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« Néi dung trinh bay chi thé hién quan diém va kinh nghiém ctia bao céo vién
va khéng nhéat thiét thé hién quan diém hay khuyén nghi cia Viatris Viét Nam
duéi bat ky hinh thire nao.

« Hinh anh/néi dung trich dan trong bal bao cao thudc vé bao cao vién hoac st
dung boi bao cao vién. \ {

» Viatris Viét Nam da kiém tra noi dung ﬁe dam bao thoa mét s6 tiéu chuan cu
thé nhwng khéng dam bao sw chmh xac trong trich dan tai liéu, va ban quyén
hinh &nh va ndi dung trich dan. Vatrls Viét Nam, cac cong ty con hodc cong
ty lién két khéng chiu trach nhiém du’m ba{ ky hinh thirc nao cho tinh chinh
xac cla ndi dung bai bao cao.
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% NOI DUNG CHINH

1. TONG QUAN VE CAC YEU TO NGUY cO BENH LY TIM MACH TIEN TRIEN

2. VAI TRO STATIN TRONG PHONG NGU’A NGUYEN PHAT VA THU
PHAT BENH LY TIM MACH XO' VU’A 4

—Nghién ctru nén tang vé vai trof‘statm trOng phong ngtra nguyén phat va thw
phat bénh ly mach mau. A ‘. ‘ \

—Tu nghién ctru dén khuyén cao thl,w hahh
—Loi ich cla statin trong cac benh Iy than va gan nhiém mé.

3. KET LUAN
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¢ Cac yéu toé nguy co bénh ly tim mach

Patient Accumulates Risk Factors, Ml Risk Increases Exponentially

") smoking 3

ODDS Ratio

cardiovascular 3
Evenis (98%Cl) Lsg 9 3?2\37
€85
Wyocardial 423 —
Infarction 1}3 ‘2 /)o’*”"o
2 o >
29 24 19 33~ >20-fold increased
— g odds ratio from 1.9
End Organ (HTN only) to 42.3

Failure

Modifiable CV
Risk Factors

+ Hypertension
- Diabetes/ Metabolic

/.- =i R & \ ‘
Syndrome
. IncregsedLDL Early Time of ime M .CV
" Smoking Disease
- Obesity 3

Dzau VJ, etal. Circulalion. 2000;114.2850-70
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l\‘%@‘ Cholesterol toan phan tang ti 1é véi nguy co bénh ly mach vanh

Multiple risk factor intervention

trial (MRFIT) (n=361,662)" i i L
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CHD, coronary heatdisease
1. Martin MJ, etal. Lancet 1986;229:933-83€; 2 Casfelll WP.Am J Med 138476412
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3 ‘ Ting néng dé LDL-c ti 1& thuin vé&i ting nguy co bénh Iy mach mau xo' viva

\1
3 "\ Serum total LDL-cholesterol (LDL-C) levels
37 \ /] are continuously comelated with CHD nsk
20 “a | CHD fisk rises more steeply with
& ' increasing LDL-C
5 22 _ s  \
O}
=8 ) ;
Z2eo 17 On a log scale the relationship between
L0 LDL-Clevels and CHD nsk is linear
® 1.3
[:1]
14
1.0_|
“\ Forevery 30 mg/dL (~0.8 mmol/L) increase in LDL-C,
the relative risk for CHD increases by about 30%
I I I I I

40 70 100 130 160 190

Elevated LDL-C or total cholesterol increase

LDL-cholesterol (ma/dL
ey 4/ the nisk of GHD, independent of other nsk factors

LDL= Total Cholesterol - HDL - TG/5

CHD, ceronary heart disesse
Srundy SM, et al. Circulation 2004;110:227-239. Reproduce d with permissionfrom Wolters Kluwer Health
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& NOI DUNG CHINH

1. TONG QUAN VE CAC YEU TO NGUY CO BENH LY TIM MACH TIEN TRIEN

2. VAI TRO STATIN TRONG PHONG NGU’A NGUYEN PHAT VA THU
PHAT BENH LY TIM MACH XO VU’A

— Nghién clru nén tang vé vai tro statln trong phong ngtra nguyén phat va thi
phat bénh ly mach mau. ‘ ‘

i | ’u
— T nghién ctru dén khuyén cao thu'c hanh‘

— Loi ich cua statin trong cac benh Iy than va gan nhiém mé.

3. KET LUAN
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l\‘%@‘ Co ché tac dong giam Cholesterol mau cua nhém Statin
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Diagram- Mechanism of Action of HMG CoA Reductase Inhibitors (Reference- Lippincott)
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I\‘g@‘ Hiéu qua cua Statin trong phong ngtra tién phat dot quy

Incidence of ALL strokes reduced by 18% (95% CI, 13%—23%; p<0.0001)

Primary prevention of stroke Meta-analysis: 24 statin trials, 165,792 patients

SEARCH 4.2 46 - 0.91(0.77-108)
JUPITER 0.4 07 — 052 (0.34-0.78)

ASPEN 28 a2 —u— 069 (0.58-140)

MEGA | 13 | 16 —a | 0:83 (0.57-1.20)

IDEAL 34 39 - 0.87 (0.70-1.08)
TNT | 23 | a1 o | 075 (0.60-0.08)
ALLIANCE 29 32 —— 0.80 (0.58-1.42)
CARDS | 15 | 28 . | 053 (0.31-0.90)
PHOVE-IT 0 { 09 B 100 (0.59-2.01)

AtoZ | 12 | 16 —— | 0.79 (0.48-1.29)
ASCOT-LLT 17 24 —a— 0.73 (0.56-0.96)
ALLHAT-LLT | 40 ’ as o | 0.91(0.76-109)
GREACE 12 21 e 063 (0.24-1.18)

HPS (with no prior CVD) | 32 | 48 - | 067 (0.57-0.77)
PROSPER 4r a5 - 104 (0,82-131)
MIRACL | 08 | 18 —— | 050 (0.25:1.00)

cIss! 0.0 00 —_—— 1.06 (0.56-196)
AFCAPS-TexCAPS | 0.4 | 05 —_— | 0.62 (041-1.67)
LIPID (with no prior CVD) | 33 39 g 084 (0,67-105)
POst-CABG | 38 | 24 —_— | 112 (058-2.18)

CARE (with no prior CVD) 19 28 e 0.67 (0.44-1.01)
WOSCOPS 14 15 — 0.90 (0.61-1.34)

SSSS 25 35 it 0.72 (051-1.01)

( Subtotal: p<0.0001 [ 0.81(0.75-087) |
T T T T T J
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Amarenco P, Labrauche J Lancet Neurnl 2003 8§°453-453 CVD, cerehrovascular olspase mlﬂq mmmcmlrdm I‘. NAM 2023 10
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\-3(7' Giam bién c6 bénh mach vanh cé y nghia khi giam nong doé LDL-c v&i statin

Eventrates vs LDL-C levels in secondary preventionstudies

*
A = atorvastatin-treated b
e 1 S = other statin-treated
< P = placebo-treated
[ -
E & 45
o ¢ uPD
% 15 - " CARE
S ¢ HpPs
£ 10 - PROVET
S " SPARCL
»3 A . B INT atorvastatin 10 mg
g 5 i "p B NT atorvastatin 80 mg
o
0 T T T T T T 1
60 80 100 120 140 160 180 200
(1.6) (2.1) (26) (3.1) (3.5) 41 (4.7) (5.2)

LDL-C, mg/dL (mmol/L)

A secondary 1o MVACS, except for SPARCL (secondary to stroke or TIALACS, acute coronary syndrome; Mi, myocardialintarction
LaRosaJC etal NEnglJmad 2005;3521425-1435 Cannon CP, et al. N EnglJ Med 2004350:1495-504; Amarenco P et al. N ENngl J Ned 2005 355:543-59
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( %,\ ASCOT-LLA (Anglo-Scandinavian Cardiac Outcomes Trial—Lipid Lowering
WIS Arm )
Double-blind period
Patientpopulation 4-week
Bopinds run-in period = Atorvastefin 10mg
i" (n=6168)
e elevations in totakC Only pai.:ients with i
No history of CHD non-fasting total-C i)
z3 other CHD risk factors® of < 250 me/dL s ! bo
BP >160/100 mmHa (8.5 mmol/L)not receiving | s Place
o A ned A= 79 yrare statin or fibrate treatment (n=5137)
et At ovel were randomized .
to receive treatment ] 3.3-year median
oca | follow-up
endpoint: composite of nonfatal Ml and fatal CHD
Sever PS el 3l Lancel 2003351 11491153
*Left-ventricular hypertrophy. olher specfied abnomaltisson elactrecardic L.']T ype 2 dizbetes, pe rprcrn arenal diseace, previous sfroke orfransiant ischemic aftack malecex ag Qars
microalbumiruria of profeliufa smoking, rannof pliaesma TW al-Cto HOL-C =6 or mgrm or pramature tamily hisiory ot CHOBP "Ilmf"' egsura; Wi, myacardial infarction 1otal-C taial chaiestars|
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ey, ASCOT-LLA: Atorvastatin giam bién c6 tim mach & bénh nhan nguy co cao
’\/ c6 kém tiang huyét ap

Incidence of nonfatal Ml and fatal CHD over 3.3 years!

= Atorvastatin 10 mg (n=5168) Mean final LDL-C 90 mg/dL

4] === Placeho (n=5137). Mean final LDL-C 126 mg/dL m
zation

42%
RRR
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ASCOT-LLAwas stopped 2 years early due to
significantCV benefits with atorvastatin

ASCOT-LLA, Anglo-Scandinavian Cardiac Dutcemas Trial - Lipid Lowering A | Saver PS, otal Lancet2003;361:1140-1153
Cl, confidance Irterval, KR, hazard ratio; NNT, numberneeded totreat, RRR, 7»4314 riscreductaon 2 L:ls onfile
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%/» CARDS : Collaborative Atorvastatin Diabetes Study

CARDS was a multicenter, randomized, double-blind study

:|a.;as 4.0-year median follow-up
000

Patientpopulation

+ Type 2 diabetes e Atorvastatin 10 mg
no clinically evident CHD |
* 21 olher CHD risk factor (smoking,
hypertension, abuminuria, retinopathy) T
60 mg/dl

mg/dL
»  Aged 4075 years

g Placebo

538 3.9-year median follow-up

Primary endpoint: Time to first occurrence of acute CHD events (ie M| including silent MI,
unstable angina, acute fatal CHD, resuscitated cardiac arrest), coronary revascularization, or stroke

CARDS, Collaborative
Coihour HW. et al Lancst 2

HOI MGH] KHOA HOC THU'G'NG MIEN NAM 2024 14

CAP NHAT CHAN DOAN VA BIEU TRI BENH LY NGUOI CAO TUOI




HOI NGH| KHOA HOC THU'ONG NIEN 2024
LIEN CHI HOI LAO KHOA TP. HO CHI MINH

== CARDS: Atorvastatin giam cé y nghia nguy co’ tim mach & bénh nhan
ﬁ(’y dai thao dwong

CARDS was stopped ~2 years early due to significant CV benefits with atorvastatin

Incidence of major CV events* o, Sl e e I
15 :
= Placebo (n=1410). Final mean LDL-C 121 ma/dL
- Aforvastatin 10 mg (n=1428). Final mean LDL-C 82 ma/dL
<
@ £ |
48%
'§ ’..‘ RRR
% HR=0.52 |
2 .- :
g s+ |
£ |
5 |
O |
| |
\ ;
0 T T T l;/, 1 S |

0.0 1.0 20 3.0 39

Time (years)

*Frimary enapoint

uOt MGH| KHOA HOC THU"G'NG NIEN NAM 2024

,ﬁ«nn \

TNT (Treating to New Targets) so sanh atorvastatin cwéng dd cao va
a\/ trung binh

Patient population: Primary efficacy outcome measure:

= CHD = Occurrence of a major CV event:

= LDL-C:130-250 mg/dL ~ CHD death

u Triglycerides <600 mg/dL ~ Nonfatal, non-procedure-related M|

— Resuscitated cardiac arrest

Baseline — Fatal or nonfatal stroke

Screening ' Open-labelrun-in | Double-blind period

and wash-out | (n=15464) {n=10001)

(n=18 469) | : LDL-C: <130 mg/dL

( . I =5006 Atorvastatin 10 m
N Atorvastatin t g
'—’ [ LDL-C target: 100 mg/dL ]
! n=4995 .
: Atorvastatin 80 mg
| > LDL-Ctarget: 75mg/dL

|
3 &

Median follow-up=4.9 years

&

1-8 weeks

>
L
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r-!?;(.:;‘;"i Major CV events?
Q) _— e e e

22%

\
)

£44 o = Atonestatin 10 mg (1=5006). Mean LDL-C curing study 101 mg/dL (~2.6 mmaliL) RRR
.‘g we= Atorvastatin 80 mg (n=4995). Mean LDL-C during study 77 mg/dL (=2.0 mmoliL) HR=0.78
g 12 ~ ¢
210 -
2 S 8 4
TNT (Treating to New Targets) g 5
= _
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o
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Time (yegrs)

—T
I l
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Hazardratio (95%Cl) RRR (%) p-value

First event —— 19 <0.0001

Second event = —— 21 <0.0001

Third event e 24 0.0004

Fourth event - 28 0.003

Fifth event i 29 0.018
0:4 016 Ol.8 1.0 1t2

Atorvastatin 80 mg better Atorvastatin 10 mg better MOt NGH] KNOA HOC THU'G'NG NIEN NAM 2024

IQ%,}‘. TNT: An toan cia atorvastatin & bénh nhan c6 bénh ly mach vanh

c Atorvastatin 10 mg Atorvastatin 80 mg
071

Patients (%) (n=5006) (n=4995)
Treatment-related AEs 5.8 8.1 p<0.001
Discontinuation due to
treatment-related AEs 28 e p=0.001

Treatment-related myalgia 4.7 48 p=0.72
Rhabdomyolysis 0.06 0.04 NA

Persistentelevation in
ALT and/or AST®

0.2 1.2 p<0.001

.Tvu consecuby Ve MIZSUE ] its oblained4-10 days zpart thal were =3 xupperlimit of normal AE, adyerse evenlALT. olallH“d Hr(ran.,era; ..T
e3 LaRosaJC, etal, N-Engl J Med 2005,352:1425-1435, 2. Shephard ), et al, Diabetes Care 2005.29:1220~1226:3 8
879

tol Mayo Chnf‘ra 2008;33:670
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f\‘%@‘ SPARCL.: The Stroke Prevention by Aggressive Reduction of Cholesterol Levels

Fatal or nonfatal stroke! ‘ Major coronary
- d events?

16 5

12 3 5(%’
RRR
HR=0.65
95%Cl
0.49-0.87

Fatal or norfatal stroke (%)
oo
L

m— Placebo (n=2366). Mean LDL-C during study 128 mg/dL (=3.3 mmollL)
e Atorvastatin 80 mg (n=2385). Mean LDL-C during study 73 mg/dL (=1.9 mmol/L)

O T T T T T n |
0 1 2 3 4 5 6
Time (years)
1. AmarencoP, etal N EnglJ Mad 2006;355:540-859
2, Amarenco P et al. Stroke. 2010,471:426-430
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[\%ﬁy SPARCL: Giam cé y nghia cac bién ¢ mach mau vé&i Atorvastatin lidéu cao

Reductions in events with atorvastatin were evident in each vascular territory
700 1

600 4
164 fewer

ol mCerebrovascular mCoronary = Peripheral
400 A
300 +
200 102 fewer
100 1 55 fewer - 69 fewer
o X . I ,

Atorvastatin Placebo Atorvastatin Placebo Atorvastatin Placebo Atorvastatin Placebo

Numbers of events

First event Second event Third event Fourth &
subsequent events
Szarek M 2t al. J Am Coll Cardiol 2020;75(171:2110-271E
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l‘.;(':i‘; SPARCL.: An toan cua atorvastatin liéu cao trén bénh nhan nguy co’ cao dot
W quyl TIA

Patients, n/N (%) Atorvastatin

Musculoskeletal AEs
Myalgia 141/2366 (6.0) 129/2365 (5.5)
Myopathy 7/2366 (0.3) 7/2365 (0.3)
Rhabdomyolysis 3/2366 (0.1) 2/2365 (0.1)
ALT or AST >3 x ULNa 11/2366 (0.5) 51/2365 (2.2)
CPK >10 x ULN® 0/2366 (0.0) 2/2365 (0.1)
RS e T acets LU M R
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(e )
[\%
'\ﬁ@y Treat Stroke to Target(TST) trial
Incidence of primary CV events )
- 20 -| — Higher-target group
Sy = Lower-target group '_
D2 .
% 5 15 Median follow-up 3.5 years ] 22%
T .£
25
c O
& & 10
% o
>
__(! (=
g2 B
S B
O L) L) L) )
Strategy O 2 4 6 8
Time (years)
Lowertarget 1430 964 586 353 104
Higher target 1430 973 590 382 108
oo Hospaaraahinor unctania angiia Ghowed by roentcorananar revascutarsationfl.  AMarencoP ot al, N EnglJ Med 2020,382:9-10
tidravasculanzation Cardiovascular dedmn Incliuding unayplainec sudien deain
confidence Intervals
TIA, ransient Ischamicattack
22
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&) NOI DUNG CHINH

1. TONG QUAN VE CAC YEU TO NGUY CO BENH LY TIM MACH TIEN TRIEN

2. VAI TRO STATIN TRONG PHONG NGU’A NGUYEN PHAT VA THU PHAT
BENH LY TIM MACH XO VUA

— Nghién ctru nén tang vé vai tro statln trong phong nglra nguyén phat va thi
phat bénh ly mach mau. [\ \

—Tir nghién ctru dén khuyed cao thu’g hanh
— Loi ich clia statin trong cac bénh- |y than va gan nhiém mé&.

- 3. KET LUAN
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3 :‘ Statins remain first-line for CVD prevention

Lifestyle is the Foundation of ASCVD Risk Reduction

Clinical ASCVD
High intensity statin
LDL-C2>190 mg/dL (Titrated up to highest
tolerated dose to reach
Higher Risk Diabetes LDL-C goals for

specific levels of risk)

Primary prevention

220% 10-year ASCVDrisk

Lower Risk Diabetes
Moderate

Primary prevention intensity statin

27.5t0 <20% 10-year ASCVDrisk*®?

Primary prevention Moderate
5to <7.5% 10-year ASCVD risk® intensity statin

aFa\u:-l 1 1l riskenhancers (1 i v \ start stafin siger CAC ASCVD, atheiosclercliccardiovascular disease, CAC. coronary artery calcium
Grundy 1| |rJ(r J11 143
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[P
/ ,‘.‘c.:‘.\ \ k i
5+ ESC guideline
ESC/EAS guidelines recommendstatins as the first-line treatment of dyslipidemia
B  Treatment goal
for LDL-C « SCORE <I%
+ SCORE > 1% snd <S%
. * Young patients (T 1DM <35 years:
3.0 1 T‘f?ﬂ‘io n.:)-ml):“ww
(116 mgidL) o =2 2
N / * SCORE >5% and <10%
= Markecly clevated single nsk factors.in
partculer TC >8 mmoll. (310 mgidL) or
LDL-C >4.9 mmolL {190 mg/dl) or
B =180/1 10 memiig
'~ * FH wichout other rizk faceors
= * Moderate CKD (¢GFR 30-59 mimin)
o * DM wio target organ damage. with DM
~\‘ / duration 2 10 years or other additional risk factor
m scemesior Y
mg/ ) . * SCORE >10%
& =50% NG + FH with ASCVD or with another
reduction % / major risk facior
from Sy 'DS:v&IEO(D(L(JH.(InL'ml;)
- target damage: =
baseline 1.4 mmv°l'L m:&hm« early onsetof
(55 mg/dL) TIDM of long duration (>20 years)
N
\\‘
o O -
A ]
Low Moderate High Very high CV Risk %
@
https /iwww escardio orn/ Guidelines/Clinical-Practice-Guidelines/Dysiipidaemias-Management-of  Accessed in 2024
- _____________________& |

o

| ‘3 Recommendations for pharmacological low-density lipoprotein cholesterol lowering

It is recommended that a high-intensity statin is prescribed up to the highest tolerated dose to reach the goals set for the
specific level of risk. %

If the goals® are not achieved with the maximum tolerated dose of a statin, combination with ezetimibe is
recommended.”

For primary prevention patients at very-high risk, but without FH, if the LDL-C goal is not achieved on a maximum toler-
ated dose of a statin and ezetimibe, a combination with a PCSK9 inhibitor may be considered.

For secondary prevention, patients at very-high risk not achieving their goal® on a maximum tolerated dose of a statin and
ezetimibe, a combination with a PCSK9 inhibitor is recommended.''**

For very-high-risk FH patients (that is, with ASCVD or with another major risk factor) who do not achieve their goal® on
a maximum tolerated dose of a statin and ezetimibe, a combinaticn with a PCSK9 inhibitor is recommended.

If a statin-based regimen is not tolerated at any dosage (even after rechallenge), ezetimibe should be considered.'?7¢%3%2
If a statin-based regimen is not tolerated at any dosage (even after rechallenge), a PCSK9 inhibitor added to ezetimibe
may also be considered.'” 26533

If the goal® is not achieved, statin combination with a bile acid sequestrant may be considered.

ZESC2019

c

ASCVD = atherosclerotic cardiovascular disease; FH = familial hypercholesterolaemia; LDL-C = low-density lipoprotein cholesteral; PCSK9 = proprotein convertase subtilisin/
kexin type 9.

“Class of recommendation,

“Level of evidence.

“For definitions see Table 7.

https /hwww escardio org/ Guidelines/Clinical-Practice-G uidelines/Dyslipidaemias-Management-of  Accessed Jan 2024' m MGH| KHOA HOC THU'GNG NIEN NAM 2023 e
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I.-;,\ Other CVD prevention guidelines recommend
N “7 high-intensity statin for specific patient groups

ESC/EAS' Established CVD or very high risk Statin < <55 mg/dL (=1.4 mmol'L)
High risk Stafin & <70 mg/dL (=1.8 mmol/L)
CVD (any age) High-intensity? statin
ADA? No CVD, Age 5070 years OR 21 other risk factor High-intensity® statin
No CVD, 40-75 years Moderate-intensity® statin
No CVD, 20-<=40 years + =1 other nsk factor Consider moderate-intensity® statin
, Statin according to age and other risk factors Statin = <70 ma/L
JBS3 __ PostM Intensive statin
T2DM + CVD, proteinuria, or CKD {(eGFR 30-60 mL/min)
Established CVD Atorvastatin 80 mg
NICE* ™D Caonsider atorvastatin 20 mg
T2DM + 10-year risk 210% Alorvastatin 20 mg
KDIGO? Primary or secondary prevention Statin

Careky

Nztional Insti rH
Ing] 1202041111133 s
2 201 DO 10 1135nezrni-2014-3056
1astaccessea Ontober 2020). 5 KDIGG. Kidnay Int Supp 201:

20,43(Supp 1FST11-51724 3 elIni Brinsh Societies
2015 Avaitatie 31 hitp Mvaww nics org ukiGudancaC G131

Assonaton Dianefas
pld modification Sey
—273
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s Tirkét qua SPARCL & TST,

6/ AHAJASA Guidelines 2021 khuyén céo

Secondary prevention of stroke Secondary preventionof stroke Secondary prevention of stroke
in very high-risk patients )y | in patients with ASCVD ‘ \ in patients without CHD

Ischemic stroke

; e Ischemic stroke or TIA No known CHD
ischemic stroke + very high nak + Atherosclerofic disease® No cardiac sources of embolism
LDL-C >100 mg/dL (=2.6 mmol/L)

~

Atorvastatin 80 mg/day
(Class 1, Level A)

~
‘Taking maximally tolerated
statin + ezetimibe
~
~

~
~

~

PCSK9inhibitor
(Class 2a, Level B-NR)

Kleindorfer DO et al. Stroks. 2021.52:¢364-¢467 Please referto the guideline forfurther informafion
CHD, coronary heart di ; LDL-C. low-di ylipoprotein cholasterol, alntracranial, carotid, aorlic, or coronary disease TIA, transientischemic atiack

aStroke +anothar major ASCVD or stroke plus multiple high-risk conditions
HOI NGH| KHOA HOC THU"G'NG MIEN NAM 2024 28

PCSKE, proprotein corvertasa subtilisin'kexn type 9; TIA, fransient ischamic attack
Please referto the guideline for further Information
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&¢) NOI DUNG CHINH

1. TONG QUAN VE CAC YEU TO NGUY CO BENH LY TIM MACH TIEN TRIEN
2. VAI TRO STATIN TRONG PHONG NGUA NGUYEN PHAT VA THU PHAT
BENH LY TIM MACH XO VUA W /
— Nghién ctru nén tang vé vai tro ﬁstat\in‘ t“rsbngv phong nglra nguyén phat va thw
phat bénh ly mach mau. I 4
— Tt nghién ctru dén khuyén cao th"u_“rc‘.“ hé‘nﬁs':
—Loi ich cua statin trong cac bénh ly than va gan nhiém mé.

« 3. KET LUAN
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;v;4;:;;":7§{' PLANET land Il : Tac dong cua atorvastatin va rosuvastatin Ién chirc nang than o bénh
W (’\'/ nhan mac bénh thdn man co va khong c6 dai thao dwdng kém theo.

PLANET ! and |l were multicenter, randomized, double-blind studies

Tailntpopiaron ‘ 52 weeks follow-up
PLANETI ‘ -
. Typel or |l diabetes > Rosuvastatin 40 mg/day
PLANETII S84 4
. Nodhibetss PLANEF ".” _325(;\ —fH—> Rosuvastatin 10 mg/day
Both studies PLANET II; n7220%

. i - N { :
Mogeras projeinuesh A B B> Atorvastatin 80 mg/day
+  Hypercholesterolemiac A N |

- ACEisorARBsfor23 J
months prior to screening [ h

Primary endpoint: Within-group change in urinary protein/creatinine ratio (Ugcg)

from baseline to Week 52 or last on-treatment observation carried forward (Week 52 LOCF)

on-to-treat (ITT) popuiations & Urinaryprotein/creatininz ratio 500-5.000 mals cFastng LDL-C =30mgidL (2
g ARB, angictenainreceplor blocker

i .33 mmeliL.
« ACEi. angiotensin convarting enzyme inhibitor, ARB, ang >ceplordlo
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(P . X s s R TT—
l‘fa(;:‘. PLANET I: Tac dong cua Atorvastatin va Rosuvastatin trén giam ti 1é
\ ‘/ Protein/creatinine niéu
14 5 4 Rosuvastatn 10mg e Rosuvastatn 40mg % Atorvastatin 80 mg
E
12 — s
® - o " I
g = ——
f e i
= W ni N pP=U.
2 J | p=0.033
@ 08— i j -
o L) 8 —_
&
> 06
b -5 -
o
il
I T T T T T
0 14 25 39 52 LOCF
Number of patients Time (weeks)
Rosuvastatin 10 mg 107 103 97 96 95 107
Rosuvastatin 40 mg 116 112 107 1086 106 116
Atorvastatin 80 mg 102 96 91 88 82 102
« [DaEaems paceling on-tfreatmient rafies, =rror nars are 95% Cls LOCF marks Waakata account TQ"’v‘? IpatantsIniTT populaton
o [TT intent 23l LOCF, 1as1obsevalion camed orwalg, LIPCR. urinary proteinicr ninaralio
* pvaluesare vs beseline
Da Zeeuw D, ot 31, Lancet 2015:3:161-190 HOI NGH] KHOA HOC THU"G'NG MIEN NAM 2024 31
/f::?:h*\\ = i = & = 7 7 i
'\ﬁ@' PLANET |: Tac ddng cua Atorvastatin va Rosuvastatin trén thay déi eGFR
2 < 4 Rosuvastatin 10mg @ Rosuvastatin 40mg & Aforvastatin 80 mg
0 . ) [ T
TR 1
o= = 0.21
5 T p=u.
gd ’ I p=0.0098
SE ‘ p=0.0020
63 66— \
E
_8 -
0 ~,
T T T T T I -
0 4 8 14 26 39 52 LOCF
Number of patients Time (weeks)
Roswvastatin 10 mg 107 106 104 103 95 107
Rosuwvastatin 40 mg 116 115 112 111 109 104 109 116
Alorvastatin 80 mg 102 89 98 a7 92 86 86 102
+ Data sramaanbacaline: on-troatmeant ratios Error bars are 98% Cls. LOCF marks 524vaskdataaccountingfor all patients iniTT popuiztion
v pvzlussare ve taseling
+ Do ZasuwD, ot al Lancet201E;3:181-100
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r\;@\ Loi ich cha Statin trong bénh canh gan nhiém mé

Management Algorithm for NAFLD - Overview IMPAIRED

GLUCOSE
High-risk groups METABOLISM
for the development
of NAFLD

ATHEROGENIC
DYSLIPIDEMIA COAGULOPATHY

Predisbetes : Prevention of

X Cardiovascular Management of
20 Discasa 1. Obesity
- 2. Diabetes
Obesity! \ % Hpensuson ENDOTHELIAL GUT

MICROBIOME
and/or

22 cardiometabolic
risk factors?

Hepatic steatosis Fibrosis Risk Stratification !
[onimaging) 2 cevses’

=5 / * \ > S

lowkek | ndetemicsaRik | MR " STATING MODULATE:

DYSFUNCTION CHANGES

(301U
ADNOVIFTONK ALT = ARNINE 3miroTsionse AST = Aspatate arncm*fwm E3=TyoR 1Cabotos metitu . . . . .
 Abposty 201 xs dagrorte pres o daseasf chioby il ooty sl s st -Small Guanine Triphospate Binding Proteins
RIS IBURUD0N, TN IS TEsUtng nom(hlcrwmv‘w WIT et Kst,
2. Confiomasabelic ik facrm of e metabiolc syndrome sr vilat cocumisnce i iaches men 35 rches worsen (g cadcha G ngidL, HOLC 10mg man, 60 mg/éL oo, 09 - Kupffer Cell Crown-Like Structures

X015 ath L 10g plasrd gcom T gL NCEP ATP

3 (AST e ALT) e s tewonen . -Paraoxonase 1
- 1 deficncy, SV mrww; TUNTION, Reruipoprclnentl, Femochrnalos s mist ksom
(4 -Stellate Cells

-Liver Endothelial Cells |

hitps://dai org/10 1016/ eprac 2022 03 510 \ -P! Olnﬂammatory factors Y
J/dai orgi10 1016/ eprac 2022 03 010 Accessed Jan 2024 N
- & |

f\w KET LUAN

Atherosclerosis is caused by the trapping and retention of

apoB-containing lipoproteins within the artery wall

* As more particles are trappedin the artery wall over time —
atherosclerotic plaque develops slowly and progresses

Thei‘eforg‘,";LDL and other apoB-containing
lipoproteins have both a causal and a cumulative
f effect on the risk of atherosclerosis

‘ . Cumulatlve exposure determines plaque burden and
| cdrrespondlng ASCVD risk
‘ A
Thus the rlsk\of qtherosclerosrs and the benefit of
llpld lowering, tﬁeraples is determined by BOTH
the magnitude and duration of exposure to LDL and
other apoB-containing lipoproteins

“Loweris better, Earlier is better, and Longeris better”
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