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Host DNA damage responses and the regulations in chlamydial infections
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To understand host cell responses induced by an obligate intracellular
bacterium, Chlamydia, we tried to investigate Chlamydia-induced host DNA damages and the
regulations. As a result, host DNA damages were detected at late stage of Chlamydia infections.
Although we also assessed host DNA damage inductions induced by Chlamydia using knockdown cells,
obvious differences were not seen in these cells. On the other hands, when expressions of genes on
DNA damage responses were analyzed in Chlamydia-infected cells using gPCR array, upregulated or
QO¥nregulated genes were identified. Thus, host DNA damage responses may be regulated in Chlamydia
infections.
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1. WFEBMES RO 5

PR 7 7 I VT RYYEIL, RIERRNE M Chlamydia trachomatis 12 X > THl&Ef Z S
NAHMFTH EERMEITEBRIE (STD THDH, BRIZEBWTH, &7 7 V7 EYYEILE
R0 OFAZBIMMO STI EHEZL THRHZ\V, ZO L DITHERT 7 I 27 BYYE 1T
MWEN—T7, TDORETIIEIER TH B 7= DITIEE I NN E FIE SR, BTy
DIELR L, FIEREBARIENEB R EOEERERLISEZT Mo TWS (Clin
Microbiol Rev, 28:969-84, 2015)

PegR7 7 2 T IMRMERIENFEME & WO EZ L o701, FEMEN TORY - B5E
HVBEND DN, ZNERHITT D 72DIT1E EMIEORE % 7e8RE 2 15 A ZFH LT\ % (NatRev
Microbiol, 14:385-400,2016), PE&s7 7 I 7 Y CrEA SN HIEMEREFEME (ROS) HFD 1oL
EZzLNTEY, FlziE, Hesr 7 I V7Y CEA SN ROS XX =2 KU 7 NLRXI &
TFRIZEENE X, B% 72 ROS FEAEN 7 7 2 U7 OS2 L LT\ % (J Biol Chem, 285:41637-
45, 2010), Z=®O—J5, ROS [T RIELBECMIAIE 72 Ehkx B 2 FF oA KNG T Th b D, F
7o, WENIPEA S 7 ROS 1378 EMIENICIFTET 5 DNA X°F VXV B E Oy T %83 5
720, HaREELZFIESEZTZE LML TS, 2O X HIEST i DNA T8 R
DR L 725 7=, 5 DNA 2EE T 2B E TREORBEER EOMIBINE T2 2 B8 EZDL
WD, LG, ZHIVHIEE DNA ZEE T 28R FHITHEE DNA 2 EET 504870 67,
Bex BRI b 5T 52 E bR EN TS, 7 T 2 VT EYICBWT b 15 T Ik«
RIS A AR &R T, TES T I VTR B W T, 8-A4F Y /T =2 (0x0G) X
44 DNA Gt (DSB) 72 & D DNA HIENFEINDH Z LB LT/ > TE 7 (Immunity,
36:401-14, 2012; Cell Host Microb, 13:746-58,2013), =D —7 . Zi b D DNA FHiE IO\ T
IARARRBEZ W, 20D, 77 I VT REROREFRIC Z O X 9 Zfla/sZE 23S L Tn
HAREME LB XD, TDO X Oy T I VT RGSMIAICI T 515 DNA FiE e o NS Oflas
EOMEMIT, HESR Y T I VT RYIE DIREETER DFR & 72 D DI 72 6T 1RIEL T DOBAZE I %
NOLAREMERNH L HDEEZ LD,

2. WEOHB

g7 7 U713 E BRI Y, - BT A BRIC A MRS 2 S A A Sl &R T2
ERHLNTWD, BlZiE, 8-4F Y 7T =2 (oxoG) X° _A$H DNA Ul (DSB) 72 & DIEE
DNA 287 7 X V7 YR ICfE EAIRICHFE SN TV D Z EBH LT > TE 72 (Immunity,
36:401-14, 2012; Cell Host Microb, 13:746-58,2013), L2> L7235, 245 DOHEE DNA OiFE 7
5 IZE ORKIENSBFIZ DWW T ARRAZS L2, 208577 707 Y oEE DNA X
ERFEICEHGETHAREMEN D D120, 7 T I VT RYEFOIFRETEREUCAT S 0 O%EIN & % 7]
BEMRH D HDOD, ZOFEMIRHTH S, £ 2 TAIZETIE, £ T I D7 RGMIc kT
AHETEMIO DNAICHEEGBNRFEIN TWAZ L OERYITo T2, RIZ, 7 73 D7 YLz
B H1EE DNA OHlEISE T 28 FEICE H LZ OB G R 2 8ENICITO L e
(2, BREAIZ AW H1T - 72,

3. WFFEDHE

(1) 77 3IT78 IR

KRR TIE, 7T I VTkE LTSy 7 3 D7 MM L2434/Butkz . E7-Mifakks LTt
kB SHAS AMIRE T & 5 HeLa Ml A L7z, EBRICHEH T 5 M52 5 3 27 ok Ao
BIEIT, YRR 7 7 X U7 % Hela MlEIZiE DR ETEIC B ¥ 7-1%, YL 48 FEE %1 FITC A2
Wi 7 V7 LPS HUK (F U AR AW E Gk AT, TR S B AR A B
THZELETITo 7,

(2) 1EXHIK DNA HEDOBLE

77 I VTR X 0 1E FMIEIC DNA ENFEI N TWD Z EIE HER7 7 I Y7 % Hela
Ml s, P-4 %Y 77 = bk (2 f¥H, Santa Cruz 3 XN JalCA) % V7o fe g e
L7 B ONIHL yH2AX BUiE (Cell Signaling) WU = X% 7 ay NMEEITH Z & THER
L7,

3) v Fy  AAROER

NLRX |1 i#&fx 7 D5 B 2 Il 32 siRNA B4 (JBiol Chem, 285:41637-41645,2010) % & ¢ DNA
Z . pBAsi-hU6 pur 7 & — (X T 3AF) IZFA LI, BT/ v 7 Xy o Ailakkz (Fid4
Bl BIETEAKIC puromycin TIEIRL 7 v—=27 L7-, NLRXI 5T DIEBHMH O
2121, Bt NLRX1 #ii& (Proteintech) (Z k2 V= AX 7oy METITo7-, 2 ha—/L
Eeix, AENCHE SN2 b 0% L7z (Infect Immun, 83:2917-25, 2015),




(4) Bi= TR

PSR Z 2 V7 & HeLa ffRICEY &4, RNA 24 (AAY = %5 427 ) L. cDNA &K
D12 qRT-PCR TIE EABIL O BIR TR BUFNT 21T > 7, £7-. 1815 DNA OEEHIEIZRE D 5 &
IETREDO BRI R BT T, MR 5 I 27 kY HeLa # L » RNA ZHiH L (Roche) .
cDNA &% L7212 IR O MR TR BUENT % >~ F TH S qPCR 7 L 1 (QlAgen) & H\
TR 21T > 7=,

(5) BHEAIZ AV 7= E8

5 DNA JSE Db DB TOHRBE L LT, 2O EETEEL LET 23HE 2 V=%
BaiToTl, ETMHERRY 7 I U7 % Hela MY S, JKYL1% 24 Wi ICHE 15 DNA IRZIC
DD LAERZTRML, S 52 24 FFEEEEE L7z, 5 EHE O DNA 51350 yH2AX HLR (Cell
Signaling) # MW7z =A% 7oy METHHE L,

4. MFTERR R

(1) 75 I V7 EYHa DNA HE 082

FEPVERR Y T I DT RYC LV E MO DNA ICHENFE SN TV DR EITo 72,
B DNA D~ —H—L LT YHRAX OV 7 FNE AR 7Ty MECHRLIZEZA, 77
IUTRGR NS TV EERT D T E RO b, i, FO yH2AX V7T T TR
DT RRPEIMIIARE L TR SN T\, TD—F, 2HEEORLLH 8-A4 %V /7 = Uik

2 £ D RIERE BT oI b DD, SRy T 1h 2 36h 4sh
%_’1%‘%):&755‘/6%7275307’:@ %0)7,:&5‘ 2“3%@% MOI O 5 10 0 5 10 0 5 10 O 5 10
BTk, /I IVTRLEICB T SE Mo YHAX o

DNA &1, it yH2AX FiikZ Wiz = A X
7y METEAE L=,

Q) /v 7 Ey AEROER

NLRX1 &I+ DIEHEAE FHI DNA HBEFEICEE L TW D08l 50
(2 57291, NLRX1 BInFOFHR ) v 7 X7 S Hela Mz {E  «wa &
B U7-, NLRX1 EfEFORBMBENIL, i NLRX] Hifklck v =227 sl
2y METHER L7 L 24, NLRX1 BiaFOFEHN 2> b u—/L Ol & wﬁﬂu‘
B LTI STV D Z L 2R L2, & 2 TIIZ. NLRX1 E&fa 35 4
I AU b Ny b — VRIS S T I U T AR
., 5 EMIIE DNA BEOFHME 21T 72 DD, L EN T RV ZEH 72
nolz,

(3) DNA DEEEIHEICED 2 BIEFREMT

77 VTGRS T B 5 DNA OFEISE B D 258G RO R BEALS 2 BENIc A7 Y
— =V TRRNTT o0l YL 48 FERR O 7 T X U T RSB X Y RNA Z#i L, qPCR 7 L
A # AW TEB TR AT oo, ZORR, MEER7 7 I V7RG X0 815 DNA Ol
BICED D BLEFREOFR CTREAN LR LG22 0 AN SN -8 RFR"H 5 &
DHLNE ST, LLRBL, ZTNODORBEH LIZERTICEWNT, ZORALHOE &
X2~ 3EREE LHFIEH L-EGFIEEO LN -T2,

(4) DNA BEEBEREER % AV 72 EBR

M7 7 I U T RYGRIC X S DNA OFIEINE 2B 6023 5729, 85 DNA IREISH D)
LB THEZLET 24 RILEAZ W T-BEt21To7-, ZORE, BEMia DNA O
EFEICE SN RIZ I NDEEEORERTYH2AX O 7LDV B8O b iviz, 20 Z L,
INSORERN Y T VTGO BT % 5 LMl DNA G OFEICBE G L TV 2 AlRetEn &
2o

ZDOEHIT, 77 I VT RYSHIAIC I T HHEE DNA ORIHISZE IV D OBER NS LT
WA RBEMENIRIZ S LT-,
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