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Diagnosis and Treatment of Hyperlipidemia
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Department of Internal Medicine Chonnam University Medical School, Kwangju, Korea
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X 1. Secondary Causes of Hyperlipidemia
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Increased LDL cholesterol

Increased triglycerides

Decreased HDL cholesterol

Hypothyroidism Qbesity
Diabetes Mellitus
Nephrotic Syndrome
Obstructive Liver Disease
Progestins

Anabolic Steroids

Hypertriglyceridemia

Diabetes mellitus Obesity
Lack of Exercise
Alcohol Intake
Renal Insufficiency
Estrogens

Beta blockers

Diabetes Mellitus
Cigarette Smoking
Lack of Exercise
Beta Blockers
Progestins
Anabolic Steroids

X 2. Risk Status Based on Pressence of CHD Risk Factors Other Than LDL-Cholesterol
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The patient is considered to have a high risk status if he she has one of the following :
Definite CHD : the chareicteristic clinical picture and objective laboratory findings of either :

Definite prior myocardial infarction, or

Definite myocardial ischemia, such as angina pectoris

Two other CHD risk factors :
Male sex*

Family history of premature CHD (definite infarction or sudden death before 55 years of

age in a parent or sibling)

Cigarette smoking (currently smokes more than ten cigarettes per day)

Hypertension

Low HDL-cholesterol concentration (below 35mg/dl confirmed by repeated measurement)

Diabetes mellitus

History of definite cerebrovascular or occlusive peripheral vascular disease

Severe obesity ( > 30% overweight)

* Male sex is considered a risk factor in this scheme because the rates of CHD are three to four times higher
in man than in women in the middle decades of life and roughly two times higher in elderly.
Hence, a man with one other CHD risk factor is considered to have a high-risk status, whereas a woman is
not so considered unless she has two other CHD risk factors.
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3£ 3. Actions Based on Screening Cholesterol Values
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Cholesterol | Risk
(mg/dl) status

Action

< 200 Repeat every 5 yr
200 - 239 | Low | Give diet information and
recheck annually
High |Fasting lipid profile
> 240 Fasting lipid profile

¥ 4. Actions Based on LDL Cholesterol

LDL ,

cholesterol ljlfk Action
(mg/dl) status
< 130 Repeat every 5 yr

130 - 159| Low |Give diet information

and recheck annually
High [Initiate diet

> 160 Low |Initiate diet

High |Drug treatement if elevation
persists after 6 months
> 190 Initiate diet and drug
therapy
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At @Al Ao 3 vholel H$(20-394) =
2l 240mg/dl o] Z3F-oll= A<k F4o] &
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ghe}.

LDL cholesterol

= Total cholesterol - (HDL cholesterol
+ Triglyceride /5)
(Triglyceride < 400mg/dlq] 73-9)
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mg/d1e] 7§ ZAE THAHEX]E 216-264mg/d!
Lol & 4 Utk o]t X HDL FdlXx

¥ 5. LDL Cholesterol Decision Values

iy : ‘i;tiate drug therapy
G
Imtl.ate diet therapy ofter diet oal of therapy
< 2 CHD risk factors > 160 mg/dl > 190 mg/dl < 160 mg/dl
CHD or 2 or more CHD risk factors = 130 mg/d] = 160 mg/dl < 130 mg/dl
CHD > 100 mg/dl > 130 mg/dl < 100 mg/dl
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A 1AlE F AMAHE £ 28 30%E
GEn AL e FE R 2] 10% o3t
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A 2xtA] Q8- R4 A3 o] FEE
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TS
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A Agdollt 5, 949 59 HdEYd=
£t LDL F#|2s|EX|7} 190mg/dl oj4o]A
U 7712 o] AEd Aszte] AR e
Al LDL Z8|A8lEX]7} 160mg/dlo]4}, 3-2CHD
Aol A4} LDL E#|28]EX]7} 130mg/dl o] 4 uf
ka2l tiido] =l

jAre] HAxholl mie} FE oS AIY T U+
A= CHDY A¥A glesiA LDL Fali
dlEX17F 160-190mg/digl =}, & 71A] olAke]
CHD2] A¥ix7} lewA LDL Fal|AdlEX7}
130-160mg/dI] z}o|thE 5).

7¥A a3bA el <FAdl= bile acid sequestrants
(cholestyramine, colestipol)ﬂl- nicotinic acid ¢|t}. o]
£ opAle CHD JHEE 22 47172 A%
& wolE el YZHYUT T2t ol F oAl
5 YA} EHHo R ASY F UES Al of
& @go] Wasich

FTHAEEX"F =& 739+ bile acid sequest-
rants7} £37, Z-d|Ad|-E3} triglyceride (>250mg/d})
7} A =& 73 $oll+ nicotinic acid7} Ft}. sivk
3PH bile acid sequestrantst= trigiycerideX]| & Ar5
A717] wigolch thEo g2 ALH v dAle
3-hydroxy 3-methylglutaryl coenzyme-A(HMG-CoA)
reductase inhibitors(ol]:lovastatin, pravastatin simva-
statinjo]t}. o] kA= LDL & AH|S-2 =3} A
N
£ ¥ A1 488 e Al A
oF H=A sharck

71 v}ol} gemfibrozil, probucol, bezafibrate, clofi-
brate Z¢| 9t} Gemfibrozil®} clofibratex= fibric
acid-F =2 A triglyceride & 3= dlol] =32 A
£-5th(E 9, 10).

FZ2MS A ¥ 4679} Yol LDL Z
BBl EX & St ofAlel] thk o] Habd
ol 4/HY vhrl Az JEAE AARL 27|71
33 B A F Ful2EEE SHME 1

¥ 9. Pharmaceutical Agents for the Treatement of
Hyperlipidemia

Drugs for Hypercholesterolemia
(Triglyceride normal)

Daily Dose
Cholestyramine 8-24¢
Colestipol 10-30 g
Niacin 900 - 3000 mg
Lovastatin 10 - 80 mg
Probucol 1000 mg

Drugs for Combined Hyperlipidemia
(Both cholesterol and triglyceride elevations)

Niacin 900 - 3000 mg
Gemfibrozil 1200 mg
Lovastatin 10 - 80 mg
Clofibrate(type 111 only) 2000 mg
Blie acid binding resins,

only when combined

with one of the above 8 - 30 mg
Fish oil when combined

with one of the above 8 - 15 mg

¥ 10. Drugs and Lipoprotein Effects

LDL | HDL | VLDL
Bile acid binding resins | | | ) )
Lovastatin [ T T
Niacin AN 1 [
Gemfibrozil 11 T I
Bezafibrate ! ] |
Fish Qil 1 L)
Probucol ! !

Jof] &+ ¥4 LDL FalAu|EXE S4%h. ek,
R FEaydd w3} glod g FAE Agsl
AV F FAIE B Fojdicl g8 A= 3
7R kAl AL o 2 LDL Zd|AulEX)7 249
T Uk

oFE X8 AV EE
s17] wiigell kAl AW Aol A4 ey, AF=A,
5 223 g 2 AP WA 5o vl
Eoylo] A7} YS-& sl Ae] . kAl
o] AEEAT a8 wArte4 3 A7 AR

APt A43]olo}
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o) Bae] N BRelA S2s) ARs) 2=
Aol wigkalslt. a7t A&HQ Adenzt o
Zoge Y § YES 94, g4, 28z
2EA 59 Hoje} xo] Wi},

1. Bile Acid Sequestrants
(Cholestyramine, Colestipol)

LDL ZF#&ElEE Yo dloll 714 493 <
A 24 CHDHEES Y39 A7 ALE wol
5 QHAE FAR UAAE 2 Uk o] 52 fA o
A FEA @71 Wil FASAL glch

we}A] oot YAl ¢f|AQ oJAdl|A] F}. o]
T 9Al= A 3 triglyceride®dZF 3H2H500mg/dl
o]} win|ZkatellAl= F7le]t).

2. Nicotinic Acid

o] ¢fAle F FdlLHlES LDL FalX6]Eo]
23 triglycerideX]§ Y| HDL a4 H|EX]
g AAZd #HE AR e A 249
nicotinic acid-F- 54 Acipimoxi H28-o] Ao |
o 500 - 1000mgo2 £ HAHE ¥ 4 ik

3. HMG CoA ReductaseiH|A|

FAAHERA IAE rate limiting . 49) HMG
CoA reductaseE 73 AH o2 Xclr}F]= <FAlo|cl).
aet 77 ARgell digt P Ad ol disilM = o)
Z 42 7] gl 3% 2F A EE SR
NAlE Ux} A9 kA7) ofrr}. of kA2 A LDL
FAHEXE 25 - 45 % AE 74 A $ QU

4. Gemfibrozil

Fibric acid §-E=A2A4 F2. triglycerideE J}3
+ dlel] A5}

5. Probucol

o| ofAl= A4SHA| 2 4 LDL FallAe)E-8 8
-15% 35w, HDL ZFHAHEE 31 25% 7}A]
ot

6. Bezafibrate, Fenofibrate

Fibric acid-f-:=2)| 2 4] gemfibrozile|L} clofibrate
ol Hlsh4 LDL ZelAsEAel st o]
triglyceride S Y331 HDL Fal|A~ul&-8 AE1]F)
© o2 4PAL Qo] Yl Be] Ad=n
slc.
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