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CAP NHAT DPIEU TRI BENH THAN MAN
GOC NHIN TU BAC SI TIM MACH

ThS.BS. Mai Pham Trung Hiéu
Phd Gidm déc Bénh vién Tim mach An Giang




BTM lam tang nguy co’ tim mach cho BN
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Bénh than man rat thwong gap trén BN tim mach
va tang NC twr vong

50% CKD/HF? .-
2 Significant valu
30% CKD/STE, 40% CKD/NSTE®S 3 = ovedaiiiaiais
27% CKD/THA3 S -
30% CKD/AF (G3-G5)7 s
&
g 1=
S
25-35% CKD/Stroke* .
53
b ; + : : + : } ;
15 30 45 60 75 90 105 120

eGFR (mL/min per 1.73 m?)

30-40% CKD/T2D?

5 B 3b 3a 2 1

14% CKD/béO phi3 CKD stage

Szlagor, M., Dybiec, J., Miynarska, E., Rysz, J., & Franczyk, B. (2023). Chronic kidney disease as a comorbidity in heart failure. International Journal of Molecular Sciences, 24(3), 2988. https://doi.org/10.3390/ijms24032988

Tomino, Y., & Gohda, T. (2015). The prevalence and management of diabetic nephropathy in Asia. Kidney Diseases (Basel), 1(1), 52—60. https://doi.org/10.1159/000381757
Shrestha, N., Gautam, S., Mishra, S. R., Virani, S. S., & Dhungana, R. R. (2021). Burden of chronic kidney disease in the general population and high-risk groups in South Asia: A systematic review and meta-analysis. PLOS ONE, 16(10), e0258494. https://doi.org/10.1371/journal.pone.0258494

Kelly, D. M., & Rothwell, P. M. (2019). Does chronic kidney disease predict stroke risk independent of blood pressure?: A systematic review and meta-regression. Stroke, 50(11). https://doi.org/10.1161/STROKEAHA.119.025442
Marenzi, G., Cabiati, A., & Assanelli, E. (2012). Chronic kidney disease in acute coronary syndromes. World Journal of Nephrology, 1(5), 134-145. https://doi.org/10.5527/wjn.v1.i5.134

Chart: Circulation. 2021;143:1157-1172. DOI: 10.1161/CIRCULATIONAHA.120.050686
Sidhu, B., Mavilakandy, A., Hull, K. L., Koev, 1., Vali, Z., Burton, J. O., & Ng, G. A. (2024). Atrial fibrillation and chronic kidney disease: Aetiology and management. Reviews in Cardiovascular Medicine, 25(4), 143. https://doi.org/10.31083/j.rcm2504143



https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.3390/ijms24032988
https://doi.org/10.1159/000381757
https://doi.org/10.1159/000381757
https://doi.org/10.1159/000381757
https://doi.org/10.1159/000381757
https://doi.org/10.1159/000381757
https://doi.org/10.1159/000381757
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.1161/STROKEAHA.119.025442
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134
https://doi.org/10.5527/wjn.v1.i5.134

Kiém soat NC TM truyén thong (huyét ap, dwong huyet va quan ly
lipid) la bat buéc dé giam nguy co’ tim mach & bénh nhan CKD

Kiém soat huyét ap:
- KDIGO 2024: SBP <120 mmHg & BN CKD (néu
dung nap dwoc, huyét ap phong kham).
« ESC 2024: SBP 120-129 mmHg trén BN CKD TM-
ndng va eGFR >30 mL/phut/1.73 m? (néu dung nap

duwegc).

Kiém soat dwong huyét:
Pai thao dwdng 1a yéu td nguy co manh cho cé bénh tim
mach (CVD) va bénh than man (CKD).
«  Muc tiéu HbA1c ca thé héa (6.5% — 7.5%).
« Néu co thé dat dwgc ma khdong gay ha duwong
huyét, thi nén hwéng téi HbA1c <7.0%.

Quan ly lipid mau theo ESC:
 LDL-C <70 mg/dL cho CKD Ga3.

« LDL-C <55 mg/dL cho CKD G4/5 (chwa chay than) + gidm =50% LDL-C nén.

@ESC

European Society
of Cardiology

Marx-Schitt, K., Cherney, D. Z. I., Jankowski, J., Matsushita, K., Nardone, M., & Marx, N. (2025). Cardiovascular disease in chronic kidney disease. 2025 STATE OF

European Heart Journal, 46, 2148-2160. https://doi.org/10.1093/eurheartj/ehaf167
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Tuy nhién, trén BTM ty & még va ttr vong do tim mach vﬁ‘n tang ngay ca
sau khi da toi wu héa yeu t6 nguy co’ tim mach truyén thong?

0 eGFR <60ml/min/1.73 m?

7 Traditional

Hypertension Optimal target blood pressure has not yet
een establishe

6 P < 0.0001 been established
Dyslipidemia Characteristic lipid pattern of hypertriglyc-

5 eridemia and HDL cholesterol levels
Smoking —

P <0.0001 Hyperglycemia | Intensive glucose control beneficial to
avoid microvascular complications

Incidence Rate/100 Person-Years
H

3
5 Sv gidm eGFR xuong duéi 6075
mL/phut/1,73 m? lam tang dang ké
1 kha nang mac bén'h déng mach vanh,
BTM G3a dén G4 (15-60
0 mL/phut/1,73 m?) ¢c6 nguy co tor
Major Cardiovascular Cardiovascular All-Cause vong do bénh tim mach cao gép hai
Events Death Mortality ’ p

dén ba lan’

1. Schunk, S. J., & Zimmermann, P. (2025). Cardiovascular risk and its presentation in chronic kidney disease. Journal of Clinical Medicine, 14(13),
4567. https://doi.org/10.3390/jcm14134567.

2. Jankowski, J., Floege, J., Fliser, D., Bohm, M., & Marx, N. (2021). Cardiovascular Disease in Chronic Kidney Disease: Pathophysiological Insights and
Therapeutic Options
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Tam soat BTM

SGLT2i
RASI
Statin
La cac thudc nén
tang

Marx-Schitt, K., Cherney, D. Z. ., Jankowski, J., Matsushita, K., Nardone, M., & Marx, N. (2025). Cardiovascular disease in chronic kidney disease.

Cardiovascular disease in patients with chronic kidney disease

Cardiovascular mortality

Patient presentation

Cardiovascular mortality

Adjusted HR )
40- Cardiovascular disease Adjusted HR
& 401
3.04
l 301
2.0+
i Screening 201
=7 1.54
Chronic kidney disease? UACR
1.04 (measurement of eGFR and UACR) 1.0+
%% "0k,
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" ]
- CKD + ,
Comorbidities CKD + CAD CKD + HFrEF HEmrEF / HFpEF CKD + Afib
Standard of A . . .
care therapy Statin RASI SGLT2i (Semaglutide®)
Specific ASA ARNI é:thIi::i:: ACEi Finerenone Anticoagulation
therapy (Finerenone™®) MRA (Finerenone®)

European Heart Journal, 46, 2148—-2160. https://doi.org/10.1093/eurheartj/ehaf167

*if type 2 diabetes



Str dung ARB/ACEi trong giam tién trien BTM

Hiéu qua trén AIbumin'niéu tang A

tlr mirc trung binh dén nang Tang kali mau,

Cham suy giam chirc nang than Tut huyét ap

(eGFR) Tén thwong than cap

\/ Giam nguy co' suy than giai doan => ngwng thudc.
cudi.

Ngwng thudc lam tdng nguy co’ tlr vong 42%, ting 25% MACE va tang 23% tién trién suy
| than
Liéu dung thuc té€ thwdng thap hon liéu khuyén cao.

khéng BDTD, albumin niéu or ARB) for people with CKD and moderately increased

Mirc khuyén cao trén BN Recommendation 3.6.2: We suggest starting RASi (ACEi
thap con chua cao. - albuminuria (G1-G4, A2) without diabetes (2C).

Georgianos, P. I., Kourtidou, C., Leivaditis, K., Kollias, A., & Liakopoulos, V. (2025). Can we optimize the use of renin-angiotensin-system inhibitors in patients with chronic kidney disease?
Journal Name, Volume(lssue), 185-188
Kidney Disease: Improving Global Outcomes (KDIGO) CKD Work Group. KDIGO 2024 Clinical Practice Guideline for the Evaluation and Management of Chronic Kidney Disease. Kidney

Int. 2024;105(4S): S117-S314.



Khuyén céo khéi tri véi thube tre ché
hé thdng renin-angiotensin-aldosteron

(RAASI) UCMC/U'CTT nhét la khi c6

Microalbumin hoac albumin/protein

niéu:

« G1-4, A3 & BN khong BDTD, G1-4,
A2-3 & BN BDTD — mic 1B;

+ G1-G4, A2 & BN khong BTD — murc
2C khi khéng c6 chdng chi dinh

Trén BN BTM can dung liéu

K

toi da dung nap

-

iém soat huyét ap — BYT 2024

Thube .2 - . . S -
RAASi Liéu khai did | Lidu t5i da Chinh liéu theo chirc niing thin
CrCl =30 ml/phat: khéng chinh lidu.
Benazewtile | 10 mg/nsd S0 m CrCl <30 ml/ phit: Giam liéu khén
azp g/ngay £ dau con Smg/ ngay. Thude khéng qua
mang loc
Thén gian ban huy gia tang khi chire
50 mg, niing thin gidm: CrCl 10-50 mU/phat:
Captooril 12,5-25 mg, §| 3 lin/ngiy 75% liéu hang ngay 12-18 gid; CrCl
PP 2.3 lan/ngay (c6 thé <10 m/phit: 50% liéu mi 24 gio.
450mg/ngay) Loc mau: U.f“mg sau loc mau, khoang
40% qua mang loc
CrCl <30 ml/phiit: ngudi 16m ligu khoi
5 mg, 2 An/neay: 2 3
Enalapril ‘5 40 mg dau 2.5 mg 1 ]:111 ngay; 25 mg ngay
1 lan/ngay sau loc mau; Bénh nhén chura loc médu
liéu dura vao dap tng lam sang
CrCl 10-30 ml/phit: ngudi 1én ligu
N _ 10 mg, khoi dau giam 50%, toi da 40
Lisinopril L 40 mg mg/ngay . )
I lan/ngay CrCl <10 ml/phut: liéu khdi dau giam
con 2,5 mg/ngay. To1 da 40 mg/ngay
) _ | 2mg, Kh{mg sir_dl_ujg khi CrCl *13£_) mli"phl"n.'f
Perindoprnil L 8 mg Perindopril va chuyén hoa ciia né tha
I lan/ngay ua mang loc
9 g 1d
CrCl 61-89 ml/phat: 10 mg ngdy;
inapril 10 mg, 80 CrCl 30-60 ml/phut: bat dau 5 mg 1
Quinapril | | lin/nghy mg lin ngay; CrCl 10-29 ml/phut : it dit
liéu sir dung
Diing 25% liéu binh thwémg khi CrCl
o 2,5 mg, P
Ramipril L 20 mg <40 ml/ phit
| lan/ngdy Do thai t5i thiéu qua mang loc
I mg,
Trandolapril ‘B 4mg C‘rCl <30 rnl p.hLIT.. giam lieu khé dau
| lin/ngay _J) con 0,5 mg/ngdy

E::!Ei Lidu khoi dshl Lidu tdida [ Chinh lidu theo chirc niing thin
O nhirng bénh nhin co CrCl <30
16 mg, ml/phit, AUC va Cmax tang gép don
Candesartan | | lin/ngdy 32 mg khi ding liéu Iip lai. Khéng dao thai
qua mang loc thin nhin tao
Irbesartén 150 mg, 300 m Khéng cin diéu chinh liéu lugng.
1 Ifm.-"ngity & Khéng thai qua loc thin nhén tao
50 mg, Khéng cin diéu chinh liéu luong.
Losartan . 100 mg Khéng thai qua mang loc thin nhin
I lin/ngay tao
AUC ting gip 3 lin & nhimg bénh
nhin ¢6 CrCl <20 ml/phit. Khéng
Olmesartan | -0 & 40 khuyén cdo diéu chinh lidu ban diu
mesartan 1 Iﬁn.-"ngity me cho bénh nhén suy than tir trung binh
dén nang (CrCl < 40 ml/phat). Chua
dugce nghién ciru & bénh nhén loc mau
40 mg, Khéng cin diéu chinh liéu lrong.
Telmisartan . 80 mg Khéng thai qua mang loc thin nhin
I lin/ngay tao
Khéng ¢6 diéu chinh liéu lwong cho
80 mg, - /phit- tha i
Valsartan . € 320 mg C‘rCI - %DmL P!l.m [h“u,l trong knhl
1 lin/ngay ding. Khong thii qua mang loc thin
nhin tao

Hwéng Dan Chan Poan & Diéu Tri B&nh Than Man Va Mét S6 Bénh Ly Than (Ban Hanh Kém Theo Quyét Dinh S6 Qd/Byt Ngay 12 Thang 8 Nam 2024 Cla Bo

Trwdng Bo Y Té)




Hanh ddng sém: kiém tra néng do kali mau dwoc khuyén cdo
khi khé&i tri hodc tang liéu RAASi dén toi da

'NEPHROLOGY s WILEY

Monitor serum K* 1-2 weeks
after initiating or up-titrating RAAS inhibitors
(Exclude pseudohyperkalaemia if K*>5.0 mmol/L)

Consensus statement on the management of
o ¢ ¢ y

hyperkalaemia—An Asia-Pacific perspective

. .. . . ~ . R e “ R . B K'<5.0 mmol/L K* 5.0-5.4 mmol/L K* 5.5-5.9 mmol/L
Sau khi khaoi tri hoac tang liéu RAASI, nén kiém tra nong do kali mau —
trong vong 1-2 tuan trén nhirng bénh nhan nguy co cao nhu dai thio @ @ lr
duong, bénh than man hoac suy tim

REVIEW ARTICLE

Acutely ill or Yes Refer to Figure 4
3.1 | Statementé acute kidney injury* present mp L
g~
After initiation and up-titration of treatment with RAAS Consider the following management as appropriate:
inhibitors, serum potassium levels should be measured 1. Dietary modification
oy - . . . . . 2. Treat metabolic acidosis (if any)
within 1-2 weeks in high-risk patients with DM, CKD, or 3. Avoid hyperkalaemia-associated medications
heart failure.2”7-2° 4. Consider K*-binding resin'
5. Consider diuretic
3.2 I Statement 7 Target K'<5.0 mmol/L
U U
Serum potassium levels should be monitored regularly in Regularly’ monitor serum K*
: : : . fopa 30
high-risk patients who are receiving RAAS inhibitors. FIGURE 3 Suggested algorithm for monitoring serum potassium and

preventing hyperkalaemia in high-risk patients who are receiving
renin-angiotensin-aldosterone system (RAAS) inhibitors.

Desmond Y. H. Yap. Et al, Nephrology. 2024;29:311-324, DOI: 10.1111/nep.14281



Tuy nhién, RASI chwa chirng minh dc
giam ti lé tr vong trén Adv CKD + NC
ton dw Ién

—

Test for subgroup differences: Chi’ = 0.13, df = 1 (P = 0.72), I = 0%

ACEI/ARE  placebo/other antiHTNs Risk Ratio Risk Ratio

Study or Subgroup Ev_e_n(s Total Events Total Weight M-H, Random, 95% CI  Year M-H, Random, 95% CI
L.L1 All-cause mortality (overall)
Lewis 2001 (IONT) 43 289 93 569 14.6% 0.91 (0,65, 1.27) 2001
Brenner 2001 (RENAAL) 158 751 155 762 41.3% 1.03 (0.85. 1.26] 2001 .
Lewis 2001 (IDNT) 44 290 83 567 14.2% 1.04 (0.74, 1.45) 2001 e
Suzuki 2002 0 24 0 24 Not estimable 2002

F) 117 10040 138 1024 0 N NRRINT7A 1111 2010
Subtotal (95% Ch 2363 2946 100.0% 0.97 [0.85, 1.10] % ]

Tt cvens 302 w00
Heterogenaity: Taw® = 0.00; Ch' = 1,38, df =3 (P = 0.71), F = 0%
Test for overall effect 2 = 0.51 (P = 0.61)
1,14 CV mortality (only diabetics)
Berl 2003 (IDNT) 26 289 46 569 29.0% 1.11 (0.70, 1.76) 2003 ——
Berl 2003 (IDNT) 26 290 37 567 27.3% 1.37 10.85, 2.22) 2003 i
Subtotal (95% Cl) 1588 2160 100.0% 1.03 [0.75, 1.41] <
Total events 118 163
Heterogeneity Tau' « 0.03; Chi’ « 3,49, df « 2 (P w 0.17), I = 43%
Test for overall effect. Z = 0.18 (P = 0.85)
0.2 05 : §

ACEI/ARE placebo/other antil

FIGURE 2: All-cause mortality and CV mortality: ACEIs/ARBs versus placebo/other antihypertensive treatment.

lonut Nistor et al.; Nephrol Dial Transplant (2018) 33: 12—22 doi: 10.1093/ndt/gfx072 Advance Access publication 2 July

Brenner B, et al. N Engl J Med 2001;345(12):861-869; Lewis EJ, et al. N Eng J Med 2001;345(12):851-860.
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SGLT2i trong bao vé tim mach & BN CKD

Phan tich gop (11 RCTs, n = 78.607) cho thay:

* SGLT2i giam 9% MACE & bénh nhan BTD c6 nguy co cao ASCVD, HF va
CKD.

« Trong nhom CKD (CREDENCE, DAPA-CKD, EMPA-Kidney; n=15.314),
SGLT2i giam 13% MACE [HR: 0.87 (95% CI: 0.77-0.98)].

Mot phan tich gép khac (13 RCTs, n = 90.409) cho thay:

« SGLT2i gidm 37% nguy co tién trien CKD [HR: 0.63 (95% CI: 0.58-0.69)].

« Hiéu qua nay 6n dinh ngay ca & bénh nhan khéng mac BTP

@ESC

European Society
of Cardiology

Marx-Schitt, K., Cherney, D. Z. |., Jankowski, J., Matsushita, K., Nardone, M., & Marx, N. (2025). Cardiovascular disease in chronic kidney disease. European Heart
Journal, 46, 2148-2160. https://doi.org/10.1093/eurheartj/ehaf167 2025 STATE OF

THE ART REVIEW
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Cac NC RCTs nén tang: SGLT2i chirng minh giam ti

trien BTM dén giai doan cuodi

Outcome data for kidney outcome trials.

CREDENCE'" (Median Duration of DAPA-CKD'! (Median Duration of EMPA-KIDNEY'“ (Median Duration of
Outcome Follow-up, 2.6 y) Follow-up, 2.4 y) Follow-up, 2 y)
Primary composite Canagliflozin 11.1%, placebo 15.5% (HR, Dapagliflozin 9.2%, placebo 14.5% (HR Empagliflozin 13.1%, placebo 16.9% (HR,
0.70; 95% CI, 0.59-0.82); NNT 23 0.61; 95% CL 0.51-0.72); NNT 19 0.72; 95% CI, 0.64-0.82); NNT 27
End-stage kidney disease Canagliflozin 5.3%, placebo 7.5% (HR, Dapagliflozin 5.1%, placebo 7.5% (HR, Empagliflozin 3.3%, placebo 4.8% (HR,
0.68; 95% CI, 0.54-0.86) 0.64; 95% CIL, 0.50-0.82) 0.67; 95% CI, 0.52-0.85)
Hospitalization for HF or death Canagliflozin 8.1%, placebo 11.5% (HR, [Tpagmozin 4.6%, placebo 6.4% (HR,
from CV causes 0.69; 95% CI, 0.57-0.83) 0.71; 95% CL, 0.55-0.92)

CV death

Death from any cause apagliflozin 4.7%, placebo 6.8% (HR,
0.69; 95% CI, 0.53-0.88)

Dapagliflozin Canagliflozin cho thay gidm két cuc gép Nhap vién do suy tim/t&
vong tim mach
Dapagliflozin con chirng minh giam t&r vong trén BN BTM

Madero, M., Chertow, G. M., & Mark, P. B. (2024). SGLT2 inhibitor use in chronic kidney disease: Supporting cardiovascular, kidney, and metabolic health. Kidney Medicine, 6(8)



SGLT2i lam giam tien trién BTM dén giai doan cuoi

70

Dapagliflozin-treated patient
60

50

E
E 40+ X ~ . > N
E Toc dd suy giam eGFR hang
g 4 nam trén nguwoi khée manh:
& ~1.48/year 0,40 - 1,49 (x 0,6)

20° mL/phat/1,73 m?/nam?

10_ __________ p MWERTRAR R YEEES e N o aeeiR i yedls g:l _____

eGFR < 10 mL/min/1.73 m?
° 0 I2 :Il {IS EI! 1I0 1I2 1I4 1I6 1I8 2I0 2I2 2I4 2I6

Time (years)

1. 22 nghién ctru dwoc thue hién trén cac quan thé da dang tlr chau Au, chau A, chau Phi dén chau My, véi sé lwong ngudi tham gia dao dong tir 52 dén 106.366 ngudi, tat ca déu la nguoi
khde manh, d6 tudi tr 18 dén 110, Guppy, M., Thomas, E. T., Glasziou, P., Clark, J., Jones, M., O'Hara, D. V., & Doust, J. (2024). Rate of decline in kidney function with age: a systematic review.
BMJ Open, 14, e089783. https://doi.org/10.1136/bmjopen-2024-089783

2. Madero, M., Chertow, G. M., & Mark, P. B. (2024). SGLT2 inhibitor use in chronic kidney disease: Supporting cardiovascular, kidney, and metabolic health. Kidney Medicine, 6(8)
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Loi ich cua SGLT2i vweort ngoai lovi ich bao vé than

Khaoi tri RASi hay SGLT2i
truéc?

Viéc gidam eGFR ban dau
khi bat dau diéu tri bang
SGLT2i

Initiation

BN c6 nguy co tién trién
CKD thap (eGFR >60 hay
uACR thap) c6 nén khei

tri SGLT2 khéng?

Cé6 nén str dung SGLT2i
cho nguwdi cao tudi?

Khéng can tri hoan khéi tri SGLT2i, vi loi ich cia SGLT2 khéng phu thuéc
vao liéu RASI.

SGLT2i nén duoc khéi tri cing RASI dé téi da hiéu qua bao vé than.

Don tri SGLT2i khi RASi khong dung nap

Giam eGFR thwdng gap khi khai tri,

Khéng nén ngirng thuéc SGLT2i chi vi giam eGFR ban dau, néu khdng
c6 dau hiéu tén thwong than cap hoéc ly do 1dm sang ré rang.
Dapagliflozin con cho thay gidm NC tén thwong than cap.

Loi ich ciia SGLT2i vwrot xa tac dung bao vé than — bao gém cai thién tim
mach, chuyén hoéa va gidm t& vong.
Nén can nhac khé&i tri SGLT2i cho bénh nhan c6 chi dinh, bat ké nguy co’
tién trién cia CKD (thap hay cao).

Nguwoi cao tudi van coé loi tir SGLT2i, ngay ca & nhirng bénh nhan c6 mirc do
giam thé trang khac nhau.

Dapagliflozin dwoc chi dinh véi liéu 10mg dé diéu tri DTD tip 2, Suy tim va
Bénh than man, khuyén céo khdi trj v&i eGFR >= 25 ml/phat/1.73m2 da. Vui
long tham khao thém théng tin ké toa cta thuodc tai Viét Nam.

Madero, M., Chertow, G. M., & Mark, P. B. (2024). SGLT2 inhibitor use in chronic kidney disease: Supporting cardiovascular, kidney, and metabolic health. Kidney Medicine, 6(8)
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Danh gia chi phi - hiéu qua cua dapagliflozin trong
diéu tri bénh than man tai Viét Nam

Kiéu Thi Tuyét Mai"*, Pham Hoai Thanh Van?, L& Héng Minh3

Phan tich chi phi hiéu qua cua Dapagliflozin théng qua mé hinh Markov véi dir liéu ttr nghién
cu DAPA-CKD va DECLARE-TIMI 58
Chi phi y té dwoec tinh toan tr mire gid nam 2023

-

Piéu tri BTM v&i Dapagliflozin gitp

T 0,51 ICER = 78,2 trieu VND < GPD/nguw¢i
Rat dat chi phi - hiéu qua, phu hop vé&i cac

S6 nam séng chat lvong 1
khuyéen cao trong quan ly BTM tai Viét Nam.

(QALY)

Tap chi Y hoc Thanh phé HS Chi Minh - Duoc hoc;28(6):23-33 https://doi.org/10.32895/hcjm.p.2025.06.03



ACC/AHA 2025: M6 hinh CKM tiép can toan dién trong diéu tr

bénh ly tim mach — Than — chuyén hoéa
‘otologies of
/ hypertension

Stage 0: Stage 1: Stage 2:
No Risk Factors Excess/Dysfunctional Metabolic Risk
Adipose Tissue / Factors and CKD

&
Y

A focus on
primordial prevention /
and preserving Nonmetabolic
cardiovascular health etiologies of CKD

Overweight/obesity
Abdominal obesity
Impaired glucose
tolerance

2025 AHA / ACC / AANP / AAPA / ABC / ACCP / ACPM / AGS / AMA / ASPC / NMA / PCNA / SGIM Guideline for the Prevention, Detection, Evaluation, and Management of High
Blood Pressure in Adults



Két luan

 B&nh than man thuwdng xuat hién dong mac trén cac bénh ly tim mach va
lam tang nguy co tr vong.

« Viéc tam soat BTM trén BN tim mach dwoc khuyén cao manh mé trong
cac khuyén céo.

« SGLT2i/RASI dwoc khuyén céao diéu tri buwdc 1 trong diéu tri BTM.

« DAPA CKD (Dapagliflozin) la thudc diéu tién chirng minh giam ti & tl vong
trén BN BTM. Dapagliflozin dat chi phi hiéu qua phu hop v&i nhu cau quan
ly BTM tai VN.
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