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—CLINICAL STUDY ON DISEQUILIBRIUM SYNDROME—

Mitsuru Fuxvshice, Osamu Tapo, Satoru MATSUKI,

Masaru Mizocucur, Hiromi Tanaka and Hiromi Nigira

From the Depariment of Urology, Hiroshima University School of Medicine
(Chairman : Prof. H. Nihira, M. D.)

350 times of hemodialysis were performed at Department of Urology, Hiroshima Univer-

sity Hospital during two years period, April 1967 to March 1969, with a modified Kiil

dialyzer. Dialysis methods consisted of two-layer dialysis, two-layer dialysis with infusion

of hypertonic solution, and one-layer dialysis.

Clinical disequilibrium syndrome observed under the above methods was studied in

conjunction with pre-and postdialysis BUN, serum osmolar changes, amount of water extrac-

tion and changes in acid-base balance.
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WTAE, B s 5 MEBHOER TS T F
L, BERBREFS, ALEHFSRIUCAL
BYIE R IR EIC s W THIER D b OWMEHHE
LML TWBZ &b 055,

bnbho#FzEtd Kiil BATE»FERL
C19674 4 H X 019694E 3 AR ¥ T 2 EHK
LML 3 Flodiy, BEBERE 9 sl
FTHEREBHE B Lo . Z0 5 baltl
ez 2 FlaHmL, BEEReT1EM L
BFFETABTH - 12520,

BE 2 B Kill MATES X, DLfix b —
B IR Tws Kolff-Watschinger %,

i

“twin coil”’?®, Skeggs-Leonards-Brum 1%
48 Kiil 89 ATE 7% Qe gL CEHE
i Lo priming volume (9,000 cm?, 200~
250ml 2VphE <, BRAFENIC Lo T dis
equilibrium syndrome DEERDPIRDTH
5., ThEBAEEErL0EMACEEET20
FBHBRB O C A ARERO BELBRCHED B
h, EFReREHoRMNETCET 2858 TH
BEORURELEEEORE C X O RED R
i BB BB B, TORBIC O TREE
THRB T KBIRETR L, BITC XD MR
RERBEOEAHMET, BELVPED 28
HE, MEBREE, mE> Vv s, MK
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REOEBR NI X B OEERBROE LR Y
S ORFHEELDND LA TES.

B e BB A slow dialysis ic 3 b
disequilibrium syndrome @%ﬁg%/y il
portable kidneys!s22~28) QBIBNBRAIK I 7%
Phs >l T

SEbNbi, MEENC BT 3 ENETR
EEREY BHL <, BYHIEO nKRRER
(BUN), IMEBERE, KAOELRE XOMERE
S#R E OB L disequilibrium syndrome
O Fet: 2 OBIRIC oW TR 2 I L e @ THE
T5,

. M¥EHEN » disequilibrium

MREBEELWRESE

1) WHHEE

196745 4 A X D 19694 3 K ¥ To 2 IR B KR
FEFMUREHHFRECHR 2B Kill MATES
HEHL, 2EETRL 3 6B BEEIRSE 9 FI
344 [BDE} 350 [EOBENZ B = 7n- 7= (Table 1, 2).

2) BEHHE

B R ORI T TREED Lo
TEWT S, 1 EOBVREILREAE UCEHEED
2EHERTT ~8 KM, 1BERTIIO~12ERNTH
5.

#7- Kennedy 5570 (3B HK R EES A

Table 1
Hemodialysis in Treatment of Acute Renal Failure

Age
Case no, Disease No. of dialyses . Results
Sex
1 73,M  Ureteral obstruction 1 Cured
(carcinomatous invasion)
2 62,M Postoperative anuria 2 Cured
{ Nephrectomy )
3 58 M- Postoperative anuria 3 Dead

Colonbresecfion

Panperitonitis

Table 2
Hemodialysis in Treatment of Chronic Renal Failure

Case no. ?eg : Disease

i 31, M Chronic nephritis

2 53,M ?ephrofic syndrome
C Diabetes mellitus

3 32,M Chronic nephritis

4 23,M ¢

5 27,M ]

6 64,F s

7 a3 M Z

8 21,M #

9 36M

A\Y

Dialysis periods

No. of dialyses {Months) Results
1 Dead

4 1 Dead

] Dead

104 16 Living
118 14 Living

8 1.5 Dead

7 1.5 Dead

55 11 Living

46 7 Living
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Table 3

Variations in Hemodialytic Technique
(350 dialyses)

1. Two layer dialysis

2, Two

hypertonic solution

layer dialysis

3. One layer dialysis
Hin T H I EE fructose WA BIEL TV 523,
ZDOHER LU Ieh- T 2 BERBE K disequilibri-
um syndrome DRt T 2EELRL 30EH T,
EHTHIC40~50% fructose * sorbitol WA HEHL,
BHTBRAH 4 ~FEZ A X 0 1 o2 AR kg

D 0.5 EBHTT 1 BERIBTE CREERE L /2,

3) MEHE

MYEENEA S X O TR EIIREIR L DR L T
MEFRFREHR (diacetyl-monoxium ), MEBEL
(Advance osmometer), EEHEEF# (1. L. meterT
pH, Pcos #iIFEL, Siggaard-Andersen alignment
nomogram &.-¢ HCO;, base excess #BH) 7 &
DWEA I s\, KROFERBITHENARICHFE LR
L, FoErpifE (Qkg=ll) LTtEblL. BiE
PR RR DD 75\ 2 BIE B O50[E
DT DOABER LI,

alone 295

with infusion of 30
alone 25
4) EE R

disequilibrium syndrome » U Ci3EERE, =D,

nEek, GG, RSO, mE, S X omRe
OWCTHEEEL, ThDLORAFEEDRREILS BB
HE, FFEREAEKE L CESRCORLE.

m =
350 BB FEOWERIL Kiil BsHEE D 2 B

EABEH 295 |, 2 BEAETPC SRR SiES
BE Bole-fod o 30H, 1BEREEH BETHS
(Table 3),

1) Disequilibrium syndrome o R JEE
BT OME X 5 disequilibrium syndrome

DAL, Fig 1 ok {2 BERENR, 2BHE
FBEFTHCERE SRR, 1 BEABERBOINF

CRBEHAENBI L OB, FLTHEERORE T

Incidence of Disequilibrium Syndrome

(350 dialyses)

%
40- ] Headache
E= Nausea & vomiting
[ Twitching “"dg, disorientation
304
68/”5
20-
%205
=
=
Two layer Two layer One layer

with infusion of hypertonic sol.
Fig. 1



92 fBE - 130

7ed, B, B, Ers FoERAREERCEHL
TWBZ &% L, BENESE, R 8500
TeBHL 3BT TH B,

2) BUN [rERE &R & OBk

EVTEI D BUN WAEL CoRRF% Fig. 2, 3
WRLie. 2 BERB OB ST 5 BUN o2
41 mg/dl PLEOLHAERM, B, NEic SoRH
Ri\E <, 1BERBNT T 61 mg/dl Dl CRHR
3 < Ebivke.

Kiil # AT » mEEHT « disequilibrium

3) MBEBBECEEE ERER L OBR
MFBEEOETEY VR TS L1 BERERD
BAREFRORERCHE VESY Rich - 1ok, fio
FFFETICTRE 21 mOsm/L BlLEDOETHE
K& Hibhie (Fig 4, 5).
4) IRGEEE E FERREB L OBIK
KOTEEEF OB TIAERIY 2kg Blkicik
BE, ThbhOERT 1 BERBERO—EZKV-T20
U FEORERFEAR LI (Fig. 6, 7),

BUN Extraction and Headache

% Two layer
5 0? [ Two layer with infusion of hypertonic sol.
EE One layer 1
3
40 32/, ] 3/
7-
301
.
20- g
10 Y V ho E
o @ O/| i °/2| %
— 20 21 — 40 41 — 60 61 —
BUN extraction (mg/di}
Fig. 2
BUN Extraction and Nausea, Vomiting -
% Two layer
50 [ 1 Two layer with infusion of hypertonic sol.
EH One layer
40
Y
30 %
2
20 . ‘/ /u v
7
1883 %%
10
o l"/n1 % l°/2' "/wl%:;I /
— 20 21 — 40 41 — 60 61 —

BUN extraction {mg/dl}
Fig. 3
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Serum Osmolar Changes and Headache

% Two layer 5
50 [ ] Two layer with infusion of hypertonic sol.
HiE One layer ' %
%
50 —
%%
40 ?T
30 e
20+
10+ /
0
11 — 20 ‘21 — 30 31 —
Serum osmolar changes {mOsm/L)
Fig. 4
o Serum Osmolar Changes and Nausea, Vomiting
60
. Y2 Two layer
50# [ Two layer with infusion of hypertonic sol.
EH One layer
a0-
30
bha Ya %y
20+ Y
. 5/51 ‘/n
101 3 Ys
% F j Y
o 1 1
o — 10 11 — 20 21y — 30 31 —

Serum osmolar changes ( mOsmy/L)

5) BELVFEOED L ERFEH L OBIR
FEFTIRIC B D MKEEATFE O BB LR Ui
2, BEEE Y GC L RET S0, pH,
Pcog, HCOs, base excess /¢ & DZEEHEE & disequi-
librium syndrome OFRHIEL, ZFHONPIL O
ThREEPE D 7o b UT—EOEAAL L g h

Fig. 5

- 7= (Fig. 8, 9.

6) FriEE, FEEIEE L YoER

BT & ACHHEHE, TaE IS L OlNIERE
RERAMBReCIE, BEEARET2 EREELE,
Zhbip TR BITATE O ZEE 2 BUN € 61 mg/
al Plk, miEBAERE 31 mOsm/L Mk, KIEAE
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Water Loss and Headache

% V22 Two layer ‘
[ Two layer with infusion of hypertonic sol.
504
E8E One layer
I .
40- B
30
20
10- /
. / o
[+ / / ° )
41 -
Loss of body weight (Kg)
Fig. 6
Water Loss and Nausea, Vomiting
%] Two layer
50+ 1 Two layer with infusion of hypertonic sol.
HEE One layer
40-

s /2%
]
301 7
1% 5
5 W

20

10
%56 Yas
oL A% %, % %, %,
o — 1 1M1 - 2 21 — 3 31 — 4 43 —
Loss of body weight (Kg)

Fig. 7

40 U EoBERTEICR O CRE L, L LEE Scribner®® . first dialysis syndrome FBECE, &

PEER LR b b ST o (Table D). OFPRCIL AP DR RO 2R LR TR 5
Z &C, BIEREOBM»D 7 ~10A B HCO,

3 # ; OEE RV L, BUN #&BAETIT 0300

—igiz disequilibrium syndrome » L CITEEH, ELPRRTW5, 2R L CEdE R EI -

B, gk, TPEHE, 8, BT S OBRERAS TeBEOFNTPCE LN DERE, B, Bkl X o5
FEIT BN & 1S OFERIEHOIRIAS 2 Rz standard disequilibrium syndrome & BEA
BRI KHT5 E2 055, Tiobb BN O LROERIENLTELZLOTHD.

B SHETLD BICIWLTHERETS b0k Zo X 57x disequilibrium syndrome ORIk
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Acid-Base Balance and Disequilibrivm Syndrome
( 50 dialyses, Two layer )

[1']] Headache
s ;/' E= Nausea & vomiting
1/5 2/5
40 T
[}
301 !
ey
204 3/22 ;11'1_.
T
It
10 | Ve T
! i ==
0-0.05 0.051-0.1 0.101-015 0.151-
Changes of arterial pH
4/7
% T
501 ':':
]l’l
40+ nh
2l
304 1 i
20 !
-1 il
i il
10 [N
1 1 %
[ 1 h
- =31 -3—+3 +3.1—
Changes of arterial Pco, (mmHg)
Fig. 8

Acid-Base Balance and Disequilibrium Syndrome
2 ( 50 dialyses, Two layer )
3

% %
6604 (i1l Headahe
504 E= Nausea & vomiting
40
30
%0
20 Y,
2 19 2
19 ]111 /20
10 - Bl
2-39 4-59 6-
Changes of arterial HCO3; (mEq/L)
%
50
40 4
304
20 4 .
’ o o
i

0—29 3-s9 6-89
Changes of Base Excess (mEq/L)

Fig. 9
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Table 4
Twitching and/or Disorientation

Acute renal failure

Chronic renal failure

WCER e R R In 2 7o Dk Kennedy 5110 ¢ f
B, Flnhh & ORER O BT M BT O BT
REMEBIT S L DT, BROVNEHE I BHIC 3T
(LM IRSRIEE © (E T il L C IEBEh o R
BERVOBENDIE L, ZUSmEkEER (blood-
brain barrier) OFEIC X - THEBEEDL B IH~
DRFBEOBFTVRRI L ERTSE LI, FLT
CORFREDOET X b MK L BHEERE OMCES
EREE (osmotic gradient) 23U, KO 2R
FRCBATL CEITEY 43 2 & 2SERRE OBF
ERRUIe,  MIEBEF P ORENE BT, dis
equilibrium syndrome IR T I N b BERT
REROLNS 2 LR, FRORIEBEOLE)
I X 5%E% reverse urea effect LFlL7-.

0k 5k disequilibrium syndrome oZTc iE
FROHRELBE L EHYET TN B 2 L%, FOBO
B SRR LEE RIS 38\ TR B LT B 830
Dosseter &% (2 SEERHYIR BHEER O 258 7 i HOBHTC
BT, B Na/K i 2 WorEE &
BHCEELY 2L Cw b o EREERAL, = kiiE
BB DIR B D BRI R IR 5 BB AN

WEBPL T B, F BRI BRI R AR

TEBER S 35 2 U CIBIS L B Ml e 10 ¢, B
JERR & ERBHY (brain stem herniation) ©Ff Bt
DB T 5 28,29,39)

bhbh g Th 2 BEMBETCK S TIX BUN
WAt Al me/dl Bl E DB & CFRRBBHELSE b fo
DEFFLT, FJBHEHED X0 By 1 BEAS T
61mg/dl Bz 7B B CERRHELE EELE
oL Lk, MEAEFORFROBEREDL HThE
DEIHFERD BRI BHETL2 L% FTL0TH
%, :

BB R AT 30T B IE OB E AR b DTl
7oy, Kiley & Hines?™ [ 3FBECIVCEEZD

Case no, Gccurrence
2 1
4 2

W M- 720, B OLEEORER Sk, HR
SRR MO ACREBE L DX Bk BEFR S
B R AT R LR, e disequili-
brium syndrome & BREDBEATRIC DLW TR
SRL-oir Kennedy HCHBHH, MBENTE
AR BEATR L LTk cortical background
rhythm ©%Lh, alpha FOWHL, theta F& delta
PO ERBIT DI TN BB,

ekt L Hampers H¥i% 9 BOBIEFRNTEEC
o T Kolff AT (twin coil kidney). T6 f§
R A BN TR 35 e\, TR s X UR245F
RS D ST B & Vs 1O B oA L2k
L oBMAERL, ¥ Py 200mg/dl &
1,000 mg/dl o 2 FBOBHWAMEAL T reverse
urea effect OFPHELHE Uiz, BH-PO MR
HASENTETIC I LT 200 mg/dl YL 8 B 6 B,
1,000 mg/dl ¥ -Ci3 8 BiFF 4 FIASELL, SBEER
DIERE I TR SAPRD TN D.

LA LR ROBERR & L L i Frc o Tl
WL HHEO BEES IO BHEY WEL L BRT
i, OWEOMICHE B RESTD DRI
Fo 2 b B0 B OO R TFAEF TS
EERMELT D,

‘f’ﬂmc I.% disequilibrium syndrome O
reverse urea effect MAEE K& T T & 0EE
BhBM, FOMOETE L ChKOBREETFESRE
EDOIL, DIRERO LR & oVERIEHRE (body
homeostasis) ICHEL, XbRARHRERCETY
REZITIERELDLRS.

BRI AT 300 % R & I EER & DBIfRIC O\
TiE, Robin 5% 1 (¢ Posner L DREELRHD.
Fichb FERIICIED LT D acidosis %
allalosis, fREiii:o acidosis % alkalosis ORFET
R R A RIE L, MR acidosis < alkalosis
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CImE s 3 OB Ko HCO;s 13 Pco. 0% kic
—BRUCEET 52, Gk acidosis % alkalosis
TIEEHEKED HCO, 1xmE o HCO; oBjEixL
TEECIEH L /i i,

Z U CO 1Z B iRk L 5 %A%, HCO; 13 blood-
brain barrier ZHEHBEBLIE WO THE T &
ERTEDTHSD.

o LirFENicmE HCOs W EFATATRE
3 INF R IR BRI (b D &, BT TL T
%o pH oFBNIA, ZLCh® pH oF1L
LIEORFE LML 55 THAH S AR
T3,

WM R IRE B I acidosis 3B D, MK
@ Pcor B—RIETLCEHL DIEHVEFBEOTH
wHn, FLTREEOMEM: alkalosis OIRETH
L. CAUTIRRR AR R D KFEAL A BER XD
F SN CO B LRI NY, B L - Th
Pcop pMEL MR alkalosis TH D = LIk ik
RO acidosis MFEHRT HADTHS & bR T
B9, ZOkbEO pH XIEED, HBHLILLR
HL, LdbERROREBTH D0,

B X D M OB EORBCII R ) OB
B ELE L, 2 huos disequilibrium syndrome o384
CEETHZEHEZLRBD, bbb OB T
FBFTRIRIC ST AEH)+ disequilibrium syndrome
FHER L ORIRCII—E LIl @A RS hirh- fe.

MEEHE B L0 .ORE RO Zfbicon Tl Wa-
kin® 24 2 DB TH P Y v AEEOEVWEICHE
WL, mEF b v oAt 120mEq/L DFmd+h
ERERLEROBREDZS LT, LIZLIETL SR
e U B ERBELTWS, FLCMERZEE
OELL DT Y T ABL O PREEPLER
Bl ETEESREWEL, BREF Y v Al
T MATER L L b L CLBREDED, It
EDET, BBREAEREEET. 202 siZe + D
BT I\~ C % disequilibrium syndrome o FA 1
HUCEELRT THD & BT B,

BIEDHR LN D BFECH L TLF Y v AEEN
HBECE CERL, OFECTHRICERITHLZ &
T TREE LAY, LALPBERSR 125 mEq/L
DECHBENBBELRTNB X5, bhbh
BB DO 7 PV v 2 BEY 130mEq/L BEL Lk
oD BE O RIEL LIHBR Ui o,

Fic Kerr!'™ (X2 i ME B OED\, MEEEE
DEFHE L 3 EROKEOE Ll R E /s X
IV KELRHEYE L B LR MEL TS,

bhbho EGN TR Th Ko¥esE?” 208k
(FERAD 2kg Dlb) wind & ERFEEHER0Y%
TRAD L, FRBENE, IBEIEER COLE
IR MAER S 2L SEOBHIE Wihd
BUN 2 6lmg/dl WAL, mEgsk: 31
mOsm/L DA EETL, 2»oRkGiERE2 40 2ikx
TBETH- o2 LiL, ZOWREEST S —oDg
BEErzbhs.

disequilibrium syndrome OFBHrBIL T IE
BIWaS, 1) miEsbORROKRE CBHHRE &)
< TE, 2 MBBEEETIRWES, 3) KE
T L OIS L B IE T2 r5n ED
3HAK F & TEHMICB<T 5. Kennedy 515
P IR BEL BRI BEEENE Y N %
s, BHECFEE Iructose WA MBaHIE L CImEK & 4
FHEOBERAR 2 7 52 LItk D THTX
BLEERRELTAD, ZORERMCIIEDISREEY
a4 o & LChk mannitol®, glucose, saccharo-
se, urea!® 7nEnREZ Hh A, bhbiuiinEE
D LA DT, HEMHEL REIhTLE 5 &%
fructose ¥ & &=9E sorbitol WO NS EY B/t
7z,

REBERE CI— R &K RBORBIVE T OEMA
CHoC, PAIROEERRIEIL 5L vbh
TW5W, BWCEBEEREMYE L L <7 Py
ExEL+5hL, mPriivo s FoEss blood-
brain barrier” %@ @B L CEHRCINEHETTET
L, BoOaKRERHED e 7 FygEgsnsgmL <
BEEY ED 5% disequilibrium syndrome o %
EERFPT5E bbb TN 553,

¥ EHTRPCR RN L 50N O RRIEED
FlbaAdic < L, reverse urea effect H/hX T35
FoDIEA X T 52839 disequilibrium syndro-
me W3 AEWEE:L L, Hampers 5 |1t
LT paraldehyde = short-acting barbiturate
PERALCHBREDI L, FUEEKCH% diphe-
nyl hydantoin (Dilantin) % 200~300 mg #HE L
CEgH R LIz L Wy, Scribners® 4 first dialysis
syndrome DERBIERFCHEHL T 5.

#® E
196742 4 H X 019694 3 A K % ©o 2 £iflic
JA B REEE S MR FHE o Kill #
ATBZHEHL, 3[0EOMEER B
fo. B HIEOWTIE 2 B EYT 295 |, 2
BEAENTFCEREO RfE LY 2
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Ho30mE, 1BEMAERBETES. BN
B X RN disequilibrium syndrome
OREBLE BB MERRSER, LEBRE
JE, RGBERER X OBIEEPHO LT &
ORARICOWT BRET L Iz, Do ERYE
.

1) FHTHFE i disequilibrium syndrome
DIFEMER 2 BEABTCR AL, 2B
FFAT I R O AT, 1 BERENO
M B4 U e,

2) MBRKREBROPABE & OBARTIE 2
B REN © Almg/dl, 1 B EER T 6lmg
/A L EoETRARNEL Hbhk.

3 MEBBLEOETEE DK TR 1
HABENCTHERORAEC S T D HELZRD -
2y, fhoBHRHE TR WIS 21 mOsm/L
HEoZETHEAXRNEG S Hbh iz,

4 KRPEAELE OBRTREEDHE S 2
kg B hwwiat 1BERBHO —HEBW T
20% M Lo RBEEERD .,

5 MmKBEEFEHOLE sV THE—EL
FEHAR A B b o o,

6) fiEEAE, EEIREER 3 ERRL 28,
WG MERRERO WA 61 me/dl BlE,
MBEBEEOEKT 31mOsm/L HLE, Ko
SE AL EOBELRERC 8\ TREL &,
I R R RER R IR L e o 72,

KL OFEX19694F, BRI 51T B H57E B AW
REHEsRaR W TRRELL.
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