(K) (Na)
(cation) $ ?
(Intracellular fluid, ICF) Na
no 7 d (Interstitial fluid,
d (Extracellular fluid, ECF) ? K
dfi ' v
N K Na
$ 192
3 PN
Na
Na ! ' d ?
d
d
! ?
Na ? K ?
? Na K ?

(Plasma)

ISF)

Na

(Na-K ATPase)

ECF

Na

K



, 8 Vo K
K

3,500 rak 98 K

(Rhoades Pflanzer 1989)

2.1
(cofactor)
(aldolase)

ATPase K

2.2

potential) « 3 X

] ?
50-55 mEq
a ' 2,900-

ICF 21 K ECF

(pyruvate kinase) Na-K

)

4 (membrane

ICF ]

1 polarization

0
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GL INTAKE (o~ )
100 mEq/day tj,

RBC
~250 mEq@ \
MUSCLE ~2635 mEq \ TRACELLULAR
—_— EX
%@Q FLUID

LIVER~250 mEq /

BONE ~300 mEq

[t

KIONEY S-10 mEq/doy

90-95 mEq /day

? ! | *1 3

? (  (Linshaw, 1987)



211 1
(Rhoades

Pflanzer,1989)

K (mEg/L f mmol/L)

ICF (muscle) 150
ICF (erythrocyte) 102
ISF 4
ECF (plasma) 3.5-5.0

Urine 30-70



$ (resting
membrane polential, EmM) -90 nVv
K Na
K ' Na

polarization

n (excitability)
acltylcholine Na (h *
Na depolarization
K Na
Na ATP
n ! repolarization

K !
action potential !
neuromuscular transmission

! (cardiac arrhythmia)

3. N
Recommended dietary allowance (RDA) K
50-100 meq ! 2-5 (Rhoades Pflanzer, 1989) K
1 ! K ! K !
K K
K
4-6 K

25-50 mEq (Trickier, 1966) 2



n N
{
8§ a
4.1 ! ! (hypokalemia)
3.5 mEg/L {! 3
K !
K
(Porth, 1986) K 1 K
K K
(Torben and Keld, 1987)
K |
K
K 1

4.2 ! ! (hyperkalemia)

K ! 5.5 mEg/L K$
K ~
K
N K cyclic AMWP
Na K #H
K & K

[ ] K ! ECF $

(tissue injury)



WSU K 0DIMS
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gysdly K 2anuan \ /

MR K
EE& 5T

< 3.5 mEq/L

/

[ljff 3

(Ao dasa RIELTY)
vude K ndsu
g ad

11

N L 7]
nasLlaae : anduila

lowd dauuse Budmne

W13 fudeund

7 )
ndalaina  adisnnaudou

MRS : o duu

adul faeda doams

7
anutfiunsadng
plasma-alkalosis

cell-acidosis

18 hhadddzann

o0 &

dultenn Tadz Jaans

ITVUUSEAM

ADWYANIA AN DN

~  (hypokalemia)
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hyperkalemia N K n K
K !
5. n
K 1
1 ? K K 1
1 ] ! K
Na
1 ! Na :
Na K (ECF)
90 1 Na ' 58 mEq Na
Py Na 1 mEq
! 7.2 Na 1 !
ECF intravascular interstitial volume Na
43.1 7~ 29 ~ ! interstitial lymph
11.2 $ ] 2.4 (Edelman
, 1958) ] Na 2
2.
2.1 ] ] Na

ECF ! ‘ !

(osmotic pressure) $



A2

(Rhoades Pflanzer,
1989)
Na+ (mEg/L ~ mmol/L)
ICF (muscle) 10
ICF (erythrocyte) 6-8
ISF 145
ECF (plasma) 142

Urine 40-220



2.2 Na
?
2.3
2.4 Na
)
?
2.5 ?
» 7.4 ?
?
3. ?
( Na 100-300 mEQ)
? ECF ?
Na Na
, Na
? Na
?7 »

mEqg/L (Kohler, 1987)

? 4

14

$
Na (active transport)
? pH
? ? Na
(NaHCOg) (Na2HP04)
?
(NaCl) a 6-18
? K
? » ECF ?
Na » 95
» 2 Na
? »
Na 5-80
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Na+ !

100-300 mEq

Nat MOt HAIUDNL BRE

=\

95-98 fay 2

4 ! ! ! !

! (Rhoades Pflanzer, 1989)

01723.
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4.
Na ECF
h Na Na ICF
Na  ECF {
! Angioteusin Il $ : { N T
Na 1
N { - Na ?
Na (Rhoades Pflanzer, 1989)
Na ECF [
ECF ICF ECF { {
Na ' ECF (hypernatremia)
Na ECF Na
Na ECF
) Na Na
Na (positive sodium balance) ECF
' ) ) (Early Daugharty,
1969) ECF (Volume expansion)
Na Na
? Na (hyponatremia) ECF
Na
(osmolality) ECF
Na

Na
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M u Na a
4.1 Na (hyponatremia)
Na 130 raEg/L Na (hypoosmolality)
(Diabetes insipidus) $ (Diabetes melitus)
4.2 Na (hypernatremia)
Na 150 mEg/L (hyperosmolality)
5.
Na K
DI ( )
?
1 ' Na-K ATPase
K Na
high-energy phosphate ATP
{ (Na, K-activated
ATPase) ? 7 Na-K ATPase ' Sodium pump I(
f 2
(alpha subunit) n 1,016
Q « 112,000 (beta subunit)
a 305 1) 34,000

(binding site)

K Na ATPase



18

Na 3 K 2 Tth$ 5

3Na+(inside) + 2K+(outside) + ATP4'" + H20 ------------m——-

3Na+(outside) + 2K+(inside) + ADp3~ + Pi.2~ + H+

Erdman Hasse (1978) 1
200-300 ?
(Ouabain) ? (cardiac glycoside)
?
? (Sweader Goldin 1 1980) ?
Ouabain ? 1 ? 6 7
ATPase
Na-K ATPase (Nielson, 1982)
- v203
v25 (SH)
Na-K ATPase Davis Vincenzi
(1971) ? ? ?2 7 ATP
Mg-ATP Na-K ATPase
Na-K ATPase $ I
?
?
(endogeneous substances) ?
(Insulin) (aldosterone) (Cathecholamine)

? ih ?

(Defronzo, 1987)
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initial state:
pump open to inside

OUTSIDE OF CELL

Step 6

_2 K; c.axpelledrtct) m Step 1

Itns'l (:I Iputmtp eturns 3 Na- are taken
0 initial state from inside

2 K‘i

Step 5
Déphosphorylation @ ATP Step 2
stimulates ATP A
conformational INSIOE OF CELL phosphorylates
change a subunits

Step 3

A confo'mational change
following phosphorylation
_expels 3 Na* into surroundings

Step 4
Two K « accepted
from outside

2 &; 3 N_g}
Pump open to outside,
ready to start second
half of cycle
15 Na-K ATPase

(Mathews and Holde, 1990)



N6 s = Ouabain
- Siep
blocked by
ouabain
Na‘K*-ATPase K!
large subunit binding
. 3Na' sites
Exterior /\
€ v oy
oyosl — \|/ \ } z 2
Na*
binding ATP-Mg?*
sites ADP-Mg?*
1 2 3

i J7 '

Ouabain

20
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ft £1 n
1 )
[(Insulin-dependent diabetes, IDDM); Finotti
Palatine (1986)] ) [Quintanilla (1986);
Meyer (1981)] 1
Quintanilla (1988);
Ilzumo, Lear, Williams, Rosa Epstein (1987)
1 | fh
(Volume expansion) ftfl
(endogeneous ouabain like substance)
(Haddy, Pamnani
Clough, 1979) 1 ft
Naylor (1987) (negative correlation)
1 Na-K ATPase )
depressive psychosis 1T Na-K
ATPase U
Dasmahapatra (1985) 1
I ATPase Na-K ATPase
ft 1
(chronic renal failure)
(Welt, 1964) (Suolina 1975) Cataracts
(Sen Pfeiffer 1983) rheumatoid arthritis (Testa )
1987) 11 Na-K ATPase



A3

M

Hypothyroid
Spherocytosis

Stomatocytosis

H Na-K ATPase

Ha H

Diabetes Mellitus type |
Hypertension
Hyperthyroid

Chronic renal failure
Rheumatoid arthritis
Liver disease

Heat stroke

Malaria

Depressive psychosis
Lead poisoning

High salt intake
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