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3. 3R S= &9 Olol & XXl

(1) XMEYZ(hypoglycemia)

D3 A
O ot=dgddd T4 - 2, A (tremor), W19, E1F, F57F
@ A7 xxd 249 34 A%, FE Aot 58A, £, A%
o), 7dd™, oA ad
2) A =&
@ glucose, insulin, c-peptide AL ¢ S 3 F 50% dextrose
50cc IV

@ A ArE & o A ERe] P m7kA] A5 IV glucose infusion
(2) =y SXtof7A| SAOILE 2410 2E 2H

D AAmte s 2dEE gty 4
O Minor op. 2 &2 717ke] 54 Al 583 AE 234 ¥S

o FHAe AP AL Ak

2) A7 BPAIE Fofehs B4

O & AL I #=
®) Minor op. + 2JA}

9g ApEahE et 2o Sk
5 AsUL A8 B

@ Minor op. = &> 717H8] 54« HaA Qled Fof7e 12
3 5% DWE 20gte® g 3o}

@ Major op.
7F e 9Y 89 AAL q2hr, electrolyte q12hr
U e T oFd 10% DWE 20gee Y53t
o} AP FG4(E+= Half saline) 500 cc + (RI or ultra short acting

insulin) 50 U -> 5gtt

2t 9 AAL Aol whet «ohre] A 2Eh
vl 84 K FEe] wel KCLg Foldh

o
N



2 A @
© %Y okREg, BY, SW1AS 5L WEA ST
@ 3% % 2%
7Tk, thi, B4, A ek
U 4aRa, 94, TE U 2E
t}. Kussmaul &5
2 3 B ohE WAl
vk ARl Qe @A wRa0wnlt) B AH e
3 A =
HFEA] flow sheetS ZHAJ Slth
@ /*oﬂ
7L A9 1L AWFAHY S22 wg])
o Th 1AIZR 1L, 1 T 2A17Fe] 1L, 1 S00mL/4 hours 3
o s eel el
o} H % sodium > 150 mEq/L &2 XF =5 155 mEq/L oo =
Ay=A] Al = A) o= half-salineS AR
@ J=d
7} @] 250 mg/dL ©]sF7F © w7}A] RI in saline 6 uw/hr 2 IV
. g9o] 250 mg/dL ©]5t7}F FH™H 10% D/WE 100 cc/hr] S22
2 line2 E3] THF3HA Rl infusionS modified Alberti's
method & Al &FHTHEA7} A AL 7hHe S wj 7hA).
@ XElF
7} K'o] 6 mEgL mgrolH xS 9led F¢ Al 20 mEqhr KCL
Z F9
U 83 TS 4~5 mEgl & FAESE ok
Tk ECG EUHE Xehy sk 4% ¥stel wE ECG W3t

Folgtt,



2t €4 xelg kol mE FYEE
< 3 mEq/L -> 39 mEq/hr
3~4 mEq/L -> 26 mEq/hr
4~6 mEq/L -> 13 mEq/hr
>6 mEq/L -> FYFA
@ Sodium bicarbonate
7t 98 pH7F 7.0 1T 79 NaHCO; 100 mEqE 454 7rol 2
A S FEHKCL 20 mEqE e FES Fot] FAld F
ofsjjof g}
L 308 & F9E pHE A S48t
ok F9E pH7E 7.02 9 WA NaHCOsE WHeE-Fof gt
2t F9E pH7F 7.2 ool NaHCO; £ & F A3 oF gt
® 71 #

7}. Gastric decompression: aspiration 5 1(aspiration) 9|3 Al
. 3AA: el g4iE Ae M ES A F Fodn
T3 T Ak st

2 oj4je] gL 417 vl Aol
vl PaO, < 80 mmHg A] 2t 3

ah $%7] Aol ALHOE 80 mmHg o|5HE MY e WY 5

t}. CVP monitoring: 23 2] 3A}, & 37 =
X

9] volume expanderE F¢
AL A8 AFZEA] phosphate £94(7 to 10 mEg/hr)
of. ZHoly} Fo2 Ad TAEU(> 380 mOsm/L)A] heparinization
(5,000 TU every 8 hours S.C)S 18
4) =2 Monitoring)
© ¥3 TR 43E A 2 12T BeA &
® Na'/K', BUN/Gr3} E4ATESGS 6A7F 4oz T8y FRA

ZA st}

® ek WS gd wWkA 308wk AL 2407) vtk 24
@ ABGA

® A=

oy AERTo AAEUT= bicarbonate g =9 443, pH
<

o] 4% 2 anion gape] FOIEE Zlo] NREF Bl HE A



(4) DMNEMTEAESH(Hyperosmolar  hyperglycemic  syndrome;  HHS,

27 hyperosmolar non—ketotic coma)

SECHONCH®)

2) A

A3 789 600~2,000 mg/dL
1+

7}, Osmolality = 2 X (sodium + potassium) + glucose/18 + BUN/2.8

U zEge] e A% Wl 100 mgdl A5EO] mek B Na'
S 16 mEqL A gadn

A% B, Ao 4F

el /9ol gl Fd 2 kY9 e MAEY FuHs

3
o #52 DKART @H (F4 8~10 L F&)
Ae 12270 ot A ds 2-3 L 59

> ol FAdHel ek 12 JHAES F)

@ Potassium H.ZFo] I Q s} HEHTFS DKAR T 22 HQ

@ ALES 30~50%

(5) MM == 2|7| (Thyrotoxic Crisis)

ke A1 s El(profuse sweating), F19, AE-A, H&d, 24, TE, A

2) A =
@ Propranolol: 20~80 mgS 6A|ZF mit} PO, L& 2~10 mgS 1mg/min

£ 2 ECG EYHE 3HA A Eo

@ Antithyroid drug: PTU 200 mgS 4A]7tvitt POE Fo
@ 5% Lugol &9 s&S Eo| F83] 3|43t 6AIvith A Fo

FHPTUS WA Folstal Holk 147 o] Aupr] Fo ity



@ Hydrocortisone 100 mg IV every 8 hrs

6) RAIE JISKolE Xt AHZ0|EE AfSolE SXfe| A

AHIZ0|E

1) <39 2] 717] A hydrocortisone 100 mg IV == IM

2) 3] &Aoo AHE hydrocortisone 50 mg IV q 6 hrs for 24 hrs

3) el 7t eFg E ™ hydrocortisone 25 mg IV q 6 hrsE AFE-3l3L 2~3Y 9
ZA A rapid tapering $FT}.

4) FE F A4S5YATEH AT FALEFLRE ddsto] AT SERO|E
= vt

D% A
O RE Y7, AT 5 wSold 4L s
@ WAZEA : 2AY Tx FHY, HEE, TYE, HY 2
® FFAAA AL, 71908 H, AR, $2F, B& AR
A w43}
@ 2317 : 2309 A% A ALG, AERA, TE, Lshgel, wy

2) A =
© % 27 2 ouA A8
7}. Normal saline 6 L/day IV
1}. Furosemide 20~40 mg IV q 6~8 hrs
@ Calcitonin
7} 25~50 unit IV, IM, SQ q 6~8 hrs
. HA o] AL ARSI escape phenomenon©] WL EA7F §
SEE
@ Dibisphosphonates
7} 15~30 mg/Kg IV q 2~6 hr for 3~6 days
L} 120 mg/day PO for 6 days
@ Glucocorticoid
b AeE A BAE, MUY, YEE, 429, viamin D

intoxication, sarcoidosis



132 piSiecmg= SN

HIE

L}, Prednisolone 40~100 mg/day #4 PO
® Picamycin (Mithramycin)
25 uglkg IV (slow infusion)
® Phosphate
7}. oral phosphate 250 mg q 6 hr PO
IV phosphate 1,500 mg q 12 hr IV
1}, serum P7} 5~6 mg/dLE @A EEE Z4lstojof 3t}

(8) SIADH (Syndrome of inappropriate secretion of ADH)

D) QPP L A 27

Wl HEUT £UE FEE RSIE BPAT 2Hel IR
7] 300 mosm ©]Ato]th Eo]dt HL natriuresis 2.3]7 BHR I o]

[SIR=Rp

A+=H](>200 mmol/L), hypervolemia, suppression of renin-angiotensin system,
ANP Z7} Sof 7]Q13%t}. HypervolemiaZ7} o= EF35t2 5
Atk Extrcellular hypotonicity 2 €18}ed Al £ H-(intracellular edema)©]
AR 58 HHEe] Q4 2L oplay AWAD 4 Atk I
Hog P Arlex9 WsEEF Z23H 130~135 mmol/Lof| A]
= A887, 04, FE So] A7|F, 125 mmol/L )37} HAY A

2) 24 SIADHY] x=
O 2AgA Fgo] fle Ave ARXETE v s
@ 278y Zafo] Futyo] w2 wHo] B3 ALE 3% 1AXY

Z(hypertonic saline)S IVE 3t}

oluw]  required Na+(mEq) = [125-measured serum Na+] x 0.6 X

Bodyweight © 2 &% Q3 oFS 24A| 7k oA WA shoh
® Na®] F<3F WAHA] central pontine myelinolysis#}+= X|H 29l A5

ZHY F JOoHE WA £%E7} 0.5~1.0 mEg/Lhr, 12 mEq/L/dayS

A RES Fol gk





