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“Practical Points in Management of Hypertension with Co-Morbidities”

07.00-08.00 u. ametlou
07.00 — 07.50 u. Breakfast Symposium By Berlin UN.DAYIR Qﬂuﬁaii‘vﬁ (Speaker &
The Evidence Based Diuretic in Hypertension Moderator)
Management
07.50 - 08.00 . Wansuseau UN.8AYN FAUTATIN
08.00 - 08.30 u. Hypertension and OSA UN.D1IT qw%lﬂumqa (Speaker &
Moderator)
08.30 - 09.00 wu. Hypertension and Adrenal Gland Tumors WEYWFDUNTTU WONWINT
09.00 - 10.00 . Coffee break W3auUseyussng
10.00 - 10.30 w. New ACC/AHA Hypertension Practice Guidelines UN.BAYM Zjﬂ‘uﬁaiiﬁ
10.30 - 11.15 u. Luncheon Symposium (1) By Janssen UN.0UANT InAtuMI (Moderator)
New Advance SGLT2 Inhibitor for Better Glycemic ey Mseity Aansni
Control with CV and Renal Outcomes
11.15 - 12.00 u. Luncheon Symposium (2) By A. Menarini UN.Av10 Ejﬂuﬁaiiﬁ (Morderator)
A New Hypertension Treatment Choice with un.USeyg) 1Aiasnia
Upcoming ACEI
12.00 - 13.00 u. Lunch
13.00 - 14.40 w. WN.g59uS Andav (Moderator)
13.00 - 13.30 u. Hypertension in Stress and Psychiatric Disorders ey amﬁﬁuaj T
13.30 - 14.00 u. Hypertension and Aortic Disease wn. gyl JEUsEnSel
14.00 - 14.30 w. Hypertension and NSAIDs use Wy neviey Aansny
Pro & Con...Hypertension and Albuminuria A.UN.D AV Ejﬂuﬁa‘iiﬁ (Moderator)
14.30 - 1530 . Pro: Yes, This is the Target!! UNAAAY LonARS AT
Con: No, It is Just Surrogate Endpoint!! UN.FINUS AVda
15.30 u. Uansuszya AUNDAYIN FAUSATIN

Coffee break 1&5@9’1‘1]53‘7{31




Hypertension and Obstructive Apnea Syndrome
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obstructive sleep apnea syndrome (OSAS)
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Hypertension and Adrenal Gland Tumors
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1. Pheochromocytoma
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2. Primary Aldosteronism (Conn’s syndrome)

Aoifleseniiaiagesluu Aldosterone wnAadndnindeunuanlaguuen (Zona
glomerulosa) 1szneudae aldosterone  producing adenoma (APA), unilateral
primary adrenal hyperplasia(PAH), adrenocortical carcinomaACC), bilateral
idiopathic hyperaldosteronism (IHA) rel¥iiannuduTaiings nazernianing Tnunaden lu
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msdsasaany Plasma aldosterone gs, Renin ¢ uaz Aldosterone : Renin Ratio (ARR)
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fhoamIngsuiludesldsumsasetudu u oral sodium loading test, Saline infusion test
Fludu uag luseiinen 18 liFanuiuiv unilateral wie bilateral disease nasasas Adrenal
venous sampling de'ld nsinuduediusiaveuileten fe nquitiifesendruder AAPA, PAH,
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3. Adrenal Cushing’s syndrome
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nane (Zone  fasciculata) isenaudae cortisol-secreting  adrenal  adenoma,

adrenocorticol carcinoma, ACTH-independent bilateral macronodular
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hyperplasia, ACTH-independent bilateral micronodular hyperplasia anmuzng
pan Wun shweinifinBndnd Sauama uananau néwiledeuuss Sreuandennusa inanauazlaliug
pausulafings nszgnngu Aamdauns nrsasaaiivesilase 1dun Urinary  free  cortisol,
dexamethasone suppression test, midnight salivary/serum cortisol szsu ACTH
pastieendn s pg/ml ietusudnilu ACTH-independent cushing’s syndrome nsinenie
nstdnsienuaanlaineififleceneen nasnfngtagenaiinniay Adrenal insufficiency asnasli
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New Hypertension Practice Guideline

Apichard Sukonthasarn MD M-FRCP FACP

In the year 2017, American College of Cardiology and American
Heart Association collaborates with many other societies in the United
States introduced a new Guideline for the Prevention, Detection,
Evaluation, and Management of High Blood Pressure in Adults. The
major changes consisted of a new blood pressure definitions for
hypertension which changed from the diagnostic points of 140/90 mm
Hg to 130/80 mm Hg. The other major changes are the shifting to a
lower target of below 130/80 in almost every categories of
hypertensive subgroups. All these changes were based on the
SPRINT data results published in the year 2015.

This new Guideline will have a tremendous impacts to clinical
practices. If use this new diagnosis definitions, the prevalence of
hypertension in Thailand could be as high as 32 percent and there
would be a lot more resources needed to treat most population to a
new desired target.

Thai Hypertension Society will develop its new Hypertension
Guideline in the year 2018. The new target may be suggested for a

certain high risk subpopulation but not universal.




Hypertension in stress and psychiatric disorders
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NSAIDs use and Hypertension

Songkwan Silaruks

Pain represents the most common reason for visits to physicians, and healthcare
providers. Nonsteroidal antiinflammatory drugs (NSAIDs) were introduced in
the 1960s and became the most widely prescribed class of drugs in the world,
with more than 100 million prescriptions issued annually. NSAIDs inhibit
cyclooxygenase (COX), which reduces pain and inflammation through the
inhibition of prostaglandins. However, the COX enzyme is also present in
gastric mucosa, where it stimulates gastroprotective prostaglandins. The
identification of two isoforms, COX-1 and COX-2, and the recognition that anti-
inflammatory and analgesic effects are mediated through COX-2 inhibition

— whereas the gastrointestinal toxic effects are linked to COX-1 inhibition —
resulted in the development of selective COX-2 inhibitors that offered the
potential to retain efficacy while reducing gastrointestinal adverse effects.
Evidence of adverse cardiovascular outcomes in a placebo-controlled trial
resulted in the withdrawal of the selective COX-2 inhibitor rofecoxib in 2004.
Ischemic cardiovascular adverse events associated with NSAID have received
considerable attention. Although potential NSAID toxicities are numerous, the
recent attention on opioid abuse and its consequences will ensure that NSAID
remain a mainstay of treatment. Many patients who might receive chronic
NSAID have advanced age and multiple comorbidities—both risk factors for
drug-related adverse events. These include gastrointestinal bleeding, acute and
chronic kidney injury, heart failure, hypertension, and death. Patients' and their
care teams' concerns about analgesic toxicities reach beyond a single organ
system; rather, they want to know the overall safety of a given drug. Thus, an
integrated examination of the relative safety of these commonly used analgesics
would provide useful information for healthcare providers and patients alike.
These considerations highlight the importance of precise information regarding
the relative safety of NSAID among common subgroups, such as those defined
by age, gender, underlying arthritis, NSAID dosage, known cardiovascular
disease, diabetes, aspirin use, or tobacco use.



https://www.sciencedirect.com/topics/medicine-and-dentistry/cardiovascular-system
https://www.sciencedirect.com/topics/medicine-and-dentistry/adverse-event
https://www.sciencedirect.com/topics/medicine-and-dentistry/opioid-abuse
https://www.sciencedirect.com/topics/medicine-and-dentistry/adverse-event
https://www.sciencedirect.com/topics/medicine-and-dentistry/gastrointestinal-bleeding
https://www.sciencedirect.com/topics/medicine-and-dentistry/hypertension
https://www.sciencedirect.com/topics/medicine-and-dentistry/analgesic
https://www.sciencedirect.com/topics/medicine-and-dentistry/arthritis
https://www.sciencedirect.com/topics/medicine-and-dentistry/cardiovascular-disease
https://www.sciencedirect.com/topics/medicine-and-dentistry/cardiovascular-disease
https://www.sciencedirect.com/topics/medicine-and-dentistry/diabetes

PRO & CON ... Hypertension and Albuminuria
PRO: Yes, This is the Target!!!

Vuddhidej Ophascharoensuk, MD
Renal Division, Department of Medicine

Faculty of Medicine, Chiang Mai University

Excretion of albumin in the urine is highly variable, ranging from nondetectable
quantities to milligrams of albumin and even grams of albumin. Microalbuminuria is defined
as low levels of urinary albumin excretion of 30 to 300 mg/d. Microalbuminuria is highly
prevalent; in hypertensive and diabetic populations, its prevalence varies from 10 to 40%. It
is interesting that microalbuminuria also is found frequently in seemingly healthy individuals
(5 to 7%). The variable excretion of albumin in the urine is related to the risk for the
individual to develop cardiovascular (CV) disease: Absence or very low levels of albuminuria
is associated with low CV risk, whereas the CV risk increases markedly with increasing amount
of albumin in the urine (even within the now considered normal range). The predictive
power of urinary albumin levels for CV risk is independent of other CV risk factors and not
only is present in individual with diabetes and/or hypertension but also in healthy
individuals. Treatments that lower albuminuria, particularly with renin-angiotensin-
aldosterone system inhibitors, are associated with CV protection, as demonstrated in
randomized, controlled trials of patients with diabetes as well as in patients with
hypertension. Analyses from clinical trials show that the reduction in albuminuria observed
during the first months of treatment with these drugs correlates with the degree of long-term
CV protection: the larger the initial reduction in albuminuria, the lower the risk of CV disease
during treatment. There is preliminary evidence that albuminuria lowering is CV protective in
healthy individuals with an elevated albumin excretion rate. In conclusion, albuminuria
seems to be a sensitive marker for the susceptibility of an individual to CV disease. It
therefore may be an ideal target for early primary prevention using CV-protective therapy

regimens.

10




Hypertension and albuminuria debate.

Con: No, it is just Surrogate Endpoint

Surapun Sitthisook

We know that albuminuria is the evidence of target organ damage and a marker for renal
function deterioration especially when the amount of proteinuria is more than 1 gm/day. In
addition, proteinuria is now widely accepted as an independent risk factor for cardiovascular
morbidity and mortality. Alouminuria is a biomarker that needs to be proved as a valid surrogate
endpoint and correlate with the clinically meaningful outcomes consisting of renal outcomes and
cardiovascular outcomes. For renal outcomes, we accepted doubling of serum creatinine, end
stage renal disease requiring dialysis, renal transplantation and for cardiovascular outcomes, we
accepted nonfatal stroke, nonfatal myocardial infarction and cardiovascular death as the
clinically meaningful outcomes. In order to validate albuminuria as a perfect surrogacy to reliably
predict clinical outcomes, we have to prove by clinical trials that the changes in albuminuria get
along with the improvement or deterioration of clinically meaningful outcomes.

There were three large well known clinical trials in cardiology showing that changes in
albuminuria could not predict the clinical outcomes. Those were ONTARGET trial, ACCOMPLISH
trial and ALTITUDE trial. The details will be presented at the debate session. There was a
questionnaires survey among the stake-holders about albuminuria whether it is a good surrogate
endpoint. The participants were cardiologists, nephrologists, pharmaceutical industry
representatives and drug approval authorities. The result revealed that albuminuria was not a
good surrogate but only a risk factor.

In conclusion, for hypertension treatment, we would consider proteinuria as a marker of
target organ damage and a risk factor for kidney function deterioration especially in the range of
macroalbuminuria. Albuminuria certainly cannot be a therapeutic target, even for surrogacy, it is

not a validated one.
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