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THA KT khi chwa dat muc tiéu+ =23 nhém thudc
ha ap khac co ché, & liéu toi da hodc dung nap
toi da, trong d6 bat budc phai co: 1 thudc tre
ché hé RAA (ACEi hoac ARB), 1 thudc chen
kénh canxi tac dung kéo dai, 1 thudc loi tiéu
(wu tién loi tiéu thiazide-like). THA khang tri
cling bao gom nhi¥rng bénh nhan dat muc tiéu
huyét 4p nhwng can =4 thudc ha ap. Chan doan
chi dwoc dat ra sau khi da loai trir do HA sai,
hiéu &ng “4o choang trang” va khéng tuan tri.

THA khang tri dwoc dinh nghia la

du da dung phéac do tdi wu gdbm  thudc ha
ap ( ), & lieu phu hop, sau khi: xac
nhan tuan tha diéu triloai trlr THA do choang trang

bang do HA ngoai phong kham (HBPM/ABPM).

ESC cling cong nhan nhom “controlled resistant
hypertension”: kiem soat dwoc HA nhwng phai dung 24
thudc.




THA KHO KIEM SOAT, KHANG TRI

KHAO SAT TINH HINH TANG HUYET AP KHO KIEM SOAT VA TANG HUYET
AP KHANG TRI TAI BENH VIEN TRUONG DAIHOC Y DUC CAN THO

Tran Kim Son', Nguyén Quan Dite Minh!

B Untreated hypertension

Hl Controlled hypertension,
no criteria for resistant
hypertension

B Uncontrolled hypertension,
no criteria for resistant

hypertension

Bang 2. Ty Ié tang huyét ap kho kiém
soat va tang huyét ap khang tri

n (%) M Resistant hypertension
THA khé kiém soat 136 (55)
THA khang tri 23 (9,3)
THA khang tri/THA khé kiém soat|23/136 (16,9)

Unpublished data referring to 586 hypertensive patients accessing for the first time to a
hypertension outpatient clinic in Pisa, Italy

Tran, K. S., & Nguyén, Q. Birc M. (2025). KHAO SAT TINH HINH TANG HUYET AP KHO KIEM SOAT VA . . . Q_ .
TANG HUYET AP KHANG TRI TAI BENH VIEN TRUONG BAI HOC Y DIOC CAN THO. Tap Chi Y hoo Viet European Cardiology Review, 2016;11(1):8—11 DOI: 10.15420/ecr. 2016.11.1

Nam, 554(3). https://doi.org/10.51298/vmj.v554i3.15803
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QUAN LY THA KHANG TRI

2024 ESC Guidelines for the management of
elevated blood pressure and hypertension

Office BP = 140/90 mmHg despite 3 or more BP-lowering medications
at maximally tolerated doses, including a diuretic

l

Referral to hypertension centre should be considered
(Class lla)

* Exclusion of secondary and pseudo-resistant hypertension

+ Treatment optimization of BP-lowering medications (ideally three-drug SPC)

|

True treatment-resistant hypertension

|

Spirenolactone

If spironclactone is not tolerated: eplerencne
(Class lla)

|

Beta-blocker (if not already recommended for a compelling indication)
(Class lla)

Interventional
therapy

Intensification of l

pharmacotherapy Shared risk-benefit discussion

- Alpha blockers and multidisciplinary assessment

* Centrally acting
BP-lowering drugs

4
L

Renal denervation

- K* sparing diuretics
+ Others (Class lIb)
(Class lla) If BP remains uncontrolled
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AHA Scientific Statement

Resistant Hypertension: Detection, Evaluation, and Management
A Scientific Statement From the American Heart Association

Evaluation of Resistant Hypertension

Confirm Treatment Resistance
Clinic BP >130/80 mm Hg and patient taking 3 or more antihypertensive agents
(including a long-acting calcium channel blocker, a blocker of the renin-angiotensin
system [ACEI or ARB] and a diuretic) at maximal or maximally tolerated doses

Management of Resistant Hypertension

\',

Exclude Pseudoresistance
« Confirm adherence to antihypertensive therapy
o Perform 24-hour ambulatory BP monitoring (if unavailable, use home BP
monitoring) to exclude white-coat effect

Step 1
Ensure low sodium diet Optimize 3-drug
(<2400 mg/d) regimen
Maximize lifestyle interventions: Ensure adherence to 3
Exclude other causes of » 26 hours uninterrupted antihypertensive agents
hypertension, including sleep of different classes
secondary causes, white- + s Overall dietary pattern + (RAS blocker, CCB,
coat effect and medication +  Weight loss diuretic) at maximum or
nonadherence ¢« Exercise maximally tolerated
doses. Diuretic type must
be appropriate for kidney
function.
BP not at target ‘

Step 2

Substitute optimally dosed thiazide=like diuretic: ie, chlorthalidone or indapamide® for the prior

\‘

Assess for Secondary Hypertension

¢ Primary aldosteronism

« Renal parenchymal disease

* Renal artery stenosis

* Pheochromocytoma/paraganglioma
¢ Cushing syndrome

¢ Obstructive sleep apnea

» Coarctation of the aorta

¢ Other endocrine causes (Table 3)

\‘

diuretic.
BP not at target ‘

Step 3

Add mineralocorticoid receptor antagonist (MRA): spironolactone or eplerenone™

Assess for Target Organ Damage

Ocular: funduscopic exam

Cardiac: left ventricular hypertrophy, coronary artery disease
Renal: proteinuria, reduced glomerular filtration rate
Peripheral arterial disease: ankle/brachial index

CAN THO UNIVERSITY OF MEDICINE AND PHARMACY

BP still not at target Note: Steps 4-6 are suggestions on the basis
of expert opinion only and these steps should

be individualized.

Step 4

Check heart rate: unless <70 beats/min, add p-blocker (eg, metoprolol succinate,
bisoprolol) or combined a-p-blocker (eg, labetalol, carvedilol). If p-blocker is contraindicated,
consider central c-agaonist (ie, clonidine patch weekly or guanfacine at bedtime). If these are

not tolerated, consider once-daily diltiazem.

BP still not at target ‘

Step 5

Add hydralazine*** 25 mg three times daily and titrate upward to max dose; in patients with
congestive heart failure with reduced ejection fraction, hydralazine should be administered on
background isosorbide mononitrate 30 mg daily (max dose 90 mg daily).

BP still not at target

Step 6

Substitute minoxidil™* 2.5 mg two to three times daily for hydralazine and titrate upward. If BP still not
at target, consider referral to a hypertension specialist and/or for ongoing experimental studies—
www.clinicaltrials.gov.
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TRUC ALDOSTERONE

Kidney
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PATHWAY-2

The PATHWAY-2 gia thuyét:

*Tang huyét ap khang tri chu yéu la mot tinh trang
gitr muoi (sodium-retaining state).

*Do d9, bo sung diéu tri loi tiéu — dac biét Ia
spironolactone — la bién phap hiéu qua nhat dé ha
huyét ap.

*Hiéu qua nay thé hién rd khi spironolactone duorc
thém vao phdac d6 d3 bao gom it nhat 3 thudc:
thudc &rc ché men chuyén hodc chen thu thé
angiotensin, thudc chen kénh canxi, va mét thudc
loi tiéu.

Williams B, et al. Lancet 2015

Home BPF (mmHg)

Systolic

Diastolic

1504
148
1464
1441
1421
1401
1284
138-
1344
861
B4
821
80+
78-
76"

PATHWAY-2 Primary Outcome

|— p<0.001 —

I- . — p<0.001 |

v

Baseline

Placebo Spironolactone Doxazosin

Bisoprolol




Q) PATHWAYMemanIama Study

Cikd Trear hperiauce

PATHWAY-2 Mechanisms study

4 ™
Doxazosin MR
Randomisation 4-8mgo.d.
Screening for \ - { Haemodynamic }
Resistant Hypertension studies
* Treatment A+C+D 4 N Home Systolic BP 4 ™\
° * _ .
DOT ’Fo exclude non Spironolactone measured at
compliance I —— _> 25 — 50 g Placebo
* Home BP to exclude white 4 week mg o.d. 6 and 12 weeks
coat hypertension Single blind placebo run in - ( Haemodynamic o ( Haemodynamic
QCIUdEd / Clinic Systolic BP measured
Baseline -~ ~ at 6 and 12 weeks
. Plasma Renin . / \
*DOT = Directly Observed Therapy Aldosterone, Bisoprolol Amiloride
L Aldosterone 5-10mg o.d. Open-Label
Renin ratio J .
r \ - ( Haemodynamic 12 week Run
Haemodynamic L studies out
i studies ) K 10 -20mg o.d. /

12 weeks per treatment cycle
Forced titration; lower to higher dose at 6 weeks
No washout period between cycles



Q) mAYMGMSmm Study
Cirkd Traa r ihperiauce

N ~
Pathway-2 RCT (n=314) Muc tieu
/ N
~* Xac dinh mo6i quan hé gitta néng d6 renin va
Plasma Aldosterone, Renin and Ratio aldosterone nén v&i dap ng huyét ap khi diéu tri
(n = 126) ha huyét ap va khi dung gia duoc.

 « Danh gid tdc dong cua cac diéu tri 1én cung lugng

_ _ tim, sirc can mach hé théng va thé tich dich co thé
Haemodynamic Studies

B bang phuwong phap do tr&d khang tim

(n =226) mach(impedance cardiography, Cardiodynamics

| BioZ®, Hoa Ky).
Amiloride study e Xac dinh liéu amiloride liéu 10-20 mg/ngay cé
(n = 146) niéu qua ha huyét ap tuwong dwong spironolactone

iéu 25-50 mg/ngay trong diéu tri tang huyét ap
<hang tri hay khong.




Impact of baseline Renin, Aldosterone, and Aldosterone/Renin

Q) mwe!hﬂemanlama Study

Sk Tres r Ihperizuce

ratio on the BP response to placebo and spironolactone

-10 |

Change in home systolic BP mmHg

10 100

Renin (mU/L)

100

Aldosterone (pmol/L)

1000 01 1 10 100

Aldosterone / Renin ratio

Placebo
No significant relationships

Similar result for doxazosin and
bisoprolol

Spironolactone

Renin mass: r20.108, p<0.0002
Aldosterone: r2=0.025, p=0.0524
Aldo/ Renin: r20.130, p=0.0001



Relationship between renin and aldosterone levels In

resistant hypertension

____________________________

1200~ < _ i o )
700 - o g ----2-@.--e--"7" o p=0.340 for the linear term
R : :
3 aoo. p=0.0215 for the quadratic term*
E -
i | :
& . S
5 200- o " Very few patients with low renin and low
IS . --—-aldosterone
ke,
% e AT i "“Many more patients with a relative increase in
_---aldosterone despite a low renin
50 -

O 95% Confidence Limits -

l eGFR: 96mls/min/m?
100 1000 24hr urinary Na*: 150mmol/24hrs

Renin (mU/L)

- — — 95% Prediction Limits Quadratic equation:
aldosterone=2.365-

0.0309*renin+0.0806*renin*renin

Regression



Interpreting stimulated plasma renin and aldosterone to select
physiologically individualized therapy for resistant hypertension:
importance of the class of stimulating drugs

Phenotype Unstimulated  Diuretic only ACEY Duwretic+  Primary treatment A200 b (
=13 =9 ARB only  ACEI/ARB | - 1
5% 0% a=)) a=dD % °oc’ -
B8% B2 $ by i
- = W 4
| - : oh 1 :
Liddle 34.6% 25.0% 9.9% 9.0% Amiloride g 1 . 7 0
- o .
[nappropriate aldo ~ 28.8% 3.0% 12.7% 18.0% Aldo antagonist g :; 0 -230 1
sectetion ¢ A 3 T :
| m I g \ d
Renal 11.1% 8.1% 12.7% 14.6% ACEVARB ; L L : L I
Mixed 55% W% 647%  583%  Combinaions . L 0
R ACEiiA;“BIfrl])iuretic Mo stmulaton Wb Nostmuator Wi No stmulation
ACE; angiotensin converting enzyme tnhibitor, ARB angiotensin receptor blocker, Aldo aldosterone ACE/ARBIDluretc ACEIARBIDiuret
*Amiloride with low aldosterone, aldosterone antagonist with high aldosterone, plus CCB and other classes Beta blocker Beta blocker Beta blocker

renin thap/aldosterone thap (kiéu Liddle)

renin cao/aldosterone cao (kiéu hinh than) A o ]
renin thap/aldosterone cao (khéng thich hop) https://doi.org/10.1038/s41440-019-0327-2



CAC RCT & BAI HOC CAN CHU Y

PATHWAY-2

Bai hoc: Phan I&n bénh nhan tang huyét ap khang tri cé renin thap nhung
aldosterone khong thap twong &*rng - goi y & mudi — nudc va kich hoat
aldosterone doc lap renin. Spironolactone 13 lua chon uvu tién s6 1 (thuoc
th&r 4) cho THA KT (aldosterone excess).

AMBER (Lancet 2019): Cé thé duy tri spironolactone & CKD néu kiém soat
tang K* = Khong loai bo MRA chi vi CKD = quan ly K* chu dong.

CLICK (NEJM 2021): Chlorthalidone van hiéu qua & CKD tién trién - Téi vu
lgi tiéu trwdce khi két ludn “khang tri”

Sl

4 %
&5

TRUDONG DAI HOC Y DUQC CAN THO 1. Lancet 2015; 386: 205968
CAN THO UNIVERSITY OF MEDICINE AND PHARMACY 2. Lancet 2019: 394: 1540—50

3. N Engl J Med 2021;385:2507-19.
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Thiét ké&: Pha 3, da qudc gia, ngau
nhién, mu déi, doi chirng gia dugc

796 bénh nhan (=73% THA khang
tri)

Nén: >2 thudc (THA chua kiém

e N°

soat) hodc =3 thubc cd loi tiéu
(THA khang tri)

Can thiép: baxdrostat 1 mg/ngay,
2 mg/ngay hodc placebo — 12 tuan

Tiéu chi chinh: thay doi HA tdm
thu tai tuan 12

TRUOGNG DAI HOC Y DUQC CAN THO
CAN THO UNIVERSITY OF MEDICINE AND PHARMACY

End Point

Primary end point: change in seated SBP from
baseline to 12 wki

No. of patients

Least-squares mean placebo-corrected difference
(95% Cl) —mm Hg

P value
Secondary end points

Change in seated SBP during randomized-withdrawal
period: wk 24 to 323

No. of patients

Least-squares mean placebo-corrected differ-
ence (95% Cl) —mm Hg

P value

Change from baseline in seated SBP up to wk 12
in the resistant-hypertension subpopulation§

No. of patients

Least-squares mean placebo-corrected differ-
ence (95% CI) —mm Hg

P value

Change from baseline in seated diastolic blood
pressure up to wk 129

No. of patients

Least-squares mean placebo-corrected differ-
ence (95% Cl) —mm Hg

P value

N Engl J Med 2025;393:1363-74.

Baxdrostat, 1 mg

264
~8.7 (-11.5 to -5.8)

<0.001

NA
NA

NA

187
9.1 (-12.6t0-5.7)

<0.001

264
-3.3 (-5.2to-1.4)

0.001

Baxdrostat, 2 mg

266
9.8 (-12.6 to -7.0)

<0.001

172
5.1 (-8.3to-1.9)

0.002

199
9.8 (-13.1t0-6.4)

<0.001

266
-3.9 (-5.7 to -2.0)

<0.001

N EnglJ Med 2025;393:1363-74.

Placebo

263

85

192

263



THA khang tri thuwong la trang thai gity
mudi — renin thap — aldosterone khong
phu thudc RAAS

Aldosterone khong chi gdy tang HA ma
con:— xo hoa tim — mach —than— stress
oxy héa-> tén thuwong ndi mo

Chen MRA nhung:— gay tang aldosterone
bu trir=> tang K*, tac dung phu ndi tiét

Aldosterone synthase inhibitors (ASl):—>

chan truc tiép CYP11B2—> | aldosterone

tan gdbc—> han ché “aldosterone

breakthrough”% tac dong ca co ché
ONZGER tfhdup B v ovoc cin o

CAN THO UNIVERSITY OF MEDICINE AND PHARMACY

Aldosterone ynt ase nnibition Vineralocorticoid Receptor
Variable W|th Baxdrostat Antagomsm

Enzyme actvities
Aldosterone synthase activity (CYP11B2) Decreased Increased
11-hydroxylase activity (CYP1181) Unchanged Unchanged
Hormone levels
Aldosterone pathway
T — L —T)
Plasma 11-deoxycorticosterone leve Increased Increased

Cortisol pathway

Plasma cortisol evel Unchanged Unchanged
Plasma 11-deoxycortisol level Unchanged Unchanged
Plasma corticotropin level Unchanged Unchanged
Receptor status
Mineralocorticoid receptor Unblocked and not stimulated Blocked
Mineralocorticoid receptor-independent Not stimulated Stimulated
nongenomic patfway
Pharmacodynamic effects
Serum potassiur level* Increased Increased /
Blood pressure Decreased Decreased
Plasma renin activt Increased e |/



BAI HOC QUAN LY THA KHANG TRI DU'A VAO ALDOSTERONE

e Hién tai: spironolactone van la MR/aldosterone condton
o dysfunction
chuan.
@) Tu‘o’n g I ai: | MR overactivation
MR Excess aldosterone AND
overactivation production excess aldos.terone Mechanism
1. ASI co thé tro thanh tru cot mai =
trong THA khang tri. j ‘ J
Add MRA Add AS| Add MRA + AS Intervention
o VA 5 <. . , . therapy therapy therapy
2. Dac biet 0: nguwoi gia, béo phi, \ L /

CKD, tang HA nhay muodi+ phoi e
ho P chién lwoc o natri aldosterone production Outcome
(thiazide, MRA, SGLT2i). i

w"‘—'"w% ‘ ~
$ AA TRUONG DAI HOC Y DUQC CAN THO

l CAN THO UNIVERSITY OF MEDICINE AND PHARMACY JACC: Heart Failure, 13, 12, (102719), (2025).
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PRECISION

'd I A
Renin f\‘«— NO synthase Big-endothelin-1 Endothelial cell
Angiotensin-| Nitric oxide(NO) ®, Endothelin-converting
enzyme (ECE)
Angiotensin-converting @
ELAED) Firibistat (prodrug) y !
Angiotensin-I } Aprocicentan
: Endothelin-1
Anino-peptidase A (35)-3-amino-4-sulfanyl- /E\\‘)&" e - «\
butane-1-sulfonic acid ( 8/ Gp protein A
o (EC32) GUP @) ; P
Angiotensin-1i o \ (phosphatidylinositol
Dilatation 4 5-bisphosphate)
Amino-peptidase N Phospt;ﬂgpase C l
(APN) (PLC)
v IP3 (inositol
Angiotensin-IV trisphosphate)
Steps leading to angiotensin Ill and IV generation in the brain. N 1
EC33 blocks amino-peptidase A and prevents angiotensin I <‘> Ca* release
\ \ 4

TRUDGNG DAI HOC Y DUQC CAN THO
CAN THO UNIVERSITY OF MEDICINE AND PHARMACY

Clinical Kidney Journal, 2024, vol. 17, no. 1, 1-8



PRECISION

A
150+ Part 1: Double-blind Part 3: Double-blind withdrawal
£
E -
E 145
¢
i
=
'§ 1351
o
2 130-
[=
Z
v =
4 125
= ~#- Placebo
2 1209 s Aprocitentan 12.5 mg —4— Placebo
E B Aprocitentan 25 mg -8 Aprocitentan 25 mg
115 T T T 1 1 | T 1
0 [ 12 18 24 6 12 18 24
Hour after dosing at week 4 Hour after dosing at week 40
C
Daytime Night time Daytime Night time
Baseline systolic blood 1409 1413 1416 130.0 1309 131-6 132.8 1334 1215 121:6
pressure (mm Hg)
104 [ Placebo 1 [ Placebo A
g [ Aprocitentan 12.5 mg i & Aprocitentan 25 mg i
[ Aprocitentan 25 mg
o 6+ - 4
5=
e f 47 T .
W
E o - - |
EE 0 =} = s = = = an e a e a oy PR AP = .._IT.IWJ..__
23
E g -2 I_I_[ . | { 4
= . - -
E.,-g -4
23 64 - -
L
U 8 - i
-10 - T -
1
-12 | T 1 T T ¥ 1 T 1 T 1
Mumber of patients 179 175 182 178 174 182 203 205 203 204

From baseline to week 4 From baseline to week 4

Fram withdrawal baseline (week 36)
to week 40

From withdrawal baseline (week 36)
to week 40

Thiét ké

=2
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A
150+ Part 1: Double-blind Part 3: Double-blind withdrawal
o
I
E - R [ L]
e ¥\ =3.7 déen -3.8 mmHg (p=0.004 HA tang lai +5.8 mmHg
g
3 140 4
g
E 135-
o
¥ 130
=]
£,
o 125+
% ~#- Placebo
2 1209 s Aprocitentan 12.5 mg —4— Placebo
_E - Aprocitentan 25 mg —&- Aprocitentan 25 mg
115 T T T 1 1 | | 1
0 6 12 18 24 6 12 18 24
Hour after dosing at week 4 Hour after dosing at week 40
C
Daytime Night time Daytime Night time
Baseline systolic blood 1409 1413 1416 130:0 130:9 131:6 132-8 1334 1215 121:6
pressure (mm Hg)
105 [ Placebo . [ Placebo 7 T
g [ Aprocitentan 125 mg 4 3 Aprocitentan 25 mg 4 T
[ Aprocitentan 25 mg
g 6 - -
==
22 47 Ke N | . A ’
W
£ 21 Huyét ap phong.kham (tuan 4) - '
27 oy rAprocitentan-12.5 mgy=15.3 mmHg e e sombe....
0
E 24 c 4 1. 4
i ocitentan 25 mg:-1 H |
E,‘é -4
S5 1 . .
&7 4l ; | |
104 1 J t J
-12 T 1 T I T T 1
Mumber of patients 179 175 182 178 174 182 203 205 203 204

From baseline to week 4

From baseline to week 4

From withdrawal baseline (week 36)
toweek 40

Hiéu qua

Lancet 2022; 400: 1927-37

From withdrawal baseline {week 36)
taweek 40



CAC RCT & BAI HOC CAN CHU Y

PRECISION

PRECISION la bang chirng pha 3
dau tién khang dinh truc endothelin 13
dich diéu tri thyee sw trong tang huyét

Aprocitentan khong thay thé
spironolactone, ma la
lwa chon bo sung dac biét

ap khang tri. ‘ .
| phu hop khi:
Aprocitentan: 1. Khéng dung nap MRA
Ha HA c6 y nghia, ca phong kham va 2. Tang kali mau
ABPM 3. CKD
4. THA vé dém

Hiéu qua manh ban dém
Co loi trén albumin niéu
Khong gay tang kali mau
ARNg. Ry, dRC NG, U dich
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CAC RCT & BAI HOC CAN CHU Y

SYMPLICITY HTN-3

Phuwong phap: Banh gia hiéu qua that sw
cUa triét dot than kinh giao cdm ddng mach
than (renal denervation — RDN) & bénh nhan
THA khang tri nang.

Thiét ké: RCT, don mu, sham-controlled
535 bénh nhan

Nén: =3 thudc (co loi tiéu)

Tiéu chi chinh: thay déi HA tdm thu phong
6théng

N Engl J Med 2014;370:1393-401.




CAC RCT & BAI HOC CAN CHU Y

SYMPLICITY HTN-3

Office Systolic Blood Pressure (mm Hg)

[ Baseline [l 6 Months 7] Baseline [ 6 Months
Difference in change, -2.39 mm Hg (95% Cl, -6.89 to 2.12) Difference in change, -1.96 mm Hg (95% Cl, -4.97 to 1.06)
P=0.26 P=0.98
. . | |
CTTE" g;;nabaseh:le, CT?"?gf grgr;basell:ie, Change from baseline, Change from baseline,
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BAI HOC TU RADIANCE-HTN TRIO [

Ultrasound renal denervation for hypertension

SYM PLI CITY HTN -3 resistant to a triple medication pill

A randomized, multicentre, single-blind, sham-controlled trial

A\ V 4 A\
N N Y 4 N [ ] N 1
1 ‘ a n tO I UJ l l h O a dl e l l trl n O I . Objective: To assess the efficacy and safety of endovascular ultrasound
n @ renal denervation in patients with hypertension resistant to three or
u | |

more antihypertensive medications

khoa truedc khi RDN.

1 3 6 Inclusion criteria: Age 18-75 years; having office blood
pressure of at least 140/90 mm Hg despite three or more
Patients antihypertensive medications including a diuretic.

2. Ky thuat va phwong phap
can thieép con han cheé.

Renal @ Sham
denervation ‘ : ’ procedure
(n=67)

(n=69)

Reduction in daytime ambulatory systolic
blood pressure (mmHg)
median bw-group diff-4-5 mm Hg p=0-022

Full adherence to the combination medications
at 2 months among patients (%)

SPYRAL HTN-ON MED - Lancet 2018

RADIANCE-HTN TRIO — Lancet 2021

P =0-99

RADIANCE Il - JAMA 2023

No differences in safety outcomes

Lancet 2018; 391: 2346-55
Lancet 2021; 397: 2476-86

. . Conclusion: Compared with a sham procedure, ultrasound renal denervation reduced
JAMA. 2023’329(8)651 -661 blood pressure at 2 months in patients with hypertension resistant to a standardised
triple combination pill. If the blood pressure lowering effect and safety of renal
denervation are maintained in the long term, renal denervation might be an alternative
to the addition of further antihypertensive medications in patients with resistant
hypertension

Azizi et al. The Lancet 2021 https://doi.org/10.1016/S0140-6736(21)00788-1 m Visualmed



GAP EVIDENCE
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GAP EVIDENCE
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GAP EVIDENCE

BENH DONG MAC

Top 10 Research Priorities

Health Care Priority topics

Workforce 1 Cost-effectiveness of combination therapy

2 A system allowing hypertension care closer to home

EINAncIng. 3 Trained community health workers to refill, initiate,
careDelivery and titrate antihypertensive medications
= mproved 4 Nurses to diagnose and treat hypertension
I:B Cdreaeliverny : . . .
or 5 Gaps in the medication supply chain
._ VESE I 6 [Integrating the management of hypertensionand
O other diseases
Jd Digital approaches for improving medication
 Service Delivery: sitalapp provins
System | Optimal approachesto train healthcare workers
A Financing hypertension control programs
e 10 Implementation research on task-sharingapproaches
D" e



GAP EVIDENCE

» Bai hoc: Phai toi wu héa liéu loi tieu
(Chlorthalidone/Indapamide) trwdc khi két luan khang tri (loai
trr nguyén nhan?)

 (Gap Evidence:
v' Su an toan dai han cua cac can thiép RDN.
v' Hiéu qua phdi hop nsMRA va thudc chen Endothelin.

v' C4 thé héa diéu tri dwa trén kiéu gen va nong dd Renin.




THONG DPIEP MANG VE

Luon tim nguyen nhan (THA thw phat) va loai trtv THA KT
"gia" bang do HA lwu dong (ABPM).

Spironolactone van la "tiéu chuan vang" cho thudc hang th 4.

Uc ché tryc tiép Aldosterone va Endotheline mé ra co hoi méi
trong diéu tri THA khang tri.

Renal Denervation 1a mét lwa chon can thiép kha thi khi diéu
tri ndi khoa that bai.

W

4

» »' %
3 %
&2

\

TRUOGNG DAI HOC Y DUQC CAN THO
CAN THO UNIVERSITY OF MEDICINE AND PHARMACY




CHAN THANH CAM ON
QUY DONG NGHIEP

DA LANG NGHE
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HOI NGHI TANG HUYET AP DPONG BANG SONG CUU LONG LAN THU Il
Phuong Rach Gia, An Giang, ngay 03-04 thang 04 nam 2026

THONG BAO SO 1

HOI NGHI
TANG HUYET AP PONG BANG SONG CUU LONG LAN THU Il

Thoi gian: Thir Sau & Thir Bay, ngay 03-04/04/2026
Dia diém: Trung tam Hoi nghi Hoa Giang,
S6 62-64-66 C6 Bac, Phuong Rach Gid, Tinh An Giang

bang ky tham du Hoi nghi: )
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