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The management of diabetic patients in our department
Yoshinori Shimajiri, Suguru Sunakawa and Nobuyuki Takasu

Second Department of Internal Medicine, Faculty of Medicine, University of the Ryukyus

ABSTRACT

Diabetes mellitus is a hyperglycemic state due to absolute or relative insulin deficiency.
Adequate treatment is required to prevent diabetic complications; neuropathy, retinopathy
and nephropathy. Adequate treatment is also required to prevent macroangiopathy, such as
brain infarction, myocardial infarction and arteriosclerosis obliterans. In Japan, prevalence
of diabetes mellitus has been estimated to be more than 6 million. Complications of the
disease inhibit patients’ quality of life. Early diagnosis and treatment are important not
only for the patients, but also for the society. For the above reasons, we chose this topic
and discuss how we manage diabetic patients in our department by presenting some experi-
mental data. Diabetes mellitus is clinically classified as 1) insulin dependent diabetes melli-
tus: IDDM, 2) non-insulin dependent diabetes mellitus: NIDDM, 3) gestational diabetes
mellitus and 4) others. We diagnose diabetes mellitus based on the criteria given by the Japan
Diabetes Society. GADs antibody is helpful for the differential diagnosis of IDDM and
NIDDM. HbAc and 1,5 anhydroglucitol are useful markers for following diabetic patients.
Steady-state plasma glucose method instead of glucose clump technique is valuable for evalua-
tion of insulin resistance. We evaluate neuropathy by nerve conduction velocity and evaluate
autonomic neuropathy by CVr.r and Schellong test. Evaluation for retinopathy is based on
Fukuda's classification and that for nephropathy is based on the Japanese Ministry of Public
Health and Welfare classification. Treatment of IDDM, including diabetic ketoacidosis, is to
supply sufficient insulin. ¢ -glucosidase inhibitors, sulfonylureas and insulin resistance reduc-
ing agents are useful drugs in treating NIDDM. The aim of the diabetic treatment is to im-
prove the progressing complications. It is important to connect diagnosis and treatment
directly. Ryukyu Med. J., 17(3)169~174, 1997
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Glycasuria

Hyperglycemia
Symploms
Obesity
Family hislory
Measurement of plasma glucose (PG) or fasting plasma glucose (FPG) and HbA
|
FPG S110mwdl and FPG > 110mydi or PG 2 200mg/dl or
HbA S 55% HbA,c > 5.5% FPG 2 2140 mg/dl and
’ HbA, 2 6.0%
GAD antibod
Normal type 75 g OGTT Diabetic 65 ly
; ¢ » ype —P miCR
( Renal glycosuria ) *

\

Borderline type

IDDM
*NIDDM

Fig. 1 Diagnostic flowchart of diabetes mellitus.

FERBOFEI MR A1 1985 4£1C WHO A5RIE L 258
DRVENE DS, BIRAICLLTD 4 D123 5 LB L T,
1) 47 &2 VRGEMEFER (insulin dependent diabetes

mellitus: IDDM) ; [BERFL b Vb, HCRERE

DWEDFEL R R ENTWS, BF L L THMTS 20EE

FRPHY, FIWTANARERED M) F—=25Mb b,

BER O MR RN 2 BTHAEPHB L, BERINES

ArEZLNRTWA, WERE, MREREOMEFRS

LTCRMEs BB En, NEMEDA ¥ A1) Y HFHIFHYICA

BY5s. BRERBERLDLTDNIIA VA Y FWEIIRE

TBHE, WTIAMETLOTEMEROBIIA VA V%

B’ETHIEDNUIETH S, HL OHEABRICRIET %75,

R TiZ IDDM O—HTRIRICBET S5 14 7 (slowly

progressive IDDM) OFFEDHEN TS,

2) 4 ¥R IEKFEMERERA (non-insulin dependent dia-
betes mellitus: NIDDM) ; EERFEE dFhoh, b’
EDFERFD VWU LIZZDF L T ThbH. BEETF, B
BRTFPEELTCRETSLEIAONTVS, A1 VAV
ORMERARERAEATH), 1 VA VHFWET & A
YA Y DORETORZMHET (1 220 AEHHE) 10X
NEMEIT ERISNE, BEIAEISTMEDLE o TH
REERLTWALEZLNTWS,

3) HRERR ; EIRAPICHE F 72130 S N7 IRAR.

4) FotoERE  ORERICLAD0, QRSWERIS
£330, QBIERETA D, @ v A rElidf4 v
A VERBEOBERECLLZ b0, OBEDEETFRE
WLEBb0, @F0M, 5.

2 W

HELBREAB L UBEFTRZ b L2, FEISRLAHE
RIADY A TEIBELRVOBHICLERRELBITTA.
—ikERE T2 IDDM & NIDDM OEJIHFEE L 5.

HERFENE  1X NIDDM Tdh 5. FEHIHETREMRNIZ
BiETHA, HRERSIMPRBEERERLS P -2 AL 3
BIEIHTHD. REESZRBOLNS. MME (—H
OEBEORFMICHIE L7 M18) 28R 4% T 200 mg/dl Lk
THarH», TIIZEEBMmMME (fasting plasma glucose:

FPG) #5140 mg/dl L ED & SHERF L BT 5. RIERBHE
Zix Wk, REBETHERBISELND L& (BREIRK -
FRAHHE, FPG 110 mg/dl £7:13 HbA1c5.5% & V) BfE
THrHE, PEHOIRHE, BRERKEOHLERE) I
ik, 75g AR (755 OGTT) %17+ 5. HAERK
SODUHIEIC X DRERREIOH I & i 72 IR &
ZH+ 5. 75 OGTT ®BEIZ IRI (immunoreactive insulin)
% [fi# CPR (C-peptide reactivity) b FEERCHIETAET,
AV A) YHWEMEL TEMEICR>TnEd0E, 4V
AN) AARTESTFE L TEIEIC 2o TV 5 b O LEFIAT
&%, ¥/, BAVA) VIEOHFENHIX, 1 VAU YH
CHisBME, 1 VR VECREERRE, EE4 A 0
fE, B7OA4 AU VIE, 4 YA VERED LRER
HLEORE, BIBRRERVEVHIR, FEE, 12A)/—
<, FLTEDOMOA VA VB ERTRERRER E
D—EOEJEBIINT AT /O —FHTE 5.

IDDM 1ZEEERIICHIIT LTV, AR SERET W
D, EEYXHoLD, RIFFBEVRETH 72005, BRE
WREEL R L THEBEIIRET S, WhYLERFEES b
73 F—3 R diabetic ketoacidosis (LAF DKA & B&¥) %
BT B4 —ANE\. B, Ry b B, 8T 2545
TTY F—YA9Bo oD, BEMEBCHMAE (5 GAD
Hifk, HUICA Hifh%) I BEThITEESHTL 2 5. EF
TIRINGDOHAPBETRROBRBES P TV F—-T X
ERTVIFPFIVIFP=T R (Wb® By MR IVIE
REE) %, PUABETHBRIRICHEITT 5 slowly progres-
sive IDDM OSSR L, EEASEBEOTFRICKE R
E% 52 57-OHCHEORERVETH S, Bk M
Ry P GAD 54k (GADs) DOHIEF v P PEALE 1,
Ak V- BERBIT b IDDM @ GADs Fifkp Rz, %
FE—ELRTHIUL83.3% LBKRDERL b—K L THEY
Th ) THWHMEEILE . UEoF Lok L THELHERRF
WD 7O0—-F v — b%ERT (Fig. 1). %3, American
Diabetes Association i, # L {HERAOFIBLDWEE %
WETL7-9., ARERRES THOREDE L BUTEE DR
PREPTH 5.
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newly diabetics djabetics with Patients normal

diagnosed Wwith fair "pear.pormal” With IGT  subjects

diabetics  glycemic hyperglycemia

control
Fig. 2 Serum 1,5 anhydroglucitol (AG) levels in newly
diagnosed diabetics, diabetics with fair glycemic con-
trol, diabetics with "near-normal” hyperglycemia, pa-
tients with IGT and normal subjects®’.

B %

NERBRVUARBEEZSOTHITENAREIERKBED I~
=V DIREEAB DD, SHHEDRKEZFMET S 0D
H5. BERBIBEERZOTEHOEEILETHS, =
DDV OPOEEHNHNSNTE Y, +ORMIZENNY
BLUBENZ 7 +0— ATk R2IETHS.

HERIEIIE, PREE, miE, Ry b, Mgy b rESE
REREIELTS, T4, BB L EROTMETAE
bHMETEETEIREIIMBEE NEETH 5., 2EMEE
ORI Y b LVOEEL LTIV a7 T3
YRINVI MFIVERVE, EflomEa Yy fu—- 12
B3 5101 HbA 1 c DRENERTH 5. BIMERENFHEL &
ANESTE YRS IE(EANE SO 2T 5. 20
FTH HbA o PEIIEEETH Y, RimskFES (120H) &
B CHAMEET 2700, 1~2» AEoOMET > ra— Lo
BELTHWONS, AHEDERFHDO/-OIC1E HbA 7
BUTAHEEE Sh3, F/, BESMIELYRTESTIE Hb
Aic & D 87 1, 5 anhydroglucitol (1,5 AG) »"EHETH 5
(Fig. 2)9. '

AVR) YRWEEEABRE L LTIk, ZEEFIRI &R
CPR DHIENVERHTH B, 4 VA Y IMEATHIEWE 25
EEREINEBICE L BEIERDEC-RTFFTHY, £ VR
UV EHEENTHWENL-ORAHED A V2 w3k %:
BEICEWT S, A VA VEIHBERRPICHEZVOT,
KODIZRFCPR % 24 BERT AL TLHIZGMWE N
BAVAYVOBRRIBIBTES, VAT ANRER (§HE
L 63k m+ CPR 2 BIET3) TbA4 VR Y OFMWEEE:
T2 EATED,

AV R) AAEMEOFMEE L T FER I VI — R
29 TENELRAVONRTVAY, A\IEE AL, F
HICHDHFEELEMTH S, YR THY~IRIF T F
O 7% RSB EMEEE (steady-state plsma glucose m
ethod, LLIF SSPG &Y ) %4 » A VIRMHE O A
BELLTRHELTWS, SSPG EL IEFXEEZDAL v A v

250, 250

H.M. with insulia resistance.

—_—
K.K. without imulin:i:am\1

Plasma glucose (mg/dl)

&
=1
B
Immunoreactive insulin (2 U/ml)

0 30 60 % 120 150 180
min
Fig. 3 SSPG (steady-state plasma glucose) in a patient
with insulin resistance and a patient without it. Patient
K.K.: 50-year old female, BMI=28.4. Patient H.M.: 33-
year old female, BMI=28.0.

Plasma glucose (mg/dl) Serum Insulin (4 U/ml)

270 7 150 "
180 7 100 7
P=0.098 P<0.0(1
L - 0~ T
¢ 3 6 9 120 0 30 60 9% 120
Time (min ) Time ( min )

Fig. 4 Plasma glucose (left) and serum insulin (right)
responses to an oral glucose load (75 g) in subjects
with vasospastic angina (solid circles, n=14) or atypi-
cal chest pain (open circles, n=14). Data represent
mean value =SEM. Two-way analysis of variance be-
tween group p values are shown®’

BEETHETAHREND—2THLE. AREOEREEL S ¥
A R THEHT A —EBOEE A VR VR &N
LIRETH, 4 VAU AMERIC L DI REERRICIY A E
NaBH, 4 A VBRGNS S L MEHEIISEE 25, S
HIZVIMNRYF DT F S TH5S Octreotide (¥~ K2
YFV) RRETHIEIZLVEERNVEY, INVAT V%
EDAL VA VTS TARVE Y RHIHT A, D7
HIMEENEIT X )RR v 2 ) VRE R
Ry aLEZONSE, BEMICE, YV FRAY¥F%20.5
ug/s, A VA) Y% 2mU/kg/5, FVa—A% Img/kg
/ATEIEL, 305EIC180 45 F TRILYT 5. RAHB XM
#, IRI, RERNVEY, FVATVETHS. MEILNS
TEEREICRBLEZLNDLH, BERFITIX 120 545 180
SEDFYMEEEA 130 mg/dl L% 54 ¥ R) ViBHMESD
DEHBTILTWS, A YA VEERGE R BEORVEELRE

BREORBERRT (Fig. 3). SSPGHE I Vva—R2r 5
Y TEICHARBEIrOREIRITTE, SNVa—-RS50T
BETOA YR VIEFEOEIRETH 5 GIR (glucose infu-
sion rate) LML TR TEMRENTVWS, Mk
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Table 1 #ERFBEMES b7 F—Y ADRELER
B’ & M
42 s i - BERE o ERITH
1) ARk LEERIRSET S, OEmEERZ T, BN
Om¥E, M4 b~ 4&, BUN, Cre, | EIHEA > A 2 RT3, EYR5| (BB ToE).
B#RHE, pH, PO, PCO;, ~=< | 1) WEER 1) #HEE (2 BEAR) NG #2—7%E8.
RN S sa=Tiit: 3 6U 4~ 2Y » % bolus T | 0.9%NaCl i 1000~2000m)/2 B, | Q&YW EOHERS.
OR#E, Ry b1k BHEL, BlEaHE 4~6U/ pH7.0 BLIF, HCO35mEq/ ¢ BT |®0: ®A (4= PO, <80
@i, R, B4 > R R EERIE| OB, 50~100mEq/BMOEET| mmHg).
OBER i DM ERE. T5. NaHCO;s ¥ #& 573 5. @b REAGEHR 3 ~ 4 BHE
@ECG: [LipiEE, THRAZTITER
BKIMENDF v 7. 2) HEERIGR 2) FEBIEARAFERIT (2~24 BFi) (FRE 30~60m1/ErRC
OmE, FROHE. m AR VR KO 285 0.9%NaCl # 1000m1/2 | BERETEE).
AR 8~12U /8 B G i F (80mmHg L F)
2) wRBARaE s 8~10U/ksMH KR 3B 0.9%NaCl # 1000m1/ BRI, s 5 \vid s
OfugE, - R4y bk, IMmE, T R 4~6U /R 4~8 Eef. FARDOWREERD.
iR 1 ke . (F0FIHE) | MmMETRE K#HE (K 200mEq/B| YavyrxdiiTs.

Q@E®E, pH, PO., PCO;.

300mg/d1 LAT  2U/B¥iH

2 ~ 4 Befi 250mg/d1 AT dukl T,

®ECG b 2 ~ 4 BRI, 20 43141 MEHE
¥Hh5,

3) BHiE Mm% 150~250mg/d 1z f&o.

@i 150~ 250mg/dl. BOBWFTRRE 2, ¥

ORY bk (—). b= 2AEBTHE, $H

GFELHOER. BA YA Yy OETFiEHC

25,
B TESHE D 30 FIE &S
A2 Y OREREAL S
iF5.

B). M K3mEq/ ¢ AT 08, K
OmEq/BM. BRENDHL L &1
EET 5.

o#% 250mg/dl LT hid 7 Fr
# (5% 7 FofEHNIVYSTS, T
2) EMRA.

24 B¢ T 4000~6000m] % %53 5.

Bl EHAR R, BORNHTT
BEL B ITHRERTS. £ 4
B BkDORE, (R2OFEL =
¥ — kR - THIL.

I TE bR EL LTI, ZEEEIRI 10~154U/ml
DETHNIES R VEFHEESES . 204M, 1R ¥
EYUEE % FPG (mg/dl) XIRI (#U/ml) /450 TR 2 H
EhH5. FPGI0mg/dl, IRI5 1 U/ml OB, = 0¥Hut1
b, MEEPIRIOLERICE VAL, KEWEES Y
AN AAEPUEATV E ENT WA,

B4 v A VEFHESTHEREE, BOE, SiEIE,
R 7% EOBREILD IV RS 77 2 ¥ —DEBIZEoTWV S
EVHIEZNHDL, YHTHTREERIELEAVA)
MEDOKESIZoWTHE LA (Fig. 4)%. FhF7yIvY
FD4 VA AARFESERIOBREIC LD, FOEDMEI
(RLeRTWwALY, Sk A VEFREOFMEIIE
ELRET, BCHECERRFEORSIF NS,

BHENMREL LT, EEEORERBERETLBEHICE
FHCKEL, BHOSE? CHE 5. TEICOWTIRESE
FOBERBHEY ICEETVS, RPHETLV 7 I V¥ 24
BERRT 15pg/7 R L CE 2 (BREBE) L2WT2. &
FRYFEHGEO L SE 3 —A (BEHETEY), FHRES
Rlg/BYE, 2VT7F=020 75 260ml/5UToE
EH3IM—B (EMEERY) L2WT5. MEsL7F=>
DLEATEAL (Brel) LSWT5, #WBEIX, BRS
LIRBYE (128Hz 0EXEI2 AV THRAETTY ) 228K
WKEHMET %, LALZIOATEEOHEBE 2 ILIBT L0
BEELVYWOT, BERNREBEL L THREEEEZIET 5.
LR CIIERHHE & BREHRCOESMREEERE (MCV),
FfziEEE (FCV), MEMREEEE (SCV) %#EL
LTv5., £, BREOBBEZSICI VEAZEND BT,

IEFMET50m/F, BEREMET4Hm/MBLLT ThITER
REREHEREEL RET IR LTS, AEGEES
X CVrr (Coefficient of variance of R-R interval), ¥z
0% 57 At (Schellong test) THIEFT 5. CVar& LB
X RR MREBREOZ L THD, FHEMRELEIIEED
R &E RREBOEHI/NS %25, QTc HIBOERTH
RAEARGEEEDHENTELY, Yxury /72 M
BURBRTHMENE#E ALRETHH. KHAREL HE
B UREAME € 30mmHg O MENE T A S UIfEHEE L
Twa, BYMEMEND S BEITIT 24 BHMES % T3
5. MEEEBHICL VRREBOLBEVFETSIOT

PERICK DR E B S €721, BEHEEREMITTALEE
fiTas. KONEEEDIKIZEL LT API (ankle pressure
index) ##IET 2. THROME (EEHBREE Ky 75 -1
ZHTRAVTHE) /EEoET, EEIZ1ULETHE090.
BLUTOREZERL L, TREIROBRESLHELZ 2 5. 8k
Bt % BHRNBET R BV TliTT 2L bH 2
DO, BEEECHELOAHLSHEHICEE 245
EHEFTDS L CEIEHEFTOHY v F, sy — L BRE K
T¥5.

"M

IDDM TiZ DKA #% L, MICBHHE L2 BRaEYET
BEBO—DOTHD, HEORA Y MIBHHIICRZ LTV
BAVA) Y EBRETAIELE, EWRRBALHEEESL
ETHB. 41 VR VITESED A Y R VR AOBER AT
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NIDDM

\

Dict and Exercise therapy

« -glucosidase inhibitor may be added.

V | v

Insulin secretion sufficiency

Insulin sccretion insufliciency

v v

Insulin resistance reducing agents Sulfonylurea agents

\—’ Combine therapy < J

v

.. Insulin therapy
Fig. 5 Schematic approach to drug therapy for NIDDM.

ITIRET5, BM4 v R) 2 6UEEL, 0.1U/kg/B%
BRI aET 5. MEE(EIX 200 mg/dl A% BAEICL T
EEFIIIERICT S, 2 ~ 4 FFRIEICIRI U AS1E % iR
T5., RBERTO2EH2MAERE L TEENAIEK
(LLTHEALEE) 500~1000ml/FCRMET 5. RO 2EBHT
WEE RS, ERRMAEE % B L A% S SR % R
BiTs. 42 VOFEANLEEOKEHRE KK MEE 2
AOTIFEE 250 mg/dl {2 o 2R ETK O A o - HEFFEHR
(V)& T3 L) IZEET S, 24 BT 4000~6000 ml =i
T5, PLOBIRE (CVP) 2 E=F — LA S ERET ISR
Bl AT RT L2075, DKATUHEEL FR
TAHENHLDT, LBEREERFNICKTT S, LERIE
EK MEE A2 ETHRIME L SICFRATHSL, ARV
ERE L TR BETIIREE, WEER2EOr -2 2%
FRTHRE (WbWBEY Y IFA) PEBLLoTVES
LN, EBHRBOBK L BBRORIRICKITT 5. $7-,
EENORKEAHICL VRBEZR LAY, FEBICE Na UE
PEETAIEANRECEROAFHICL ) Na SHES N8
8, WO 8EEM® (central pontine myelinolysis) % &
PHEEL LTRTIEDH DY, BREZUEBELAEZVON
FAITH B, LECHITL TS DKA DIRE & E#E% Table
12T eED B,

NIDDM R U IDDM DEEOERIIRERETH S, ik
BE (kg) = 1HE (m)I1*X22 2k05. HEFEREIE,
PEE, RREV, EVWIKEUT, EEEER ) EFREFR,
25kcal, 25~30kcal, 30~35kcal, 35~40kcal & —H D&
B ANF-%5ET2, LEID) TS LREDA =2~
EEEPRBELIERN L TERKBRELFRA L CEAN LA
BRERRITT A, EBpREIIMEEOSRE, 12 ViK
RHEOHEBEOE, OIHEICEERERTH LYY, ko dhE
T -#ETHEDWELY, BETHETCELHFELLTE
HHARB LRI 20~30 SR EHwizh, FREEHMAZE
T1HIZIAEEFEL I EZHOTW S, HAFEE & BiE DM
EITo12ICHET 5. SEESEHSEO B (FEOED

HB) CIESHIIEILEL, BENHLBETIIRREARE
Bk REE A WUSEBHIR L ETH 5.

IDDM Tid 4 ¥ A Y DTSR Z D TABERIZA VR
DUOHECETEYAY—&85. BHEDOERERN CICIX
HEBE R A Y A O (BRESW LBMGW) 1EViE
b4 v A vEENHERINTBY, HEEOL YA viEst
CHEELRVEBEANEF LA P A) Y WDy — e
EIHET A, YRCIEITMES R COREILE, b
L<id8A, BRI 2EFTBIC, EAMOESE A > X1) 3
EiTH 2T A HEFERE LTS, BEORHE, 2
TIATFTVA, AVFIIS2VRACINEE - i T 5,
RIMERERUY v 7 FABORFIEIZ OV T H+5HEFT 5.
slowly progressive IDDM TiIEH»LHMEA v R ) V&
GHEEATHY.

NIDDM TOEMIEEOE—FIRL LT, EZBME LN
EXGLEMTa- NIV yV—PREFZESTHILLH
5, A VA VHWMMETHRENCERTHLLEZONS A
I LTIE, ANVFZNVYLTHIZHRSTE, A VA) Y
SUWMRFEENTBY, 1 VR VIEREAEREEL LN
HBREINLTE, EVT7FHAL FERFTISV I HRDA Y
) RIS ER 2157 5. BRI B MR ASIERE L 720,
A VA UHRBTBEERL LR Y X)) k5
PWLE|Z% 5. NIDDM OEMEEN#DH =T (Fig. 5).

SHHECHT A EEE, BEEICHE L TIZBRRE L BELR
HEETID 2HESHTT A, BREETECRM (E2H)
Tid, WHERXBENIC L W HELRNT 5 L ETOMILL T
ROTERECEAFBRELFAETS. BIERE 1g/kg T,
BAT) —id 0kcal/kg BLEET B, F/ZOBRAIZ ACER
EEFBRSFTHIELLINVEREDETEHHT L EE DN
Twh. ACE RERIIBOMBMELILRT 5 2 & THRIRME
AEZ T30, BREERLZ2LELZONTVS. L
PLEBRFVETTAEEL VKTV AT O VERLEH
TAMO - LAH), ACElERNMEFTERENRY (K
Na Il5E, BKIE) 2212 &AdH 5. BETEIRIC
%%k BUN, Cre, K DMEIIEE L2, EAMHBRE, &
SHIR, K HIREZ 7T 5. 0.8g/kg DEAMIREICIE,
RALATTHET A DT 35keal/kg DA 1) —%#k5-T 5,
FEAC 2 B L BAFIBRIZ 0. 6g/kg PHER I N A, BEEEH
ZHIBRE LEERCH D) =B 2 b2, HHoIZWES
IR A0THEIZELY. ALSHORHZzELEVWEHE
MELEHZFRY RAFCEET S, HBEICOVTIE, BEF
LRI Y PO—VTRAR LUNWY D A2 BERET S5,
RIS EHT v, BICMEF B LB TEAPEET
% (post-treatment neuropathy) Z & 4% % D THiEDN 2
Y hO—VidR4 T, BATHEERICKEL RTEIC
BAFTFLIYPBEYTHI LSS, OB QTc DERIC
FETS. HEOLUNRPREBAICERAALENEZS OE R
ZehH5,

T & ¥

WERKFERFME_NFIC BT 2HRFOLHRIE, REH
FETITORTVWAREN L FETHS, FHELT, 12
VRV MPAYF U T Fu R v/ SSPG i TEF
fissZ&THs, HRFERDBFIZEHEDHBRZ HR
BIETELE, BREALFEILREFEZE)SEDHIEILHD.
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BR & RRER ERECIBIB L, MURERERICEURITA 2 L Af
BELLRA. Zolb4RTid, BRBOKRRE%SFRUE
ZF LRV CHBIET AREIC DT ANRTY 5,

BE W
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