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Diabetic Ketoacidosis*
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MInTIaMeieljiams
CBC : Hb 10 g/dL, Hct 38%,
WBC 9,000 cell/cu.mm., Diff : PMN 60%,
Lymphocyte 40%,
RBC: Normocytosis,
platelet 7-10 /oil field

Blood pH 7.16 (7.35-7.45)
H* 69 nmol/lL (35-45)
pCO2 11 mmHg (35-45)
pO2 107 mmHg (88-110)
HCO3 4  mmol/L (23-33)

Plasma
Na

K

Cl

TCOz
Urea
Creatinine
Glucose
Anion Gap
Lactate
B-hydroxybutyrate

Acetoacetate

Urne :

138
5.3
100

6.0
0.24
274

3.6
9.5
1.4

ketone positive
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mmol/L (132-144)
mmol/L (3.2-4.8)
mmol/L (98-108)
mmol/L (23-33)
mmol/L {3.0-8.0)
mmol/L (0.06-0.12)
mmol/L (3.5-6.7)
mEgQ/L (7-17)
mmol/l. {<2.0)
mmol/L (<3.0)
mmol/L (<0.1)

. L aras . . ¥ o
san g 2ElaTy insuiin, wnfa waz

o o o a ¢
Wupasidan Wadamunsdaudadutig

| v w
NAENN g leHanIl

o - a al o aa
*drunilianiTiaunisdanie ﬂimﬁﬂkﬂ'ﬂ’]ﬂw G MEAGUN

. o r o o . LY '
unAnsBaaiin (mallantsuwngd) 1A 2 Ausmaliamsunng s inedudadng Tmsfnwn 2538
Saimaningd narueieddn Ansmedanisuind wnEnedudy g



sasimatinnisuwmdidoaimi 9 30 wliuf 2 woumay 2540

autlumausniu

Parameter 0 2 8 16 FnEdNaEe
Na {mmol/L) 138 128 132 133 132-144
K (mmol/L) 5.3 52 3.7 3.3 3.2-48
Cl (mmol/L) 100 95 101 104 98-108
TCOZ {(mmol/L) 7 9 15 24 23-33
Urea (mmoliL) 6.0 6.8 6.3 48 3.0-8.0
Creatinine {(mmol/L) 024 0.29 0.13 0.09 0.06-0.12
Anion gap {mEg/L) 36 29 20 8 7-17
Glucose (mmol/L) 27.4 19.4 11.0 9.6 3.5-86.7
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uazfianatagudies 36 ¥ luiasdumadin
guheinasfluunwiutis type 1 (Insulin-
dependent diabetes mellitus (IDDM) Faiflu
wivnurfiandudauliaiedurdu niad
wouRuamsadugiu guitazliamsoldnglag
Wagaenfundinuls ennmslaeraly Aa uaw
duladn daaienn nsevnen saumdsde
wazfatn1suuudsunaduls AsniTwnetn,
ketoacidosis ufielAN

sf}am:mﬁaﬂrﬁﬂw

~ ua CBC wufl mild anemia usmsf
fihednmsnadise Boadeiunidliduee

- dnglaagenin  wansdrgienm
dugdu vwadliawisn uptake nalad
dnluielditundsauls
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usigfilenglaageeasybitusesu osmotic
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fauiy Miluadasigdiaradiuan
AAnmaTInMIRgUhefinsnet uasTzAy
Aoglumadiunasmee niddug Aasriiy
Tusadesluidangs Toun (Raafil hemolysis,
Findfidey cot ag usadaunelugads
szoanaly Tnsawisdmfaliununaudy
wenTn Tmarasasdoadiiawuuusais
injury 789 juxtavenular cell TUumadansa
aanyl AR RUIEnTIuuNIng utug
flunisinnshueandnda Aeednng
waaluumandeslfauny

- @A TCO, fanasrmldaialen
tUruRedimaz metabolic acidosis Ws1ziinns
1% bicarbonate Wiia neutralize N Wd2
TmysUiuman CO, aafeReldnwses
#7183 (HCO JpCO | Weeft Fuiilamsaa blood
gas Abinatugulsfa pH une, Aol H* gv,
pCO, uaz HCO, M AU H Aigeasriliiad
juan H dluReasraiiunssludon lny
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anMIUERITILALINU vital sign 8193zWU
tachycardia ¥38 hypertension a4

dansmdnfanulaisdnsmfsdund

diabetic coma

wamavie silHiiinis
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Hormone : insulin Was C-peptide fn dau
glucagon g9 WaMIWeNNFEFINglAGTAY
Chemistry : nglAdgs, urea waz creati-
nine mw:gmﬁ'mmnwaammamau, plasma
osmolality Lﬁu%u
Electrolyte : Imfanuazmaalinaaasund
v3agennfiuTianienanas vmzladuu
aanusigalmiauuazraslsandy Bnvialasedy
Tukaadenaaniauanialafandnnsme
dullunaidauszgnivaananigadnianiu
wartuaanniadaz shapuwsniuguonila
Tuussdenunfvidos ssvunefluunadeoy
Twmadeuin  fadifiisagluszezduane
walluaadunifiudaaufdAglunns
vanuranduila Tagawzndudardls
anaiiualiwIlasuiinaemels f co, 326N
32611 bicarbonate ﬁl‘lﬂuma‘ neutralize N3/
Ketone bodies : \fumsasiasiadugy
sz ketoacidosis Taeilusamsaziiag 3 U

AB acetone (2%), acetoacetate (20%),
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B-hydroxybutyrate (78%) Tunas AU DA
wannafeufsefuasneg sl

- nitroprusside Fnafaduasznau
\Fagauny acetone Uar acetoacetate

- ferric chloride ﬁi\:ﬁﬂﬂﬁﬁ%mﬁu
acetoacetate \AaUUANY

- B—hydroxybutyrate dehydrogenase CR
B—hydroxybutyrate W10y
acetoacetate W3aNAU NAD wipuiiu NADH

-
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Fansganfunasi 340 nm
Uapiusaniuiinisnsiain B-hydroxy-
butyrate atEEl¥NNIAII9NE Ketosis 52T
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HCO, 1

Blood gas : AvzuEmINTIE
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pH anN71 7,30, H g9, pCOz wae
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Decrease plasma glucagon

Oppose glucagon effect  Inhibit lipolysis
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Increase excrstion of glucose
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Lower counter regulatory hormone
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FLUIDS

1WNHNU (Diabetic mellitus)

dulsadasufuadassuaiuining
raInszuIunsINAuadaunensTulawmm,
sy weglaly duddasunanmandias
dugduliizana wiafimshunusindugiu
doflisudnuaslsaiiAn fasting hyperglycemia
ﬁw‘lﬂt}jﬁjﬂ’mﬁtﬂummu%zlﬁﬂ atherosclero~
sis Wa¥ microangiopathic vascular disease WAz
neuropathy a#19l3fid a1nsfiudmsaan
fezuansnanusmaismasumnungiedy
Fowidloimai

1. Type 1 : Insulin-dependent diabetes
mellitus (IDDM) wudmﬁaﬁmmnﬁuﬁuqn‘sm
wuwuanAludid HLA B8, BW1S, Bis, A1,
CW3, DW3, DW4 gilaasdl autoantibody #i
B-cell vmaugau vlimsshauamasiugiu
Mlalid Wiaensesfiuaufuadisadugiuils
|:§1'J1anzjuﬁazwuﬁmmsg\mﬁmqﬁaﬂ s
U AndizUineey (e ketoacidosis $a §
mM3mauauBIRanTsInwMIBdugiulas

2. Type 2 : Non-insulin dependent
diabetes mellitus (NIDDM) Sanaideataeniu

wWugnssn uiliisiutsn UssiRuaiagqsd
enm3luTzsit subclinical aguu 9=Aasdels
daduinfioginn wassiwdud aunm
TuBahadsusautasiiaslinauauas s
szaungleafiindy 3dlandsdugdusanan
viansaauamndBugduini uimadies
Aassuengladlafl insulin receptor wia  re-
ceptor #vwulay wialawsaswiiauna F9
Ludududugduwinarmbimadsuainalad
il ol

3. Secondary dlabetes mellitus 1]y
wmfRenniiaizradsaduinnou wie
dfumunelia dudy asasasss, Awani
Wianegadaugay, aasluuunemfisunau
mahoweasdugdu, efifuasassiunglae
Twdan dusu

azimIndeuvasiheimau

L wuuideruwau uanIn ketoacidosis 7
Inananudfdifinnedu nidy

Al. Non-ketotic hyperosmolar state Lﬁa
fingladluidianning szfausIsu osmotic #d
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ddnanlunszuaidion saaminimannglaad
lafiesindanaiuaznaladaannianiu i
fesiAnnnazanaun usliiin ketoacidosis
Wi dugiufasdudonszuunisifia
ketone bodies 16

%. Lactic acidosis wulstunslagiawi
‘lu;‘?ﬂ?mmmwuﬁ%'ﬂmﬁw biguanide =¥
A1AN5184 severe metabolic acidosis a1AlUWU
hyperglycemia %38 ketoacidosis

IL wuudass Téun

n. Diabetic eye disease 1 U 3 283
Q’ﬂfmﬁmqﬂ’mq afitywiAsaduniTues
Wuaufomvemuasls wendaniwengg laud

.1 retinopathy INNTHUIATDD
basement membrane, miLﬁN permeability 189
retinal capillary utisiiymianaaniuem

N2 WsiFY osmotic TARNTUIN
hyperglycemia 3e¥n1¥ilAia blurred vision 3a
\fAim cataracts Paudiudals

A.3 Jxezvineaad diabetic retino-
pathy 2zl vessel formation \ieZulwaily iris
(rubeosis iridis) YMIWAA glaucoma 1s1

<. Diabetic nephropathy WeNFEATWAL
ﬁmmr{m’m glomerular damage, hypertrophy
489 afferent War efferent arterioles ULARA
ischemia SN INTSARRULLANY (ascending
infection)

U.1 diabetic giomerulosclerosis A3
WU1AI78Y basement membrane WarA1g
Wasuuasuszquaslisiiuil memorane 9
glomerulus \{n991nifin glycation 3z%919
nqtﬂﬁﬁufﬂiﬁuﬁ basement membrane Y IA#
albumin USanaiay g Sreannlutlaanasls
Bannzidn microalbuminuria AaUFa6
albumin ﬁ%"'naanmqsﬂ’imnﬁ (>30 mg/L) uA
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vasnhBunaiesmamusmsiiunaniansld
labstix IWAIIY (<300 mg/L)
9.2 Ischemic lesion wuxnnlugihe
AfpNsugssaNeY
1.3
A. Diabetic neuropathy lﬁmmanIﬂﬁﬁ

infective lesion

nawaendluifiu sorbitol HuaspUmendulssam
Swausfinulaun

A.1  Symmetrical mainly sensory
polyneuropathy 38xuINgUILEgiieY
anwidnau-1fufivh, mnduhauing
superficial wax vibration fay 3EnNauIEY
UUFA (walking on cotton wool) INaEIN13A
puANaugsunisadaulnld Fanmdould
gifla quheasanan Walinmsuiadu wie
erudauninaznu wialidianuiineauaun
uiaduwendanwiuwsila

A.2 Acute painful neuropathy 3&n
wiaufianuiau wiadunasnlsuunwh iy
munn lrsaniznannatduy

A.3 Mononeuropathy and multiple
mononeuropathy ﬁLﬁ'uﬂizmﬂﬁmUF}N
ndaloan duisavdananadu (Felu

3. Infection naafigduidanfaniy

awmsfiarantawuafiGy Snmaadaldd 8n
wujassnstatedarendadan m
chemotaxis War phagocytosis Amanuladasag
nsandannuaa lnawisivh (diabetic foot)
unaIzmEdAuiNYY wdadasAaaaniy
viaenniinsgasuaunadaniuiFes ey
ischemia 38 gangrene lAlEUAY

Msmnemare wHuRnmsnHeIfuw U wa
[} b J
CGIR
A oo w
L mIamawmaiiadannwnu
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1. Fasting Blood Sugar (FBS) fihtay
FaNADIMIUAATAIANARUA A BERARTIR 10—
12l JFundngsnin 70-110 mg/dl
{3.9-6.2 mmol/L) Tunnae hyperglycemia
dulevsiliFn FBS w1andn 140 mg/dL
(>7.8 mmol/L) usidiAmAdY 45 mg/dL
(<2.5 mmol/L) na1efianiz hypogiycemia

2. Random plasma glucose \uns
aralatlisianaaims Sawnfatsewing 70-
130 mg/dL (3.9-7.2 mmollL) gy
lngiawizeiin IDDM 2:flFannndn 150 mg/dL
{(»8.3 mmol/l)

3. Two-hour postprandial plasma
glucose WAuUnAnaIfuamIstiull 30-60
ufi axfingladtugean uazanassudiuung
Wasindy 2 ks gihsumnuiieaunalss
zdlAniaandy 130 mg/dL (<7.2 mmol/L)

4. Urine glucose flathmaluifiangs
\iundszau threshold w04le (Usennoi 180 mg/
dt) fzmrranuhmalutaansls mwda
wzrnslasmsfgeiulfiduiy

5. Glucose tolerance test (GTT) fiau
U 2-3 U fihemldfuamie
arslulawmmmatineday 150 n3N sadu iy
IRDMIWBIASBIN 10-12 F9Ta9 e
waifluszAuauan wilidelsfunglaa
75 nfu w3 1.75 asunhwnings 1 an,
wzdoandssunglramng Adstalus quaTu 2
via 3 Mlus isnwinumieien Fes
NN 140 mg/dl (>7.8 mmollL) waeAlen
1, 1 1/2, 2 1la Alarwihasesannnd
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200 mg/dL (>11.1 mmol/L)

6. Insulin tolerance test (RanAgaLi
duaaiimafunusodugdu vialaudoufin
Und Taeguadlaiuarmisifialulawman
athedae 300 n3u sadu Wuwan 2-3 Ju
PINUWIABIMITUAzIASAAN 10-12 dala
uRuaden Natnszaumuay udibugau
0.1 Urkg body weight Wnzidansinsanglad
wasldfudugdufl 20, 30, 45, 60, 90 uaz
120 W AulndAdsiinglasanas 50% Tu
30 wifi waundluun@ly 90-120 W wadie
fflrssunusadugiy sseuhaaeea 9
ARAIDENT 4

7. M3ImTrauBugiuusr C-peptide
W31e C-peptide Lﬂumwﬁwmﬁuqﬁuﬁ%
ABIgAARBDNNBNINIY  HUeuniuley
W type 1 miwuﬁoﬁu-qﬁuuaz C-peptide
o wmlifnvsafndendionin v
type 2 cRBugAuLA C-peptide UnAnSag
wazmdsmanaudusmadiuenunszgulale
niﬁiﬁtj’ﬂqmﬁﬂmd: hypoglycemia W&
augduuas C-peptide g0 udnyiiidugiuuas
fthegeiuiay WABULAUGY uaz C-peptide
Unfidamusmriginglsiudugunamenan

IL mmsmﬁaﬁﬂmumsmmguisﬂ

1. Glycated hemoglobin Lilaunsnaly
tﬁamqa%u ua:magmuwaﬁﬂ:ﬂuﬁﬁufﬂiﬁu
2 glycated protein Aasfiangwinulusiuuia
ﬁu‘] ﬁafm:ﬁu glycated protein ouangde
mamahmalunanfidaunshl Licanadasiung
FBS dadlunisudnsniizinaaluiianuas
Tagiu vhldwmdnaulsinfsinuanduaed
nIMURNEMTIlAAIRelA

glycated protein fReaInT9lGLe HbA
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(nglAFIXAU HDA ), glycated albumin (Rglad
. ' , o
374UNY albuminy War fructosamine (ﬂfj'[ﬂﬁn
-~ - v
sunulusaunvug)
| a
2. FBS uar urine glucose Walszidiy
' L e, o ¥ o ' 4 v
Inlurasuuihaiviaaludaayila gad
HUBAILANETMNIEE AN 2-3 JUfiauN

(- v ow ¥ oy v
wunng Aagliszauimanglunaudinls

L nmsasanelazbiunizunindou
1. Ketone bodies lauf acetone, B-
o
hydroxybutyrate Uz acetoacetate LWaW1NANIE
ketoacidosis
2. Lipid profile 1ol cholesterol, trigly-
ceride, HDL-C, LDL-C gjthuaiin NIDDM n
= | [y o ar o
NzUindiu ansdnsuagluiduidan
AmUnf aswuegiiszaulaladnates waszlasnd
L3 L2} a - »
walsagolatay Mlilaazlspdiu waan
-] - ar .
Womauds wazlsenilamunnls
3. Coagulogram Toun platelet count,
. \ ] W
bleeding time, PT, PTT tua3angiisiinninu
P P & o
RANMAYITaINUNTY platelet aggregate
st wasdl coagulation factor M B7HIEANY
a \ - [
wAm ischemia g ladiuiaupanIznLt
[ [l =Y =Y J‘ ol
dunmsthiediuanuuusainiiaadaladn
Ae
. . ' da
4. Microalbuminuria N13ATIININIENS
. > o o
albumin Rwaidae g Saanimmatlaan: 1
luaursaaTanumedinilu viansld labstix
o, | = . a
Wunrsasiawavantimniadnsradle
cJ r-1 o ¥
nalmangduifonuiug avlW extracellular fluid
o = w w4 o A
Wy InsUsuanamIuANusInuLAanlag

165

1 30 niufl 2 weuwnAY 2640

fdudnaenus ety Snmsmunsvs
basement membrane Wwazn1SIUABYLUAY
Uﬁzﬂlﬂmﬁl‘iﬁuﬁ membrane 483 glomerulus 395
albumin $2a0n31ld szAURiGundn microal-
buminuria AR Bana albumin fi¥iaanagenia
30 mg/L ustasnil 300 mg/l nIeTIRNEld
WnAUA colorimetry, nephelometry, EIA, RIA
\Husiu
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