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BERZMAEMUE (EFERFREMAFER)
eI FE S &

KET2EFEALERIL BIEFEETFNIUZAOBERE ZNICEINWE
HHREYREICE T S

EEHFE AL F

BN RFERVEY I —EERAARREFESE - EYREFREEE

MRES

HFonBIEE LT Dal-16 OMIAFERED S FOX0 7 7 2 U — DG B! AFX-TM F R FHE
BERWHHRMMERORERBMEMEICB T B HEEEMIT Lz, FOXO 77y 32U —
1%, IGF-PI3K-Akt/PKB > 7 FIViC K> TY VEIEENAEEILINT WS Z &M
DL DOBIB R OHER: - BREVMCRBTH D ZENHE NI o7z, £/2. MERMEO S
fLREICHBWT (/EBPad B FEZ M U THME - B3FEMES L& U, IgMhMk
SEAD comnitment ZEHEL TS, TNSOKE, SHECELZDREOERK &
125 MER (RRAMHERE) PAEEEEROTY - BEERBEOEBNIAR LS &
Bbns, £/, =5 v FNEBTOREZITW., BILA ML ZZEORAEA ML ZAITE
ZLTFOX0 77 2 U —3iEHEEZ 3. GADDAD EoMim A A= - DNA BB - AL X
K2 FET A2 ERTORRZ2HEL TVWAIENHESNC R, L DESHMm2E
RTERBYTIEA ML ZAEFHEZRIZENTNENTVWEN, AHETHHIEL
FKHRL1 loss-of-function & X gain-of-function ¥ 7 Rid. B EEKA ML A EFMmK
VEFERREEOEBREHSNITAHEZDOERRBRETINRIUAERDEEZLND,

BHZEAGE AT OHKRERTEN AIMO TREFTH D Chk2 W AHHIERLRT pH3 O
WS ZT o TWAHB Z & E2HLMNI Uk, phd IdHIEE LS SITEEEL & OBEFRN
WMESNTHD.Chk2 /v V7 ORI TABFERRICEARETINIUAERDEZEADS
hs.

DNA DERICEE T2 EEbND Pola/ v 7D b<w AV, KEIE - BRI SR -
AR - BESEA B EDERERELE, £ZT. Pola/ v 7Y b 21d, immotile
cilia syndrome EFNITIAELELTERATHD EEBEDbNS,




ZN TS
ERFEENELF —
EEFIIH
REEES - BYRERE

=k

il BT
FUM R
AR B B R = T S P
B a8 5 A TR L B R
Bh & 1%

B EX
JbiEE R
B
73 ¥l el s B
B 4%

A. BIEBEH A

ZALDIBE T, HIR - BEEHH RS
DHFRNE D DNA BEESEA b LA KTR
HOBRNEWICECLERBREEOR
LA L RICKT 2 EHE - B RO R
BREBERRIZRELTVDEEAS
NTNW3, ZOXDREREEDORER.
BEMEZHESCVHAZEICODLETEHLD
EEFRORRER D MEAPTaTTay

NTEZBWTERFMERTERKDL <
MAEERA L 22 LTI EZRT
EMRINTND, TNEDERKITBN
T ARV LTI =D TF I
RERRICHEDLIBEETFHNAREEINT
WBN.HALBETOZORKE EELEDH
BERARNLAEPIEDOEE AT XL
DNWTHEHBALMAZEINTWEN, £k, k&
FNOREEBEICBNT DNA BEEEZ b
LZAWHUT. T /L DN D&EMEZER
R TOIANZALIKEEET 20 FOE
BENEEINTVED, BZERED AN
ZALRZDVWTEMHESN TR W, Z1k
EX LA EDHE, B TEER I
THAESHRBIEOMREICIT. WALEDE
TWVEYDERBBEBETH S,
ERAMLVARZEDSSTFELT AR
CHENWTHFMETA L AEKYMEICEE
9% Daf-2. Age-1. Daf-16 FE R UEEE
529 % Ataxia telangiectasia DRKEE
f=m+ ATM = NF-«B, SAPK & Z 655, £
CTHABATIE RRITB W TELHEE
BTFPA ML AERARCEET 28T
ODREZHBL TWELEEZEND T 7
— 27Ny FRIEERTF Daf-16 O LN
EQJR A O =5 b3 FTHB
Chkl. Cdsl (Chk2 ) iT&EHBHL T, Zik&



AUANLVAOCEEZASNICT S EHB
T. Gene Targeting IZ&2 /v 277U b
NUA, SOICHMERY - FEH ) vy
TR ZADEREHROLIICELET IV
BmEERL.BEL N TOMEREED
EHEARNV AR T SEAEORG AN
ZALEHIOMNITTEHEEDITEERIC
NI LEYHAREZENTAHILEZEHNE
LTHRZED T,

B. AL
1. Daf-l6 xUAFREDZFOX0 773 V)
— D HERE AT
(1) AR D5 —5y MRETORE
IHETAFX-TM % Cre/loxP 2 A F A
Ko THEFBWRE R~ T X 52
C2C12 MM ZBINL L7z, T OMMEIT Cre
LVaser—tEEHHTLETT /U1
Z (Ad-Cre) ZRBRIEDIELTHER
AFX-TM #8358 U, RNA Z4fiHi U T DNA
Fv THRFICEDRBEERT ORI ZT
7z,
(2) FKHRL1 @ gain-of-function B X
loss-of-function ¥ =7 A DIERK
RERBROBE TN E -I—FT 4
> 72N o Z Y > %
loxP/neo/1oxP-FALG-FKHRL1-TM (J&{%2Y)
Ti&M U 7= FKHRL1 loss-of-function

(FKHRL1 KO) =T A &k L 7z, F£/z.
FKHRLT KO ¥ 2 % CAG-Cre h 5 APz
ZYIRIVAERZET ST LITEKD neo
% RAB UGB FLAG-FKHRL1-TM % H3IR ¢
% gain-ol-function (FKHRLI-TM) ¥ X
2L Tz,

2. BEREAT O FRSF Chk2 /v o7
b X DR & AT
(2) Chk2 /v O 7T FYTA
REICHES> T/ w7 I NI T REE
U7, £/, miEE (418 BHRITEKD
Chk2-/-ES Mz 8L L7z, 51T,
Chk2+/-<w o AR+ Z2%E L. B13.5 HD
FRYE & 0 MEF (= Z BRI ke 2F ) %=
BINLL. 20D B EHEICKD IT3(LZETTH
7o

3. DNA Polymerase A/ w77 YT AD
YRR & AT

e (ES) Milgichir 2R EMEE A %
HWwLry>1~6 Z2R#ETS Pol A/ vV
T RYIRAE3RHMI Lz, 3RBIERA
UERBEERL .

R O, ML 4 %157 %
WATNTERY VERERTEEL., N5
T4 aEL, BUYREERL. HERA
Eiio . BFEMEMOREMERIT, M



E2% NI NTNFE RTEEL. 1 %4
I ABLE L, EEOEBIET T
WCEE L,

C.HIFERREER

1. Daf-16 DX I AFEDOS FOX0 7 7 2
U — D REE T

(1) FMERMBRDOMMEICHBIT D FOX0 7
7 2 U — DHRE

WEGERE. &8 AFX-TM % Cre/loxP

VATLRE o THAFEARARTT A
ZFmiie C2C12 Mifigkk (C2C12-AFX-TM #
fg) #®sil7z (K1, 2). SMiaai
IZHW T, 1GF-PI3K-Akt/PKB < 77 F )b
WURHATHDENMENTWS, FOXO
77 3IU—id AkU/PKB FF—FITEoT
DB EnfilEcRET LDk
D, BERTFELTRAEEELENS., £
2T, WifAE LT BT B AFX OHRE &
L7z, C2C12 M 3K i iE M THEE T
% Z &I E > T, autocrine i IGF 2V E4E
I PISK-Akt/PKB & 7 F VA& E
o anFEIND., (2012 201k
B (D) THEZET 2 & nyotube DK
MBO LNz, £, FMRESED < —7
—T&® % myogenin., myosine heavy chain
(MHC) B O p21 OFEBFENRD 5Nz,
PISK OFr ZHIMAEFH TH 5 LY294002 T

B9 % &E myotube OERK. myogenin., MHC
B pll ORBFENEEI N, 20K
DIRFRITBWTHAEMED AFX 0V VE1
REE &AL 2R R, AR IR b &
EBITY CBILINDN, FOD B
LY294002 [Tk > THEINS Z WS
MIZla-o 7, Bie., AFX I3l fticd
WT Akt/PKB Ik > TU BT AR
i nTnws&EEbns (K3).
C2C12-AFX-TM #ife 2 Ad-Cre TREZ U IE
PR AFX-TM 2 3 BIEE L /=18, DM THe %
L7zel s, MilRIEE XL - ®mEMLRL
myotube R I NEN>Tz, £k,
myogenin. MHC % O p2]1 OFEH LFH & 38
SN Mholz. —H. A=V 7T/
)V A BB R TV e e AN ER D
57z, BB, EHEM AFX-TMICX > TH
s ENHEI NS &2 AL & (K
4). 1GF-PI3K-Akt/PKB &7 F )L DiE AL
WA L OHER: - RABIC L ATH B Z
EMHENTWD, £Z T, C2012-AFX-TM
Mgz DM T3 HEBEL., HlE~Z1L
FELUMECEES AR Z2REFEL
7o 3 HEIDKET myolube DR,
myogenin, MHC & U p21 OFEBFENED
SN, a2 0=V T T )71 X E R
Bl Ml TiE, S5 MIC O RBENE K
Ll binEA T Wz, —4. Ad-Cre



e BIE MR AFX-TM 2 RBEFEL 2
Led, MiiEdEXR - m¥ELL nyotube
RO L Nah >z, £72. nyogenin, MHC
Bt p2l W3 EFER O LNV E THEA
LTWw/k, 2512, MyoD ORBITHLFE
i L XV FIZEAL Tz, 205
D EMNS, EES AFX-TM 13 /5 # fa 71k
DR RIERET BT ENH DT
o7 (K5). BI5. AFX &Y Akt/PKB & —
Yicko THEMIZU Y BiLIhMRE
KRELAEEESNTWS I &N
BEALOBRBROHERICHETHSD I &
R L. BILITE BB WA O ZEHENE
UCBZ & EERAEMERSEIISEE
DEEZZDRBICDENEEEZENT
W3, FOX0 77 2 U —A Mo St -
PR HEFRFICBWTEEREREZREZL T
W3 ZERHES NI o 2N, I DR
I AE R, BHEMRICNT BT - e s
ANDIEANERFE NS,

Fz. X 12 IEHERSMBE O
Baff-> TH O, B LU
bHMELFEENARETHS (K6), T I T,
FNS5OMEMICBT S AFX OsE s
fEtr U7z, C2C12 Mg % BMP-2 B UX BMP-4
TUET S EFFHRANEDIELT S,
C2C12-AFX-TM M AR T Ad-Cre 72 B3 U & 1%
BYAFX-TM = SB35 & L . BMP-2 K Uf BMP-4

WHIZE > TEFHRLZFEEL 2
R.OBHFMBEMEAEEINS Z &2 R
L7z (KM7), kT, lEifilRsiz
Troglitazone THE L =28, 1EMER AFX
—TM OFEBIZ X > TIENME S EIEEE
SNsho 7z (H8). IEMER AFX-TM IT X
STHEFEIND YTy bELGTFOD
BT OHRR. ZO—DICBHMRESLICE
B/ aE 2R3 C/EBPanREFE I N
HTZEERELE INSDZ ENSHE
FMfESiCTBNT, AFX L <IZfD
FOXO 7 7 2 U —id C/EBPaz= FHFEH T 2
Z &I X o THAL D F It % Bg B Wl fa ~
EHREDLSEFFEL TS A EEME % ]
5 U7 (K9),

(2) BB{ELARLAEFX0 7 73V —

C2C12-AFX-TM #if T Ad-Cre R S &
TGS AFX-TM 2 RBLFEE T2 &, MigHE
FE QMG AE Z o fo . AL B B & AT L 7
fE R, G2/M HoMRAERL Tz (B
10). M #licRREMNICY >BibanskE
A b2 H3-Serl0 @ U Uiz Lz &
IA@AL TV, ZNS DR SIEH
BAFX—TMIZ G2 7LV A MEFEETHZ &
WAL (K10). DNAMFv 7%
AWK > T, & AFX-TM I2 &
STREFEINDY—FT v NEBETOD



=D, DNAGEA R L ATk THHE L
HLU. fiRBARHOF v VR 1 >~ DNA
EERVNTRN— A EFEET S GADD4S
ZEELTWS, GADD4S 12 EBEM S ERIT
&5 DNA BEICREL THANHIEET
EY ph3 L THRIEFHEIND I &N
HMHENTWBN, ph3FKENBTREAFE
HRIDTENWETINTWVS, FOXO 7
7 I YU —{TXo> T GADD4S IIHFFE SN
TWBEDNEDINEHEND D =0T,

CAC12-AFX-TM 1T Ad-Cre Z REH S B IE LR
AFX-TM Z JEIRFEE L /Mg 5 RNA KO
AR <EZWMEBL, /Y7oy MMER
KO IAY > T 0y MEFICE> T m
RMA LRIV EDZAESELANNLT
GADD45 DEBMERL TWAHZ EZEHS
ML (F1 1), GADD4S @ 7F O E—%
OB S, FOX0 772U —DkE
EF—T7M-1114bp &-507Tbp ITEAEL T
Wz (®1 2).
FHEBEN T2 7—ET7vEAICELS
THRE L8, AFX B O FKHRL] 2k -
T7RaT— Y EENLERELRE, 561K
deletion mutant ZfERL 2 FEFrd FOXO
Ty ) —HETF—TINEOEEENE
WHETHBINZERFLZER. 2 &/
EF-UERBLEBOTE I OE—%
EENEIRLE (K1 3). £/, -507bp

& Z°T GADD45 o & —

DEF—TJEZEAELZBOTRTOE—
SEENHEELTWE (R14), 25
D EMNS, -50Tbp @ FOX0 7 7 2 U — 4
BEF—T7ZNMLTFX0 773U —1Z
GADD4S DHHFZFEHT 2 I EWHLMNIT
Bolee MESLa U PaINI, 51
WY APV TEFMORTAMEZRT
ERERAKE, IV OEERREREOBILA
FLARHLTEARZERGL TW 5,
GADD45 13 DNA B Z (2 ET 2 HREZ Fr -
PARNVARBEOEBGRTFTHD I &M
S5 BIEARNLVAREDEEKZ ML RITHG
ZLUTFOX0 772U —DEHLELINA L
VAREREEFOEREFEZT>TW
LZAEENEZOEND, I T, TOAHE
BT 572012, GADD4S-ILr 75
—FUR—YBETFEZMRICEALER
bk BZTUIEE, VR —FEEZRIEL &
R, BB AKELEIC L - T GADD4S 7
OE—#{EEIEF#ERLE (K15)., L
Lams, FOXO 772U —#&EETF—7
ODEBKTIEEMUIah o7, C2012 i
FBBIALKRETUETLZENEED
GADD4S o FEHMFH I Nz (K16), =
N DORERNS EEBREZFORILA N
2 LU TEFOX0 7 7 2 U — W& 1L,
EUE&WK%EL/ GADD45 Zix U & T 5%
ML AL DNAEEHR EZFEET DR



FLAKEEOEBRTOHRBRZFEET D
ZEM S NI o Tz,

(3) FOXO0 7 v 2 U —DFRENS — >

fa4E 14.5 H (E14. 5) RO BRE DI B
7% FOX0 7 7 2 U —d AFX. FKHRL1 K& TX
FKHR @ ¥ H X ¥ — > & . in situ
hybridization iC k> TH#E LA (K1
7)s

AFX 1 E14. 5 Tid. KREHR - R,
MeRERE . O, S22, RIEDIKICBWT
Wt TdH -7, FKHRLI 1& E14. 5 TIZ,
FFIE . KRB BRI AE . MERTERE . THAL
TELEk, & FR. £k, REORK TR,
W5 D CAl~CA3 fEHE KX OB R[EL /N O
FRMBER T IV F > THlg>Totmo
RN BEE TR >z, FKHR & E14.5
T, KRt LR, &, HILE L&k
AL, HEFTERE . E2. RAEDORKIZBNT
VB S O K Bl K O IR AR &/ o B KL
MEABETH > . 2O XD ITKRERIC
W0 A—N—5y JUTHRAL TW
BN, BRAR O TR E I BIRR W R BN
& =R LT,

(4) FKHRLI loss-of-function ¥ A K&
X gain-of-function ¥ &

MEEBE £ Tiz. FKHRL] OERERBAT

WheE—a—FT 4TI E
loxP-neo-1oxP-FKHRL1-TM T & # L 7=
FKHRL1 KO o Xz L7z (K1 8),

FKHIRLI KO v 7 2k, EBIKEEND I &
MTEERNT LORFEIIRD s niah-o
7=. ¥7=. FKHRLI KO ¥ 2 % CAG-Cre k
FGUOAT T IR ITAERZE L. loxP
MTcUya>EF—Ta>aiRI L.

FKHRL1-TM #3339 % gain-of-function
(FKHRLI-TM) =7 X 2K L 7= (K1 8),
FKHRLI-TM =~ A Tlid. WM @ FKHRL1
MFET DM, B2 - BIRiCHB N T
FKHRLI-TM O @& WHE N /5> 70y bk
BT TRDOOLENTZ TOIYTADIEFITHE
ENBHIENTEANT LORFEILE

bNlamolz, ERUTZXK DT, FOX0 7
7 I =AMV AIREEESRT GADD4S
DRBEZHBLTWBZENDN- 7D
T, FKHRLI KO =7 X J O FKHRL1-TM < 7
ZWZBWT GADD4S OFRBL )& ) >
J0Oy MENT TEREL &R, FKHRLT KO
YO ATEHEHEOEAEIRD 5 nah-o
778, FKHRLI-TM =2 A TIEMKIZBWT
GADD4S ME WIEB Z /R U7z (M1 9). Hid
R R, TRV & — A NS FE TG It
EORERLHNEELSNTHY B
APVAZEZTTWBEEEZLNTNS,
FKHRL1-TM ~ & A Tid. GADD4S O FEH L X



AR ERLT WD ENS T &h
5 RTERIIC & U BAL A b L A i
o TWBEEL B, p66She KO <™ %
LRIV % 0 F B A R T A R S
BRSNS, ECTAR. EOEERES
A T B R b L R R R L7
A0, BALZ ML AT, KICHEE CAl~
CA3 G 1S . FRERL] 0 3783 < 5651 L T 1o
BOT. Z OESE PR EEDTH
B. X500, HEO IR — AR E DT
NWBHEZATH D,

2. BEIEE AT OFRRERTEY AT
ODFHEFTHBChk2 D/ v I TU MY
T A DR

WEERE Chk2 / w7 707 b0 AN
MABIZLOINANEEETFENTH S
ph3 EMT AR b — P Rtk ER"d =
EERLE (W20, 21), £/, pbd
KEWR G FovIRA 2 FTHEREN
HBZEEHLSMIL (K2 2). Chk2 &
pH3 DHEREHIENIC EEREELRERZLT
WasZEZHLMILTER, LTI T,
Chk2 2ED L 51T ph3 OHERERHIHE 21T >
TWaBNERFL 2.

ph3 1 H Mdm2 L#ESLIEFTF ML
Snh7uarr7yY - LEERNIIOBENT
B HRATERIENLRJVIZRZN

TWwa, L2AL. DNAGEEEDA ML AN
EUBE ph3 13U VBRI FEDESI 2T
Mdm2 D&V BENLELLSY NI L
AV @ EFNERD S, il fd A 45 1k - DNA
BE- TR N AREEFETEY—H
v NEBETFOREEZGIEREITEERAD
NTW%, TIT. BHBRBRHEED pbh3
DFOREAERETT Lok R, BIREKEW D
W Chk2 /w7 7T R TZATH phd id
ZEAL TV, LU, TORECITE
MR L TIONSE 0% L Tk

(B2 3). ATM/ATR OEER 2HINT 3
ZEizkv Chk?2 RUBHMHBTRS
P53 DEELIMA L. THEDT EH
5 Chk2 12 053 D2 A1 B 5 LT B 7,
FITIT ATM/ATR Tk L Chk2 2 & 731
BEICK-T pb3 BEELT B EZR
L7z (k24),

Chk27 M8 IcHBWT pbd HEREINLT S
N, Py REMICEL D7 R b — AR
Gl/S FxwIRAHNIRETH> =,
Z ZT.phI EWIER T TH S p2l * Noxa
% ph3 OREY —F v MEETORRZ
BEt U7z i 5 MO IC k- TREBR
HRNRZISBWI ENPSNMNTIE- 7 (K
25D,

AR BREIC K o THEMEL Sz Chk
13 p53 @ Ser20 & U »E{L L T phd DEE



LZeFETLENI|MENDHD, £/2. 7
tFIEEN L THREESEZEELT 2
ZENHEINTNWS, £Z2T, Chk2 /
v 7T R AT BN TR %
D phd DU CBALKTIT DWW THKRFL &
KR, 03 DREAKREMRLICERE LS
% ph3 @ Serlh % Ser20 @ U > ER{LITIE
HWICEI->TWZ(E26), £/, TF
B DWW T, R ERERIIB I T
Ioi. 7T/ UTIA
ZRWTEDL pb3 2B MR K OX Chk2 MEF
CEAL, A RHZOE b ph3 OEEL
EU B ERA LR, Chk2 MEF i
PBPOTHBEEMNRBD SN, /2. Ser-20
DV CE{ebRBD SN (B2 7).

Chk2 7% p53 DHEREMIHE ICEE T ¥RE#
RizT &P, HH2EONARRBNT
Chk2 OEENFEHINTNWD I ENS,
Chk2 EMWNALICDNWTREATSEDIT,
Chk2 /w77 YT ADBERENALR
BEOMABBHEOFENALED IR — k
R EED I BEODEZAER I EXT
EARAREOEREIER NN EN

Wz (B26).

7ol

Chk2 13 Chkl & Bz D EAFEECHED
WHHICIIMBATRWZ ERNg ok, £z,
FROFF—E AN /v I TTERIDR
RSN 220 MR ML Chk2 /

10

w7 RRDATEHRBD NN T
ZENS A 2 F IV ORI ORENES
LTwaZENbhok. —F. Chk2 /
VI T I RITATIE pES /w7 b
YA & EEE BTG ph3 KRR Y Rk —
DA VHBRBEMT Y ZRA 2 MTREN
w250 &M Chk2 1 phl
DHEBEHR T ZIT o TND I ENALNIT
molz, LU, Chk2 /v o7 o <D
AZBNWTH phd ILEMLLTHD. ZD
ZEALITEIT ATM/ATR % 41 U 7= Chk2 34k
BHEDANZALICE>TELTNS D
EMM o fcol HEHRBIBT LT W/ Chk2 1&
p53 @ Ser20 @V »EgiL &S L T phd D&
FALZHEEL TWED TR, Ser20 @
U BT Pk mEDMD ATMITE > T
EHEENBFF U Fo T &
bits, LML, ph3 BEEMALL TNBIZ
HEDSLT ph3 DY —F v FEEBETOHR
BHEEROVOZOHREELLTELS TR b
— A -fiREELICEENRD SN
Z &S, Chk2 1 phd OFIES N TR
WERLD Y YEEED LIERESNTY
BNRFOUCELENL TEELDH
7259 phd OEREEEEHRIEL TS &
EZ 6N, 1% Chk2 1Tk % phd DIRE
EERIE A = XL OB AEE
=T phd OHRERIEZHENTT S LT



MOTEETHD EEBDNS, /=, Chk?
w7 NI AMN, DNAEEDS — |k
F-N—ELTHERELTVWLINEDINE
FEMICHRE L. WANKIEERETFE U THEH
LTWBENEINIIDNWTSERLEED
Chk2 /v 77O T ABEFRABET I
ROUAERDEEDNS,

3. DNA{E#EEEZ T % 5 DNA polymerase A
J w7 MU XDIER & BT

(1) Pol A/ w2 7T bYD AIEKHE
SiE - PRS- BRI S IERERT

Pol A/ w7 RN, EBEF
EBEZRL 3 BETIHYER. 5129
BTEH 10% 2% L7z (MCB, Fig. 2).
AT EENMNTEREFEERD S Nah
ST, 25 4 E TITETIE R AR
5. R—LBIQEERZRH & T 5 /KEEZ
FHE L TWwiz (MCB. Fig 2). MIREZENE
LSILEL TR . FLEIWMEDETOD
RN FD 6N F L WKMEE O BN
BRI Nz, KEEORERFZH 501
T 27017, BEROH £ R 0Kz M
FWICHRF LU BE13. 5751 8.
S HETIE. MEOHIRIIRD 5 NBho
7 E% 1 HBICBW THINE OILREIEE
DENDEENPEEEL T, 2O
Rho. Pol A/ w7 DY AETER

11

1 HHEN® 67J<EETE‘E§%%E‘§‘%> ZEMHAS
MM o7z, S5, Pol A/ w7 DU b
T AN BN - B R & o PR R A A
DR O WAL 72 CIRES YL, Thab b EA
MORECRENELCTHD ZENHS
MiZ7/x-> 7= (MCB. Fig. ). TIN5 DR
B, MEOoEHRFZERNET 3
immotile cilia syndrome O Fr & %R L
TWihk, #Z°C, immotilecilia syndrome
DEBTHLIAEXREBRORE 2R L
TeRER. Pol A/ w7 YD AGIEMA
BIEEREEL TWVWS Z &M 5 7 ((MCB.
Fig. 3).

(2) Pol A/ w79 T XADMBER
inner dynein arm ZR#EL TW3

JKEESE - WA AL - @RISR ERTED
FRRAMNS, Pol A/ w77 R AR
immotile cilia syndrome DEKREZEL T
W2 ZERHLNITIRD T,
cilia syndrome FMEEDOHEERE R LI
KOMEAIENRREZ>TNDHDT,
Pol A/ w7 TR TACBITLHED
WEx B THEME TR LRR.
dynein arm AR L TW D T ERHETS 0

immotile

inner

1272 - 7= (MCB. Fig. 3). Inner dynein arm
WEICEEHEICEET. E FOEKREDES.
inner dynein arm MREBL TWa EH#iE



BRI EHEZK> TS, L EORER
KO PIAN/ v I T R ZDMED.
inner dynein arm ZR#EIT 2 LIck-
TEHEZL> TWNWBEEEZ SN,

(3) #EDPol A/ v 77T FTT XA
HTH5

immotile cilia syndorme ®% 5 —D®
BEE. BTFOMEOREICLXDREITR
5ZLETHB. TIT. POl A/ w2 T
YU ZAOEFEREZBRE LR, #IIAR
BTHDIENHSNTRo T MEITBEL
TREFTho . BREAIVETFZR
DHLUBELZMR, Pol A/ v 7T b
NUADRTEEGHEZ RS>z
(MCB. Fig. 4. £/, BEZMABLFED
WA L 2R B TERBEORIICIE
WORTHREEAERD NN /2
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