Ch'°'°q"i"e

@
7
3-Methyladenine
BEZ235 > —> Degradation
LY294002
PI-103
Wortmannin Phagophore
Isolahqn UL I Autophagosome Autolysosome
with cargo
ATGI6LL  (QLe3y)
ATG12
ATG5

PRODUCT QUANTITY CAT.CODE PRODUCT QUANTITY CAT.CODE

3-Methyladenine 50 mg tlrl-8ma Perifosine 5mg tirl-peri
A-769662 10 mg inh-a769 PI-103 5mg inh-pi10
Bafilomycin A1 10mg tlrl-baf1 pp242 5mg inh-pp242
BEZ235 50 mg inh-bez2 Rapamycin (Sirolimus) 5mg tlrl-rap
BX795 5mg tlrl-bx7 Resveratrol 100 mg tlrl-resv
Chloroquine 250 mg tlrl-chg SB203580 5mg tirl-sb20
Everolimus (RADOO01) 5mg tlrl-eve Temsirolimus 10mg inh-tems
LY294002 5mg tirl-ly29 Torin 1 10 mg inh-tor1
Metformin 1mg tlrl-metf Wortmannin 5mg tlrl-wtm
0OSU-03012 (AR-12) 10 mg inh-0s03

For more information, please visit : www.invivogen.com/autophagy



Antimicrobial Agent for Primary Cells

Primocin™

FRHEDEEIE. TNhHMRPRZ OLD (REPBREY > 7IViEE) b BEDRE (RRE. RE. A2V I7EEIICLZLD0NESINELS T BKIE
MR HEMEROBRICHBA TMENTUVET, InvivoGen #TIE, ¥MUHIRZRET 57, InvivoGen DERIZFIE T 5. [LEICERARTREGIRAEN

BTHS Primocin™ ZRFR L% LT,

Description

Primocin™ (&, DNA &2\ BEMDmA%E E T 5T T
RAATZAR IN\oT)70 BREZRELEY, ThdE 3 DOME
EBIDONA Vv A L—A, BLOERKREDEIRY —LYFTIZvED
30S & 505) & 1 DOBEEIZN (BEREPERADOMRERICLAEELZNT
JVARTO—IVRF) EWDL EIDIHIFIE T HIEN T L TIER
LEY, Primocin™ (. COMEMREENICIER T 2MENEITELY.
Pseudomonas aeruginosa. Listeria monocytogenes. Bacillus T@Z50D3=ER
FRBIURETAFED/ N\ 7T )7 LT, Normodn™ KUEEN =
RENHERLET, ZickWUE. Primocn™ &, 7LARTUT >V BICHE
NEUHIDELREEDBWVIMERFE WO OREICKY, g R
LTBEHERLEE A

Applications and Efficacy

Primocin™ (E#MCHIRED BBES IR EICRE T A ERICHEERICS IAAENT
WET, AIZIE R E AR (PBMO) A S BBt SN e e b FFa
SILFES—(NK DY T7oa——24" H250E. <IRREREE
BOSDOTAOYA FBEO T2—OV OB ([TEDONTVET,
THIC. REDAZEETIE. Bess X EREDREEBIRITSL5E L
MR O DL DRERITH UL T. Primocin™ DBENIEHE
SFENTONET S,

REE. Wang Sid. b MZEEERER (hPSO DREABEDHFEICH L
T MRS IORA DT ZZARUEBTRLNSMEAE SSITRET DD
IZ. Primocin™ & InvivoGen #E D1« 2 7= X< H| Plasmocin™ @
A% SGEMAEFo CREBEIELTHY . TO—BEDIEEIL. Mg
DEESLUBEEBRDOIRERARNGERATY T ThHDIEWSTENFHNICT
SHIhTVET

WSDHDIIZET IV —TH ISREMZDFHE ST THS 3 Kool
& - A)VH/ A RIC Primocin™ A @A LE LIz, FIAIE. Graham 5
& ROZEBAIVA S/ A RITHFBBEK (ER) AN A KIE. HEK
U7 RE—=RUTETDHHZEICHWNT, Primocin™ #F N TDAIVH ./
A RIg#THRMLE LT

EkIC. Weeber 5D F— Lsld, Primocin™ {8 L . i iaE iRz (CRO)
FBEDSFI U cEs st R I AV / 1 ROBEY
TEAEREEICLELR S Ffe. Nichols 5l&. BAFRMOFAMBE LU
/NBMED B 5 (scaffold) BhSIBERENTfA LA/ A ROFARITH L
T. O HHERDOFMEBRONIEL. @ FEILI RS E / [REXM
BIDIEE. D2 DOAT YT Primocin™ ZERALTWNET /,
Primocin™ (&2 < DIZERZIENBEHARIEE T T A Primocin™ D
BRADFED—2IC, HDINEMENARETHBIENBIFESNET,
R Primocin™ l&. OB B TRIE TERWVHE TEREINTL
SOERBEY ORI EIRE T 9, HlAIE. Cao & Poss
& TS 710v 1D ENMER DEBEICEE T D <EIADFHER T
Primocin™ (C K2 T, IBEZ RS CHEB T ONERBEDEROE
ZLfzDlTxt L. Pen/Strep H KU Fungizone™ (7> 7471/ B) D
HATIEFOL SRR SN GD ofcERELTVET S
=T Primocin™ I E AT LI IRE T HTENTEX T, B IL.
Pastrana Si&. BKEIRUA =X TAJVAREMEDR ) —Z2 TR
79 BE0C, 293TT. ART. SFT. HKT A549 ffatkA M EF) CULIE
LTVET %

HRAEOMEEHSN M EREEOT /AT, INOTUT. Z
LTEEDHLSTSH. Primocin™ AEALTWVEY, InvivoGen A
BT 2. BLEWSA Y7y 7OMERICONTIE, TEEESRDIE
BAaTosBJZEL,

Applications of Primocin™

Culture of

Culture of
immortalized

Isolation of
primary cells

cells

primary cells

1. Garcia-Beltran et al., 2016. Open conformers of HLA-F are high-affinity ligands of the
activating NK-cell receptor KIR3DS1, Nat. Immunol., 17:1067-1074. 2. Grabner GF. et
al.,2016. Deletion of Monoglyceride Lipase in Astrocytes Attenuates Lipopolysaccharide-
induced Neuroinflammation. J Biol Chem., 291(2):913-23. 3. Telias M. et al., 2015.
Functional Deficiencies in Fragile X Neurons Derived from Human Embryonic Stem Cells.
J. Neurosci.. 35(46):15295-306. 4. Wang et al., 2016. |solation and cultivation of naive-
like human pluripotent stem cells based on HERVH expression, Nat. Prot., 11(2):327-
346. 5. Graham et al., 2016. MEM258 Is a Component of the Oligosaccharyltransferase
Complex Controlling ER Stress and Intestinal Inflammation, Cell Rep., 11(13):2955-
2965. 6. Weeber et al., 2015. Preserved genetic diversity in organoids cultured from
biopsies of human colorectal cancer metastases, PNAS, 112(43):13308-11. 7. Nichols
et al., 2016. Giving new life to old lungs: methods to produce and assess whole human
paediatric bioengineered lungs, J. Tiss. Eng. Reg., [Ahead of print]. 8. Cao & Poss, 2016.
Explant culture of adult zebrafish hearts for epicardial regeneration studies, Nat. Prot.,
11:872-881. 9. Pastrana et al., 2013. BK Polyomavirus Genotypes Represent Distinct
Serotypes with Distinct Entry Tropism, J Virol. 87(18):10105-10113.

PRODUCT QUANTITY CAT.CODE

Primocin™ ‘ 500 mg (10x1 ml) ‘ ant-pm-1
RELATED PRODUCTS

PRODUCTS DESCRIPTION CAT.CODE
Normocin™ Bacteria prevention ant-nr
Normocure™ Bacteria elimination ant-noc

Plasmocin™ prophylactic Mycoplasma prevention | ant-mpp

Plasmocin™ treatment Mycoplasma elimination | ant-mpt
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