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Title - Prevalence and Status of Type 2 Dia“etic Patients Related to Hypertension
and Dyslipidemia at Health Science Center,Burapha University in 2002.
Researcher  : Dr.Pisit Piriyapan ,MD., Heaith Science Center :
Burapha University.
Year : 2003
Concentration : Health Science
Key Word  : Diabetes Mellitus , Type 2 Diabetes Mellitus ,
Dyslipidemia , Hypertension ‘

ABSTRACT

This research was retrospective study. The purpose of this study were to
analyzed primary data in type 2 diabetic patients who were cured in 2002 at Health
Science Center , Burapha University. The samples were 922 out patient’s recording
by purposive sampling. The tool used were the analysis of Type 2 diabetic patient’s
prevalence and status related to hypertension and dyslipidemia. Statistics employed
were frequency and percentage.

The results of this study show that :

1.The prevalence of 922 Type 2 diabetic patients only have been
diabetes mellitus 485 persons(52.60%), co-ordination with hypertension 180
persons(19.52%) ,with dyslipidemia 162 persons(17.57%) and both 95

- persons(10.30%)

2. The most of Type 2 diabetic patients was femal(64.89%), age 61-7
years(35.57%), married(81.78%), housewife(37.09%)and government :
employee(47.83%).

3. The most of Type 2 diabetic patients only have been diabetes

mellitus was female(63.51%), age 61-70 years(37.42%), married(82.68%),
housewife(35.46%)and was not privilege of treatment (51.55%).
" 4. The most of Type 2 diabetic patients with hypertension was

| female(68.33%), age 51-60 years(63.78%), married(74.44%), housewife(43.89%)and

government employee(50.00%).

5. The most of Type 2 diabetic patients with dyslipidemia was
female(66.67%), age 51-60 years(34.65%), married(85 .19%), housewife(35.79%)and
government employee(55.56%).

6. The most of Type 2 diabetic patients with hypertension and
dyslipidemia was female(61.05%), age 51-60 years(38.15%), married (85.26%),
housewife(35.79%)and government employee(61 .05%).
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A. Immune mediated




B. Idiopathic (non-'mmune mediated)

2) Type I diabetes (NGNLW] predominantly insulin resistance with relative insulin
deficiency U predommantly secretory defect with insulin resistance)

3) wﬂau o

A. Genetic defects of B—cell function at

B. Genetic defects in insulin action

C. Diseases of the exocrine pancreas

D. Endocrinopathies

E. Drug or chemical-induced

F. Infections

G. Uncommon forms of immune-mediated diabetes

H. Other genetic syndrome sometimes associated with diabetes

4) Gestational diabetes mellitus (GDM)
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G. Uncommon forms of immune-mediated diabetes

H. Other genetic syndrome sometimes associated with diabetes

4) Gestational diabetes mellitus (GDM)
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@ﬂﬂ UKPDS:
Intensive Blood Pressure Control Study

Risk reduction® P value
Any diabetes-related endpoint 24% 0.0046
Diabetes-related deaths 32% 0.019
Myocardial infarction 21% _ NS
Heart failure | 56% 0.0043
Stroke 44% 0.013
Microvasular disease 37% 0.0092

*Tight vs less tight control

UKPDS Group.BMJ.1998;317:703-713
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FPG < 250 Un./a0. FPG < 250 Uf./a0.
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FPG > 350 uf./aq.

Merformin*
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glucosidase inhibitor)

|

Sulfonylurea™*

(second generation,

short acting)
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Sulfonylurea
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1. Eﬂﬂfju first generation (%4 chlorpropamide) inadhafesfie m%‘lﬂxﬁ 18

~

4
1fid cholestatic jaundice 30 SIADH (syndrome of inappropriate ADH secretion) UBNIIAUY

v A

843 drug interaction ‘]_iE]EJﬂ'J"IEJ’Iﬂﬁ:M second generation
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MN1319N 8 'lfuﬂ‘lli)\itﬂ!Nﬂﬁﬂi%ﬂ‘i]ﬂ]ﬂﬁﬂulaﬂﬂ l!ﬁz??hf
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{(Original) Ao U
1. miinszdumsndy
Insulin secretagogue
. Sulfonylurea
* Short acting, second glipizide Minidiab 2,520 | nRUBINIT 30 WA 1-2
Generation glipizide Diamicron 40-320 AOUDINIT 30 UIN 1-2
Gliquidone Glurinor 15-120 AOUDINIT 30 UIH 1-2
Glimeperide Amaryl 4-8 ABUDIMS 30 WA 1-2
* Long acting, second glibenclamide Daonil, 2.5-20 AOUBINIT 30 WA 1-2
Generation Euglucon
* Long acting, first chlorpropamide Diabinese 125-500 OUDINIT 30 U 1
Generation
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Foen YHIREN 1UIU
¥iia Fom ey Fomsth un./u B0slH n%a
(Original) Ao Yu
9. Non-sulfonylurea repaglinide Novonorm 1.5-12 ABUDINIT 15 UH 3
Nateglina Starlix 180-720 | noUDIMIIRUA 3
2, U1ﬁ!‘ﬁll insulin
sensitizer
fl. Biguanide metformin Glucophage 500-3000 | MA9DINIS 1-3
9. Thiazolidinedione rosiglitazone Avandia 4-8 NAI0INTS 1-2
pioglitazone Actos 15-45 NAI0INT 1-2
3. itaamagaiy
nglag
Glucosidase inhibitor Acarbose Glucobay 150-300 | WiouoIM3 3
Voglibose Basen 0.6-0.9 niouoIns 3
miglitol Diastabol 150-300 | wiouemis 3

2. linsldn sulfonylurea ﬁf]’f)ﬂf]‘ﬂ%ﬂ’l’) U chlorpropamide, glibenclamide
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Effective Maximum
Onset of Peak Duration Duration
Insulin Preparation Action Action Of Action of Action
Rapid acting
Lispro (analogue) 0.25-0.5 0.5-1.5 3-4 4-6
Short acting .
Regular (soluble) 0.5-1 2-3 3-6 6-8
Intermediate acting
NPH (isophane) 2-4 6-10 10-16 14-18
Lente (insulin zinc suspension) 34 6-12 12-18 16-20
Long acting
Ultralente (extended insulin zinc suspension) 6-10 10-16 18-20 20-24
Combinations
70/30 — 70% NPH, 30% regular 0.5-1 Dual 10-16 14-18
50/50 — 50% NPH, 50% regular 0.5-1 Dual 10-16 14-18
80/20 — 80% NPH, 20% regular 0.5-1 Dual 10-16 14-18
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YUIA 5 ~ 15 Y1in

Tae1l51 insulin dose Split — mixed insulin regimen Split — mixed insulin regimeng (U mix
A £y a [V Y < .. .
el FPG <140 un/aa IR 0.3 gUA/NN/IAU TIUN insulin 70/30 141-10% 1150 mix insulin
< a a oA . < a
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blood Y199 urine monitoring BWYNIDAUNDY 1AL insulin dose i
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. LLE"I”Jﬂg’ 1l insulin dose 91134 blood Y139 urine
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T dwa 14'1dwa 14'léma
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(HbAlc > 8%, FPG > 140un/a8)
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%30 insulin PR
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Hypoglycemic Drugs
1. Sulfonylureas(SUs)
1.1. First generation ;- Glibenclamide 5 mg tab

1.2. Second generation ;- Glipizide 5 mg tab

2. Nonsulfonylurea secretagogues or Meglitinide analogues ;- Repaglinide 1 mg tab
3. Biguanides ;- Metformin 500 mg tab

4. a-Glucosidase inhibitors ;- Volglibose 0.2 mg tab

5. Thiazolidinediones ;- Pioglitazone 30 mg tavb

6.

insulin (Novo Nordisk)
6.1. Short acting ' ;- Regular Insulin(RI; human) 100U/ml in 10 m| (Actrapid®)
i- Regular Insulin(RI; human) 1bOU/ml in 3 mi penfill (Actrapid®)
6.2. Intermediate acting ;- Lente Insuiin(human) 100U/ml in 10 mi (Monotard®)
i~ NPH/Isophan Insulin(human) 100U/ml in 3ml penfill

(Insulatard®)
6.3. Long acting - -

6.4. Combinations - 70/30 100U/mi in 10 ml
;- 70/30 100U/ml in 3 mi penfill

(70%NPH+30%Regular:Mixtard® ;human)
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e AR 2

[-Glucosidase

inh

Mechaism of action
1 pancreatic insulin

1 pancreatic insulin

{ hepatic glucose

{ gut carbohydrate

1 peripheral glucose

secretion secretion production absorption disposal
Advantage
-Well established -Target postpandial | -Well established -Target postpandial | -No hypoglycemia
-! Macrovascular glycemia -Weight loss glycemia -Reverses prime
risk -Possibly less -No hypoglycemia -No hypoglycemia defect of type 2
-Convenient daily hypoglycemia and -{ Macrovascular ~-Non systemic diabetes
dosing weight gain than risk -Nonglycemic
with SUs -Nonglycemic benefits
benefits (4 lipid levels,
(4 lipid levels, 1 fibrinolysis,

1 fibrinolysis,

4 hyperinsulinemia

{ hyperinsulinemia) improved
-Convenient daily endothelial
dosing function)
-Possible B cell
preservation
-Convenient daily
dosing
Disadvantage
-Hypoglycemia -More complex(3 -Adverse GI effects | -More complex -LFT monitoring
-Weight gain times daily) dosing -Many (3 times daily) -Weight gain
-Hyperinsulinemia schedule contraindications dosing schedule -Edema
(role uncertain) -Hypoglycemia -Lactic -Adverse GI effects | -Slow onset of
-Weight gain acidosis(rare) -No long term data | action
-No long-term data ) -No long term data
-Hyperinsulinemia
(role uncertain)
-FDA approval status
-Monotherapy -Monotherapy -Monotherapy -Monotherapy -Monotherapy
-Combination with -Combination with -Combination with -Combination with -Combination with
Metformin Metformin Insulin suU Insulin
Thiazolidinedione SuU (Pioglitazone only)
O-Glucosidase Meglitinide suU
inh Thiazolidinedione Metformin
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Sulfonylureas
Drugs name Duration (hr) Usual starting Usual starting Usual maximum Max. doses/day
dose(mg/day) dose for clinical effective | (dialy frequency)
elderly(mg/day) dose
Glibenclamide 18-24 2.5 1.25-2.5 10 40(1-2)
Glipizide 10-24 2.5-5 5 20(1-2)
Non-Sulfonylureas secretagogues or Meglitinide analogues
Drugs name Duration (hr) Usual starting dose(mg/day) Max. doses/day
Repaglinide 1-4 0.5mg/meal HbA1c<8% or no previous treatment 4 mg/meal
1 or2mg/meal HbA1c>8% or on other oral agent 16 mg/day
Biguanides
Drugs name Onset (hr) Duration (hr) Usual maximum clinical effective Max. doses/day
dose (dialy frequency)
Metformin 1-3 1000 mg bid 3000(2-3)
O-Glucosidase inh _
Drugs name Usual starting dose Max. doses/day
Volglibose 0.2 mg tid ac 0.3 mg tid ac
Thiazolidinedione
Drugs name Usual starting dose Max. doses/day(dialy frequency)
Pioglitazone 15 mg OD 45 mg OD

Insulin Onset of action Peak action Effective Maximum

preparation (hr) duration of action | duration of action
Short acting; RI 0.5-1 2-3 3-6 6-8
Intermediate acting
; NPH 2-4 6-10 10-16 14-18
; Lente 34 6-12 12-18 16-20
Combinations
; 70/30 Mixtard 0.5-1 2-10 10-16 14-18
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