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A A AEBIEIL. Syndrome X EIFIEN B HERAF, MIUE, SIBME. HEEIRES
F. BIRECIEREE 4D EEEERERKR T SRBOBBRERTHEBLEZL S5NS,

A AU VEEZHEEORAIL. BRFOFEETFHIIE 5 ICkEY, BIREIEREB DS
EERTFHOENSHEETH D, LHLA A ARGITEDOTRIE D5 T-HHE O MR
FERAEINTESTA CAY 2O T FIVRERBOMA L B ICEERMARETH 2.
FE, ERATTT 0 R AAEGitEER T 2ER T, 1 >R > OFERFEME
BMCTHDBRBIIBNWT, 1A UZEEFF—EOMRGEMEToBETHLT O
2 IR AT 7 7 — ¥ (Protein-tyrosine phosphatase, PTPase) DiE It B ey X /-, BIRIE

WZ EIZZ OPTPase DIEHEFIIA AU 2B EFF —EOBEEIIELE > THEHT S X
STHY, TORDA A ARFMORECKREEET S LMEEIhTnsl,
o, A VA IR REERR R BT S BRI PTPaselE tE DEA|ME X h T
B2 Em5D, BEECE MBS 2 KNI E % bPTPase B 2T 5 Al Ak

WRBENIY . 102U EHME RO MEIREEIC BT B PTPasetE M B DR B &0 5

MTTBHZ L, BREEESFEETHSEEZS5NS,

ARV T FINEMET 5PTPase

AR CRFEFERICDETEZFOI FF—ET7 I -0F O U CEERE
W 2RARTFOOFF-EERETF O EREORY Z B 1T D PTPase D 2 D DRk
EHEONS ALK DA IN TS, §hbbsFad > FF—EDI T FILO5EEID,
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téﬁ?hﬁ‘—%mmmmmﬁﬁ@ﬁTﬁﬂH%®§§¢?D9>Uy%mw%m&%
72Uy UNYREEEOY CEEOBMKISZHITSE 5. —7F . PTPaselEEDITHEITE
BREOFOS DU CBLOE T2 ELT R TRFIBBOZERTFOL U B
HIMbHEEET 5. ZOK D ICPTPase DIEHRF TN TNOHBITBNWT T O > FF—
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FOIRAT 75 —VCREIREREBTFT77IV—2BKRL. 7T 0BEEDOY 1 VYA
LREENTNBEN, 1 AV O TFIVEEEEEOBEZFIEEINTNS
PTPaseld, ZBAEEIDPTPase & LT, LAR (Leukocyte common antigen-related protein-tyrosine
phosphatase)3d & CNPTP @ (LAR-related phosphatase, LRP)2Y, % /= #lif0E E OPTPase & LT

i&. PTPI1B (protein-tyrosine phosphatase 1B)3 L TN #51Z 2 D DSrc homology 2 f8EZH 9
%SHP-272 EAMEE ST 50),
AR DORKRBIZHB T 52PTPase DR H

1 AU > ORERIRER T BT HPTPase DmRNAREH OFBIZB L <137 10, mipagsy
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—E LR, FHRICPTP o iICBAL TH, BRFREERZEDLINER L L TIEREHLRNE
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regulator TH % EE Z 5N 5,
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TW5, SHP-20D%: EAHi4 <> dominant negative mutantDFHFL N DE A fz Sz L D NEED
SHP-2D#REZRET 2 L F O > FF—ERD T J I )b, FriZMitogen-activated protein
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9 B positive regulator TH % &z 5N T 519,
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X, INsoFal  FF—EOEERENRD 55, Zucker Fatty ratz =1 > A
J ARPEIRBEOHE R IFRREIC BT, B PTPase DHRBABLIEWNENLT D Z ENWEX
NTW3, &1 A CMEKRETIE, LAR, PTP1B/: & OGP DPTPase DEARKRE
B K UPTPasefEHEDTUENRD 5. X/ {EEMEDPTPase TH HSHP-2 b &1 > AU 1
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