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ik, BRE L BOERETE (L)

A N

1 E 147 (Body fluid)

B kg o) EEMEEE homeostatic me-
chanism) ol 93] HilARNKR S} MilastKRS o
A3 MRS AR ) #Kre Ko B

RES B3 AR MREBFEE (cellular d-

ysfunction) & 4271t}

WEEo KB, AME el FRAIS K
ERE S < A0 B KK 22
Axc} StF o Aol ARSI 4
el AY8S 2= o,

1. &9 X4 (Compartments of
body fluid)

B B S @40%) S K5 60%) 22 T+
AR, Ky & HK-S MEMNE (Intracellular
fluid 40%) 3} RN (Extracellular fluid 20
%) 22 Foizich fifastk - o} g (pl-
asma 5 %) EBEEK (Interstitial fluid 15
%) 2-2 ozl

°] & Ml Mk S M2 HAEe =
F3ted ¥ FHAAE o] F3 gl

2. sk (Body water volume)

A& ARFEANAE BKIBLS HhES o

* M EAEHE BERAF
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60%°ith, FEBHS KRBl hES 4 80
%2 ¥ &S A3} FEHEL F7
of wa} A FAI} = E Aol FE
ghekel QQAA A2 Aelz) sdvh RS K
Sagel ofF vt a¥ER vy FES
o FEHEYG AF A FEFF S @
t}. :
MRIRE-S ko2 A5 % 40% 24 o
R Yo) B (skeletal muscle) ol itk
MRasmS 4S5 TS AT F 20%°]
o, FAEEmeY ol F o FELS AT o
40%+ Rt olghze] oW FTEL Mastkeol
£ vEE AAslEg Afe] dod AF K
53} BRES) N Tulel F43) Ao
e Aol MEKS o 10%< BEK, Ba#F
BEwR, BAES, WILE, M Sl e Mlakt
K4y (transcellular water) &2 o] F o] A},

3. &2 MR 4 (Chemical comp-
osition of body fluid)

MR Miastikel F83 A 452
213 72

kAR € 28 K)3 st Mgl F
8% Bionol, #EE (PO EEHEY 78
g Kionolel, MBAKANAE Bion22e
EFNa)ol MU Bor Kion2ZE EXK(C)
7} A g3, 2 o522 HBRERE (bicar-
bonate) o)t} MRS HE S MK = M <) R



£ BEE B3 Aol g Assnt A us
3},

Table 1. #F#2| MEH A (mEq/L)

A I M
HE®K  mig
Bion Y4 E § 15 147 142
Z F 150 4 5
7 S 2 25
vl 1l 27 1 2
Kion FwHAMY 10 30 27
q4 = 1 114 103
al 100 2 2
F A d 20 1 1
f 7] At 0 7.5 5
5L I 63 0 16

ol 713 A3 NMBESS 917 A8
A ol & MtLE ] A A A= ook &
o},
MK S Mlastikel 242 Aol AifulE
9] GBS A (active transport pump) ol
3l FAHZ Qe AR A7 ok

Rk A = MaH 7L Hsls 3, fif e
NAR YA A=, MR Lol sleixe] 4=
$71%0] Rt AE5H Y22 A
EF HWER7 doivd Milanedl vedFS
223} o] #BAPIEEEE (intracellular edema)& f
uhale], S &AM doT|A =

4 . K4 F 8 (Body water balance)

{47k & (Body water volume)-> A3, WA
o 23t FH-pgct

UK o Fkthe] Ky 2 KaE AHsted
K= BRTHEA sl BPRK Lt 2
o}, Ml RF) JEFRE S o] PRl o3
A JFe wed TH A dSFE Bt
o 23t A7 R@EKS AUt

KPS Wkl o’ A, BEE25Ee
A, = EE PR % A a8 WA
ol Fit o2 s o] ARG o]zt
& ke AL et 27 w2t Z5-1
o, dE 59 KEENE S AT R 9
3 AALE KR, BRES =4 A7 U2, =
o ulES FiRY daE #e] gled F
2 gl A, i kel ot s B
o] @t} Fo2 wHsE B KE, MEY
B A= e B (REREREER) 2] vl&el Ao
Ax e 2o wAdsE Bol AL 4,
H2 9} e 2F2 s e Bo] Bk K
BB = A7 A= v %

ol 9} zo] K VS o2l 7tA] 8o ¢|3to
g o v g K dede o] HE ied}
of AAd dar} Qe

5. BisK (Dehydration)

BiK (dehydration) & K4S A& 4
o} Bikell s R EEN Bigel ok Al7HA
257} ok, 4HEF PSR BRelA B
A7} deluie, oluloll EMHE W MRIEEER -
isturbances of electrolyte and acid-base ba-

lance) ¢ 22 ot AfHEC]l doir|= It

1) Z3EMBK (Isotonic dehydration)

SAEMBEK (isotonic dehydration)®] EA2
i e B 7L Adelth 1= Milasti
o Ao Agdlx B7a mife JEFR
EE7) A dol e MilaYe Kol BAm
E goun gk, SRR FRS du
Moz FhEozye hgikkoldt Kkild
el s, IR A el R S22 Mkast
#ol AAE Aol e SREBIKIT dolndel

B9 AEAH o5l SREMKE BT
ol & mEVEFRE L s o] ERERK
(hypotonic dehydration)& 423 4 slch

2) KRBk (Hypotonic dehydration)
{E3EM:BiA (hypotonic dehydration)+= M#f v}
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EFBE Aashes el Mast|kel Eik

thol =lm Kol MfAMIKAAN MaN = ol

F¥c. oldidl& MiastERe] A3 ™k

e ooz #HL oS mMEEM (vas-

cular collapse)°] ¥ojv}7] 41522 F7pxfo]
I AFHQA A8E sopiit

{ERMRK < B EEAR 2 (adrenocortical
insufficiency) Sl A} ZEEMEBIK (sotonic deh-
ydration) ol B2 K& B3 ““°“ o o]
et

3) IRMEAEK (Hypotonic dehydration)

RRMEBK (Hypertonic dehydration) s 48
°l AYH3, YEREREOZ M be G )
F7k8te Zlo] EAolx),

BAUEFMAESZ Q¥ MlasKke] gEos
Korel MlaM ol A e MiasRRez o)5%
o}.

mige) BBFERS TEAZ 393 BES
717 39, = HFIR 2L (ADH) #-2¢

T3 S A9} EEE 240,

RREB A KFANE A & 5 gL o,
SEEZHE Ko A @gHR) el R
RREE (diabetes insipidus) 3ol iyt 424
3 Ao dojrdr},

4) BKiK%E 2| B¥fl (Estimation of dehydration).

BARREE F71ets whis) g e B3ste
WS Bk Hefel] AIglo] Auky oz w)
=3tk BAKREE Ho1elr] S8 s piE,—
BBE 123 BRERE 5 AR

AA BEKERAME 39938 BEREHES
AAB 7)) E3t7] ajFoll B A= W
HHREE (fluid therapy) ] AlATel Qo)A Abe}s]
TR, 293 K EMEEE st
= EE ERN S W g dolE g8} gloh
S M, ek, HRE, SKEBE, A
PR, KOBIURE, FE AR HikE 22
BRE 5ol ADE=AE Falsteio} jir}. ol
ol K5re REBEE HU8lq Ft A= =%
o] "}, wet P EEAES U3 giod
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dviy B el 2AFEASAE 24BN
BE Egol I 5 ik AT AT iR
RZEE oleH & BHEBANA Bl aiK
Bollx " Aol WERTHA dout= &
BELE W) A3 Nk fEgte) Dok

—BBERZ K53 BRE Tt Ade)
HEE MFHog dopdl § ik, F KW
mhvea Tkt A, nBRES A=, B
R, EMMEHEFHNG (capillary refilling
time, CRT) 2] Ald, it & (hypovolemic sh-
ock) & Bk & veplie FFolc) BEEK
o A thE ol NE T4 XK (percent) A FiK
o] AEE HES Y RSl RRZES B
e ste] Bk S AR (R 2).

Table 2. Bkl PR (FEoll Lhst %)

s Aubd Ak

5% 1E#

5% HKE7L L =PI BIOKCHET

7% K WA A g
AU PR 2~ 32
ozbe] WRRKR

10~12% pBE <] ®ht 33 5
EMME BRI 3 X204
A3 RRERBAER
2 egt FEOME &
BEERIQ) 5P B

12~15% Al¥ &, F&° Iy

* [EHE 0B B W (capillary refilling time) =
1~2%

BE e BAOS A w5 ol 419}
o] AAHLR &3 HFE dYsle ¥4
£ djo} 3, HHMBEWEL A F 2L dut
Aoz A7) d' FHE Yoo} It e
W B Bkt A= lelx FAHa
KEEAEE A5 derg BARES B
2317 o3l 2 4 Bl A=



EFEREREY R o 2ol KBRS 44
o] hELBERS o] Wol H73kA 2 5+ Ao
BE Fo|3leo} g}

nEskEe] AxAA 2 BAKRES $bdd o
o FoJsle]o} & H KEKMmelt HwdE
ol piEo g rpksA =d W okl A4
dRlE e noEiEe] we Ax" 5 ok A}
Alo]c},

HRMIRERE (PCV), MFBEI T RE (total
plasma solid) & A Ek ] EEEE Hdste
ol 7}x)7} g} Bk E B olE KA}
EEfRc Z71gc), out olaell= o 7714
BEFEB S 25 FAd A Zlo] $rh
shupsl o] dou}r] Aol o] EF o= 3}
Yo} EFEGE gl oo 1 FAAHLEE
2FHFE WY & A7) dielth. AEEH Bk
o Zimeol sy FEL AMERARCl EFEER
Hell & 4 aleh & K EBEAMAE 9
FES mMBHBERE S 0] A A U
t}, 28ER ol E AL ik A &
Aol g Bx2A F§3te sl T WK
& AAEI S W Bk E Fr1HeE 3
7Vst7] S1sl A AR ImBRAR 3 BERR S BRE S
A8l Aol =] drh

BB BEAEA 4 (renal inefficiency)©] $1&
o] &= W H.H (specific gravity of urine) ¥ Il
KRREEE BUN)BE = Bk AdE 33
ol 9] £go] Aok W EF o
o ik 7t dejupm 7)ol RibEol Fr1&
o}, Bk A2 AlSHA = EBun o 3k
F A BAREREEBEK (glomerular  filtration
rate) & 143, REERRE = S0 1
A ARMERAR, MERBERRS, KILE 2o
I REEHKEEZE Bk %S EEE
F= 9

F 28 ERE'E (Electrolytes)

Hikrho gl Eol o= WHEF ol #HEE (di-
ssociation) 3+9) ion o8 E o] zH&-& & A #F

= 5 °
 Kge Ema AR B
o ap

B A de AHEA 2Hgsks Aol sl Fi
%7} EHFHE (electrolyte) oj e},

2 ERENEY e Biong 2HiE 23 Bion
< = 7o) sled, olE2 Mz dAT vl E
S FAEA ok ol E BHES ke &6
Rl 83 & zag)rt

1. BZE2 T} (Evaluation of patients)

EMEEBE Fske g gAgo —
B Bo RS T B Aol of Wt o
o}, WARE 4% o) AR EIEE S e 9
WA BHRCE QY REMAES R, HE, B
B 52 2A8E HE 240 Bk Koz
Q3 thidesk wo) RS S HiE @
B2 7 BEe) 8T s BHEY Y= 7
HE Hrhg 4 v (E3). 2R |
FERAE RS ofd ERE AR 7
e 23 9lew 1 EAY ong ¥ TF
g}, WBEAES] AAtol® jon®] EFFeiaps
w4 A 7)o,

BB JANETE 7 A e
Ar s 243y 229 A7) A AL o}
Utk chub AR ZEEER O (K AR o) A
o 9] o] o},

BEE RS A A sk A" o
W MSEMWERES 238 Aol Ay
Aol A ol i EAEILE & AN A 2Hon
s el 3¢ FE Atk MFERERE

N
R -MRE T2 mEEMESA 52
TREe Ades Hgs] & 5 o ol
& A8 g wejdowm AL A 1 2
Ao g MEE F EE o83 3l

(s}
v obAslE ARE phlE S At

2. LIEE RE (Sodium abnormalities)

GEE AR BEEC F2 s,
PRI IR Aol o) K5 e 2 o
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Table 3. WEHKEOIM NNSIE %, BRE % B - EATH B

ROOKE | uH s U —
A ok REXZ
oprbe] (e PR AL A g
o o e e 37 g9 PR
# TN St A g A5 E ()
2+ =2 '
B A E’égﬁ ;‘?2 PREPr 9528
ik (e PO
AIREARSE  EUESME, ZFMmiE 0 9‘;/;3 ;M g
R B : .
R i;;mgﬁ PR
AR ﬁ;ggﬁﬁ S AL
BT 2 ﬁﬁg‘i@iﬁﬁ P AshiEF
L asr oo KT 5% L5

#A Yed ZA)

F& wlAch MBIEFE 3hd (S EFMIE,

hyponatremia) ¢} €@ 4 EF) 2718 YEF

MiE, hypernatremia)+< HIBZNAS] K42
i) Aselq dejyeh,

1) EUE BMff (Hyponatremia)
Aladel A= SR G ERMAEY ol AN

FEo) Z7h2 olubs iR RIER (RS,

) I fifaN KR E o2 <l g MUSSERE (O
mE MRS, AERME ME) 7 SR olch AlRE K
EFME AN A= ZREFAL (oliguria renal

failure)ol W23 F43] dordr}, o]

= B e AAsA Buse] A ¢t
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S e Fim bk (KRN BUK S 24871 s
£ frAtEd 749 (lactated Ringer’s solution)
Bl &RES) JEFS Fiste A8 (
Ringer’s solution)elu} £HAEKS  F9o]
A,

2) BLIE EMiE (Hypernatremia)
Arghel Atk AEREY BV EFME o o = P
MR (858, #=)S ABRE R (R,

CHEER) 7Y SAolth AR At eg F7)

ot BUEFMES 2P AHAE AT
7 g-ofo] adubd o g Hgsht JEFS HAF
43 0. 454 BAEKE AHST 4 sl



3. ZLERY (Potassium abnomalities)

Z-E (potassium)-& MR LF 98%7) 41
faRel e ez v3izlid. stk = 2
Fo @] JLdx EFAT BEBAS L
RS FA%7] Al 433 FL 34
Wl A fAjs]ojof d}, JGEF-LF HME
H (sodium-potassium pump)®l| 23l st
2 UYEFS RN @RNZ 25 olFA
7},

1) EZEMSF (Hypokalemia)

BEY ETc 2% RZEERS 7tele
ok, Alstol A = AP Z-E°] 200~400mEq/ ¢
ity mELFRE S 3mEg/07t FaEe
Aoz yausle] oot Mastkel pHE &tk
AZFAL T BAYC) WFETF BE) 93
& v}, BBMAE (acidemia) ol A= MAE -5
E7} Z7}E 2 47l MmiE (alkalemia) o)A it
RAFRE} Fagd

B2 FMmAE o dubAQl FEH = MRATIEEE
EF ORE, 3tufg)elct, = EA-FmiE s} B4
€ 222 Azs = ER S B Gleus), LB
@RTR 2] &% @RI, bradycardia) QTR
A, HwEe] F& M T¥) 222 digitalis
BCBELE o) o) RE O s o)),

Aol A= Bl A F553 e Baka) Rk
ol 3 WK g3k Z2Eage) R
2 naAY.

LFEAHE Mo} mofolo e #us) £ED
ot AR A2 71 RERE A dejube
AEH RS 2FHEEE doi), 254
Hell= B8t 453 ZHFS RS 2s}
A F50 7 AFGAe] AL dojndr) B
o= ey gL B 25 Fh3ln
ok, 2822 HRERS BEAA (AR wet,
M) S ZEAY S o, AHo) a3 R
A WS AFHZ RO Foisiy
BRAA ZFFA ALdy 2FAN ] o
W2 st} EZFME (hypokalemia) 7

ANe }E EFE-S IR (diabetes mellitus)
olv} FiRH 2l BEFAZ doju: HHRBE
c}.

BERF AN A insulinX 8+ filasg o ¥
MR E ZEFS BREEE o), (EZFimiE
< FRFo s o EEL R S ZEX
ZF5F71 BAFAY AEAHQ Aol 94
o] glod EZFMmiFEe g XNEE dokgic}
TEIAL M52 FRE, —BBREFR 22
I KR o2e ERZES EEY 4 9
Aol e AERZS H7LE7) d8 e
2 Aol whd= et Mg ZEel 3mEq/8
ol dddel= MEZE ImEq/L F7HA1717]
sto] 2§ 100~200Eq7t BL89 miE 25l
7} 3mEq/2% 2y A& ddle mELE
ImEq/2 57}A)717) 1A= ZF 200~400m
Eq7} 223, fifastkel pH7L 0 139 w3}
ol MmiEZES o 0.6mEq/29 TRy W
317} dejde,

ZERZE ABINLA & el YAt
ZERZL MR e A& 71Ygsor ¢
o}, ZES MRNAKSE FHA7IA oldEn
= A ZFe) Ml XZ2E 5L £ 9
7] W&o AHAQd BAFFME] =HA YEE
Folstojo} i}, AR AFS HHEE S o
EE BREES EFolool 3 ZEE
L2 oty AZFMES FEA7E AEA
o] A},

27 24H2F (potassium gluconate) oJvt <33}
ZHE 89 (potassium chlorid sodium) & < &7
¥ gef 7} Al o= 2 sloh. ZHF 35mEq/ £ ¥
e 02 R 250 SHE 9o
717 ohJstu® K F2 Fojgich Wl BFE
B2 £ doll= A2, AFke, 0.5
mEq& %3317 G5 E steio} Jir)

2) BEEMAE (Hyperkalemia )

mAEdFREe] Sote Wd 42 &9 2§
<= RSt} Milayol A MRt CE A B

671



o] FEE ASHLE FAFIB2A dojrdr}.
FHie HE2 2F5S EESR AAsSE §4d
¥ delpz HAFMmiES AWyl e
BWpEE ] IEH o] oo ghr},

BZEFMES] FRAF F4S A A 2
9] HiFAA 7103t delde}. LEES W

3t2 = AT TE (i ZH=6.0~6.5mEq/2),

Bk, FiEF (i 2-§=6.5~7. O0mEq/2), LB
&1k (7.0~9.5mEq/#) 283 {4& (k=9 5mEq/
£ Solch. 7le} moFolo A ZAUBFALE, (acute
- renal insufficience), BB AR4L (chronic
renal insufficiency)¥ K, BIBHEARE (ad
renocortical insufficiency) E’Kiﬁﬁﬁfﬁ (ureth-
ral obstruction) ZLgj31 Al% HRZK < &7
FES o0,

BAFMAE A= £dre] iz ez M8
€ "|F e =Y BRFMES FRS &
fERE o uje} EHE X8 & slof’l)l. lactated
Ringer solution®]\} ERERE 22 ¢7}12)3) A
7ie 498 BRT2EHN BAFMES 24
T et BREESD BROLE 34708
AN ZFol &S FHhNA BHAIE 5 gk A
FAZFMENNE 5% XD insuling
(£x% 4~5¢ +insulin 1 5+%]) ?@WQ—E o
gheh AEol - L Y 2F BIEHES
o ubglcl 22| 22 calcium gluconate 2] Ak F
Abe BFFMAEC] &8¢ "ol 22y olE
By dAlHolu g AR FAlE ikl
XA EE dopgir), o] F AR QlejA] F7)
Al JLER (electrocardiograph) FAME E8-9]
o},

5 35 B - 15X F @ (Acid-base balance)

EER A B RMUCS 25 KT S
BEZ sto] o] FoiAld), wrebA (RS o5
ol A A o) RN E EHHES FAH
ek KFKo| HBEE 7MagH dAI}A #A3
t A fEEES] EEY 759 il

2] pH MERaCEH (cellular metabolism)
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o RAEZN AL Y= B B Bl
Bt AR F2 HAE ®AS
At MmEe pHE= A pHE dxdc}h 2
A9 = 7.35~7.450]t}. olBr} ow R
E (acidosis), Z7}3tH 47} eliE (alkalosis) ©]
o}y ZEe] KELS thike] pHE W3A]7]7] of
2ol #ES & doll= olE 7 AFE 28
o] AA|stedof gic,

1. EZF Y7} (Evaluation of patient)

RESZTE BEe M- EEERS kAt
g ARE AS 5 ok EREEES] ERe
AEE 1H3ER A B - EEEE) BiEQ R
HEQJAS 45 & 4 oo i e g =
B - HARERS A BEEEES 28 5+ T
AxZ A3 5 gih

B - EAPE O A3l Mg 2& ukg Al®
= A Aoz Ry FojRd MEgas 2
pHO#i 8 & AHE-3le SA4%d}, a8y T4
AYPA A7) B715@ el 7P desta
vl o] AAEE M HAlgas ke 243}
“F'/H B - HARE R N 9J29le ARE

& 5 Uk MREEgasE 78] hyFo] &

R o2 5o glom o) = HREE- IR LEE R
RHHE GEF ) 25 el = Aol 018
A MR BgasTRe SHNT FESE Pola)
ARES TH HEsoZA dubgow B 4
Aol WEE 7o AgstA AT 4 )

B - HARKS 18] &) A e B (a-
rterial blood) & A Fs}e] A3l 7ol 7}
oMot zejul AAZ BHkM-E A7) =
H dol = HHKN S AHslde L& 23
AR E € 4 U FE ARFEREDNE

& F#K (sublingual vein) 2.2 M#KS d& A

o] Heldict, REF WS BEMK (hyper
ventration) W-Foll f-2]3}A] REE gas 7 H (P
COz)°] AaH 3, pH7l F7Hdch 2822 m
®E AF37] A #3E 24351 =L 3§
ofgiri,



B - R REE AR ddde ms
716 HEAAA = Y, (F7] H S
IREE gas SPEC] ZFA= 3 pHOF BE syl &
74l AEF FA] BAse Aol A FA4
at 2%z B3 ol s FAPS FARE 3L
Fap & 7194 A3l Rastd 2~34131
A& EY g A9E 9 5 o
St B - EESTTR 37Tl A ssle]ofjY
th 2 B - EBEGH ZA s 7A R
2 g3 A4S 5EY AR wAsleo}
fia=2

2. B - I5 RN 2| 4338 (Classification

of acid-base disorders)

viZbA S REENE B - ARV Sl (R
4). & PR BRIE (resipiratory acidosis),
It 47V 2lE (respiratory alkalosis), Ui
P A7} E (metabolic alkalosis) fREE BEAE
olch, W2 RBHER/T £33t dortr]
= doh (PRME W R BIE, TRE R R
it dvl=lE) MfaE e FAEE ARE K
Bt gas B BT} 238 A BE sl A =E A A A
7 ool = LR QAR B - AT &
BE doyls Aeln o Pkl Rl
Riko] obd woll & @kl KR RHHE
2.2 N3 B - EARV = HILRE, BERE,
83 KFEol- o} HEikfgol- 2ol 2k BA
ol A doirdet

1) MR BRI (Respiratory acidosis)
HEES CO, EEEC) FaA AAF=CO.
By} z3sbd MK gas 5 E (PCO,) ©)
Z71c}, o2 A B PIREREE (respiratory
acidosis) (F& &Algasdolinfie)o] Ak =}
HE 3hA %S YoM e FERETRERS
vind cEv) HEECl o8 ERES] R
= dAEI BRI} FATE dele g2 R
BAE o)} BRIMIE (acidemia) & H 27} K
Wl st MEPUREE S S, iR
F & Gt FAY HE7F EFETRS v

e Y Sl M= MRERIEC] deldrt &
H OPRAERES R UL7TENE (metabolic
alkalosis)oll tl¥ REHEE AR dojdr}
N 0R MEREAT o] o ]F B X FE (compensation)
2 BN dedel. & H ol 29 Hlis 5
7}A17) 2 ERER 0] HCO3) 8 Bz F7t
o), REGAF S X B& REEgas FA S
& A oF g}, MmEAAEE JA] D83

2) FRRRfE 2L FI2)E (Respiratory alkalosis)

G ANA £KE CO.BRT €2 BS b
2 PR AI AW M CO.5E (PCO.)S ¥
th ©] CO.gasHES #H4E /A, 471
% B2 REEAJREE (hypocarpnia) o2t ghei,

Rt G efE S Aol A= A doldt) &
3 Bpol e A¥ste 54 CO. & BELS
2 e8] wll Foll RER M A TTelfE o] Uit}
w EHel AV Aeld stress & HAUE= F
Eoll A kel Sl W devrie i F
Aerrl 2 W AES R H BRE
wo] 371 Eell dojrr| = o} 37 fifiz o]
v Btk 7o) THSERERT S o g
tEdsteliE o] dojude}, vsiw oo &
ol A= M BESE (PO.)o] Fas %
PEFRS A = AAA 2= Bk Al
31 =o] ®tibgas HEHS AISHA 317] o Eo)
v}, w3 RHBMEBBE (metabolic acidosis)ol] o
F AUEHRESEA T KEEA ] doldr}

R DTtelECl e Bl A EREE (HC
03) ion BEH 7 KK ion (H") & A A<l 23t R
HEARY, BREF N A X5 1 ERY
RS AlA =S stoof gr}

3) X3t BIE (Metabolic acidosis)
g A HREBiong AA3AY E+=
Fiolo)o] MEog H-E KFions SHTLZH
M R g ao] Zaste S BMHEEE (m-
etabolic acidosis)olebx dbo}, R HEEEE &
o atell A BE - HEFIERE S L] P Bol do

wi gk
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B4 B-5E Mo SR 554

' F ¥ fé
H = B B RBNER RIEHERE .
Ak GER ) B (F+94)
ERARE  [ERPIR W | CO, A W HCO; A4 pH7.25, PCO,50*" | pH 7.35 PCO, 50"
E-3/003.5 ) H* HH
PRBRRES | HoRSHY | F9T U2 HE % HCO;21, PO:60 {HCO326* PO. 60
Wi te) | #7)3e) c $3 | CO. 3 AN | BR HCO; Hitl pH7.60 PCO, 21** [pH 7.48 FCO,21**
i LER ZIEE EX:SE 520 H A4 HCO0320, PO.9% | HCO315*PO,9%
A Z - 0%}
A #7139 :
#y7Ede
RBWRIE | B8, ERFE  |HCO; A 9 (F3A) 2§49 pH7.20, PCO,32 |pH7.35 PCO.23*
AG BROE (H A 29 37} HCO;12**%PO. 85 | HCO;12**P0, %2
H' 4 E 7o) A (RAAI))TEFA AFAA
| 2ol
Rt (58 H* A4 3 (F3HA) £F59 2ol 74 | pH 7.59PCO, 32 pH 7.50,PCO.40*
GoleliE [BES HCO: |HCO: AA | BW(AR&)3¥4 ¢719% |HCO:32, ** PO.&5 [HCO330** PO, 79
o ,

(A4 BMME : pH 7.40,PC0.32, HCO;20, PO,85)
* A ubg .
* % o Qi Aoy,

M&EpH S & (acidemia) & RS EiEE,

m¥E= kel BERE) 21213 ekt REIE
A 5ol #$35c),

RBHERIES o7& FEI FRL i,
IBEASE, AEEES R 5A, BIRREAEAX k-
etosis) B2, A2, shock F°lt}.

fCGHIERIE-S Mol A 8RS Bol A7z B
WA BRMES AASE KFiong wf&A]7)
2a2A KEAR,

RBERRIE 2] 2 B+ BIE (acidosis) 9 EHR
% B Heisich. BES ABMES o
27l FEEAES 2e A58 F 3L g
© NHHERIES 5383 X5¢ "8+ gl
BN A PAERE S MME I A& (pH >7.20) FLE
Ringer A& T3l AR} BfES A& pH
S7.20) BRBE®K 1Y £+ FB Ringer B
of ERIE-& Hrlste] Fo43it),

ol o] MRERBRE S b FEko)
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+ AR AL TR A4 dolvte WA DrtelFele doltA %S

U ERERL &S 9% 7E 5 sl

HRBERE mEg/0) =0, 5XthEkg X M1
HERE A4 A TAAE -39 T4
k)

dutd oz A4 BRSO B 4843
AAA WA gt o} o) VT ) #
HE o= UL (cardiac arrest) 7F dojydr},
E KES DA whE-Folsld iR R
9] o3t 2L E4 So] dojd 4= glon A
#ol7| % &t} '

BBRERES7 dxz, 38 757} o HER
BMES nEo2 BEY 5 vt RBHEEEE <
A g2Al = MRERBEREE F715o2 3
Abstel A5 el AAE FHE F sieh Udby
2.2 JR9 pHE7He R#BHHRRIES] X857}
€ A& 7t271ne 3dd 8x|Fe] 59
}.



4) KHE U7I2HE (metabolic alkalosis)

KK iono] AAEHAY AAA B dte
€ T3 migEREE] Sotske S RGH
P L7} 2IE (metabolic alkalosis)o]2t o},

R#@EL7IE S W5582 BUEERN, &
HiE w== EEBE S s dsd ez Al
g ZAE AYo] US o dojudr} = K@Y
FHRE & PR RRIE S SR (R HEPRE 2 2 A
oo 2 Ao

Rt At eiE S A RS & A71A
ol 8= S A (hypoventilation) 22} BbE
ol A KFiong AAAFI HRKBRions Pritl
A7 B2 g E A}, 2rg ooz
drtelk = Aok e AR kel 9@ X
e LT e Sl A= BER V) oo 2 =)

Rt d7teliE o] X85+ FHR o 2o},

uref sjeke] A7t E £ A3 dvteliEo]
dojwtg dj& gvte] FoiE FR|shedof Al
MEntol] o) 3k R A7 eliE ol & HEAR] d
ojur W2 ZFZAYPE dojdrt. 1¥BE
ojujoll & et AFS FHAFOEH A
2 A8 4 9ot Ringer Bl 53 15
#7 e o ZEY e Jenw
25 (93125) & Ringer Bl H7psle]ol gt
t}l 0% 35mEq @35 E Ringer Bkl Z4F
< Aristd b3 A F47 5 9l =
iR fmE o o= #A-FMES
g4 0.5mEq/hr/kg& 23317 $¥EE Fos
of gtrk. Epfyo] ALEE W] A AEF
o AEFS FreeEN AFAPS 8 24
34 gt (A%)
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