% 12000 OERETMAFRICT 1 B
W& 5925, TBSTIZT 10 43 5 [H]
BE #r % enhanced chemiluminescence
(ECL)
Pharmacia Biotech, Uppsala, Sweden)iZ
TR L7,
6) Gabl OIEMAL

tyrosine kinase S #¥ KD T itz (L&
L., ¥ FRECHEER tyrosine
J »#if{t docking protcin T#H ¥V, |
F OB R HE a8z RoT
TEMHMLA TV D Gabl DiEMEL
S LRI TRBRET L2, 50-200
pg OEHEIZ 351 @ protein A/G-
Scpharose (Amersham Pharmacia
Biotech)/RIPA buffer % fll 2 4°C T
overnight 2 & 9 L pre-cleaning Z 1T
= EIIZ — iR (polyclonal anti-
Gab] antibody : Upstate biotechnology,
Lake Placid, NY)Z#M L 4CT 1 By
[l incubate U 72 1%, FF U35 1 10D protein
A/G-Sepharose (Amersham Pharmacia
Biotech)/RIPA buffer % /il 2 4CT | B
AR & 5 X4, RIPA buffer {2 TILEK
Z v, Laemmli sample buffer \Z A/
L7~ SDS-PAGE {27z,

blotting system (Amersham

C. f5i

1) Pkdl(del2-6)fG L2588 H i
7~ DORV I L U VSD 12O lERFR LR
RO RE eI /IK L, ET-1 %
TOREREETHH L FEY A K
ik LOBEBETRE~T AOKRR
BE L THBRTWD, polyeystin-1
(AR L MR SRR ER IZ B VT B 3
BMREH L AT, polyeystin-1 73

ET-1 O 7 FAREIZEE L TWD
AR H B B2 bND, £ZT
FPIHEHEIRED MEF ICBIT BT
KU A SZHERIKETA)., =2 FE
J v B ZHEMETB)DHRHE % RT-PCR
12T H#ER L7-, internal control & LT
GAPDH Z# Wi ¥ b b0z REK
OD%EQ%E?E’” EREXRKBHEEOM
FeA Do 121X 4,

2) ET-1 32 0OREFRLFELCE
£l g & 51T SOS, growth factor receptor

bound protein2(Grb2) 72 & adaptor
molecule 7> 5 Raf, Ras 24 L TTFii
® MAPK T# % ERK %iEMALT %
HEAH LN TWD((H 5),

Z - THAR ~F o KR, R
T /KIEE MEF % ET-1 {2 THIEL
ERK @ U »f#{t% gel shift assay THi
AL, BAR ~FToXERL
AT, AERBERTRIEZEAED
ek D G- 6), DOF
b . polyeystin-1 X ET-1 D70
% ERK [Cfx % pathway (2B 5 LT
WhHZ EMRREEh, £/ ET-1 L
42 ERK ZIEHEAL T SR MRS
JERE A | S TV D, SEORTERD
ET-1 #REMZ2LONWDdEE
BT R F 1T B ERK OIEME(L % 18
L& 25, ET-1 &AL & D ICH
AW ~F e KT ERK2 D%
122 U R LD RO DRI DI L
THRERBHETIIIZEALY VB
NEEH L&’ 7, ZOER
FEIEHIMIC X5 ERK OiEMH{LIZIE
mitogen-activated
(MAPK)®D—->C# % c¢-Jun N-terminal

protein kinase
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kinase (INK)2 /55> Kkl &
RO 7 F AAENBEE LT 5
T ENHBRTWA, LLLORSRN
5. AREXRBEK MEF Tid MAP
kinase-ERK kinase (MEK), INK %4
T % MAPK DiFMAL2BHE & Ty
775
3) %7=. MAPK [ immediale carly
gene & LTHILAD cfos, cjun ®
BETHEHO~TFRTAv—Thb
AP-1 Z2iGM{E4 5 2 EAEmeTY
Lo AP-1 13X E X FEREETREY
AL TWAZ BB, O
targel D—27% ¢-MYC ThoH, £Z
B 12.5 RIR{TLIBT D e-MYC
D% . Western blotting 112 TR
L&A, RERBYTANE
AR L B SR THEICE T LTV,
L7233 TR G Z 81T 5 e-MYC
OFEIL T2 polyeystin-1 KHIZ X
% ERK OiffEAb oL E 2 B & L T
AHEFEMENE 2 B (X 8),

D. 5%t

Pkd 1(del2-6)12 77 & 4 1 R BHIRAE 2
i B G L R AR B A I 0D B A 0k
CEIERK L, ETIXRAv Y AR
Ml rARERRE~ T AZBN
THIRHBILD, polycystn-11E PR
BRI ER el (2 300 T B FEIRASRE
D728, polyeystin-15% ET-10
signaling pathway {ZBE5 L T35 7]
EHERN LD EEZLN D, 40
MAPK/ERK gel shift assay!Z 35\ THf
ARAET- 1S & ¥ B0 72ERK2D
U Zil e fooizxt LT, BE

KIBRCIIERK2D U A EREAEES L
TW(R6), £7. MAPKK®D—-D
THDOHINKENTHZ L FEY &
O P ABRENEE L TWh A
R IEE R 7) BV T HERK D
FEMAERRE SN T, o T
T ORI & - T polycystin-173
KL T D Z & TERKDIEHEALN
EER TS &bk, £z,

MAPK {Zimmediate early gene & L THl
b He-fos, c-junDIRIRFEH D~
TR A7 —ThHDHAP-1 Z R E AL
L. & 5IZAP-1{Ze-MYC # iR E (Rt
T 5, o TR LOERIZEIT He-
MY COFEERAE T 1 idpolycystin-1K 18
IZ & DERK DiEMAL DR E A5 L
TWD ARt L& R b (K8. 9),

Phdl i+ XHl<= 7 2B W T
MAPK/ERK2 D1 M5 R O S E H3 58
HhHRMTZ &M D polyeystin-l H3
MAPK/ERK2® ¥ & F WARZEIZ B 5 L
TWB I ENREINT,
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(4 3) FaffL

(K4) TRty > ASIHEEOHE

Pkd1** Pkdl+

osm
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(B4 6) ERK gel shift assay(ET-1)

Genotype Control 5 min. 10 min. 120 min.
I+l+ Y AR A T AR L L B SR L S R A
(B 7) ERK gel shift assay (high-osm)
Genotype Control 5 min, 10 min. 120 min.
H+ Iy - e e S Vel ey - Ve Sl -
PERK2 —pp| @ W @D O OoO® o= —
- @& & ‘- oo e
(3 8) MRiFLITEHEITSH c-MYC DFE
+/+ -/~
e-MYC | — g
B-actin | D -
¢-MYC/ 8 -actin
| *
0.68 0.13 (% p<0.05)
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Growth factors
and cytokines B tyrosine kinase
Apical i receptor (EGFR, Met)
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polycystin-17?

tight Junction

polycystin-2

polycystin-1

Basolateral
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TR S5 R 2R BB G (REVAMEIR AR AR S 3 20)
F R IR 2

[FERasS RN AR Y P RF o L 2 OBER B OMAERB L OGN |

WroeH i

B 7~ o -2

FOR T IER R FE SR A

IHHSEE'F:‘
A SR
W,

. $RE., DNAK R

nd

L I RE, MR E o iR
MU EOEAHOMEERANEE L TN E ST
%, BESNIEBETIC LB E L EEOMT S LS 2 b
Ewm%ﬁb\%é#é%ﬂwﬂm\&%%EE&%%%%OB®&%ZB

ZDOEEF L

A. WHEH Y

RY CAF L REARNICEER T
b, KUTARFr | BLU 2 DM
JAN C RiwOMAER S,
M OLEKRN Ca £ F 2 F v o Fb
ELTIERTAREELRE ST
Wa, Lol AU v AF o
THMOEEORETRLZD AL,
Two Yeast Hybrid System {2 L ¥ [EJKE 'r:"i
ALl B B oS it e B
TohDH, 5. AIRBOWNHEH
ARV RF L &2 OFE, &6
iZEoOMOBEERES EOHEEHO
BB ENRLETHD, KBFET
I, T ZhE T Two Yeast
Hybrid system O 85T T CD2 Associated
Protein (LAF CD2AP) &R U RF
2 EDOMEERERHTEL T D,
RYAFL 20 CEKER bait & L
T Two Yecast Hybrid System {Z £ ¥ [i

E &7 CD2AP ORI FEE, IE
WS OGRS A YT BT DMk
SERRE AR B,

B. SFAH

1) Two Yeast Hybrid SystemtZ & ¥ 5 E
Ltammmﬂ@ﬁ%%ﬁﬁiv

EHERIUVERTOMRBEEYVK
ﬁn

) INEFALS N T AT =T
¥ (LLFGST) eaBEE bR &
L 7= CD2 Associated Protein (LI TF
CD2AP) Ioxtd 23RV 2 a—F 1
Uk EER LT,

3) ¥ /- PKD2I&{E 1 & U'CD2AP#
FEREE~7Z-IZEA L, 55RHA
R THRE, BEfrofR Y o RF
QAL SEWERI LAY 7 m—F
JUHTIRIZ CHRAE N D 850 & AT L
7
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4) CD2APERE B EDMHE Z BT 5
e, WTORBBLIUHET (B
BiliLiz & Boxidant stressEA i) TO
AT v PRICBWTHRS L,

C. #i%

CD2AP OHTA I M o0 IR A 1T Y
BEh BN, X BIZHERR YOS
EHCIR S FOFEDMEE ST,
AR OR Y & 2 F o b ORI,
SE LR T O R S iz,

CD2AP H{kiE. HMEEF IR
VT mRNA,EH L~V TN
BEANLER, THRIE»OESE T
FEFEN BRI, T A
Uy AF b & bio ettt AT L
T,

D. %4

- BYVARFL L E 2 EOHAEN
DTz B3, FOMOBIEE R OR
B & 2 OB O fENTIY PKD pathway
O TRbbRAERKORHIZ
HRETHD, FiZ CD2AP X, AR
Ok MER T METS-1 @ C K
 bait & L T M L 7 Yeast
hybidization T B\ ODEEF 23 Btk
BIETF & LTRIRESATWH T &
5, AY S RAFL 2 & CD2AP HWEA
OBEDTREMHEE W EE X LD,
WEFEEOL RN, FEERSA R E
MALN TOMEOR DY 23R #R
B AN

CD2AP B, MR EIZLDH
W CTHICBW TR E S M ST
ML TAUZIEN OB T L BEFEE

MBI, R ARAF LR EDR
RHBEROICX LT, £OBED
LE, R, RTFREOREERED
AIREAE DS HER X7,

E. f&i

R AF U OFEERE LT,
CD2AP DHEFH A9 2 vTagtEd
# L SIS 7O
FRUH DS & 2 % BT,

F. AR fERR s #
AQ P

G. M EED HIE - 3R
7L

H. WFFE5K
l. AmXCFEE
Schon P, Tsuchiya K, et al. Identification,
genomic  organization, chromosomal

mapping and mutation analysis of the
human INV gene, the ortholog of a
murine gene implicated in left-right axis
development and biliary atresta. Hum
Genet 110:157-165, 2002.

2. ¥aREXR

Nishimura S, et al. Increasing expression
of CD2AP in renal ischemic injury. 7 A
U A B ES 11/12-17, San Diego
2003

- 139 —



7w OB R 15 AP 28 B
I - A RS



R S @R AR R W e (BAMER BT RIT ST 31 %)

R =2 57

e

MR EET PR RAE R I B 5 AL A 0 - i B8 AE (0 B O YR B A -

Sy ERTFEE

RAE—

(BN KR AR A R

Wroe &

A fnz, LEF b

(EM K FEZH TR MR LA, «ENRFEAMRRESE)

MR

WZEnut,

AU (THER BRI 28 30 2\ L S I C L A P & B R
SARIHE L TR 52 EAZ0, T OFBERICIHE LIWRIE, BENES%
BENTOD IS RIET 520, KB, SIRMEZOREET 1, %
DfEH. Wi £ ORI HERIE L~V ORREFAE LTS 2 LB 6

A, BFEEM
ST AT LI LI
M AR EZE S, —HER
SEEMOP THMBEKRELET S
BEELY, BB IOMIIZ®k@EL =
WIENBTE &R D, Zhd ERFE
S 3 D WIEFIR I 2 TRRGE
TAHZEZEHNET S,

B. Wr49ekik

Hil A fe i (R fk i) o7
e S BN OhOERER (B
RER . MIER TR, B EEBEMER
R) BLUMBEREE S LEH
B E s 7RG 0BG E AL & R B
RESER) . S MRk TR BET 5,
EIIMEREDOREERE L B
9B 1= 8l FRLA o0 LAY JE B AR A
VI Bl2Z 5y 3= PAM Qe T

BRI,

(BRI ~DBELE)
KRBRIIENREZEHERBRAN T
B &M EOBE R L TIiT-o 7,

C. filk

HERIE TIE A FE RIS 2
<, BEEREBENP DT 47 Y od
PR i 2 4 5 ket OB LA R
b, RKIEN~D=7 a7 7-—-U%
FEETARIEMBBANRA L, &
B BRI 2R U7 fm a2 A
VR LT, BTl i bE R
BRIERIC 7 4 7 ) TP M &
OO N R o A0, M
B O, Aife LMo Mk, ~
a7y —0O AR~ R,
BRI X ARSI E DR,
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SHICHREHRE X LR DR,
Hiv, RERIKICBITAEAKERE
OMRMEEDORM A2 AT, BHiL
bR L~ R (FRMETEY R K
o L USRERIRENL, HubRfiiEibis &
UMM e EIL) AR DEZ A
LIEE LT,

D. #%%2
PUIRERHE, e EH D50
I3 ERA B E HLIE (ANCA) o> 4B
B &7, EoREREK, MR
WEREIZIZZ O AR BB O E
HHENIBBETERZRTEER D
D, SRERIR CROE AR R BRI
2. Bl TR EERZ TR SRS
WA (W TFIERZEL, OV il o ke 35
DAAD, Mhifl@tidn. HIBEMEMIRAR) 723
Ront, Z0Z LidHRERIE, f
KL ~L ToOMERT 2o b B
G S (capillaritis) i@l L THEE
ENTWDEENWHIZETHY, Hfix
OHEFHETFIVTAL IO
endovasculitis OFERIZNM-T
WA ENREE L,

E.. fiid

it ¥ AiE (e BE T IR 3 & USSR ER IR
O FHME L~/ TONRE RS ER
EhTRH, k@ L akREMmE
R, WEREENED 5B,

F. WH9eH3E
| ERFER
1) Shigematsu H, Horio T, Yamamoto

M, Tazawa Y, VYokoyama T. The

granulo-matous development of

glomerulotubular  disease. 26
Intenational Congress of the

International Academy of Pathology.

. 5-10 October 2002, Amsterdam, The

Netherlands.

2) Shigematsu H, Yamamoto M, Tazawa
Y, Horio T, Yokoyama T. How and where
does the granulomatous inflammation

appear in renal tissue? The 9'" Asian

Pacific Congress of Nephrology,
16-20 Feburuary 2003, Pattaya,
Thailand



A 55 BT B b4 (REVATENR B SR AR 72 93
# (B 72 s

MMgA B2 HHRE O T HMAMIBUGTICHET 28 1 8 - MR ENM
(2883 5 4731k lumped system & split system O LL#Z )

W AE B e (B TIERRR)

HFEFRE  SARER, ERF—x (EZTEAMEE. *EMNAFEERNRESE)
B e

IgA BAED T HE M, RSB ZOMB L LTHIELTWD, £
O 57 ¥EERE lumped system T D HEEN TR THOB AL HENIZGET
BB, AR E L BMER AN YRR TR D | BRBEIROE
B & S BUETMEEN TV D, RIS 5 5HEIE split system T
hAh, AELT, JEFOHMSRELZ FOE S ICERILL, #hEEDE DI
BRICESI T TV DREZBETRT S, F | ORI [gA FEOHEIR
EhAay—{kL., AMEEPERZ (activity index) & @14 552 (chronicity index)
DFNFRORIE 1 BEARD 3 2OERM LML OEFIIMTHAT 1
A FIBIROEIGT ¥ — FEIER Lz, 552 ORI 1gA BHEARBORZ O R
P TR & L CONMERFENICRIT L, A7 24 FIEEDIROH D

RE L VR EICET AT 4T AR H,

A. WFZEHRHY

[gA BHEDOTHRYIERETIE, LT
HBEERE. 2 THREBHRGEE, 3.7
BLLE R BB, 4T RN REED 4 BF
AR E N, FRhuoHE LT, BAE
BOCREEAIZ BT 2 ik /r 8 B
ELTHIELTWD, EOH5EIER
lumped system T& TR F&T
MO AP ENIZSBTH DD,
APETE B PER AL & PR AR A I B Y
b TEY | BEEROBLE
LELRBUFTHREENTND, £

XN D S IEEDS split system T

HhY, ThETHERGEIMEHEZN
TWd, ZOEIE, SEEBMER
LL@EREZ# STV EEL,

FOENTENEHERTHRECHEHL
TZEORKERER 27 —{bT25K%
EoTWVAR, BEMBLANPLDOHE
ALt REDR a7 —{LiZkiT 5%
MM EBREOB SO U R ORI
B D, AEEI, lumped system &
split system DRFEE LD L 5 T
&8, ERORBRELZ DL D
AL U TR IZHR S T T < b
DRBEERTDHEFEME LT,
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B. B9 Ak
BAERIC L 0 RERMEE 8 » LLE,
A RatE 2 FLUERBEEL X /-E
HERHEHED 1gA BENEBHER 275 F
ExtReE L, RBEEBEEZTTE
EMEFR L LT, AV ¥ U aflilg
DEHE(AGM), TEBER PIFZE(AGI),
B O MBI A (K(AGe), LT
MV P2 R OB AN & R
BOBMHER R TRENERE L
T, ERIKGRER (KA (CGs), AP ¥
0 LFEE OBIMCGH) ., #RHEEYE R K
(CGe), FVEL M O BRHEME TR DR EE(CI)
PEGMMC AT —{b LT, F£i,
Activity Index(Al) # AGm+ AGi+
2xAGe+ Ai. Chronicity Index(CI) %
CGs+ CGi+ CGe+ Ci & L7, ST®
T L LT 1 F 30mg LLE% 4 8L
EfER U fEf &2 ST F(ST), FiLid
% ST # (non-ST) & L=, KT
BOREEL LT, BEROM%E - 1
I OWTiX, ST BHSR 12 » A%, |
HE AR 1gday Kilid DML 50%2A
WU RER R AR, ER LA E
Wahe LT, WHETRIZ. G2
L7 F =il (Cr) 2mg/dl % endopoint
ELT, MM ERIcETSE
TOHBTERL, ELRVWEME
RYREREMERFRE & L=, BAROBIE .
2T Logistic fighr. BHSREHMERE -
IHELZ 1 Cox b 2 VT,

(fm B f ~ DA E)

B WIS K CHABK O T — &
N—ZADOFERMERA B LT, %
T A D RS O IE A HE

EOIED FiZET2HMAERSD TE
LMFIEF AN REICET M
Higtt) TR L THEBERASOXK
wEBOO, BERIET, +o7%
MBAOL EICBRENSERICTHEE
BEND, £7-, FAEFEORLET
HoTob, AEHFEZMETDHZ &0
T AICANE L7,

C. FHH

AR SE TOAIECIAaT, #
LTIARZ 2378 (UP) &4 &I
A7 A FREEREIGEY U TIZS8
L#ze AT o4 FABEYHEILC
MEBLULLETHEZ LD, A7 1A FAR
BEREIICINSHERM T LA bAINSH
i, UPBIgRETHHILD, AT
1A ROEBIICINSHERBT LD
AIRSHELEH D0 FUPH1gll T
HHELEDE L, AT A FIHEAR
WYUMTIIRAT oA FEROHEC
b LT EHRERMINETH -
foo A7 B A FIERAERTIIRT
mA NEROFE DD S TR
ESXRFFESRZ, £2L T, A7 24
FIGR L BERE TR AT a4 R
L VISR B R RF R R A R
S,

¥, LRROMBFRED 8 BRI
DUNTBRR P 1% O8R5 5 A A
e Lok, REASEEIZREL T,
AGi. AGe. Ai. CGe # ST (2T
DIRE L LCGEBEIN, BRI
V2B U TIE, AGe & Al A% ST TG
TAWE L LCEER T,
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A

D. £%
RS TORS >3y Bk 1g/
H, AlZ 54, Cl&548& LCHEA
D AT 1A RREORIG % i
WK, MBED3 IA— IS8
L2 Lz oW T OB, wfn
LHMICEHETREFERE, &
DCl, Al, REZ X2 D3 HFHE
AF A NEEOHEIGOF y— %
BIRTBENTES,

L2vL, Al&ECIDERRT % ~D R
I LTI E THEREN T —
EWighol-fo, AlECIE kT
LHEWEDBETRIZST HREIC
DNWTHEI R ET 2 1T> 7, £O
P, AIORRERENAT A4 FiK
JoME T, CIORER IR A IE UL T
HDH I EMITERMT O, BB
KT (ERR, B#E) °X7nr
A FEIGHNFHRER TR TR
ZebM el oT,

E. #ii

TgA "SHE DOIRHET EH I #e 31 SRE Sy
FAUWET 2 HH8 L T, split system DR
IK~DISHAOEFZ SR LI, Th
% T0 lumped: system TiE, BMEEE
PERZ T X L CRamia st @A
bk U TR AR TR AR OO R A5 H Sk Az A
S f A, split system Tid, FiuHiw]
AE TR 8t & PR OGN T
EZEMNEF SN, Lol M
BAEN KRR E L THHMETH Y, B3
MOMFDR S HORETH 5,
lumped system & split system O[3 @
Rz &0 L3I AN TKETIR
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EERELTWhofkEdEs s L
W,

F. WFse3ssk
1. fmCHEE

1. Hagiwara M, Suzuki S, Joh K: The
effect of continuance of proteinuria on
the decline of renal function in adult IgA
nephropathy: A middle term study on 625
Nephrology 2002; 7 (Sppl.)
Al104-105 .

2. Joh K, Yamaguchi Y, Sakamoto K,
Arita S8, Iwashita C, Yamada K,
Kashiwabara H:

analysis of tubulointerstitial changes of

Immunochistochemical

chronic allograft nephropathy. Transplant
Proc 35, 2003; 213-218.

3. Joh K., Nakasato T, Suzuki S,
Hamaguchi K: Histological lesions as

predictors for the effectiveness of steroid
therapy in adult [gA nephropathy: Uni-
and multivariate analysis.
2003,8 (Sppl.); A107-110

4. Sakai K, Muramatsu M, Ogiwara H,
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Living related kidney transplantation in a
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A: Inhibition of arthritis by systemic
administration of endostatin in passive
murinc collagen induced arthritis. Ann
Rhecum Dis 2003; 62:677-679.
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JFA G @R N R MiBh e (e R B IR g )
G EIC B DA (1) oEFFRREHE

TgA BHEBFOTFHAE — 7 FHEOBHHFAE

sy EBF e

ETE

B A B2 S R M B S

s

HARRMTFTHDIENEH SN,

IgA BEAEE R R AT TR SN BHO 7 FROTHRMEL T4 -
Feo BHIET % BET 5O, ICEMMERE, BERAR, DIHEES
UG, 02 L7 F = i, RO ER AR R, AT LT

A, TFREHET
DOMRENZBIT D 1gA FIEBREOT
% &MEITRF 2 oS T BT,
1995 £ IgA BiE BB 2 EEFNE
THEIN-BED 7 FEROTER
HKETIR T,

B. F4H1E
SEOHE» SR LR - &
BEPE - N RE A REIC 1995 FiCA
[El S 52304 C 1gA BIEBH 5324 AD
F—FRX—ARRE L, TDIDL
3409 A% FHRMEOXNBBEE L LT
BIRL T, SHEORETH., 3T
FE S 4 T AT U~ 0 BN A5 I B

L7 E i< 2285 AextdE L,

2002 4E 11 A X W BsE L7,

(st~ DBE)
WE A2 DT T A /32—
DOWETEE Lo, E2FE

RKIIBOWTHEHBEAZHFEL A R2WE
KThd, BET—FX—RAIRE
K& EBET—HD7 74 1P %
KREShTRY, BEF— 4% HE
EEBEHEROBICR S TWD,

C. R

2,133 AOTHRHBEEENRIXES N
(BIE % 933%), BT — % DOEH
DAEETH o 17, 1995 F 1 A LARIC,
207 AO@EEIFRIE~OFHREAD
MRS, FHENEALIEL
L7SEfDS 16 GlE Sk, REA
MD()EE(E), L7 v T7TF="
fllAs 1.25mg/dl LLF (B0 ##3 0.80
LLE) D IR A e RS T 1% R AT B
B NTBED T FREENE
ARITELS . ZREFN 0.7%, 2.5%.
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LT F @R ERLTHWEAHEAD
EWEAREES, LFEZ7 V7 F=
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EA 2.50 mgidl X BHEHEAT
90.1% . 1.68-2.50 mg/dl T 68.5%.
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