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Abstract: To finely map and identify the mutant gene of snthr'® mouse whose mutation gene showing single gene

recessive heredity was mapped on the terminal side of chromosome 9, F, mice bred through (C57BL/6J xsnthr82 ),
mice intercrossing and the polymorphisms of 2 microsetallites, 35 SSRs presumed by computer and 3 SNPs chosen and
tested were for fine mapping. RT-PCR amplifying cDNA combined with genomic sequence to identify mutation after
affirming candidate gene. Based on genomic markers DOMit151, a new SSR, two SNPs (rs8254361 and rs30195705)
and 1100 F, scant hair mice selected from over 4400 F, mice, the mutant gene was narrowed down to a 1.367Mb region
between 117.762kb and 119.129kb from the centromere on the chromosome 9 and Plcdlwas the primary candidate gene.
Genomic sequence revealed there was a 14883 bp deletion and such deletion destructed the Plcdl and Vill. The 14 883 bp
genomic deletion covering subtotal Plcdland Vill, more likely the Plcdl, is responsible for the abnormal phenotype of

snthr 8% mouse.
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BIRIE T KB M RE IRk PR 38 5 e A 2% 1 &
G R IEA AR, IR S R Bk
TRE P PO Z RS T REMNIES
KA BPIHEHLRIR AR, HRE AT R IX
SO BB A BE A, A RE L IEHR B AR R R
Wi, BSLHEA N B AR B NS B A1
ToBRAL D W EAE I NRIEH KRBT H],
H 2 25 N 2R 1 o2 IR T B RE A o8 o [R] — DX
S [RIE P » XA FVEAEAI IR 5 52 (Sundberg et al,
1999; Zlotogorski et al, 2001). #R/Ni H 1966 E4
S AR, RS R SRS I R 2
i B EHARARER MRS N AR, SR B
F| 30 FJapRIERPEE, X DK R A4
i\ (Flanagan et al, 1966; Sundberg et al, 2001;
Frank et al, 1999). 53— J7fil, BEATIEEIZHRF K
f&, —HEE SRR, R0 RE e BE R 1) T REATE 5T
HIRMF R S AR BT . FTLL, fE— R L,
U e RAR /N WAL 2 (R o T A, R BT
S A KL DR Dy BRATE ST R T AN Al o

snthr 82/ B /N RUE A S S AEENU (2
MEAHHERR ) 7578 /)N B KD Ik R v SR A 6 — T St B e g
I RAERI/IN, 84% 75 5 U DBA/2](Mao et al,
2004), b B AR LR o B, St TR
JRRLFE fA, BRICESE B, S ETCHE M RIE
FERIR L B(Wu et al, 2008). ASHIFT 20 i 20
FHR I, R 126 HFARDN R S0 AR I R
RTINS 9 SY ARG 2201 71 cMAL, TRAZHE
K5/ DIMit243 a4 20 BiIxg#, 15 DIMIt18 8]
AL (Mao et al, 2005). 1%/ L L2k /) BRUBE PRI 4 4
YEFE (Mouse Genome Informatics, MGI) 3%
(http://www.nc bi.nlm.nih.gov/sutils/evv.cgi?taxid=
10090&contig=NT_039482.7&gene=Plcd1&lid=
18799). B335 JF S snthr B8 B /N R B A
i BRI D RE, % 1A/ B a4
filt 4F 8 2L o AW 5T K & B E A ] Fo AR B
[ (C56BL/6Jxsnthr™®°) F 14514400 42 H, HdH
B/ 1100 2 (ERARFEPIFIT ik 2] 4 o7
brid, FEKE IS AR BRI 5E A1 2 1.367MbyE [ I i€ 16k
TESE DR g 2l b, e o 0 S DR A B B A
snthr %285 B/ UL LA 9 5 Yt it i
14883 bpl E KRR, W K&Pledl AVIIER ., HAk
TAER .
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1.1 SRIEHHY

snthr®°FfE /N L, WERES 40 H; BECSTBLY
6] (LUNTIFEB6) MEMER 40 Hlo S/ i i
&, PN R B e LR Bt S A VT
ilF: SCXK (#7) 2002-0009, f#H¥Fn[iF: SCXK
(J5) 2002-0045. ZHAYAFRAEFBEENY) 55 A, Wi
FEHITE(2342)°C, W I (5545)%, TilkLRH
Cogoltht, HHRERYOK, =HNBPRA 12/12h
G A o

SNSRI b R s s ) AR
PCR 1%, Biometra /3 ] T Gradient Thermocycler 7;
HIKA, dERtas ) DY Y-TI2 Y, K& a1l Akt
HARAR, M5 Jim-X; BRRE RS, Kiek
& Chig) AR, B GIS-2008; PCR 4l
FPZe4t LIl E THEAT .
1.2 7 %
12,1 FERAARICH I Ak B R
B (http://www-genome.wi.mit.edu
/cgi-bin/mouse/stsinfo?database=mouse )« /Nl SNP
HHs%E  (http://www.ncbi.nlm.nih.gov/entrez/query.
fcgi?CMD=search&DB=SNP&term=txid10090%5Bo
rgn%35D ) Mt HOHL S 4R AT BE B9 SSRFr il
(Chttp://danio.mgh.harvard.edu/mouseMarkers/musssr
html) S5J73%, FEWD E AL VS NI S R S i
brid, ZbRICESKRTE B6 /N & DBA/2) /ML (LA
RIFR D2 /D Z AT 2 A IR K SSR
WL HIEEA BG Y14, PCR PWI4 3%5ilEkHak
12958 A I A HL U i (X 73 22 385 X T SNP i,
GG PCR 41 Jay FFE R 4, 9788 P R &
A VIR, WD) IR S X 7 2 2 E.
122 BHHE A7 TR AN Bl K D 4 DNA (1 E %
K snthr 5205845 N LG B/ BURL B 31 A S AR 3
BIE AR (BRI, PR F A B BENL B AT
FIFAVNE K RA BRI AFAN S T E AL
S, SRHECRFKIH A By S AR IR AR
RUIF AR/ B R 41 DN A (Joseph et al, 2002), #5 .
123 K@ Je ik B A i S BEAFL AR
IRATLEREAN FER A bR iC R BRI A, 3 TR AR
A e PR 55 5 BRT A B 3 B R 4% 5 DR 2 s i 2 T ) 3
BT DL, AR = RSO iR B AR PR o7 7
PN BRI ZH R 1 2 T] o 2 HINCBI/) bl 5 P 20 25040
Chttp://www.ncbi.nlm.nih.gov/genome/guide/
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1.2.4 RT-PCRY LI il 7 HEdHEbE
snthr 8% B/ BN 4L AEPED2 /R 3 1, B
AT IR, BRSBTS T . F B TRI
i FHEF T A2 S RNA (MBI Fermentas), U 1)
ERNA I TRT RV, [ WA 5 B N4 A A
FEim B A HEA T (MBI Fermentas); K75 HIcDNAF=
Y FAEPCRGRR 5%, —20°C 147 % H -

1.2.5 &K 41 DNA 42 B A %858 HOHEPE
snthr™®°% B/ UNTEPED2 /N 3 1, SRATE A
MK AL T 0 V3 L I ZHDNA(Joseph et al,
2002), %Mo KPR IEIEIL RS, SoE A4
5 VA3 5 A i Rt 7 PR DR 20 S DX 3, 40l
AHAR S [ PCRY L R AIFR A, K PCR™=H)I J3> 45
RE /N7 5B FE LU, B R AR

2 4 B

21 FARNREE. tRiciFiE SHEHENL

ARSI SEBR BRI L 4 400 425, A
71 HAEA S i Ad F () 2 A 6 B R AL FL A/ B
1100 H, X5 B 3E K 4 DNAKR A H T PCR
PHE I AT S R A By

SEHTEAL 1) 45 KR B AL 5 DIMIt1 8 A7 i 5
WIER LA ), A T E T PR S AR KL DA ) 4t 47
B, EREZEHELAME DRI, ABEERA
DR ) 45 75 21— AN A8 AT i R TR 2 A T
FERAHbRIL . ARSI ST T 4 IRFRidfik: &
—IKAEDOMIt] 8 [R5 22 Rzt i e 4% T 2 AN AR A
ic DOMit151 (71.80cM) F1 D9Mit322 (72.53cM);

1 FRIEBR.

5 OB DOMIt18 LY 655 Kb AL SNP frid
1s8254361; & — YR M4 #5 Y5 (http://danio.mgh.
harvard.edu/mouseMarkers/musssr.html) 1% 5V 7E 1K)
SSR Axid, SGJE1E 9 SRR 5 #B 117.000 —
119.200 Mb[aJIEFE T 35 NSSR (I PHIARER),
I3 G S 1) FE PCRY Y 5 25 DY o bt 25 s 126 533
75 S8R 3L DRI A 22 Rl E R 2 A SNP il
1s30195705 [ 1s29887892. £, KILDIMItl51,
158254361 , NC_000075 60440 61095 ( P3 ) K
1$30195705 HJPCR™=H el L) i Bi /D2 J¢B6 [H]
BE2EM, XEhLmEIT Y. PCRY) AN
ML 1 MW 1. RERARIC I I J5 3556 BT A5 Fo A RN
R P 22 DR R A T ARG S B o AT, B 3 AR DY v i
i 16 J5 43 B T AL T 58 48 J Rl A 22 R sy 1) A il
1s30195705. Z%) 1100 HFAR/N BT, 5848 FE
KI5P3 3L HIL 3 FAc#, 5rs30195705 [A] H L
15 1454, P3 Hrs30195705 )3t HiHN 18 #1148k,
M AR BE D AE B 22 ki P3 (117.763Mb) 5
1s30195705(119.129Mb) 2 [H] . &7 45 H WL 2,
2.2 FREPIcAL Hsnthri®/ R EEEEREE

A A TAEE AR IERIAE 9 5 Y B phk L IR Zaxt i
FEIA 113.426 —119.332Mb ] 5.9 Mb i/
117.763—119.129 Mb [#] 1.367Mb. £ NCBI [
Mouse Genome Resources H(Hi/E, 1F 9 SOk
117.763—119.129 Mb [HJ3EAT 21 ANAIHEM P 5L
EST (W 2¢), o 10 ANERALE R KIS, 4051
& Itga9 . Golgad . Azi2 . Dlecl . Oxsrl ,
2010110K16RiK, Ctdspl. Vill. Plcdl, Acaalb.
FRAGEIEFE R 15 S0 8T R HX 10 ANEEREAT, BRI,
HAb LA BE EST. i1 Nakamura et al (2003) ] 1F
AT Pledl JEPIT R BRI, 1% PR s Bl
A JE 8 RITURIMBHAE h TR A, BRI

SIMREE SN

Tab. 1 Information of markers used in this experiment

FRiCAHER 515 (5—3D PCR /)% 351k PV
Marker name Primer sequence 5'-3’ Polymorphism Incision enzyme
DOMit151 F: TGGTCAAGGTGTGGTATCGA B6 116bp
R: AAAACTCAGCATCCAATGGG D2 120bp
F: GTCCTTCTTCATCGCCTTGTATTT D2 760bp, B6 M1 510 bp
18254361 . EcoT221
R: TTGATTCCCTTGTCCCCTGTCCTC J% 250bp Pi 4kl
F: GCAGAGGCCTTGTTTCAAAG B6 90bp
NC_000075_60440_61095(P3) —
- - - R: CTGTCTCTTCCTCTCCTGTGC D2 130bp
F: GATAAAGGCCCTCCCAGAAGA B6 897bp, D2 Mk 286bp
1rs30195705 I Msp [
R: TCAGCGAGTGTACAGAAGCAGAC % 611bp MiZkiis
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Fig. 1 Electrophoresis pictures of markers used in this experiment

a: D9Mit151 PCR P Hi3k l: b: 1s8254361 PCR 7“4 EcoT221 HiEJ) s Ik &l s

2 Msp [ B PIHLIkIE
BF—VkiE 7 A FER, M 24 marker.

c: B SSR P3 PCR =#JHiikEl; d: 1s30195705 PCR /4

a: the electrophoresis picture of DOMitl51; b: the rs8254361 PCR production digested by EcoT221; c: the electrophoresis picture of P3 PCR

production; d: the rs30195705 PCR production digested by Msp | .

Letter under each lane showed the genotype of corresponding sample except M represented DNA ladder.
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i
DOMit18==119987k

snthriBe] o
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Fig. 2 Positions of markers and mutant gene
a: YIBELLE; b KRR, oo AN LR
PetARLEM N FRIC B AR, AMAPRICALE, bl B RS ARS8 AR i
15 1100 GIFG B /N OSSRt 20003 Sk Ak it S (R IR 44 R AT
a: the primary mapping; b: the high resolution mapping; c: the genes
locating in the region narrowed down.
The marker names were listed on the left side of chromosome, their
distances from centromere were marked on the right side and numbers
between them were the crossover cases taking place between consecutive

markers. The arrow showed the candidate gene of scant hair.
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2.3.1 mRNAJKFPHE  H LT T mRNA
AR % 5E, LAPIcdl 3 [RcDNA4K: 2270 bp
MR, BV PCRy )78 o A K 5 140 1 %,
HCIA HD2 /N Pledl cDNA )4 K, {H %) snthr 82
INERBRAY 3G I B S5 Pledl JE[FIcDNA %> 3 Bt
Bitg1y, Wy MAD2 MR 3 AL (HE
[ snthr 220/ Bl (KR AR AL 26 e S 4 18 08 15 . BT
A5 I3 2, D2 /N RARAS 9 38 45 5 0L 3.
232 EREAACFNFEE  Pledl £ 15 M
T ERESANE TR T 10 XF5 14, D2
GULAA T, Tisnthr NELR 1. 2. 3
FHMNE TN, 4 5 K UL A 7 R 9 186 M (%
BLR SR BEEEPledl 3 940 1 LU 2R B
HPHER T 9 X514, EaPledl 3—15 54k
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Tab. 2 Primers for Plcdl cDNA

CIEY B 51951 5—3' Xf R ORF fiL
Primer name Primer sequence 5'-3' Position of primer

% .7 "
Rl %E " ATTTTGCTGAAGTGAATCACGCCG 53—76
Forward primer of whole length
KB

&3] MB_Z i TGCTCCTGGACCCCCAGAGAAGTA 2508—2531
Reverse primer of whole length
1 CIE
51 A8 . i AGGCCGCTTGGTGATTTTGCTC 40—o61
Forward primer of the first fragment
1 )
% HE&J? i TAGATGATGGGTTCCTGGTTGG 1148—1169
Reverse primer of the first fragment
2 K BE
% HEXE_ " CCTGAGCAACTGAAGGAAAAGA 1387—1408
Forward primer of the second fragment

2 L g
$2 A EXB_Z i AAAGTCAACTAGGGTAGGGAGA 2583—2605
Reverse primer of the second fragment
553 -
= H&ﬂ,: i . CGGAGACCCTGTCGGTGGAGAA 779—800
Forward primer of the third fragment
3 B
o3 TR CCAGAGGTGCATGGACTGGAG 1624—1646

Reverse primer of the third fragment

(bp)
2250

1000

K 3 D2 /M Pledl cDNA 345 3t
Fig. 3 PCR productions of the Plcdl cDNA from D2 mouse
I: &K cDNA; 2: 1A B 3: 52 BG4 33 BG M T
Frics
Lane 1 showed the whole length of Plcdl; lane 2,3,4 showed 1%, ond 3
fragment; M was DNA ladder.

Pled!

PRI S 1R N FE DR 20 ) X 8, HAF X Pled115
EANE TRV T 5 51 (B 4), i
W7 | I HPCR ) BN i |78 26 305 B 4095 7 VAl L [A
) A—19 AN T o T35 MTIATAR 15 10
FFPCRY™MY, K F1D2 /s R I b A A4 B
Py, Tk Esnthr /N B HE R A A L 1 S ar
JiiBE. ORI S AR, e B kD
R E KBk, TREREI Wb
( 5“TCTTTGCATTTGGGTATGCA-3' ) F 5| ¥k
(5-AGGGAGGTGGGTCTAA GGGAT-3') PCR¥"™
WAL ZLRRA, 45 D2 /N EURRACK S Ry (o

Kiil

exonl-3 exon -9 exonll-15

0 2471 4818 7254 Q9800 12063
a—» b— C— d— e—
bt 1 “«—p 0

exonlg-19

exonl?2-15 exonb—-11 exond exonl-3

13676 16096 18432 23120 25538

fa g h— 1 .
Pl I «] =k ]

4 Pledd 1 Vill ik 5 2H 4544 K 51 s A
Fig. 4 Genomic structure of Plcd1 and Vill and the positions of primers
LT R FERE SRR PR A Pledl B 1 S AN IRV BUR IR R ASER BV B L e 53 315 1]

Upper: The schematic of local genomic structure; Middle: The ordinal number of base pair since the first one of Plcdlexonl; Lower: The primer positions

and the arrow showing the direction of each primer from 5' to 3'.

i Rk, BAED, Tisnthr R /N B L
MR 900 bpZifa I —4%4 (B 5a). H#E/D
GPCRIIINRE ([ 5b), R4S 5 5 4 A2 S0
FELLRS 2 5 R Blsnthr - F BN R 9 B L AYE
PEAE 2207 118972407 bp5 118987290 bp [H 774+

14883bp o Kk, 1X—Hk AL Pledl FEA (1) 4 3|
15 ‘5405 F R VINKE R ) 10—19 S48 81 (B 5¢).
2.4 ERKXT Pledl & Vill IR 5 AL ER
(AR LA
FIFH MIT 9 5 95 Y5 TN 2% 50 2 o) ey 3 B K1 11
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SR, KB JCHT S IR 21 R B8RP 4, i\ The New
GENSCAN Web Server at MIT: Identification of
complete gene structures in genomic DNA % [
(http://genes.mit.edu/GENS CAN. html), FiiliZHk
RN Jaj Bl DRI AL o3 S B s i b 45 R o
AR R AN 3 S0P AH Ok X i A ek 1 BT T 2%k
PLCD1 {UIE#ZHIS T 808 NI HIIHET 179
A5 VILL IE#Zift 884 NS IEIE AT 317 4> (]
6), ARHBUB RGN .

R, NRAER 3 S ROKEE
3p21.3 XA A AN B 9 5 P AR AR, IZIX Bt
A NN B R FE AR, Pledl . VAIEE R R Jm s 3L
At I BT AR 44 % B S B R R — 3

a M 1 2 b
(bp) G BT A A C
n
2000 {W
1000 [
500

750

250
100

Ny

5 30 %
3 i it

3.1 EfERRESHEREN

R 0 A7 T G B T 9 A4 5 DR i 7 Jd 3 5 [
bR 1% B S FRB MR . ARSI S5E 4400
RHFAVNR, ERHLApT 1100 HFEEDRAHT
FE R e AL, FF o5 20 53 A8 5 IR (1 4 0k 3 [ PR e 7
1.367MbW, &AL TAEMIEIFA R BT/
FxZ HEER A HHE AR 5835, AN &R0
HEATARIC I 1E — AN B 8, E I AR S50 70 R
PR S T — AN SRR R, SRR R
DX I DR AR AR SR AR TR e, 6 20— 4 A i
[F)£E SNP AL I 1202 0 07 () 36tk B A 3-A3 4 ANH b
o A7 [ 3 2] S MNMCHA R, TEAR &R Rk

11597 0K+
Nill

Blast hit
11595 0K+

Blast hit

113990K
Plcdl

Bl 5 51y Be B K r A B g 2R

Fig. 5 Results of PCR, sequence and Blast
a: PCRYBEHLIKIE, 55 1 JkiihD2 15 5 RIL K 4IDNAKR A, 45 2 Jkil hsnthr B% B/ bR A be MIREE,  #F Skomdik Do 4 a4 s

c: IMFEERE/NREEHNAFH LR 45 8, 20 (0 Blast hitlfi] Jy 2 [X .

a: the electrophoresis picture of PCR production, lane 1 and 2 were from the sample of D2 and snthr”

1820 ouse, M was DNA ladder; b: sequence

result and the arrow marked the broken site; c:  the blast result and the region between red bars (blast hit) was the deletion.

Fiedl: GENSCAN predicted_peptide 2[308_aa

MOCLGYRSCRRG SYHRSRELYLREQ SERVAALNGQRLGLYQDDPILQALLKG SLLEVE S 5 SRRRERFYRLOQEICKT IMQE SREVMRSFESQL
FSIEDIQEVRM-HRTEGLEKFARDI PEDRCF SI VFRDQENTLDLI AP SPADVQHRVE:LEKI I DRSG SHDQRQKLOQY PPGH 56 SR SWTEST
I RTAD T T NP E VI AL B @voD STARK I FRE DR BT SIEDET IETFY FAL T@RAE T DRA FARAAL SAETY SVENLVIFIGH
GORETEACTAIAL T TERYEF SETA FAGRGNTIDEFI ML L SADERAF T A RRRV Y@ INRO T SETE 7SS SR TX L EDGL TEFSSTEAYY
RALCXECROT X DORDE FEGEF T IYEE YTFT ST FUDVIRA IRDYAFIA SFYFVIL S I ST FGQRVMARTL RA T £ FM X DO DEV
TTSIFSFEEIET I I FENAT ECLL FAGE ERE FEA TV SDEDEAA ENEDEA PRSGVEEFIVIE FAVEEDII NI VFEL SO I YL SVEFE
EFSSFSTSEQAFYENA SF ST SRALRL LG SEFSFPREEVEHL SR YFAC RRIDS SET SFrEMRRC &1 £ TIPL £L VAL IFGTFEFEND
PIIEFRDIECCE TV IFAFL ROFDT TRE SRA L TOC FIRRA P KV NI T SEGE FIVINEIR ST PDFAVI VET BE VEQDVA SRGTAVITRN
EFEFRRDTEFEFVVA PFDIAL PRVANVEDTD S S STRDFIEG ST TP ST GE YREVEL I SHREDT BF SA T Frll I STgD

Piif: GEWSCAM_predicted peptide_1|884_aa

PCMDINQDLPAIDSHRALQIWI TENLIXLPLFERAH- HFFEECCY VVLHVPQSPRATQCCFSDLHY RIGKDA SAEAREAAVSFVECLQEDLG
DQTYLHFE SQCHE SOCFHSY FHEG YV I YREGGRD SALKFAETHYHVQERLLHIRG REKHY SATEVALSWHSFNKGD I FLLDLGK Y XIQWHCP KA
SISERAFALTLTCHRLEDRERGGFAQI AVVDAENEATHLLRI XEAVLGCRSE SLCF SVF SHSV SQLRQKANVRL YHYCERGTDLVVRELATRPL
TRILLYEDGCYLLDEGGFRIYHRGRES SPREKKAAL SRAYV EF TQATE TFRT TWETVFADCAE STA FRE FWSWELEL SREARFEY SIE v
CRLEVEIL NTGTFETAA QL RAVDDE SEAVEVIT T DL R VE Y Y@ CSe LTI VAT TR ECVETL L T - B STVEDTHAL W SA
EET IR MEGEA LA GERV THE SEFTEFLA IFGE KL FoFGE A C R ERTTV SOTRL FEVEE TE SERTRIMEVIARA 5§ SIT SEDVFFL I TSRV
TIRETCRCL R SMT BT R VIFFSARIDDF I E TEFROFL IERDFAL EGPIL IEVIVECCQRUAQESCTAXLL SIRL FEXVINSTGERLF
S STV IV FFEE DI DITD I M L DTOGE I FL R EEAN E XA EA VANCL ETE RTHPA LR STA TP I FP VAL VATF TERFVIWN
DFTIRAFSGSTEEME R SIEFE SAT SENTA EVERFGL TRRE SIIA £ BPA L GAFTE Sg0 SFEEEL £ 0 RVDEA BF SMURT S5 ST SV e
ST FRERE NHGA L EIR FFE POFA RIEFYL SO SOFGD I FEXSTEEFY SHATRE GOGA LIIL £EFF

Bl 6 BER418 K FEUN PLCD1 55 VILL 2R I 0%
Fig. 6 Amino acids changes of PLCD1 and VILL caused by the genomic deletion
PR RMAIRELR TR 4 (The black italic parts meant the deletion of snthr-mao)o
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ATARICTRE, Fric ittt A1 LR B

ARSI TP BAT 3 N T A A WA SSRC—
5 LR FERPRCERD e SNP =R
s AR AR bR B, AR R
12 4R )2 (Feng et al, 2007). 3l THHAHLAEIEK A
e e AR FARTTREM SSR X — 5k 1 s is AN
% (http://danio.mg h.harvard.edu/mouseMarkers/
mussst.htmD), ARSI SEIE7E 9 5 YL tafq (1) R i
22} 117.000—119.200 MblalZE$SE T 35 ~SSR, 4
PGHER] 1 ANED2 MBIl 2 2 A EMA 5, R
ERCRAR, (BN R — a2 77 % . B TSNP
MG U1 34 2 & M7 %) (cleaved amplified
polymorphic sequences, CAPS) &P HIbric
B, AR ) e b AR 2, (TR
EALWANZ WL(Liu, et al; Feng et al, 2007; Orr et al,
2008)o X —Ff i R4 ) - R FE N AL bR id 1 Ui, B
i AL LU SNP I 5 38 K N D), R 7 o5 SNP A A5 1Y
PCRy™ ) F 400 b, ] S e BRI 2 . i brid REEI
BREENR, P 1000 MRIEXH S —
SNPAZ i, PRI A1 HE PR & A7 RO RIE I A7 A e bRl
ARGANAT EEAU Bk

LR R, RERAEA BRGSO
1100 MRA AT I B 58, XA IR
B, JUBRR RAR L R M 7 AR A e AR AR AT %2 5E
BIwy,  Toi i A A B A AT SRR R 5 5
KSR A — D EON L, ARAe A M EOR B
IFAR/ R GEEE 4400 ), p o @ 3A A4
M T HARHB N TEA, SEhr LRI HF,
AN A A PR A A AR R T, A AR
WA 52 0 F ) HE P 41 DMt 18 FID9mit243 ([ii]
PH5.9Mb) , KT X e E R F A/ RUHESR kR A
FE A B Lt e Pledl, {HJE% eyt ihas i
o B A RE A7 A5 A Dy A H (1< ¥% 15 (Schuler et al,
1997), TG AR HEAH A7 B 45 28 58 AR SRR, A
MR 223 v o S5 S AR A7 o, W PRIAE 9 T VR 2K
JIRAIRFA] o
32 HEREERMREEEE

snthr ™52 B/ B B2 o 2 H LA 1—2 i
), BEAERSIG AN TN TR, o548 12 AT 3 S kA
W RSG5, R B L B, B BRAE A
th ik AGe s R, BREECR I W b
(Wuetal, 2008) o FERGHHEAL 70 M7 Jm i T A1 2

I Zh et # b, Fdi 1k I Nakamura et al (2003)4F
HIVEHIRTS T Plcdl HymibR M, %R 8 Hid )G
THENE, Bl TREM A, BEME. KR
A S BT HE TR R R A S W B Ak, 1E S
- Nakamura et al (2003)11 TAE R0 # B3 R 1)
KitfEnr, FRATHIIAPIcdl AEERE . &Ll
ANE TAE S e LR 2 1 14883 bplf EKE K.
54T, Runkel et al (2008)% 5 55—/ B A A
ANE /N R SAR LAy 7] — X35 N 243 kb BT Kk
2%, Hg M Pledl, Vill, Dlecl, Acaalb, Ctdspl Al
SIc22a14 FNANEA, (HAEF @ mAL AR (%
RAFANGE 5 Pled 1 P LA ) E B 73X AN /N B
EpiEPlcdl HRTEL, i Ah I PR T R IL L K
SRR . L snthr B8 TN BRUIL DA 20
Kb JePledl ANill, (HEZREIAABERL, A B HINA
snthr'lBao/J\ BRI =T MPlcdl H: K 1 Th Ak
RAK

Plcdl, Hlphospholipase C-81, fifflRHFfC-51, )&
THENEREC (PLC) Al TREX K. PLC BRIV S
SRR AN O, YA e
B AR RS LSRR, FEPLCK
fiftd, 5-—WRREBEIRIEVLEE (PIP2) F=AEMANEE (5
fifi: Hah g (DG) M1, 4, 5-=#RILEE (IP3) .
DG 1 & H##C (protein kinase C, PKC) )i
PE, TIP35IE M N Ca® Bh 5. EWTLEIY, A
A 120 PLCIR] T, AR 741 ) [R1J5 2 R AL
PLC/ A~ v~ 8+ efIg FFhEA, HLAFPLC-5 XA
81-84 H:4F IV 2 (Saunders et al, 2002). PLC/+ 4 .
BEgE K, RRPLCIR) T ALFE PR AT 45 A3 RN A [F)
TRAT) R RF IR S5 R 3 PR AT S5 M R C245 3k . EF
TR a3 . PHZS R 3k AT A w50 B O <7 IR A 45 44
XX FNY X 20 ¥ (Saunders et al, 2002; Okada et al.
2002) (7). PLCDI{EVF 2 414 3= R4 (Suh et
al, 1988; Lee et al, 1999), PLCH 5 i MUB 1128
R (Allen et al, 1997), HrLWF713E W Gi/Got ARk
SZARBEBAEPLCD, 1M HAE AL 1 Ca A 3 1 (Murthy
et al, 2004). FHAE, ZEsnthr P B/ NS
PlcdL [i] e %8 43 Bk 2k 1 VILLEE [R5 S ACTIN &S 4 4%
M, WAIC™ 55 RIREA 5, AREHER AL
ZAHFAEA R

PoATI R A IE I ENU S AR i B2 1 [R] I 3R A5 9
FhFG B2/l (Mao et al, 2004, 2005), {HE XX
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30 %

NES
1 17 132 133 281 299 443 488 606 626 756 a.a.
::::i:::::::::J m
EF hands
IP:/PIP: binding Catalytic domain Ca »-binding
Kl 7 Pled1gikRiEE (5] HOkada et al, 2002)

Fig. 7 A schematic structure of Plcdl (Cited from Okada et al, 2002)
PH: PH #i#4y4k; EF hand: EF FRIZEMNL: X)Y: fELLMIL; C2: C2 45M4k; NES: diftziimt)val. Hor o s dm .
PH, EF, X, Y and C2 in the PLCd1 structure denote the PH domain, EF hand motifs, the catalytic X and Y domain, and C2 domain, respectively. The

NES corresponds to amino acid residues 164—177 in the EF-hand domain.

PRGBS SRS ARFE DR R e A7« 5t A% HANSESG e f
AR EoR, AR — R A CRELR B
TR)o S ENUEAL A S L IS AL IR 45 s (Balling et
al, 2001) 2SRl R B ER, FATABLZ PR B
JE T AR R A% XANEE R, X—5t
P RAEENUTRAZ /N 2 BTt e L, HUE S
AR A R P R I, HFAFENUB AR (R0
3.3 snthr'®°@ERAYNE
NREBEM KT ENAEK (anagen) . IR
(catagen). fRHK (telogen) FIffi7% (exogen) M4
K Ji13 (hair growth cycle)(Stenn et al, 2001). Runkel
et al (2008)ilF 5L Plcd1ft 2k 5 /N BB B o 2
TEBILLA M E T, B R mAKIEA
FEIR I B o X — G455 JATSE AT LU
PREEWE AR AL, AR AR S S aB I I e R 2H 21
P b, W BT T T 2 (W et
al, 2008). AR AP T ROKIE RE ML, FBo)
BRAGF N NI, FECLE T
PIEFFIEIR JE B - Ichinohe et al (2007)WA kPlcd1™ /s
B4 B A L A T R T R ] 980T A i v )
B, H HLA A Pled1 3y fig it 2R f2& 98 0 A A 1) H 42 i
Pl o FRATT AN e FEBR 2 K A Ak 3 B0 A B AR T4
W 32E 1 5 B S T RE M o WA RESS AR A Pled 1k 2K
TSR R T R B R, BT 5 A
3 RO T 97 16 B AR Ak 3 200, snthr ' B0R
B/ B EPled /N BB AT g R N 2824 e et (AR 4
B, AR AR B RIKE B — B A AR Ay
o 7ERN SR A RIEA ML . 76 S5 Plcdl

FER AR PEZ S5 > Pled1ZheS 6B/ A A
KRR RN TR TR, #IA NS IRIJE
PIPTRE R AN o

snthr B2 %% 6 /1N B T~ Pled 1 25 A G 35 IR 1) 2
Refff 90+ 4> B 25 . Nakamura et al (2008)i# i %}
Pled1” /)N BRUIRIRIF 9% S B Pled L 56 R AR 1T R 2 43 4]
(R WL DR, {H 2 snthr B2 /) B0 i B H A oK
WL, RS o] UAETE, 1K 30 T BRI RN
R i (P AE FH R 95 28 48 16 R 1 n g ik A W)
A& 42528 . Nakamura et al (2005)%& HiPlcd1 fl
Pled3XT i i/ BT BUR NGB, 1 B P Ak A6
TN R & A EEAEH A HREPRPled it 1t
Alzheimer’s Hi Al Ji & P & I & & 7
(Shimohama et al, 1991; Kato et al, 1992). ALK
M—MEBRMER, e HF /DR, 848/
BRI IR B DR AR 15 e e W 1 22, R
WO AR R AR, I B AR T B, BT
RINEE R A EAFAEAA PR T 2 R e A I T-Plcd1,
BRI R B R . AHOC T AE OO B R S A K
XK, R UOE AL T R AR B DR O [
RUEE . V&, SEarRIwEITER 7 XTPLCD1 1 4544
T A B 28 A (Saunders et al, 2002), X H 4%
KA WHUH R AT RS T AR, T
snthr B2 25 3 /) Bk Pledd K A 5% 58 B 1 2 fig
BT T B A Ko

Bi8t: A4 The Jackson Lab # Aaron Brown 1%
LA 4G FAE R W R I £ #4249 SSR.
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