C peptid temelli inslilin tedavi yaklasimi:
Ne zaman OAD’den insliline, ne zaman
instilinden OAD’ye?

Prof.Dr.M. Temel Yilmaz




“Olay neye baktiginiz degil,onda ne gordugunuzdur”

Henry David Thoreau
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5 yil 6nce ani kan sekeri yuksekligi (343 mg/dl) ve HbA1C :14.2 % ile
sagxsadegerniekim Tip 1 Diyabet Tanisiyla sik aralikli insulin tedavisi
baslanmig
(Sabah, Ogle, Aksam preprandial kisal hizli analog, gece 23:00 te

Uzun Etkili Analog )

Ozgecmis

2005 yilinda orta kulak operasyonu

Soygecmis

Hala ve dayi diyabetik
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5 yil 6nce ani kan sekeri yuksekligi (343 mg/dl) :14.2
basvurdugu hekim Tip 1 Diyabet Tanisiyla sik arali :
baslanmig

(Sabah, Ogle, Aksam preprandial kisa/hizli analog, gece 23:00 te
Uzun Etkili Analog )

Ozgecmis

2005 yilinda orta kulak operasyonu

Soygecmis

Hala ve dayi diyabetik
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Hastanin kan sekerlerinin yuksek gitmesi nedeniyle insulinler
artirilmisg.

19.11.2012 tarihinde Sabah 30 1U, Ogle 30 IU, Aksam 30 IU kisa etkili
analog gece 23:00 te tek doz 25 U uzun etkili analog insulin dozlari
altinda kan sekerinde ani dugmeler ve ani yukselmeler ve kilo alma
yakinmalari nedeniyle bagvurdu.

Obez, AB 135/85 mm Hg onemli 6zellik yok
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« Hastanin kan sekerlerinin yuksek gitmesi nedeniyle insulinler
artirllmis. .

19.11.2012 tarihinde Sabah 30 IU, Ogle 30 IU, Aksam 30 IU kisa
etkili analog gece 23:00 te tek doz 25 IU uzun etkili analog insulin
dozlari altinda kan gekerinde ani dugsmeler ve ani yukselmeler ve kilo

@a vakinmalari nedeniyle bagvurdu

* Obez, AB 135/85 mm Hg onemli ozellik yok
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Biyokimyasal Tetkikler (18.11.2012)

-HbA1C : 5.7 % -Trigliserid:96 mg/dl -SGOT: 39 U/L
-T. kolesterak -Urik asit:9,2 mg/dl -SGPT: 38 U/L
-HDL: 37 mg/d| -TSH: 3,33 mIU/L

-Sedimantasyon: 7mm/sn

-LDL: 126,8 mg/dI -Kreatinin:1,1 mg/d| -CRP: 6,6
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Biyokimyasal Tetkikler (18.11.2012)

-Trigliserid:96 mg/dl
-Urik asit:9,2 mg/dl
-TSH: 3,33 mIU/L

-Kreatinin:1,1 mg/dl

L deA D)
“s.Leptid : 4.1 ng/ml

-SGOT: 39 U/L
-SGPT: 38 U/L

-CRP: 6,6



Soru?

Diyabet suresi5 yll olanve
HbA 1C:%5.7 bulunan bir hastanin

retinasineden kanar ?




Y.T.22 0" (533 yaginda Ziisadami §1.61 [ Kilo 75

HbA1C  CPEPTID AGIRLIK PROTOKOL GLISEMi REGULASYONU
0] (ng/mh ____(K9g)

KISA ET.AN. (30+30+30)

UZUN ETK. AN. (25) SIK HIPO / HIPERGLISEMI

INISIYAL TEDAVI 57 4,1 75-
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ICA (-) AntiGAD Ab (-)
HbA1C CPEPTID AGIRLIK PROTOKOL GLISEMi REGULASYONU

(%) (ng/ml) (Kg)

KISA ET.AN. (30+30+30)

UZUN ETK. AN. (25) SIK HIPO / HIPERGLISEMI

INISIYAL TEDAVI 57 4,1 75-

19.11.2012 2 75 KISA REGULER (10+10+10)

UZUN ETK. AN. (20+10) REGULE
METFORMIN 500 mg (3x1)

UZUN ETK. AN. (20+10)
REPAGLINID 2 mg (3x1)
METFORMIN 500 mg (3x1)

28.11.2012 A 4,8 74
REGULE

UZUN ETK. AN. (12)
REPAGLINID 2 mg (3x1)
METFORMIN 1 gr (2x1)

20.12.2012 5,8 5,1 73,6
REGULE
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TARIH

ICA(-) AntiGAD Ab (-)

C PEPTID

AGIRLIK

PROTOKOL

GLISEMi REGULASYONU

INISIYAL TEDAVI

19.11.2012

22.11.2012

20.12.2012

16.01.2013

25.10.2013

5,7

5,8

5,6

6,4

(ng/ml)

4,1

4,8

51

4,6

(Kg)

75

74

73,6

72,6

74

KISA ET.AN. (30+30+30)
UZUN ETK. AN. (25)

KISA REGULER (10+10+10)

UZUN ETK. AN. (20+10)
METFORMIN 500 mg (3x1)

UZUN ETK. AN. (20+10)
REPAGLINID 2 mg (3x1)
METFORMIN 500 mg (3x1)

UZUN ETK. AN. (12)
REPAGLINID 2 mg (3x1)
METFORMIN 1 gr (2x1)

GLIKLAZID 30 mg (2x1)
METFORMIN 1gr (2x1)

GLIKLAZID 30 mg (2x1)
METFORMIN 1gr (2x1)

SIK HIPO / HIPERGLISEMI

REGULE

REGULE

REGULE

REGULE

REGULE




Figure 1. Management of hyperglycemia in type 2 diabetes
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Figure 7.1—Antihyperglycemic therapy in type 2 diabetes: general recommendations (15). The order in the chart was determined by historical
availability and the route of administration, with injectables to the right; it is not meant to denote any specific preference. Potential sequences of
antihyperglycemic therapy for patients with type 2 diabetes are displayed, with the usual transition moving 'uertlcalh,' from top to bottom [although
horizontal movement within therapy stages is also possible, depending on the Cics - fus, fractures: Gl, gastro-

intestinal; GLP-1-RA, GLP-1 receptor agonist; GU, genitourinary; HF, heart gore; Hypo, hypoglycemia; SGLT2-1 SGLT2 in . 5L, sulfonylurea;
TZD, thiazolidinedione. *See ref. 15 for description of efficacy categorizaticg. 1C0n5|dersta rting at this stage whenAlC is dﬂ% $Cqnsider starting at
this stage when blood glucose is =300-350 mg/dL (16.7-19.4 mmol/L) and s atdbolic features are
present, in which case basal insulin 4+ mealtime insulin is the preferred initial reg detemir, degludec).
Adapted with permission from Inzucchi et al. (15).

v I a basal insulin [NPH, glacs



SEKIL 9.1: TEMD TiP 2 DIYABETTE TEDAVI ALGORITMASI - 2013

AlLC >Hedef Al1C >Hedel

*Tedavi dedisiklide icin AIC »%7 veya bireysel hedefin ustinde oimali. **Monoterapide MET tercih edilir, ancak MET kontrendike
veya intolerans varsa dijer coral anti-diyabetiklerden biri bagslanabslir. ***Bazal insdlin tercih edilmedi, gerekirse bifazik insulin
de baslanabilir. [MET: Metformin, DPP4-I: Dipeptidil peptidaz 4 inhibstord, SU: Sulionilure, GLN: Glinid, PI0: Pioglitazon, GLP-1A:

Glukagon benzeri peptid 1 analofu, AGI: Alfa glukozidaz inhibitorul.

TEMD Diabetes Mellitus ve Komplikasyonlarinin Tani, Tedavi ve izlem Klavuzu 2013



Diyabette...
Tedavide dogru strateji...

e g

rehberler mi?




O Mevcut Rehberler,

Tip 2 Diyabet Tedavi planlamasinda oral hipoglisemik
ajandan, bazal insulin terapisine, daha sonra da multiple
gunluk insulin enjeksiyonlarina kadar tum tedavi
planlamalarinda HbA1C olcum temelli bir algoritma
stratejisi onermektedir.

Journal of diabetes investigation volume 4 issue 6 nov 2013



INSULIN DIRENCI INSULIN DIRENCI + GENETIK ZEMIN
AZALMIS iINSULIN SEKRESYONU:
" * Insiilin sekresyonunu tetiklemek i¢in gereken
esigin degisimi
. . insiilin sekresyonu dalgalanan patenlerin
" *  Artmiginsiilin bozulmasi
Zekresy'ongl' . Birinci faz insiilin sekresyonunun yoklugu
" rtmig insulin gen »  ikinci faz insiilin sekresyonunun uzamasi
ekspresyonu
’ »IL(\.rtIml.s Beta hilcre BOZULMUS iNSULIN GEN EKSPRESYONU
II Itlesi ¢ Azalmisinsiilin mRNA'si
*  Azalmig PDX1 ve MafA aktiviteleri
“ AZALMIS$ BETA HUCRE KITLESI
Glukoz ve FFA homeostazinin seviyeleri
korunmasi l
‘ Artmis FFA seviyeleri BETA HUCRE YETERSIZLIGI I
OBEZITE

Figure 1. Place of beta-cell dysfunction in natural history of type 2 diabetes

Beta-Cell Function and Failure in Type 2 Diabetes 33
http://dx doiorg/105772/56467




B-CELL FAILURE
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- ISLET AMYLOID POLYPEPTIDE ‘

Figure 2. Potential mechanism of beta-cell failure




Rates/Levels

Beta cell apoptosis
Cell cycle inhibitors (e.g. p16™" )
Islet Amylin Depaosition

Beta cell proliferation

Cell cycle activators (e.g. FOXM1)

Transcriptional Regulators (e.g.
Bmi-1, Ezh]

Transcription Factors (e.g. Pdxd,

MafA)




O Beta hucre disfonksiyonu T2DM tanisindan itibaren vardir ve
hastalik sureci boyunca progresif bir sekilde kotulesir.

O Beta hucre disfonksiyonu glisemik kontrolun kotulesmesi tedavi
basarisizligiyla dogrudan iligkilidir.

World journal of diabetes
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World J Diabetes. 2015 Feb 15; 6(1): 109-124.
Published online 2015 Feb 15. doi: 10.423%\id v6.i1.109

PMCID: PMC4317303

B-cell dysfunction: Its critical role in prevention and management of type 2
diabetes

Y oshifumi Saisho
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O Yakin zamanda yapilan ¢alismalar,CPR indeksinin,baska bir
deyimle C-peptid plazma glukoz seviyesine ayarlanmis hali, Tip
2 DM hastalarinda kimin insulin terapi ihtiyaci oldugunu
ongordugunu bildirmistir.

The Japan Endocrine Society



Connecting peptid veya C-peptid,
iInsulinin a-zinciri ile b-zincirini proinsulin
Proinsulin molekulunin iginde birbirine baglayan 31
aminoasitlik bir proteindir.

CEbIypeptRes OPreproinsulin den sinyal sekansi, bir
and Proconvertases 7 y i ¥
sinyal peptidaz ile n-terminusundan

/_\ koparilarak proinsulin olusturulur.

—_— o Insulin oProinsulin golgi aparatusundaki
Free C-peptide vezikullerin icine paketlendikten sonra
insulin molekulunu olusturan ve birbirine
disulfid bagiyla bagl bulunan a-zinciri ve
KB Proinsulin is the precursor of insulin b—zmcmnl olugturacak bir blglmde
and C-peptide C-peptid koparilir.

EAEDLQVGQVELGGGPGAGSLQPLALW

1 31

Sequence for human C-peptide. The pentapeptide sequence is highlighted in blue?




C-peptid Testinin Klinik Onemi

O C-peptid beta hicresinin sekretuar granulleri icinde insulinden
ayrildiktan sonra insulin ile beraber salinir,

O C-peptid insulin terapisi altindaki hastalarda beta hucre
fonksiyonunu kapasitesini gosterebilme kapasitesine sahiptir.

The Japan Endocrine Society



C-peptid Testinin Klinik Onemi

O Diyabetli bir hastada disaridan verilen eksojen insulin portal ven
yoluyla karacigere gelir. Karaciger, portal vene gelen insulinin
onemli bir bolumunu metabolize eder,

O Buna karsin karaciger C-peptidi metabolize edemez.

O Sonugta insulin kullanan diyabetli hastada C peptid seviyeleri
kigsinin kendi gercek insulin sekresyonunu gosterir.



C-peptid Testinin Klinik Onemi

O C-peptid duzeyleri Tip 1 DM, Tip 2 DM ve MODY ayriminda ve
Klinik evrelemede Kkilit rol oynar.

O C-petid salgilanmasinda kritik azalma diyabette yuksek glukoz
variabilitesi ve artmis komplikasyonlar oraninda artisla
dogrudan ile iligkilidir.

yardimci olabilir. Asiri insuline C-peptid
yanitina gore insulinoma veya sulfonilire sebebiyle olusan
hipoglisemilerde yada Yapay Hipoglisemi (hasta tarafinda uygunsuz
insulin kullanimi) tablosunda C peptid duzeyi ile taniya gidilebilir.



C-peptid Testinin Klinik Onemi

O C-peptid seviyeleri olgimu, MEN 1 sendromuyla iliskili
gastrinoma olasiliginin belirlenmesinde kullanilabilir. MEN 1 ile
iligkili diger organ tumorlerinde (pankreas, paratiroid, pituiter),
gastrinoma varhgi ile beraber yuksek C-peptid seviyeleri mide
disinda baska yerlerde de neoplazma varhigini dusundurtmelidir.

O PKOS hastalarinda insulin direncinin degerlendirilmesinde,
C-peptid duzeyinin belirlenmesi klinik acidan onemlidir.



O Klinik uygulamada, simdiye kadar beta huicre rezervinin azalma
progresyonuna gore ne zaman insulin replasman tedavisinin
baslamasi gerektigdi ile ilgili yardimci bir belirte¢c olmamasina
karsin, glisemik kontrol icin ne zaman insulin terapisinin gerekli
oldugu Klinisyenler iyi bilinmektedir.

O Yakin zamanda, Tip 2 DM’da insulin terapisinin gerekliligi ile
ilgili bir belirte¢ olarak serum C-peptid ile yakin ilgili birgok
calisma yayinlanmigtir.

Journal of diabetes investigation volume 4 issue 6 nov 2013



A Study of Serum Free C-Peptide
Responses to Oral Glucose Load in
Diabetic Patients : With Special
Reference to Types of Diabetes and
Methods of Treatment

SaruvNn Done Hsien, Yasuvo AxaNuma and FuMiMARO
TAKAKU

Third Department of Internal Medicine, Unwversity of
Tokyo, Hongo 7-3-1, Tokyo 113
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C peptid degerleri farkli diyabet tiplerinde
metabolik tablo ile dogrudan yansitir.
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C peptid diizeyleri diyabet suiresiyle baglantili olarak
progressif beta hiicre kiitlesinin azalisiyla dogrudan iliskilidir




O ‘Tip 2 Diabetes Mellitus’da insulin ihtiyacini ne belirler?’

ve
O ‘Insulin ihtiyaci duyan biitiin hastalar agir diyabetik veya
lleri evrede mi?’,
sorularina cevap aranirken oncelikli olarak Tip 2 DM’un klinik
evrelemesinin gerekliligine ihtiya¢g duyulmaktadir.

O Bir CPR indeks olcumu muhtemelen hem tip 2DM’un
evrelemesinde ve agirliginin belirlenmesinde hassas bir
belirtec, hem de tedavi planlamasinda hassas bir indeks
olabilir.

Journal of diabetes investigation volume 4 issue 6 nov 2013



Clinical Staging of Type 2 DM: The Time Has Come

O Diyabet icin yeni kriterlerin tanitilmasiyla beraber, diyabetin
klinik evrelenmesi i¢in neyi en iyi belirte¢ olarak gormeliyiz

O Bu sorunun yaniti diyabet tedavisinin yonlenmesi i¢in buyuk
onem tasimaktadir.

O Kavramsal olarak, Tip 2 diyabet, insulin gereksinimi olmayan
Tip 2 DM ve insulin gereksinimi olan Tip 2 DM olarak iki

gruba ayrilabilir.



Clinical Staging of Type 2 DM: The Time Has Come

O Tip 2 DM’da tedavi planlamasinda guvenilir kriter ne olmahidir ?



O Inslline bagh olan veya olmayan diyabetli hastalarda secilecek
tedavi yontemi pankreatik B hucresi fonksiyonu ile
dogrudan iliskili olmalidir.

O Pankreatik B hucresi salgisini etkileyen butun faktorler
degerlendiriimeye calisiimis ve dolayisiyla insulin tedavisi alan
ve almayan diyabetli hastalarin C-peptid salgi kapasitesi
arastiriimistir.

Tohuku J. exp. Med., 1984, 142, 249-260



Postprandial serum C-peptide to plasma glucose ratio as a
predictor of subsequent insulin treatment in patients with

type 2 diabetes
Yoshifumi Saisho'’, Kinsei Kou'), Kumiko Tanaka"’, Takayuki Abe”’, Hideaki Kurosawa'), Akira Shimada®,
Shu Meguro'), Toshihide Kawai'’ and Hiroshi Itoh"

" Department of Internal Medicine. Keio University School of Medicine, Tokyo 160-8582. Japan
 Center Jor Climical Research, Keio University School of Medicine. Tokyo 160-8582, Japan
4 Department of Internal Medicine, Saiseikat Central Hospital, Tokyo 108-0073, Japan



Table 1 Baschine charactenistics of subjects according to msulin therapy at last visit.

Total Insulin therapy (-) Insulin therapy (+)
N 579 215 364
Male (%) 62.7 642 618
Age (vears) 6312 63%13 63+ 12
Duration of disbetes (years) 13% 10 9+9 15+ 108
Duration between discharge and last visit (years) 45£23 42£22 47+£23*
Family history of diabetes (%) 499 433 539
BMI (kg/ﬂ:) 244441 249442 24.1440%
ibAlc (%) 99+ 1.8 99420 99+ 1.7
) TOS £ 23,7 L) g ) FATAE 3T IE—
Medscation before admission
Sulfonylurea (%) 492 39.1 55.28
Glinide (%) 1.9 33 1.1
Biguanide (%) 164 10.3 17.6*
TZD (%) 78 42 9 gee
a-Gl (%) 278 19.1 33.04
Insulin (%) 176 23 26,74
Complications
Diabetic retinopathy (%) 397 23 50.04
Drabetic nephropathy (%) 389 298 44.24
Diabetic neuropathy (%) 573 451 64.6¢
CAD (%) 19.7 144 22.8¢
Stroke (%) 145 11.6 16.2
CPR indices
Fl’(?(mgldL) 143 £ 30 142 £ 29 144 + 31
Fasting CPR (ng/mL.) 1,75 1.03 208059 1.56 £ 1.00%
Fasting CPR index 125£0.75 1.51£0.73 1.10£0.71#
Postprandial PG (mg/dL) 235 3 62 223+ 59 242 & 63K
Postprandisl CPR (ng/mL.) 4344258 $61%£275 3.59&2 148
Postprandial CPR index 1,96 £ 1.3 2704 161 1,52 £ 0.92#
Urmnary CPR (pug/day) 6404513 788573 55.1%£45.1#
Unnary CPR index 045+£0.36 0.57+£039 039+£031%

¢GFR, estimated glomerular filtration rate, FPG, fasting plasma glucose, CPR; C-peptide immunoreactivity, TZD, thiazohdinedione,
a-Gl; a-glucosidase inhibitor, CAD; coronary artery discase. * p <0.05, ** p<0.01, # p <0.001 vs. subjects not treated with insulin after

discharge.




Endocrine Journal 2013, 60 (4}, 517 - 523

Association between beta cell function and future glycemic
control in patients with type 2 diabetes

Yoshifumi Saisho1), Kinseil Koul), Kumiko Tanaka1), Takayuki AbeZ2},
Hideaki Kurosawal), Akira Shimada3), Shu Meguro1),
Toshihide Kawail1), Hiroshi ltoh1)



Table 2 Comparison of baseline characteristics according to glycemic control after 2 years

Good

[TbAlc <69% o oase—] | Pualue

N (%) 167 (32.6) 346 (674) -
Male (%) 70.1 59.0 0.015
Age (ycars) 63 + 12 63+ 13 0.972
Duration of diabetes (years) 10,2492 13.549.6 <0.001
Family history of diabetes (%) 419 55.2 0.006
BMI 23.8+ 36 247+ 4.3 0.015
HbAlc (%) 98+2.1 99+ 1.6 0.701
¢GFR (mL/min/1.73m?) 67.9 + 248 72.3+24.6 0.056
CPR indices

Fasting plasma glucose (mg/dl.) 139 + 31 146 + 30 0.020

Fasting CPR (ng/ml.)

1.83 + 1.04
1.37 +0.80

1.68 + 0.97
1.16 = 0.67

0.109
0.005

Fasting CPR index

Postprandial plasma glucose (mg/dL) 227 % 60 239 + 62 0.032
Postprandial CPR (ng/ml.) 4,77+ 292 4.09 + 2,27 0.009
Postprandial CPR index 224+ 1.52 1.79 + 1.18 0.001
Unnary CPR (pg/day) 71.1 £ 56.1 62.9 + 494 0.092
Urnnary CPR index 0.52 + 0.36 0.44 + 0.35 0.029

Yiuksek HbAlc degeri olan daha geng Tip 2 Diyabetlilerde
C peptid beta hiicre fonksiyonlariningostergesidir.




Sonucg olarak...

O Tip 2 diyabette insulin tedavi planlamasinda Pankreatik 3
hucresi fonksiyonunun degerlendirilebilecegi en uygun tani
testlerinin achk ve postprandial C peptid seviyeleri ile glukoza
gore duzeltilmis C peptid indeksi degerlendirilmesi oldugu
bildirilmektedir. .

Tohuku J.  exp. Med., 1984, 142, 249-260
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At diagnosis of type 2 dial

Start lifestyle intervention (nutrition therapy and gMysical activity) +/- Metformin

Symptomatic hyperglycemia with
metabolic decompensation

AIC <8.5% A1CzB.5%

N0
[ If not ar target (2-3 mos) ) Start metformin immediately [Initiatei
Consider initial combinarion with
another antihyperglycemic agent

!

5 i le
[ Start/Increase metformin )—>[ If not at glycemic target |

Add an agent best suited to the individual:

Patient Characteristics Agent Characteristics
*Degree of hyperglycemia = BG lowering efficacy and durability
l + Risk of hypoglycemia = Risk of inducing hypoglycemia
* Overweight or obese = Effect on weight
= Comorbidities (renal, cardiac, hepatic) = Contraindications and sice effects
* Preferences and access to treatment = Cost and coverage
F | * Other = Other
[ i l = R N ™)

E Add an agent best suited to the individual (agents listed in alphabetical order):

Class Relative  Hypo- Weight Other therapeutic considerations Cost

AlC glycemia
lowering

S Alpha-glucosidase + Rare neutral to + Improved postprandial control, $3

inhibitor (acarbose) Gl side effects

Incretin agents:

DPP-4 Inhihitors ¥ Rare neutral to + L4
T GLP-1 receptor agonists  +4 to +44  Rare I Gl side effects 5553

Insulin +44 Yes 1t No dose ceiling, flexible regimens $-555%

Insulin secretagoguc:
Y Meglitinide +4 Yes t Less hypoglycemia in context of missed 5%

meals but usually requires TID to QID dosing
Sulfonylurea +H Yes 1 Gliclazide and glimepiride associated with  $
less hypoglycemia than glyburide

]-' TZD 44 Rare tt CHF, edema, fractures, rare bladder cancer  $$

(pioglitazone), cardiovascular controversy
(rosiglitazone), 6-12 weeks required for
E maximal effect

Weight loss agent + None 4 Gl side effects 538
(orlistar)

[ If not at glycemic target J

[_- Add another agent from a different class » Add/Intensify insulin regimen ]

.

[ Make timely adjustments to attain target A1C within 3 to 6 months }




GLYCEMIC CONTROL ALGORITHM

LIFESTYLE MODIFICATION

ENTRY Alc > 9.0%

MONOTHERAPY *

DUAL THERAPY" - DAL
THERAFPY

INSULIN
+ OTHER
TRIPLE THERAPY" i AGENTS

| THERAPY

* SGIT-2 |
Basal insulin 1

DT

Sastiowin, |

or other
first-line
agent A

If Alc = 6.5%

in 3 months add
second drug
Dual Therapy)

ar othar
first-line
agent

ADD OR INTENSIFY INSULIN

If not at geal in 3
maonths procead
to triple therapy

If mot at goal In 3
menths p d LEGEND
*  Order of medications listed are a suggested hierarchy of usage to or inte y

** Based upon phase 3 clinical trials data insulin therapy

@' _ Few adverse evernts A e i i

"~ or possible benefits

I P ROGRESSION OF DISEASE—

AACE Comprehensive Diabetes Management Algorithm, Endocr Pract. 2013;19




TURKDIAB 2015 DIiYABET TANI VE iZLEM REHBERI

YENI TANI ALAN TiP2 DIYABETTE TEDAVI YAKLASIMI

{ HBA1C (%) |BETA HUCRE REZERVI TEDAVI PLANI 4
<8 Yeterli YSD + Metformin
8-10 Yeterli ikili Kombinasyon
>10 Yeterli ikili / Ogli Kombinasyon
>10 Sinirda Yetersiz Bazal insiilin + OAD/GLP1 analog
i >10 Yetersiz instilin Coklu Doz 5

*Beta Hiicre Rezervi Yeterli (C Peptid: >2ng/ml), SinirdaYetersiz (C peptid: 0.5 - 2ng/ml)
Yetersiz: (C Peptid: <0.5 ng/ml)

* Beta Hiicre Rezervi Yetersiz (C Peptid <0.5ng/ml) tiim hastalar HbA1C den
bagimsiz olarak insiilinle tedavi edilmelidir.



A.T.OS o' 5 54 yasinda | 1.75 [ 62,9 Yeni Tani Tip 2 DM

Biyokimyasal Tetkikler

-HbA1c:10,9 % -SGOT: 22 U/L
-T. kolesterol:259 mg/dl -SGPT: 28 U/L
-HDL: 50 mg/dI

-LDL: 178 mg/dl

-Kreatinin:1,0 mg/dl
-Urik asit: 5.8 mg/d|
C Peptid 2,7 ng/ml



A.T.OS o' 5 54 yasinda | 1.75 [ 62,9 Yeni Tani Tip 2 DM

TARIH HbA1C C PEPTID AGIRLIK PROTOKOL GLISEMI REGULASYONU
(%) (ng/ml) (Kg)

INISIYAL TEDAVI 10,9 - - - HIPERGLISEMI

14.05.2014 - 2,7 62,9  GLIMEPIRID 1mg (2x1)
METFORMIN 1gr (2x1) REGULE



A.T.OS o' 5 54 yasinda | 1.75 [ 62,9 Yeni Tani Tip 2 DM

TARIH HbA1C C PEPTID AGIRLIK PROTOKOL GLISEMI REGULASYONU
(%) (ng/ml) (Kg)

INISIYAL TEDAVI 10,9 - - - HIPERGLISEMI
14.05.2014 - 2,7 62,9  GLIMEPIRID 1mg (2x1)
METFORMIN 1gr (2x1) REGULE
24.07.2014 7,2 - 61,4 GLIMEPIRID 1mg (2x1/2)
METFORMIN 1gr (2x1) REGULE
16.08.2014 5,8 2,9 60,1 METFORMIN 1 gr (2x1) REGOLE



Sonuc¢ Olarak

Yeni BaslangicliTip Diyabette
Beta Hucre Rezervi ve

C Peptid Degerlendirildikten Sonra...

Tedavi Planlanmasi Yapiimalidirmalidir




Insiilinden OAD ye déniis Miimkiin mii?




Insiilinden OAD ye déniis Miimkiin mii?

BETA HUCRE REZERVI YETERLI ISE EVET




i 57 yasinda | 1.70 [ 97,6 Yeni Tani Tip 2 DM

Biyokimyasal Tetkikler

-HbA1c:11,6 % -SGOT: 38 U/L
-T. kolesterol:264 mg/dl -SGPT: 64 U/L
-HDL: 34 mg/dI

-LDL:156 mg/dI
-Kreatinin:1,0 mg/dl
-Urik asit: 4,48
C Peptid 3.1 ng/ml



D.OSJ ) 57 yasinda § 1.70 §J 97,6 Yeni Tani Tip 2 DM

TARIH HbA1C C PEPTID AGIRLIK PROTOKOL GLISEMI REGULASYONU
(%) (ng/ml) (Kg)

INISIYAL TEDAVI 11,6 - - - HIPERGLISEMI

14.05.2014 : 3,1 97,6 UZUN ETK. AN. (18+8)
NATEGLINID 120 mg (3x1) REGULE
METFORMIN 1 gr (2x1)



D.OSJ ) 57 yasinda § 1.70 §J 97,6 Yeni Tani Tip 2 DM

HbA1C C PEPTID AGIRLIK PROTOKOL GLISEMI REGULASYONU
(%) (ng/ml) (Kg)

INISIYAL TEDAVI 11,6 : : : HIPERGLISEMI
14.05.2014 : 3,1 97,6 UZUN ETK. AN. (18+8)
NATEGLINID 120 mg (3x1) REGULE
METFORMIN 1 gr (2x1)
09.06.2014 7,6 5 96 UZUN ETK. AN. (8)
NATEGLINID 120 mg (3x1) REGULE

METFORMIN 1 gr (2x1)

27.08.2014 5,6 3,8 90,2  GLIMEPIRID 1 mg (1/2) i
METFORMIN 1gr (2x1) i it

05.10..2014 5,7 E 89 METFORMIN 1 gr (2x1) REGULE



Sonuc¢ Olarak

Yeni BaslangicliTip Diyabette

Insulin tedavisiyle normoglisemi saglandiktan sonra

Dinamik Takip Surdurulmelidir




Sonuc¢ Olarak

Insiilin Tedavisiyle
HbA1C % 7.5 diizeylerine Inildikten Sonra
Ya da Hipoglisemik Ataklarin Baslangicinda lItibaren

Insilin Progressif Olarak Azaltilmalidir

Insiilinden OAD ye doniis Siirpriz Sayilmamalidir




