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Non-HDL Z&|AH|E (mg/dL)

-

o

B
=

L
o
2
o
il
-
=)
-l

OFIH 3

— N ™M

|
K
oF
TH
[T
<
1)
T
ol
-
.
o
@)
Z




KH
™~
L]
K
.
=
LH
Ho
T
<l
ol
—d
=)
—
oK
LH
ol
oF

a
O

o
E
LH
Ho
L]
T
2
o)
M
—

a

—

160~189

100~129

t210| Ht =2 AELEI

SHIAEZ 70 mg/dL O|ZHOl| M= AEL

-
Aty

HAHE s=2F

=
=
s

7|XX|e|] LDL
5 0j2l9 £19)

| 420 LDL 2

=]

&
=

AH
s

4+ 9tk

-,

e

L E Mex

EXFOf| th2tA IS

— o S
=422

ol
PN



LDL S| AEIES H2let 2
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- 431 estrogen - glucocorticoid
O|=x| - CIEMASIEX] - CHHAISS S 4 XX

- glucocorticoid o t|E| = At - anabolic steroid
amiodarone - sirolimus - raloxifene
cyclosporin - tamoxifene « H|E}XICEA|

- thiazide O] =H|




AEEl (HMG-CoA
reductase inhibitor)

JACVe s

Cholesterol synthesis
Hepatic LDL-R1
§ VLDL production

Myalgia, arthralgia,
elevated transaminases,
dyspepsia

oIMIE|O|E (cholesterol
absorption inhibitor)

Bile acid sequestrants

PCSK9 inhibitor

Fibric acid derivatives

Intestinal cholesterol
absorptiond LDL-R1

Bile acid excretiont
LDL-Rt

Hepatic LDL-Rt

LPLt VLDL synthesis}

Elevated transaminases

Bloating, constipation,
elevated TG

Itching at the injection site,
flu-like symptoms

Dyspepsia, myalgia, gallstones,
elevated transaminases

Omega-3 fatty acids

TG catabolism1t

Dyspepsia, diarrhea,
fishy odor to breath




Lovastatin

20-40

Pravastatin

10-40"

Simvastatin

20-40

Atorvastatin

Fluvastatin

20-80

Rosuvastatin

5-20%

Pitavastatin

20

20

ZX0)

40

40

10

80

80

20

40-80

20

CYP3A4

CYP3A4

CYP3A4

CYP2C9

CYP2C9

Glucuronidation
(2LECYP2C9)

> 95

95-98

98

98

88

>99

2-4

1-3

19

12

ZHEEA

R

S

T

T

eS|

T

) el=e 58 &

2 40-80mg 2) 2=2|5IE &

20

13

2F 5-40mg

<2

<6

28

15




5t

Mean change in LDL-C from untreated baseline (%)

Lovastatin Pravastatin Simvastatin

20

T A0IAM AEHEL

40

12| LDLEY|AH|IE Z5I=7

20

Atorvastatin Rosuvastatin Pitavastatin
10 20 40 80 5 10 20 2 (mg)

=39 E41) jE52

2591 556
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Ol TR ZE BIXJOIM AELE] 82 (KDIGO)

[

eGFR G3a-G5, including patients on

‘ Sedite e ‘ dialysis or with a kidney transplant

o
o
&

Lovastatin

NN
o

Pravastatin

Simvastatin

Simvastatin /ezetimibe

Atorvastatin GP.

Fluvastatin GP

Rosuvastatin (€]

Pitavastatin (€]

~~
3
[oe]
~
()
~

1) KDIGO, Kidney Disease-Improving Global Outcomes (2013)
2) GP. any dose approved for general population
3) nd, not done or not studied
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StM 7I=M N2 AHESZE (heFH)

=
o|st Simon Broome 7|=

S AHIE 7|= - 16M| OJ2t : EZAHIE > 260 mg/dL £ LDL S2|AH|E > 155 mg/dL
- 16A| O] & : SZH|AHIZ > 290 mg/dL 2 LDL S|AH|Z > 190 mg/dL

Definite

heFH (E|I2HIE 7|ES THESIHM OFell 271X F shuHx] o] &S Th5gt o)

—]
1. 2ol0[Lt &, O|THA| ZEZ 0f|7| Z1 &M= 0| Qe AR
2. LDL 25| =21tH0|, familial defective apo B-100, EE= PCSK9 =91t10|0f| Cljst
DNA S7{7} 9= 32

SH|AHIE 7|F - 16M| 0|2t : SZ|AHE > 260 mg/dL =2 LDL S2|AH|E > 155 mg/dL
- 16M| O] &t : S=|AHIZE > 290 mg/dL =2 LDL S2{|AH|Z > 190 mg/dL

Possible (EYAHIE 7|=S =510 A of2f 271X] = sH7LX] O| A= oF

heFH 1. A2 ZAAMo| 71=2 ¢ 1) ULk 71EE 604 0|5}
O|EHA| 7k="= 50M 0|5}

1))

2)
2. A=Y AHIEHES 7152 : 1) 16M| O]2F X, S|, Xfoj g|AHIZE > 260 mg/dL
2) 2! o|cHA| 16 M| OJ A 71EPE ZS2H|AH|Z > 290 mg/dL

LA 7H5: B2, A, XS [ OJEHA| 715 =R 2, 229 oA
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