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R BFERICL > ChlEiRzsh, £ o5aH
BOBRNFEFECHIEALD 2 7 = X 2Bl - T\ 5. K&
RINIZWH B B Z TR IEER (R E) »
Hmbl, THIAEREREE L 0BRE - BREIWER 2N
A EREL->TRIETHODEEZ LN TE DY, WYk
ZWRE AT 5 iy, THhbOEREH LT
LD L. BIEHHEREZREL TWD DT/ A
DNA OIS H GRIZFIEHR) Th o0y, ERETk
BLTWASTRBFTFED LT v X7 BTHD. %
1o D& v Ry, BRI S F 3% fEhiiv i,
ZHIC X o TARROABBEREA IS Lz b, Ml R
PHEABHBREN 2 v b a— v &t b, SRR T
SR LTCw5b, -7, BIRBEMMcRE RE 5 L
M oo BATE I AL AR 1 T RE A ke L, S ¥ X ol
BGI S SN, TFEMEEN Rz v o8 2 Bk &
LTHEZ LWREBEZET - 054+ 3 7 211, B
5 BB B O 28 b A R 2D R R iR i 3 Bk &
LThHBRDTHERTH S, TR 20 05 10 FHicirc b
BEUETH LR SFIC B\ CEME S T B R E 1 7 ~—
va vy AT 2¥EERE TRIFRERBE 7 v 74 2 7 ARK
LS DOTEH] 7 v 7 5 a0 Th, HEEIHS #IRE
B O T TR, &L OFEEIELRT
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2-1 BCR-ABL@&EY VNI EICLBFRorF+—+F
EHEOERETTE L IEBHEREMBME (CML) DOEH%
s ams (CML) Mgk X007 4 550

74 THREMRGE OB Y v oA (Ph+ ALL)

fifaci, BOFEB 22 H/LROAKDOHAEEIIC X - T

BCR i#{5F & ABL1 #{ZF 20345 L, BCR % v {7 g

(Breakpoint cluster region protein) 28 @ ¥ v ¥ — &

ABL1 (Tyrosine-protein kinase ABL1) & @& L 727 CTPE

E&hn Y. 20 BCR-ABL @G 2 v % 7 BILEHE I &

WFE Y FF—EEREALTED Y, FORE T

v 7T BRSO & v R 7B Y VI ESTTE L, DAL

CHEAN | FE I DEEZ LN TS,
COMRBICHESE, BCRABLF v v v >+ — X &5

TR E T APDNAF A ~F =7 (Imatinib) BRI X

, BEERE L URLFIH IR T30, EloF#Ef

BCR-ABL @G 85T LI B2 ZERNEL, 1 ~F =

TR BIEPIMEA R TS 0%, X RRNTA

BEROBFENE TN D, ZHEH L, FERBELHS o

FH I 7 ADFEAXNCTCBCR-ABL F 2y v —€D

THRT OMEREIER MT b, B I ia RSB s o 12

W & v R 7 BORRGEIRTWS Y, 4% S a5
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37 RIS BIEEMI R IS R AT B h D LIS
5.

22 AXFZTERMEHEICERERES (Gastrointestinal
stromal tumor: GIST) #fR(C&K (T2 5 /NI E) VB,
1EDTTHE & EGF SRAEY 7 F IVGERIEOREDL Y
HLEREREE (GIST) MilgTiy, 2ABEET -KIT

DERICY > CTRBEKMF v v v Fr —+¥KIT (Mast/

stem cell growth factor receptor Kit) ¢ ¥ 2N B 5 1 JUAE

LTRY, TANFEEBEERTHL EE2 LR T

H, AwF =713 LB EBCRABLF vy v F I —+

EOTERE L THBEINLEDAAFTH S, KIT &

vy ERF - b EWHESRERL, GIST Ml

RLUCTH MR EARD DN D, KAAET

b 2003 £F1C GIST BENOMIGS KR Sl Ll

nb, 4 <=7 ORI 2% BEO— I THE

IR A OB RME T T 285608350, BILE{Lo

A D = R A DRY &P IS OB A E E T

%. % TNagata b % 1%, 1 ~F=7&ZM oD GIST #

fakk (GIST882) &, 1 < =7 ~DEPitkaMEH L

GIST #ifatk (GIST882-R) A EwmMy ) vt 7' w 7 4 —

AERTERC X THREFENNIC LEESAT L, KIT 3% X OV EGFR

(Epidermal growth factor receptor) < 7 F W ALEREH D 4

YR BIL) VB OTUER bR D Z L RO & L.

% Z T LI EGFRBEEWE A H T2 50 FEMNIE X 7 4

F =7 (Gefitinib, PHm% 1 v v ) EEHUCHEINT S &

GIST882-R DIl S fufe 2 L 2vb, GIST DA < =

F 7P EERIC EGFR v 7 F MBERR O 2 v o8 7 Y

) VIRALDTIHED B > T\ B 2 L MR S vt

2-3 FRARMBAACEFZ2FO ) VEEIEDOTTE
b H3ERRR  (Epithelial-mesenchymal transition: EMT)
VL, AR OB AR T b B & AR o e M Ak
W, HIEEROMN BT EBETH DD, LERN
AR D RECIEBIC RSB T2 eE2bRT
\~%. % Z T Okayama b ” 1%, TGFE-pHI#IC X - CTFHH
SNDHIRNAMIED EMT iI2ff5 5 m v v ) viigbx v
X7 B OEALE LC-MS/MS % i\ TE BRI i 55 81 L
7o fE B, Tensin-1 (TNS1) @ 9w + v 1404, Hepatocyte
growth factor receptor (c-Met) D F w v 1234, ¥ L O
NT-3 growth factor receptor (TrkC) ®Fm <+ v 516 DV v
AL E 2 AT D ER WL, vz asy
Tuy MR TIbOE L x v R BRBIED E
HiwksboThk) viglbv 1AL AL DTH S
LRI IbRIALDMMITE T B Y ViR
1t v ~< v % Multiple reaction monitoring (MRM) #: T
T oM RMSLL, 3BIEBIOBE (FHREIFRE25 01, T

TARRFE 13 ) Dl A MBI\ CREICIR - & 2
5, TREEFFICH LTERARFET, ThLh 376 %, 5.2
5, BLO421f51Cy) vBIbv <A ERLTED, #f
SHEERNC S B A TeE (p<0.0001) 2B D LR S e
ZOfERE, BREBbIC IO DT a v v ) Vgl
VRAEERTLZ LK T, FEAETHITE 54
WHHT EEARLTHED, RAMLE B LcHHoEb et
DHENT V5.

2-4 BRIEEMNAMREDT > R O5 U BRERRIEINILEES
[Z& (T2 THRAP3 (Thyroid hormone receptor-
associated protein 3) ¥ > /NJ& Y VAL L XILDEE
Hh)

IR ATkt B ko —21ie 7 v N a 7w vkE
BEND B, WEEERT ORI MR O W7 v N e
VIR RD NS R Lb 0T, AR
EB B DI ERRRI B A v v A v £ v (LH-RH,
Gonadoliberin) 7 T = A M O 52 X A NEHVES (K
NEVEHE) XD T v N ur vl RRESES
L TR A DETEIZ L5 LS b DTHSH. L
MHLEMMT v P ey vERERE RS TCw5 &, 7 v
N ou v IR e RV A S L, RIZIR N A H e o
HEAH O EAT HIEGNE L AbND. 20k 5 el
PRIBF AT DI IR IR A T o e, TV
F v 7 AR ORI A AN 7 v K oa oy v IR
MIHIERE Z R T 5 A = R 2 WD T 5 LERD
B, FREHLUIno b Y 1%, 7 v Fa s AR ORI
AR (LNCaP fifia) » 7 v Fu ¥ vRERE+hCcE
WIMREFE L7 v F a7 v IR & 7n - 72 LR s A
g (LNCaP-AIfifig) % 2#EBhrL, Zhbofifgsto
LNCaP ffifla & #E &MY YL 7 v 7 4 — 2 BT X -
THB LR, 6602 v 7 Biek\ TV VgL
RNVIEHERBRERHDZ ER R IE LI, chbDg v s
7EDS Y, 7V Nur vERKORELAENTTH L
ERIMB N T\W% THRAPS IZERE T, £V v 248 B LY
) V253 DY VEELVRART VR vy v IR
BEOBRICH VBT T T2 2 Eovbhote, EHICE
B OO ET B Y LB Y~ #B1kA THRAPS @
AR RIS TRE LN DT B, 75 = viER
BV LI Rk 2 v o8 7 (S248A/S253A-THRAP3),
BLOT ART ¥ VEBEREL) v IV Rk 5 v 5y
H (5248D/S253D-THRAP3) % HaloTag @il % v S 7 H &
L C LNCaP-Al #ifld N CHEL & ¢, Thb EERMTEE
T2 v 7 Eh LC-MSMS TRIE L& & A, W& T
EPRONI A VX7 HEOEIIRNA AT T4 v v 7%
RNA Vvt v v v 7 IlbBRFTH-T. £D 5 b
WIE Y v L EIZE Bk THRAPS % v /% 7 B H i %



& L C\ 7z pre-mRNA-processing factor 6 v, 7 v N a7
v ZBRORGERFFICB b > T 5 Y 2 &l
bRTWBRVYRNI7HTHALZ Ed D, THRAP3 D+ )
V248 B XU ) v 253 1k H ) v/ Y v LA
pre-mRNA-processing factor 6 & DEARBE M L, =
NENUCTHNIEDN AR D 7 v a7 v IR REAE
EEMIbh T bh 0L HfEINS.

3 PMEEREMEE KRR

3-1 {ESHIEMEERERTF POMGnTI DZEE & Muscle eye
brain disease (MEB 7&) DBE{%

MEB 513, KW A v 7 4 —cBEH & KD
TERETE ST 2 5 Wtk LS B RN TH 5. Manya
5 1%, MEB K& 1 351) % POMGnTI iR TAERIC X b
AR T PEY T ® % GleNAc #£ B% 3% POMGnT1 (O-linked
mannose P1,2-N-acetylglucosaminyltransferase 1) ¥ 23
FebhnZ xR UL ZO/ER0- v v — AT
DRGGREE D IEFH R TE LR, a- AP r I Y
T HEBE A B H A k9 & 2N MEB R O FEIE E N1
o TWB I ENPHLNERs . oA w7 4 —BE
TlL, POMGnTI &I Oftic b % < OREBEMiB i E R
FRAERNESD>THEDY (Tablel), HrAab oz —
DFEREIT I 1) % BESME R FEH OB h DR S T 5.

3-2 PESHIEAREERBIR T B3GALTe DEE L BEnthiz %
5 FHBIHRSEHHEMAE | & (SEMD-JL1D) DB
%

Nakajima 5 ' %, EEOEREH ~ L - T @ ENK
e 8 T BE E Bt A& 1 5 B HE B v B ST R BUE T AL
(Spondyloepimetaphyseal dysplasia with joint laxity, type 1:
SEMD-JL1) | D E# 6 KR T B3GALT6 #in It x R’

WS LT, ZOBEIETIEBRA3)-H T2 b — AL ERY
I—FLTEY, COERICIY FTas+ 7Yy O

BRI+ 1 B HEEH (glycosaminoglycan: GAG) £ Infs fifi 75
EWcfrischbhinliss itk ->C, §, &, Wi,
BT E DB RENRELIDEEL DR TS,
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3-3 BREEERECRE SN S IgGr EDTEHSHER L &

YA o7 > miEDRR

7 VA7 w7 ) vIMEEE, MU O BE < KT L
AR TEHeIRcE XRME 7 07 ) VI « Ik
M3 2RRET, PURCRIEOKIRmOEBE 2L 5. L% M%E
B S W CHEES N AR o — v ikREE 7 n 7)) v
MavR7) BEEELTZ7 )V A7 w7 Y VIFEXRT 5
M, FDAH =R LI TH -7z Toda b ZPURER
WA 2R EHERED 7 VA 27w 7Y vigo
T PNGase F LIS X 2 BESHUIWIATL CO 5 F 2 OE
% SDSEHRIKE) » vz A% v 7y MIKTHTLIZEZ
5, IgG O k B SLE 7e N UBESEEM K E T b 2 & &
Rl SHICERSINC X » CHEES Ao~
F NG AFEL <N, « BHO T AR IC s W T H T
¥ Thr-Leu-Ser TH % & & A Asn-Leu-Ser (N T g8 5
Gt a v ey ARESINXS/T &%) w7 RL T
HILEREX DI, COERITY 7 AV AT HEEE
B (C>A Cr-ThHLRLDTHY, BHixZT 2
VR 7 B OB TIC SRR E H Z Lic ko TR
W NFRESEMAE L, KRk 2EE7a7Y) vo
B (7 VA 707 ) VIE) MHEIERIINLDEHE
2 bbb,

4 TV LERER KRR

4-1 bV AeiEim & BRERY U~ F DR

P&V 7 =5 (Rheumatoid arthritis: RA) 1%, P OB
fif ks L OB OB 2 FAEWR & 5 HOAEREBETH
5. RABEDOMWPE A A F~—n—& LTRYICFRES
72V 7 <5 H¥ (Rheumatoid factor: RF) % IgG o35 %
HCHATH D RA OIS TN 5205, floEE
CEWTOLHB T2 &b 0 FEREILT LR
W ZheR L, FRELREDLSVHTtRe—7 —L
LT, HEk b vy vfb<7F5 1 (Cyclic citrullinated
peptide: CCP) Pifk2MAHHER ST\ %, RA WCHRRJE
NEWHECOPH & LT, 3 T2 perinuclear factor Hi A&
(APF) iy 7 F v itk (AKA) EdbHmEIh T
75, Schellekens 5 % 1%, ch b ECH AR P ALY v

Table 1 Glycosylation-related genes of which mutations were found in various muscular dystrophies

Gene Protein Function
POMGnTI"™ | Protein O-linked-mannose Participates in O-mannosyl glycosylation.
f-1,2-N-acetylglucosaminyl-transferase 1

FKTNW Fukutin Glycosyltransferase involved in the biosynthesis of the phosphory-
lated O-mannosyl trisaccharides.

POMTI1™ Protein O-mannosyl- transferase 1 Transfers mannosyl residues to the hydroxyl group of serine or
threonine residues.

FKRP® Fukutin-related protein Glycosyltransferase involved in the biosynthesis of the phosphory-
lated O-mannosyl trisaccharides.
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fbEnte7 4770 vt L TH LR RT I Ex R
L, FOZEF =iy by vEX R T AF =
HrGh_7F VHETHLZ ExRELDI. IDHIC
O OFIN A G AT ek b vy v b7+
F (CCP) AL, Zhxiisi L THWAZ LItk
TRABEDOHTOH M Z GE THRINTE 2 Z 2R L
T, WERMAH @ ELISA * » + & LTHRB(LER B 1I2E -
TWwb, Lo LanbBFNcky vy vk 4 57
VIR Lo\ odh, RA B IC R\ T H CHUE DRI
JRL e TWABDIFHIO s Y vfbr vy R B ThHD L
Zxzbhn, Zhicx L Wang 5 7 1, RA BE 0B
W) ho v by v bx vy HEHiv v ) HUE
THREWREL, &7 v F ks X O Lys-C {H{kfkic LC-
MALDI-TOF/TOF MS f##i #1775 Z i X »C, 83D
V) MR VRV EEFEELTRYD, ThbDg vy
7B D+ ) AL S RA 1T 5 BIEITR O FAE
b > T B DEHELLNS.

42 2RIV ALERRE T ILY N ~—BIERAE DB R

T ov o A v —RUERAE B O MM, SE Y
VB b I N2 & v R ER, R—&2T7 iug P
FIRRAE/HINR TV I<HBATHED, &H
12 Ishigami & " 1Zv b ) v bz v R 7 B LML T
W5 Z k% R\ L, MALDI-TOF/TOF MS 2 X » T %
OFHI 233 = ) VI 2 v 7 H (Myelin basic
protein: MBP) TH 5 Z L&D & &7z, MBP It = 2 —
o VRO AR T A FE Tz v R 2 HRSTH Y,
TAF =T OEIEM oL LIl AEE T I B
THHIEDD, v A ) VALBEIOBRFERNT LY N A
< —HERAREC R BN 5 = = — v ViR OBIHEZ M O ZERA
D—DThhHEEZLNS.

5 AEFFUBHEE KSR

5-1 IEFFALEME/N—F 2/ U EDOBERK
N—F vy viElt, BEOR =X v FEE= 2 —n v
DD LIk, LHEGOELZ L, BfToEE, %
SRR OREE, BIERENE 7R & OMEBIREE N X 2 HEE M
BEMEEBTH D, ESidcinbiz ERERNE LD, 65
BEEZ D E 1B EDOANRIET S EvbhTnb. &
MTRIELI S —F vy VIHBEOS I MAEMTH 5
», —iBoEE (5~10%) WIXFEEI B LR, Eix
TORFENBEY T 5. FRCHEFETRIE LI —F v Y VK
BE B TR EEET PARK2Y % X 08 PINKI® 23V 5E
INTED, ThHOFIRE v 7 HETHHE3 2 EFF
v ) B —+ Parkin &V v/ b L* =y *I—+ PINKL
i, BIEA P VAL > TREEZ I I ra vy F Y 70
Nz v Ry EhaexF b, ERWRA—F7 >

U= (37 7y V—) THERETD T w2 fbo T
Wh P Ehbh o T, Fb %D PINKL KIEFH 7% <
by R 7AE FIc s >R I R ) VgL
Iz BT %5, BEZZIREMMET L 3

Py R 7R ECRRET S LT X o TEES
kAL, =E€x5 v & Parkin DR 2 PINKLIZ X - TV
v EI D, EHic) viglb= €% 5 Vi X 5 T Parkin
D E3 2 FF v ) F—EoEMHIL S, MFN (Mitifusin)
< TOM70 (Mitochondrial import receptor subunit), VDAC
(Voltage-dependent anion-selective channel protein), RHOT
(Mitochondrial Rho GTPase) 7t & D 3 ha v N ) 7 AR %
vRrBER2 X F U ALESZT S LT X o GEIRA —
N7 Y= (I b7 7U0—) DFEEIR, BEIMa VN
V7 NV RBRZE X A, PINKL %2 Parkin % 22— K4 % 3%
¥ (PINKI, PARK2) \CHEEI HHBEETEIba v P
)7 OFEMEFEEENEE @, BEI v rY T
DRAET HEALA b VA L o CTHEAMER G & o X
N, R=F vy VRENRETDLEELZLRD. £ < OIWMF
PER—F vy VIRBETIEI L OBETICEFEARLR
e, BlhicfEs s ra v Ry 7aED E 2 7 3 ik
[#5% (Monoamine oxidase B: MAOB) &t o & gl =
FLADOBEINC LD I r v Y 7 OEEEENRS L7 5
I X DG RALEREE ) e b0l B L, B R AR R
ZHHDEEZOLRD.

Kt A= vy VIHEE OB FHATIC LD
PARK2* % PINKI? D353z % SNCA®, UCHLI*, DJ-
1%, LRREK2® 15 X OWETILE R D BIEFIH oD -
T35 (Table2). Z®5H SNCA I —F v v viRkE
MR BRI hD v e —/MEOTHE#ER 2 v 7 Ha
Synuclein # 2 — F LT3 ®. a -Synuclein (%7 3 /[
140 FRIED B 7o B 45T 14,460 O LG/ S Tz v o8 2
BT, FKMRE, B, BE, SRR oV MR
T5. BEEEIAWTHEH, Bioyr 7 ARKERL S b2
VIR THABCRET S LD, MRmESL I ra v N
D 7 HBEORMATICE b o T B EE LR T WS, FRL
72 SNCA JBIZF I X » TEL L5 55 78 a -Synuclein T
o~V v 7 AREEDINLE LD, v E—/IMENDE
ERRZDEEZOLRTWAS Y, BV E—/NMEhDa
-Synuclein (¥t U » 129 ® U YL ®® ) v 12, Y
vv2l, Vv 23mE s 2 FF L0 BT
HZEbbhroTkD, ZhbOFFREEMI ML 1O
TV E—/ME~NDBEEIZEb-> T b0 lbhs. F
724 L7z a -Synuclein 135 RSP HF L Tk b, 4 —
N7y O—HAETEEEL LR P

UCHLI #{Z T2 €% 5 viiltkx v R 7 4
(Polyubiquitin-C) <, E3 2 €*% 5 v ) #—¥ic Lk - TH
BINTCA Y _TFFREAGMARY 2% F v O C K



Table 2 Major genes identified for Parkinson’s disease
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Gene Protein Function
PARK2%" E3 ubiquitin-protein ligase Parkin Ubiquitin ligase involved in the ubiquitination of mitochondrial
proteins.
PINK1?Y Serine/threonine-protein kinase PINK1 Protein kinase involved in the clearance of damaged mitochondria
via selective autophagy (mitophagy).
SNCA® a-synuclein Presynaptic protein involved in the regulation of dopamine release.
UCHLI1* Ubiquitin carboxyl-terminal hydrolase Protease involved in the processing both of ubiquitin precursors
UCH-L1 and of ubiquitinated proteins.
DJ-1% Protein deglycase DJ-1 Protein deglycase involved in the cell protection against oxidative
stress and cell death.
LRRK2?% Leucine-rich repeat serine/threonine-protein Protein kinase involved in the regulation of autophagy.
kinase LRRK2

7)o v DXTFNEEEEYML2ERF v 2 v —% 4
B3 % SR e oK 5 iR 5% (Ubiquitin carboxyl-terminal
hydrolase isozyme L1: UCH-L1) #2—FNLTkD, ZD
BETCERND D A—F vV VIRBETE, 2 x5
) v —DERBIOARY 2 EFF VEOGRMET LT
WHEEZLRTWS®, XL UCH-LL 2 v % 7 Bt
AR %320 5 & 2 e F v HETMTEEIME T35 2 &
PHLACERTED ™, WFEEDO A —F vy viFLD
Bl DRI I T\ 5.

6 THEFIEMREE KSR

6-1 EXFCDOTEFILEERA

TeF by, VA IZEDON Ko7 I HLY v
VD e 7 iR A FIREREBAICH D, HL DX
VR 7 BOBRERSICEb - T 5. L) bRtk o
BIAT ORGIEE NS W Tl e A v o ) o VRIS
BET7 2FMEENTHDE I END, AN VYDT 2F
MEEBETFREAZIECHE L TW2 EFE2 bR TV 5.

AR VDT F ALy _aite AN v T T L HEER
%3 (Histone acetyltransferase: HAT) & v 2 b Vi 7 &
F 1A% % (Histone deacetylase: HDAC) D35 v A2 X -
THEI IR TEY, &2 AMEC s T HDAC &
DIUHE L HLos A FIHE & OBIHEME B S T 5 %9,
Fioe A VT e F A {LEEFE (HDAC) BHFHHIIC X % 7
AR OBREY BIE LRI BE SHRES R TR
T AHOBEMIES T 5.

—7J7 Karczmarski 5 * 13, MM 72 7 0 7 4 — & AT
WX o TRIBDNAMBELEFR 2 v b e—2 o7 w51
a2 v R7BREEL, AR YH3IDY v 2TDT
F 14t (H3K27Ac) DRIBDAMB THE AT LA L T %
CEHRME LTS, T4z Shen b ik, KA DRI
% & RO Y v v 72 F bz v R BRI L,
AR VYH3IDY v v 19 D7 € F b (H3K19Ac) % X
e A+ v H2ZBDY v v 121 ©7 5 A4k (H2BK121Ac)

PFERARC S THEACEA LTS LR /WL
Tk h, WEEEOFREH O D VRBE I N T 5.

7 EEEMEE KRR

2 v X7 BORREBINCIEN- 39 A+ A b S-S
I b A, Fr =ik, GPIb7sENEEFN D, N- 3
VAR AMED L SFERR E RIS & 5 2 & 23 - T
WD A, IREOHREEMIcTHIhD. ChbOlREE
Bl X o Tx v oS 7 B BURE OREE M IS A, MRl
T & DIFEB & OBIRIME T

7-1 N- YRR ILERER

2V RZ7BEDON- 3V ANAAMIE, NEKugZ VY v vic
14 RFFEFURIECH S I ) AF VENT 3 FEEGIC
Lo RNl EEMTh D N- 3 ) AR A
Ak, RPN = v REYET A N KEHEMIKN T &
LTR22D, BRICEESHIC L > TSRS M.
Ky DON- 3V A~ A afbl, N-3IVARALET VA
7 = 7 —¥ (NMT) IZ X 0 FER & AT L TiE8ink & % [
SREFER) THAD, TET7T HKN— 2ADBRITH A —+
X hUMrEngEH LN K27V v vick LThH N-
DA MA AR E TSI ENba D P, FRE B
LLTON-3I ) AN A LD S HED LN T 5.

N- 3 VAP AMEZ T2y 280 TC, ThE
TIZSrc® Fyn, Lyn 2D Sre ¥+ —+¥ 7 7 3 ) — 9,
cAbl 7l DFu v v FF—¥ W CAMP KM LY v/
AvFdz=vEFr—¥® Hrv=a—1 v BY Rl
HEIRTV 5.

NABETFEW THDHSrcFF—E¥7 7 3V —& %
7BIE, N-3VAMA{bEANLTCHDY vt a2t
HeFFr—EEURA LR T LD, HAM D
P BHCBERL TV S EELDbRTWS Y. i
DADHERETIEN- 3V A~ A A LEEE (NMT) DiF# 2
ERLTWBZEDbho T3 ™ Srcds X O Fyn ik
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NMDA M 7 v 2 3 v ZBhEDOF v v v ) vgftadH - T
WHD, FHEEEDSEHITIIN- 39 A 1 LD B -
TR, MREREE~NOBEEIREIhTWS. flz T
AR FIE Lic BF T B\ Tix, NMT O FE» L5
FT5—0TC, NMTEWEAET 8 2 v 7 2 v R0 ]
HSC70 (Heat shock cognate 71 kDa protein) D FEHIME T
LT3 EDRENRD S Y.

F Bk el & LT % —F v (Noonan) JEEHREDNHIS
NTw5sb, 2= VERFIMES R, EREOER, 5
R A L 9 5 HE T, Leucine-rich repeat protein

(SHOC2) % 2 — K3 3 BEFICERN LS - T3 ™,

EH# 72 SHOC2 1% 3 U A b A M bHZ T Iy, % —F v
EEHBEETII L) V2217 v v icBERLTED, N-
SV AR MEEZIT S LI X o TREAGE S R, Ak
DWRENRIET 5 Z EEBOERIC I > T B b DL HL
bhsb.

7-2 GPIT7YH—{EtiEE KR

GPL7 v —Mlx vz B ik, CHRiunfllhic 20~ 30 D
BUKM 7 3 VBRI (v 77 AT F8) HEEORRAE
B RIBEBS YT F AT F RIS Bk, B
el CRMww 7V av kA7 5+ 04047 v b —L
(glycosylphosphatidylinositol: GPI) 237 I N 54 L 7o i
HLTW5D, MHxr vy BEFBRE GPL7 v —Mx
v B M~ RE AR GPL T v — Al %
v % 7 BT A AR B RS0 M R ) oD 1S R AR R v EE B A
HRILEZLTWDHD004% L, GPI 7 v i —BHICEE D
BHERBRENEE S EFZE2BNS. GPL 7 v —Hlx
v 7 BoEaECE, MRERERICRS T S GPL oG
WK, TiEkfkx v RI2BLLDL 7 F AT F NOBRE kB
L OGPl 0 #FE I 54 OFFEFE N Eb - Tk D, %
NODOBIETICREND A LEEFCGPLT v —Hlx v
N7 BEPMERT, e ik (RN GPI RIERE) &
5. RN GPLRIBAE (IGD) (ZAIAVEEE, HB)FEE
FEERIOTALARFEEREL, RRIZET7AH Y 7
A7 7 2 —XMIELXMNSBEEHRT, ZhETic1l2EED
Je R ¥ GPI K HRSE (PIGM®, PIGV™, PIGO™, PIGA™,
PIGQ™, PIGW®™, PIGL™, PIGN®, PIGT®, PGAPI*
PGAP2%, PGAP3% FEIZTFICER) NG IR T\ 5.
TADADIIEICAE S S DFER IR L ey FEo v (B
Y VERMEEL e 2§ v B6) OG- DNET HGEDD DD,
CHEGPL7 v =Mz v R 7 HTHDBEREET T V7
V7 3 27 52—+ (ALP) ORIUETHHEEBRLTW5 &
Lz bR Tw5h, EECE LRSS ALP 28 € £
TV B6 ALY VL LM OB D AL AR L T 5
725, IGD B#IL ALP OFHAME T L T\ bicd=a—n
YADE R IV B6 DD IAZNBTEL, GABA AHEAH

EINLHI LRI - TERENEE LD LRI TS,
LSHMIBITRIEC DB GPL 7 v —Hl a2 v X7 HoD
FEAHEDE, F OREER M 5 MiFRkE AT e 5 b @
LiEbns.

8 I

2 v R 7 B OFFRIBHFRE LB & OBRNKREICH
LN ENTETWAE, IhE CTlebhic% O3,
e Ktk O FHREAE Ml R B R T O RE 2B 5 b oo
FLTH - 7o b, SHBIENARCEIL BB, Y s LRk 2
TR B BE RIS LR 7 v 7 o — 2T AT 5 2 &
X oT, ZOEHEIPHLMCENL L O LIRS,
BT E S FFRR MR O, BIKROBIGIT kT
TR T % o LB R A SEBL T % 7o D DB WS 1 o
< —h =L BIEND T, b EZHRBT 57
HORBEEEN E L TH RS THEETH S, HESHEM D
HEA T HE ¥ L <, Data-dependent acquisition (DDA) MS/
MS ic 25 < MRM (SRM) #Eicinz, L4 SWATH &<
MSE &, All ion fragmentation % 7% & @ Data-independent
acquisition (DIA) MS/MS Fiffi & BR{#H L C, X b {1 THE
JEEE DERDMIMTZ B X 5 1Iciso TETW5BH, FRE
BlfixEie~7 5 ¥ OSHITR Tty v 7 4 OFLEE;
e, BRI R RN oW BRI E, 1L DO}
QBRI TWA., SREIBIIhLORMNESRT S C
LIk - T, FRRRIEAIRE LR L OBRO LW 5
MNCENLL D EMHEEINRS.
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Protein function is primarily determined by genomic cording, but further precisely regulated by co- and post-trans-
lational modifications. For instance, phosphorylation may be involved in regulation of enzymatic activity, protein
interaction with various molecules, cellular localization and so on. Ubiquitination may have significant roles both
in protein degradation through proteasome process, and in signal transduction through protein-protein interac-
tion. Therefore, abnormal post-translational modification may disrupt normal cell functions and result in disease
states. Actually, phosphorylation of proteins involved in cell growth signaling is upregulated in most cancer cells.
Comprehensive proteome analysis based on mass spectrometric technologies are also applicable to detection and
identification of post-translational modifications in disease states. Thus, in this review article, I give a brief overview
of the recent knowledge about relationship between post-translational modifications and disease states.
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