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R E ) <3 A

® =

EifpgEiEe] 2t -2 MRSt BE5 0 W sl W)
AAFo2 BT miERd #RA=EE Ao
A HAA 2744 ggke] 50mg/dl o) s
AHE F ez oeF st =
LiES A$NA furf ke 2-}E 7%
of Aol A& W deld & o = 1)
BAAA 89 F471d Bikel ALH S,
2) FrellA 2Ee AERR] & 9 gz
3) *&x ZEolg 7l BiMke) sle A E
= 7 sk

53] MBI Al A EMEEES BiK (dehy-
dration), {E{&i& (hypothermia) @ &7 2 2.%
WAl F9] shfoln] &3] o] AlslA] FAbo]
Bixes @4 o Ao @b

St A2 Ao YA ko) gELME
g fAE e A& (015 euglycemia®d) thp
E Sojee 3EI hd N mAdvrte GE
2] balanced 3 st @ael. HHE
Solet £3H T F4" 2 H50%E FF ol
K3l 253 glycogen®. 2 AHAY (o] F
glycogenesis 2+3}).

Bl 3 3252 42 ez G2 Mk
Aoz A=t olu #AAre] insuling Ak
o] A5l P9 o)Fo] FAFH k& 2%
I Az o g o) 53 zhch Bfyo) Yif(star-

*0] FF 2abd gl

(R A

vation) & &F Foll glucose 7} A B
e A g, SAES AT v 4
AHE ZuizhA 9] el stressE TR e
RET 2 55l ol AAH AW &
srel 5= (01§ glycogenolysis23t) =&
Ao #975% % St YA 25% 9 @
B gt A7E A (precursor) £ #3)
o &3} &t (o] & glyconeogenesisZHt).

hed JIARAEZL 24~488E LIk A& =
el A= Fie] 2253 glcose pool
2 gluconeogenesisol] K& HE=ojof g},

o] gluconeogenesisol]l £ & FIAH = &Y
E< aminoBEol™ Hfth lactate, pyruvate,
glycerol @ AHAkg & 4 it} & A4k gluco-
geneosis )5 & Zsl=dl= o8] £5F2 hormone
Fo] Fojsted 2 fhEMA Ao ZE glca-
gon, catecholamine®} glucocorticoids S-&
=9 9tk glucogenolysisel] RZike] A7) A
< dAHe g uf F2g oo & slxlEd) o]
glucogenolysis 4l #ojsts 2)2F2) en-
zyme&ol %3 E3}H glycogen storage di-
sease (G AAH) & fsiA o

Mo BELSEYE insulin® 1 insulin®] 2532
of #yistd KEEHS sk 94#1%5F hor-
mone}-2] balancee] &3 control ® t}. insulin
& #HA(pancreas) 2] F-cello 4] A Akgic),
insulin®| Eul& &A1& A+ 4 Aifast glu-

cose, aminofif ¥ AHA] k) 2L WA
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2020

insulin®] 283 ez g2 1) gl-
cose?] Mt (Oxidation) 3 =2|¥}Ake)| A trigly-
ceride XS &8t 2) FHUellA
A3} glycogen HikS A3 3) FrelA
glycogen3} iriglyceride && Z2A1X| AF ),

o iS22 FETF insuling FLEZ
A gevh & KmEket BE 5ok =3
insuling FFol A gluicose? HBHTHBRKE =
Atz ke kol Ao glicose RS F
A&tA] k=t insulinol KEFEAS k&= hor-
mone &2+ glucagon, catecholamine, K E
hormone (GH), glucocorticoids & R 42
hormone Eolt},

glicagon& #7H] A-cellol| 4 A=t}
glucagon® 73+ Mo BEMET S BRK
®el A=) ksl AA5Hek  glicagon®] £¥
TERSES frolch oA glycogenolysis 7}
AFEHI gluconeogenesis, ¥ AR (pro-
teolysis) @ ketone A (ketogenesis) ©] 2=
g},

catecholamine?l epinephrine® norepine -
phrine& ffoll A X1uE 8 (lipolysis) 9 o) A
-3 2} %771]‘ glucogenolysis®} gluconeogenesis
€ FAANA B2 £ES FAUT

iF hormone #j-$- H3}3 A:E JHAR
Ak ol Wl AN Ab A AdAQ & (an-
abolic role) & &t Wbl ®3tEdAlell =
3] 2 % & (catabolic role) & ¥t} cortisol &
F3 glicocorticoild BA] K-S AFslo=z
A EFEAE HFE 928 g

AR hormone2 #}#Fo] UL w & glucose
o Bft=t8-& 347 glycogen ZHE 7
8l FAloll gluconeogenesis, ketone A4,
Aupga f AR E FoA)A F
insulin hormone 9] 2}4-& g oFxe)sid o}-g- 3
2 717 % v e T ojAe] A k)
2888 4 4 k. & 1) glucogenolysis ¢}
gluconeogenesis & &7 fFoll o] fEEES 18
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AKA719 2) gEERRC] e REHES AT
3) insulinel F17}FalA 2HE-ste AN
glucose ol ZHH 28 4) A2 A
B2 A F e sourced TUEcCh
Kool 7% glucoses el &8 A4
£ B5sEe) Jegeln Y Ke &
F7l FAE sheF o) AESE gluicose 9
$166% 2 AL23cl SRS glicoseS A
& FHol §i7] W&l fif EHEZ A
ol A ikHige) 158l Ade ¢S v
Ak, QAFAAE A4, T2 AT Eo Mk
Ee] 37 rt AAZe KilukgiE Al &
Erre 30 Fa3oh Y RMEES T FA0A
A9 9 gte]l} (neuroglycopenia) #8417 A<
ZFAR Y &7 AFEHER fidEHe o
744 QAFAES JeERlE #he] Aty &
#i (aberration) ol2ta & 4 U™ Apgol A
< AEAAFTAAE] EF glucoser} W] B
A= &= BR7) e KE F3474 A
ZAE2 ¥Fglucosert A A3 sl7ste A
HA 7 Ik olulm o]t AL FE)
AE & Zoleke o Ae) Aujgelct'” AF
74 A A xR o] FUES A B K
MEEES AEE 434 B 7185 2
TARFER S BAREA Eolvh. A&™ FEAAY
AAZFAEL RTHARAE UL 254090 A
d 9l AL, BAEF, A S5AH,
A2} By, BFY e R HeA Rikel
o] J8i¥ Ae] (amaurosis) Folt} ¥ ojg}

2e ZA4EE RMHES EET BFHYe) o
o)de}.
ARETNA 5] Uehie 4L 259

twitching®} A-& 2 &4 (coma) ojc}, =}
A7 A5 HFE FHeE2AE 4 bl
3 (hunger) 3} $#M ( tachycardia) o] c}.*?

EmEES] 2ME

{EfkEAES] /78 Johnson¥} Atkins 7} Al
Aol A FE-E FotslA sk A9 iy



S HEAAN Bare) BFEY AFE e
3 ol EFehele?

Table 1. MYLES BF

1. B89 o} o] §ol k3 (K kE i
1) #%9] Bataflifigol A7 EiG
2) Aol obd thE Aol 7 FoFl
o3t APF=
3) kBl g AdGFH (A4 2F)
2. o] AN Al kgt IS
1) AAZ1e) A5 (EAAF 4H
657 })
2) oF 7ol AEFE(6F oA
a. dA1H H¥EFE:
o 49| A28FH-A / glicagonZ
* lipidosis ¥ ketone J§
b, A&Holn QLA MPFF:
> glycogen* A type 1,2,3
e Bl 755
3) BRe A¥HE
a. #A9A 7]5A3}
T b A AR
c. TUA AdZZ
d. #F49 (starvation)
e. Aol BFEEFF F3

3. 71gt % A&

a. HEZ
b, ¢4 FAe® 389g= 9 ketone/k9
B35

c. AR A¥YF

1. &3 ALS2e] Em

Aol A S 7153 AW Er(8) Mk
[ ( functional islet cell tumor) = 5 E&
&2 M A L3 ALY f-cell (= islet
celle]2hgh) o) A7 HFAF S &3l insulin &
o7 FAT 7] dFel dodch(o]E hy-
per insulinism ¥ insulinomaz}ild}). insulin

< B, 25 2 AWz glicose A9} A

o} insulind = A e FE
< FAse 71AE oS3 3ol AR
O 252 HE ofm
B glycerol® EUE 7
lysis S B3 7|2EAS g7

@ gluconeogenesis

I-l‘#i

#F5L 74 A e
@) glycogenolysis #AA| & 7H4A 5
A W el (8) MfalES 7ML de A EF
FEHEE dojxd 5 e AF8L2E"
a) YIARRE (AA AL E g A F7i=
718 insulin ¥4))
A Bulel pas el HEE

A17lek, 7}

d) SAAH A EFFEA7}F M F
FAEEMRE 76 insuln®] 8] #Hd)

7153 wek(8) #iaEL German shepherd,
Irish setter, Standard poodle, Boxer % Fox
terriero| 4 W Ao WL Y)W

HHHE-S ghalo] o] Fo] Awjrta] 4744

EE £ A&EY olF FAL Afde 2
A0 7 vehirh Aol A we}l oS
A ol e}, o]k [E iG-S 713 257}
o) NE AL e Bl ksl &F
ket g adAle] 71 vl velgten 7]
B} BB 59 2 A 4(fascxculanon)
Fuha), A 2 789 BeE A g

A A EL Foks A 25“}‘1]-4 A (K)
% Kol 219kl A &) MmE A A A 4]
SAEMEEES YHebich

AF7EA] 715 H A EE 32 Whipple
K = KAERK (Whipples triad), & 1) ME&GER,
2) {EfEE 2 3) AA- E gluicosed o
5 IS Ate]l MM HEE gudEd?
Zeivd Table 1914 GAR 2ol g2 &
A o] L% {LMEEFEE ©] Whipple’s triad ol
gl oo BiEe o] 71ed AR B

.L.4

[e]
2} X

2
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HEF9] 282 43 insulin-glicosed) R
(amended insulin-glucose ratio) & HIE s}l
FHie]l FAEIL U ¢l A YA A} B
8} glucagon #3872} (glicagon tolerance
test) = )42 4 Qo KL AS A
BAI XS] EHE Bikelw? Fasldd, fif =
= 4L B wpdds

o] S —~kieZ AR} Fa oA
o BREE A5t B2 A&l 27179 )
$ Fastc). o] e e YA A (bio-
psy)vb WelZA A Fiikel Kkl o] Fo] A
Art,

MRERE oK) glicoseFol 7t FA4H& 7N
Adstedl FE3ch, AW 2} (seizure) R
ol e MM R B3 e FE
syrup< Y& Apelol] Foale= 7o) Ao
ot} (#xte] AP == FF syrapd oAl e
tg)), fEMKe] ofF A¥A e RS A
Hsle] dFFE FAEI FAl calciume &
(88) 9 & 2 Bede] & Hikolt
ol 5% ExFE AF ke 0.5~1.0mlE A
A3 A FALgc

Exde] Ao AAEHE ¥ A
o ( thrombophlebitis) & #2317 wEe) o] &
WA 8l7] Bt SRS A (B A &
A Ev MY 2EGE AlEste el F
1=

A FALE B 22 FQldE B3
i Kol gl& Afole AR ol mk
ZH % (hypoxia) ]} %5 (edema) o] EEA4 &
HLe g Hol REAQ Ag7t £3) o]F9 A
ok gkt

2k g Alo] 9l &= DiazepamS ¥ I

Falgir). (15keg] /N 2mg, 10kge] 7Hi= Sme,

20kg®] 7} 10mg) =3 Dexamethasones |
% ke 1~2mg AA3) 3y Flgiel 49
FF& AAs Hsl s 20%2) Mannitol &
AZF ke 0.5~2g& AH3) 9 Fgc)
ol 30~60 F MErt ¥ A w
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o d3hg B3 2xge] AEE Dr]FHq
Az o gnt ARg-Eojof g, sivksbd
71738 FoJ & MIE (sepsis)olvt (B ZEE
(hypokalemia) 7} ¥*#3l7] §]7] wjEolc},

2144 B EHE $)3 A4+ Prednisolone
3} Diazoxide (Proglycem®~ Schering A ¢} ) 2]
A& ARse Bask Aok’

ol & 4F L g0l sl AV FFUE &
+5 YU3kA| ¢4&ul Prednisoloned kol ki
Diazoxide Bt} §-2p8-0] 27| o 71X R
422 A% =9t Prednisolone 10 &
B kg3 0.25~0.5mgs b HH vpFo] £
olglt}, Diazoxidet ©YFo] == Predniso-
lone# ff78ted AL 4= Qe AR HiEH
Arct.

Diazoxide+ insulin®] ¥¥l& JA 3 &
42 A= epinephrined ¥H] Al 71t} %0 H
£ A+F £33 AF ke? 3.33mg &
W AT AR FAEAS AA3H o
24psfvlct R E N2 e AF ke 40
mg7t A Fo & F gleh

BiEe] R = EBE wmord A 247
vttt Diazoxide 5mg/keg2}l Prednisolone 0.3mg
/ke B FE& ADE d9idte Bt k!

Diazoxide ¢] %282 94 (nausea) I F
Eolt}, Diazoxidew A7|FeiA &7 Zi
HE A$7t 7] 9&ol Hydrochlorothiazide
(Aldoril®-merck sharp) & A% kg% 2~4mg
< ATAHoE F 12850 Fo1E 5 Qleh

= Aolgo g gkl HAE AF A
Fahe A oA AFE AFE 5 9l

et 2RAQ ABEE ABHOE FPY
& AAs=d ek, 2zl Foko] olm
2 AR #@REdE de 765 AT o)
k.

1) 2ol otd ct2 &) BBl &St B

MEE

JREEMES] RTHERES] fEME (cacinoma) ¥ 3}

Al B ( lymphatic leukemia) 2ol 7] %



o] ebd A Al EikEES] 2+ AL
2 ¥ uEgc) e

ABHA = ol zre A EmpEES] K
B Asted §2 B3l oot 3 e
e G714 FE-23 (anaerobic glycosis) &
ol doyl= FdxAd %k FEo Foh
SR R 850 I BB a6
insulind} 2 fEAS e WHS 4AEdds
BT = vk HEHRRA Tk kM
g o] HESS A insulin Hifkel K
& AtE A ekskel, A o] B zHg&
“AA 2 ¢ gl insulin?} 22 %" (nonsu-
ppressible insulin-like activity) o]t Z4-&
s e

(R ANA J ] BEgol k(K M IE
o BE Rile AlgtelAl gmuEkaAFe] A¥
Aol A ElEES FHE s +388 9%
3 vl Ful ol BB EmeEE S 3
ApA o) A AbA sk} PASE A

2) S0l ke {EMm¥EE

insulin® AFFAE Atz FENS &
Eoll k3 ElsEES wl$ =8 28y 4
el e B o] EmMBEES FESEZ
22 d9ct? & sulfonamide, chloramphe-
nicol, oxytetracycline, salicylate, anabolic

steroid % monoamine oxidase inhibitor S

o)},

3) B4R (Renal glycosuria)
AErzy AAdGeele) Hipe AlgdAds
galslg] o) Ao A= o}F Buzt ¢t

2, 229 AfULHET Ol &S {EMAELE

1) &M BEOREE (S4NF 2H 637X)
7t Hold A7IE 53] A2 RfEe] el E
S EifgEES v W Asicl 2 R Rt
a) RARECH FFEE 92 energyS77} =t}

b) gluconeognesisE HB3E enzyme system

o] WA ¢kstel,

c) gluconeogenesisE& 3% body mass@ ¥
B HEel Hrk,

d) fFell A2} glucose A4F# plasma glucose
s}o) B HE ol F feedback sytem &
= T AUk

A7) TEY ALY S vl

ture kzi?th), AFnd, A AEE virus
of k& FE, (&G (hypothermia), BiKk,

%4} ( prema-

NBFF, A9 kel fA 7} gl e
AYFZel A8 $5& A& 32°~3C =
FAAA Fofokstn] wpLalA ol Zelx] ol
S+RFE AW == 8 catheter& |43}
FaA Ak gk vk BikrE olew 50 1509
Bl &2% 5% glicose?} lactated Ringer &
dgol} B7MNE (4HE 28gram B ImlE F

A&k & t}A] AF 28gram 2 0.25mle) 5~10
% glicoseS |04 HHLo 2 47 24 =
o 7A] Aoz B3}

2) ofgl Zolx[o| {EMm¥ESE (6 F LIE)

a) YA1H] HEFF

o]+ ToyMelt} Minituref@e] 7tol=I (318 A
olal) ol A &3] & 5 gleh

718-0] 2AAY grakE 2 137 AF Fol
£ FHEe] H3 Atk AEE YRR o
A3t A& AAst= o ek

JarEAte| AlslA] kel &, corn syrupd
72 85359 sourceds Yolv HALR £3)
o}, FAke] A¥ Aol 2HAE 53l 50%
ol

£ 243 79

73 %el et HAY] wehiEs A5
wjo} 222 kB oS E¥RGE glvh awhd,
sebpshE o] SAlE AHF Wejal Foli} syrup
722 el 2 englycemia”} o] F-o] Au7t=] o
lucosed H.Zgr} >

231 AF1178% Pomeranian 7ZrolAjea] <
A1 (A A) ALEGE vk RasEgdct o)
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oAl AMEFF Foliel A LITY B2
alaninefE YelN 2, plasmafgo) A ketone
S AT 5 YU

©) 7o} 2] 4lef glhcose&AS Hrbato]
AF 4, 5@R° a7 AFFA HAsnz
A euglycemia® AN 5 Aslch(E ¥
T2 A 5WU9)).

TR SENM ketone> % energy
sourceql Z.L & wolzlc) e

agER o] FepAl= fFY 4R niA4
o)-Fol] HKBEA AFE3 ketoned ¥A Tale
AHE 2T o2 AT S gk

ol® BEe dA1A glucagon ZHo] 7}olx]
oA AEFFe] dgle] & ¢ glokm Fep v
o] 9}7& glucagon AP o8l olo]Eo 4 H
ZE et e Adule 4F 6~10 Bl A
Aot} Toy ol A &3}

A8 2y, FAPAE, gluicose A7 9}
A8 ¥A174 hormone& AH&-3ch EAY s
2L A0 vehdF K4 F71 Aol
¥ 4 slrh

b) A&Holx AEAQ (K ifkERE

@ glycogen A2 (Glycogen Storage Di-
sease, GSD) : GSD¥ glycogen L&) Bied &}
B Eae ol Ay wie dojndr}

ABA A& 10742 A= #3 (type) o] 2
Z Jou® Aexe =84 Rusz e
o o EFE3A 71ZH 0} Ak type 13
type 29 PR (KM BT 7] B0l AK)
ol 4 B3 sl9] o AR Acgte] Ao
o] 91} type 3o W3 RayE EAEA
w3 g =gk

type 128 GSD(von Gierke’sfiolatn B2
+ glicose- 6 ~ phosphatase?] ZA o) kA
o]t}* glucose- 6 -phosphate 7} #ifgato s
BEE 7 47) Wi A€ Al A4
Ao % pyruvated H#T F e $HL %
Hel= £EZ pyruvated lactic acidE L
gl azlsle] Al K BEIE (acidosis) &
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doich S-S EmEEN A e
fER LD AR Y EAHAE el
°] 7% glicagon?] Fo2 o}F& EAE o
< 7t vk Y AR EEAS  AlRED
2.2 ¥ glycogeno] WA R ZA5 gl
A& B 4 ook 7le dageige 272
24 BSP9 ¢} fFe & F71E B4 4l
o} type 1 GSDel Zd FE9] ¥t o
a3},

FRHE AEFLE B3 EY 43 NES
590l glucoseE RF3le] F1) Jactased 7
sk el HT A7k 983 o) Di-
azoxide®] ARgo] 7}X|7} Qlka B E g}

Type 22 GSD (Pompe’s disease&td) =
(D4glucosidased] AP g AA ZE  7l3d]
glycogen°] _:';j—z-lg_] =4 o] 1:} 22)

AR A BaE fle BgR AFeldx

Hael B4 o] F A ekgie}

type 3 GSD(Cori’s disease@3)+= amylo-
1, 6-glucosidase £42 AP B &= A
ojt}. type 148} o] glycogend] %22
le} plasma®) glucoseflie type 1A A
q A= ol

23 JAFAEL TFo] o, AP 2
N, YA, AR 24 FAFR F
F7 A8 AR A2 Hohg glycogenS F
3t 9lsd et .

@ HstEA 7157k 4 2 (hypopituitarism)
RImEELE S HetrA e isHAe e
Strombecks} Kaneko2] A o]at dAF =gic} P
2o BEED JHEFNAH T EiluEiEe] 712
=2 ekgkch

e

o

3) d=E(Adult) SEolMe| EMmERE
a)

A=) 3 7] 52} 8} ( hypoadronocorticism
®= Addison’s %)
Al Addison’s IS
e 9oR 4 Ao
cortisol®] AYP-L KA (sabstrate) FF9

l’n -{m

7H AR (R) = (KdukE



ETF lactate ] A& (ETE F3 #F
442 gluconeogenesisE ZEA|7|1B2 KM
BiES 2 f=gch”

cortisol Z2H-2 =3t HEol &3l insulin ol
39 glhicosed] AFHE Lo)shA HELL?
Addison’s¥ &) AL A=A (i sodium
(Na), potassium(K), chloride(Cl) o B
#LsE AN & 5 sk =8 ACTH A=
test& o] &g}’

Addison’s® o] 7}AF E3F gIAEACRE 9
LA L2l NelA) Aa7tE, A7, 2 <
olx $1AY] FHoRA FEB0%), HAFAS
%) 2 FH(10%) & & 5 Uk

71e} AF b, SHRE, EER, H4(brady
+EE 2 QU

Addison’s®¥ 2 AstAY AR F 9le <
A7 2 2 A= AL 53] cortisone A A
FYa o) Kl AR JFAe] A
Huy A H o2 g AlE HES X Sl
N (R)E AAdE 5 Ut A& Minera-
locorticoids ¥ Glucocorticoids A& A48}
o F4d e A9 s Hyid

Ligh ST I o A M R N = ol R S B
d FAHF Y insulin®] riajdoe] 52 Q) At
Al AR &3 BREE RMEES =
ahgd o} Here e

b) ztAAl s

Rl Br2 viarp AAAQ glicose level
< FA} B FEE B9 glycogens A
A % 93 aminoffS glucose B A EHA]
e A28FE F¥3HA] Eaol) HHymEel
Y Sl ke 49 71392 glucose s
Azt MEd 5 e A9 A o
Y wE EiEEde dde] gde AR

Bolt}l glucose®] homeostasisE FA &
He &4 FFe) 30% LT 715 8 s

(EMmpErE S A3t g AR 2= fgahsk
¥, glycogen A AW, 247 3ts 2 W] £

cardia) &

c) MR KB

AAro] obd o} #prell BAI TS A
H AYGEL oln] Jgdde. ofE F4e
#3F glucose ©]4F7t= AAR oL A}
A B $ gle FelAY glicose WHERTIE K
MUERE 3kd] | F88x T}

o] Fok2 Kol A2 gluconeogenesisE 7
A1 71a A k8] (lipolysis) & 2+4:A17)+= hor-
mone ¥} 22 HHEE Fulste ALE RAGT

Friffkol E<Fo &3l FHAsA A=A
< W= Ul glycogen YA A4S whal
o EMBHES T 5 Yh

A (K)ol 4 hepatoma (X¢H) &} 75 FFell
A B85 & somatostatin®) glucagon, A%
hormone} insulin®} ¥¥)& 9% 2 &
fgESE (hyperglycemia) & do7l= ZALoE 1
of A}

o) bzl A} somatostatin-g FH|3|le
ok 7 #alol) A EMEER e R (di-
o7 Ao] Faolch!t

d) Y& (starvation)

Frdol g3l kAl Al A £ 5 AUe
{EMMEEFE-S gluconeogenesis @] RAE =3k
£l o]l B2 E T KK (substrate) o FFo)
— wESh G4 AAES SRS EEL
=g EETEY AR) A E ok A’ Al
Aglo] Y YR 4T AEdFFS ofF

o)

abetes mellitus) &

Aol AYY3e s}
e Fe] @ b ot ol - 3N

3. Hit AERC| K MFEE
1) RuUiE
Ag APt B AgFEe AL A



A k3] EuEch

olo] ¥ RARKBE L Z = gluconeogenesis
9] oJ3t, endotoxinol K3 fFel glycogen <
Al (depletion), W2F-N 49 glucose A}&
2 27 ¥ EmERE 5& 3 U9 23
9] 53}% (perfusion) o] zra=w Y7144
(anaerobic metabolism) & fX3}ed B71A of
A} (aerobic metabolism) HKEEo Al  AAl=E =
energy o4 B} 3+ 82 energy & 4 s}
o 44 2L glicoses IR Fp W

AFA WA glucose RS HFd &
o j¥F Aefrt £ A¥IEFE /A7
= e 9L sl Ao E Btk ™Y Bl
Abgtolj A B3El wpel] {kEHH AT oA
glicose X AT Ao LS ME e
2= A S5HHAE WA =
3 dou}x] o= e B3 FHYoh" A (k)
N Al FHGolrt Bakede] )& o AYFF

& ¥ % U

Mol A AR e o] 4] Ba HHt},
o] H¢] glucose®} glucagon tolerance test+
HAoldd AMAE B F FAH] 2dEHg
o} B & FHES ¢3AA gkt ol L (§)
NA JAlFEA &3] B 5 e Sl

3) A7HS) XSS (Hunting Dog
hypoglycemia)

ol ml$- AlAe] ARIR My} AVFE HAE
& #% 1~ 2 w50 kel viehdel’

olgd Ae AL d7EH ddFNE et
W% ul2 23l (seizure) & ol FHEL
o w2 ade] AbdeHE dA3 i
e} o9 FAlE L AFE A5 9
doz 2S5 vk =¥ FAE candy T E
AF wod 2 gk o] F4e 44 insulin
o] sakEu]e} glycogen A3 type 3 7o)

= Algte] et Evh galslA] Fgheh e
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EMABE BEEol #et Ao X

W FEol ek, T8 AW me] T
3 (incoordination), WRAHAA 9 z2hdAd b3zt
I 22 HRIERS RES HAL Rt £
W A S EMBEES 24l st o jt
JAE e =3 o8 B 79 Aol o
o} $Ag AR SAE ER ik AR
e FEI s AAE PR ook e}
(Table 2 3=).

Table 2. NEEEF0| 2plady

oy Fc

1. F714 Aaep
9 A A AEDGE, Addison’sH, AZFF
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