Dr.Mesut¥ z k ay a
Gaziantep | niversitesi

49. Diyabet Kongresi
19 Nisan 2013-Antalya




Sunum Pl aneéeé

AHi pogl i semiye genel
ANor mal kardiyovaskygl e
A Hipoglisemide KVS fonksiyonlar

ANor mal beyin fonksiyc
AHi pogl i semi de beyin f
A¥ z et



Hi pogl I semi ¢
ASerum glukoz seviyesini

ABi yoki myasal bir tane



Hi pogl I semi ¢
ASerum glukoz seviyesini

ABi t ané
Biyokimyasal + Klinik



-Her vy ack grubunda g°r ¢l e
bazen ciI ddi tekhit s kar m
uzun s¢rel 1o, Zzahmet | | V

gerektiren Kronik bir tablo

-Bazen de yakamé tehdit e
Acil bir tablo ol ar ak kar K é mé z
°neml | bir metabolil k p




emil k at ak:

| kendi ne
di Jji1 duru

AMi n°r Hipogl i s
IHast anén kend
t edavi edebi |

A Ciddi Hipoglisemik atak
ifHastanén hipog
bakkal arénén d

sem a
t e ne

| |
es ]



AMi n°r Hipogl i s
IHast anén kend
t edavi edebi |

emi k at a
kendil n
] 1

I
di dur

A Ciddi Hlpogllsemlk atak

K :
e
u

Sekl ek

AKns¢linle tedavi edidreenV &laddl & i

ATip 1

08-3 at ak/ h

di yabetl®kownuwnl a°rléegqm U%sbe b e b




Kardiyovaskg¢l er si stemé




Nor mal fizyoloji éE
| (Kk < 80 mg/ dl)

beyin




Nor mal fi zyoloji éE
! (Kk < 80 mg/ dl)

Hi pot al amus, beyin







Nor mal

f1 zyol oji é
( Kk < 80 mg/ dl)

Hi pot al amus, beyin

GH art éxkeée

"
WA




Nor mal fi zyol oji é
! (Kk < 80 mg/ dl)

Hi pot al amus, beyin

GH art éxkeée

lukoneogenez,
glikojenoliz

ﬂﬁ' ARTMI k GLUKDELMI K GL¢ROZ
¢l KI K| T! KETKMK







Hipoglisemi-Kar di yovasky¢



Hipoglisemi-Kar di yovasky¢

AKkin etyopatol ojisi (

f1r zyol oj1 k cevabeée
kan glukoz seviyesi



75 mg/d|
70 mg/d|
65 mg/dl
60 mg/d|
55 mg/dl
50 mg/dl
45 mg/dl
40 mg/dl
35 mg/dl

30 mg/dl

GlukozD¢ z e y _
Kns¢ |

Glukagon

Epinefrin

Kortizol, GH

Otonomik Semptomlar




Sempatik Sistem
uuu

//f \\

Kan B° br e kKalp Ven Arteriyol

"Excess Catecholamine Syndrome" Ann N Y Acad Sci. 1999; 881: 430 - 44
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a-1 Vazokonstriksiyon

a-2 santral etki Vazodilatasyon

a- 2 periferik etki Venokonstriksiyon

b-1 Kardiak: (i Ba¢mindel NI P 6
b-2 Vazodilatasyoybronkodilatasyon
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Am J Hypertens 2010; 23: 1052
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Mechanisms of Abnormal Cardiac Repolarization
During Insulin-Induced Hypoglycemia

Robert T.C.E. Robinson, Nigel D. Harris, Robert H. Ireland, Stuart Lee, Christopher Newman, and

Simon R. Heller

Prolonged cardiac repolarization causes fatal cardiac
arrhythmias. There is evidence that these contribute to
sudden death associated with nocturnal hypoglycemia
in young people with diabetes., We measured cardiac
repolarization (QT interval [QTc] and QT dispersion
[QTd]) during experimental hypoglycemia with and
without 3-blockade and potassinm infusion to establish

hypoglycemia was implicated accounted for —1 in 10 of all
such deaths under the age of 40 years. Sudden overnight
death was more common during the last 3 years of the
study (1988-1990), which they related to the greater use of
intensive insulin therapy. It appears to be significantly

more frequent in those with diabetes compared with
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Antecedent Hypoglycemia Impairs Autonomic

Cardiovascular Function

Implications for Rigorous Glycemic Control

Gail K. Adler,"* Istvan Bonyhay,** Hannah Failing,'* Elizabeth Waring,** Sarah Dotson,'*

and Roy Freeman®*

OBJECTIVE—Glycemic control decreases the incidence and
progression of diabetic complications but increases the inci-
dence of hypoglycemia. Hypoglycemia ean impair hormonal and
autonomic responses fo subsequent hypoglycemia. Intensive
glycemic control may increase mortality in individuals with type
2 diabetes at high risk for cardiovascular complications. We
tested the hypothesis that prior exposure to hypoglycemia leads
to impaired cardiovascular autonomic function.

RESEARCH DESIGN AND METHODS—Twenty healthy sub-
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glycemia (1,6). Even a single episode of hypoglycemia may
impair the counterregulatory metabolic and autonomic
responses to subsequent hypoglycemia (7). Recently, evi-
dence has emerged suggesting an association between
hypoglycemia and increased mortality in critically ill pa-
tients receiving insulin therapy (8). An increase in mortal-
ity was also observed in the highly intensive treated limb
(targeting A1C values of <(%) of a multicenter clinical
trial of individuals with type 2 diabetes at high risk for
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