Ek2 641 H
% 3 2[a] Cytoprotection £
CERABLVEESEREER

FERE, BT, 382 ZIEHEOZ L EBEOH L EFET,

ST, % 3 2 9] Cytoprotection Aiff 5t ( http://gakkai.umin.jp/cytoprotection/study.htm ) %,
UTOEFECHESRLET, TEANRBEL RS TLEVNE L TRERH LRI SN ERA,
ARIOMEEIX, 4 dERFEE MRS X ORER =R R FENERR a0 &1
THEEZ YV —7 U hA%e (http://sfrri2014.0rg/ ) A3 A2 3H (H) ~26H (K) BifE
SND7eH, 774 MIRESLEWOIMESIT T, EHEEZ U —F U5 L FE UEN R
HIEFRSEEICTREMA (32310 (R)) kSN Z LTy L, AT
AL A N VAL FEET D FITRETH Y, FEETOTHHE E 720 £9, FehliE
1 TlIr ¥ v F—R5¥O Daret K. St Clair %12 & % [Mitochondria are a Novel Target for
Prevention of the Side Effects of Cancer Therapy] % . F728FBIFER 2 TId S—3 0 URAksE
DHERL T & 2 NAR B K7 R NEFIREE 2% 12 & 5 TPathomechanisms of Parkinson's
disease: insights from the monogenic forms of Parkinson's disease| # TE L TH Y £,
DEFELTUL, FPRRICEHAWZ UE LIRS O E 2B FED F, HELE JIhEWT
EELLSZEZARL BITET, TROX I IFIREHRIZINZ, 7>y Fa Bl —8TiE
LTEYET, £z, BHEREFMAEORORBME LHIFEEY FEL TRBY 30T,
BoTCINE - ZBMKIEEVWET LY TRAH L BT £,

R

% 3 2 [1] Cytoprotection A 524>

YRAFEN  BIEFHIT

HH5JR) - T890-8544 JEVL S itk 1 8-35-1
JEE VR B R R B e o R B F 40 R
ISl e« FH BRBE IR P N

Tel:099-275-6272,Fax:099-275-6278
E-mail : mitochondrion@dent.kagoshima-u.ac.jp

1. H WF: SR 2 6423 H23H (H)
2. = % EST R ERS A ( www.icckyoto.orjp/ )
3. IEEREF: 3, 000 (YHSHITTHEIR)
4. [HBR Y EK2 6410240 (@) %35
<7adsL>
ﬁ;zg;i,%ﬁ 1 [Mitochondria are a Novel Target for Prevention of the Side Effects of Cancer

Daret K. St Clair %62 (7> % v % — K% - #id%)
¥R 2 [Pathomechanisms of Parkinson's disease: insights from the monogenic forms of
Parkinson's disease]

IREMEZESAE IERE KT - %)
Z > F a & I 7F— [Molecular Mechanism in the Pathogenesis of the Colitis-Associated
Colorectal Cancer]

TR —RRIEAE (RORER R A R


mailto:mitochondrion@dent.kagoshima-u.ac.jp
http://gakkai.umin.jp/cytoprotection/study.htm
http://sfrri2014.org/

—RTEE (A5
2RO FETH R

- EFEE CEIICE 4 0RRLLT) OBANEDTRBI%E (2A55)
* RRUELY | ERRBEEIC OV TEEROE LET,

<HEEKEHRE>
— B - BIFROMPIEIEE (DEAREOHR) ZLL T OB 2N LET,
1) HEIAEK IozEs GEEEE L&) AR OSBIZRY £,
(RAZDH L, F%/F ( http://gakkai.umin.jp/cytoprotection/study.htm ) (Z58#S % &
D, FEaFEEdTCran, £2% (E=H8 5000 M/14) T9F,)

2) AR OME

AMFFE VT 2 ORIEEIR 12503 2 KRB - BB 2 B3 2 Jaffds L ORRIR =5
DOWFFERREEFRE L, T D2 2 HME LTWET, ZDO7=HAK, Cytoprotection &
V9 ST prostaglandin ORI FEEFIZ DWW TIRIB Sz b O T IAZE D LK O
NGO AR DOATRE LTERHA L THET,

3) WIAFE : LT O X 92 a R L. E-mail DHS MS word {Z 2T
TEMTEW, W, SRNTEERS (BT Y —F k%4 http://sfrri2014.org/ ) O
TIA4 MI—=T 4 7 TTOT, Abstract I8 L O THEKITRFETIT RO TWELEEETOL
AHLLSBRWNNZ LET, Abstract (ZEERT U — T P 2RIt > TWeZE £,
EEE 7 VU —F ANV EROWEEI R T E T,
XCall for Abstracts
http://www.sfrri2014.org/call for abstracts.htm
Instructions for Abstract Preparation
1. Abstracts should be written in English.
2. Up to a maximum of 5 facilities can be registered as Affiliated Institutions. Maximum number of
characters for the first author’s institution is 120 and for the other authors’ institutions are 90 per institute.
3. Up to a maximum of 12 persons can be registered as Co-Authors.
4. Please indicate the presenter by checking the box for correspondent author.
5. The abstract title should be no more than 150 input characters including spaces.
6. The abstract body should follow the structure of Background, Methods, Results, Conclusion, and
should be no more than 1400 input characters.
7. The total of the abstract including authors’ names and institutions should be no more than 2230 input
characters. < ALV B X Ao WERIZIHEV L E T,
8. Abstracts should not include any diagrams, charts or reference citations.

] ROV SikE, T2 AW LE T

* Abstract D RAZ FE W2 LET,

*MPEREL Yy a VORI RVEAIE, 2HLTHEH Ly v a Y EREWTZLET,

* A—/LB KT Abstract SMEICHEERL L v a v (k- BEFRINFFERE) 38 KON

(FEERREHRA, Prldss LOMERT. TEL, FAX, E-mail address) ZFLAL T ZEW,

4) PRAEEA : FUEORASIL, HFMFEALCICREEFEANC T ET S0,
fiRlIE, v T AEiE. 2 A BRI E-mail I TEMTE TY,

5) K

REFEOT NG, BHLFELEE L, EH RV LET, dRE T AN
JEAL B OEIEEE T, HENMEHEICOW T, IEEYHE 4 0RUTOF LWL
£7, BIZLOEBEDO ZISFEBHLWZLTEY £7, HRARSWCRE RS T
ELTBY ET,

6) A —/LIEEL
A — LiE{E4E © mitochondrion@dent.kagoshima-u.ac.jp
% 3 2 [a] Cytoprotection AFZE4 5 5



http://gakkai.umin.jp/cytoprotection/study.htm
http://sfrri2014.org/
http://www.sfrri2014.org/call_for_abstracts.htm
mailto:hmajima@dent.kagoshima-u.ac.jp

T890-8544 U Emh#s » i 8-35-1
JE R B KRR FEREE e A TR Il - P BRBEIE Sk EN



ABSTRACT Sample
Induction of Mitochondrial ROS and Cell Death by Cytokines and Its Prevention by Estrogen
in Rheumatoid Arthritis Fibroblasts

Shigeaki Suenaga®, Hiroko P Indo*, Hsiu-Chuan Yen?, Hirofumi Matsui®,
Toshihiko Ozawa®, Hideyuki J Majima® 2

'Dept. Oncology, ? Dept. Space Environm. Med., Kagoshima Univ. Grad. Sch. Med. Dent. Sci.,
Kagoshima 890-8544, Japan, *Dept. Med. Biotech. Lab. Sci., Chang Gung Univ., Kwei-Shan,
Tao-Yuan 333, Taiwan, ‘Div. Gastroent., the Grad. Sch. Comprehensive Human Sci., Univ. of
Tsukuba, Ibaraki 305-8575, Japan, °Dept. Health Pharm., Yokohama College Pharm., Totsuka,
Kanagawa 245-0066, Japan.

Background: Recent development of the studies have shown that rheumatoid arthritis (RA) is
caused not only self immune activation, but the effect of cytokines such as IL-1 8 and TNF- « inside
the synovial cells causes an important roles in RA pathology. The roles of estrogen receptors (ERs)
on the cytokines treatment in the primary synovial fibroblasts, which express a low and high levels
of ER « (Low ER « and High ER « ), was examined in this study.
Methods: Fibroblast cell lines were established from human tissues obtained from patients with
rheumatoid arthritis (RA).
Results: Treatment of the High ER « with combined estrogen cytokines decreased mitochondrial
ROS, generation of RNS, due to decrease of peroxynitrite production, and further lipid peroxidation
products, and prevented subsequent apoptotic cell death. However, estrogen treatment of the Low
ER « did not show substantial changes. In cells transfected with ER « SiRNA, administration of
estrogen did not produce significant reduction in cytokine-induced ROS, RNS, lipid peroxidation
products, or apoptotic cell death.
Conclusion: These results demonstrate that both mitochondrial ROS and RNS, thus production of
peroxynitrite, are key player in the pathogenesis of RA, and that estrogen plays an important role in
protecting cells against the development and progression of RA.
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