72< &% 3> (Niddl, Nidd2, Nidd3) B
Lk ticey Fahic, ERIEFREI
FhENFEeE 2 8 B2 HRHEREE &
BEERLTEY ., MERERETDI AL
ZALDRRDAT v 7 THERICEAS L
TWSZLBARMBENTZ, Nidd]l A4 A
VU EEOEETHIER A Y 5
WEEHEHBEERBDLZNIENLHA VAR
VAWBEERMN LU THERBCBEET 5 0IC
WU T, Nidd2 W34 > AV EHiER AL
THRRICESTIWMEEBEZ RS,
Nidd3 134 > AV & & NigIE &R
OMECHAETLIRIEFETH D, Niddl
DEETDE 11 Refufhz 5 TNC Nidd3 ©
FETDHHE 6 REFicdgdieltddbt
— O MOBIEFHBEET DA gEM bR S
NTEY., Zho oLk r R L

AV Ivi<ey ARERTDHZLIZED,

EZRIETFOBEL2 ST REERBIT L. #
EFOFRBEORELZED THD. 4%, &
REFEOCFEAREFERIET DI LK
D, ARV oW, Bk, MRS
U2 EOHEEEMR LR L OM#E 2 R
FLARATERBTLIZEB0EERD, &
iz, BonltEfdie b7 s — KAy
Z¥BHZEITEY. b b 2EBERRKORK
FRITHARELHERETILOLHFENS,
Etffesx

LaxRk
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BEABIZHAFEMBE (L M/ A BEFHERAESR)
SEPIRRE T

HZA A NIDDM O E[K#E =T O
SHEPREE B BT HEXTERKRE - RNt &—  #M
LFEFRE BE BE HEZFEBRARZ - -BEREEVF¥— FE

HRES . SR TERERTHD HEANDDM ORIEEREZHEAT B HIZ 199 REGE
300 HOFEMOaF—FEREL. EEEL VIRV TREBERMEL R W%
BAPTHD, 390 HOS v EAY—h—DX A IBEZIERT L. BIEHERS BRI
B THAHM, NIDDMI., NIDDM2 ORI TERENBEZF THEIUREBIIBTENTH S,
¥, BE—BEFORBICIVRIETS MODY OEEBEFE LTEHIZ HNF38 81z
FOERNBRHEN., KRBEFOBELMITR TH D, HNF-1 3/MODYS FEH TIXEHAE.
FHge iz R EMARADH N, HNF-1 g B F OB L OBERREENR, & 5T,
BETA2/NeuroD! (NEURODI). Nkx2.2(NKX2B). IPF-1/MODY4 $ X OF Glucokinase/MODY2
BIZFROVWTORALAENRINSOREBFIIERIZDLRP o, BFRATIXAEA

MODY OFRE L TEHRERFOBRENEETHDH Z EBRENT,

A. DFEERY

H A& ABR®AOKRER 2L NIDDM Th
V. LA*% NIDDM IZBWTIIREZERDNS
BIEICKELLAETHZ ¢4 5 NIDDM &
BEEREZBATIZ RN L22H5
FBERMOFH - FPEENFE L UTRFORE
LEZ LIS, NIDDM @ 90-95%I13% H-F
3# {7 (multifactorial inheritance) Td 5. FIE
W TRWEELET S RIi6+ % EWEE
F(major gene) ZMEX, AF L aZRT AYD
ARBRAY = —F 2 NTBWTE OFIERH
Ll Ehkhl, ZOX5hRnEEERES
FHT5FREREFHEAA NIDDM LB
THEETINEP LS AIEELAIE
hTwin, EBEREFEREZHWZEERA
NIDDM DORE#EMm 2TV, EFEEFO
FEEZEOERBREMRETEULES
JALANTe oy Th 2 LeEMNE
T2,

EHiT. BS 5-10%FE—-RIZTFEYE
IV HEUCIHERFATH Y. MODY 3
Fay R 7TRIEFEBICHES BIREMNE

END. BIAEER BT AR TICEERR ORI
DT, BBETIR 25 mENREHH T
i NIDDM ik U T2 < id7e < (A DO
ETRH 50%). Z0HEHD 95%iF IDDM
THDENWSHANEEELNEERRZRDD
Zehb., HEAOHRKFOBERREOE
DT Z DEFERIEFRKFF. 5
BELRREEREFE TS MODY fEF D=
ZEFTLHBD CTEETH D, MODY EH
DL & REBE T OB 1T 5.

B. B 5E
HERELT, S sd 2 BOERRA
FRXARDONOIREZESE 1| BT 100
HIRET DL, FO, MEOCARILONT
BEICHHEL, MEE2ED, B2BKBEL
T, ZTNHOBEP LM L7 DNA v
T ONT IV E AT —h—RBIEFOF
AT ET . BN, 2%ad
ISR 10 B FE'AN o OBR TS
TAEK 390 BOT > E Avw—H—1_FL%
b, B3&ETRar¥a—4r—7o




ALY, ERROe—h—iTonT
NIDDM & D#EBEOH EE N T D, two-
point analysis {21 SPLINK 3 X TF SIBPAIR
% . multipoint analysis {Z!3 GENEHUNTER
PRWS,

 ¥7/. MODY OERREFOREI
BLTid. EERTFOEEN MODY O
HELTEETH D Z EBNMEEEOHRT
WHHEhizEhieicd, EbTKEORER L
OB MR DI BC B 5T 2 B ER T
% 5 BETA2/NeuroDI(NEUROD1). Nkx2.2
(NKX2B), IPF-1/MODY4 L TF HNF-3 8
BIZFOEROF E 2 HBEEE SR EL
KEDRE L, 2ok, BATREHEE
LD ONDINRHAATIIRRBREFT TH o
Glucokinase/MODY?2 BizFDRE 27 - 7.
EFe. ThETRRBEFEESFAEENL
EFE, 2FFHEETFEFEETFOTR
ThH->Teled, MODY OFGKE 4% RE
LT S i, e TR AR
RSN DEIBEHOUEE DR AT A
—R—ZONWTREHE R T2,

CHIERE BLUDER

VBRI ECE L Tk, BRZFE
BRETRIHIIRFL ORERDP L DR
HHZRiz K V) 300 HHiT oW TR ThH -
e, HREETE A FIRIER T Lk,
MIERREMITETHY . LR EREY
REHVRBOLNDITETHS. AEA
NIDDM TiX. AF T a2RT7T AUV I ATH
HX iz NIDDMI L. AtBR THSN R
L7e NIDDM2 & HITEBEIRBDH LT
Bz kX, NIDDM OREEEIZIZA
MEMNFETDZ LR AN, %O TH
AANBE OEFOEEENERB SN,

YR TIEIMEEE E T 194 RREY 300
MoRREOF > FR2RE LN, &
SEREITHT T S0 RHUNEE Uiz second screen
RoYr7rlTha<tbdbpd 50 8
EL. Tk 11 FERIEERMER 2N T
DR EIT .

MODY DR R#&E T OBz EE L Tit,
BETA2/NeuroD1(NEUROD1), Nkx2.2(NKX2B).
IPF-1/MODY4 33 X U' Glucokinase/MODY2
RIZFOERIIRAOHH L L MODY
DARRATIHRAMER o7, Ll
HNF-3 8 Bz FOERSH I AE S h.
HRBEORBTEEBBIZOWTRH B TH 5,
I E TICFEE =iz MODY3/HNF-| a fif
#1 12 #1, MODYl/ HNF<4 afEf] 4 4,
MODYS5/HNF-1 8 fE#1 3 BRIz B\ Tid,
HITE L7 Frifafs RIIC AW S h B2 5%
HICH LA RZEFRAD LN, WFhLIE
EHHAER UL, £ L. MODYS/HNF-1
BEFTIX, BHEEOCHMENREEL., 36
CHFBREIC D RAAHORENAD Hhiz,
HERFZEREERITTY 20 % ThH DM,
FRERREBZBRICHERR 2B N TND
Bl ial <, Blz#EdRNZ L, 4
VAU VHERBEIDENT SN L L
TEFONDERERHE L, -7,
MODY ORI RICIIFHBERELERT
HLLEZOLN, FEEXE L, Bit2R
BN — A2 T, MODY fEHT
HLAREMEAER L. MODY T3
DOREBZUDSFISHETRNI L2, —ik
A7) == FIRORVIBNERETIL. &8
R T®H » TS O%E HIH /2 IE iF o> 4 1
PHRBNDZEDORNVESICEBTSZ &
MEFE LW, MODY O, THREFLER
BREShIEET2ED 0% THY, 4



BLRMERIEFOBRBEL#ET D,

E. 3%

BRI EE AV NIDDM O£
BEMREFEMOBRFICEL TiRes
ALl @ first screen AAFIETT L. <L
BIFHERESELNDITFETH DS, MODY
ODRERHNBEFORRBZE L TEH
HNF-3 8 BIZFOERMFE SN,

BETA2/NeuroDI{NEUROD1), Nkx2.2(NKX2B).

Glucokinase/MODY2 8 & U* IPF-1/MODY4
BREFIZOWTHRE Lich, LidD&E
EFREBRBRIBD LRI o,
MODY3/HNF-1 ¢ . MODYUHNF4 a .
MODYS/HNF-1 8 iz +E B %A T 5
MODY D#f#E LT, BzRADHL2NT
L. AYAY USBOBETHRED LT,
MODYS5/HNF-1 8 TIiX B #ine. HF#gE DR
EHED LN,

F. IfeRER
Lim X R#R
(1) N. Iwasaki, M. Ogata, O. Tomonaga, H.
Kuroki, T. Kasahara, N. Yano, Y. Iwamoto.
Liver and kidney function in Japanese
patients with maturity onset diabetes of the
young.
Diabetes Care  21: 2144-2148, 1998
(2) H. Huruta, Y. Horikawa, N. Iwasaki, M.
Hara, L. Sussel, M. M. {e Beau, E. M. Davis,
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Bell.
B -cell transcription factors and diabetes.
Mutations in the coding lesion of the
BETA2/NeuroD1 (NEURODI} and Nkx2.2

(NKX2B) genes are not a ssoclatetd with

maturity-onset diabetes of the young in
Japanese.
Diabetes 47:1356-1358, 1998
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Mutations in the coding lesion of the insulin
promoter factor-1 gene are not a common
cause of maturity onset diabetes of the

young in Japanese subjects.
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2EORER

(L) BRET, BBRY, #LETF. BE
HETF. BXEE
HRFNEREMERECRTSIH
2y FUTHRIETEEOHEE L 0K
7t
£ 95 MAXARZEERS Ek 10 £
4 A 911 B #mhEtH AREeHE 87
HERRFHE TS 303 (1998)

2) FINET. BHEEA, dHEEN, 8B
=8 BEEHT. FH. 5X%
23
HNF-la, 18R EV 4a REFEEELE
+ 2§ RN OEERMISEIC T A HEt
% 41 MAHAERAFZSFNRS K
10 % 5 B 14-16 H. FodrilH SERF
48:Supple 1:184

(3) fSIAE 1
NIDDM D FERE 77 T-HHE
# 71 MAXRTRESZNEE v
PR L
ErE 1086 A 6 H, BT
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(5) EBE
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genes in Japanese.
#5010 BNEEL Y77 TR TR O
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(6) BIREF
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() MEFHE. \I=E, ERET. 8/
M& % . G.I. Bell. Human hepatocyte
nuclear factor-3 8 SIZFHEDORE + #
DEE—-HAN MODY BEIZBIT S A
7V == 7R L UHERE AR —
B 10 M TREFES VRV T L F
Hk 104 12 A 5 B, Rl



FEARZEMRRMAE (B b7/ L BIZTERIFARESR)
SrETF RS E

EIRRRER ST 5 RE-FOBRE - AECBET SHR

SEBRE W A

IIFTR2EES 3 R

WREE : MODY (BEEREMRAREREN) OREFOVLEO2ELTRESNIZ HNF-1a
DEREFRECLIBREBCEHF . BaHRK~OEERETOHEAREL VR
L. truncated form *72% HNF-1a R{=FRE TiX. HIEA Tid dominant negative ZNRIT X
VAEMED HNF-1 o OBRERINEIT 2 2 & BB #llutk MIN6 Tid, TAX¥=itd b4

VAU M ELE T ERRH U

A. HFRBR

EERERARBERA (MODY) DR
HEERFOVEDELTEFERFTHD
hepatocyte nuclear factor-1a (HNFl-a) 73[F
EBENhe, ZOBREBEFRENREDLS Y
FHREBTHRRERET 20 2RAT D,

B. MR HE

MODY #B|ETiZA > A Y B E
BADBNBZ &, £, HNF-la K8
HBEEZDRERLTHNEZ 0L, T AK
B #RakE MING % VT, HNF-1a BIZF
ERIZEDA VA A ifEE#RF % Rt
FTHZEYELZ, ZOk)iz, £F. kb
HNF-la @ — 27 =2 A% H &IZ. MING
75 RT-PCR {2 XY= A HNFla cDNA
Arua—=2F Lk, ®WWT, MODY3 &
HTREENT P291fsinsC ERIZHUT S
truncated cDNA (HNF1 ¢ -2880 % {ERE L7z,
T cDNA %W T, &R HNF-la OFH
OFbOMBELT 7/ 7 A/ A AdexICA-
HNFl a -288t #{Efk L. ar br—nd
LTk, B -galactosidase % FEIRT DHAHMEZ
7FJ) A A Adex1CA-lacZ Ao,
NG DT A L A% MING BRI BB S,
5 ORsE#E. EERMT TOA AT Y

o WA FRATT L TC,

C. HHERHER

9. IFEMAER HepG2 2 MWW T
beta-fibrinogen WZFE LA —F—& LT
HNF1 a @ promoter activation 2 &4 5 &,
wild-type OREHTIT 69 FOLAEMSR LN
feDizxr L. truncation form T#H 5 HNF1
a-288t R FIRFICREEED & 13 iz Y
¥ o, Zhiz kY. HNFI g 288t
dominant negative (ZHIRN T < T &L 238K
ATET,

* Z T, #IZ MING #llffd~ HNF1 o -288t
PAMRREE, BEE2VTAFZ TS
A2 T THRE L, 5 mM glucose FETT
DA AU i, MIN6-HNFI a -288t
& Adex1CA-lacZ B3 MING6 #H }z(MIN6-
lacZ) & ORI B B2 E T a7z, 25 mM
glucose F¥IZ BT b, MIN6-HNFI a -2838t
& MiIN6-lacZ TA » AV oWk, 5 mM
glucose FHET TOZWED 9.1 £ 07 &
BEU 112 £ 09 BHZEML., WEOK
CHBEREERRDRP . LAL, 5mM
glucose FFAETF T@ 20 mM arginine R T
&, MIN6-lacZ TlEA1 > A Y 73iA% 5 mM
glucose FIE T O 8 TN LI DA L,




MING-288t “TlX A > R U > 53 b D HI i3
1.6 iz & %Y, arginine FIBUTHTD 1
YA R DEFE LNEENED bz,
728, arginine ORIBA~DOEBREIZEL S
cationic amono acid transporter D3R A # it
Liehs, BA3Eis bivam o,

D. ERB LUK

4 EBI#Hr U truncated form L 72 3
HNF-l ¢ BEFRETIZ. RN TR
dominant negative B RIZ L DV NEMKE D
HNF-1 g O ZME L7z, MING #ifg~
DRBTRD bz, arginine FIEIzER
BI7RA 2 R Y 5y WAREE D3R PRI DRAEIZ
EDXBIToRMBZONE. SBOWRR
HTHB,

F. BiRFx

WILFER
Tanizawa Y, Ohta Y, Nomiyama J, Tanabe K,
Inoue H, Matsutani A, Okuya S and Oka Y.
Overexpression of dominant negative mutant
hepatocyte nuclear factor (HNF)-1 a inhibits
arginine-induced insulin secretion in MING

cells. Diabetologia in press, 1999



BEAREHEMBE (B M/ A BRI FERIIEER)
A E S

HRFREICEST R IEFOEN - MEKET SR
o WEE M F EFERKFRPREFERERE - ARBHAR ST

My c APFFETE, SEHFEEBE L LTO common NIDDM D24/ A< v P4
2175 EWCREMUL 250 0 DNA LFMAEEERELERL. &7/ AD 400 Hi
HBO<w—H—Izk v NIDDM BEFERO< Y EL 7B ETRTHDL. REREFT 72—
FTCIE, AR CRWETEEGETALBELNRET7 I ) VHEETFORE (Ser20Gly) =,
R EEET A ERLNE 83 TR+ R EELB (TrpsdArg). 82 7 FLFU %
RESLE (GIn27Glw) 2RAELEZ. 2 6OBREFRERDERFLMIT NIDDM ~DFEH
BShAEDILELZ LN, H2E NIDDM OREZERO—FEZHAL D LELLND,

A. BFEE®

HAEOHERFBELHIT 690 FALHE
ENTEY., THITEMNTSLEFHENT
nwad, £k, BRBTEELIFIEN S 5K
ERBICZDFREENRD SMEREE LD
b 1370 FANZHELTWS. -7,
BERRIZ DT VWEHRET RO LRIERER
RETHEOEY LEEREEIC XD, BIR
REEOERLIMET S Z 245 quality of
life 1A L3 L UHERF ICBLE L IcREHR
OEFBOBME»LHETH Y., M OWMER
ThHd. BRANBERBEOKESIZ NIDDM
T&HY., L NIDDM B\ TiTEEHE
HEARERKB<BEETDIZERLDL
NNIDDM ORE#FEEZ ETHBTLH I L
BEFLELLNS. NIDDM @ 90%EL E
1345 BT B®{E(multi faclorial inheritance) TH
5. - T. common NIDDM #iEF D
B OBRHRETT 7o —FLH—R

EF OB R TIRENICRETH D,

BRFREMETISERFRERBDOS AT <
T4 v 2RI TERTHY. Bz
A 2 A ARTFR RO AR R ML 72
EORENRELR TFRIZERBROETICBN
TEORIBFEEE N, BRIFERGER.

OREEREZEZERICANRY., ORBRD
B EFORPERIIWILEY, @BRER
FERERIZANGZY, ORRBELEEL
7, O “ERBET S RRBELET 4
Er LW, @F/ kR %< RN
MEMNCED, 72X OR T, common NIDDM
BEFOBRFICELTWS, LML, BE
FfaxtiE % NIDDM B TIZEA TSR,
OR FAMHENERE (1s) »5 IDDM CHk
L 14 & {E NIDDM OFE&I3. 17 %%
WEEFIE R LB LT B AN, @NIDDM
ORBOESHME CGEERIE vs FELIED
B, 4RV A wiET vs HEHEHER
E) BRiFemEdic T, ORIk
JREEA 2T 5 NIDDM Th - Th AFERIZ
BERFRREE L0070 0 Bl 50 iR &
T OFENTICREER R b7 v, L L,
WIZF 77— AN~ EX DN H
A A NIDDM TiifEBRRaEE AR
BFey B /OmmmdifFInsg,
Wiz, BAFRENELEENT Yo—FL
#Z 535 TDT (ransmission disequillibrium
test) A fAv /2 NIDDM B{F=w v ¥
LEIFFZTTH T E I,




B. BIEFE

1. Common NIDDM RET &4/ A=
v ¥ 4" 1 ABI @ GENESCAN % Fl T 400
HRIEO= A7 YT o4 h~—N~0D%
BMERET D, £O%. GENEHUNTER
nEO7a I AERWTREROL &%
TV, ARLREFEBAERET .

2. BRRETFT e —F  YEREF
DIy A baviEicESE &
TV VROZT Yy £ b o EAE
% PCR ([T TH4E L. ABI sequencer dye %
—IR—H—EHEANT, HEEERTE
T B,

C. WHREER

1. Common NIDDM EimF£4/ A<
yEVT  TRETHERRNFHRE - B
ARIECHBAEMBERFHRFICBWT
NIDDM & RBRRER 250 HEEHE Lz, B
BRI ORERRIE, FIREAEL 2 A2% 153
KF. 3N 25 RR. 4AB2FR, 5
A 1RFZDH 181 FH. 250 #HlTH 5,
250 LTI OWTREI2 AD DNA %4
Ml ¥, 2Bz onT, S %k
FE. MR (RTE - BAERK). BIEES.
A AN L REE. BIFEER EIZONTO
FRERTEHZIUE LTe. Zh b oH&izHZ,
247 A EIZH 20cM B3 EICEE L 400
ik Oo~A 7554 hv—B—%M
W, 25 AL RATOREFe vy E LS
EFoT03, iz, ion< DOh0RE
‘T common NIDDM & OBIH#AED S5
Rk 20 BEERCEROEAIZOWT
b, REETTOTNS,

2. ARV MICET S RARET
T7a—F KR TIX. HAA NIDDM

DM TH DA > AV HIBET ORMR
BEFIOVWTHRE Lz, 7 2 U 23 NIDDM
BEOEZERBIZEREL. >R V2
ET~BEET SRS RSN T 5,
HEE, 7T IvA RERENAET D Z LM
WEENALT IV D3 K200 Ser—Gly
ZEHRT NIDDM200 & 3 Aim@EH b,
ESRBIIAD LT, —HOBRAA
NIDDM fE#TA > 20 BT iz 5
LTWBAREMEDSH D, M 8 MAa. KT
%1z 331 5 #25  HNF (hepatocyte nuclear
factor) -1 8 DREFREILOVWTLEH =
— FEeFl, =Y Af b EEEO
Bl%Y% NIDDM20 & CREt L. HEEOEN
A% FEFE L, J|E NIDDM & OES R
LT3,

3. ARV VIEFRICET 2 RMR S
FT7a—F BRIV a—-F Lo
#FE® (GSY1) i NIDDM A > A Y
MEOCRR O FESENSH B, EBE. GSYI
Za K 416 @ Met—>Val £BIMBFERE SR
A2 AN BN OBEARE ST
. UL, 4HOEN T, NIDDM T
IX allele #HEE 0.11. BEXNBETIX 010 &F
BlaZEZE2 RO H, o 2. Insulin receptor
substrate-2 (IRS-2) / » 77w b= At
FRREINTEA > AD AL A T B B
FEDEBBAS L TRV LN 2EREE: 2
Lice £Z°T, HAA NIDDM OER &S
FL LT IRS2 BIZ TR 2T T, 2D
fESR. IRS-2 BETF D2 KT 1057 I2 Gly
—Asp DHEDOEWSTEFE Lz, BE.
NIDDM & 9 BRICTHE OE R R L
T3,

4. BRHOREBEILETIEHMEEFT 7
2



fEfid NIDDM DHRAKDORERTTH 5
B EHENBHICOWT O RIENRER
HELBEELTWD, BERMOEMRERTF
LT, QerAF—HBLERT S
T RLFY RAEE. OEHEROSEHR
MEAFTHD PPARy 2 EBHT N5,
KIFETIX, B3 T RV o ZHKB2
7 Fv7 U %A KR T PPAR (peroxisome
proliferator activated receptor) y OREFE
Bo% A% BMI (body mass index). V
MBS ER)) . S
{subcutaneous fat area : FZ FISRFOORY) . L
TFUIREDBERT —ZDEL ST BT
ZE 278 HIOWTRE LT, 1) =x
F—HRIZBEETH B3 T KLY 25
WiEF (B3AR) Trp 64 Arg ERA[FIE
Lo ARATOT UV AEHETH 20% &
BEThH o7, Trp 64 Arg BR1E BMI i {E
PHEEVEREAERZEBERD T,
2) B2 TRV D U RERFB2ARIEB
3AR & Ltz BT o852 53
VOLBRNSERO—DOTHS, SHEAB
2AR ZRE &7z GIn27Glu (QRTE)EE D
T - ARG A7 ~ DL WRET LTz, 249
AD QQ B (E¥H), 28 A QER (&
BE). | Ao BE BERELE. BT
U VEEEEIX 30/556=5.4%, TREITES 5.
FTEETH . EEH. ERBOERH
IEL7z BMI i1 244, 258 (p=0.02). FE#H
L7 Smmd)ik 12995, 15936 (p=0.04) &
FEEZRO. F2AR O Q7E £HIIH
AEANBHIZBWNTETEHERC X215
EEET A LALLM LR oK. 3) IE
Bsribic B84 3 PPAR vy BRIz FI2E LW
R (Pro 12Ala) 2FE LTz, B, #FiZ
PIEEBERLF 7 /Y VU BREE~OR

{viscreral fat area :

IR & OFEiz DX mE LsAs, 77 R
TORBMEER D, PPARy IZEFERIE
DA, A AU U EREE S REE L Er -
fe.

D. E%

BWETIR., ZETFREREHFLLTO
common NIDDM D&4 / Ay Y7 E
15 BN THRBRAE 250 0 DNA &%
EHL., 25/ A0 400 BigO<—F—iz
& U NIDDM B{zTED= v 2 7T
FTHD. HERNUA DWW TIRL2HRET
10 B OB Z N — 7 TR D NIDDM i
EForv B2 T-oTRY., ZTRHETH
RSN 2OORMPTIZ, AXTIRT A
U B NTHE 2 ERBIZ. 20 o
DRETIREEHE 20 FOER K UEBIZ
NIDDM DOFBICHET B 2R DT
S, BEANBBREN N2 THoRHRE
EFHELTWSDEF, AR LEERZFEKR
BRBEE X —DRRNDORTHY, Zh
52O AAFXNTHAEAND common
NIDDM BEFR—HLRLBEOMTRS
T L MBRIERTBET R IR E S EDIC L B
MAIZE Y NIDDM OIRAERFEHEE - 159
EEWHIT S ETHmI ko bhd, BER
EF77a—FTix. £ AU WET
LHET D LRLNDT IV VRIETOR
# (Ser20Gly) <. M EEET L LRAD
NH583 7TFRLFYUEZRERESLE
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