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. Statins and treatment choice
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: Risk factors for Hyperlipidemia and

Atherosclerosis

o lago sl Jalse oS3 8,580l
+ Age
« Gender
« Family history
« Smoking
+ Hypertension
- Low HDL

el
il

* 45 years or older
81,00

« 55 years or older
Family history

lia l< 13)

- Family history of premature coronary

heart disease

pdiay 1igd
* Risk factor

Smoking
- Cigarette smoking .y

sl

Hypertension
Slaadl asys bauall ¢ L,

Low HDL
seall iy HDL (sléss]e

High risk vs low (g ,duallg &AL
risk

e 3 aas Slsal o alse ollia
HE-NEIRY T SUVIENIPINT W |

- High risk

« Moderate risk

« Low risk

Llle Slasll Jalse ¢ gane oIS 1]
‘Jie o faa
risk %20 ;o ;KXo

Iosotiay Y5
» High risk

tladle 1ia oin 13k

risk ol LS
JsT LDL 2 slat | Csugll reande

e

OF @i ¥ 8 sl e adialle
borderline e ;s

Jsi s optimal (] dheass &1 w5 Ja

Sl S age
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- Lifestyle modifications
* Drugs



e gslys parle
Type V
+ Chylomicrons + VLDL
+ Triglycerides
gt
+ Risk of atherosclerosis
iy age
+ Pancreatitis
+ Abdominal pain
+ Polyneuropathy

Type lla
gl
« LDL
HPUIL
+ Familial hypercholesterolemia
eV |
LDL receptor s Jla-
Apo B-100 s Jla i
e
+ High risk of atherosclerosis
il el
+ Tendon xanthomas
+ Corneal arcus
+ Homozygous ;y» ;a1 heterozygous

Type llIb
il adipe
« LDL + VLDL
- oaas®
+ Familial combined hyperlipidemia
Y
+ Risk of atherosclerosis

Type Il
PN RIS
- Apo E
a8 3y
- IDL

e

ol

+ Cholesterol + Triglycerides
P

« Premature atherosclerosis
Type IV
a8 e

- VLDL

o

ol

« Triglycerides
Y

- Premature atherosclerosis
fangs Y

- Xanthomas
Secondary causes of
Hypercholesterolemia

+ Hypothyroidism
Obstructive liver disease
Nephrotic syndrome
« Anorexia nervosa
Acute intermittent porphyria
WJie Guga¥l [aae

+ Thiazides

- Beta blockers

Secondary causes of Hypertriglyceridemia

Obesity

Diabetes mellitus
Lipodystrophy

Glycogen storage disease
lleal bypass surgery

Sepsis

Pregnancy

Acute hepatitis

Systemic lupus erythematosus

Hypocholesterolemia
« Malnutrition
+ Malabsorption
+ Proliferative disease
+ Chronic liver disease

Lipid profile points

« Total cholesterol < 200 Jasi

LDL < 100 Jasi

HDL > 60 ;lias

* HDL < 40 zoows

Triglycerides 150 - 199 borderline
Triglycerides 200 - 499 high
Triglycerides = 500 very high

Treatment principles
il
+ Lifestyle modifications
ade
* Medication a3l 13|
« Statins Jl:
« LDL
« Fibrates / Niacin as ;K7 was;
« Triglycerides

Extra important

* Lp(a) «au LDL
e

* Risk of atherosclerosis
ddse ol SSTe

+ Aorta

+ Carotid arteries

« lliac arteries



risk of atherosclerosis w3 «aaie

Lp(a) wwle silaial Jlis 10ygetially gulod!

daie IS 1)
* VLDL (Il
@lle Lp(a)s*

oS! il primary type cauial i ¥ 1igd
risk of atherosclerosis ..

L S 13
- VLDL ke

o] lemss 1igd
* Type IV

Type llb (s
s Type llb oY
« LDL + VLDL

Which arteries are more prone o g iually ool
?atherosclerosis

iygant L ST ouldll Gaay o &S5 8,580l
» Atherosclerosis
clot formation s

HVAVY

+ Aorta

+ Carotid arteries
+ lliac arteries

iole Sy el S50 T e S
+ Carotid
» Aorta

e s s Tl

* Lifestyle modifications

IS5 ol 13

aigf)” ‘l.\.u‘
LDL calculation :;ysdually usladl

:LDL uLA.uA 3.5:1)13 S)\}:S.L” C:)SJ
+ LDL = Total cholesterol - HDL - VLDL

:VLDL Glealy
* VLDL = Triglycerides / 5

204l
+ LDL = Total cholesterol - HDL - (Triglycerides /
5)

Lp(a) :oardally pusled!

el ¢85 fl Mgy Jlia
* Lp(a)

Siaal Lo
structure o4 s LDL 4xiye
LDL receptor le competitive J<iw Joaus
Ty

+ risk of atherosclerosis

Lago aglas

¥ primary hyperlipidemia ;e & 53 (as k) wie G of o3a
naie OIS 1) oIS atherosclerosis jlaa sule wiis

* Lp(a) high

bl a8 Lgd

JGs

sdie padyd 1)

» Type | primary hyperlipidemia
&y Lp(a) saiey



