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THE REAPPRAISAL OF KOLFF TYPE ARTIFICIAL
KIDNEY UNDER THE TODAY'’S JAPANESE
MEDICAL SITUATION

—PART 2. ABRIDGEMENT OF LABOR IN  HEMODIALYSIS
AND CARBOHYDRATE METABOLISM

Mikio Iton, Hidemaro Urvama, Masuji- Kuze

and Susumu SAHER**

From the Department of Urology and Metabolism™* Kyoto City Hospital, Japan
(Chief : Dr. M. Kuze, M.D. and Dr. S. Saheki,** M. D.)

Jyuichi Kawamura, Tatsushiro OkaBe and Kenji SAwANISHI

From the Hemodialysis Unit, Kyoto University Hospital, Japan
(Chief: Prof. T. Kato, M. D.)

1) Hemodialysis should be conducted with much less cost and personnal labor under
today’s Japanese medical and social situation.
2) It was speculated that improvement of the carbohydrate metabolism during hemo-

dialysis is related with escape of insulin antagonists and autoregulation of body fluid of
uremic patients.
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Frra3n, NERFOKEETS WS E,
REEFrb B, ZefneRegsrtnwd
&, Bilicol WHEFRE S L b T

W, FHEE EXO0L = A i flv 2 BRI

ik ABRAKBC BT L »wd FEL-
T, FEMEL LCEMTH 2 &5 KRG
EFEREINTE TN EHEL .

BAETd BX0l 2443 Kill Mo » 7=
7TV OEMTRD B, RO
Bt#y 172 offitcd v, KE¥R B LE
reuse I k- TX BIcEMck s L Bbhs,
oo feEEy EX-01 o FlKe L
TABBEEL 2T v, —ROEATRE®
K & OREEBEK W UEBEHITE,
FEHeBEKRTC LT, HEHHEALOMED
EBINDBIRETHD.

REEE, HHEEOW b 2, BEY
BOLELRERL 2T~ 3hTWws, EX-01
A AREHECE- T, £01EDHERHEN
e L TRHABESTh 5., Flad Kiil #
AIBEHoOBEGO &, FHl 8 H305 s
BERDTH SEMFEN R B Tt 2D\,
FEREO L3053 T 5 & T dE R e
ROBREBLEL B, '

2%, 3TRoYKEEELLLOXD L
RTEIELAEI D, BEOLIEOERE
HETRLES TVWOFLE LRV, COREER
CANTES -, 1 HOBHBEN 4 ARiET
B Kolff By Kill Mlic ¥ 3520wz 5.
FCI0A L LB A 2 7 D B/ Kiil &
ATBREFTH 50, BAOBIES CHR
2, EX-01 = 4 A %{F -3 i, no-blood prime
ThH o, BHFTERMS BB T L 55
A Kiil B dialysance kUL, “FRiid &
FRFHE WO RBEEMC X TENIRBTD
%.

MR A (750: 1) B EUCEBEERKTE
G555 reuse OER 4BEROTE
CH B2, b L routine LTI bl &
T TR %, EHTERE, REMRRCEy
TR BN & 2 TR B2 bRE UE#RR
F AL FEfiE B TW5,

SV eI 7 5 O B o disequilibri-

um syndrome TH 3, EX0l =120 <
dialysance 23\ BERRRHEN L sk
MBI Al s oo BRESHEEYE
DOPEAR I £ v disequilibrium syndrome
OHBELE I LEbb B LES N, EH
DOE % Tk, ©® syndrome DFEFR FDOHD
BRI % <, RIBOEE CRBHTEM O H
HEIPDOFR L EREOADHES X EIE
H#% & & ¢ disequilibrium syndrome &
LTHSEBRTWBDOREWERbRE, ©
haBLHELRWTH b, iy Kenne-
dy et al. (1964)2 RFHELCWB &L, 4
HER2OEFICHZ LIE> TEL BT Tl
ok B5. £, FEoRRcrRENENR
BEZrBwe BUN % 7T0mg/dl L\ TeEHEL
Tw 2 B%E kv blood flow 2 RiF, =
AAREE AL D TH, b b dialysan-
ce HindTd syndrome L FhcXnhn-o
7z.

ok koo syndrome FDE DS
ECRTE¥FLMIUC X > Tk VEED e
BDLINTWEE, RECRBEEREENT
BETCREINLEID TR WP EELB, TO
b EX-01 =14 K X % disequili-
brium syndrome HE O LERALETH 3 &

‘ A%\ﬁc

B0 N LEREROER E Zeto | ko
HE, B L WS 2 ERIEELLILWERS
BRI > TECTWwAEE, 1 Hic 8BERLL
E, B, BHRs LICEMsHFEILIOR
BEEBRO AE»BE 2 THTHRRRLELE
ol ThDH, chhbo NLBEFOHE LS
PR o ME < Twhie Bk, FEic
fBErs D h, TihbbiE s FERLEN
FTEHENIFHALD > THLIRETH B LB
5. o

LRSI oo EX-01 = A4 4 % Huvik
IVOFEC DO NWTORIEBE 2| TR IS
cD A AAERCTEN B SRy, BNEE
LT Fwls 205 REEITR v, e
B IRI (immunoreactive insulin) ¥ X of i
EEE, M xylitol BE A& S22 WEL CEE



BYE - (34 - Kolff AT OFESFA - MR

FOMRBICOWTHERE UM EELr ST
oo D THETS.

ENHREIOBIERHER

FEIFEE TV AP R 2R 38\ TI9694E10 A X
D IHADED D Kolff A T EX-01 = 1 A% [
W2 ERRER TR I /- T 5B, R 1Y
BN, EIAES T OBEETILEET

115

AT, DN 142 MO MEEN %3 Zin- 7z (197095
B8,

244 & LTk EX-01 v, Fc 1X 5 1sfEE
P oin- O e MBS O CONCH b EGL
AREBERERBII, BRELLUIFV XY —
1%, HBit Table 1 iRt o & HBOLO%
e, dextrose ¥ 721k xylitol % 1 B OE&T e b
100g/100L ¥ @ L =BT > A L 7. xylitol %

Table 1 Composition of dialysate solution (GFERTHIZRED

g/100L [ Na+ ’ K+ | Catr } Mg+t | Cl | Chicho?
NaCl 550 94 94
KCI- 20 2.6 2.6
CaCly-2H,0 15 2.7 2.7
Mgc12'6H20 7 1.5 1.5
CH;COONa -3H;0 300 3.6 | 36.6
Total 3| 2.6 | 2 1.5 101 36.6

Xylitol=1,000 g/100L
or Dextrose=1.000 g/100L

PIRE A X0 IR S OREFIL B 15D THb
2HE ML 6 » A CltEESHE SRS L\ 5 Ham-
pers et al. (1966)® M5 (970 DWENS B D
T 6 A BREIOEN &S LA IREL .

EX-01 i/ 2 % [l BHREGIC xylitol FHHTHE
FRsmEEE (outlet, inlet) 3 XU xylitol BE
OEERHERIL Fig. LR L e S & {C, FEHH-H-
Brml L € AE e iEED BT A bhinds 2.

Xylitol
(mg/dBS Blood sugar & Xylitol level (1% Xylitol dialysate )
EX-0T couple
500
2001
250 —
1004
[~ —= inlet
/ oo Qutlet
0 T T 1 [. T T T T
Pre 1 2 3 4 Post 1 2 3 (hrs)

Fig. 1 19 xylitol YHHel Mo kil X o' xylitol BEOFENF O RIS

outlet, inlet ¥ 3 K7\ AUBEHTES 1 BER, 2 BER,
3 IR OB B\ THY 120~130 me/dl o mukEfE
O EREZD Lk xylitol fREHOERCTHB DD,
ZOBIRITETH S, EiafF o xylitol fEr 18
M, 2BREBRE R ohCc AL, 480
FERTRTRACIS 455 mg/dl DRE ¥ C 7o T 5.,
FENE 1 RO mA xylitol & 436 mg/dl T,
WL O FHERH B, dextrose (EHDOENTHT

X275 b DMEHED ERA 2%, 1968 EE£ D 1 A
WHFHRD BABFRIES THRE L DL L, B
o dextrose 7% 200 mg % D41 128 mg/dl §if
#, 300mg% cix 1HHEA 135mg/dl, 4#5HEIE
150 mg/al /L, 500 mg % OB TIX, BHTEE
75 30 Sk ok 150 mg/dl L, 2KEEK
170 mg/dl rEmcsEE, 4RHEE ¢ 150 mg/dl &
HERL T35, XLICBENEF® dextrose 23 750mg
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%O TENBEGER 304 191 mg/dl L&
ERERIDOTH B, SEO xylitol BHETITL
XX O MBEED EF b ALREh- T2, 2oz T
xylitol 3 insulin independent ¢#H % = & & &1
BHELLEBERFESEDBSOFWEL U Citif#
Evx B, L LEfi S L i ol L,
TRED ML D MBI EETH B .

T TERHEAEALERBC RS 52BN O BEC
BNTHENPCHLED 1V = Vv EFYENEN
ENBOTLAEDD S hEVD 2 & ERHMOERC
Yo TETLBEOREREIHEIND LW OBEY
EFEIHREGU LD, SEZOBR L HE TR
BT EHFFHO B L TR £ &b,
xylitol % insulin independent CHB LicEH
L, BREBEOMBEAENFCLRAL Z LA 2 B
WiRERERL THTs.

IRT (immunoreactive insulin) OREIT, —BIC
Boithbh T\ Hales and Randle (1963) oy
T TR I n- Tz, TihbbERYEECOND L
AV ¥a Vv g ke —Eg&DO L traL
RAYYa VY EREL, CORBWTHAY ¥ a Y
VEALEy PIEY EEMZD. PELREELA
Y¥a YAy PEOHINCE D, HEL
€y MUFCHEENBMOESE L & HICET S L0
SEEXIRAL THW b Ths. tohErHnT
Fig. 2 WL 2L BHKELCEv Y — 158
(554.5 mg% B EDEED IRI OHERIT inlet,
outlet + 4, MEHD 2D ~THHL, Tcbb
IMEERT 1B B ¥ Cle 2 ER L, 2GR 36y
HIE & AT AEICHA L, ER 4Rz, 1S
HLTET\5, inlet, outlet ©H#ECIIFDE

IRt IRI
w EX~ 01 (couple)

+——* |nlet

a-mea Quilet
100

4 3
, P
0 P
5 4 Kindaly No.1

1% Xylitol
Pre 1 2 3 4(hrs)

Fig. 2 1% xylitol BB X V'FV £V —
1 S AR ORI IR LR

U TR 725 3 I H LB T outlet o IRT
BRPLEL o T B, LU 1 %D xyliol B
fEfARFD IRT OEKIT inlet, outlet L izl AL
59, IRI 0BT A Lo,

DT &b xylitol w35 R OEDEAO ML
BRIGIBEREBETL—REREALFAUEEL LY
HEEbiA.

£ ®

L H3 B 504887 Hamman et al. (1917)%, Willia-
ms et al. (1919)® % x ¢ Linder et al. (1925)7
LICRRBIEEE CIREEMAMEE L & T2 L ams
NTB, Ttk Perkoff et al. (1958)%, Cohen
(1962)%, Westervelt et al. (1962)10, Sagild (1962)
1, Luke et al. (1964)'®, Cerletty et al. (1965)
1 Tchobroutsky et al. (1965), Bfiggs et al.
(1967)'», Horton et al. (1968)1® 5 X » CIB sl
HHRZR T 50, HEERHOMBELEE-C, 1
VYo Y VESHENRE LS, WAL HDIRED
3 & TiEd B radioimmunoassay X B AR EY
EERENEBRCBObhS X Ry, S
HEH T 2T B8, IRAR OB RN/ R GHA
EHL B EE Z LIRERTH S,

Tkt Cerletty  (1965)' (AR IO
IRI OPELRER L D, BARLBENGFH 322 5
DHIIEH OB Lt L, £OI\ipD A~
Ya YV VEPKBEER TS C L REDI D LD,
REBEBECIIAY ¥a V) VIS EOREEI X 58
RBBH B A S5 LB L. Fic Perkoff (1958)%

" WA oEEY BUN ke, i EEE RS

T5 L LA, DKL Hampers et al.(1966)
YIXALENE B2 70- 7o REE B&© BUN 235
WL <, BUN Roi20REREZ RDHD T,
Cerletty (1967 MRS v ¥ = U v il
WENEETHO TR RN DL EO DAL T
%, o, TWwA ALY va ) Y EER
DONWTHIBICE LD THRBI LR TR E, TERELT
fvvay ‘/Vﬁﬂﬂv‘i 213 iEM S in vitro, in vivo T
T A b nO IR ERT A v v U v IHEWE
(insulin antagonist) \vbhT® b, HE4BzHHh
TCnBLDELTURDEDL 5 bONHD.

1) sAevEod o (hormonal antagonist)

R EHRALEY (GH), ACTH, BIgRE &
NEY, TAHTY, mEFRT 4 ViR EDERRL
=Yy RH5. LrLohbd mERME v 5 EE A
FUEHBEREET A vy ¥ VIBEDE L 13% 2
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Bhigo, BRI L chd OBRFSWHRE S
ZETIUEA Vv ) VEBERR 2L e s,
MRS L = Ul Bk & v & OB B ABE
X33, Horton et al. (1968)16 4 EWR4 M
ik GH 23835 & |EL T 5Ok Bk
BHLETH S,

2) mrEvPsofwEEo o (humoral anta-

gonist)

MEEAD 7FAT IV, q, G, 87T YV ¥z
B VAEEAL AV v Y VIHEERRS D LS
BAbh. BRFBEBECHEINTAONMET LT IV
MR TH Y, METAT IV EDLORITA
vva Y VEBFAR G, @208 £ albumin
1Z. < » o> &synalbumin antagonist(Vallance Owen)
L L OREBL CEOEAZ b D& dvbits.

F 7B ERERIAEE (NEFA) Zodord vy
= VVHEERAD D, dLinPo NEFA 235 5
DIy CHEITT TR BT B 7 P R Bk
BAVY2 VU VBREEN T T BEdvbhs.

D Avva ¥ vEHE

CHITERREZCEMEA vy ) VBB ST
7o el S VA BB % 3 o T, BERREERED
EHCEETILNERDS.

L E3EDNANAD ALY Ve UV EFHEC O
TONA, Fhb OFERIOBEHE LML I T
B OTIGE, ZRBRED & DnTEEE RS
BEER I UCATBRBECBT RV TER
PEER bt 5, kb Lv. GTT GEEIR
HERB) BT DK value &g, IRL /¢l %38
RUTWBD 23 F7 3R © Hampers (1966)® (2
Hutchings et al. (1966)'", Freeman et al. (1967)
18 Bagdade et al. (1968)192® 55Ch %, Tinkhh
Hampers et al. (1966)® (I mEHEH LB 75> T
35 foMMERERES IRI X0 GTT 2bk
NEFA #EL IR, 2EDTH AR 2.

OB AL B0 R BT AR & IR ERIE IR 7
DZTEEIRPWEFEEEL T 5,

@ik BUN Li2&BARTH 5.

@ 2 BEIOWE A7 mBOBENTR X - CliTpEga s
Ihb.

@ vy VVREHEIBITC L VEGEI RS,

@mEENTE 7 BRRIEL 72 B S 7O R B B
&Y.

® GTT ik vfidho IRI 125D 105 LA
)

@ NEFA B L CIIEE A L BT REEX R\,

P EDZ EnDINGILREBRED & STAECER
L, EABMcEEL 25 L 250D, fosABRE
HDOENLTH A 5B, NieHTOYEOHFELET T
b, 1V Y. )V VERDEOTFER LOENL 5/
Do, ou Freeman et al. (1967)1 (3547
DEERL Vv HELIE ZAEEATIZEALE
WEL 27 DWAELDTH B, BHTEFN26]
PUFCHE AV Y OEIMEHREDTND, FioE
P X B4 v > 2 ) VIRFEEDZEICOWTIER
CEETEOEAY LRE L, KEALvEY 20
BEHE & © Fpk e BARy ish & T\ 5. 1968 i
Bagdade!® 203 g OE 2 HER L, 128 RSB
BRI, FOMK tryglycerides 33 L U8 lipopro™
tein lipase activity 2852 &% b D, +0
ik, BHARHE SOV AL - 0Bl B LN
ELTWAS, LBLIDOZ AL ThlL, Fi v
RalsEE D EA X7 <, TR O glucose = acetate
ORI X BRSO AR EWBROEDTHH 5 &
L, %7 lipoprotein lipase @ _EF1I BN D ~2
Yy v infusion }:Eéiﬁé?ﬁ@% DTCETIeDA 5Dk
5L TCHATHS.

VBMNZ o TERBTIG L 2O REWELE R
3. TCRI19GMEZEEDIT Kolff AT KIT A%
PR O EEEED Bt iv. GTT XU IRI
WEr B r- T K value BT BReBEM©
TERBBREG LA CHMBRYHE, IS5 Un’
FEC k- THEEIND L W52k s, IRIIIRE
FERHIBEEAXL DR, EAFC I X{HEL, &
ExRL, THRLEBELBNBREFRCES WS
LB BNTRE A Y v a V VILEWEORER 57
BbLHD LG L. 5 (1969) LK EN %
Bt TSR oGTT (BROMERE) 282
7o\, E7c NEFA, Mg IRI 7p & a ML, B4
Bl T WBE T, ERRENEMEY R &
¥, BEHTEIE DO MR F W7 dEd R L 72 25,
NEFA Z® L T K&k BE L b oETE A
EDTEPEL B, WAL (19700* 1% oGTT,
g, IRI, NEFA, Y 7 a2<f FRIOZAa o
v 5 A b, B insulin disappearance curve g F o
MEC X o€, oGTT TiR0X &Y, IRI T8
RIBR260%, NEFA rIxtf@phc k<, EIE
HEOETFTAALRCEL, Y FE2<AL FFAL,
IH AT AP TCIRBEERRO &~ & kD,
insulin disapperance curve I\ ~H U3 L < EBIET
BEVSERY 2. TOIVENED oGTT <«
BT RTEC TR L, MBI X - CTEN
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INBAV Y= Y VEETWEE L TRELEEL Q0
B, BERALEBHRIGEOFETS LI, Th
DADEREDOREELAT Y 2 2=A A DORRL
EhTiabhnE LT3,

Fr-&ES 970020, 76 (1970)%%% i.v. GTT

X % K value, growth hromone 3 X 0% IRI %3

FEL, B X b Kvalue Bkx#Esh, 34 AR
BwcEElbL, BHH%5 BB B idbbh
Fehsfol LCW%, growth hormone (GH) 1%
ko CEEYELcAND Kvalue ¢ GH &
BRI OBAE L\ 5 BT, B 14
BrXsbtoThsr s LEHEL.

19704E10 5 © HABRFEF & Gl T3 3B
HEEEEIEREN IR TN S, ThbbsdEb (R
O X ATBVRERC X VRS L IRl O
ERTbb Y Y Y vORGE LU RIEOREL
FHEEC X VIR, LIIIBHBISE 6 &
Bb 122 0EBEEL, 1V v V) VEELRITE
FHE X » CTHEEIRAC & B REROTETE
BCRT DAY Ve VY OREOBERCERE 0
2, ThbbBENMHE X ORELSLENTOBEIL
AV va )V OBFSWBEB DO TXILAH 50 EH
BLTWA, FloHEL (AKX 1k glucose-into-
lerance L BAL & O B X0 F D3 OEPHEIR
Wit 77 742 © i W o W lipoprotein-lipase
(LPL) #wEizfliEL, 1480 #ic X » ¢ LPL
inhibitory effect (X445 HEERTH, 2FLL
LB SO EATS LA L. RS F
ER) % H#FE L AL X5 GH, NEFA oiERicdh
P riER oGTT o IRl %, %7 bAFTx~<AF
BIOZAH TV FAIEBRALTSE TOHEL—
HLUIEREYZ T 5. B

LB BE S X O MREN BE ST 55
OHEC VTR L L b ZDEL AT LT
DE o TP X 5 THBHBRNLIRIL b O ER K
T E LD THRDBEDEDI HICIRD.

D mIEEIC X b iEEMET L, THREeerass
TN, VWA Kvalue 3 X0 IRI BPEOECE
T ORI EEC LY 5T b CHEIFTHRN 2 B
DH 1A ATHEINS EH3L DB 6
A AHS 1 EMO BEBC X THFE IhD LR
h, LB 1BETH LRS.

2) GH iI&EMC X» CBEEZET 2 &nb,
MitEpEOHEL E oLt Bhbh s 1V ¥a ) v EH
WEOBERE D EUNOR - IBENS B &
D55,

3D Avva ) Yy BERBIIBEI D2, i
PEEROE AL B ENCILA v ¥ = ¥ v DBF WL
BIlrbhbdEBbhs.

4) FBERHO BEhd EXEby, B I
LPL B 835 & 3, iUl BYBRAHE 4 R
HEPELIBWEWDRS, COZ HITRmo I &<
FEFTRO 1 BNOBERRICTE L vbhts,
LPL {SEEEN 1T B35 28 s
O ERL T3,

5) NEFA @ZZEWHIEC BEETE RALICORT
HY, HEOB(LE &I,

6) MEBHC L VBHIINDAY ¥ U VIEHY
BrL UL, BRUDRECEANBIR TS, &
M FhEine TR e 28U EOERL2O 2 WL
SECHEMTIWEL L 5O TR rA 5L th,
Z DYy E OBEREHEICOERGISNBEEL T2 DT
PHIMPEEZLR TS,

IhHIEE CTEEDOBREONL L, BREDX
W, MEBIMC L » Tl LA v va U v EHE
BEF DN, FOEIMKBETCL > THEII
L - RSB OAR A AR -V AR Y DFEIEH
PRERENOTEE L W O BREY E T OTIRERLA 5
LEL TG,

XTEEOR o Tpstid ok, fERoHEE L0
T3z fE8IL B - 7223, Hampers et al.
(1966)® 13 BFAERB104 LI 1. v. GTT il
o IRI IMETTB Lo ThBH, EED RRT
13 i.v. GTT B L ok, Ak dbviis
WA, 4 RREEFTERGCC IR i Fv 50 - 1 8%
FEREE L CERLICES (Fig 2, Zhb OfEF
BB LT2~6 2 AXBRBLLLOEND TH
B, BT 1R ClmE IRD ik ©— 27ic@&L, 38
B E I E R AT ERE ST S, Do 2 EE
OTHEREOHFFC L DAV v a VY OGWEERT S
DHTIE L, BHEOHR AT A K~ A% B
BEZRLDD.

5 REEERTIE A DML T I 1 HD ToNk
DTEET BN, 1% 0 xylitol FHWHERBEED IRI
DRI HOWTDONRB L, dextrose BIEAHEAL
TVEB, TOERNTOE b LT, Bbik XOFH
DA 7 AL TR E LEBYy, A1vva vy
CEFEY, MEECER L A AXAFICh S,
475 k4 dextrose BHTHRMEFIC X b Wil L R
Thico Thichb L T 2B mEEIIAEF O
fLE WV IHENS E2 T BELBCBAETCHS L2
%, BrRe&BETCR S CHEBA L FRE xylitol off
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7% Spitz et al. (1970)2® o#ED =k L, AT
WAZh, NEFA BRZETHD, REEROIRY
—JHEL T HEHTH B BIE, xylitol BHTEXILE
WREBEFEEREE 25, T2 L Eifils 5 E RED
LSRR O BB BB ETH 5.

¥ B

D HEob» HOREHMED b & Tk MK
FENTE T RAERFHC 5T 3% o0 £EL
<. RERD =g Ak KT BEfiT, no blood
prime = A4 (EX-0D) fEfcX->7<, 1HD
BNTBES A FEAMB AR NIAGBRE2E
B AniZd v, KilBATBoF2: b
Bneknd o & eHBREL 2.

2) BT H O B IR o 78 B ik dexirose
FETW R ENBRRE LTy - 27cEL,
2 BFRILIZE SEFRI H ik, SR ETL T
Wi, BReBBEOmMEREoE TR, GTT k
X IRI o m ik, EHNKEETC X v
EXNDH, FOBRERELTL v V) v
WER b TWAER, FROH TR B
- 2BH OB I b LBbNE,

3 GH, NEFA /& ¥ o MEEHHOBHE &
WE o T, BAReRO MEENC X 5 EEER
HUEEOBER R > FOLTL B THB I,
BEIBHE bR T34 vy. v vHEHYE
ZOBDDH TR T, BREEZOHBERD
BAFAZ—~ARELCOBBEERLERICA
NBEREThHDEELD.

TEkz 2edich xylitol FRes X otm gl
BRI R et o = — F A RS LR T K
CERET 5.
EWLOBEE FE1H - F28) 1970F12A KR
TR bR E 6 BATEFHIEES RS TA TS
RELL.

& £ X B

D Bl - §H A BEOLPEOEENE
k5 Kolfffil ATH OFFHE (5 1#%
EX-01 3 3 0'5 REEFEFTIR O i RS, W
RATE, 16 : 565, 1970.

2) Kennedy, A.C., Luke, R. G. and Linton,
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kwell Scientific Publications, 1964.
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