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Excess risk of fatal coronary heart disease associated with diabetes
mn men and women: meta-analysis of 37 prospective cohort studies

Relative risk
Age adjusted (95%Cl) |
Women —a— 3.69 (2.64 t0 5.15)
Men —- 2.16 (1.77 t0 2.64)
Multiple adjusted
Women —a— 3.12(2.341t0 4.17)
Men - 1.99 (1.69 to 2.35)

152 3 4 8
Relative risk (95% Cl)
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Diabetes and All-Cause and Coronary Heart Disease
Mortality Among US Male Physicians
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Figure 1. All-cause mortality stratified by history of diabetes melitus (DM)
and coronary heart disease (CHD) among 91 285 men.
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Figure 2. Coronary heart disease (CHD) mortality stratified by history of
diabetes meliitus (OM) and CHD among 81 285 men.

™




e

Gender difference in all-cause and cardiovascular mortality related
to hyperglycaemia and newly-diagnosed diabetes

The DECODE Study Group

5, 5-

Hazards ratio of all-cause mortality

Hazards ratio of cardiovascular diseases mortality




Glucose Intolerance and 23-Year Risk of

Coronary Heart Disease and Total

Mortality

The Honolulu Heart Program

Table 4—Age- and risk factor—adjusted RR of total moertality, CHD incidence, and CHD mortal -
ity by glucose tolerance category

High

normal

Asymptomatic
hyperglycemia

Enown
diabetes

Total mortality
Age-adjusted
Risk factor—adjusted*®
CHD incidence
Age-adjusted
Risk factor—adjusted*®
CHD mortality
Age-adjusted
Risk factor—adjusted*®

1.12 (1.02-1.23)
1.07 (0.97-1.18)

1.18 (1.01-1.38)
1.08 (0.92-1.27)

1.27 (0.98-1.63)
1.17 (0.91-1.50)

1.57 (1.36-1.81)
1.39(1.20-1.61)

1.68(1.33-2.12)
1.50 (1.18-1.90)

2.34(1.70-3.24)
2.01 (1.44-2.81)

1.97 (1.70-2.30)
1.83(1.56-2.14)

2.82(2.27-3.50)
2.26(1.80-2.84)

4.25(3.16-5.72)
3.49(2.56-4.73)

Rodriguez BL Diab Care 1999;22:1262-1265
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SONUCLAR

Hiperglisemi ile KAH iligkisi kesindir
» KAH riski diyabetik erkeklerde 2-3 kat, kadinlarda
3-5 kat artar

» KAH riski sadece diyabetik kisilerde degil BGT ve
BAG li hastalarda da yiiksektir




DM + KAH




SORULAR

Koroner arter hastasinda diyabetes mellitus
taramasi nasil yapilmalidir?
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Lifestyle and risk factor management and use of drug
therapies in coronary patients from 15 countries
EUROASPIRE Il Study Group*
Risk factors recorded Measurements recorded
Smoking Obesity Hypertension Hyperlipidaemia Diabetes Weight Blood pressure  Cholesterol
(V) (%) (") () (%) () (%) (%)
By centre
BEL/GHE 488 i1-2 322 39-7 183 39-7 397 11-7
CZEPP 834 g82-1 03] Q4-5 04-7 -1 53] 50-%
FIN/KUO 46-4 10-8 69-0 B6-5 61-3 36 10-8 389
FRA/LLET T6-2 gl-4 B0-6 T9-3 Bl-2 11-0 20-7 351
GER/MUNS 420 477 504 67-0 17-4 50-3 41-5 50-0
GREATCI &61-8 263 680 27 64-1 o8 306 5l-1
HUN/BUD 419 081 0g-2 DE-6 092 41-3 042 B4
IRE/DUB B1-9 852 04-1 o0-1 BE-6 416 667 340
ITATY T1-4 907 882 o0-7 03-2 268 524 265
MET/ROT 310 10-5 113 20-1 233 13-6 56-3 26-7
POL/CRA 580 331 787 6E-3 567 14-1 T4-8 T9-4
SLOvLIU 824 260 00-7 05-8 Q9.7 -0 Q0-] 654
SPA/BAR T0-9 B6 60-1 57-8 43-8 0-4 56T 453
SWEMAL 931 TE-8 063 BE-4 o4-7 1-0 35 &9
U.K./HL i &7 263 284 17-7 12-0 309 l6-&
By diagnostic category

CABG 554 479 685 £9-2 580 235 367 19-2
PTCA 583 33-7 671 69-2 59-8 28-4 470 44-1
AMI 668 5240 711 -7 64-8 275 AT6 526
Izchaemia &0-5 -2 T4-6 70-8 = 276 56-8 534

Total




Age- and Sex-Specific Prevalences of
Diabetes and Impaired Glucose
Regulation in 13 European Cohoris

FPG FPG and 2-hPG 2-hPG

criteria alone criteria both criteria alone
n=613 n=431 n=473

The DECODE Study Group. Diab Care 2003;26:61-69
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Age- and Sex-Specific Prevalences of
Diabetes and Impaired Glucose
Regulation in 13 Evropean Cohoris

101

] 1 ] I T 1
30-39 4049 50-59 6069 70-79 80-89
Age (years)
Figure 6 Mean fasting (the two lower lines) and 2-hPG (the two upper lines)
concentrations and their 95%C| (vertical bars) in 13 European population-
based cohorts included in the DECODE Study.'*

The DECODE Study Group. Diab Care 2003;26:61-69
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T2DM risk degerlendirmesi (Findrisk)

Yas Sebze-meyve tiiketimi

© <4Dy 0 e Hergiin 0

* 45-54 2 e Daha az 1

Ve : Antihipertansif kullanimi

"> 69y 4 e Hayir 0

BML e Evet 2

: ;;?329/ meo KS hig yiiksek oldu mu ?

. > 30 3 e Hayir 0

Bel Cevresi * Evet 0

e < 94cm <80cm O Ailede DM

. 94-102  80-88 3 * Hayir 0

o >102 >102 4 o 2° akrabada 3

Fizik aktivite (> 30 dk/giin) * 1° akrabada 5

1Bl 0 10 yillik risk 12-14  1/6

* Hayr 2 <7 1/100 15-20 1/3
7-11  1/25 >20  1/2




DM tanisi olmayan KAH da tetkik
DM tani kriterleri

Aclik kan sekeri
e >126 mg/dL (7.0 mmol/L) < 100 mg/dl ( 5.6 mmol/L)

Rastgele kan sekeri
e >200 mg/dL (11.1 mmol/L)

Oral glukoz tolerans testi
e 2 saat kan sekeri > 200 < 140 mg/dl (7.8 mmol/L)




SONUCLAR

Koroner hastaligi olan tim hastalar diyabet ve
prediyabet tanisi igin yiiksek riskli kisi olarak
arastirilmalidir

e En az yilda bir kez AKS 6lglimu

* Enaz 1 kere OGTT, gerektiginde tekrarlanmali




SORULAR

Glisemi kontroliinin koroner olaylar lizerine olumlu
etkisi var midir?
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REVIEW ‘ Annals of Internal Medicine

Systematic Review: Glucose Control and Cardiovascular Disease in
Type 2 Diabetes

Tanika N. Kelly, PhD; Lydia A. Bazzano, MD, PhD; Vivian A. Fonseca, MD; Tina K. Thethi, MD; Kristi Reynolds, PhD; and Jiang He, MD, PhD

5 randomize kontrolli ¢alismadaki verilerin
havuzlanarak kardiyovaskiiler sonuglara etkileri
Oransal risk (5 yillik yogun tedavinin tahmini etkileri)

Ann Intern Med 2009; 151: 394-403
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UKPDS33 UKPDS34 ACCORD ADVANCE VADT
Yili 1998 1998 2008 2008 2008
Say! 3 867 753 10 251 11 140 1791
Izlem siiresi (yil) 10,0 10,7 34 5,0 5,6
DM yas: (yil) - - 10.0 7.9 115
Tedavi hedefi AKS<6.0 AKS<6.0 Alc<6.0 Alcc65 Alccb65
BMI (kg/m2) 28 32 32 28 31
KB (mmHg) 135/82 140/85  137/75 145/81 132/76
TG (mg/dl) 207 255 155 144 212
HDL (mg/dl) 42 41 42 49 36
LDL (mg/dl) 135 142 105 121 108
Alc (%) 7.0 7.0 8,1 7,2 9,4
A Alc (%) 1.6 0.5 1.0 0.7 14
Aspirin kullanimi (%) 2 2 55 44 BD
KVH anamnezi (%) BD BD 35 32 40

T2DM GLISEMI KONTROLUNUN KVH ETKILERI-RCT
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KARDIYOVASKULER HASTALIK

A. Cardiovascular Disease

Study Events/Total, n/n Relative Risk
Intensive Conventional (95% €
Early trials :
UKPDS 33 564/2729 259/1138 4t
UKPDS 34 57/342 105/411 4—|—§
Subtotal 621/3071 364/1549 > 0.79 (0.57 to 1.09)
Recent trials <:§:
ACCORD 352/5128 371/5123 :
ADVANCE 557/5571 590/5569 ;—_
VADT 113/892 131/899 "
Subtotal 1022/11 591 1092/11 591 {} 0.94 (0.86 to 1.02)
Total 1643/14 662 1456/13 140 @- 0.90 (0.83 to 0.98)
Heterogeneity P = 0.20; /2 = 33.3% :
i I

0.5 1.0 2.0
Relative Risk (95% Cl)




" KORONER KALP HASTALIET

B. Coronary Heart Disease

Study Events/Total, n/n Relative Risk
Intensive  Conventional (95% €I
Early trials :
UKPDS 33 387/2729 186/1138 —
UKPDS 34 39/342 73/411
Subtotal 426/3071 259/1549 0.78 (0.59 to 1.04)

Recent trials

0L

ACCORD 295/5128 325/5123 -
ADVANCE 310/5571 337/5569 —hl—
VADT 75/892 82/899 —El-—
Subtotal 680/11 591  744/11 591 C‘ 0.91 (0.83 to 1.01)
Total 1106/14 662 1003/13 140 ¢ 0.89 (0.81 to 0.96)
Heterogeneity P = 0.48; 12 = 0.0% :

| |
0.5 1.0 2.0

Relative Risk (95% Cl)
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INME

C. Stroke
Study

Early trials
UKPDS 33
UKPDS 34

Subtotal

Recent trials
ACCORD
ADVANCE
VADT

Subtotal

Total

Events/Total, n/n

Intensive

148/2729
12/342
160/3071

76/5128
238/5571
28/892
342/11 591
502/14 662

Conventional

55/1138
23/411
78/1539

72/5123
246/5569
36/899

354/11 591
432/13 140

Heterogeneity P = 0.49; /I = 0.0%

Relative Risk
(95% CI)

=
0.91 (0.53 to 1.58)
- i
0.97 (0.84 to 1.12)
0.98 (0.86 to 1.11)
I ]
0.5 1.0 2.0

Relative Risk (95% ClI)
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KONJESTIF KALP YETMEZLIGT

D. Congestive Heart Failure

Study

Early trials
UKPDS 33
UKPDS 34

Subtotal

Recent trials
ACCORD
ADVANCE
VADT

Subtotal

Total

Events/Total, n/n Relative Risk
Intensive Conventional (95% Cl)
80/2729 36/1138

11/342 17/411 « =
91/3071 53/1549 0.89 (0.63 to 1.26)
152/5128 124/5123
220/5571 231/5569
76/892 82/899
448/11 591 437/11 591 1.03 (0.87 to 1.22)
539/14 662 490/13 140 1.01 (0.89 to 1.14)

Heterogeneity P = 0.41; I? = 0.0%

| I |
0.5 1.0 2.0

Relative Risk (95% CI)
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KARDIYOVASKULER

Event Events/Total, n/n

Intensive Conventional

™

ASTALIKLAR

Nonfatal Ml 611/14 662 598/13 140
Fatal MI 540/14 662 437/13 140
Nonfatal stroke 423/14 662 362/13 140
Fatal stroke 88/14 662 76/13 140
PAD 409/9534 433/8017
I
0.5

Relative Risk
(95% Cl)

- - 0.84 (0.75 to 0.94)
— 0.94 (0.75 to 1.18)
—— 0.98 (0.82 to 1.17)

5 0.87 (0.63 to 1.20)

— 0.91 (0.79 to 1.03)

I

1.0 2.0
Relative Risk (95% ClI)




SONUCLAR

Kardiyovaskiler sonlanimlari 6nlemede glisemi
kontroli mikrovaskiler komplikasyonlar kadar
olmasa da 6nemlidir.




SORULAR

e Koroner arter hastasinda diyabetes mellitus
taramasi nasil yapilmalidir?

e Glisemi kontroliiniin koroner olaylar zerine olumlu
etkisi var midir?

- Glisemi kontroliinde hedef ne olmalidir?




TABLO 4.1 | Glisemik kontrol hedefleri

(=) ==
A1C <%e6 o (tercihen <%é6)
APG ve 6giin 6ncesi PG |  70-100 mg/dl 70-120 mg/at*) 60-90 mg/dl
T <140 mg/d (+%)
0giin sonrasi 1. st PG <130 mg/dl i [tercihen <120 mg/dl)
ﬁgiin sonrasl 2. st PG <120 mg/dl <140 mgﬁll(t} <120 mg/dl

(=) ADA'ya gire A1C <%7, 6§iin 6ncesi ve APG 70-130 mg/dl ve &giin sonrasi pik [6§in sonrasi 90-120 dk) PG <180 mg/dl olmali
ve Bgiin oncesi PG hedefleri saglandigi halde A1C hedefine ulasilamazsa 6giin sonrasi [tokluk] PG élcillmelidir.

(=+) Gebelerde Ggiin sonrasi 1. st PG hedef alinmalidir.

ADA Clinical Practice Recommendations. Standards of medical care. Diabetes Care 2009;32(Suppl. 1):513-41

MNathan DM, et al. Management of hyperglycemia in type 2 diabetes: A consensus statement from the ADA and EASD. Diabetes Care
2006;29:1963-T2

AACE/ACE. Endocrine Practice. 2002;8(Suppl. 1):40-82

IDF Global Guideline for Type 2 Diabetes, 2005
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Study

Early trials
UKPDS 33
UKPDS 34

Subtotal

Recent trials
ACCORD
ADVANCE
VADT

Subtotal

Total

CIDDI HIPOGLISEMI

Events/Total, n/n

Intervention

397/2729
22/342
419/3071

538/5128
150/5571
76/892
764/11 591

1183/14 662

Control

80/1138
31/411
111/1549

179/5123
81/5569
28/899
288/11 591

399/13 140

Heterogeneity P < 0.001; 12 = 85.4%

Relative Risk
(95% CI)

—

— —T—  137(058t0327)

2.48 (1.78 to 3.47)

2.03 (1.46 to 2.81)

0.

[ — ﬁ

g 1.0 2.0 50
Relative Risk (95% CI)
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KARDIYOVASKULER MORTALITE

E. Cardiovascular Disease Mortality

Study

Early trials
UKPDS 33
UKPDS 34

Subtotal

Recent trials
ACCORD
ADVANCE
VADT

Subtotal

Total

Events/Total, n/n

Relative Risk

Intensive

276/2729
25/342
301/3071

135/5128
253/5571
40/892
528/11 591
729/14 662

Conventional

126/1138
53/411
179/1549

94/5123
289/5569
33/899
416/11 591
595/13 140

Heterogeneity P = 0.002; /2 = 76.3%

(95% ClI)

——

0.75(0.48 to 1.19)

1.13 (0.79 to 1.63)
0.97 (0.76 to 1.24)

| |
0.5 1.0 2.0

Relative Risk (95% ClI)
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TOTAL MORTALITE

F. All-Cause Mortality

Study

Early trials
UKPDS 33
UKPDS 34

Subtotal

Recent trials
ACCORD
ADVANCE
VADT

Subtotal

Total

Heterogeneity P = 0.006; /2 = 72.2%

Events/Total, n/n

Intensive Conventional

489/2729 213/1138
50/342 89/411
539/3071 302/1549

257/5128 203/5123

498/5571 533/5569

102/892 95/899
767/11591 831/11 591
1396/14 662 1133/13 140

D>

/\/\H(ﬁi
Vv

Relative Risk
(95% CI)

0.83 (0.59 to 1.16)

1.08 (0.88 to 1.32)
0.98 (0.84 to 1.15)

0.5 1.0

Relative Risk (95% CI)

I
2.0

4
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Normoglisemi hedefleri (mg/dl)

Dernek AKS TKS (2h) HbAlc (%)
ADA <70
AACE <6.5
NICE <126 < 158 <6.5-75
ADIPS 108-144 108-180 <7.0

CDA 72-126 90-180 <7.0
TEMD 70-120 < 140 <6.5

ADA:American, NICE: UK, ADIPS:Austrasian, CDA:Canadian, TEMD:Tr




SONUCLAR

HbA1lc hedefi < %7.0 altinda olmalidir
e AKS hedefi 70-120 mg/dl arasinda

e TKS 2 saat < 140 mg/dI

 Segilmis olgularda HbAlc hedefi< % 6.5
 Hipoglisemi riski goz onine alinmalidir




SORULAR

e Koroner arter hastasinda diyabetes mellitus taramasi nasil
yapilmahdir?

e Glisemi kontroliinin koroner olaylar lzerine olumlu etkisi
var midir?

e Glisemi kontroliinde hedef ne olmalidir?
- Glisemi monitorizasyonu nasil yapilmalidir?




SONUCLAR

Sikhgi hastaya gore degismek lzere tim hastalarda HbAlc
6lglimi ve glisemi kontroli yapilmalidir
e HbAIlc kontrolii
TIDM de en az 3 ayda bir, T2DM de en az 6 ayda bir
* Glisemi kontrolii
Hastaya gore haftada birkag kez ile giinde 8-10 kez arasinda degisir




SORULAR

e Koroner arter hastasinda diyabetes mellitus faramasi nasil
yapilmalidir?

e Glisemi kontroliinin koroner olaylar lzerine olumlu etkisi var
midir?

e Glisemi kontroliinde hedef ne olmalidir?

Glisemi monitorizasyonu nasil yapilmaldir?

- Koroner arter hastasinda, diyabetin nonfarmakolojik
tedavisinin ozellikleri nelerdir?




REDUCTION IN THE INCIDENCE OF TYPE 2 DIABETES WITH LIFESTYLE
INTERVENTION OR METFORMIN

A 115+
3
£
g 1104
o
E Metformin
E% 105+

100 T T T T T T T T T

0 0.5 1.0 1.5 2.0 25 3.0 3.5 4.0
6.2
Placebo
6.1
6.0+

Lifestyle

Glycosylated Hemoglobin (%) @




SONUCLAR

e Hiperglisemi ile KAH iligkisi kesindir
e Koroner hastaligi olan tim hastalar diyabet igin yiksek
riskli kisi olarak arastirilmalidir

e Kardiyovaskiler sonlanimlari 6nlemede glisemi kontroli
mikrovaskiiler komplikasyonlar kadar olmasa da 6nemlidir.

e HbAlc hedefi < %7.0 altinda olmalidir

e Sikligi hastaya gore degismek tizere tim hastalarda HbAlc
6lglimi ve glisemi kontrolu yapilmahdir

- Hasta egitiminin glisemi kontroliindeki roli kanitlanmistir




/
Diyabetik hastada tani sonrasi egitim

Diyabetes mellitus hakkinda genel bilgi

Tedavinin amaci

Kan sekeri olgim yontemi-sikligi-yorumu

Yasam bigimi degisiklikleri

Ilag tedavileri ve olasi yan etkileri

Insiilin enjeksiyonu

Hipoglisemi belirtileri-midahalesi-6nlenmesi
Hekim-laboratuar kontrolleri

Komplikasyonlara yonelik izlem ve tedavi yaklasimi




e
Yasam bigimi degisiklikleri

Kilo kaybi

* 5 kg HbAlc diislisi % 2
Sigara

Fiziksel aktivite

e > 30 dak/giin aktivite > 5kez/hafta

Kalori aliminin kisitlanmasi

Yag tiketiminin kisitlanmasi

e Total kalorinin <% 30

» Doymus yag tiketimi < %10

Posa tiiketimi

e > 30 gr/giin

Mono ve disakkarit tiiketiminin azaltiimasi




SORULAR

e Koroner arter hastasinda diyabetes mellitus faramasi nasil
yapilmahdir?

e Glisemi kontroliinin koroner olaylar lzerine olumlu etkisi var
midir?

e Glisemi kontroliinde hedef ne olmalidir?
e Glisemi monitorizasyonu nasil yapilmalidir?

e Koroner arter hastasinda, diyabetin nonfarmakolojik
tedavisinin 6zellikleri nelerdir?

- Farmakolojik tedavi yaklasimi nasil olmalidir?
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T2DM tedavisinde ADA-EASD konsensus algoritmi

Tier 1: Well-validated core therapies

At diagnosis:

Lifestyle

Metformin

Lifestyle + Metformin
+

Basal tnsulin

™~

Lifestyle + Metformin

4

¥

Less well-validated therapies

Lifestyle + Metformin
+

Sulfonylurea®

Lifestyle + Metformin

Pioglilazone
e frvpogveemea
Oeelemu/CHE

Bons foss

Lifestyle + Metformin
.
Piogltazone

Sulfonylurca?

Y

Lifestyle + Meiformin

+
GLP-1 aganist®
Mo hypogiyveentia
Helghe foss
Mawseavomifing

Lifestyle + Metformin

=+

Basatl insuhin

L J

+=

Intensive insulin
2
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Management algorithm for blood glucose control in type 2 diabetes

AUS Lifestyle Modification

+ diet modification
+ weight control
+ physical activity

¥

Metformin

'

Sulphonylurea

]
| : : v

Acarbose DPP-4 inhibitor # Glitazone*
— — el Insulin

' ! ! .

. ;

Basal Premixed

¥

Basal Bolus insulin




Kanada

Figure 1. Management of hyperglycemia in type 2 diabetes

Clinlcal assessment

Lifectyle Intervention (inftaton of nutrition thersgy and physical activicy)

Symptomatic lyperghycemia

ANC <0.0% A1C =0.0%
- with mezbollc decompensation
Initizte Iritiate pharmacotherapy immedatel without Initizte insulin
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Figure 3.1 Scheme for the pharmacotherapy of glucose lowering in people with Type 2 diabetes
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SEKIL 9.11Tip 2 diyabetli hastalarda tedavi algoritmasi
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Yeni tani Tip 2 Diyabet

|

Klinik degerlendirme + Yasam tarzi dizenlemeleri

A1C 2%10 veya Metabolik dekompansasyon/Semptomatik hiperglisemi | A1C <%10

¥ A
23 T
su Insdlin 1 1. basamak tedavi
| . MET
| I — _______________________________________________________________________..
A1C <%8.5 | #=————— " AIC 5%6.5' \ = | AIC =%8.5
___331’1__---*"; l 2. basamak tedavi
MET + Antidiyabetik T o MET + insiilin
kombinasyonlari | == | AIC >%6.5" ) kombinasyonlari
. 3-bay A
e MET + SU - e MET + Bazal insdlin
o MET + Glinid « MET + Kansim insilin
« MET + TZD% + MET + Boliis insiilin
¢ MET + DPP-4 inh.
« MET + AGI
« MET + GLP-1A2
|

|

7 AIC 2%6.5
S 3-bay S

!

Yogun insulin tedavisi

Bazal-bolis insilin tedavisi + MET
Insiilin pompa tedavisi®

3. basamak tedavi




- I
Metformin

Esas olarak karacigere etki ile insiilin direncini azaltarak

hepatik glukoz ¢ikisini azaltir

Hem aclik, hem tokluk KS lzerine etkilidir

HbAlc diizeyinde % 1.5-2 diizeyinde azalma saglar
Kilo artisina heden olmaz

Hipoglisemiye neden olmaz

Lipid profiline olumlu etkisi vardir

Yaklasgik 50 yildir klinik kullanimdadir




e
Metformin

Kontrendike olmadigi tim diyabetiklerde
nonfarmakolojik tedavi ile birlikte onerilir

Tum diger ajanlarla kombine edilebilir
Gunlik doz 500-2000 mg, max doz 3000 mg
Yemek arasinda veya sonunda tok karnina alinmalidir

Sik rastlanilan GIS yan etkisi nedeni ile distik doz
baslanip titre edilmelidir




SORULAR

e Koroner arter hastasinda diyabetes mellitus taramasi nasil
yapilmalidir?

e Glisemi kontroliinin koroner olaylar lzerine olumlu etkisi var
midir?

e Glisemi kontroliinde hedef ne olmalidir?
e Glisemi monitorizasyonu nasil yapilmalidir?

e Koroner arter hastasinda, diyabetin nonfarmakolojik
tedavisinin 6zellikleri nelerdir?

- Farmakolojik tedavi yaklagimi nasil olmalidir?




SONUCLAR

e Hiperglisemi ile KAH iligkisi kesindir
e Koroner hastaligi olan tim hastalar diyabet igin yiksek
riskli kisi olarak arastirilmalidir

e Kardiyovaskiler sonlanimlari 6nlemede glisemi kontroli
mikrovaskiiler komplikasyonlar kadar olmasa da 6nemlidir.

e HbAlc hedefi < %7.0 altinda olmalidir

e Sikhgi hastaya gore degismek lizere tum hastalarda HbAlc
6lglimi ve glisemi kontroli yapilmalidir

e Hasta egitiminin glisemi kontroliindeki roli kanitlanmistir




SORULAR

e Koroner arter hastasinda diyabetes mellitus faramasi nasil
yapilmalidir?

e Glisemi kontroliinin koroner olaylar lzerine olumlu etkisi var
midir?

e Glisemi kontroliinde hedef ne olmalidir?
e Glisemi monitorizasyonu nasil yapilmalidir?

e Koroner arter hastasinda, diyabetin nonfarmakolojik
tedavisinin 6zellikleri nelerdir?

- Farmakolojik tedavi yaklagimi nasil olmalidir?
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ORAL HIPOGLISEMIKLERIN KONTRENDIKASYONLARI

Tip 1 diyabetes mellitus

Diyabetik ketoasidoz, Hiperozmolar koma
Hamilelik

Major cerrahi

Siddetli enfeksiyon, fravma, MI

Agir karaciger yetmezligi

Agir bobrek yetmezligi

Yan etkilerin gorilmesi
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METFORMININ KONTRENDIKASYONLARI

Renal yetmezlik

I
I
I
I

Cr E>15 mg/dl, K> 1.4 mg/dl
Cr Cl < 30 dI/dak

eri derecede kalp yetmezligi
eri derecede solunum yetmezligi
eri yas (>80 ?)

ac inftoleransi

Karaciger toksisitesi




SONUCLAR

Metforminin kullanilamadigi durumlarda diger ajanlardan
hastaya en uygun olan segilerek kullanilabilir




Glisemi kontroliinde farmakolojik tedavi

Oral antidiyabetik ilaglar
e Biguanidler
e Thiazolidinedonlar (Glitazonlar)
e Sulfoniliireler
e Glinidler
» Alfaglikozidaz enzim inhibitérleri
e DPP4 inhibitérleri
Inkretin analoglari
Insilinler




" Antihiperglisemiklerin genel szellikleri

O: notral 1. Hafif 2:0rta 3: Belirgin

B6G TZD SU 6In AGI Ink-A DPP4 1Ins

AKS lizerine etki 2 2 2 1 0) 1 1 2-3
TKS lzerine etki 1 1 2 2 2 2 2 | 2-3
Hipoglisemi yapabilmesi 0 0 2 1 0 0 0 3
GLS semptomlari 2 0 0 0 2 2 0 0
Renal yetmezlikte risk 3 1 2 0 0 2 1 1
KC yetmezliginde risk 3 2 2 2 1 0 0 0
Kalp yetmezliginde risk 2 3 0 0 0 0 0 0
Kilo artisi etkisi o) 2 2 1 o) o) o) 3
Osteoporoz riski 0 1 0 0 0 0 0 0
Uzun siireli ¢calismalar 3 2 3 2 2 1 1 3
Pahali olmasi 0 2 0 1 1 3 2 | 13

< 4




SORULAR

Farmakolojik tedavi yaklagimi nasil olmalidir?

 Koroner arter hastasinda antidiyabetik ajan segiminde nelere
dikkat edilmelidir




" Antihiperglisemiklerin genel szellikleri

O: notral 1. Hafif 2:0rta 3: Belirgin

B6G TZD SU 6In AGI Ink-A DPP4 1Ins

AKS lizerine etki 2 2 2 1 0) 1 1 2-3
TKS lzerine etki 1 1 2 2 2 2 2 | 2-3
Hipoglisemi yapabilmesi 0 0 2 1 0 0 0 3
GLS semptomlari 2 0 0 0 2 2 0 0
Renal yetmezlikte risk 3 1 2 0 0 2 1 1
KC yetmezliginde risk 3 2 2 2 1 0 0 0
Kalp yetmezliginde risk 2 3 0 0 0 0 0 0
Kilo artisi etkisi o) 2 2 1 o) o) o) 3
Osteoporoz riski 0 1 0 0 0 0 0 0
Uzun siireli ¢calismalar 3 2 3 2 2 1 1 3
Pahali olmasi 0 2 0 1 1 3 2 | 13

< 4
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Effect of Rosiglitazone on the Risk of Myocardial Infarction
and Death from Cardiovascular Causes
Table 4. Rates of Myocardial Infarction and Death from Cardiovascular Causes.
Odds Ratio
Study Rosiglitazone Group Control Group (95% ClI) P Value
no. of events/total no. (%)
Myocardial infarction
Small trials combined 44/10,285 (0.43) 22/6106 (0.36) 1.45 (0.88-2.39) 0.15
DREAM 15/2,635 (0.57) 9/2634 (0.34) 1.65 (0.74-3.68) 0.22
ADOPT 27/1,456 (1.85) 41/2895 (1.42) 1.33 (0.80-2.21) 0.27
Overall 1.43 (1.03-1.98) 0.03
Death from cardiovascular causes
Small trials combined 25/6,845 (0.36) 7/3980 (0.18) 2.40 (1.17-4.91) 0.02
DREAM 12/2,635 (0.46) 10/2634 (0.38) 1.20 (0.52-2.78) 0.67
ADOPT 2/1,456 (0.14) 5/2895 (0.17) 0.80 (0.17-3.86) 0.78
Overall 1.64 (0.98-2.74) 0.06




Rosiglitazone evaluated for cardiovascular outcomes in oral
agent combination therapy for type 2 diabetes (RECORD):

a multicentre, randomised, open-label trial

Rosiglitazone Active control HR Rate difference per p
(N=2220) (N=2227) 1000 person-years
CV death or CV 321 323 099(0-85t0116) -02(-4-5t041) 0-93
hospitalisation
All-cause death 136 157 0-86 (0-68t0108) -17(-43t009) 019
CV death 60 71 084 (059t0118) -0-9(-27t00-9) 032
Myocardial infarction* 64 56 114 (0-80t01-63) 06(-1-1to2-4) 0-47
Stroke* 46 63 072(0-49t01-06) -1-4(-31t002) 0-10
V death, M| orstroke 154 165 093(074t0115) -1.0(-3-9to1.9) 0-50
Heart failure* 61 29 210(135t0327) 2:6(11to41) 0-0010
Data are numbers, HR (95% Cl), or rate differences (95% Cl). OV =cardiovascular. Ml=myocardial infarction. *Fatal and
non-fatal.
Table 4: Deaths and hospitalisations from cardiovascular causes

Home PD. Lancet 2009;373:2125-2135
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/Seccmclary prevention of macrovascular events in patients
with type 2 diabetes in the PROactive Study (PROspective
pioglitAzone Clinical Trial In macroVascular Events):

a randomised controlled trial

First events Total events
Pioglitazone  Placebo HR (95% Cl) Pioglitazone Placebo
{n=2605} {I‘I=2533}
Death 177 186 096 (0-78-1-18) 177 186
Mon-fatal Ml (including silent MI) 119 144 0-83 (0-65-1.06) 131 157
Stroke 86 107 081 (0-61-1-07) 92 119
Major leg amputation 26 26 1-01 (0-58-1.73) 28 28
Acute coronary syndrome 56 72 078 (0-55-1-11) 65 78
Coronary revascularisation 169 193 0-88 (0-72-1.08) 195 240
Leq revascularisation 80 65 1-25(0-90-1-73) 115 92
Total . ; . 803 900
Data refer to fist event of that particular type. Ml=myocardial infarction.
Table 4: Effect of pioglitazone and placebo on each component of the primary endpoint

Dormandy JA. Lancet 2005;373:1279-1289
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SONUCLAR

e Hiperglisemi ile KAH iliskisi kesindir
e Koroner hastaligi olan tim hastalar diyabet igin yiiksek
riskli kisi olarak arastiriimalidir

e Kardiyovaskiiler sonlanimlari anlemede glisemi kontroli
mikrovaskiiler komplikasyonlar kadar olmasa da onemlidir.

e HbAlc hedefi < %7.0 altinda olmalidir

e Sikligi hastaya gore degismek iizere tim hastalarda HbAlc
6lglimi ve glisemi kontrolu yapilmahdir

e Hasta egitiminin glisemi kontroliindeki rolu kanitlanmistir
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Farmakolojik tedavide ipuglar:

HbAlc hedefine ulasana dek tedavi yogunlastiriimalidir

SU ler etkin olarak monoterapide veya kombinasyon
tedavisinde kullaniimaktadir

TZD-Akarboz-glinidler-DPP4-I kombine tedavide diger
alternatifleri olusturmaktadir

TZD ler insiilin ile kombine edilmemelidir
TZD lerin 6dem, kalp yetmezligi ve osteoporoz riski vardir

Bazi derlemeler roziglitazon ile MT riskinin arttigini
gostermigtir

e Bilinen koroner hastaligi olanlarda roziglitazon onerilmemektedir
T2DM hastalarinda siklikla insilin tedavisi gerekmektedir

o Insiilin tedavisi nonfarmakoljik tedavi yerine ge¢gmez




. OZET

Hiperglisemi ile KAH iliskisi kesindir
Koroner hastaligi olan tim hastalar diyabet igin yiiksek
riskli kisi olarak arastirilmahidir

Kardiyovaskiiler sonlanimlari énlemede glisemi kontrolii
mikrovaskiiler komplikasyonlar kadar olmasa da onemlidir.

HbAlc hedefi < %7.0 altinda olmalidir

Sikhgr hastaya gore degismek lzere tim hastalarda HbAlc
6lglimu ve glisemi kontroli yapiimalidir

Hasta egitiminin glisemi kontrolindeki roli kanitlanmistir

Hemen tim DM tanisi alan hastalarda farmakolojik tedavi
baslanmalidir.

Metforminin kullanilamadigi durumlarda diger ajanlar
hastaya en uygun olan segilerek kullanilabilir

Rosiglitazon koroner arter hastaligi bilinen hastalarda
tercih edilmemelidir







