PIEU TRI TANG HUYET AP O BENH
NHAN CO BENH THAN MAN

ThS BS Huynh Ngoc Phwong Thao

B6 moén néi PHYD TP HCM



PAT VAN PE

Bénh than man (CKD) la van dé sirc khée tdoan cau,
v&i ti suat mac hién tai 1a 11%, chi phi BT cao, dwa
dén nhirng hau qua nang ne.

Bién chirng: mat chirc niang than va bénh tim mach.
THA vira la nguyén nhan vira la hau qua cua CKD.
THA chiém 50-75% BN bi CKD

THA 1a YTNC tién triéen CKD va bénh tim mach



PINH NGHIA BENH THAN MAN

O T6n thwong than bao gom
, cO thé di kém hodc khoéng
v&i giam doé loc cau than biéu hién bé&i mét trong nhirng
tiéu chuan sau:
- ton thwong bénh hoc

- C4c dau an cua ton thwong than, bao gom nhirng bat
thwong trén XN mau hoac nwéc tiéu, hodc trén hinh anh

hoc.

(2 , kem hoac khong

kém vé&i ton thwong than.



CAC DAU AN TON THUONG THAN

Marker

Protein niéu

Bat thuwong ciin ling nuwéc
tiéu

Biat thwong hinh anh hoc

Bat thwong XN méau va
NT

Biéu hién
Ting bai tiét Albumin hodc protein niéu tdan phan

HC*, BC*, tru té bao, tru hat tho, tru mé&

Biat thwong vé kich thwéc than

Bat ddi xirng vé kich thuéc hoiic chire ning than

Khdi u, Nang, seo trén than

Séi

Thén & nwée hodic nhitng bat thwong khac hé tiét niéu

Hep PM than hoic nhirng sang thwong mach mau khéac

Hoi chirng than hw

Ton thwong dng than (toan hda OT, khiém khuyét bai tiét K,

tieu dwong do thén, tiéu phosphate, Hoi chirng Fanconi)



CACH TINH PO LOC CAU THAN

MDRD don gian GFR (ml/phut/1,73m2) = 186 x (Creatinine mau)- 1154 x (tuoi)?©203

X (0.742 néu nir) X (1.21 néu da den)

Nuéc tiéu 24 giv

UxV
Clo,(mi/mMin) = comp—

P




CAC GIAI POAN CKD va THA

Table 4. Stages of CKD and Relationship to Hypertension

With Kidney Damage* Without Kidney Damage*
GFR With Without With Without
(mL/min/1.73 m? Hypertension Hypertension Hypertension Hypertension

290 1 “Hypertension” “Normal”

60-89 2 ‘Hypertension “} GFR"
with 4 GFR"

30-59 3 3 3

15-29 4 4

<15 (or dialysis) ) )




MOT SO PINH NGHIA

©® Tang huyét ap: khi HA tdm thu 2 140 mmHg va/hoac HA

tam trieong 2 90 mmHg (JNC 7)

® Bénh tim mach (CVD) hay ton thwong co quan dich (TOD)
bao gom:
- Bénh tim (Day that T, tién str Pau that ngwc hoac NMCT,
tien str tai théng mach vanh, hoac suy tim).
- D6t quy hodc thieu mau ndo thdéang qua.
- Bénh bong mach ngoai bién.

- Bénh vOng mac



MUC TIEU PT THA

O Ha HA (A)
® Giam YTNC tim mach & BN c6 hoac khéng THA (B)

© Lam cham tién trién Bénh than man & BN c6 hoac

khong THA (A)



MUC TIEU PT THA

- Piéu chinh thubc ha ap phai xem xét dwa trén mirc do
protein niéu (C)

- Pt THA phai phdi hop voi cac BT khac ciia CKD theo
chién lwoc BT can thiép da yéu to (A)

- Néu c6 mau thuan gitra 1am cham tién trién CKD va
giam YTNC tim mach, thi phai xem xét tirng trwd'ng hop

dwa trén phan tang nguy co (C)



MUC TIEU PT THA

JNC 7 ADA 2003 NKF-KDQI

Targets Blood <130/80 mm Hg <130/80 mm Hg <130/80 mm Hg;
pressure consider lower SBP goal for
Individuals with spot urine
total protein-to-creatinine
ratio 2500-1,000 mg/g
Proteinuria Consider spot total urine

protein-to-creatinine <500-
1,000 mafo
Other CVD  As appropriate for CVD  As appropriate for CVD risk  As appropriate for CVD risk
risk factors ~ risk reduction in highest-  reduction in highest risk reduction in highest risk
risk group group group




CAC DPANH GIA BAN DAU

- Chiso HA

- CKD ( nguyén nhan, GFR, protein niéu, bién chirng
va nguy co’ tién trién)

- Biéu hién LS cta CVD va cac YTNC CVD

- Cac tinh trang bénh ly di kem

- Cac khoé khan trong BT

- Cac bién chirng cua viéc str dung thuoc.

- Ké hoach BT dwa trén giai doan CKD
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BENH PI KEM ANH HUONG THUOC HA AP

Can PT thudc ha ap Bénh tim mach, dan TM TQ, Cwong giap,
Bwou lanh TLT

Thuéc PT lam ting HA NSAIDS, di ing (giam sung huyét), ghép
hoiic dung thudc e ché MD (Corticoid,
Cyclosporine, Tacrolimus)Thiéu mau (EPO),
Tram cam (thudc chong trim cam)

Chong chi dinh véi mét sé thude ha ap

Picu chinh ché d6 iAn hoic thudc twong tac HC nguwng thé lUc ngi, Suy tim, Pai thao
véi thuoc ha ap dwong, Béo phi



CAC NGUYEN NHAN THA KHANG TRI

Qua tai thé tich: An min, BU dich qué nhiéu, PT loi tiéu chwa di

Gia khang tri: HC 4o choang triang, gia THA ¢ ngwoi gid, vong canh tay qua 1ém so véi

bang quin & tay

Tuan tha PT

Xem xét NN thwr phat

Lién quan dén thudc: Liéu thap, sir dung sai loai thudc lgi tiéu, phoi hep thude khong ding,
thudc bat hoat nhanh (Hydralazine), sir dung cuing lic cac loai thude lam THA, twong tac
thudc.

C4c Tinh trang di kém: Hut thudc |4, Béo phi, HC ngung thé khi ngi, Pé khang Insulin,
nghién rwou, Ting thong khi do lo Ling hodic héang s¢, Pau man tinh, co thit mach mau

((arteritis), Hoi cuhirng ndo thwe thé (giam tri nhé...)



TAN SUAT THEO DOI O BN CKD

Clinical Condition After Initiation or Increase in
Dose of Antihypertensive
Theraex

4-12 weeks <4 weeks
SBP (mm Hg) 120-139* 2140 or <120
GFR (mL/min/1.73 m?) 260 <60
Early GFR decline (70) <15 215
Serum potassium (meq/L) >4520r<4.5°  <4.530r>4.5

After Blood Pressure is at Goal
and Dose is Stable

6-12 months 1-6 months

GFR (mU/min/1.73 m?) =60 <60
GFR decline (mL/min/1.73 m2 per year) (Table 67) <4 (slow) 24 (fast)
Risk factors for faster progression of CKD (Table 68) No Yes
Risk factors for acute GFR decline (Table 69) No Yes

Comorbid conditions (Table 71 No Yes




PT THA O BN CKD stage I-1V

- CHE PO AN VA THAY POI LOI

SONG

= CHE PO DUNG THUOC



Ché d¢ in va thay doi 10i song 12 mét yéu
to quan trong trong chien lwgc PT ha ap
va giam YTNC tim mach

<= Han ché mudi dwéi 2.4g/ngay = “KHONG NEM, KHONG
CHAM” (A)

= Ché d0 kiéng :in thay doi theo giai doan bénh thin man. (B)

< Piéu chinh 16i song giam yéu t6 nguy co tim mach (B)

= Gioi thiéu dén chuyén vién dinh duéng trong truwong hop can

thiét (C)



Nutrient Stage of CKD

Stages 14
Sodium (g/d)* <24

Total Fat (% of calories) <30
Saturated Fat (% of calories) <10
Cholesterol (mg/d) <200

Carbohzdrate g% of caloriesz" 50-60

Stages 1-2 Stages 3-4
Protein (g/kg/d, % of calories) 14(~18) 0.6-0.8 (~10)

Phosphorus (g/d) 1.7 0.8-1.0
Potassium (g/d >4 2-4

*Not recommended for patients with “salt-wasting.”
*Adjust so total calories from protein, fat and carbohydrate is 100%.

Cac thanh phan dinh dudng va chat khéang trong ché d¢ in DASH
(Dietary Approaches to Stop Hypertension) theo JNC 7 va che do
dieu chinh CKD giai doan 3-4
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Baseline 2 3 4 5 Tand 8

O (Control Diet == DASH Diet

Thay d6i HA é nguoi tham gia nghién ciru DASH sau 8 tuan can
thiép. (Conlin PR et al. Am J Hypertens 13: 949-955, 2000).
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Figure 6.1. Relationship between the reduction in 24-hour urinary sodium
(reflecting a reduction in dietary salt intake) and the change in blood pressure

in a meta-analysis of modest salt reduction trials.

He FJ. J Hum Hypertens. 2009; 23 (6): 363-384




Blood pressure Proteinuria
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Figure 6.2. The interplay between increased dietary salt, hypertension, and
proteinuria increases the risk for progression of kidney disease.
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An lat con co hiéu qua giam dam ni€u va lam tang tac

dung nay khi két hop véi ACEI hosic ARB va lgi tiéu

@ High sodium
O Low sodium

Proteinuria (grams/day)

@ High sodium
O Low sodium

Losartan Losartan + HCTZ
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Vogt L. J Am Soc Nephrol.
2008; 19 (5): 999-1007

Diastolic blood pressure (mm Hg)

Losartan Losartan + HCTZ




Khong phai tat ca BN CKD déu an lat

Mot s6 bénh |y ong than mo k&, khiem khuyét
tai hap thu muoi & ong than dan dén giam thé
tich dich ngoai bao (bénh than « mat muoi »),

khéng nén c6 ché do an lat.



Thay doi 16i song theo JNC 7

Duy tri

can nang Bo hut

ly twong. thuoc
BMI <25

NO SMOKING

Tap thé | N

duc 30 eee st ity Udng rugu <
phitmdi ' _g& L 30mL/ngay

ngay




Da so0 cac khuyen cao déu cho HA muc

tieu < 130/80 mmHqQ

Group (year) Goal BP (mm Hg) Initial Therapy

American Scociety of HTN (2008) =<130/80 I ACE inhibitor/ARB**

Canadian HTN Society (2007) =130/80 ACE inhibitor/ARB

American Diabetes Association (2005) <130/80 | ACE inhibitor/ARB*

Japanese HTN Society (2006) =130/80 ARB
National Kidney Foundation {2004) <130/80 ACE inhibitor/ARB*

British HTN Sodety (2004) ACE inhibitor/ARB
ISH/ESC (2003) ACE inhibitor/ARB
WHO/iSH (1999) ACE inhibitor

Cac truong hop sau HA cé thé duy tri cao hon:
- Ha HA tw thé

- Ha HA sau an

- Roi loan hé TK tu dong

- Bénh mach mau ngoai bién nang



Théan trong néu HA tam thu < 110mmHg
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Figure 2.4. J-curve relationship between treated diastolic blood pressure and
cardiovascular events, suggesting a J-point of 84-85 mm Hg.

Farnett L. JAMA.1991; 265 (4): 485-495




Tan suat theo doi HA

Table 90. Recommended Intervals for Blood Pressure Monitoring Depending on Baseline SBP
Baseline SBP (mm Hg)

SBP <120 SBP 110-119 SBP 120-139 SBP 140-159 SBP 2160
Follow-up after See Guidelines” 4-12 weeks” 4-12 weeks® 2-4 weeks* 2 weeks*

initiation or changes in 11-12

dosage

*to monitor for hypotension; # to teach blood pressure goal

K/DOQI Guidelines



Co ché tiing HA & bénh than man

Tang hoat dong hé Renin angiotensin aldosterone
Giam kha nang bai xuat Na

Tang hoat déng hé giao cam

Suy yeu kha nang gian mach qua trung gian té bao

ndi mac va tong hop nitric oxide.



NGUYEN TAC DUNG THUOC HA AP O CKD

 Nén dung nhirng thuoc trwére tién (A)

« Thwdng trong ché dé BT (A)

« Chon thuoc phoi hop tuy thuéc nguyén nhan CKD,
bénh tim mach va céac loai bénh phoi hop khéac, tranh
tac dung phu va twong tac thuoc (B).

« Ché dd dung thuoc cang don gian cang tot: tac dung
kéo dai uong mét lan trong ngay, cac dang vién phoi
hop (B)



THUOC “UU TIEN?”

« Thudc “wu tién” l1a thudc cé thé lam giam YTNC tim

mach va cham tién trien bénh than ngoai co’ ché ha

Table 86. Preferred Antihypertensive Agents for CVD

Thiazide or ACE Calcium-
Loop Inhibitors Beta- Channel Aldosterone

Tes of CVD Diuretics or ARBs Blockers Blockers Antaonists
Heart Failure with Systolic X X Xa X

Dysfunction

Post MI with Systolic Dysfunction X X
Post MI

Chronic Stable Angina X
High-Risk for Coronary Artery X X X

Disease

Recurrent Stroke Prevention X X
Supraventricular Tachycardias

7 Only some beta-blockers (carvedilol, bisoprolol, metoprolol succinate)
& Nondihydropyridine calcium-channel blockers.

K/DOQI 2004



Co ché thuoc ha ap 1am cham tién trién
CKD

Kidney

AJKD, Vol 43, No5,
suppl 1, 2004: p62.



Angiotensinogen

= | pepme G

Angiotensin |
release l ;ACE e Sl .®

_ : A
---- Angiotensin Il —— [ Aldosterone <--

-~ --=AT1 receptor

'

Vasoconstriction
Sodium reabsorption
Endotheial dysfunction
Oxidative stress
Inflammation
Thrombosis
Tissue fibrosis
Tissue remodeling

Y
End organ damage

ACE, angiotensin-converting enzyme; ACEI, angiotensin-converting enzyme
inhibitor; ARB, angiotensin |l receptor blocker; AT1, MRB, mineralocorticoid
receptor blocker

Ruilope L. Blood Press. 2007: 16(2): 72-79



Thuoc ACEI hoiic ARB

- Bénh nhan bénh than do Dai thao dwéong
du co THA hay khong.
- ACEIl va ARB hiéu qua trong viéc lam cham tién trién
bénh than c6 vi dam niéu do Dai thao dwong type 1
hoac type 2 (Strong) Chan JC 2000, Parving HH

2001, Lewis 2001



ACEI hi¢u qua hon cac thuoc ha ap khac trong
viéc 1am cham tién trién bénh thin cé tiéu dam dai

thé do PTD type 1 (Strong)
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Fig 37. Collaborative Study Group (CSG) Captopril Trial. Change in blood pressure (A) and proteinuria (B).
(Squares) Captopril group; (circles) placebo group. Cumulative event rates for doubling of baseline serum
creatinine (C) and for death, dialysis, or transplantation (D). Modified with permission.3?®




ARB hiéu qua hon cac thuoc ha ap khac trong viéc
lam cham tién trién bénh than cé tiéu dam dai thé
do DTD ty
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Fig 38. Irbesartan Diabetic Nephropathy Trial (IDNT). Kaplan-Meier curves of the percentage of patients with the
primary composite end point (A) and its individual components, a doubling of the serum creatinine concentration
(B), end-stage renal disease (C), and death from any cause (D). Reprinted with permission.1*®




ARB hiéu qua hon cac thuoc ha ap khac trong viéc
lam cham tién trién bénh than cé tiéu dam dai thé
do DTD type 2 (Strong)
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Fig 39. Reduction of endpoints in NIDDM with the angiotensin |l antagonist losartan (RENAAL). Kaplan-Meier
curves of the percentage of patients with the primary composite end point (A) and its individual components, a
doubling of the serum creatinine concentration (B), end-stage renal disease (C), and the combined end point of
end-stage renal disease or death (D). Reprinted with permission. 3




ACEI hi¢u qua hon cac thuoc ha ap khac trong viéc lam

cham tién trién bénh thin khong do PTP (Strong). Hiéu

qua nay cang lén néu bénh nhan tiéu dam nhiéu (protein
to creatinine ratio > 200mg/g. (Strong)

Systolic BP. mm Hg

Urinary Protein Excretion, g/d

Diastolic BF, mm Hg
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Creatinine Concentration or ESRD

Follow-up, mo Follow-up, mo
Pationts, n
Control 915 752 632 404 63
ACEI 531 70 e57 450 5

Fig 44. ACE Inhibition in Progressive Renal Disease (AIPRD) Study Group Pooled Analysis. Effects on blood
pressure (A), urinary protein excretion (B), survival without kidney failure (C), or the combined outcome of doubling
of baseline serum creatinine or kidney failure. Patients taking ACE inhibitors (dotted line) and controls (solid line).
Follow-up measurements were reported more often during the first 2 years and less often thereafter. Mean blood
pressure and mean urine protein excretion during follow-up were defined as the mean of all available follow-up
values for each patient. Change during follow-up was defined as the baseline value minus the mean follow-up value
for each patient. The number of patients with follow-up data available for analysis of survival without kidney failure
is shown below the x-axis of (C). Reprinted with permission.*s2




ACEI hi¢u qua hon cac thuoc ha ap khac trong viéc lam
cham tién trién bénh than khong do DPTD (Strong). Hi¢u
qua nay cang lon neu bénh nhan tieu dam nhiéu (protein

to creatinine ratio > 200mg/g. (Strong)

— Amlodipine

Metoprolol
=== Ramipril

Fig46. African-American Study
of Kidney Disease and Hyperten-
sion (AASK). Clinical composite
events include declining GFR,
kidney failure or death. Ramipril
versus metoprolol (RR = 0.78,
P = 0.042; metoprolol versus am-
lodipine (RR = 0.80, P = 0.17);
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ramipril versus amlodipine (RR = -
0.62, P = 0.004). RR computed o= -
after adjustment for baseline co- 0 [ 12 18 2 30 36 42 3 54 60

variates. Reproduced with per-
mission.*



Mt s6 diéu can lwu y Kkhi sit dung ACEI hoic ARB

ACEI va ARB nén dwoc sir dung liéu trung binh dén cao.
(A)

ACEIl va ARB c6 thé phdi hop dé lam giam HA va giam dam
niéu (C).

BN nén dwoc theo doi tut HA, giam GFR va tang Kali mau.
(A)

ACEIl va ARB phai « ngwng » néu: GFR giam >30% so vo&i
gia tri co’ ban trong 4 thang qua (B) hoac K/mau 2 5.5

mmol/L



Mt s6 diéu can lwu y Kkhi sit dung ACEI hoic ARB

ACEIl -Cothai(A) -Phu nir Khong ap dung bién phap tranh thai
- Tién sir phU mach (A) (A).
- Ho do ACEI (A) -Hep PM thén 2 bén (A)
- Di rng véi ACEI hoic ARB - Thuoc gay ting Kali mau (A)
ARB -Diung voi ACEI (A) -Hep DM than 2 bén (A)
- Co thai (C) - Thudc gay ting Kali mau (A)
- Ho do ARB (C) -Phu nir khdng ap dung bién phap tranh thai
(C).

- Phu mach do ACEI (C).
D



Table 129. Summary of Recommended Intervals to Monitor for Side Effects after Initiation
or Change in Dose of ACE Inhibitor or ARB Therapy According to Baseline Values

Baseline Value SBP (mmH >120* 110-119 <110
Baseline GFR 260 30-59 <30

(mL/min/1.73 m?)
Early GFR Decline <15 15-30 >30

(%)

Serum Potassium <45 46-5.0 >5.0

(mE:'L
Interval (Weeks 4.12 2-4 <2

Clinicians are advised to evaluate each parameter and selfect the follow-up interval that requires the earliest follow-up.
*See Guidefine 7, Table 0, for recommended intervals to reach blood pressure goal.




Sir dung Thudc lgi tieu @ BN CKD

Hau hét BN CKD nén dwoc BT bang thudc loi tiéu (A)
Thiazides 1 lan/ngay nén SD & BN c6 GFR 2 30ml/phut
(CKD stage 1-3) (A)

Loi tiéu quai nén danh cho BN c6 GFR < 30ml/phut (CKD
stage 4-5) (A)

Loi tieu quai két hop véi thiazides co6 thé SD cho BN qua
tai va phu (A).

Lo tieu gir K nén dworc SD than trong & BN c6 GFR
<30mL/phut (A), diung dong th&i ACEIl hoiac ARB, & BN c6

nguy co’ tang Kali mau.



Sir dung Thudc lgi tieu @ BN CKD

Nén theo ddi dau hiéu giam thé tich tuan héan biéu hién
b&i tut HA hoac giam GFR (A)

Theo dai tinh trang Kali mau (B)

Phoi hop thudc loi tieu v&i cac thudc ha ap khac nén dwoc

can nhac dé ting tuan tha DT caa BN



Sir dung Thudc lgi tieu @ BN CKD

Diuretic Effects

JG Cells
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Fig 57. Rationale for combination of ARBs or ACE inhibitors with diuretics. Schematic depiction of additive
antihypertensive effects of the combination of a diuretic and either an ACE inhibitor or an ARB. Volume loss
produced by diuretic therapy activates the renin-angiotensin system, blunting the decline in blood pressure.
Blockade by either ACE inhibitor or ARB increases the antihypertensive response.




S dung CCB o0 BN CKD

« Nhom DHP (Amlodipine, Nifedipine) va Non DHP
(Verapamil, Diltiazem) hiéu qua trong ha ap va giam nguy
co’ tim mach.

* Nhém Non DHP cé hiéu qua trong giam dam niéu.

* Nhém DHP tuy khéng c6 hiéu qua giam dam niéu khi SD
mo6t minh nhwng khi phoi hop véi ACEI hodc ARB cé tac

dung lam cham tién trién bénh than. ACCOMPLISH 2010



S dung CCB o0 BN CKD

----B + A (events=113)
— B + H (events=215)
Log-rank p-value < 0.0001
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12 18 24 30 36
Time to derived renal progression (months)

Number
at risk

B+A 5743 5578 5452 5336 5203 5022 3016 1559
B+H 5762 5576 5459 5307 5139 4936 2956 1506

igure 6.12. Kaplan-Meier curves for time to the renal progression end point in
he ACCOMPLISH trial. Renal progression was defined in this trial as doubling of
erum creatinine, achievement of end stage renal disease, need for dialysis, or
FR falling to <15 mi/min. B, benazepril; A, amlodipine; H, hydrochlorothiazide.

Bakris GL. Lancet 2010; 375: 1173-1181




St dung Beta-blockers @ BN CKD

« Thé hé 1: Atenolol, Metoprolol. LAm ha ap va giam nguy co
CVD. Tuy nhién gay cac RL chuyén héa Lipid va de khang
Insulin.

 Bn suy than tién triéen thwérng tang hoat hé giao cam va
tang tan suat bién co tim mach

« Cac thuoc thé hé mé&i nhw Carvedilol va Nebivolol it gay roi

loan chuyén héa va cham nhip.



Str dung Béta Blockers 0 BN CKD
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Figure 6.14. Individual treatment group changes in urine albumin-to-creatinine
ratio from baseline (BL) to maintenance month 5 (M5) for each treatment
group in the GEMINI study.

Bakris GL. Hypertension 2005; 46 (6): 1309-1315



St dung Béta blockers @ BN CKD
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P value less than 0.05 P value less than 0.01

Heart rate was reduced to greater extent by Atenolol versus Nebivolol
(-14+3, Atenolol versus 8% z, Nebivolol) at P < 0.05

igure 6.15. Changes in measures of vascular stiffness—augmentation index and
bulse wave velocity—after 4 weeks of treatment with atenolol, 50 mg/day, or
ebivolol, 5 mg/day.

Mahmud A. Am J Hypertens. 2008; 21: 663-637.



CAC THUOC HA AP KHAC

trung wong gom clonidine, methyl
dopa, va trc ché chon loc thu thé Alpha1 (doxazosin) c6 tac
dung ha ap nhanh, manh va cé tac dung co l¢i trén
chuyén héa lipid va cai thién dé nhay insulin. Tuy nhién,
nhiéu tac dung phu.
nhw Hydralazine va minoxidil co
thé ha ap manh nhwng gay phu hai chi dwéi, nhip nhanh,

tran dich mang tim, mang phoi & BN suy than.



Evaluation of the patiant
with CKD

Doas the patient have diabsetic kidney diseasa? OR
Does the patient have nondiabetic kidney disease with
spot urine total protein-to-creatinine ratio =200 mg/g?

Can an ACE inhibitor
or ARB be introduced
or increased?

Introduce or increase
ACE inhibitor or ARB

Parnodically
re-avaluate

Is BP <130/80
mm Hg?

Introduce or increase
diuretic or other agen!

Monitor response, including
proteinuria, and manage
side-effects

Phac do PT THA. K/DOQI. AJKD 2004




PAC DiEM PT THA O BN LOC THAN

Bénh tim mach la nguyén nhan tir vong hang dau &
BN ESRD.

THA chiém 50-85% BN loc than nhan tao, va 30% BN
CAPD.

Dién tien bénh than khéng con la muc tiéu diéu tri
Moi lién hé gitra bénh tim mach va THA phirc tap &
BN suy than gd cuoi.

HA bi anh hwdéng béi tinh trang rat dich sau than

nhan tao.



SINH BENH HOC THA O BN LOC THAN

P mudi va nwéc

Tang hoat hé Renin angiotensin aldosterone

Tang hoat hé TK giao cam

Cworng tuyen can giap dan déen véi héa hé mach mau

Roi loan chirc nang ndéi mac do kich thich co’ hoc va

héa hoc



MUC TIEU PT HA AP O BN LOC THAN

- Dwéi 140/90 trwwédce loc than va dwéi 130/80 sau loc
than
- Hién twong J curves

- Khai niém TRONG LUONG KHO



MUC TIEU PT HA AP O BN LOC THAN
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Figure 5.1. The association of systolic blood pressure categories with all-cause
mortality in 1053 peritoneal dialysis patients. Mortality risk was evaluated in a
proportional hazard model using the 111-120 mm Hg group as a reference group.

Goldfarb AS. Nephrol Dial Transplant, 2005; 20 (8): 1693-1701



PT HA AP O BN LOC THAN
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Figure 5.2. The effect of dry-weight reduction on interdialytic ambulatory
systolic and diastolic blood pressure in hypertensive hemodialysis patients in
the DRIP trial.

Agarward R. Hypertension 2009; 53 (3): 500-507



PT HA AP O BN LOC THAN
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Figure 5.3. Survival curves comparing daily hemodialysis (home and in-center)
versus conventional, thrice-weekly hemodialysis.

Kjellstrand CM. NDT 2008; 23 (10): 3283- 3289



THUOC HA AP O BN LOC THAN

- Thudc ha ap can cho cac BN loc than van con THA sau khi
da dat dwoc trang thai can bang dich.

- Nghién ctru Australia (1087BN): 39% BN THA nhe can 1.5
loai thuoc va 21% so6 BN bi THA TB va ndng can 3.3 loai
thuoc.

- Cac loai dwoc ké: Uc ché Canxi, 'c ché men chuyén, rc
ché Alpha va trc ché Beta.

nhwng can trong tinh

trang tang Kali mau va giam dap trng Erythropoietin.



KET LUAN

- PT THA la van dé quan trong trong chién lwoc BT can
thiép da yéu to.

- Muc tiéu: Ha ap, giam yéu t6 nguy co’ tim mach va lam
cham tién trién bénh than man.

- ACEIl va ARB van dwoc xem la thuoc wu tién trong moi
giai doan ctia bénh than man nhwng can lwu y tac dung
tang Kali mau va suy than cap trong mét sé trwérng

hop.






