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OLGU, 22 aylik erkek hasta

1 hafta 6nce kusma sikayeti ile Dilova D.H e basvurmus.

Hastaya izomiks °2?2? (%5 dektrozr? 9%0.09 NaClr??), miktart bilinmiyor!!!

* Izomiks 1/2,1/3, 1/4 (dikkat!!!)

° Miktart ve icerigi (?) stvi IV giderken veya sonrasinda

kan sekeri: 174 mg/dl

Es zamanli idrar tetkikinde ph:5.5 keton+2, glukoz+2, nitrit-, leu- saptanmus.




ACIL NOBETCI HEKIM
SIZSINIZ. NE
DUSUNURSUNUZ??




Hasta diyabet 6n tanisi ile yaklasik 500 cc icerigt bilinmeyen sivi takilarak (1-1.5 saat), ikinci
takilan sivi ile Gebze Fatth Devlet Hastanesine gonderilmis.

Hastanin hastaneye gelisinde bakilan kapiller kan sekeri 84mg/dl saptanmis

500 cc/1 sa stvt sonrasinda 453mg/dl ve 403 mg/dl saptanmis. Es zamanli ven6z kan sekeri:

303mg/dl olan hastanin sivi tedavisine devam edilmis (500cc, icerik ve siire?).
Daha sonra takilan kii¢tik bir serum sonrasinda kapiller kan sekeri: 58 mg/dl saptanmis.
Diyabet olabilecegi soylenerek endokrine basvurmalart soylenmis.

Hasta evde gittikten sonra ertesi giin acil servisimize basvuruyor.




Hasta sorgulandiginda kusmast devam ediyormus.
Politir1 —polidipst —polifaji yok.

Keton kokusu yok.

Belirgin kilo kaybi yok.

Ishali baslamis




* Hastamiz cocuk acile geldiginde ,

* Kapiller kan sekeri: 57mg/dl

* Veno6z kan sekeri: 64mg/dl (hipoglisemi sinirinda)
* Kan ketonu: 5.2 (ketonemi)

* Kan gazi: ph:7.29 c02:31 hco3:15.2 (kompanse metabolik asidoz)

* Plazma osmalaritesi 285 mOsm/kg




OZGECMIS ve SOYGECMIS y

3940 gr —term —miad-C/S

Dacryagogatresia (g6z yast kanali tikanikligr) opere (1 yasinda)
Akraba evliligi yok

Babannede tip 2 diabet,

Babanin teyze ve dayisinda tip 2, OAD gtincel ins




Antropometrik olcimler
Boy:80 cm(-1,38sds)
Kilo:10.5 kg(-1,82 sds)
Ates:36.5 C
Solunum:24/dk
Tansiyon:90/60 mmhg
Nabiz:128/dk
Spo2:99

Fizik muayene:

* genel durum iyi
* Hafif turgor tonus azalmast

* Sistemik muayenesi dogal.




On tantlariniz ?
Tetkik olarak ne istersiniz?
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HEMOGRAM BIYOKIMYA
- * WBC:8086 X10"3/ul. * Na:136mg/dL
°* ANS:4123X1073/ul ° K:4.7 mg/dL
* HGB:12.25 g/dL * Cl:104 mg/dL
& PR 52 ODIRRI0CS kR ° Ure:28 mg/dL

* Kreatinin:0.36 mg/dL




12 2010

AKS:96 mg/dL

Insulin:1,35 ulU/ml.

C-peptid:0,67 ng/ml (aclikta 0.51-2.72)
Hbalc:% 4.7

UG S

Anti ICA //>

Antl insulin Ab

GAITADA ROTAVIRUS+




HIPERGLISEMI

Plazma glukozunun normal degerler ustiinde seyretmesine hiperglisemi olarak

- tanimlanir.
NORMAL <100 mg/dl

BOZULMUS ACLIK GLIKOZU 100-126 mg/dl

DIYABET >126 mg/dl




|
|
|

<100 mg/dl
BOZULMUS ACLIK GLIKOZU 100-126 mg/dl
DIYABET >126 mg/dl

TANI ICIN DOGRULAMA GEREKMEKTEDIR.




ontd SLLE I -
LIRS

_ ACLIK GLUKOZ OGTT 2. SAAT GLUKOZ

NORMAL <100 mg/dl <140 mg/dl
BOZULMUS GLUKOZ 100-140 mg/dl 140-200mg/dl
TOLERANSI

. DIABETES MELLITUS

SEMPTOMATIK OLGULARDA ASEMPTOMATIK OLGULARDA
RASTGELE ALINAN PLAZMA ACLIK >126 MG/DL
GLUKOZU >200 MG/DL OGTT 2.SAAT >200MG/DL.




1. Tip 1 diyabet > COCUK VE ADELOSANLARDA EN SIK GORULEN

: A. Otoimmun
. B. Idiopatilk
2. Tip 2 diyabet

3. D_]_ge_t_spf_s]_ﬁk diyﬂhet fipleri

A. Pankreas B hiicre fonksiyonlarinin genetik bozukluklart

* * MODY (Maturity-onset diabetes of young)

* * Mitokondrial DNA mutasyonlari
B. Insiilin etkisindeki genetik defektler

C. Ekzokrin pankreas hastaliklart
D. Endokrinopatiler

E. Ilac ve kimyasal maddelere bagli
F. Enfeksiyonlar

G. Immune-mediated diyabet

H. Genetik sendromlara eslik eden diyabet

1997- ADA/1999-WHO

American
A Diabetes
. Association.

4.Gestasyonel Diyabet




AYIRICI TANI |

Non ketotik hiperosmolar koma

Korkikosteroid ve asparajinaz gibi ilaclara bagl hiperglisemi

Metabolik hastaliklar (hiper ve hipoglisemilerle seyreden)
* Glikojen depo tip 0
* Fanconi Bickel send

* Rabson Mendelhall Send

Stres Hipergilemist




STRES HIPERGLISEMISI |

* Strese noroendokrin sistemin yanitt olarak ortaya cikar

. * Cocuk acil servise basvuran hastalarin %5 inde

* Cocuk yogun bakim unitelerinin % 25 inde




PATOFIZYOLO]JI

adrenal sistem)

* Sitokin artis >

* Insuline karsit hormonlarda artis
(glukagon o adrenerjik yanit)

Glucagon orchestrates stress-induced hyperglycaemia.
Harp JB et al. Diabtes Obes Metab 2016

ENDOJEN FAKTORLER EKZOJEN FAKTOR
* Kortizol artist (HHA aks yanitt) flaclar TPN, IV stvilar, S 06 (00
* Katekolamin artist (Sempato- mg/kg/dak

>

Glukoneogenezi arttirir.
Glukojen yapimiazalir
Glukoz kullaniminda azalma

™M

HIPERGLISEMI

R



* Akut fizyolojik stres sirasinda cocuklarin yaklasik % 4 tinde kan sekeri
seviyesinde gecict bir artisa neden olur.

* Kligctk cocuklarda oral alimin aniden azalmasi sonucu fizyolojik stres
donemlerinde diyabetik keoasidozla karisarak hiperglisemi, ketozis gib1 klinik
durumlara yol acarak ozmatik ditireze neden olabilir.

° Asirt stres yaratan durumlarin asikar diyabet ortaya ctkmadan 6nce sik oldugu
dikkati cekmektedir.




* Muhtemelen agir psikolojik stres katekolamin ve kortizol salgilanmasini

arttirirak insulin thtiyacini arttirmakta ve hastaligin asikar hale gelmesini
. saglayabilmekte.

* Kan gazinda PH, serum bikarbonat ve anyon aciginin olmasi stress
hiperglisemisi ile tip 1 DM ayrimini zorlastirmaktadir.




STRES HIPERGLISEMISI

FEBRIL KONVUZYON

SEPSIS

YANIK

GASTROENTERIT(ROTAVIRUS)

SOLUNUM SISTEMI ENFEKSIYONLARI

ABY

UZUN SURELI YBU YATISI

POLINOROPTAILER

KALP DAMAR CERRAHI OPERASYONLARI SONRASI

Acta Pediatrica 2001;90;618

J diabetes Sci&techology ,2012




* HAFIF <300MG /DL

Stres Hiperglisemisi

* AGIR >300MG/DI.

Il

* 1-2 GUN

Il

* UZUN SURELLKRITIK
HASTALARDA INSULIN

TEDAVISI GEREKEBILIR.

PREDIABET DONEMI? —> AYIRICI TANI
ASIKAR DIYABET DONEMI?




OYKU VE FiZiK MUAYENEDEN
EDILECEK [PUCLARI

OYKU FIZIK MUAYENE
* Semptomlarin baslangicindan ihtibaren *  Genel durum

gecen sure °  Biling degisikligi
* Ailede obez bireylerin varligi S derc ol

° Ailede DM tanili bireyler * Hidrasyon

* Stres faktoru

* Kan basinct
*  Obezite varligi
* Ek hastalik *  Dismorfik bulgular

o ﬂag kullanimi * Akantosiz nigrigans




Stres hiperglisemisi & T1 diyabet riski?

1997 May-Jun;10(3):283-6.

Stress hyperglycemia and the risk for the development of type 1 diabetes.
1

ol £) 2) 2) > 2 >)
Transient hyperglycemia during acute illness may represent the eatliest clinical sign of impaired beta cell function. This
study sought to characterize the clinical presentation of patients with stress hyperglycemia and to determine the
prevalence of immunologic and endocrinologic markers associated with prediabetes. Thirty-six children were studied.
They were referred to us for routine evaluation after an episode of hyperglycemia during sevete intercurrent illness.
Immunologic markers (insulin autoantibodies and islet cell autoantibodies) and intravenous glucose tolerance test for
evaluation of first phase insulin secretion rate wete performed in all participants. Islet cell autoantibodies were negative in
all patients. In eight patients, the first phase insulin response was below the first percentile (46 microU/ml) at the first
determination. Insulin autoantibodies were positive in another three children (> 60 nU/ml). Twelve to sixteen months
later, all children were re-evaluated and all had normal results. None of the patients developed diabetes during the study
(mean 3.2 years). Our data support the idea that episodes of hyperglycemia during severe illness without
additional risk factors are a minimal risk factor, if any, for future development of IDDM
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Rotavirus Infection Induces Transient Pancreatic
Involution and Hyperglycemia in Weanling Mice

Margo C. Honeyman'?, David Laine"?, Yifan Zhan"?, Sarah Londrigan?, Carl Kirkwood?,

Leonard C. Harrison'2*

Rotavirus Triggers Transient Pancreatic Involution

Nuclei Insulin Glucagon Overlay

Mock

Figure 4. Decrease in islet size and insulin content following inoculation with RRV. Pancreas sections from C57/B6 mice 2 days after
inoculation with mock virus or RRV were fixed with 4% PFA and stained with DAPI for nuclei (blue) and with antibodies to insulin (green) and
glucagon (red). Magnification x10.

doi:10.1371/journal.pone.0106560.9g004

2014


https://www.ncbi.nlm.nih.gov/pubmed/25181416

Glukoz degerini degerlendirken 6rnegin alindigt
kosullar cok onemli

* Aclik ve herhengi bir zamanda

* Yemek yedikten ne kadar stre sonra alindigt

* Intravenéz sivi alip almadigs

* Glukozkonsantrasyonunu etkileyen ila¢ kullanip kullanmadigt
* Enfeksiyon

* Kistik fibrosiz,talasemi gibi kronik hastalik olup olmadig:
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44

AKUT GASTROENTERIT VE
DEHIDRATASYONLU COCUKLARDA KLINIK
BULGULAR VE LABORATUAR SONUCLARI

29

Tablo-2: Hasta grubunun serum K+ wve glukoz degerlerine gdére

dagilimlar:
Serum K+ Vak’a Toplam Serum glukoz Vak’a Toplam
degeri sayisi o degeri savyisi °4
Hipopotasemi 27 . 38.5 - Hipoglisemi 2 2.8
Normal ' 35 50 _ Normal 48 68.7
Hiperpotasemi 8 - 11.5 : Hiperglisemi 20 28.5
TOPLAM 70 100 TOPLAM 70 100

Atattarik Universitesi
Tip Biilteni
“4: TT7-|4a, 1987

AKOUTT GASTROENTERIT VE DEMHIDRATASYOMNLU COCUKLARID>A
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MESAJLARIMIZ

* Ayrntili 6yku alinmalt

* Hastanin fizik muayene bulgulart ve verilen tedavi mutlaka kayitlara gecmeli

°* TV sivi tedavisi

* Hangi s1vi ne hizda verilmeli? Glukoz perfuzyon hizi!!!
* Uygun olmayan s1ivi tedavisi hastanin yagamini tehlikeye sokabilir

* Hasta sevk edilirken basvuru anindaki tum bulgular, yapilan miidahale ve
tedaviler detayli bir sevk notu ile yapilmals




Jul;18(7):648-53. doi: 10.1111/dom.12668. Epub 2016 May 4.

Glucagon orchestrates stress-induced hyperglycaemia. et al. 2016
1 1 1

>) b

1Regeneron Pharmaceuticals, Inc., Tarrytown, NY, USA.
Abstract

Hyperglycaemia is commonly observed on admission and during hospitalization for medical illness, traumatic injury,
burn and surgical intervention. This transient hyperglycaemia is referred to as stress-induced hyperglycaemia (SIH)
and frequently occurs in individuals without a history of diabetes.
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J Pedistr Endocrinol Metab. 2017 Apr 1;30(4):459-462. doi: 10.151 2pem-2016-0317.

The variable clinical phenotype of three patients with hepatic glycogen synthase deficiency.

Kasapkara CS', Avcan 72, Agodlu E? Senel 2, Couz MM®, Cevianer S*.

Pediafr Diabetes. 2017 May 11. doi: 10.1111/pedi.12531. [Epub ahead of prinf]

Glycosuria and hyperglycemia in the neonatal period as the first clinical sign of Fanconi-Bickel
syndrome.

Bahillo-Curieses WMP', Garrote-Molpsceres R, Mifiambres-Rodriguez M, Del Real-Llorents MR, Tobar-Mideros C', Rellan-Rodriguez §'.
Case Report: When an Induced lliness Looks Like a Rare Disease.

Rabbone 17, Galderisi A2, Tinti D2, lanaccolo MG?, Barbetti F4, Cerutti F3

@ Author information

Abstract

The recognition of fabricated illness (F1} in a child represents a diagnostic challenge. The suspicion of Fl often arises from the discrepancy
between laboratory tests and clinical history. For instance, (unnecessary) insulin injections by caregivers has been widely described as a
commen cause of factitious hypoglycemia that may be inferred from discrepancies between plasma insulin and c-peptide. However,
contemporary administration of insulin with an insulin secretagogue (glyburide), and of additional drugs, can make the diagnostic pathway
problematic. We report the case of a child 4 years and 11 months old, admitted for alternance of hypo- and hyperglycemia associated with
hirsutism, hypokalemia. nephrocalcinosis, and neurodevelopmental delay. All these features were compatible with Rabson-lMendenhall
syndrome, a rare disorder of severe insulin resistance linked to mutations of insulin receptor. At admission, plasma insulin levels were high
during hypoglycemic episodes, but c-peptide was repeatedly in the normal range. The genetic analysis of insulin receptor was negative. The
story of previous hospital admissions, inconsistency between insulin and c-peptide values, and association between hypoglycemic episcdes
in the child with the presence of the mother, raised the suspicion of Fl. This hypothesis was confirmed by a video recording that revealed the
administration by the mother of multiple drugs (insulin, glyburide, progesterone, and furosemide) that mimicked most of the features of
Rabson-hMendenhall syndrome, including hirsutism and hypoghycemia with coincident, inappropriately normal c-peptide values due to the

administration of the insulin secretagogue. Our case indicates that inconsistency among consecutive diagnostic tests should be regarded as
a clue of FI.

PMID: 26433710 DOl 10.1542/peds 2014-4185




