FEBH— 1

T2 7 FEHNFHREMAER (FH#ENR) BCHmE

CEHFEEMh A )
TH274 4A 1BBE
iR #EES -
g%ﬁiz ER =— 0E B REVKE - EXEHEF - &4F
(IRYIMETH)

HrRFRE4A HIRSED 2 FHME & T DEEER

REES 17002017

MRRERE KRE F— (F#XF - EFUWEF - &%)

B 3 48
(B HARIAE T )
[+ B 32 {15E]
EE EERE
TR 7EE 69, 400 FF
FRL18EE 63, 000 +M
FRL19OFE 69, 400 +M
ERL2 0FE 69, 400 +M
ERE2 15E 69, 400 +M
o 340, 600 FM




FEBH— 2 — 1

1 BFAHERROARYMB TH, BRRAREEFOH|ARSAEDL SRR L =D

FREERRICL TR SRS, EOLSITRBELTLSA, RO (1)~ @) OEE ZEICREHMDBRREISRR L TS,

(N RARDHE
(R TRICE T 2FROXBRAERVHARORRERLS OIS & S BRANABTETRL TEE,)

BB HEERFFEOFE R, U TFTOMRREEEZ, (1) 7R =Y AL 7+ A7 7 F VL& U > (PtdSer) % “eat me”
T E LTEORE %?ﬁéﬁ ~r/m7 =IO % Tim-4, MFG-E8 72 & @ PtdSer &4 %
VNI B VTR, AR - BRT D, (2) RIFEMO BN SIS E DORMEIZ PtdSer & &5z L

~ a7 y— /i%ﬁﬁm%ékﬂbio . Z O PtdSer % % ﬁbf&%aﬁ?é(@mmEsL@%//&7
U b~ U ADMEHT, PdSer 2~ AV T 553D~ U ANDEL TR TR b — 2 AR R OB RIR
FBICKRKER & 25 &~ U 203 MTE I SR E OHt DNA HUii, HUZHiR % 4304 L | SLE (Systemic lupus erythematosus,
EHMET Y 7~ h—7F R) HHCOREREBREZRIET D, £72. (4)DNase I Bz D/ v 77 7 b~ ATILT K
k= ZHIRSCARIEER )N B DR & R+ D = &ﬂf%¢~7&m77 IEMHAL SN IFN (f v 2 —T7 =1 )
<> TNFa (tumor necrosis factor) % 23is, A5 RFDOIERIZ BRRO~ T 23 THEBE L, A TILEE
7R BRI R A RIET D,

INEOMRIZEDHRUTOLIITHEELTVD

(1) ML NI D 72 2 BEREAIRE O AR Z I\ T, PtdSer 72 ED U UREIZ T U v X—B LI DR O
TERIC L 0 IERIFARIC i LT Db, T 72 bh, PdSer 134 E TV SR CIINEIZ O FFE L, ffas
TRRI=VRCMD EAT T 07T =B ERHIN DBERIC L W AMEICEEIT 5, FA72Hid PtdSer D ## 1T
A EIT Ca¥ ITIEIFLTWDH Z EAFIH LT Ca¥ A4/ 7 4 TSI LT < PtdSer %z 23 5 filia
RIS, ZOMIEND 2O R T 7T —E % [EE L7 (Suzuki et al. Nature 468, 834, 2010; Suzuki et aI.
Science 341, 403, 2013), 7 =Y RBFTIEME(L SN D AT T 07 T —BIE XKr8 LTS 6 [ E
WAEROX LV RIETHY, ZOX L RIEO C-REGIZIEH AX—BRBEEIINIFEL, 7K b— /Xﬂif
WCHANR—P UMW ENLZ LIV A2 5T 5—F¥E LTERT 5, —F. TMEMI16F I% Ca?* 12 k-
TIEMILESND A2 7077 —EBThH Y, IEMbS o/ ML To PtdSer @ &FEIZEH 5 L/Tb\é
TMEM16F X°> Xkr8 IZ K& 277 IV —D—HTHYH, ZOT77IV— ﬂiTM&M%%ﬂ«mu%

T 77—BE LTERT2 LD LFEE SN (Suzuki et al. J.Biol.Chem. 288, 13305, 2013, Suzuki et aI.
J.Biol.Chem. 289, 30257, 2014),

(2) —JF. b b—fFHEOHMFkk (KBM7) (ICLT 17 A LA ZHANTHEBOICERZEN, 7 v 3—POiG
TR T HIIRER 2 BIL, ZDOEFICBNTLT B YA VARNEASNTHBMEZRETSHZ LI2ED, Ps-
X A 7 ATPase MD—>, ATP11C %7 U w/X—+¥ CDC50A %+ DH 7 =2= k& L TIFE L7z (Segawa et al.
wmwMAHMJMMO%LT\:@%%MWMQ@Tﬁb%VXﬁKﬁXN%ﬁﬁiof%@¢%%?
SN KIETD 22/ Lz, bbb, 7R h—3 AR PtdSer 23R SN D2 0I21EH A 8—F
koA T 077 —BDiEMHIE, 7V v R—BORNERUARZ LRI (Segawa et al. Cell
Cycle 13, 2990, 2014) ,

(3) FEAMAEDOERICIBWT PtdSer OZRFEE LTHEHT S Timd4 O/ v 77 7 b~ AEMEE L, LT
MFG-E8., Tim-4, BL O T v ¥ —BRZRIKMTK / v 7T 7 b~ ZADENT G, TARB—T A
MlEOBERIFEMEZY 7 L — T 2HREREEARZOLOBEBED 2 BEFENL 5D Z & (Toda et al
Mol.Cell.Biol. 32, 118, 2012), JEMEHAIEME~ 7 0 77— I 7 R b — ZMA Y 7 L— kOB Tim-4,
BREOBIEIZ MerTK 2 W T\ 5 Z & 2B 5202 L7z (Nishi et al Mol.Cell.Biol. 34, 1512,2014), — 5., JRIfL
EROHEA/LIZAREES (erythroblastic islands) & FEIZIL D~ 7 1 7 7 — V&l & LI CTIThh 523, =

OEFEITRIFERN S SN %E ) 7 b — b 2RI E <, ARIEECTERT 2 MerTK B FEET
NI ThsH &b A Lz (Todaet al.123, 3963, 2014),

4) —J,. ~rm77y—vY VY —ANTER L DNAIZ X 2 BRGETEHALO S TREOMIT 5. Z Ol
FRIZY VY — A LHIEICIH L7z DNA 28 GAS (cyclic GMP-AMP synthase) (2 #& &, FEAE STz
2°-3°3’-5’GMP-AMP dinucleotide 7% STING (stimulator of interferon genes) (254, #ix5. K1 IRF3/IRF7 %4
L C IFN BB T Z2TEMEL T D88 & . GAS FEKIFI L 2> L STING {KAFIIZ IFN 5 1 2 IH (L3 5 1%
DIFEST HZ & & R L7z (Motani etal. J. Immunol., in press) ,
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1L BAHERROARHME TR, HRRREGZOHARNEDLSITHERLED (iE)

@ @WXRER, ERSBENOBFEBRICETIRRLGLE FROREBETHEIN-MHRRRORRRREEZRBRL TS
L)
TRCRR
Tk 2 245 7 Nature, Cell, Proc Natl Acad Sci USA, J Biol Chem, Cell Death Differ, Eur. J. Immnol (2)
Sk 2 34EEE 2%k FEBS Lett, Adv Immunol
Rk 2 445 53 Proc Natl Acad Sci USA, Mol Cell Biol, Int Immunol, PLoS One, J Infect Dis
Rk 2 SHEE 6%t Science, Cell Death Differ (2), J.Biol Chem., Int. Inmunol., PLoS One
R 2 6 FEFE 11 %) Science, J Biol Chem (3), Development, Mol Cell Biol, Blood, Lupus, eLife, Method Enzymol. Cell Cycle,
Rk 2 7 13 J Immunol,
EHEE2EH T OBRFRE
TRk 2 24 Keystone Symposium, Novel Symposium, Euroconference 72 £ 9 [Rl DS T ORI %5 12 [[]
Wik 2 34 Keystone Symposium, Gordon Conference, Barossa Conference 72 & 7 [BIO#ES T A& 9 (1]
SRR 2 4% Karolinska Research Lecture, Harvard K% T Cohn Lecture 72 & 7 [RIOVESS T O % 5 6d 10 [H]
Rk 2 54  Gordon Conference, Cold Spring harbor Meeting 72 & 4 B4+ T D2 %8 b 6 [H]
Rk 2 6 45 2 D Keystone Symposium, Rockefeller KT Kunkel Lecture 72 £ 7 [AlDES TOREE & & 9 [A]
Pk 2 TEE WA COME 4 RIEZE O 5 (PEZET),
REHFEH
May 2010 Keynote Address, A Research Workshop on “Clearance of Dying cells in a Healthy and Diseased Immune System”,
Jerusalem, Israel
Dec. 2010 2010 Charles Janeway Lecture, Engelhardt Institute of Molecular Biology, Russian Academy of Sciences, Moscow,
Russia
May 2012 Edwin J. Cohn Lecture, The Harvard Medical School, Boston, USA
Nov. 2012 Plenary Lecture, The Special Celebratory Symposium of Walter and Eliza Hall Institute, Melbourne, Australia
Dec. 2012 Award Lecture, Debrecen Award for Molecular Medicine, Debrecen University, Hungary
Apr. 2013 Keynote Address, Cold Spring Harbor Asia Conferences on Mechanisms and Functions of Non-apoptotic Cell Death,
Suzhou Dushu Lake Conference Center, Jiangsu, China
Nov. 2013 Keynote Lecture, Swiss-Kyoto Symposium 2013, ETH (Swiss Federal Institute of Technology), Zurich, Switzerland
Apr. 2014 The Henry Kunkel Lecture 2014 at The Rockefeller University, New York, USA
May 2015 Keynote Lecture, The 15" International Conference on Tumor Necrosis Factor, Ghent, Belgium
Nov, 2015 Keynote Lecture, Cell Press Symposia on “Cell Death and Immunity”, Berkeley, California, USA
2K
ok 22 4F 12 A AAF TR
FRL 24 -4 A AAAFa—Y v RKF¥ AEHL
Tk 24459 A EHEH (AABATR)
Rk 24 4F- 12 A Debrecen Award for Molecular Medicine, Debrecen University (Hungary)
SRR 25 47 H FKRFAAAE GEBRT)
SRR 25 47 H BEEYTE  (BERY H0R)
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1L A EAROHARHRMB TR, HRAKREEZOMENEDLSITRB LD (E)

QHABEOMERR (HRERRELLTMELELOOH)

FAIREL SR 0 B 4

WFFEREE © : KEIHEERT ST

WFEREHE  REE—

WFeaili4, . ~ 7 a7 7 — VI L DM ER « DD THE
Wi« PRk 22~26 4F (2010~2014)

WRZEETe < B 347,000 7MY (EEEREE 05 4FE[H)

(WFFEERLRPARRS R - [ A+ FFAT)

http://www. jsps. go. jp/ j—grantsinaid/25_tokusui/data/h23/hyouka/genchil4 nagata. pdf

2R AT IR SRS G O AE B ZEHEE S 3 (CREST)

WFZERER © 7 LV IR - B O R B O RERERE & TR
MrEfERE  RHE—

MRS (7R h— A0 AR - s = DR |
AR : PRk 20~25 45 (2008~2013)

WFZEREE: - §F 339,350 F (EHEERRE : 5 4Ef[H)

(WFFERR SR AL RS A« [ A+ FF)

http://www. jst. go. jp/kisoken/crest/evaluation/posteriori/1111058/JST_1111058_08062225_EE. pdf

D) FAHEALEDHERREERICEAHShEFHLLRR - MR

(7R b= AR~ 27w 7 7=V K> Tk - BRI DT PtdSer %% DO RIEIZFHTE T D MEN
HD,1 Lo REERIHEENFIEOREZ H LT R b — v AMiaIZ 81T 5 PtdSer 78 OFEAE & AT, A
N=BIZ Lo TEHILENDZ AT T 0T T —B I ANR—BIZL>TRELEND 7 ) v —EERE LT

(Nature 2010, Science 2013, Science 2014,PNAS 2010, J. Biol. Chem. 2010, 2013, 2014, 2014, and 2014 7% &),

ABFRIHEERFZE TRE S 72 PtdSer (259" 2 2 BAK Tim-4, ARFRIHEE LLFTIC FLEDNFE L 7= PtdSer #5 & #
VRUE MFG-E8 O/ v 7T 7 b= ADENTNG TR b= AMOBRIIEMEO Y 7 v— L ER
ZFOHLOD2EOBREN LD &, vV AEEEE~ a7 77— Tim4 % U 7 )b— s Ofe, MerTK
SERREBEROBRBICHNWS Z 2R LI, —FH, RFERPOLHHEESNTED~ /07 7 —JIC X5 BRIC
X2V 77— FOBRIZVNER L, MerTK (2O & EF L TV 7=, (Mol Cell Biol 2012 and 2014; Blood 2014),

AEFRIHERERF 22 Tld 129/B6 mixed 22 AWV TC MFG-E8 O/ v /7 7 h~DUAEZRBN L, ZO~T ANH
BRESC SLE 72 E O H BB REEZRIET H 2 L 2HE L, —J . B6 R TlE. MFG-E8 & 5 \\iE Tim-4
OHIMD ) v 7T b~ A THORERBERIE L2 ho7=, LirL, Tim-4, MFG-E8 [fi# & KiE4 5
~ 7 AL SLE ZRIE L. TDIEIRITE b SLE BEF D X 512 IFN O 5. HL TNFaFFPiiknix 5125 v
WL 7=, 72, &k SLE B3 D MFG-E8 Bin I mA % 72 L, MFG-E8 DRERER &3t R T% SLE
% FIE S H 5 ATREME & FE i L 7= (Int. Immunol.2012; Eur. J. Immunol. 2010),

AR RIHEEZEOFE R DNase | BIs -/ v 7 7 7 b~ U ANREFHRERIET HZ L2 RWE LI, D%,
FLEEIX, BHHITIX IL-1B, TNFa, IL-6 72 EDORIEMEY A b I A U358 < FHL, BEVOBE T D 5B % il 1§
LTWAHZE, ZfHD S bW OV A M A v 2[LIET 2 EEfRPIEI S 2 EEFRWE L, £
o, ~worma 77— Y Y —AZERE LT DNA DS BRGE A TR LT 28 LT, U Y Y — A0 bifila
2R L7= DNA 723 cyclic GMP-AMP synthase (GAS) Z i PE LT~ 588 & GAS ITIKTFE L 72 WK DO TFfE %
H72 L7~ (PNAS 2010; J. Immunol. 2015)
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2. HAHERAROARRRStDHAREIC & YERShI-KR
RAEEFEORRRENMOBREISERENLRRISONT, RO (1), (2 OFE =& CRERNOHRISEBL T L,

MER~DEHROKE (FWRHARADA /30 FRUVEEEBEOFOROBIM, BEEFEEADEDYF)

I [ERRSE

REFEFEHIT 2HE T L1977 D New York Cold Spring Harbor Laboratory <T@ [Cell Death] D[E B,
[ Apoptotic Cell Clearance & Recognition] (ZB99 % Gordon Conference, [Cell Death Signaling] <> Macrophage

? Keystone Meeting |2 CBRESGEHL WD, o, MilEZARE LT, UTOEBESHEE A AT L,
AN %)/%Tmﬁbto

EESHOMBER R
2010 4F5 H 9-11 H ~7 7 A K% Mevorach %, 77 =41 A4 AT )V TRRFZ#% Ciechanover Zid% &
A AT xT)b » T L AZEWT, [Clearance of Dying cells in a Healthy and Diseased Immune System| D #

THEER S #EZ2 TE,

2011 4£ 5 H 15 H-18 H [mjd Rk &2 5 CHLEZ B K & LT 25 1 3 [EI[EEE Tumor Necrosis Factor (TNF)
A Lz, WAARKREKD 2 » HZIZHEL LT, IW%%%ZMAutﬁﬁﬁ'mF Y ) )
BB, SIESOGIZB L TR Aedim s T 72 bodniz,

2014 -5 4 10 H-10 H ~7 7 A K% Mevorach Zi% & L b2 . ¥V vy r— FAET & 2 [0l Clearance of
Dylng Cells in a Healthy and Diseased Immune System | [EFg<3i#% % Bft, Dr. Siamon Gordon (2 k5 ~27 =7 7
(ZBAT 2GR O 1% . FEAII B R O, AFMERICE L CIER RFERMT e il

. E5hH S FFE O KE

FLEDWFZERITITT A U 5 Patrick Williamson #f%° 7 ¢ A X — A FEAT A =2 N Y37 ¢ L
(Sabbatical) <> 3 » AMfE L7=, hb= Koci KFEDGIXEFHFENS »r AMELT, £/o. /—ULVE
ZE#Cd D MIT Robert Horvitz #1753 HFERENCHAE L, FFEED A L N— LIERICHFEm LT, W
A5 Tak Mak féid=, 7 A2 U 726 Peter Sims {8, Todd Graham f& =, K- 7% Manolis Pasparaskis
MESE SN, WEO® I F—0%, HEICHH LT,

1. fh D FZERE I~ D H R

RFE DI L DR ERONFZEREIT AMUEFOFIEEEH T O F KB KA IEABFRZE T L
TEHEMIIE (XA A T a— K M E RS L THEEEE R Y FU—27 O] 12D 6%
AT
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2. FAKEARORREENMMEOHAREFICK YFEASARR BE)

(QMXEIARR (Lh1 OmBEZECRL TS EELN)

[(FRAEPIZFER LX)

No A BAEIC L HHERTABTHEN Bk
Yoshida, H. et al. (2005) Lethal anemia caused by DNasell X~ 27 m 77— E7 A b— v 2=

1 | interferon-b produced in mouse embryos carrying ﬁ'ﬁ}"ﬁiﬁ?ﬁ)%?*ZDNA EORTEIRN, %?t B, = 156
undigested DNA. Nat. Immunol. 6, 49-56 7877 VIR, IFN ZPEE, JHUC s -

T~ U ARDIERT 5,

Yoshida, H. et al. (2005) Phosphatidy_lserine—depent_jent SR LR 00 5 e e 7 B e M G o L 7 B 2% e

2 | engulfment by macrophages of nuclei from erythroid SN, ZOMHSNBEOREIC PdSer A RE S 137
precursor cells. Nature 437, 754-758 h, Thrz~ru77y—UNRk: AkT5,
Okabe, Y. et al. (2005) Toll-like receptor-independent | o\« o DNA S~ 2 17 7 — D CofiR &

3 gene induction program activated by mammalian DNA | 70\ 0 1EN 2878 S5, 203 7/ F R RS -
escaped from apoptotic DNA degradation. J. Exp. {Z TLR (Toll-like receptor) + 27 AABIE LT
Med. 202, 1333-1339 ZEERT,
Hanaygma, R., and Nagata, S. (?.005) Impaired _ MEG-E8 BHET- /v 7 7 7 = ¥ A CIE LN B L

A involution of mammary glands in the absence of milk LW, =ty R kT L. LIS ER O PN AN .
fat globule EGF factor 8. Proc. Natl. Acad. Sci. USA ~OWINA MEG-E8 12 L » THA S TVBE I & %
102, 16886-16891 Y,
Nagata, S. (2005) DNA degradation in development B ORAEE (B0 L [, ARIER) <MK

5 | and programmed cell death. Annu. Rev. Immunol. 23, | 1=#513 % DNA /it sy7Hehs. Asiemic s | 130
853-875 o
Kawane, K. et al (2006) Chronic polyarthritis caused 7 b o A MR ARIEER 2 B OOR% DNA % 43 G

6 | by mammalian DNA that escapes from degradation in 72N DNase ll J » 7 7@ b= 21325 2 BB I GV 167
macrophages. Nature 443, 998-1002 U FERIE A A TRIET A L2 RV L,
Miyanishi, M. et al (2007) Identification of Tim4 asa | ~ 7 #MREEH(E~ 7 27 7~ IS 450 T PrdSer %%

7 | phosphatidylserine receptor. Nature 450, 435-439 ff& LTIERT 2247 IR AT, Tim-4 ZHAEL | 374
Koike, M. et al. (2008) Inhibition of autophagy 1&&1‘*{?2'&;@@&: Lotz Za’f%%{’ﬁmﬂ’ﬂﬁﬂlﬂ‘— bﬁ?

8 prevents hippocampal pyramidal neuron death after 7““/~ﬁ/f£l# LTL,\@U: & :“@@‘ﬂ%z:z‘iﬁxt~ -
hypoxic-ischemic injury. Am. J. Pathol. 172, 454-469 ﬁ{fﬁ"&& HRAFHET R R ADHET 5 = & &4l
Okabe, Y. et al. (2009) Regulation of the innate TR b= 2O DNAG v 7 B 7 7 ~/T2}ﬁ$é

9 | immune response by threonine-phosphatase of Eyes AR AN BEESNDN, 2O 7 T L RiER 65
absent. Nature 460, 520-524 HIZ EYA SIS T 4 AT 7 2 =BG LT

DL ERT,

Strasser, A. et al. (2009) The many roles of FAS

10 | receptor signaling in the immune system. Immunity 323 & Wi L7- death receptor Fas (29 2 &t 316

30, 180-192
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o Eop ] BAREICLHERTABTHEN 3 A%
Kawane, K. et al. (2010) Cytokine-dependent but DNase Il K~ v A COBHIRDIIEIZIT IL-1P,
1 acquired immunity-independent arthritis caused by IL-6, TNFa/g & OZIEMY A 1A 35 LT ’s
DNA escaped from degradation. Proc. Natl. Acad. Sci. | 22 &, T BIFBEE TEEWITIEHE L LH > T
USA 107:19432-19437 DILERLL,
Nagasaka, A. et al. (2010) Apaf-1-independent DNase Il 57K~ ATET R h—3 2HMEH
9 programmed cell death in mouse development. Cell KODNABY I BT 7 =Dl FT D, 2O % 13
Death Differ. 17:931-941 FIH LT~ 7 AD3ABETOMAAMIZIT Apaf-1 12
RAF LR\ O IBRRAEEST B Z L &R LT,
Nagata, S. et al. (2010) Autoimmunity and the TR =Y ZMBOE R, SRORE, Reicko
3 | clearance of dead cells. Cell 140:619-630 ThHlebENsHORERE, HOREICET O 229
Suzuki, J. et al. (2010) Calcium-dependent
ini F AN T B THEELIND U VEEA Y T~
4 Zggsggzlégg scrambling by TMEM16F. Nature 77 —¥ORE, DO MANEScott Syndrome)? 168
SO BENEOBRIBFICERERSZ L2 RNET,
Segawa, K. et al. (2011) Constitutive exposure of EHEBICEELSESNE 22 507 5 —+
5 phosphatidylserine on viable cells. Proc. Natl. Acad. (TMEM16F)Z: 2K % 58 Bl 2.3, A AR PtdSer 29
Sci. USA 108:19246-19251 EREBT HNE OB PIc— R, BEARN T
L i,
Toda, S. et al. Two-step engulfment of apoptotic cells. ~7u7y—VIkB TR =T 2O AR
6 | Mol. Cell Biol. 32:118-125 (2012) HMAORES (V7 b— k) ERROD 22BN GRS Z 29
&,
Suzuki, J. et al. (2013) Xk-related protein 8 and CED-8 P bt AR AL S ) S IRE A S 5
7 grc_)moteg:f.sdf%hsat;g)élserme exposure in apoptotic cells. St (Xki) AR LT, = DI FLE S A e 39
CIence oaL.atsr PTYW SN Z LTk IEHLS D,
Nishi, C. et al. (2014) Tim4- and MerTK-mediated MOAREEE R~ Y AR E~ s 0T 7 — U
8 | engulfment of apoptotic cells by mouse resident PtdSer IZfEA T 5 Tim-4 %4 L CREMMICRE S, 5
peritoneal macrophages. Mol. Cell Biol. 34:1512-1520 | MerTK/Protein S & Ml CAEMIRZ BT 2.
Segawa, K. et al. (2014) Caspase-mediated cleavage of @ﬁﬁf%gzgé V~ HEE?;'E; jﬁ%_&éﬁﬁﬁﬁﬂﬁg
9 phosphollpld_ flippase for apoptotic phosphatidylserine RSB = LR T o b o < BED PHdSer (0BG 6
exposure. Science 344:1164-1168 CRE T T & R,
Toda, S. et al. (2014) MerTK-mediated engulfment of ?Efﬁlﬁf%;ﬁffi%;ﬂﬁiti J§%26%§
10 | pyrenocytes by central macrophages in erythroblastic S oo o oA ° 1

islands. Blood 123:3963-3971

77— I % MerTK/Protein S v A7 A%
WT, Wil - AT 5,
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3. Eft. ZR - MAFOMIZE Y S1HH

ZO), QOEECEIS, BUTHINBRITOVLWTEFMA DHREICEER L TS &L,

(1) HARRROHEADETRE HE~DETORERE. IR, ERELOFRIMOEEA.)

I R3F
FFEORBEIU FOZEOKHTE LTHES L, LT TICBRSh TV 5,
BEEES A L RO TR b — U RSB OREIBERS L ORI EA
KPR 554160292 B ; 20084E7 H 2 5 H MREPREE
FREFE 4548435050 20114F 104 14 RERFRGR
¥E#F5 A} : DNase Il BB T#BERBRRIEE 7 VI L MBI
KPR 45 4409785 B 2009 4FE 11 H 20 H  BREpack
FRF S A NV BRREREWE DR 7 V) —= 7 HiE
&S  2012-531917 20134210 H 31 H  Hf#
FEFFHIRES . %o ORIEMEE X KFEHFEOR LiIABZRH Y | AIZEO RTREMEZ S X LFEFFE 2 o T
W5,
1. BFsesEt D5 5

AW TR ONTCHTRER T, Z v T E,

T U R—F AR, 2 v T U b RSk L CENSO B

BHE LY ZHOGHEERFELON TS, HPRIRT® 5 W3 & FHEKT & O T Materials Transfer
Agreement Z ik L7-t%. Ziu5 Materials Z#2flk L7z, FRICABFE TR L7cE / 7 o —F AHiRICBIL T
RS AR e AR 2 & IR A AR RE L, IR SRR EICIRE L TV D,
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3. EDfth, BR - SAFOHMICEET HIFH WHEE)

Q) BRFAEICEHE LI-EFHAREOERDOKR (BIBPRR FOFEOHRRTROBAEREBRL T EEL,)

L)k
JUAR A5
P IERE

fh R A A
AT BE
AT
] s 2
RHRUIR
R
TR

(Bh#)  KERKZPUEESZ . IR KPR A TR 2%
(Bh#)  mEEERT WHIR
(Bh#)  USA Stanford K% M LHfZCE

7E8) JUN RIS ZERE HEHd=
(H+Ar2e8) TS KRR IEAT Bh#
72 8) USA Harvard K% {#H+AF3E8
) USA Yale K% fLHF9EE
(RFBe4) TUNREFSEAZERE Bh#K
(RFPeA) INYNESEV 8N E G YRR G T IE
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