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We studied physiological roles of high mobility group N (HMGN) and obtained following
results. (1) HMGN3 was highly expressed in pancreatic endocrine cells, and Hmgn3-knockout
mouse showed a diabetic phenotype. (2) HMGN3 might interact with a splicing factor. (3)
Overexpression of HMGN3 affected the gene expression little in fibroblast but largely
in pancreatic beta cell-derived cell. (4) Opposite results were obtained by
overexpression of HMGN3 in these cells. HMGN1 interacted with PCNA and facilitated its
binding to chromatin.

AR TERH
(BFHAL - 1)
LR DR & &t
AT PR TEREH 3, 400, 000 1, 020, 000 4, 420, 000

WEFE/y 85 - [ sk
BHFE: DR - S E : SEREES: - B
¥—U—F:()HMGN Q)7 u~F> (3) Bk

1. WrFEBRAA SO E = AR UEIEDOHERFICEHEE CTH Y | ITHE, £

E BRI B DIEF 72 A o A Y 43U
IEHERETRIEICEE ChH D, LEN-T, £
DFFAN=ANEHRT D2 L%, T Ofk
RICE V&R SN DHREKREL
PR LG 2 InE 21T O ECEETH D0,
RICCHRMIA I B Z N, —T7, B T5
BOTYE YT 47 AN ERDF

DOiEHE ERE L OB ERINTRY, 1R
R EOBRELHREIN TN S,
ruawFUoREL L RITEO—D2>THD

HMGN 7 7 X U — & /3 7 B2 DWW TR, B85

DNA &5, DNA #EHL L\ o 72k % 72BN i
OFIENCEE L TWD Z EnmbhTnd,
IHICIEFEIZR> T, X7 LAY —LITHES



THZ LIV DY 2T 4 7 A4
WCEHEBERZREZH - TWD Z ENHAL M
o TET,

TAVE TITHFZEARE R DI, HMGN3 23>
T Y = A N— L B0 MR R R
BHLTWHZEZAHLTWS, £Z2T
Hmgn3 KB~ U A ZAERL U CRBUBREIT 217
o7 T A, BERNINT Hngn3 R~
AN AA AV ARENFEIARLS | M
RBHIRTLTEY ., FERFFEDIERE RTZ
EMMo T, TS OFEFIE HMGNS 23 BE(R
WORIEIZED D Z L 2RE L TWD,

2. MHEDOEM

HMGN 7 7 S U — X U XU ER, TV = X
T A 7 AT 2 T N G o~ D B -
ZBELT, EOL D RERAEMBERZOHIE
BIG- LTV DA RN Z N, £7o, W
JLEIC 5 FRIFAET D HIGN 7 7 S U — & L%
I BRI CHEETOHREL . KB MICBE LT
IHFEE A EDho TR, &2 T, HMGN ®
BB EIOMAB IO 7 7 2 Y —RTO
MERERREVWEZBHL T A Z L EZ AL
L. MBEICER L HIGN 77 2 U —& R
7EETITHT 25UR, B KRB~V 2B
LT OB~ ZANGBIL Lz~ 7 AR
IEHIN (MEF) 2542 W TRIT 21T 9, 4RI
ABFFENT I TR R B 72 BN TR
55 HMGN3 (25 B L, £ < ORI EET
% HMGNL & gt 5 2 & T, DB
TE = RS 5,

3. WO I

(1) HMGN3 D¥EHREMAT
OERHIPR, A L/ Ty T 47 %&IF0
W & T DRI TIE A IV T, 4 HMGN
Ty V=R URTERE S Vo - FE
FRICERBE L TV D0 E et Lz,
@Hmgn3 KIE~ U A DR B fRAT

Hmgn3 INEN 3 WAHIRIZ BB L TV D &
WOFERZ S, ARy v Sk
VIR OWE I L OERERER, A R Y
AMRBRE LT T2,

O B HIIIZ IV T HMGN3 A EA/E+ %
SR ES

Flag-HA tag Zf/il L 7= HMGN3 % {H & HIIZ
FEBL L TV 5 MING #fifid 2 #5372 L, TAP (Tandem
affinity purification){&%&1T- 72, Z Dk,
B (MS) ZATv>, HMGN3 IZFH AAEM 3

DIRF DR EAT 272,
(2) HMGN & L /R 7 B EAB TR BUZ KIET
A O Rt
A HMGN 7 7 2 U — & X7 BN 5
B G 2 5B %D HIT, 7 A RT
HBAE SR AN OVMEF) 38 X OV~ 7 A B i H Sk
MING HHE T ZE 4L & OBAR T Z B H P &
B DMk L, ~A 7 a7 LA AT
AT -7,
(3) HMGN1 (ZFHAEAEM 3 % K+ DR
ZAVE TIT TAP % T HMGNT [ ZHH AR
AT 2RTORBEITH-> TE0, AR
REDNHARE 2 & o X EEA RIS S TWD
7RV, E 2 CARNFZETIL IMGNL & OFH B AR
DR 7 K7 S REIZ A L, 2GR % v
TERABEEARERZIT T,

4. WFFERCH

(1) HMGN3 DRERERHT
ZHIETIZ, HMGNS (o7 7 I U — & >
N7 LT R 0 R R R BL L T
5T EEMRREBEIIHOMNICLTER,
% ZC, MBICHERR LTz Hngnd KIE~ 7 AT
DUNT, Hr I HMGN3 DIFEERL 0D i b VR L2
Tl o CRBBURNT 21T o 72 & 2 A, Hmgn3
KAE~ T A TIZRBILP A > 2 ) yREN
AN LT LY, ZTORRE—
B L CIHERE N AR LR THEICKT
LTUW =, RIZ, HMGN3 H AgHiiA A v 7=
GaEYuta |z 0 . HMON3 DIz 51T 5 J8H,
FRZ T, ZOfEF. HMGNT <> HMGN2 73
JEE AL 43 Ws A R 752 © ONZ EPN 3 WA i o Tl 7
THILLTWDHOITxE L, HMGN3 [ ZENZ U4
I CTORIEENIRD Iz, SN UWHD
JOFE L Fr ) e iR &2 v iz B Y AT
VN, TEENAIAHIIN T D IMGN3 D JRifE R & 5
WCRERC RS HE, HMGNS (X ay B, 6.
PP MfE D& TIZHELL TWAH Z ENmho
776

HMGN3 DI B MR 35 1) 2 AR BRRURKRE & B
HMITTHEMT, v o AJE B MR H >k MING
AR 2 VT, B BRI N C HMGN3 & #H AAE
HT 2RFOMRBEIT- T2, & OREF:, HMGN3
EHEAERAT D AREEOH HINT L LTA
TIAT U TICEETHZ EnHE SN T
WAHRT X Z[FE LT, & OMAVER % i
THHAMTHBEZ X NI EEHWT in
vitro COMAERZRRTEZ A, EEM
o % T AT R & —B LT in vitro IZ



BWTHZ OEAHEF & HIGN3 OAH A AEH 23
ERTE, ZoZ &iX, ARRIELEAY
FTA L T RA & HMONS 2N EREFH EAE L C
WA TRTREME A RIR L TV 5, A1, 4G
O AL FH B AE AR 1 & HMGN3 & iz &
DO XD I HBEWF EAER N S 5 028 5
T HDVNERDH D,

(2) HMGN # > X7 N BAn T BUZ IET
DT

R D ASISE L 7= &5/ 7> & RNA &
WHEHL, ~A 7087 VAT ziTo7=, =D
FE S, 2 < ORI - KEME CTHREL L T 5 HMGNL
% MEF |2 EPRBL S5 LB 7B a7
7AW EE 5 27, —FF, MR RN
FEELDI T B 40 D HMGN3 Dt )58 31X MEF (28
FABETRIAT e 7 7 A VI EAEE
Bh G2 emolz, —H T, ~ 7 AR Mifa
FH 3k MING #AEIZ HMGN1 ZiBFERE SEThH
@m%%ﬁ7m774W’ﬁféW%im
I 7278, HMGNS Z B RIFE L S W 7= 45
RERFENZILNT,

(3) HMON1 IZFHAEAER 3 % K+ DR

HMGN 77 2 U —F o R BENTHR L H <
DBIEEN B2 225 T2 HMGNL 1, %
DEBEFRE~Y T AL —FWDITER I
FRMT S LTz, WFFEARER DSETE L T2 iF5E
% CIX Hmgnl KRB~ 0 A DFRIT AT\, BUH
BBzt THD L ERALNC L, £
DA DFEMTHE B2 S . HMGN1 2% DNA &1 2R
HBLTWDZENWRBENTE N, £ORE
M7 A =X LFIAHTH Tz, T2 T, 4
#% HMGN 7 7 X U — & L /X7 B[ CORERERY
FIE - EEMEEZ BRI T 72010, BTN
HE A TN D HMIGNL D X & 72 B EEREfFAT 78 B
LB Z ., IMGNL ICHAMER T 2K+ DO RE %
1ToT-, ZOFEHE, HIGN1 (ZHAAEM 3 D15
MR & LT DNA B CE R I W CEHE
TEIZES Z ERMBNTWD PONA % [RE
L7z, invitro CEHM LTZRIKREBREKZ X
78 & TR 72 fi#AT 2> 5 HMGNL & PCNA
DOFAAEFITIZHMONL D X 7 L F Y — hFES
RAALUMMETHDHZ &, £z, PCNA S 3
%%%%bewézkﬁ%@ﬁﬁwmm
METHDZ LEPNRES N, T2,

L= — ﬁw?%mwt747mm%ﬁ
W R A AT S TS . Hmgnl RIE~ 7 A
& MEF {238V T I PONA O R BB E ER 67 ~

OHEFRNTBIEN TR v, EOIEMEIL HMONL
%ﬂﬁ%ﬁéﬁé’k’ DEIE L7, &6
IZ. in vitrolZ¥\F % nucleosome mobility
shift assay 0)ﬁ¢ﬂ?ﬁt§% IEBWT ., HMGN1
FAE T CIL PONA BED X7 LAY — A EH
HERA LT WZ E A LMNT LT,

LI EOFER NS HMGNS (A% - A As 2
HICHRBLTHZ L TRHRADEAE R Y MY
— 7 EREGL L. B OMREEEZRBELIL TS Z
& DRI S HUTz, —J7 T HMGNL 1, PCNA &
O RV EER R OMRERBLUCES LT
WD ZERHALMERD . HIGNL (XL 7m
— NV IR AR BLR O HIBIEEAEIZ B 5 LT

DI E MRS,

5. TR
(H%ﬁ%%\ﬁ
ES )

Gy HAE M ONEHERIT TR 1

UeERsams) (BE314)

(DKurahashi T, Konno T, Otsuki N, Kwon M,
Tsunoda S, Ito J, Fujii J. A malfunction
in triglyceride transfer from the
intracellular lipid pool to apoB in
enterocytes of SODl-deficient mice.
FEBS  Lett. 2012 Dec  14; 586
(24) :4289-95
DOI: 10.1016/j. febslet. 2012. 09. 047

nJh;ﬁD

@Postnikov VY*, Kurahashi T*, Zhou M and

Bustin M. The Nucleosome Binding
Protein HMGN1 Interacts with PCNA and
Facilitates its Binding to Chromatin.
Mol Cell Biol. 2012 May; 32(10),
1844-54.  (*contribute equally)
DOT:10. 1128/MCB. 06429-11

HHiA Y

® Rochman M, Taher L, Kurahashi T,
Cherukuri S, LandsmanD, Ovcharenko I and
BustinM. Effects of HMGN variants on the
cellular transcription profile.
Nucleic Acid Res. 2011 May;
39(10) :4076-87
DOT:10. 1093/nar/gkq1343
HiA Y

(%K) G
OEBHEAE D, LA - L ATCHEIC X 5/
DORISEAH . 8 35 [8 AR AW



RS, 2012 4F 12 A, @k, fEiaE RS
-~ U Ay eiE

@ Kurahashi, T. et al.,SOD1 deficiency
causes postprandial dyslipidemia due to
impaired 1lipid metabolism in the
intestine.
16th Biennial Meeting of Society for
Free Radical Research International,
Imperial College, London, UK, Sep, 2012

QBB & SOD1 KA~ v Z/NFIZI T 5
HEERH OMEHT, 5 65 [BIHAfE{LA b L
AR S . 20124E 6 A, EE. R
Wbl

6. AR

(1) BFgefEs
A6 s (KURAHASHI TOSHIHIRO)
IFE R « RFEBEE R AR - B
7eE &5 : 00596570




