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Diyabet Siniflamasi

Tip 1 Diyabet

Tip 2 Diyabet
Gestasyonel
Diyabet
Diger Spesifik
Diyabet
Formlari

Otoimmun beta hc yikimi, genelde mutlak insulin eksikligi ile
sonlanir.

Siklikla insilin direnci ile birlikte, ilerleyici insulin yetersizligi

Gebeligin 2. veya 3. trimesterinde ilk kez ortaya cikan diyabet

Monogenik Diyabet Formlari (B-hc genetik fonksiyon defektleri-

MODY, lipodistrofiler, genetik agir insiilin direnci sendromlari)

Ekzokrin Pankreas Hastaliklari (pankreatit, kistik fibroz ve diger

pankreas hastaliklari)

Kimyasallar ve ilaclar ile Tetiklenen Diyabet (glukokortikoidler,

HIV/AIDS ilaclari, organ transplantasyonunda kullanilan ilaglar,

immun checkpoint inhibitorleri vb)

Endokrinopatiler (akromegali, Cushing vb)

immun aracilikh diyabet formlari (anti-insiilin reseptdr antikorlari,

Stiff-man sendr)

Diyabetin eslik ettigi genetik sendromlar (Down, Alstrom, Prader-

Willi, DIDMOAD, Klinifelter, Turner vb)

infeksiyonlar (konjenital rubella, sitomegalovirus, koksaki B vb)
TEMD Diabetes Mellitus ve Komplikasyonlarinin Tani, Tedavi ve izlem Kilavuzu-2020.



Tip 2 Diyabetin Heterojenligi

Biyolojik Degiskenler Tip 2 Diyabet Kiimeleri

* Tani sirasindaki yas | ¢ SAID: Ciddi otoimmun DM

* Renal fonksiyon  SIDD: Ciddi insulin eksikligi olan DM
* Baslangigctaki HbAlc | « SIRD: Ciddi insiilin direnci olan DM
* Cinsiyet « MOD: Obezite ile iliskili hafif DM

* MARD: Yaslanmaya bagli hafif DM

Dennis JM, et al. Disease progression and treatment response in data-driven subgroups of type 2
diabetes compared with models based on simple clinical features: an analysis using clinical trial
data. Lancet Diabetes Endocrinol. 2019;7(6):442-51. doi: 10.1016/52213-8587(19)30087-7.



Diyabet Tipleri Icinde ve Arasinda Heterojenite

r o

Insulin secretion Insulin secretion
defects (polygenic) defects (monogenic)

Autoimmunity Beta cell mass Insulin resistance

1
|

Interaction

Autoimmunity Inflammation Insulin resistance Bamiers to care

ENVIRONMENT: Virus, diet, socioeconomics, other

. o

T1D: Tip 1 diyabet, T2D: Tip 2 diyabet, MGD: Monogenik diyabet, KPD: Ketoza yatkin
diyabet, MODY: Genclerde eriskin baslangich diyabet, LADA: Yetiskinde latent
otoimmun diyabet, TNDM: Yenidoganda gecici diyabet, PNDM: Yenidoganda kalici
diyabet, A: Adacik otoantikorlari, B: Beta hiicre fonksiyonu.

Redondo MJ, et al. The clinical consequences of heterogeneity within and between different
diabetes types. Diabetologia. 2020;63(10):2040-8. doi: 10.1007/s00125-020-05211-7.



Otoimmunite ve Insulin Duyarligi Durumuna
gdre Pediyatrik Diyabet Siniflamasi Algoritmi

Type 1 diabetes § MODY J Other genetic | Secondary diabetes | Type 2 diabetes

GADA: GAD65, IA-2A: Insiilin antijen-2, IAA: Endojen insiilin,
ZnT8A: Cinko transporter 8 otoantikorlar.

ADA. Diabetes Care, 2014; Redondo MJ, et al. The clinical consequences of heterogeneity within and between
different diabetes types. Diabetologia. 2020;63(10):2040-8. doi: 10.1007/s00125-020-05211-7.



Diabetes thresholds

Diyabet Patofizyolojisi Modeli:
(Palet Modeli ve Esik Hipotezi ile Butlnlesik)

Severe DM

Mild DM

Dysglycaemia
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Redondo MJ, et al. The clinical consequences of heterogeneity within and between different
diabetes types. Diabetologia. 2020;63(10):2040-8. doi: 10.1007/s00125-020-05211-7.



Genclerde Yetiskin Diyabet (MODY)

 Klasik tanim 25 yas (45 yas) oncesi baslayan, en az 3
nesilde diyabet gorulen ve adacik antikorlar
negatif, C-peptid pozitif, obezite ve IR olmayan hafif
hiperglisemi veya asikar diyabet

e 14 tipi tanimlanmis. GCK-MODY (MODY?2) ve
HNF1A (MODY3) olgularin %60’in1 olusturur.

* GUney Avrupa’da GCK-MODY, Kuzey Avrupa’da ise
HNF1A-MODY daha yaygin gorulir.

* |talya’da 58 aileyi kapsayan tek merkezli bir
calismada; GCK %54.4, HNF1A %15.5, HNF4A %5.2,
HNF1B %3.4 ve MODYX %22.4 bulunmus.

Delvecchio M, et al. Diab Care 2014;37:e258-e260



MODY Tiplerinde Sorumlu Genler ve Tedavi Secimi
Gen/Tip | protein | Folsiyon | Kaltum/Tedavi_____

HNFlA . .o .o .
Hepatosit niikleer faktor e sl o FE Otozomal dominant

(MODY3) la (Dusuk doz SU)
HNF4A Hepatosit nukleer faktor 8-he transkripsiyon faktori Otozomal dominant
(MODY1) 4a Py (Dsiik doz SU)
GCK Glukokinaz Glukoz-sensor, glikolizde ilk  Otozomal dominant
(MODY?2) hiz-sinirlayici enzim (Tedavi gerekmez)
Otozomal dominant
HNF1B it NG s
(MODYS5) Tgpatosn AU LU, B-hc transkripsiyon faktorii  (Optimal? etkilenen diger
sistemlere gore)
ABCCS8 B-hc K-ATP kanali SU ATP-sensitif K kanalinin Otozomal dominant
(MODY12)  reseptor subunit kapanmasi B-hc membran (yijksek doz SU, SGLT2i)
depolarizasyonu, Ca
KCNJ11 B-hc K-ATP kanali K kanal infliuksu s insU.I.ilT it Otozomal dominant
(MODY13) subunit >eKresyon granufierinin b= o Ap-yiiksek doz SU)
hc membranina flizyonu
Otozomal dominant
INS g insilin Gretimi ve insilin (Diyet, OAD-SU, diisiik doz
(MODY10) etkisi insulin, erken intensif

insulin tedavisi ?)

Gardner, Diab Met Syndr Obes Target Ther 2012:5101; Owen, Diabet Med 2013;30:230; Nair, Ind JCEM 2013;17:430



MODY Tiplerinde Sorumlu Genler ve Tedavi Se¢imi

Gen |protein |Fomsiyon ___ Jkalum

NEUROD1 Nérojenik diferensiyasyon Otozomal dominant

(MODY6) faktdr 1 B-hc transkripsiyon faktori (Dl\:(&_t, OAD-SU,
Insdlin)
IPF1, PDX1 .
’ Instlin promotor faktor 1 -hc transkripsiyon faktoru Resesif
(MODY4) . P —
Cinko finger transkrips. epsilon,
KLF11 . 3} : .
MODY7 Krueppel-like faktor 11 gama globulin promoterine
( ) baglanir
CEL : . : . VNTR delesyonu
(MODYS) Karboksil ester lipaz Ekzokrin pankreas fonksiyonu (OAD-SU, inslin)
WSF1 Wolframin Endoplasmlk retikulum Otozomal resesif
fonksiyonu
RFX6 Regulator faktor X6 B-hc transkripsiyon faktori Domma!nt protein
truncating varyant
APPLL | NI IO iyl yosinda ATy O S
(MODY14) b baglanan protein AL ’

|6sin zipper containing 1 insiilin)

Gardner, Diab Met Syndr Obes Target Ther 2012:5101; Owen, Diabet Med 2013;30:230; Nair, Ind JCEM 2013;17:430



HNF1A/HNF4A-MODY ve GCK-MODY Olgularinin
T1DM ve T2DM’den Ayirici Tanis

HNF1A/HNF4A-

DM basl yasi (yil)

DKA

Ebeveynde DM

C-peptid

MetSendr/Obezite
komponent

Adacik hc
antikorlari

hsCRP

|. Basamak tedavi

Dogumdan itibaren

achk hipergl 10-45
Sikhkla Nadir Nadir Nadir
Anne/baba IFG (de
(0]
%10-15 =D EEG kg novo mutasyon %60-90
T2DM -
olabilir)
Sifir/dustik Normal/yliksek Normal Normal
Seyrek Yaygin Seyrek Seyrek
Tanida >%90 Negatif Nadir Nadir
. HNF1A disuk,
Normal Siklikla Kr ylksek Normal HNF4A normal
insiilin Metformin Gerekmez DU§Uk.d92 U,
Glinid

Front Genet 2015;6:251; Owen KR. Diabetic Medicine 2013;30:260-6; Besser REJ, et al. Diabetes Care 2011;34:286-91



%90 MODY M O DY

*GCK

*HNF1A
*HNF1B
*HNF4A

%14

Glukokinaz %10
MODY2

(MODY2) %75 MODY X

Transkripsivon faktorleri

<1%
69% 3% 3% <1% NeuroD1
HNFlo HNF4 a. HNF1p IPF1 (MODY6)
(MODY3) (MODY1) (MODY5) (MODY4)



MODY Biyobelirtecler:

* C-peptid’

* hsCRP

* Metabolik profil calismasi — Diabetes UK, 2012: OP A49, P50
* Apolipoprotein M' - Diabetes UK, 2012: P54

* HDL-kolesterol - Diabetes UK, 2012: P64

« Uriner glukoz belirtecleri (1,5-anhidroglusitol)>

* Sistatin G

* Serum/lriner amino asitler4>

» Kompleman proteinleri (C5, C8)°

* Transtiretin (TTR)®

'"McDonald et al, Clin Care Acta, 2012; 2Pal et al, Diabetes Care, 2009; 3Nowak et al, Acta Diabetol, 2012; 4Bingham et
al, Diabetes, 2001; 5Stride et al, Diabetic Medicine, 2004; ®Karlsson et al, Diabetic Medicine, 2008



Clinical Care/Edvcation/Hutritien/Psychosocial Besearch

Assessment of High-Sensitivity C-Reactive
Protein Levels as Diagnostic Discriminator
of Matvurity-Onset Diabetes of the Young
Due to HNF1A Mutations

LT

EATHAEINE R. O'WEN, MD 2 ANDEFW ||. FARMEE, ||'4"|'__ . cliniml value ol an accurate molecular
GAYA THANABALASTNGHAM, ma, Bon ~ Mg I MoCAETHY, WD diagnosis, many individuals with
TIMOTHY ]. JAMEE, :'|I:|!' ANNA L. GLOYN, pewn ' HMFLA-MODY are never tested and are
FREMUIE KARPE, M~
GCK-MODY
P<0.00 n=24
2 9 Tip 2 diyabet (T2DM)
HNF1A-MODY

~\

-

~— .o

°h 1,5 - vs. tim gruplar

E ®1.33

(a

E‘) 1 ® 1.01

2 SHLURD YR Non-diyabetik

=294 o
HNF1A-MODY 1 n=19
0,5 - n=28 1 0‘58 % 0.48
¢® 0.20
o

Owen KR, et al. Diabetes Care 2010



MODY Vakalarini Tahmin Etmede Klinik
Ozellikler ve Biyobelirtecler

G¥D Diabetes SEARCH
Search this site: |:|
Genes

Providing information for patients and professionals on research and clinical care in

genetic types of diabetes.

Home

m MODY Probability Calculator

Making a Diagnosis

gfia"l"]g¥gsge“ic **Please hote work on this model is still in progress and further validation
needs to be undertaken**

Maturity Onset This is for use in patients diagnosed with diabetes under the age of 35 and was

Diabetes of the developed on a European Caucasian cohort.

Young (MODY)

Enter the clinical features of the patient in the form below and press the "Calculate
Probability" button.

genes4diabetes@ocdem.ox.ac.uk



MODY Genetik Testleri Kimlere Yapilmali ?

. . e s >1 faktoriui olan T2DM:
> . .
.Aslzilg?_l;l = e GoE BT {Li * Normal kiloda veya BKI <31 kg/m?

Sl Halavidonemildisndalbetalnerezery: * IR bulgusu (akantosis nigricans yok, Aclik

vt s g neeps . insilin normal) yok
(tanidan 3-5 yil sonra 6lgiilebilir C-peptid) + Metabolik bozukluk yok

Asagidaki 6zelligi olan TADM veya T2DM:
* 22 kusakta ailede IFG, DM veya GDM
» 21 akrabada insiiline bagimh olamayan DM

Monogenik DM i¢in Genetik Test

* Genelde tedavi gerekmez ) tugukl.cll(oz = | K
* Diizenli A1C takibi o.mp ', asyon ar '_5_' .
* Glisemi kontrolii 6nemli

* En uygun tedavi?
¢ Glisemi kontrolii 6nemli

Clinical Endocrinology 2011;75(4):422-6



0% 25%

Donohue Rabson “Type A IR”
Syndrome Mendenhall
Syndrome

Linear Growth Retardation
Soft Tissue Overgrowth
Hyperandrogenism

Insulin-resistant diabetes mellitus

Impaired development of
skeletal muscle/adipose tissue

Figure 1. Insulin Receptor Mutation Syndromes
(Modified from reference (8))



Ekzokrin Pankreas Hastaliklar

» Kronik pankreatit (infl. ve fibrozise bagli beta hc
yikimi, kaybi)

» Akut panktreatit (gecici hiperglisemi)
* Travma/Pankreatektomi

* Neoplaziler

* Kistik Fibroz

 Hemokromatoz (diyabet, hepatomegali, cilt
koyulasmasi)



Figure 1

swliL

Diagnosed _ ADMP
diabetes

First attack of Undiagnosed
# .
pancreatitis diabetes

Terminology for diabetes in the setting of pancreatitis. DiaBetes witf ity may 3y include diagnosed diabetes of any type,
although most commonly it is type 2 diabetes. Diabetes with first recognition durlng follow-up of |nd|V|duaIs with pancreat|t|s is deemed PPMD (unless the general exclusions (Table 1) are met).
Because diabetes may remain undiagnosed prior to and during hospitalisation for pancreatitis (i.e. at baseline), the term ‘new-onset diabetes after pancreatitis’ (NODAP) is adopted to describe
individuals with PPDM who had documented absence of diabetes at baseline (as evidenced by available glycated haemoglobin and/or fasting plasma glucose data). Given that prediabetes is known
as one of the strongest risk factors for diabetes, the term ‘new-onset prediabetes after pancreatitis’ (NOPAP) is also adopted to describe individuals with pancreatitis and prediabetes during follow-

up who had documented euglycaemia at baseline (as evidenced by available glycated haemoglobin and/or fasting plasma glucose data). ADMP, antecedent diabetes mellitus in pancreatitis; NODAP
new-onset diabetes after pancreatitis; PPDM, post-pancreatitis diabetes mellitus.



Figure 2

( Susy d Post-P: titis Diab Mellitus
*  HbAlcz 48mmolimol (B.5%) and/or FPG 2 7.0 mmolL (126 mg/dL)
L + dagnosis of pancreatiis
FPG2 HbAlC 2
HbA1c =
Maersoiie |t | ot gaees | | ‘Snmoima 5% | o | TOMMOAGZ || 4smmoia 65%)
i — = during or within - e
ﬂ:’f‘z‘mg":::cz:;';s Unkmown | PriOr to pancreatitis  [yoioown 93 G Unknown during o within Unknown | MMOl/L (126 mg/dL)
of pancreatitis 0 days after pancreatitis
of pancreatitis (90 days)
Yes Yes
Type 1 Stress Gestation
dabetes llee hyper- al
diabetes glycaemia diabetes
Yes
Any degree of
Markers of the Ho glucose intolerance No
i process with first onset during
after pancreatitis Uninown pregnancy Unknown
after pancreatitis

No | Unknown

4{ Post-Pancreatitis Diabetes Mellitus ]

Diagnostic algorithm to identify post-pancreatitis diabetes mellitus. Markers of the autoimmune process refer to antibodies to the cytoplasm of islet cells, insulin, glutamic acid decarboxylase,
insulinoma-associated antigen-2, and zinc transporter-8. The 90-day lag period is arbitrary and some individuals after pancreatitis may, in theory, develop new-onset diabetes sooner than that.
However, the clinical importance of establishing a diagnosis of chronic disease such as diabetes earlier than 90 days is not obvious. HbA1c, glycated haemoglobin; FPG, fasting plasma glucose.



Kronik Pankreatit

* Kronik pankreatit (infl. ve fibrozise bagh beta hc yikimi,
kaybi)
* alfa hc, PP hc. de yikilir, Hepatik ins. senst. azalir, HGP artar,
malabsorpsiyon, inkretin sekr. azalir.

* Major kriterler
* Ekzokrin yetm. (fekal elastaz-1)
e Goruntileme
e Otoimmun antikorlar (-)

* Mindr kriterler
v’ PP sekr. (-)
v'inkretin sekr. (GLP-1) bozulmus
v'Insilin rezistansi yok.
v’ Beta hc fonk. bozulmus
v’ Yagda eriyen vit. (A,D,E,K) azalma



Kistik Fibroz

 Otozomal resesif hast,
 Klor transport kanalinda defekt

* Diyabet cocuklarda nadir, adolesan %20, yetiskin
%40-50

 agir kistik fibrogz, ileri yas, kot pulmoner fonks,
undernutrition, kc. disfonk., pankreas yetm, ailede
diyabet, kortikosteroid kullanimi

e HbAlc Onerilmez
 Yililk OGTT



Maternal Kalitilan Mitokondriyal Diyabet

* Mitokondriyal bozukluk, sensorinoral isitme kaybi

>%50 Annede diyabet
Isitme kaybi %75, 3.-4. dekadta diyabet (nadiren cocuklukta)
Siklik %0.2-2 (tim diyabet poplilasyonunda, Japonya’da daha sik)

* Nokta mutasyon tRNA gen m.3243A>G transition

e Santral norolojik

* Psikiyatrik sorunlar

GOz sorunlari

Miyopati

Kardiyak sorunlar

Bobrek hast

Endokrin hast

Gastrointestinal hast

%10-15 MELAS (mitok ensefalopati, laktik asidoz, stroke)



Maternal Kalitilan Mitokondriyal Diyabet

* Tip 1 ya da tip 2 diyabet ile karisabilir.
* %20 vakada agir hiperglisemi, DKA

* Nadiren otoantikorlar pozitif

e Zayif

e Diyet, OAD, insulin

* Metformin kullaniimamali!...



Ketoza Yatkin Diyabet (KPD)

* Erken beta-hucre disfonksiyonu (DKA) ile
ortaya cikan,

* Bazen unprovoke ketozis,

* Fakat klasik otoimmun tip 1 diyabeti fenotipi
olmayan ve

e Zamanla insulin ihtiyaci ortadan kalkan
diyabet formudur.



KPD Formlar

1) A+R- KPD: Otoantikorlar (+), Beta-hc fonks. (-);
2) A+3+ KPD: Otoantikorlar (+), Beta-hc fonks. (+);
3) A-B- KPD: Otoantikorlar (-), Beta-hc fonks. (-);
4) A-B+ KPD: Otoantikorlar (-), Beta-hc fonks. (+);

* ABD toplumunda gorulen KPD vakalarinin;
v %50: A-R+ KPD
v %20: A-B- KPD
v %20: A+R- KPD
v'%10: A+R+ KPD



Ketoza Yatkin Diyabet

AHi-

Tip 2 DM _ %
Fakat DKA + 17% 33 s
1 yilda %50 hasta insilinsiz % %
A %%
50% =%
,,,,,, o?v 2\
2 %
. /,\’6 .
%, A F
<’/) 47 2% ?5
O/O.Qd <4
% @/)e A+li+
S, & 1%
Q
%
& Tip 2 DM (LADA)

Fakat baslangicta insalin ihtiyaa +
1 yilda %44 hastada insulin kesilir

Maldonado ve ark. 2003



LADA vs. KPD

LADA KPD

eDaha gencg eSadece bir kisminda Ab +
*Daha az kilolu eZamanla insulin sekresyonu
eMS daha nadir g;’gallgglie“llnsulme ihtiyac

* HLA-iligkili eBlitlin hastalar basta insulin
eAb + ihtiyaci gosterirler

einsilin sekresyon kapasistesi ¢DKA ile prezente olur
daha az

eInsilin direnci daha az
eBasta insulin gerekmez

eDKA ile prezente olmaz Leslie et al, 2008



Healthy Type 2 diabetes

T Insulin secretion " Insulin secretion

4 Glucose <4 Glucose
L HGP I J HGP I
—
T Glycogenesis T Glucose uptake T Glycogenesis T Glucose uptake
1 De novo lipogenesis l ™1 Glycogenesis T De novo lipogenesis 1 Glycogenesis
4 L Glycogenolysis R ¥ Glycogenolysis r
J L Gluconeogenesis f‘- ( / " 4 Gluconeogenesis y -
¢ ,> ‘//\‘: , T Glucese uptake § ,‘, 1«)\1:.( 4 T Glucose uptake
\LJ, FERA S— ,‘f _\/_ﬁ\ ” 1 Glycogenesis ¢' FEA —— L'— \: {:,‘;;_,, 4 Glycogenesis
4L Lipolysis (,f { %" 11T Lipogenesis Y Lpalysis £~ o T Upogenesis

Action of insulin in the postprandial state in healthy and type 2 diabetes conditions. Increasing blood glucose will lead
to the secretion of insulin. Insulin stimulates glucose uptake in skeletal muscle and white adipose tissue and suppresses
lipolysis in white adipose tissue, leading to a reduction in circulatory free fatty acid (FFA) levels. In the liver, insulin
and reduced adipose lipolysis suppresses hepatic glucose production (HGP) via a combination of reductions in
gluconeogenesis and glycogenolysis and stimulation of glycogen storage. The combined action of glucose uptake and
reduction in HGP contributes to plasma glucose control. In type 2 diabetes, glucose-induced insulin secretion is not
sufficient due to reduced B-cell function and insulin-stimulated glucose uptake in muscle and white adipose tissue
(WAT) as well as insulin-stimulated suppression of HGP is blunted. Insulin resistance in WAT also leads to blunted

suppression of lipolysis by insulin, producing higher FFA levels that subsequently negatively affect skeletal muscle and
HGP. FFA, free fatty acids; HGP, hepatic glucose production.



Severe insulin-deficient diabetes Severe insulin-resistant diabetes

Mild obesity-related diabetes

A
v _
\ ®

Visual representation of the characteristics of the subgroups as suggested by Ahlqvist et al. [38].
Severe insulin-deficient diabetes (SIDD) is characterised by a relatively low age and BMI, a high
HbA1lc, less marked insulin resistance, but severe B-cell insulin deficiency. Severe insulin-
resistant diabetes (SIRD) is characterised by a relatively high age and BMI, a relatively low
HbA1lc, severe insulin resistance, but no insulin deficiency. Mild obesity-related diabetes (MOD)
is characterised by a relatively low age at diagnosis, a high BMI, relatively low HbA1c, and mild
insulin resistance and insulin deficiency. Mild age-related diabetes (MARD) is characterised by a
high age at diagnosis, a relatively low BMI, and mild insulin resistance and insulin deficiency.
More severe insulin resistance/deficiency is indicated with a larger stop sign.




Algorithm for glucose-lowering medications in LADA patients with C-peptide levels 20.3 and <0.7
nmol/L without established ASCVD (atherosclerotic cardiovascular disease) or CKD (chronic
kidney disease). *Deviation from ADA/EASD T2D algorithm. **Increased risk of diabetic

R - - el NAAL SO ~F

’.

Glucose-lowering medications in LADA

|
C-peptide levels: 20.3 and <0.7 nmol/L*

]
Without established ASCVD or CKD
I
v v v 1
DPP-4i GLP-1RA SGLT2i* TZD
! ! ! L
If HbA, above target If HbA, . above target If HbA, . above target If HbA,  above target

!

v

v

v

Basal insulin or

Basal insulin or SGLT2i

Basal insulin or

DPP-4i or GLP-1RA |

GLP-1RA or DPP-4i or SGLT2i

v

GLP-1RA or SGLT2i l

If HbA,, above target

-

Insulin basal-bolus

Raffaella Buzzetti et al. Diabetes 2020;69:2037-2047

American
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©2020 by American Diabetes Association



e Age >30 years—

e Family/personal history of autoimmunity

e Reduced frequency of metabolic syndrome compared with T2D—lower HOMA,
lower BMI, lower blood pressure, and normal HDL compared with T2D

* No disease-specific difference in cardiovascular outcomes between these patients
and those with T2D

e C-peptide levels decrease more slowly than in T1D

e Positivity for GADA as the most sensitive marker; other autoantibodies less frequent
(ICA, 1A-2A, ZnT8A, and tetraspanin 7 autoantibodies)

e Non—insulin requiring at onset of diabetes


https://diabetes.diabetesjournals.org/content/69/10/2037.figures-only#fn-2

Diyabet Siniflamasi

Tip 1 Diyabet
Tip 2 Diyabet
Hibrid Diyabet Formlari

Yetigkinlerde yavas gelisen immun aracih diyabet
Ketoza egilimli tip 2 diyabet

Diger Ozel Diyabet Tipleri
Monogenik diyabet

- B-hiicre fonksiyonunun monojenik kusurlari
- insiilin etkisinde monogenik kusurlar

Ekzokrin pankreas hastaliklan

Endokrin bozukluklar

llag veya kimyasal kaynakli

infeksiyonlar

Immun aracil diyabetin nadir goriilen spesifik formlar

Bazen diyabetle iliskilendirilen diger genetik sendromlar
Siniflandinnlmamis Diyabet

Bu kategori, 6zellikle diyabet tanisina yakin dénemde net bir tani kategorisine uymayan
vakalarda gecici olarak kullanilmahdir.

ilk Kez Gebelik Sirasinda Tespit Edilen Hiperglisemi

Gebelikte diabetes mellitus
Gebelik diyabeti Classification of diabetes mellitus. Geneva: WHO; 2019.
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