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CLINICAL STUDIES ON THE CHANGE OF BLOOD AND URINARY
GLUCOCORTICOID IN RENAL FAILURE

PART I. THE CHANGE OF BLOOD GLUCOCORTICOID IN ACUTE
RENAL FAILURE WITH SPECIAL REGARD TO THE PLASMA
CORTISOL LEVEL AND BLOOD CELL SODIUM AND
POTASSIUM UNDER STRESS CONDITION

Juichi KawaMura

From the Department of Urology & Avtificial Kidney Unit., Faculty of Medicine, Kyoto University
(Chairman : Prof. T. Kate, M. D.)

Adrenocortical function was studied on 25 cases of acute renal failure.

1) Plasma cortisol level before hemodialysis or peritoneal lavage was 38.3544.48 ng/dl
(normal value: 14.33£2.36 pg/dl, p<{0.001) and plasma corticosterone level was 5.001-0.89 pg/dl
(normal value: 3.224+0.84 pg/dl, p<(0.01). Both levels were, therefore, significantly elevated.
None of the patients showed normal pattern of diurnal change of plasma cortisol in which it
is high in morning and low in evening. Percent relative change between 9.00a.m. and 9.00
p.m. was +5.3% (normally —57.9% in average).

2) The high plasma cortisol level is probably, as in chronic renal failure, attributable to
decrease of urinary excretion of 17-OHCS due fo impaired renal function and simultaneous in-
crease of the plasma conjugated 17-OHCS. Besides, in acute renal failure, stress such as sur-
gery or trauma might have stimulated hypothalamo-pituitary-adrenocortical system promoting
cortisol excretion from the adrenal.

Disturbance of the diurnal rhythmic change in these patients may be explained by activity
of ACTH-releasing system not controled by feedback regulation.

3) The patients in diuretic phase with almost normal blood chemistry, after passing oligo-
anuric phase through dialysis treatment, showed decrease of plasma cortisol level but not to
the normal range. At this time, some diurnal difference began to appear (% relative change:
—~21.0%) but not so remarkable. Renal functional recovery in diuretic phase did not neces-
sarily correlate with urinary 17-OHCS excretion. The further improved renal function of crea-
tinine clearance over 10ml/min somewhat coincided with lowering of the plasma cortisol level,

but they did not correlate well. This is reasonable because renal clearance of plasma cortisol
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is extremely low. It is conjectured that the lowering of plasma cortisol is secondary to the
return of ACTH excretion to the original resting state under normal feedback mechanism as
well as to the accelerated conversion of the free form of 17-OHCS to the conjugated form.

4y 1In acute renal failure before treatment, blood cell sodium was 34.6646.76 mEq/L (nor-
mal value: 21.22+4.53mEqg/L), blood cell potassium was 68.614+9.66 mEq/L (normal value:
84.88+7.20 mEq/L). This increase or decrease was significant (p<{0.01), but did not correlate
with BUN or serum creatinine level.

The plasma cortisol correlated, however, with blood cell sodium (#=0.75), potassium (r=
—0.64), potassium/sodium ratio (r=-—0.74) and extracellular/intracellular sodium ratio (»r=
—0.77). It did not correlate well with intracellular/extracellular potassium ratio (r=—0.21).
The elevated plasma cortisol level might have acted toward inflow of sodium into the cell and
outflow of potassium from the cells, but these changes of both cations seemed to proceed not
synchronously.

5) There was no definite pattern of the plasma cortisol change during hemodialysis. The
plasma cortisol kept high level and even elevated during dialysis with Kolff type artificial
kidney probably because of stressful extracorporeal circulation.

Two hours after dialysis wth Kiil type artificial kidney, the cortisol level lowered to some
extent but not to the normal range (below 20 pg/dl). Pre-and postdialysis value of the plasma
cortisol was 33.2 and 37.5 pg/dl in Kolff type, while 37.84 and 32.4 pg/dl in Kiil type with
slightly significant decrease (0.05<p<0.1).

In in vitro experiment, there was almost no cortisol movement beyond the dialysis mem-
brane under concentration of the plasma level in acute renal failure.

Intracellular sodium decreased through dialysis (from 34.6 to 27.7 mEq/]1 in Kolff type and
49.8 to 41.1 mEqg/] in Kiil type), and intracellular potassium increased significantly in Kolff
type (from 70.4 to 78.5 mEq/1) but slightly in Kiil type (from 71.0 to 73.2 mEq/1). These find-
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ings, however, could not be related to the plasma cortisol changes.
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Table 1.

Acute renal insufficiency.

Age Ht | TP BUN | Crea- Na K Ca Ci
Case Primary diseases tinine Treatment Prognosis
Sex (%) |(g/dD)| (mg/dl)|(mg/dl) (mEq/L)
1) I.0. |5M | Bil Renal stones; nephrolithotomy 30.0| 6.6 | 110.0 7.8 125.5 6.0 5.4 92,0 H.D. Kolff (2) died
DMK | ror | K rerovaseuar byportengion; nephredtomy |5, 01 75| w00 | 120|190 67| 56| 900 B g gy | ded
3) K.O. | 58F | Uterus carcinoma, postrenal anuria 29.0 1 6.5 135.0 6.5 1132.5 7.0 | 4.2 98,7/ Urinary diversion| live
4) H.M. | 61M | Renal embolism 49,0 | 6.9 110.0 8.8 | 128.0| 6.5 4.8 | 85,0 none died
5) T.Y. | 43M | Subtotal gastrectomy 25,0 | 6.8 180.0 12,21 129.5| 5,8 4.8 | 98,0 H.D. Kolff (3) live
6) T.M. | 57M | Subtotal gastrectomy 33,01 7.1 110.0 8.9 | 132.0| 4.7 | 4.7 | 94.0 H.D. Kolff (2) live
7) N.N. | 40M | Subtotal gastrectomy 36,0 | 6.8 160.0 14.1]180.0] 6.9 | 4.7 | 99.0] H.D. Kolff (3) live
8) E.N. | 31F | Artificial abortion ; hysterectomy 21,5 6.5| 110.0 8.9 | 124.0] 5,9| 4,9 90,0 H.D. Kolff (2) live
9) A.H. | 29M | Subtotal gastrectomy 30.0| 6.9 | 140.0 11,0'| 127.0| 6,5 | 4.4 | 97.0 H.D. Kolff (1) died
10) K. K. | 43M Tleus 31,0 6.9 120.0 8.8 | 125,0] 6.5 4,5 90, 5] H.D. Kiil (2) live
11) L.H. | 45M | Cholecystectomy 29,0 | 7.3 100.0 9.5 | 129.0{ 6.6 | 4.8 | 92.3 H.D. Kiil (1) live
12) U.K. | 60M | Subtotal gastrectomy 53,0 7.5 | 168.0 8,5 | 140.0, 5.5| 4,5| 99.0 H.D. Kolff (2) live
13) J.S. | 3M | Bil cortical necrosis 30,0 7.1 125,0 10.1 | 125.0] 7.0 | 4.8 94.3 H.D. Kolff (2) died
14) M.N. | 61M | Prostatic carcinoma, postrenal anuria 29,51 6,8 120.0 4,9 |1 133,0| 5.8 4,3| 95.3 Urinary diversion| live
15) H.N. | 38F | Pheochromocytoma ; f;;jggfégls{’lgi‘f{bogmm’ 20,0| 6.7 88.0 5.8 |132.00 6.4 | 5.8/| 98.6 %_%. Kiil (1) died
16) §.K. | aep | Abdominal trauma, pneum(’thozﬁ{mr accidenty | 29-5 | 7.1| 195.0| 10.5|185.0 6.1 | 4.3 100.1 B W died
17) S.M. | 25M | Cerebral tumor ; ventriculography 30,0 7.1 120.0 .01 133.0/ 5.5 4.8( 99,1 P.D. died
18) K.T. | 31M | Acute pancreatitis 22,0 7.8 190,0 .2 129.0, 6.0 5.1 | 97.0 H.D. Kolff (2) live
19) K.O. | 42M | Subarachnoideal hemorrhage 31.0 | 7.5 ] 125.0 8.8 | 139.0 4.9 | 5.3 | 100.7 %% Kiil (2) died
20) Y.K. | 58M | Abdominal trauma ; motor accident 36.0 1 6.5] 155.0 12,1 | 125,01 6.6 | 5.6 | 88,0 H.D. Kiil (3) live
21) S.0O. | 19F | Artificial abortion 33,01 6.9 | 110.0 8.5 1 130.0| 6.5| 5.3 | 90.0f P.D. live
22) M.H. | 34F | Sublimate intoxication 26.0{ 7.2| 100.0 7.51132,0 4.7 | 4.5| 97.2 H.D. Kiil (4) live
23) U.H. | 75F Ileus 36.5| 6.5 | 140.0 8.8 | 125.0| 3.2 | 4.6 | 86.3 Gastric lavage live
24) H.K. | 45M | Bladder tumor; postoperative anuria 44,0 | 6.8 ] 180.0 6.8 | 140.5, 5.9 5.0 102.5| Urinary diversion| died
25) T.M. | 25M | Abdominal trauma ; motor accident 24,0 | 6.5 90.0 9.9 | 136.0| 4.2| 6.0 | 103.9 H.D. Kiil (5) live
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Major complications and/or causes of death !Autopsy

Jliwt
Case | Primary disease
[‘H_‘k,
D I1.0. | Bilateral renal stones !
‘ :
. : Translumbar aortography :
2 M.K | Hypotensive shock {
|
4 H.M Renal embolism
‘ ;
| |
9 A.H Subtotal gastrectomy ‘
| Bilateral cortical necrosis !
3 D
13 7.8 Diabetes mellitus
. i Pheochromocytoma i
15) H.N. i Transfemoral phlebogram \i
16) S.K. ‘ Abdominal trauma
| Cerebral tumor ‘
17 S.M. \ Ventriculography
| Subarachnoideal hemorrhage !
19) K. 0. \ Seminoma \
2¢4) H.K. ‘ Bladder tumor 1

Congestive heart failure ;
Intestinal hemorrhage i
Uremia

Pneumonia

Congestive heart failure |
Uremia \
Rt. renal embolism

Lt. pyelonephritic contracted kidney
Hyperpotassemia i
Aortic valvular disease |

Prneumonia .
Uremia |

Intestinal hemorrhage
Bilateral cortical necrosis
Hypotension \

Pneumothorax
Liver damage
Uremia ‘

Unknown i
Not uremic
Cerebral thrombosis. No metastasis of seminoma :

General malaise
Pneumonia
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2 EIEL, 5ml chloroform 12T 2 Bt a ks o /o

Ly, TAR VbV EREE YL C, SKRERS + Y
7 4 (anhydrous sodium sulfate) ~CRizk, D¢

EXEVERALS SEERET L. o8I wESY
STtz r 10ml n-hexane 1imcpe 1, 5ml carbon
tetrachloride 1= - corticosterone 4%, 5ml chlo-
rvoform 2T cortisol HEEFNFI 2 ERITL,
4.5ml DIHEFE (0% Ml =2 / — 1) BWNZ T,
5% Beckman #ENEEFHCC, —&kER 470my,
ZWER 530mp CEEL .. standard LT,
cortisol (¥ 2.0y/ml, corticosterone % 0.47/ml %
AL, blank XU C#AkERERAL .

1D HEMELE, RBERCoOWT, BERlELT
8.30~9.00 a.m. = cortisol 35 X Ot corticosterone |
FROBRMER o127y, TOHEESLT1H
O EITHOLEAL D S.

9) MEFEHTF D cortisol, corticosterone O FEFRFHY
B L b, JIEBL X ook Kolff B ATE
I »l0f1 2B o mEEN, Kil ATERCI% 8
FEFI 9O MEFET BT THL. R,
Kolff Bz X 5 8 BloZEHHy, Kil #ic L% 5E0%
¥, BHERKO inflow tract (BIRED & out
flow tract (BIRED X pEEMmL, KA T cortisol
T, BFEERYIC extraction ratio (BRE=) 2 E
HL .

A—-V

X100 (A« BIRE, Y : EIRED

BT Kolff # A TR ¢t Tra-
venol %1 Kiil LA
TERE T 2 layers standard Kiil dialyzer % {FH
L, BEEEgiEc o, BeET6~8HELL
et BEOPRRET X - Tir2~3HHLAERTE
o TeEFL B 5. Fiz, HERRE Kol Z-cix
Table 3 © = » &A%, Kiil B¢y Tabled o Z
LEHEDLORERE LA, XLRLECIEU THER
o Na, K EZEdy B 70, glucose % Mz T
osmolality ZFEEL -0 Uiz, [EEEFRI Table
5 02k 2EROERTRERL, R Aspara K
% glucose ML T K¥ == osmolality 2 5R3EL
fo.

753, 1968424 ALIMMIE & L CIBmi AT O-
BICFRECHERL T Kolff Bips Kiil Bz
ITEEHNT £ D 2zt 7od?, 4B JECn- T
LUBRSREMAO MEBTCE, 1968F 7 B LT
Kolff #1& Kiil Blom A TBMA#EAL, 1968%F7
BURTOMES: Kolif Moz e FER L. i, FA—
BT Kolff 782 Kiil Bla-#HH L fEFIE 7.

3) I cortisol © HAEE) : BRI A LD
BRI REL PG A UNE R, REROREETIE25
FEGIE 5 e LB NEENIEBR TE - Zh

R E LT

oL

Kolff’s twin coil kidney %,
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Table 3. Dialysate of Kolff’s twin coil kidney.
| mEq/L
Constituent gm/100L } mOsm/L
| Na E K \ ca | Mg } cl | HCo,
NaCl 570 t 98.0 ‘ | 8.0 [
NaHCO; 300 35.0 35.0
KCl 30 3.7 3.7
20 zs] 25{
10 1.3 13]
CaCly 28 5.0 5.0 |
MgCly 10 , 2.0 2.0 f
Total 5 133.0 (‘ 7| 5.0 ] 2.0 ! 108.0 5 35.0 | 284
Glucose 500 } ! 3183
1000 : i 340
1500 ‘ 365
2000 | [ [ 390
Table 4. Dialysate of Kiil dialyzer. Table 5. Dialysate of peritoneal dialysis.
Kindaly solution 28 (W/v%) Peri-Solita “*Simizu”’
NaCl 20,25 NaCl \ 0.5553 B4 %
KCl 0.52 CaCl,-2H,0 | 0.0331
CaClz.2H,0 0.65 MgCly-6H,0 l 0.0152
MgCly-6Hz0 0.53 NaCgH,0s i 0.5043
CH;COON=z-3H,0 } 15.78 Glucose 1.3
Glucose (CsH1206) | 7.00 ‘ mEq/L]  mOsm/L
CmBq/LY (mOsm/Ly Na ‘ 140.0 140.00
Na 132.0 132.0 Ca ’ 4,5 2.25
K 2.0 2.0 Mg 1.5 0.75
Ca 2.5 1.25 Cl J 101.0 101,00
Mg 1.5 0.75 Lactate : 45.0 45,00
cl 105.0 105.0 Glucose | Gsog) 7222
CH,CO0~
: 33.0 39.0 Total | 220 361. 22
lucose (200mg%) x‘ 1.1
Total | 2760 285.1 Ljet01o,

B SEEGIC DU TR APRT 9 I L A48 9B & cortisol
VAR LT, WAL D AL BER (KT
&) % % relative change » U CEHL 721,

9% Relative change (%RC)=

9.002.m. —9.00p.m.

x 100

9.00a.m. +9.00p.m. ~ ~

4) 1m#E Na, K {3 Coleman flamephotometer,

Ca i3 EDTA &,
TEhThEL 2.

Cl 1. Schales-Schales iz

5) Bk Na, Kk, £mNa, K ZERCHEEL
T, WD Rowell-Boutwell o= I v I EH

Rowell-Boutwell : [fii¥kpy Na(K)=
41 Na(K)—ﬂml_ﬁi;fgE Na(K)(1—Ht) mEq/L

6) T EHCEFT B on Tk, miERERR
Erma refractometer, BUN (% acetyl monoxime
¥, Mgz v 73=vik Folin Wu B2 hTh
WL .

D ZR, BREEOD X T, FIRMEELCE
BUD TS D3N B 6 EFWDNT, R 17 0HCS {Ex
IFs cortisol v -</v & B CHIE L 719,

ZhbHmF, RbosrErPEr3nWLT, #
R TSR A L 22AY, b cortisol,
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corticosterone Iz ™ chloroform & carbon tetra-
chloride(pusg (b £, FR 170HCS FlE® o chlo-
roform, n-butanol (¥, X ST L-LOREBAL
7219, e 17T0HCS JRE D& E Kt acetylphenyl
hydrazine %L 7.

7e¥3, fMuHe cortisol, corticosterone ¢ BN MRk
Na, K BOEFERBE L LT, SHE, FEENE
T, PWSIMMERODORD b EERSERE Y
4114 L WRBFEM S 4, B#f2 4, BT 2
B, 0BT L BARE. EAT0~30F, BFIL,
TFT7THTHot. %, M cortisol © A PEE)
DIEEMEREL Tk, AU MRSEEN44, &
Eo &, KRIF LA, F8EE LAY

4 BTRHER

Table 1 1 255E81 D AR 0 A LZ2FT B HIER
ORI mEHRER (TP) 11FH 6.9g/dl
(6.5~7.8¢g/dl) LERHOTRERY, mpREER (BU
N) 13 132.8 mg/dl (83.0~190.0mg/dl), miE
7 v7F=viEEE 9.1 mg/dl (4.9~14.1mg/dl) &
Z & A EDEFICHFEELL LD azotemia #2L T
fo. MEBAEL Na (31578 131.0mEq/L (124.0~
140.0mEq/L) L0k Na fififd, K 13°F#8 5.9
mEq/L (3.2~7.0mEq/L) *:&EKMmiEwRL, Cait
Fig 4.9 mEq/L (4.2~6.0mEq/L) LiE&EE, Cl
135F 95.3 mEq/L (85.0~103.9mEq/L) & =%

~90
-70
80
160
;.
450 M
L]
L]
da0 .
Mean S
value [
H
ﬁ30 oy
go
Normal
range 120
(2x8.0)

Plasma Plasma

cortisol (ug/dl) corticosterone

(wg/dl)

Cl MEHRL Tz,  Ht {Eix¥1531.6% (20~53
%) TRRRMOBRE L, HHEEFDO HE v
SAERBLIch D EBbs.

1D Table 6 1 ik255EFID AL D MEE cortisol,
corticosterone 7¢ 5 URIZ cortisol/corticosterone H %~
AL, HibeTmEke Na (Na), iR K Ki),
MmEPR K/Na b (Ki/Nai ), X O0MmERAMD Na

fi5E Na (Nae) . L IMER K (Ki)
Ho frpi Na (Nagy MUK Tgee R (Ko

TRL7z. ok, EERREFIR TS E &7,

Fig. 1 12d 57T plot LAz &<, fuff corti-
sol |17 38.35 ug/dl (S.D. 4.48) LIEEHITHA
IR A & b, corticosterone (33 5.00 pg/
dl (8.D. 089 &, MUKEFHELI D IENEXY &>
7B, cortisol 12 KRB EEITFD bivin- e,
cortisol /corticosterone fhix cortisol v EF %
KL T 8.0 (S.D. 1.3) rEEBILNTHEICE
FL T

mfERPE Na(Nai) % 34.66 mEq/L (S.D. 6.76),
A KK 11 68.61 (S8.D. 9.66) LIEEZCIL~T
BHETHEINS B EES L Tie.

mERP K/Na i 2.1 (8.D. 0.5) & Ki B,
Nai Bn# LT, HECETFLE.

MmERPS D Na [ (Nae/Nai) f Nae 4>, Nai
#imotow 4.0 (S8.D. 0.8) LETL, mikpsto K
B Ki/Ke) & Ki b, Ke #mas, 12.0 (S.D.

-60 100

5 40
Red blood cell Na  Red blood cell K
(/\/ai)(mE%/L) (Ki)(mE%:/L)

Fig. 1. Acute renal insufficiency before treatment.



Table 6 Nae : plasma Na Ke: plasma K

Plasma cortisol Plasma ) Plasma Fed blood cell | Red blood cell | Red blood cell
Case corticosterone Icortisol/ Na (Nai) K (K Nae/Nai Ki/Ke
pg/dl pg/dl ‘ corticosterone|  mEq/L mEq/L K/Na
1) I. 0. 37.1 4.3 8.6 28.8 64.7 2.3 4.4 10.8
2) M. K. 38.0 5.7 6.7 38.1 61.7 1.6 3.6 9.2
3) K. 0. 28.1 3.7 7.6 24,6 66.0 2.7 5.4 9.4
4) H. M. 48.0 5.7 8.4 46.4 62.2 1.3 2.8 9.6
5) T. Y. 39.0 4,9 8.0 45,7 73.1 1.6 2.8 12.6
6) T. M. 28.0 3.8 7.4 37.2 70.1 1.9 3.5 14.9
7) N. N. 28.5 5.7 5.0 26.4 74.9 2.8 4,9 10.9
8) E. N. 54.6 4.6 11.9 47.5 55.8 1.2 2.6 9.5
9 A. H. 30.5 3.6 8.5 32.0 62.0 1.9 4.0 9.5
10) K. K. 33.9 4.4 7.7 33.0 64.5 2.0 3.8 9.9
i1) L. H. 42.0 5.2 8.1 34.0 63.5 1.9 3.8 9.6
12) U. K. 26.0 3.1 8.4 34.0 68.5 2.0 4.1 12.5
13 J. S. 37.1 6.2 6.0 38.0 67.0 1.8 3.3 9.6
14) M. N. 29.9 3.1 9.6 33.0 70.0 2.1 4,0 12.1
15) H. N. 56.3 6.2 9.1 52.8 62.8 1.2 2.5 9.8
16) S. K. 54.8 6.0 9.1 42.0 62.0 1.5 3.2 10.1
17) S. M. 48.4 8.5 5.7 38.0 65.0 1.7 3.5 11.8
18) K. T. 33.1 7.3 4.5 21.9 81.4 3.7 5.9 13.6
19) K. O. 46.6 7.0 6.7 36.0 70.1 2.0 3.9 14.3
200 Y. K. 57.0 4.8 11.9 25,2 75.5 3.0 4.9 11.4
21) S, O. 34.8 3.3 10.5 27.0 72.8 2.7 4.8 1.2
22) M. H. 27.5 5.8 4.7 25.0 57.5 2.3 5.3 12.2
23) U. H. 34.2 3.2 10.7 20.8 68.5 2.3 6.0 21.4
24) T. M. 39.6 4.6 8.6 45.0 85.7 1.9 3.1 14,5
25) T. M. 25.8 4.2 .1 30.1 90.0 2.9 4,0 21.4
Mean (n =25) 38.3544,48 5.0040.89 8.004%1.30 34.66+6.76 68.61+9.66 2.10£0.36 4.004£0.80 12.0042.30
Control (n =20) 14.334:2.36 3.2240.84 4,50£0.60 21.224+4.53 84.8447.20 4.20:£0.50 6.70+1.70 20.8042.76
Student’s t P <0.001 P<0.01 P<0.005 P<0.01 P<0.01 P<o.01 P<0.01 P<0.005
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2) My ENT D cortisol, corticosterone dZE(k

Kolff #I AT Bhgv= C10ER12M], Kill BA T
V2T 8 SEF 9 BT W~ T, B cortisol, corti-
costerone VS DZ LA L H_% (Table 7, 8).
corticosterone DOZE{LIE, I E EWHT LD T,
cortisol & » HIFCR/R3 5 & Kolff #wix Fig.
13, Kiil #¢it Fig. 14 o2&,

Kolff #l-cix, FATRIMEIL cortisol v~ U230 iE
RL T, 6RFEEENTT, X L35
ERRRATHIEG EH BN BD, BRI THICI
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Table 7. Plasma cortisol and corticosterone during Kolff hemodialysis (pg/dl)
Case Before lh 2h [ 3h T 4h J 6h
1) I.0. 37.1 (1.3) 47.5 (1.9) 56.0 (1.6) 42.2 (2.4) 36.2 (1.9)
2) M.K.(1D 38.0 (5.7) 43.5 (7.4) 46.8 (9.6) 56.2 (8.4) 58.2 (7.4)
@) 41.2 (7.5) 47.9 (8.6) 46.2 (9.6) 48.1 (7.8)
5 T.Y. 31.0 (3.6) 21.8 (2.4) 22.5 (1.8)
6) T.M. 25.8 (3.7) 30.0 (3.9) 28.8 (3.5) 26.5 (3.4) 25.4 (3.5)
7) N.N. 31.0 (5.5) 28.0 (5.2) 25.0 (5.3) 31.0 (4.8) 32.5 (4.5)
8) E.N. 24.6 (4.6) 35.1 (4.4) 30.2 (4.4) 32.5 (6.0) 25.2 (5.2)
9 A.H. 37.0 (5.2) 27.0 (4.3) 33.3 (3.8) 31.8 (3.8)
12) U.K.(D 26.0 (2.4) 20.4 (2.0) 21.0 (1.6) 19.8 (1.6)
2 34.6 (2.1) 30.0 (2.2) 39.2 (2.0)
13) J.S. 37.1 (6.2) 32.5 (5.7) 39.1 (4.2)
18) K.T. 30.5 (6.5) 29.8 (6.0) 30.0 (6.2) 27.8 (4.9) 25.5 (4.8)

( ) : corticosterone
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Table 8. Plasma cortisol and corticosterone during Kiil hemodialysis (pg/dl).
Case Before ( 1/2h ( lh 2h { 3h { 4h 6h 8h
10) K. K. 32.5(4.2) }S0.0( 3.8)125.8( 3.2) 30.1(3.8) 32.2(8.5)
11) L. H. 41.5(5.0) 38.4( 4.8)140.5( 4.9) 35.5(5.0) 36.6(4.9)
15) H. N. 56.3(6.2) 57.0(11.4)|59.2(10.6) 63.3(6.2) 59.4(6.8)
16) S. K. 22.2(4.9) 29.2( 5.8)(23.8( 5.6) 25.5(4.6)
190 K. 0. (1D 46.6(7.0) 36.5( 8.6)137.7C 7.7) 30.0(4.0) 31.9(6.0)
(2) | 48.4(9.5) 43.5( 5.9)]44.2( 5.9)| 48.2(6.2) 52.5(7.2) 44,2(8.2)
200 Y. K. 52.5(4.8) 48.8( 5.1)133.3( 4.5) 44,5(4.3) 43,8(5.0)
22) M. H. 25.8(3.8)| 19.0(2.8) 29.5( 3.1) 21.3(3.3)) 17.8(3.7)
25) T. M. 25.3(4.3) 21.3( 3.2)[20.3( 3.0)‘ 20.5(2.8) 15.8(2.6)

( )3 corticosterone



JIlk  BR4 « glucocorticoid

60~ MK

MH2)

Plasma cortisol (q/dl
)]

0 ; 2 3 4 5 2
Duration of hemodiulysis (hours)
Fig. 13. Plasma cortisol during hemodialysis
(Kolff’s twin coil kidney).

100~

0.

g0~

T s T
T \\ TP

Plasma cortisol (ug/dly
> -
e 4&[7‘ —
J/
=z

P VAL
e LA,
KO

s0- A

| . SH.
26- 7 MH,

] .M.
-

i

H . 1 il 1 L 1 I3 J
b & 5 &5 6 7 8

“ Duration of hemodialysis (hours)
Fig. 14. Plasma cortisol during hemodialysis
(Kiil dialyzer).

Kiil By SFEIEN ¢, 2L L TEELYHRD
¥, BETTHECRRLRBA T AERE D, BHRT
RRICIERETO v~ X D BEFEECE D2 L ST
H5. »

Zhb MATLEBRC X % MBI X T hyper-
cortisolemia (X &3 ¥ FEE ZUF7n\ T Lavbdo
7o
Fie, ATEHEOmMEERO inlet & outlet §f
s S ERIZ B U C, cortisol 2o\ T D extraction
ratio (F3EK) % L 5T hiz. Kolff #Ci3fERIL,

197

2
o)

7

W NN

Ny

2, 5, 8, 9, 12w, Kiil #-ci3dEFN0,
15, 16, 192 u~C Table 9 3 X ¢ Fig. 156 i« %D
mRAERLI.
Table 9. Extraction ratio (%) during
hemodialysis.
Kolff twin coil kidney
Case  |Beforel 1h | 2h | 3h | 4h iéh
DI.0. \ 14.0 | 18.1 12.31 7.1 3.
2)M.K.(1)f 6.6 | 0.9| 5.5 0.4 1.
(D) 24.8| 3.5 0.9 22,0 |
5)T.Y. |22.6 1.8 3.
8)E.N. [19.9]17.9| 4.6 7.4 116,
DA.H. | 37.8 5.6 15.3 18,
IDU.K.(D) 14.6 7.4 9.5 |17.
(D) 31.2 25.3 125,
Mean \ 21.4 | 10.1 | 4.8 13,1 { 10.3 12,

Kiil dialyzer

Case

10) K.K.
15) H.N.
16) S.K.

19) K.0. (1

Beforel 1h | 2h ‘ 4h | 8h
‘ :
|

| 17.5 1 2.5 2.5

| 5.5 8.5
i 23.6 | 20.2| 7.1]15.0 ‘\ 0.3
| 5.017.1| 3.4, 0.8

|
| }
20.0 ] 0.8 | 14,1 8.3} 13.2
26.7 | 5.7 ! 3.3 10.9 | 14.0

Mean

"18.6] 9.3 6.1 8.1, 9.0
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Fig. 15. Extraction ratio of cortisol during
hemodialysis.
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Table 10
Case Plasma Na PlasmaK“ Red blood | Red blood ” ‘ Plasma
Before and after (Nae) (Ke) [cell Na (Nai)|cell K (Ki) | Nae/Nai Ki/Ke cortisol
hemodialysis mEq/L ‘ mEq/L } mEq/L mEq/L pg/dl
‘i ]
DI.0 {Before 125.5 5.0 | 29.0 65.0 4.3 13.0 | 37.1
- Y- After 132.5 4.2 [ 21.0 87.0 6.3 20.7 36.2
2) M.K {Before 139.0 3.7 | 38.0 62.0 3.7 16.8 38.0
(1D After 143.5 4.2 | 13,0 84.0 11.0 21,0 58.2
(2){Before 135.0 5.3 | 14,7 92.0 9.2 17.4 41.2
After 127.0 49 | 10.0 97.0 12.7 19.8 48.1
5 T.Y {Before 129.5 5.8 | 58.4 93.6 2.2 16.1 31.0
< 1 {After 148.5 4.6 52.0 93.9 2.9 20.4 22.5
2 N.N {Before 129.5 6.5 33.0 57.5 3.9 8.8 31.0
- N After 125.5 5.7 | 46.8 60.0 | 2.7 10.5 | 62.5
8) E.N {Before 124.0 3.9 47,5 56.0 2.6 14.4 24.6
- N - |After 129.5 3.8 42.6 64.0 3.0 16.8 25.2
12) U.K. {Before 139.0 5.5 | 14,0 69.0 | 9.9 12.5 26.0
(Ol Atter 132.0 47 | 22,0 77.0 6.0 16.4 19.8
(2){Before 187.5 42 | 545 57.4 2.5 13.7 34.6
After 135.0 3.6 | 25.3 6.0 | 5.3 18.3 39.2
18) K.T. {Before 136.5 6.4 J 22.0 81.4 ‘ 6.2 12.7 30.5
: After 133.5 4.2 16.4 77.2 | 8.1 18.4 25.5
132.8 ] 5. 34.6 | 70.4 49 | 13.9 33.2
Mean {Before (124.0~139.0)((8. 6~6 5)I(14.0~58.4)|(56.0~93. 1){(2.2~5.9)((13,0~17,4)1(26.0~41.2)
(n=9)After 134.1 l 4.4 27.7 78.5 6.4 18.0 37.5
(125.5~148.5)|(3. 6~5 7):(10,0~52.0)\(60.0~93, 9)1(2 7~12.7)1(10.5~21.0)/(19.8~62.5)
(Student’s ¢) P — P<0.05 | P<0.05 P<0.05 | P<0.05| P<0.05 [0.05< P<0.]
Table 11
Case Plasma Na [Plasma K| Red blood | Red blood [ Plasma
Before and after (Nae) (Ke) icell Na (Nai)icell K (Kz)\ Nae/Nai Ki/Ke cortisol
hemodialysis mEq/L ] mEq/L mEq/L mEq/L pg/dl
15 H.N [Beforei 120 | 5.4 | 528 63.0 3 2.5 11.7 56.3
<V [After 136.5 4.3 37.8 65.6 3.6 15.3 59.4
18) S K. {Before 133.0 5.8 60.0 77.0 2.2 13.4 22.2
After 129.0 4.7 | 40.0 75.0 3.2 16.0 25.5
19) K. {Before 133.5 4.2 42.0 58.0 3.2 13.8 46.6
()| After 132.5 3.1 38.0 63.0 3.5 20.3 31.9
(2){Before 136.5 6.1 43,0 62.0 3.2 10.2 48.4
After 139.0 4.5 40.0 71.0 3.5 15.8 44,2
Before 139.0 3.8 66.7 86.0 2.1 22.6 25.8
22) M.H. {zxfter 138.0 35 .| 5209 82.7 2.6 23.6 17.8
Before 136.0 4.2 34,1 80.0 4.0 19.0 25.3
25) T.M. {fkfter 133.5 3.8 38.0 82.0 3.5 21.6 15.8
135.0 4.8 ©49.8 71.0 .9 15.1 37.4
Mean {Before(132 0~139.0)(3. 8~6.1) (34.1~66.7)/(58.0~86.0)| (2 1~4,0)(10.2~22.6)/(22.2~56.3)
(n=6)| After 134.8 41.1 73.2 3.3 18.8 32.4
(129.o~139.0) (. 1~4 7)1(38.0~52.9)|(63.0~82,7)|(3.2~3.6)|(15,3~23.6)[(15.8~59,4)
(Student’s #) P — P<0.05| P<0.01 P>0.1 ) P>0.1 ] P>0.1 [0.05< P<0.1

Kolff B ciiZHBAGE 2L DL TRIEE D

EhEPcirEmt 5. Kiil #icir, S

HiBAIAE 1 ~ 2RI CREERRRMK L b, FHBE
TR T B8 EH TR X R EE
BMALEE T,

DAis.

Wi LD
Z DEREFRITEAE 5 B

_F-’

¥,

Roga% Table 10 1o
iz,

RE25%, FHEI0G AL N5 LB ThS.

Zh o cortisol OFFHROI(LICETL
T, MERPWSD Na, K otz ot 5, Kolff
, Kiil #o#g4% Table 11
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TRz X 512, cortisol vk UTILER
WHO2 M THETS L, 3FEBLILLRT,
Kolff F-ci 33.2 pg/dl mvi, 37.5 pg/dl &850
U, Kiil #cit 37.4 pg/dl 5 324 pg/dl Loz
B L.

Na, K ok, g K Ke) 1%, EREDOE
KREZXHELT, BT K@ L ¢, Kolff
#, Kiil #2410 X ¢ hyperpotassemia (333X h
T3 (Kolff Bl 5.1-4.4mEq/L, Kiil # 4.5-4.0
mEq/L). i Na (Nae) 1o\ ik A TEEEC,
TR TR E BTE» bRt (Kolff
132.8->134.1mEq/L, Kiil # 135.0—-134.8mEq/L).

kA Na (Nag) 13 Kolff B, Kiil I & & 123%H;
EXDEFETLTONS S, EFEHECE E - TCoins
(Kolff # 34.6-+27.7mEq/L, Kiil # 49.8—41.1mEq
/LY.

Table 12. Diurnal variation of plasma cortisol (pg/dl) :

199

ek K (KD ik#Ehne & b, Kolff #vix 704
mEq/L b 78.5mEq/L XFEBCERLTED,
Kiil #¢ix 71.0mEq/L 75 73.2mEq/L. :&EF |k
HATr L EF -

MERPISF D, Nae/Nai 135BHHC L » €, Kolff I
TiL4.925 6.4 LIEFEHEKC 4 £h, Kiil Bk
e LH THENEEEL - (2.9-3.3). Ki/Ke
(xKolff #, Kiil L i FHC L D IEFIEEI N3
(Kolff # 13.9—18.0, Kiil & 15.1-18.8).

DRERNLARD &, BFECIImMEE Na, K, it
Tk Na, K ok, E#ELLmiE
AL 1k —Fe T, BRENC bR X 57 RN
Na, K kg cortisol » o[H0fEREBIRIIED b
oo fo. ANLERRC X 5 EBHEERE cortisol v~
CHEEYHEFIRIEL TRV SCEZT R
%.

cortisol v~ D

acute renal failure before treatment.

| 2
(7
1 % Relative
Case 7a.m.| 9a.m.|llam.] 1p.m. 3p.m. 5p.m.| 7p.m.| 9p.m.jt1p.m.| la.m.| 3a.m.; 5a.m.| 7a.m.,change
[ (9.am.~
- ‘ ’ Sp.m.)
i
2) M.K. 22,00 21.0 23.0} 20.01 22.0! 20.0 24.0{ 26.0} 22,0 23,5 22.0] 21.00 21.004+21.3%
15) H.N. | 41.0, 42.0 59.0 53.0‘ 52.0‘35 48,0l 47.00 45.0, 44.0, 37.0, 40.0 38.0] 40.0i+ 7.0%
19) K.O.| 40.0 46.01 37.0, 30.0 34.0‘ 32.0 35.0‘ 40.0| 38.0| 32.0| 29.0| 30.0| 31.0i—14.0%
20) Y.K. 25,0, 26.0, 26,00 29,0 28.0| 29.00 30.0] 33.00 28.0] 27.0] 28.0] 29.0 30.04+23.7%
22) M.H.| 26.0 27.0) 30.0‘ 21.0 20.0{ 18.0 21.0‘7 24.0} 25.0‘l 24,0 26,0 24.0 23.0/—11.5%
- ! I
%ﬁe:ag) 30.8] 32.4 33.8] 30.6 31.2} 29.4f 31. 2] 33.6| 31.4| 28.7] 29.0] 28.4 29.0+ 5.3%
18D, |t 7.0% 9.4+15.3£18.2412.4 411,510, ofi 8.2k 8.4+ 5.2% 6.9+ 6.4k 7.27 T
L~ h | | L
PLASMA
CORTISOL
50F,U%Z OLIGO-ANURIC PHASE
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Table 13. Diurnal variation of plasma cortisol and corticosterone (pg/dl).

( ): Corticosterone

Case Age sex| 6a.m. 9a.m. 1Za.m. 3 p.m. 6 p.m. 9 p.m. 12 p.m. 3a.m.
M.H. |20 M |14.4 (2.8)116.0 (3.8) 9.1 (2.7) 6.0 (2.5) 4.7 (2.5)] 4.0 (2.2)] 6.2 (2.4)}10.4 (2.8)
H.S. 22 F [15.0 (2.7)112.0 (3.0)110.4 (2.4)) 8.4 (1.7)] 8.2 (2.0)| 8.0 (1.0)] 8.6 (1.2)‘11.0 (1.7
H.N. 22 F 110.8 (3.2)110.0 (3.4)11.4 (3.6)110.9 (2.7)10.5 (2.5)]10.0 (2.2)| 8.5 (2.5) 9.3 (2.2)
S.0. |25 M 18.6 (2.2)115.0 (3.4)113.4 (3.2){12.0 (2.8))11.4 (2.4)113.0 (3.2))12.6 (2.0)115.4 (2.0)
1.K. |26 F 12.2(3.8)20.0 (5.0)[13.2 (3.6)]10.0 (2.8)] 9.2 (2.0)]10.0 (2.0)| 9.7 (3.0)| 8.5 (4.0)
M.N. 19 F 12,0 (2.8)/12.0 (3.0) 8.1 (2.2)] 5.4 (2.1)| 4.0 (2.8)] 4.0 (2.2)] 7.0 (2.3)110.0 (2.4)
J.K. |29 M 113.0 (38.6))15.2 (3.8)110.0 (3.6)] 9.4 (3.5)] 9.0 (3.4)] 8.0 (3.4)| 8.0 (3.0)/10.8 (2.8)
Y .M. 28 M \14.0 (4.2)15.8 (4.4)i11.o (3.4)110.0 (3.6) 9.3 (3.2)] 8.5 (3.0)] 9.3 (3. o)n.o (2.8)
WMean [13.8 £2.214.5+2.9 ]10.8i1.7 9.0+2.1 J 8.4£2.5 | 8.242.8 | 8.71.8 110.8£1.9
(n=3) +S.D. [(3.240.6)/(3.74+0.6)(3.13+0.5)(2.730.6J1(2.6+0,(2,4+0.7) (2 440.70)(2.6+0.2)

% relative change (% RC):

3) ZBREBEZEOMmEE cortisol © BNEE)

A ET ST BIEFHD 5B, SHlTTL
BBz e (Table 12, Fig. 16-a). 7,
Table 13 WXEEXRFRE %, Fig. 16 8 CIER
HAY X a%mlic.

WEEFI2 . M.K. ®REEBbis 1HOEEIR

Pezs L EEEC X AREEAED 1 Hc, BRhgc
BERBEELY RO, TORCZRYELL, 0K
FEFNC X E2NFTL BNk . cortisol ik 20~25ug/
dl o@mHE oA Blhaml, EWCBEEEIT
BDOL R T,

@JEFIS. H.N. HBEMIEECIKEMC Seldinger
B CABIRC s F—FARBAL, Riuigfehics
Be BB, shock kidney % XfcLIofESIT, IR
BIER 2 Z T TR BN ODhER Lic. 1BRD5
U cortisol vAdyF<, BIFTOFHELRL
—14.0% TH- T

GEFNI. T.0. LK IETHMDOE-OBETE
ERHOZREY & L. MBI CEEERE Y 2
fouy, MEEFT O DER L. Mk cortisol v~
MEITHZERLTHEWD, FHEFRTPRETL

T s, ERCRREL R DNEHLC STl O BF

—57.9 9% (Ya.m.~%.m.)

L, PRI X D IERCHTCEL o T B,
@FER0. Y. K. FIEGNLIESRMEEICEE CH

EFH#i %=, shock kidney #X#-Licdb D¢, B
BAR L. MEHENL 24 HIEHL ¢, HAEEY

LB, O ERBC BFRENC T AV vr v
FEAEELTCWA. BT cortisol v EHL,

BRTRPET 3525, BEC AT TRACENT S
Ry L e

®ERM22. M. H. HER+E (BEROEI o8&
¢, HEREIC T B %= EDTA. BAL 0@ 545
W, MEEFOLDERILTCER. ¥, F Tk
HEFEDLNLP, BRI ND cortisol D ¥ — 7
AT LEFDRE I CSh, RIELTAHALE LR
T 5.

DX 5 BB SERA C AR B NERO
RE =V END FDIRARBLRID, {Hx DFEFT

B ik cortisol v NAR—EZ 1 HE 23U CH
fEC, $licEL, FCENEEDOHAN Y XAEHLb
7o, %BRC X45.3% CH -t (EBEE—-57.9%).

¥, MEBMCEEERY - T, b
FIRI#E ML 5 LACcE T, BUN, fif7 v7s5=
VL AR T L2055 BT, ScicOES]

Table 14. Diurnal variation of plasma cortisol (pg/dl) : diuretic phase of acute renai failure.

[7)

0
: : " Relative
Case 7a.m.| 9a.m.j1ia.m.| 1p.m.| 3p.m. 5p.m.| 7p.m.| 9p.m.|11p.n1| la.m.| 3a.m.| 5a.m.| 7a.m.|change
i . (9a.m.~
9p.m.)
19) K.O. 23_2* 21.0 22.5* 19,0, 18.0 2o.ol 18.5| 18.0| — 18.0[ 16.2] 14.8 15.0—15.4%
20) Y.K.| 19.0] 18.5 17.8] 16.0| 15.5 15.8/ 15.2 14.8 12.0| 14.0] 13.8 14.2| 14.00—24.0%
22) M.H.| 17.5] 16,5/ 16.5] 14,0 13.0| 15.1| 14.0, 13.0| 12.8 13.1] 13.1] 15.2] 15.0—23.7%
Mean 19.9, 18.7] 18.9 16 3] 15.5] 16.9] 15.9 1 L3 12.4] 15.0| 14.4) 14.7) 14.7|_ 0%
(n=3) |+ 2.8+ 2.2+ 3.0+ 2.5+ 2,0+ 2.5% 2.2% 2.5% 0.4+ 2.5% 1.5+ 0.4+ 04 21.0%
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DIURETIC PHASE

7
a.m pm TIME a.m.
Fig. 16-b
19, 20, 2200 3HEFICDWT, BETEHRL HNLHL BT
EaitEfe (Table 14, Fig. 16-D). R 2 0 % Fe I T 2> 6 Bl 2 BOS, Reb
b 3EME S, MmEE cortisol v NAXETFL, 170HCS S L b-te. SR, MR EED

BISEREO LR o TECEY, 8, FTOHR 2 BORRE, Frh 170HCS (total & free) 3 X O'F
EED T LA bRdbn &, %RC ZBirth B D4R 9 B g cortisol %] fo. FRHECD

Fi—15.4, —24.0, —23.7%TH-7. bbbHA, WCROEARFIREARE, @RAFIRE L -H,
EHEOBNEHO U X A2itd Ko T, @HILFEF RN ERLL-H D 3FA CRE, R+
4 AWBEREEZOFMRBINC KT S FH 170HCS 170HCS (total & free) 3s X OV[EH D4FT 9BFIC S
Table 15.
T H N
Urinary volume“ Creatinine }Urmi{g y dg}?HC” Plasma Cortisol
Case I clearance —
ml/day | ml/min | Total | Free | pg/dl
] I i | ! -
: o s {1 100 | 1.8 1.2 0.02 | 28.1
8) K.0. Oligo-anuric phase {2 500 ‘ 12.2 1.9 | 0.10 27.8
1 1550 | 21.0 6.9 0.28 ©17.9
Diuretic phase 2 2800 ‘ 32.0 13.8 0.33 15.1
3 1900 ‘ 34.0 11.0 0.44 16.2
. . 1 500 ‘ 0.1 2.1 0.21 29.9
14) M.N. Oligo-anuric phase {2 400 3.1 2.3 | 0.18 25.8
{1 1500 19.8 7.2 0.28 14.8
Diuretic phase iz 2900 32.1 6.8 | 0.31 13.2
3 2000 48.2 7.8 0.23 11.9
. . 1 260 0.2 1.5 0.11 57.0
20) Y.K. Oligo-anuric phase {2 310 0.1 0.7 | 0.02 51.5
1 1400 4.4 2.5 | 0.20 24.8
Diuretic phase 2 2800 8.8 8.8 | 0.18 25.0
3 2750 25.8 7.8 | 0.30 18.5
lizo- : 1 200 0.8 1.2 0.11 | - 27.5
22) M.H. Oligo-anuric phase {2 420 1.2 1.8 | 0.10 31.0
o 1 4400 8.9 17.1 0.25 | - 24,9
Diuretic phase 2 4900 11.2 4.5 0.33 23.5
3 4500 20.5 16.4 0.28 | - 13.2
— : 1 410 2.1 1.8 0.15 34.2
23) U.H. Oligo-anuric phase {2 200 1o e - » 55
o 1 1350 7.2 7.8 0.31 29.8
Diuretic phase 2 2800 14.5 11.5 0.28 25.5
3 3200 22.8 13.0 0.41 24.8
‘o : 1 390 2.4 1.3 0.01 39.6
25) T.M. Oligo-anuric phase {2 398 201 0.8 | 0.13 375
o 1 2440 5.2 13.2 | 0.18 26.6
Diuretic phase 2 2520 5.9 12.7 0.47 28.0
3 2100 29.8 15.3 0.37 23.2
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A ImEE cortisol {HA @I~ #- (Table 15).

FEBI3 (Fig. 17-2) X BBCREL T ETVIZ X
LRERE, BT X v, fEGIL4 (Fig. 17-b) 118w
o T & B BRI BERREEEC X s E AR EME
CXh, BRECERYEL, REEEERTsC

Ly
QO
% ?
! P
=3 V:Creatinine
— .oy clearance mil/min o
=By
AR IS
CE S
g353
£ 8 ~
S 8 Case 3. H.0.
20r 50
18
161 40+ 44989
4l
12| 30+ o
101
8+ 20r
oL
4r 10
2F (i8;
O @ o @ 0
Oligo-anuric Diuretic phase
nhase
Je
Fig. 17-a
0
SRR
SI RO -
o | =P 0 ) Creatinine
T A . QD
S s clearance mlsinin =
S 3
S = =
+5 =
$5% 5
[QIRSIES N ‘
g e& Y Case 20 VA g
& S <
N
D ( .~ =)
20[5‘7‘ ) 5006
18]
16401 -l4000
14r
12 30r 13000
107
8r 20 12000
i
4r 10 100
2}- @2 (0N
o~ 0 -
D ® 0 &
Oligo~anuric  Diureiic phase
phase '

Fig.

18-a

7o o THRZB .

FEPI20 (Fig. 18-2) iZMEsMEBE, T, MURG CBE
EFEMERT, BREh, WRERCL - EAT,
Kiil MATLEBIC X% 2 B0 MEETE SZ7-C

FIRMAM% % 2 LB TET.

¢ fotal MOHCS

mg/duy
Plasma cortisel

Urinary Total 11 OHCS

127 30

8
s
41 10
2
0

Qrance wlmin

VoLume

by [ ]

’

¥

————

;

4G/ G

—~

Case 22, M.H.

1:Creatinine
cleararce mimin

Urinary volume

-

’T\}\r /[;' 4507

2000

oo

L 0»_@(%‘7772] ol lwal k)

@ O @ 6

Oligo-anuric  Diuretic phase

phase

Fig. 18-b
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ny
g1 1 ol ]
S i - g
< |zt 0 )iCreatinine o5
= | .2 clearance ml/min 3
S =2
j Q\'
DT gy 3
Se5X SR
S52 Casz 25. T.M. £
= Al

"
= M
S .. ]
= | ©1 ( ):Creatinine oy
R clearance ml/min =
S )Ry 3
+3 ke -~
£ .3 2
- 2
“ oS >
ST EQ 3
S g» z R Case 23. UL H. =
Ch- S
4‘0{ 50"
18r
16 40
raf .
N
12t 30 Y “ P
Jok / ~
8 20
o
45 10
2r —— .
oL ollent foel 1 lanl  feasl ez
© @ O 2 3
Oligo-anuric  Diurelic phase
phase
Fig. 19-a

fEFI22 (Fig. 18-b) 1LRR Lic X 5 I HRPHC X
% lower nephron necrosis OFEFCH 5 Kiil
ATBEC X 2 MESETE 4Bk 2o T, TR - £
R#HEDOHE Y, FIRPAEZNZ D2 LA CER

fEAFI23 (Fig. 19-2) r2ite 0 i —RIEK %
B L7z shock kidney & 2 BRI ARERIT, FEHF
fiite ¢ IRMEND>SE, HEEDO ZLbHoT, [l
R BEERY 275 T LnTexd, BER
(gastric lavage) #REMTL, EMERELREIEEL
OOFRAR 2 B L TEI.

FER25 (Fig. 19-b) 1245 @o M X 5 IEEITEE, I
18, HiHm CRIBHEFHREOEROER T, Kiil
T AT C 5 B0 M BT % 3 & it » CTRIRAD
Wi,
WTHOEML, ZR, ERBIREORE DR
I » CRRE 17 OHCS i Zdob TRWEER &
IME cortisol v < T EETH 5. FIREAM L TR
EXHEINTS L L4l Bo 17OHCS BHibE L #in
L, E¥EEZ2 2 TRERRT LIRS, Lol
5 IMi4E cortisol v S EFNC X » TETEED DB
BRUNEFBHENE CETLTL 5300350,
¥, ABREZ7 V7=V« 2 V757V ATREN
ToBEREFIR AL M TR d i h@EEe T, @0
EEFFFRAEE LI N SR\ TS, EEEE
BEDU/A~/20METH . 7o, BREHROZET
AEEG GEBIS, 14 D357, BRidkosms

GEEGI 20, 23, 25) HAWik BiEgsRo B GEF]
22) X0 S ERAECOERENELHTHD T LD
5.

7o, ER, ZRPRSOCFIRWE25L0C B
H4E (creatinine clearance), e 170HCS f#,
wp cortisol fED=FDBIHRELTH B &, BEHMIELR
& 170HCS {111 Fig. 20 w5k, &R - =
FHICL &t 7v 7=y « 7Yy 73 A 4ml/
min BF, Re 170HCS 3mg/day LI FCEEL,
FIR ML OBt 0 EIE L R 17 OHCS Hettan
LIEHED FIFLTE - Ty, BHfEL mh
cortisol v~ BARIL Fig. 21 iR T X 52, 7

2 20f
<yl
:% /3!~
o .
s I6- *
= .

‘. .
8 153 .
a0, 50 . .
g e . .
~ 10r
= .
« 8 . . .
(ol *
= 4L .
§ 4
S 2!~. .
S .‘.

] ( 3 )
¢ 10 20 30 40 SlO

Creatinin clearance (ml/min)

Fig. 20. Retationship between urinary total
170HCS and creatinine clearance in oligo-
anuric and diuretic phase.
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601
L
=
T sof
Sy
3
g s
R4
£ .
S 30en o
.
g I . .
g 20 .o
Q. o :
*
101
} 1 ! 1 1
g 70 20 30 40 50
Creatinireclearance (ml/min)
Fig. 21. Relationship between plasma cortisol

and creatinine clearance in oligo-anuric and
diuretic phase.

V7F=v -7 )75 A 8ml/min ITO&ER, =
Ri8, FIREEciti cortisol (% 25 pg/dl B I
WEZEL, Z2v7F=v .« 2975 vAH 10ml/min
Pl EELCL % &, i cortisol v~ D{ETF &
FREORFE L IIFTHIL -5 X JRZTbH
%. Eie, e 17OHCS fE L m#r cortisol fH X2
Fig. 22 @A+ X 5 BEE0 BE L & i {17

OHCS o#jn, i cortisol DBAPRENTL &
1% XT3 ORI IZBIRMEED Hhou.
5 & E

—, BRNCEBTRE LU O SEFEFEEE
HBOZELWETRWLREL R CoBRKERY X
LTnBEELBRLN, ZRCITERERS LB
BARLE#EFL T3, ZOHBALIIFAUERSE
oo THEOREFERNRE &inh, FBDO 5205

ZTHFEL L BEE IR T 2 JE AT 2
OHERDDH. Lnl, BB, HBVIREACHET
LT EABEEETCE ¢, MRERFETRO S 2
PO ERNRBEDO BFEC X 2 EEHRME (azote-
mia) & MEBERECETS K olEm, Na, Cl O
4, Ca 0Ed, B IUBEREFED > 255 meta-
bolic acidosis AAFHBARLIZIZA BRI, ThbHLOIER
A ELER CORBEREHRTHEDOTH 5.
ZORBIEFICEAIRTRIED 5 b T, BxOYWE
R AL E VEECOWTRARZZ L.

A, A O SE ClIm BRI EER Y -~ TR
h EFbhicb, ROWFEDES DT, ELxOK
N v SR SOV S TR EhTE R
ZRIEU TR S HERIBESC SV £V DI
WERENOLOOEBELTELLZBRTE.

BHIBARERO AL VRECEKRY b TR
BB ER s Zic - TE R, HEEOEMRMLESR
RS T, A DRLEVIZOWTORENTEE L In
H, BTRLHI L ChbOHERCRTER O
BEE L ToI. $EE D BTFAEERE LS
RER, EREM CIZoBRRMEEIRLT TR
oW L, 8 x DIEFITCLAWASDO RGN FNEE
BEMEPHTCE IR D Z LRI THD, O
BTHLIBEEETHIORENEFEL LB TEDE
R BRSNS FD R A E v DENTOERE 5 2
MO ERARBEETH D, Lichi->TEDHRLEYD
My~ o by PO B S5 % 2
7.
EHBREFIC A DN LERDATRREDRRD
5%, BIBFE+HRALEvD glucocorticoid #H b k
¥, BEETEOBBENLE LT, EE~DEEDL

60
L
3
S soF*
S
X
- 40+ o
S )
12 N
B 2
L .
8 30 ‘.o. .
3 L]
5
3 20 .« ©®
-
a °®
[
10+
1 1 | |
[4 2 4 6 8

! 1 |
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Urinary total 170 HCS (mg/day

Fig. 22.
anuric and diuretic phase.

Relationship between plasma cortisol and urinary total 170HCS in oligo-
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B bt cortisol U~ DWTEE L THREN RN
ztc. fiF, SHEBTLFCALNIEREREDS
B, Na, K& & bbb, RORPSFOELELT 5,
Zhub e cortisol v kFRMmERA Na, K 024k
E DEFEMIC oW TR R R I .

1) BMBRLEOMIE corticoids LRIL—T &
[CREOIFENDLHAT

Englert & (1958)'7 (% 2 o &BERE o 17
OHCS v~ A%BEIEL, free BNXEFEED BT
2L, conjugate BixAin b T B Lk, m
e 170HCS v < & BUN 7 X4tz R &b
FOBEEAVRL, FIREAML T me 170HCS v
~AOEEIT oS E, FIRMETECRENEEL,
BUN & IEEER < ET LT, conjugate Elo
WO H BT LN TB.

Blair & (1961)'® (311410 EEF RIS\ Tl
iy free B 170HCS 135 FjiciEin CF5 47.8+
27.0 ug/dL), M@ conjugate A 170HCS 11 § Hiic
i CP5 380.14£277.5 pg/dl) Z@ebiz & i~ Cus
2L, Foffh Kasanen 5 (1959)'%, Burghele &

(1963)? & A R4zl 170HCS i free
Fl, conjugate W X &iTHINT B LRNTC B,

DX 5 Kj{ﬁé@&:&i hormonal & active 7¢ free
o 170HCS (x#EHCIERD 3EELHEL,
hormonal iz inactive 7z conjugate # 170HCS 1
B LA EEFNC 3 ~10EDEMARDLID E3NT
W,

— T B E T o TR 17 OHCS ki 4 (%
TL, ms 170HCS ot s LA EES
BV SMEEORSERCIT 280 5 AR AR
BEOETORENS BREETIC I - TRP~D 17
OHCS SRiIET L, MHEEIELONELCAT
Hrh, 2, BEEEARET conjugate ZRRT
X OWHEMT S Evs Th, BEBTREFOILL,
BA BEEETOEEY Lo TERBEL &
D, BALPDEBLBEREDK T ETREA, %
LIANELFEMN, 7m0 stress FLCOERDN
HLHDOT, Thh BEEREFC ACTH 45y
57U, cortisol DGR &L, BFEMD
free B mACIEINT S SICBEAHD L2 B.

ZEEZbimpo free B L 1L TD cortisol HFEL 2
L2, BEFCTEY 38.38+4.48 pg/dl LEEL T
hypercortisolemia %#/RL 7. AMFREOEEINC
F@md cortisol v-<a4r Table 16 D= <,
prerenal RO LOIL, MO 2WCH L CEELS
WEXRRL . renal BRo $ @, postrenal g3 o

Table 16

[ Plasma cortisol
pg/dl

41.346.0(P<0.01)
35.4+7.8
32.545.2

Prerenal origins (n=14)
Renal origins (n=8)
Postrenal origins (n =3)

LOTIE B FEEI R bhishot. &

o, SMECPIREHRIED b o o LICREL R L

FFEMFEE LT 5 L, L AEEREDIZ S HE

FE<, Larl, ABEZIIEDLRID - 7z (Table

17). -
Table 17

Postoperative and | B
posttraumatic group| Non-operative
|

group (n=10)

. (n=15)
Flasma | 37.645.9 39.5+6.5
Cpg/dD) | (P>0.02)

It corticoids o¥inoER

conjugate % 17 OHCS o mrrr L #iinm £ #
=R LW TR 5 B o€ T X b #jast
BRECEBTALLBELLbRS. Ei, FFCBTE
BERERO ERLEL2 BN 250 Englert 510 O s
b b B E TRICAMEMIC cortisol 285 L i
a2l oEe, T@EBFMLL TN EVRE
HTkH, conjugate Al 17 OHCS o#&imnEit GFR
DBVE L AL W3 Z &b, conjugate F
17 OHCS D4 givit e lF 2 &5k b 5
eI RDEEZDRA. BUBTRLELRT
< BEsEoEE N5 < B conjugate F 17 OHCS 7 v
77V AETOREHDmFEENEHBEEIh LD 2
Ex 5.

free F 170HCS w2l (i) BIBEBESWE
oigm, () SHEEEEORY, (3D Fckidsi
FADET, (v) (D~3Gi) ofadbErEr bh
5. BB RLEOMEAIC I EIEE L LTI
MLTWBZ EHREL, MEEEOHEIML conjugate B
170HCS Guifioiing ¥#-L, mf conjugate £
170HCS oo BRE 5 bik EL bR,
Pigd & STERED HY O FRK fivCer
Voo F i, A4S hepatorenal syndrome &
LTK 5841, i free cortisol OBha iR
T b, Brown & (19542005 =&  EEATE
EOBBTHTLE- T, HTCORAROETLIEL
bhB, SEIOMEDILLELMNCHEER RN
HIEFIRALCHS. Lo 2d, BEBTRLORE
W], MEETELF < & hepatic hemodynamic
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I 5 ¢, steroid degradation % & CHFHEEET
DEETIEELHL0ANP. wTFhicl b
free cortisol OREMBIL CIXBIBRE B O corti-
sol SWMBOEMEE 2 S5l Tiskhb,
BB D5 O cortisol SIMNCITBAKBEREAEDO D
catabolic 7x IS KU 7z 5O B L L TD
cortisol SWHEMPHEEIND LT HTH%.

—f, AR ORI - TR
%45 120 RG0SR & L Tl cortisol DNt
BIHLOE BRING. ZO4B~D REOKRE
cortisol IR BFERD 5B, AHEERL2ORN

1T, HBHWGILEIHEL L CHEER, MENCBIk
B4 0L T, a) ABFEHIHE, b)) bacte
rial endotoxin, F&#h, c) BEEHMm, d) KEH
I, fEEORED, e) Ki&R, ) Av¥=0Y,
g) emotional stress, h) +DfURHITHIS.

a) MEHUER-RAERE SO stress L LTH)
- L3 2 Chiw. &% CREERINC LB
A AAORBA TRABE RT3 2 LU
ST &7, Franksson & (1954)% e 17
OHCS v =iy FHOEE HEo BACX-Th
ERERLN, BOFH TSI buwAE—~
7, FhUBEHTTr e d K2, fid, itk
shock Wi o b D0, Hith, ZHREBEDH L
oxifis 170HCS v v OEED R e &~ T
%. King & (19700 i1 EH8, SMENHRE L V-
i, FORBBECIIVAVAEOBRENRS- T, Fli
VEEEEAME L ERES TIRM (lumbar laminectomy)
@i cortisol v B HE L& Z A, HIFDES
23 cortisol VA DHMERAEL, X hELEENS
Lo LR TwB. Lnl, cortisol v~
LHEISMEORBE L3S E BRI oX HTH
%, b bBEMETLLOGBETMICIS T, &
D BHTHNAEDSEE, SMET X B stress DISNT,
#ik35 X d5ic, B ACTH S ROFIBIEER
DiEEy sz L, Krieger & Krieger (1967)% D>
5 e cortisol AW Y R AL BE R ElTT &b %E
zbis.

ZhGiE 170HCS o iGikE & U T T REARE
FHHIS & AT cortisol DGWREE - LER EE L
bhA. =0k 57l 170HCS v~ omok
iz B i, stress |fE#L ¢ cortisol metaboli-
sm OMEENFEAL T, ZhprFHFoms 170HCS
VASAMCEET D L5 AN (503, Estep
5 (1966)% 1L FEiRd unlabeled cortisol OfEERM
FCORRPIDIEE YR, stress KIIGLICHE

M cortisol DGIWTTERE %, FMY stress D4
T, M“C-cortisol oifida b DMEIEEILER T
o k, %o, unlabeled, labeled cortisol #{EE&
L4533 & labeled cortisol @it AeRlC B
B E LA L E LR Topd,  unlabeled corti-
sol DALJRHAE FENC LU CIERL, HH2U®,

dexamethasone ¥ &= WAEIE kLY ZF 35L&
Z @ unlabeled cortisol OJEEIIMRPIERE L ohr -
FeZ EwR LTz, 20X B FEHIC AR cortisol
DEEEIENZ D1 DB EN B D cortisol
WD T, B DTl AT 3515 FIAEEE cortisol v
SADENNELZ LND LT HTHA. SHEN stress
B F 25 0 cortisol e BbEb 2 L,

FFICIL cortisol DFFIZ 1) A LRy I A SR
LM AR cortisol VL ML e E 2 B
stress (Zxd-3-% S EIEIREBIC B » T cortisol DY
AEEF,ER AR T 5 LxE LWL,

b) Egdahl (1959)% 31 =%zttt 5 E. coli D
endotoxin B EOEBRHLEFHELZHML s b
WoAED toxin CEIEKEFBRSIREE - CH
BTHBZ LERLTW5L, Bliss b (1950 (X
pyrogen #HiZ X HREClA 170HCS DREIn% 3
PHTWW5B. E7z, Jenkinst® X pyrogen #EiZ X %
it cortisol v~ HEhnas B TRMEARMBRERE
L TOBRMEEZR~NTH%. sepsis £ septicemic
shock 7¢ KERI A &6 L 1otk D BB AR L2 AT
FRRERIEC R L AEER 2R EOB AT H T
E5LDTH5.

c) BRI it stress X B “‘stress ul-
cer” 11X < HbIic FXRSHT HBHA, Shenkin &
Feldman (1968)*" ¥ stress EHFOHFBEEHIM L2
Wi - fEGCO MAr cortisol o#EjnL transcortin
DHESREOETICSNT, BT =2 -1 R, BE
BIE, RETE, ZALSEEBEHOOFHEELL
THITFTB, Zhb DIREECIL transcortin @ 1<
ABMEL, D free cortisol v~ 1 0#ingd &4
FTEZLTD., BEBTL T EBREFHBCRE
Lizcdbo L DBEEMNE 2 Sh, uremic 7 gastroente-
ritis 133 L AREREQC it cortisol MM FEL T
Wb AR,

d) MET X %M, fiFOXREEM, HD ik
B X HERMER OB 7n E OB ZH L% hypo-
tensive, hypovolemic shock %3 %BHEBERSE
DBEECHTILES. Marks & (1965, 1967)4849
BB RRARDERI S EM Y R & 2 iR
DEPTHLT, MR LD corticoids o HEH:
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#RL TS L, HHMCAED cortisone # 53
5L MEESL ZMWEED H{NEARS &0 5 A5 {0
B, WL A H P EEFE R CTliER DR
A% cortisol DA% 5 7o 23T HENCEI & E2E L
bib.

e) AR, AR EMAIRIT stress & LT
it ILOHCS 28X 3 LT B A (0%
L, EERFMRCREY TS 2 & L TEAEIER
EHET 2 LA VbR T A, e, EBERT
“ClL cortisol DREPGEL Y, RBEUAFERLC
cortisol DEENETT L 25 AW L5,

) Rk o insulin F 5 X A E ML mAp 17
OHCS D% &3 & LA LT & s
%, Landon & (1963)%7 % stess &xi3 % BB KIS
7 (M TFREEIEROKIEFH T %L 55
& U T insulin {RfEEC X Afud  cortisol OBERD
BEZLLNAZ LPEEBLCWS. &0 cortisol #
MOFRCIL BB S WED MBS £2 5h, “h#x
EOTHHEEL LT, M cortisol DM ITEIR &
BORER 7 A2 EVEO SRBORBY Y 52k
(Vogt, 1961)%®, #o, {Efiids o #FFEH: cortisol @
FRINICPENHSEE T, THig EH T EERME
TLThBLiEELZbRITGEL TS,

g) emotional stress. FlziE, HoLHLDHKED
insulin %5 L C {Ef¥E shock % 2L T L
C, BRI AR R ES L Chindr cortisol o

DD ENH®, GUBTRLDOBRECL-T, &
EFTCHTOARRBERICH 5, HHWIIEE
Dieled &, B s REEE WL LD TH
5.

h) ZOfl, WAWHOREEES, &b HRE
BIEIBREOGWER IR TS L5 2 kit 1%
DEBPD, BB AL CEFCHDES LMP
17 OHCS o#nkiRd T 5 A S 585, ART,
SEEEF O BB BERIGEY L B BRI b 7
s WAWHDFHRES Y AR L 0B F corti-
sol 2L LB TW %A%, sampling variation 0§y
REBFDEEDO LI, AEEEOLR1L—FKL
# BRI R T 7oy, Raymond 5 (1969)% 11
B OEECREFANC cortisol DB ERBEL T3
L, Staehelin & (1955)%0, Cornil & (1965)%% i
L LI HEED S & EEC, Stachelin 531555,
305 % Cilnd cortisol DIEIN%, 605, 12045
LA B w RL, Cornil Hi% 1054, 2058w farh
cortisol v <AL WP T AT L& /LTS, Rose
B (A970)% 111 = 4 MBS ¢, IMmH cortisol b

WV EEFREERE RFCEEL T %248, cortisol |k
EEMAERICIE LE Lishoie 2 e @MELT
. COBMBELT, i) 1~A RS, BIRKE
B o glucocorticoids @ AT 255, [FAEIC
JiEe ¢ metabolic clearance rate 3373,
InHr cortisol & U-CHEMEML 7y, i) 1 <A 48RS
M cortisol OEEMNE 3 = FICLHERFIBERI &L L
TRETES &, i) BEMEERE & m cortisol v
R ER—FUhoTel Einb, 1 ~4 VBT
AEBNT X 5 stressor & L TIIANTSC, A corti-
sol LA FHEINXRLHTIELT, HEERHITT
W5,

IhbDZ ks, stress Lo CTHEXDEHE, %
DX, BICFHE, FEE 505 Bk WAHHAH
DEFRT X o THEEDORT IR AU A RBER
BB Eh PEHLOT, SHEBTL BT Mt
cortisol DBEIALBLNIcHB &V T, HEDK
BELTIE, WACWHOBELNCEOBREHE L
L, HisDEATEEORICERIIRE T LD L
Eibhb.

ffirk corticoids AN % Mk

PIERY, BEENRCANSHORK, stress ik L
TEIBEHBEOFRBEI EELHIT, ZoAh =K 2
LRI T B RIESRAREL I T, IEHD nega-
tive feedback # % = R A% B L 7= stress control
mechanism )< DL EZ L L. 7ok
B, SHOSEFETCIREBEENDD corticolds ik
o control Zirmrp cortisol LT X » T TFEMKE
o ACTH oEEE R L, feedback £ # =X
AL U T cortisol v~ % bz b @B R E
DX 512 control ETW5 ., LU stress O nio-
TW X 57 BEFL LB T CRIEFEEY 2 Tl
drocortisol vk R IR 5D A D = K AHES I
control A BZbNTWERDEELBR, =0
control i FMEREENLEEINT, B, T=
th, BIFEBEORME L COZRBRIEL NS,
Licdio T WAHALHDRETL 28l F2R O
tr cortisol BEANERIZd, & stress FCOTHETEEE

(control mechanism) 2MEi< & ZizUw 5 8AWCE
ZENDETHTHD.

H o & S ABHY stress Do » 7o & iz feedback
B L ACTH 5B sl nWc ED X 5@
55 L OELRL NS, B Sayers (1947)57 11
ACTH 433t corticoids vt X h FWEI I
5 Eus5 feedback 3§28 stress B @EI LD
Tl EFE L 7. Myers b (1961)%iLK, o
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Fi e T 5 BE AR D cortisol FINEE & 755
LS REO EREEEERSERELT, ik 17
OHCS v~noBlbrick b, 2/3 Gl ol
H1 170HCS ORI H F D A bIieh - oD T, fil
/R 170HCS v a2 B RE T COTEEAL D
ACTH #URECEE@EEX L CdE L. &
Hiz Yates 5 (1961)%13 87 % feedback D 2
CLIEREE R4 & LC “‘variable set point control
theory’” #HEIB1C, stress F-CiLfEYTD negati-
ve feedback loop D FER% 0 & £ 5 F{EL stress
OREIEC T AL, HIFHE (reset) ShicHfE
% G corticolds v p3ET 5 ¢k ACTH ©
TWIHHIE i E LT 5.

W iE 5 Estep B (1963)7 (37 stress TTD
ACTH ZihzBi&+ % negative feedback HEHES 1
BN, BHEMUBdHAKED dexamethasone ##51C
BB CLIERERETL, FiihomP, R 17
OHCS v~ o EREICIL b ichote T 2R
BHTEDY, Efiboms ACTH BECOTH, i
Fhiz cortisol #5-% FiF 7o L IR SRE L ORISR E
s bnlchofck L, SEEEET i ACTH
SRR 7 B feedback BT L BBIAORTEL
L, Yates 5905 Eu v CHEBHIND X 5
7r feedback BEHEIZ AT R D EFE L T 5D,
ks, Asfeldt & Elb (1968)™ §kEffEED
stress RIGE LTCD ACTH £ » negative
feedback x 71 = R AP BEENTRBILEDOMNE
3mLBY, BT w» dexamethasone 5.1 C
B BT o fn corticoids VS aiiiix b
oS, FF UCRIG L 7 corticoids v = L LT
RIS L OMICERA B2 e L, dexa-
methasone 1= X 5 ¥z &4 stress T O TE
FRIBRSC B 52700 LN T 5.

ZEEZDOERT - 2 05X AEBRLEO cortisol HE
o 2 A=A xn % hypothalamus-pituitary-adrenal
cortex axis (MY TRABIBKERM) LLTE52
Liediciy, ACTH SIS oWTOME T L Tl
Wiz, HROERE LA E LIRS D E, BEER
LB o> cortisol B IEEID Y A A DEEHLLELT,
resting W23t % feedback HEA ML 7« ACTH
SWHEFN B bh T WbEDE Erbhb., &
12, BEO FEH»D AL MK TRENERERYZ
22+ %, BIBfknEyv il cortisol aidn BT,
stress KfEBIL CHMINB A F2—n7 I VY RWHE
T HEDTHFNINERETHH 5™,

WEREZ L A stress WKL TC, TEE-AIEE

BRIIAEHEOFHBEOFLYRTEDEE L B,
stress JEEEINC KIBEBE~D Bl E b1, #HE
RFMEF I LR b OB RIS R~ B R —
BT, HEvv £x—&HuvHF reticular forma-
tion, limbic area ~XZ ¥, TIUTKIHEEDH
DFEIE S Mt - C, TR THOPFE (median emine-
nce) X b ACTH o4pih% {245  polypeptide
T35 CRF (corticotropin releasing factor) o4
ZEHEL CTEEED ACTH 23w, BEK
B oBE corticoids Th B cortisol MBI 3
LHZEREDBLDE ELBNE™, ok, siress ©
TERT 28>0 Cit B AEFOEZEOETCHB T
Sb.

It corticosteroids DI oW T

conjugate F 170HCS oHEfix, Peterson 5
1955)™ Kk % &, EEAT “C-cortisol #H\C
stroids ORGP A~ 5 — v Z LIl T B, 20~30%
tx 170HCS glucuronide + 1T, 30%it non-phe-
nythydrazine reacting glucuronide » 1*C, 10~20
%1% non-glucuronide conjugate " * LCHEM I I B
EBRTCGBN, sv7Fav - s Y TS VALRES
170HCS kit & iXIEDHMEBE B b, Mk 170HCS v
SNEIZVUTF=V 7Y TF VA, F 1TOHCS
R OHBEN AIAT B Z &b g, conjugate
I 17 OHCS HRihc i3 & U CRERIERMBIEL T
WAHZ LERBEELNRNEEL 5 THAS,

%7z, Daughaday & Bremer (1955)™ |:ffiopdk
MHERE L L CRMIERESWAESIT T3, Raith &
QO™ BBEE KT OBIR 7 1 & L C, B
R U I B REHEGNC 36\ T cortisol o e iREEang
DEBTR S 2y, free cortisol [TIEE#H LK, 15
~305 CEEIZEL, Tz (172~905 OEBEIR
WEEL < 25, conjugate Zlix peak time (360
~180 L IEHETH B, Tip 3248 EE &b
TRERTCIFE MR %2R L, conjugate Flo i R A
AEREANTB, IHKEKRS 2 & Li3is 3
7z cortisol DAL conjugate B L U CHES
PR E RS & EAVRE R, T 0 cortisol DIEEHE
oV Wyngaarden & (1955)™ (it €y

I To I & i cortisol D AE T EMET PRI X ht

LT EEARATED, ¢ TLHLLBERANETL L
$HiZ cortisol metabolites 23X, —H 450k
BRI EEBROFAELTREL T B AT8080 4
5.

free F 170HCS BEftic o\ Tk Brown 5 (1954)%
EIMEEEEIT e free 17 OHCS k oiB&H
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2T, free M 17TOHCS o827 v 77 v &t
ELDTENC EEBRRTS. Fabo free Fl
170HCS olrkx BoHE ART- & LT FFREE TS
HIFbhBA, IR 5 conjugate Btk g
OABEIEEEZT TP free Hlong &7
Tr#EzbhS. ¥z, Tyler 5 (1955)% k@4 %E
CirmrEa b @ free cortisol OEREIBENRSLZ L%
BTGB A, FE OIS0 L ik 85EA (32.0
%) T, FOFH cortisol vt 36.048.2pg/dl
LE0F LT 17THER] 39.446.9 pg/dl L HANRTHEE
RS LN 2.

#offy Brown B (1958)8% 3 BMR (& T 2B
B EBRTCBHE, BABEROETORD, K7k
o> T BD SR, FEEOTER CrrRIREREEE
FHEL CNTRWD TR A & Bz o,

6 LD AMEBAREFEFNONT, R - ZIRBEF]
RN 361 5 BHERE L JR v 17 OHCS fi8, It corti-
sol DELER L LICEREND, FIRBZALZ CRE
PAEINL, IRep 17 OHCS A1 Cdh, BipED
B & 17 OHCS {H B 2 FBEERIIRE» <,
FEENPD PR TND L RS rvTF=y 7Y
77 v ALRHE 17 OHCS B L OBIRITEEETL2 O
FIRMACIE S TTELR LD EELZLLRS. LA
I cortisol VRANIZ VTS =V - 2 YT TV AD
10ml/min IR EEL T3 E 7Y 77 v ADIHE
MEETFERTLCRLL w3 X S RFZTbhi.
Lirl, RERREH 17 OHCS Frkoimsish T
3 (b cortisol (X5E4ITIE IEFEBENIIL E- T
7oL, ImAR cortisol @ A NAEE) L LRH b TS
BIZEEEST WA END, BHEBETEED &
It cortisol v~k EHEEO R L LIt X b
cortisol 2ApEINTEFLTL A LIIHHBES
% BRI AS, i cortisol XA D{E T WLIEEL
VAT BHERED EE L5 X b b Atk BoWEE O
homeostasis OEEDBIRL T FEZRE I L
WIdEL A, ZOHCOWTIE, ZOHEOKIIT
Slfolc e ivicus.,

2) AUBTLHOEMHEEE L corticoids —FF
mEASD Na, K OF(LEORBET—.

SRR ORI T O RRR LA TH
R, BV 5 BRSBEOETT, BEMmT A RAEIEY
OMAAER R AT v ADORYE, BEARECRD
BhA I LT T ERY. BRE, chbig
eSS, FEEOEREYO L OOREL L THE
FE B THBITTHD. T, SMEME, MiERED
2B REOHE, B0 homeostasis OE DT

Wz, BB OEE, hypercatabolic states 2 X %
BUN 2mEK DO BRABRHHETELLNS.

Bk, ToSBOBEED0~0% LB T
Wa. LLl, BECERCE-7TcELTh, BER
HoMARENEL < HEICE T 5 2 Lixiny. 8k
PHLAEBEREROEFERELLC, ¥TRKMLE
(hyperpotassemia), D\ »¢{E Na [ffE Chyponatre-
mia) 23 D BITFLIATEL. MFAKOEIMIERD
BES K ofifaarbolE i e oRBE L TELDL
B, M Na ojfidic o CiiEri X5 Na o
ek, RO KRGEROEM, 55V IXMIEPED
LD RDBE LR ORER DORBEC X 5K DOELE
Inpt < A total body water oIEhnie EVCHEEKL =
FREOME Na MAEL L THbh TS 2dDEE LD
nab.

Merrill (1955)% . Na o {gastug 2 bR mE~
DOBIFC L 5 total body Na o>, I K DM,
total body K D4, &SI HIRIMHEE O
o T, BREDHHREREL LR EEL
5.

Sirota & Kroop (1951)% |31ZREFZ O inulin
space &1L 5, Z® space oiEhnL fluid balance
L positive Win o TwWhHE 2% L, ZRET
BFBIE Na OFRELT, i) MFSHEE (extra-
cellular solute) Z3HIBEAELDROBITIZ L D FHR
BETDHE &, i) MERA~D Na OBfTOFE, O
ZODOREEETE L TEY, FIRACRS L, & Na
IEER A CIEE v -L~RD, JRe Na PR &
B Na BEX DB KRERD EBRNTHB,

Grollmann (1954)%8, Pluemle & (1956)%° % Na
DOHIFERWAEZIB L T 5.

Schwartz & (1951)% (xR U MIFESHERED 33
Lo nd ELTH DO space L » inulin space @
JRBA Y D KD T &% NEO BRAICRL T 5
L, Iseri b (195204 ZREFDE Na, (£ Cl mig
% Na o fIEPER ORI, K2HIRE A 25 MRS
ABATTARBRELLTWE,. ChbaEBReEBOHK
ARG B DEINC DU TR B RS D M 7 (T B
i bd, ENUKTEN BRI S EFc X3
3o FBihbs, Hamburger & Richet (1952)90
FEARBETLEEN BHNORIERY (B L, bedy
water b U COEREREZEINE R, TTCL2 bRT
HoteREBHETAERTHL LS. BE,
KA S Z DORSERFHELRVWEES5LTE over-
hydration OBEHFENC/AE S X XS EBREINLZ LT
H5.
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BEFRE TR AR IEI R HEREL UL,
FEYe, #MBEEFE, acute illness X LTO stress i &
PELZ LR, ¥, ZRCn- L0 R
RERRIFR DR ERIMERORENKE LB LD
b Tn 59,

DX SCEEBETNEHCIIALIEHOKE, K'Y
T (solute retention) A&z b, HWEEOE(LK
& % total body water Ighnaizb s, water
metabolism 2 HIXZ R CIEHRRAKRORY, #
FEANE oINS A b h, FIRGIOES TiL total body
water OiEd, MRIMEOZFWEBY, T1L T HilE
PR HEI BN Z R T X S b ot %L bh
.

~7, Na, K OFfFEnsix, ZRMCITKIZ Na

EfRo T MRS MHTAZ EBELLRT WA,
Keating 5 (1953)°® (ZRFER T acidosis %21
b, K OMEMELD 5% L T\ 52, Elkinton
B (1959 EFOHIN L & BT KOs B O
HiZEEo, MHEA Na oW Ci—EDFA B
By fo ik C\ %, Bluemle & (1956)%7 4, BAEE
DI DN TR IO RNR K TH D L BT
WA, Na, K, Cl @3R3 negative balance 3%
G, Na 2gb A&, MHEATCIEFIREAY BLC
negative balance »ME®, HEEACIIFIRBOKE
3 5=e<{ balance MR D X SIS LT
W5

MR K oWk fifa o BILERERILC, Z
EEIA BFR B 33Tt positive balance ‘G %
28, FUREB[EH-THIEATC K & Na ozz#finigs
ZibhNb X 5TH5D.

CDXOCEMBEDERED S D, MF Na, X oF
ALNER EOREEE E IR D R, ERoOKS bala-

JIRS - B4 -

glucocorticoid

nce @5z BILAIIERSD Na, K OB (bR A5 =
ER D THD LB, LaL, BKE #
Falg Na, K %15 = HixfEscind, RimEkK Na,
K (red blood cell Na, K) »##ilgiy Na, K o1
oL LTHERAL .

Hald & (1947)*Pvkafkiinik O BB OZ Lk
DMLY <A Tl parallel €52 LT
b, Gessler 5 (1960, 1961)°~190 4, BMBERED
BEKSBPE, BHET» MNLALRDHRSCEER
HEBARANOBREOELIIRMIRDO L & para-
llel ¢5 3z LaRLT WA (Table 18, 19). L
L, R coPEORBEABIMOMZL VP LR
HTH D L1, FRMmERO anion FHBLLAED AR
DEREIZRIRHP I, MRy < LE2{ETEC
LI Bl E DR D H B,

XC, FBEOEB L 15O BB B v Bl
THRIOBEBREDOEALE R THD &, FHL CmENa
(Nae) x 131.0mEq/L, iM% K (Ke) 1z 5.9mEq/L
LSt Na e o T IEELEFROTRELR L, &
BA7n{E Na fifig Crirnds- 7z, MfEsKicounTd,
ezt TmEq/L L EOEKMAER R L EGS &

Table 18. (Gessler, U™)
I Red
Muscle | blood
\ cell
Acute uremia (anuria)
Red blood cell Na ¢ 114% 116%
Red blood cell K ¢ 110% 110%
Chronic uremia (anuria)
Red blood cell Na ¢ 115% | 110%
Red blood cell K | 84% 81%
Chronic uremia (polyuria)
Red blood cell Na ¢ 128% 138%
Red blood cell K | 84% 81%

Table 19

Muscle

Red blood cell

Anion

(K7 concentration
[Na] concentration
(K] exchange

almost non-diffusible®
ca 170mEq/L®>

ca emEq/Lsa -

1.5 % /cell K/mine

almost diffusible®
ca gomEq/Lo»e

ca 15 mEq/L?.e
0.028 % /cell K/min”

a, d, e) Gessler, U (1961)% x »5{MH.

a) Dawson, H. In: Water and electrolyte metabolism in relation on

age and sex. Ciba

Foundation Colloquia on Ageing, Vol. 4, 15. London 1958.

b) Gessler, U. (1961)%

c) Riecker, G and v. Bubnoff, H. (1958)12

d) Kithns, K.: Hoppe-Seyler Z. Physiol. Chem., 298: 278, 1954.
e) Calkins, E. et al.: Am. J. Physiol., 177: 211, 1954,

£) Raker, J. W. et al. (1950)t®
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s, EE%Y ImEq/L 53 %h5< LU OMEK
DEIMERTIZE FE o7, Ei, fMiEgA Na, K
DU, MRy Na (Nai) 13 34.66 mEq/L & #n
L, mER K K 1 68.61mEq/L tid &L
Fo. EFi, MmERW Ki/Nai iz Ki, Nai #hFho
B KLU CTET L Oz, 2 bmERRSD Na,
K oftnbEr 5L, NaizowTiiEHERE Na
MRS bR d o fods,  mER Na i 338ml T3
b, Ko CiispESEomEK OHEin e mEAK O
WY HREDI., SO X S CMERPUCR- TELD &,
ZRERFFCRMRA SO K O & Na DAL
AHBR, Na oW TirRmERAAOBE), BEZE
LR T - fods, KIS oW Tilmikpst o
BRI REcl LB,

Gessler (1961)% |32 @B ReEO Nai, Ki o
WU, Ki 3Zz0oglBreofEECl- CETE
Lich, 54n crush syndrome, sepsis ¥ L OHE
SRR CILISISIEE (79.28£4.35 mEqg/L), it
PRHHET X 5 L O T ST (89.40+5.5 mEq/L)
ZaRl, Ki/Ke (JE T35, giEE 11.5£1.20 T
HEOE I METERKREL, 14.2£3.00TH-» 12k
W, Nai izvoustix crush syndrome FEGHEINL
(24.504£3.28 mEq/L), MEMHHEED SO TETHEM
(18.66+5.42mEq/L) DL LT 5.

Scribner & (1958)10 1 Ki/Ke i acidosis @
BEIPITLTELTS EF 2 D5, Gessler b

(1960, 1961)°%1° (3= hu b FRMmEkAADK I (Ki/
Ke) & DBEERIZ DTS, BE:RBRERICIT aci-
dosis OHBE E e Ki/Ke DIET, FEAKDORE
BRLELERLRD L, BERBETE7 VS Y
Figeom b & Ki/Ke FJOET XX S FT 358
IR K OEMTHHELETRD D LIBT3,
s, BEOBICHBRLLRLDIITHE.
o Ki/Ke iz, #< Bernstein (1902, 1910)10% 23
membrane potential OHEXFIHFL T 5B 2 &R
fkE S b . REERIC IR MR D Fii s
JeyEL C, active transpart 235 % b AN K OFEL
DEU B EEZLNDD, MEMEFOKBEY D
b B, active transport 23% % D@7 { TH M
BAKoEIL W BEITE I 5 Db mhic.

ZOk 5 ckimEkA Na, K oZbé s = +ERC
DT, WEME BEAY L THRD L, B - 1EHF
MOREIT X D ¥kAsto Na, K OB@ sz 5z
Lo it metabolic  acidosis WXL CHHRME
famb K oAz 5o &5 Hardy (1954)109,
Plattner (1954)197, Elkinton & Danowski (1955)1%,

Kithns & Weber (1958)199, Schwab & Kiihns
A9NHUD Bz ko TRNBRTWBL, B Cort
& Fencle (195910, Bland (1958)U® |1 #HFINK D
EINO IR R RN T 5. I hiT, EEBRINC L HIF
57 % F - A (extracellular acidosis) O &4 ¢
eif_ﬁBHﬁWK@?&9\104,113~118)’ %MEXWK@?@‘/}\MQ~IZD
PRENTEY, i, MEAK OBnTs L5
A122,128 35, B DHEEE metabolic acidosis A3
A K OBENC #8252 5D L THH M,
Schrider & Wetzels (1965)129 D\~ 5 2 k<, M
B X - C pH 28mL, 7459 FHEESEET
R & CEfE L C 3R Na io DTk BED 2
FC, AMIRA K OZBEML Tk b, pH ORE
DL CHIER Na, K 028tz bhine & B
5.

¥, KFAT7 v AQRENOBEETEFHTILM
B2 B HIRRAD K G BT OMER, MELSHEDKS
ENENL, FRESC X - TR Na B
LA B T LI DuwTi, #ifEstv < to Na o
BEEDF — 2D bIEH E DED LRI Toiz
X, KGDBENZHES Na, K ok 52 &5
U 5 HEACHRBER O L I B 5.

72, Gessler & Bass (1960)* ou 3 & 512,
toxic substances D EBENZ DWTEEZDOTF — 2 bk
BUN, 7 v 7=y« UL L MBS0 Na, K &
DOFCRE QBR e h o T, Z O SRE TR
LRAMEEINZ LD BUN L2 v 7 5=v v~
HEINTLIHRA Na (IR EEDEETH 5.

DOEW, WANADRALEYDOEENREL BRS.

Dulce & Giinther (1960)12% jz aldosterone, pro-
gesterone, testosterone, estradiol, oxytocin, vaso-
pressin PR AMEOBMES water metabo-
lism R XITTHEL R T BH, corticosteroids
iR CEES M B, Tscherwinski & (1967)128
BRI BB R EEEE 0 T L il corti-
coids HEABEML CHIEAALOK O E Na @
MREARARZDLRS Z EICEAL T, 2B
vz % stress FUSDORER & L Ciidp corticoids @1Ehn
BB h, Na, K ol OBTHERE - ThH
BB, 4THORBEBRLIOWT, fiF 170HCS
VAL DHENE, FROERAK OB, FHmEkA Na o
By BEL, REKWAD Na, K OFBE L gIE K
BoOEETUE L BIRERS S ERNTe B, T LR
& 17 OHCS rAmEMK &1k r=-0.857 oFw-4
DOIEESBIR AR L. UL, Bernard-Weil!?? 2 I
% EMEAK & Na OZr B BT FE OB GETTER X
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Wed 50 TCik7n<, sympathoadrenal system L
FEERIEL OMOFEERFOERELEWRT 5 LN,
Tscherwinki &4 BRE2HA T, HBEFLEVOE
S ¢, Mg Na o, KoFED, oboiehk
HERPY Na A, KO- LAE LS ERe
Bnsn.

FEIT L, REBRTEDORRENLE L T stress
DIFEDHBIE BB EE O o, hypercortisolemia
AL TcH, FRMEA Na, K oZ&{hs 0B,
T Na LXIED (r=0.75), K tix&D (r=-0.64)
HBIBIMR & E . X HIKRMIRA K/Na k& & - T
cortisol v -~v Lo BRE ZTHBH & AD L B
=-074) HBrbhiz. ¥, RNFASIOHL L
- C, cortisol U~k DEERER LR THD & Nae/Nai
Lt r=—0.77 0o G OEEEEMRIE b2, Ki/Ke
T r=-021 L5 H IWBRAZAD BRI
Do Tm. Lo ¢, cortisol v -O#Eh kRinEk
MK Na oAb LIRBEHRBRH D X 2R L D55,
Na, K o+ FhoRmBRPAs o xS cortisol
VRARLTED E, Na i&onwCikE i ic G
WD L BCHRLBH, Koo Tk cortisol Bl# o
AH=RABBERLTWE X 5CBLA. ¥, Bk
BORLFICIIARMERAIC Na, K oBE2sc 2 &
Vo Th, BFLYE Na oA & KOFH &1 para-
el Wit BZlohb T Wit WO Tl inbind Bbh
5.

Agna & Knowles (1958)1%8 [3{& Na IfF & i
RAK OB & OBRGREEC D & 57855, FED
F— 2 B ERLE Na iR Ehicbo 7. 3
w &Y, BEBETEEE CE Na MEREH O
B ERMRAK OBV OERECH Y, KijKe thdm
% Na off- O E EER LD 2 b x BRL T
5129).

$E% 25 Thorn & Forshman (1948)13%, Sprague
2 (1950)%1%, Pearson & Eliel (1951)1®, Fourman
5 (195001 13 ACTH, adrenal steroids 054
Xy, ThbiflRRCE S CKOREE 5 kAL,
Btk E L THRKOBEEEZOERBI TERNTH B,
Streeten & Solomon (1954) (IEIBRE D FEFIC
¥ cortisone % hydrocortisone (I xi¥Ek K G2
R E 2, FRMBRAKEE & 2EBIRIC Na 0B E)
B, FRMERA~D Na DA &KOFmERA 5
DA 5 I3 T LTI Y, RNFKAKOEIL
K* 0o EEOBE Tii/nl, Na ZKOBET KL
fod D E#ELZ b, ACTH % cortisone OFFET in
vivo CLEIARIUKRAN K OBEIRD LT, LLAKR

RN —BEC K DWMADTE A A B & iR
5. AUCHMIEY <A T FHAMIE L ARmEk & Tt ste-
roids OBIEXHAERL S DL AR, HOF— 4
25 BARMIRASFO Na Z{bd cortisol & DBEFfRIL
S57e S B RCH- T, FMIRPISFD K DB iz oL
Tk Na L ROBENCH T & 5 k7 Z b,
BHEBD 2 A =R b 2500 i
[

Lsl, AEECES LA ACTH % corticoste-
roids (3FRMIRPASED Na, K DB B 8% 3% 1T
LT3 2 iz TFEbabinn- s Bhbh, QBER
W0  hypercortisolemia DFEHW  H 5T Ek
MW Na, K 0Bt Bsc+30r#E: bR5. m
i cortisol v -~L S & FRinERA Na, K, Nae/Nai
o EkBGRRES X 57223, Ki/Ke Hicouw<
1% - BEFEORENE LY XEBEAASD L TR
bihd. Fio Na A LKFiH &\ 5 transminera-
lization DS 2HARMERA Na, K B A D 2RE
hichiFEsd, Na, K OoBTEh 1L 4 parallel =
R Ihbh T X 31IcEbns.

FOEM FRMEA Na, K 0B tsichT530
IO energy fREZBIRL Th 5B &5 AL §
W3, Wilbrand (1959135 3 Nai/Ki % active
transport O L% % ¢, Nai/Ki O{EFiL active
transport ®¥ghn, Nai/Ki o LH% active transport
DIFPHERTED EBRCABR, BEOF— 2005
1L Ki/Nai & UCheBE, colhizETLTED,
active transport & L CIXBAL T\ 5 2 &R %.
ZOH, FMEKETO energy F—ATP Zope
B ENBERETHAH 5.

Lk, #PHETIE stress & LCOTEHLAKRER
EXiedC, THRE - BB ERO BT X 2 M
cortisol DHEIMZDONTE 2, KB CIIAEBRER
DOMmERAND Na, K OFA &HE (transminerali-
zation) DEEEAOEMBEEBELTHRE LS, ohb
BRSO Na & KDEL L s cortisol & odEF
PREBAMIC LT b E Fig. 23 el
5.

3) MAEFIROME cortisol, MBPA Na, K [cds
rEvpE
— R I EREE D A corticoids DZFHIZ D

TIEEE L TEEMEENEZBC O THEIRTE

fz.

b, BHHD free cortisol v <% DT
Maher & (1964)', Smith (1965)1D (389045 &
a3, Blair & (1961 1% RE&H B4, Raith &
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(1967)™ (335 L RN\~ B. %7z, Burghele
(1963)%® = Tholen (1966)% (3383525, W
D4BIE 5 R LB, Deck (1967)1% 1 31%HTH]
LR 3205 BRBECRERC ED0, H
ML, MTECIE R4 BHRIET 3 &5 “HR”
(““Oscillationdauer’) %% 23 LR 5.

FE L BENEEFTABC DL TLEFO corti-
sol VARAE—iETinl, WALCSORFAEETS
ZEHRERTELLSUY, L ATBROBEC LS
Zh BT, T, Kolff & (Kolff’s twin coil
kidney) Clzmfi R v FoEHL, =24 4E LUK
[P O priming blood volume o Z&EM 5 NG
BLELUTDRFHELL, M cortisol v-1rD 5 i
TBIEF R B, —F, Kiil # (standard two
layer’s dialyzer) CIRBHEIE —BHEC B T5
ZENEL, BRI OFMIBCRL LoVt ES
By, X LT HERL T, RTEIEIKES S
EDVLICh o T, LAL, BHHiET- L
THLAF cortisol fEIL 0127 B7gL>.

A BETEBED MEBHHO cortisol v~k
FRPE2 5 CUEGEMEF IR E ETHEY,
BioHE L FE, Kolf Ay Kiil L chEFoM
ErL bR, MEENTAEL stress & LCERAT
BEWHUBENL B2 D L FEHFD cortisol v~
ETET, LAENTAERAD A DRADELA
DT Enb RN, 5, cortisol v S pMET
DIEAS BHA3, 20 pg/dl PUFE 3 binw.
ZOE =4 AR BHWE Kill B R HHTMRS Bl
-3 % Bt cripscortisol 233 X 1 B &4 (extraction
ratio) L HNThB LELO XIS BENRE L~

2B CERIE LT (Kolff #i4.8%, Kiil #6.1%),
THRCIIE T IS 20T (Kolff #12.2%, Kiil #
9.0%), Ifude cortisol v AELTY, bbb
cortisol (X3 & A FBREENIZ L2k,

Maher 5 (1964010 (:{BMEREH ¢ Kolff BA
TEEAE - THRERLZ T B, cortisol v -3b
BEVEEIL5~10%, BUWEBER0~5% LT
Wh.

—fgiz cortisol @ BFE (ww 7y VEE, 77w
77 V) 5 OBEBIEIC O TIE, B/ NLAY30A
¢ BT cortisol DS TFERIIN 6 A (REOH 213
B ELTCH#EL DL, cortisol (33T HEICH
BLS2 DL ELDHRh, FE, FEFRFIC iree
cortisol 7345 < kT A & L ITERE I Tu B 1% 141148,
F72, Amerio 5 (1962, 1963)W4 19 11 EHR I
R EHBE X5 2 LT corticosteroids % %>
52 ENTEICERNTHS, LL, fiker 7
7 VERBIO 7 e vy v ER Eo e in vitro D
WERNSEEOHMED 2k h © cortisol JEE-C 7
WEBRBICIERED RIS iR RS, EHK
Kiil B 2 BEFTEE - T in vivo T OENERT
TARED cortisol & &ML CEOBBEMEY i &
= AHMRMED cortisol & DWTIZIRIT 4 ~ 6 BRI <
BWLTHED LA B L3 & LaFRYS LTw
5.

52 5 Tk cortisol (T 70~90 ZI3ER & fE
ELIHETHEEL WD), B EEHRIND W&
E2LNBHN, ERBAREFOZLL, EREYLEE
A cortisol L GO mMEENT Tl BRI X
> TEBRERPNBPYER LS 0EH Y, BT X
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b3 Lik cortisol oIRITHAEEML BB DL E
2bhd. Lal, BHHTEES stress L LCE Z
L R2FE o ultrafiltration 12 X » T {EEIELD B
Th, MEEORVLMERTHOESRCL, Zhst
BB~ f# & 7w T cortisol 4%k S7eni3 &
B FEETHE cortisol v a5 BR E
n, FHHROETF O cortisol AT 5 feedback
B OB OMEAR IR T Y, —BICHEN oM
frocortisol AFx -~V ERRDD LT HER DX
5IcBbh A, foks, MEKHEHFeD feed back B
DWTURB BN OB ECREL T 5 DTk
TR S 23 Deck (1967)13 ) Knopps (1970)17
BV MECERT A © Kolff A TEMC X % 8 B
BRI R\T, FBFCE fvb cortisol KT %
T, o3¢ feedback #tEiz X v ACTH o4k
PEE R T, firk cortisol 23 RF35 & ARAT W
5.

DOERBINC X2 BREORE, 7o Th kPt
@ Na, K © Bz 2T ehb L, AN ITX
Schrider & Wetzels (1965)120 13 miE Na (I 5BHH
HcEL L, IR Na i xBHhi#ml, Nae/Nai
HHET %, mEKIEERC X Y BKUEDHEIL
EEtzh, ROKAKEEFER CIEREEAOE

flrr 1. 152 h W/ W Hora MEdmai- r&lmfﬁ'sy}, FRT e
L= C & &k /oy A3/ aae LU 2P eV IR A Ay L L

W RENIC X W IEFE{LE RS, L LALEREEY L
FThb o EFRLI. MEEC X - TRILERAS O
KRBIEELShTd, Na R#IiC S TRED
FETHDH. EREFO Na BEI NE Na X0E
W edh, BRTRIMIEOR 50 Na BT EH Rl
HhRLH, LrL, MmeOE Na 20 % 2,
HDH TSR Na Ligh, Mo Na 25 #ifg
AT 5 fodIiC ArmEk Y Na 11 #8835 o Cix
I ERRTN 5.

Gessler (1961)% 3 crush syndrome, sepsis,
hepatorenal syndrome B30 EMEBFNEIES TILh
MR KBTI CRRE T (79.28 £ 4.45-77.20
£2.17TmEq/L), FRmikpA Na (3&HHC X 2 8bikis
LA BB b RIe (24.543.28-24.0-3.13mEq/L),
Ki/Ke 13 11.541. 2014, 72. 20 E BHFHIIEFIC
JE3%, Nai/Nae0.309-0.312 FEE LD EE 7
5. Eio, BHRMERSEREPEEOBEEREES
Tk, FBHC X DARMIRAK IR L CIEEHEL
SESL (89.445.5 — 82.69+4.91mEq/L), kR A
Na (3gml, E¥FX V- THRTS (18.66 +
5.42—20.8044.18mBq/L). Ki/Ke 13 L5 L CEEIC
ESE (14.243.00—17.8£3.01), Nai/Nae 3 BH

LCIEEE»D X 7eitd (0.211 £0.058 — 0.252 =
0.044) EAMNT3E. FBHEEDPIADLDOFT — 5 LITE
FTEAEDEREREL. MIE Na, K wounti, sk
b EIER L CEEIHBC Na 13 & A EARE, Kit
FEbahs. #HmEAN Na ik Kolff #, XKiil &
WALERCERBRRD LTusAEEE CIZL &
o TWhghs,  FRfERA K WA TSR c#mL T
%25, Kolff Bl CizERw ML CIERL ShT v
%. Nae/Nai i3 Kolff BI-ciE#{ban, Kiil Bt
ETERAL, Ki/Ke d ALBRBTCEE LIS T »
5. 20X sicehh Na, K oFc X 528k
/i ocortisol LS X b L ERTRETEEIND D
DEELZBR, X5Hiz, Kolff Hir Kiil &t c&HT
FRIMERA Na, K O0EELIhEECHENRAD R
fz.

4) AHBERLEOME cortisol ® B AZEEFZDL
T

kB 17T0HCS v_A iz 84 c&7n b, 1
HOFCh—EDWEE 2N TEBIKEZRSEA
Y AABFAETHZ LEERW D 2 ot vb h
CERETAHTHE.

IE# A Crkinrh 170HCS BE 751 4 B bR
9B Z AT CHERIEBIC SN L CHRT 78, 8
RZAMRE -2 &Y, FRILLFEBC T THRAT
ETL, FHRIBEZANSBFA 2B ORCREMEE
THX27BAY XRAXRDBZENS DT, FEED
E# A2 Tl Fig. 16, Table 13 e/ Lic 2 & <,
IHZEFER OB E 1D 1o L7z vy X s i fFie.

Zofs 17T0HCS DRRNY AAD BIHAH=X
AEDOWTIE 1) B BE B4EL, 2) ACTH Bi&
B, 3) KB FR—HIK THE, 4) sleep and wake
cycle Firs EAN It T B 2N E RSB A TR
U,

Pincus (1943)1® X EREFF OIEENC X % stress 43
TEE — BB R RIG 2 HBE & B, Hetzel
(195515 3 jRAR 170HCS Bk v X 2250 FEM FEE
DORILELCHbRCL D EE L2, ChHHRY
XA EE, EBEPC L2200 T EATLZ &b
HEOEBECER. Laidlow & (1954)15 i3 4 7%
BRADMELE ~ O stress ¥ 52 THBILIEER
PV R ACIER S b 2 EhBEIBEE B O
BATEIR 232 5 =R ABEET DD TR n
L#E % Jz. Fio, Forsham & (1955)1 1 BIBHE
O ACTH & #t32 RICHEORAC BT 2 ELODH 5
bhtdhsnsd LEELL.

Perkoff & (1959)%% (t M 17O0HCS v X4 %



JIF : A4 - glucocorticoid 215

ACTH SNz X W ZE EhT5b &F 2, Ney b
(1963)* $Epzc i ACTH v~ax@lb, 54
6 BFIZIE 0.6mU Th» e DIHAT, FHFTCIRL5
MAEECH A EwFER L. 2o ACTH 4ikic
BAL iz Perkoff U 3 X5 RuOFKCHERH
T, PidEiksd, KaERoBEELr R~ L k.

Masson (1959)1% 3 A & {f » CRiki% L BED
BR MO E%g lsoinly, M 17 0HCS 1k
THML, BE IR ERD, HlloMS I X
o T 170HCS U R A DL DTS, BIE
B b M 17 OHCS 9y R A Rk RO ML LT
WA EHRETAHEL HL Abh, Eik-Nes b
(1958)" (L ERLMIBEIC X b BHEEL 24
ADBECrLfisR 170HCS OEEAHA Y X 2054
SLAHANC /n o T b & & %38 T 5 L, Hoklelt
B (1959)'%0 4 S EEIC O\ T RIK T HD WAL
B EIL T BERCILESPHIR D 2 5 — i &k
Bl d b b T, BATENLERL s L o#
B, BETFTEBEAY RA~DBHEL - T BT
xRS, Kriegerd (1966)12 3, Pretectum,
HEEEE, BRTHL O IHE © o B cir
170HCS m AR Y R aiglha s, FU bR
FROERBTH AGDHB—RR T HUAORBZE I ER
DAW Y XA TS ST 5.

—F, BETE»S 0 ACTH 42 H =X 1T
TR A stress BRI RHIG L CEREMIC ACTH %
KEITHWTE 2 A = R A LR 31T B HA N
ACTH G v L% onX DA B = ALD DR
HDH T ERHEINR T D0, it 1T70HCS o
HAY X2 BERTHLPLE LT, KT
HRER AT X BB L CREE o ACTH A 71 =
RARFEEEN TS D TCIne & Ex b b ™
168,165

ZDigas Orth & (1967)1% o X5E$% sleep and
wake cycle B3 H 5. M 170HCS o B NZEE ©
FEE T sleep & wake DA 74 FDHDOTH
BETH. 505 DU 2 (SHHET, 16
R Z 2) BI2RMEY- 1 72 v (4BFRMET, 8HF
Rl E3) OEFEL AT A &, 17OHCS 0B
ZENIIBFRID <2 — VIZHEN IR TH DR TL B
RN, XHII9ER 1 2 4, 338 A 2 T
Y FENFh ORI sleep & wake © Az —~ Vit
ML) Rakmd o bxifled, HHWR VAL XTE
&, BIBHEER Lbvd sleep L wake O H{ERBF
Mo A2 v 2D OREETHB EL TS, L
L, =odsleep wake A4 7 A DF L 38 — vV AD

FEGTRER Y BEGHEL 20, 1 HR =ik
PR @i b U CHEREE 2 E B L TP,
AEDODHMWY X aE Tk B ELYZTF, HAY X
AR S T E 25 1 BRI LELR Z 258
WhR TN, $obd, BEREETLO-TE
Mills & (1964)17 DFEGFID Z &<, 4 I TP
HZOFTOAEFETIE 170HCS o A Y X AEEL
TLESEWIBELDDH L5 THD.

DX 5z 170HCS © B WEENL # D Bk D47
BRI THRBCENY X AD AR — VI
ik ion L, BEFEOEERZK bl Th
1HEE BV s THLWEECBIG LY Xak
RHCTEL Z Easbennh, 170HCS o HNEENTF
DEAEOTEHEHE O CIzd b —~BoAEEES &
LRI, WAWLAD stress IWHET A AED B
HEHZEEYRL TS E3FZORD. TOA A=A A
R CH B 25, THE - BIBERERD LI LR
Bro ACTH ZbcBIE L T, KN, HKRTEHO L
PRAFOBECEELTW5A Z EBEEIND.

XC, BreiAFiowitomf 170HCS o B g
B onwCiidh ¥ b ToOMFITITEL 02y, BERE
4 B E T o s T ik Pekkarinen £ (1959)18,
Kasanen & (1959)' i 17OHCS o8 2
THREHELTHAB. FHIC LB & free B 170HCS @
BAEENLL Ba25 UCHEE TR BNELRT
EMBN LTSGR 8 BF TR 24.9£2.9g/d)
(high normal), 444 8 Bci% 18.04£3.0pg/dl Chigh)
DU ERL, A 170HCS @ “ag h” 2%
ZbhbELTwh. iz, conjugate H 170 HCS
WD TR R 8 BF 69.0+5.8ug/d], 44 8FF 53.2+
4.8pg/dl 7RL, #, & TEEZRTHE, EFEV-S
NEZHRTEIFDOUSADERE 51 L WV ERCEBECH
B EMBRTD. Fhe, —fRC, NPN ofEinc 4o
T 170HCS o HNEENz A7), B, HTD
conjugate #! 170HCS o#fne, #JFT¢o free Hl
170HCS o#hnt NPN LixED, PSP HEizA&D
HBBRAThEFRT I NI BT 5,

AWBRERO HAEBICONCIE LA ELOH
HFFEL Ty, FEIEN EERNLEY
Wit BENC,  5IEFICOWTMEE cortisol D HP
BEHE L LD ERTER. PEOAITCIRDHR, &
A0SR B ENS TR LT, 5
1BFRZFThTEETLZ EBRHIhT, BRBE
EROBBCE—~DBREEN TR BB LR 27
WIEDXBICExD. cnbSEMELY, B, £ T
O HAREEIEL T BRT, FRIIREFEO



216 JHkF : B4 - glucocorticoid

B ofico % RC 3xhZh, +21.3, +7.0, —
14.0, +23.7, —11.5, FH+5.3% &, FHCHI Y
4, cortisol v = A DHEINTH b DHE D 7 (3/541).
Flo, AHCHLDLEEL L -EAD I BED)
U T cortisol V-3, LT BAPE)  1E
Fi ks Lde - e,

IOk RAEEREEOBRE A NERO X —
v L AHBEEBALRO I  BEEOKETIC
#7505 cortisol © fA~NDOERABERL TS E B
bhARFRE B B RED KIRT HD stress
RIENERL WS 30 :Bbhs. A%, BRES
L bRE DI REF CORENBE LN, Z
O AWBREBEE TSy NCXBRETH- T
SHERH RO HEL - T\ le D, RO
Slo kb BRI, MEENTCEEER L & DRMD
B TR E BT & SR HRYESE S It
s TWhHEDEELZBNRD. XbIC ACTH A
HA=RADEZAHTEHSNICX 51 2% stress FC
DHWAZ —VEHTLELRBCHD L2 X 5.

ZNB SEFAD 5 BRIRMEA M CREBRE I E R
SEATITEEL Ty,  A{bZRii Ao BUN,
7 v 7 F= VENEEEEC S Lo TERICRES]
19, 20, 220 3 FIDNT, Il UHALEEZ L B
REZENTELR. 0K Fig. 16b w R/LI X5
Vo fn i cortisol v L Tit1 H% 23 CCIE®
WHEACETLTCETHER, FHTRILSA
DT, R A% 9D % RC 11—15.4, —24.0,
—23.7, FH-21.0L8, FTORLENHTELL
> THEMCHARTILEREBOD ) XA %KL
iz

BEoZ &L, AMEEBTRLECIL stress 9ER 2
5 ACTH Lo, BIBEE steroids #ghnas
ECHELRTETCNSD, HREHO Y X A0%ELR
b, EBLWTEMGI DS B ACTH 5% 55
FREBCCHAERBEIFEATL Z EAEEIND. &
fo, FIRBIC I » TRIESFFTROBE SRS Dh
“C, InH cortisol v A HIETFLT, o Tidib
cortisol DHFAREE L HALNE X iDL HhbD
ACTH A =X % stress O &5 B &K
A EOREREC L EDo0HBLDEELLR
5.

5 AUBTLBEEOFIRMICHTBMA cortisel
25T 17 OHCS {EO®ET

bW L TABREC X DV ERHAZE V- T
FIRBZ M 72 6 BT DLW CL H_fc. FURBIHAIEH
“CULAFRET 9 BRI st % MAE cortisol v~k SR I

CHARBEETLTET, RNCEERHECSL E-T
WAREHIR BB, FIETEDTH Y, HILFETR
DIEFEL A ERRBEEERHAC D X T2

Z Ehbio T,

P 17 OHCS {HI 3 48R SR & b R (KT %
I3, total, free F HFWELIEL LB, =&
NITBFHERTC X 5 b0 CRIBRERREETCLS
LTI, FIRHICAS & free BNXIEEHHC
HmL, total & L -CIER® 2 S R #Binl T
BHh D GEM20, 22, 24), EHEZ 2L LEdbos T
540 GEFI3, 14, 23) Babhiz. IHLITEKXF]
RS LR RO BB 1T T e 0Bk &ir—
BLTWRWA, X5t 5 s ons BT S
BT lhbhh., ZhbOBLTBEEomEL LD
CRESEML, FhETco “1TOHCSDi% b 2%
R~ KBCH I W@ 2 E2 BN DA, BE
DIEE L F 17 OHCS Eo#hn & o M i fHBERAtR
s b - 72 L (Fig. 20), fiispeortisol v ~v
Prr7s=yv-.7 )77 AN 0ml/min LRI
EEL T U T, cortisol fEDREA & BitED BIfE
LIIETEALCED X SRS bl (Fig. 2D,
Lal, = oimes cortisol @At free HU cortisol
DB Y75 v ARELDTENT & LEHECE
Bgeo B 2 MBI 5 o Tix/n 4, ¥1L A conjugate
HOPE AT B L & B free Fo conjugate B
~DBFTL BRIy = L &, stress OFEL Ko
T, o ACTH s IEEILSh, HAER
7 feedback HERELYEI X DO B B 2\ 5 T LD B
Ehdb X 5cBbhs.

6 #& &

1. &ETREBFEMC DWW, TORAER
WrbHEx T, FHNERE, stress OIE 55
P EsER & b b, I cortisol v <
MR ERE RN .

2. B IERHER & & O BB BE
2L U 5 % 2 oMmEE cortisol {Hix 38.35 4
4,48 pg/dl, 1fn %% corticosterone {Hix 5.00 +
0.89 pg/dl ¢, EFMECETHREML T
Wiz,

3. Mm¥E cortisol @ HRNAEENC DWW T,
cortisol v S AR24REHIA & B L CEHERSE
REE, RIEEORZShZYD, REERE
DONEWIEGID B0, HlicEm, FYCEWIE
HOHREERRD bhvlnh-de, FRiEFH
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DIEIC BT 5 BHE K (Y relative change)
+5.3%Th o 1z,

4. Ifi #% cortisol {H® M 3 o 3HEEA &
LTk, BEBERLECAbLRS LR, B
BEE T X 5 R 17 OHCS Eiftodd, me
conjugate 170HCS fEDIEIN23E 2 b5 25,
B UBBEEOBRTRE S Lo Th, AMER
SO, FHRERESHE R ELE~D
BEIL LB, TRETHHEANLZVLT LD
= d stress MER? AEAEIZREREHE
LCEIB 2B o cortisol % 57523340
r#Ex bk, 00, BEBAREEKDOD D
catabolic 7 it Ik Uiz Atk BhitEsRE &
L-CTo cortisol OSWHEMAEE IR, %
fz, cortisol D HAZEFHD ) X 2DHhnrbd
TEA LY S e ACTH 2lbn o0 E2
FRCE W TR A BHORYE, icb LXK
BT feedback ¥es&a MR L ACTH 4
WORHRELEL THBEDTRRVNEELD
nic.

5. EBHABEHERC I VER, ZRE
LT, FiREHz 2ERMCoWT, TDHE
EEHBREFT RS RIEEFE L RA TOMmEE
cortisol {HIXHA LCE T35 M, FLelRIE
HEHCd Eo Thinys, BRNEEICOWTD,
Q4R A 2 33 1L C cortisol VAR ETL T,
EHF, §, FTOHEZEFHBAL TEF TS,
Fie B Tkl o 1o (% relative change
—21.0%).

6. FiREhc #bh s BEo BEE RE
170HCS PEsEime iz % 9 FiF7ed, L
A, JVTF = Y75 A10ml/min B}
belo T B BHEEONBE L ETHTLT
8% cortisol v <A-DETHRAELRRLE, oh
rLinsE cortisol HO B 27 V7 5V AKX &b
TERWZ &b, BEEOHEZD D DI H
LCHi#E cortisol fEAHA T2 DT 72K,
cortisol O HAEENC EFLDOEMRS bz
Tr <, FEEIr ACTH S stress
DEENLRLT, dEOEERECLH LD
oEBBDLEZ b, X bIC conjugate
170HCS o R Hefit2s #int, free #a &

conjugate BMAOBTHRAHC 2, EE O
feedback LB c 28 E L Bk,

7. Kolff #% kot Kiil # ATERE X 5%
MEENBOMEE cortisol ED ZE/Lik WA
AT, —=FEDAR—VERIMDo E, —i&
i cortisol X En v~V T HERR Sh,
Kolff BI-cii{EsiEEE LD ERNAKRE W
bas, BRPRILCEMNT S 085D,
Kiil #-cr @i 2 BE<CHw T ET I
P35, 20pg/dl BTk CTEFHELD
ELLDRIEEA Y nho o, BHRIBRTES
L Kolff -zt 33.2ug/dl 255 37.5xg/dl
rootinL, Kiil 8 o 37.4pg/dl 2 5
32.4 pg/dl xR Lk,

8. GMEReROZMELFEFTRORED
SHEnb BEEREL LY HY, KROEAD
Na, K oZMbiciE § L, FRmEAIEO Na,
K o8 »Mrb cortisol v~k DOBEKRICD
WT L bR,

9. AWBRLBERBER X, ROKA
Na 1% 34.66+6.76 mEq/L, FRimEAN K ik 68.61
+ 9.66 mEq/L & EHE{EC B~ CREIC BN
BHWERES LTk, FROFEA Na, K &
BUN, i 7 v 7 ¥ = v L oMiciz—EDE&
VIR B L T2 b, IHE cortisol B &1,
SFMuERPE Na Bt 7v=0.75, FRFRAKIC
BNTT=—064 DFNFNRIED S5 WIELAD X
WHIBIBRR 2R S e, & B IiE cortisol {E
EARImERN K/Na & b 7=—0.74, FRIEA
o Na B (Nae/Nai) L& 7=—077 OF
WEOHBEMED b LaL, #RIEAMN
DK Ki/Ke) &k r=-021 & % h K
ERD b it - o,

10, FHMEA Na, K @#Efic L b, Himsk
A Na ix#EFEd L Kolft &, 33.6mEq/L
—27.7mEq/L; Kiil #, 49.8mEq/L—41.1
mEq/L), FHRMERMKE Kolif FE-cwx 70.4
mEq/L » 5 785mEq/L tFEwHEmL,
Kiill ®rx 71.0mEq/L »5 73.2mEq/L
FToL WMLz, LaLl, chbo 2kl
% cortisol MEHTIC X5 2oL 21k BIRA e

27z,
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11. ABB7TRERICS bR Mg cortisol &
DI RMIAID Na, K DORBE) (trans-
mineralization) D& &5 HRMOEFHA~D Na
DA & FRMIRI~DK OFHOTFTAICE < b
DEEZL LD, COFRMERA Na, K 0%
AL+ U Mg cortisol oZE(k & R SE
FLTHETo TR WEWI S cBbhii,

BERiehich TBRERD DRE, IREYEH
- Fe BETMBEE B R 5 RH OBy T b T &
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