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Definition and Risk Assessment of Hypertension

Surapun Sitthisook

Department of Medicine, Chulalongkorn University

The definition of hypertension is well accepted at 2140mmHg systolic and/or 290mmHg
diastolic BP at least two consecutive visits at out-patient clinic of 1-2 wks apart. Isolated systolic
hypertension, white-coat hypertension and masked hypertension are also defined with the
assistance of ABPM or HBPM. The correct method of BP measurement will be described with
various devices.

The 2015 Thai hypertension guideline showed the grading severity of hypertension
similar to the ESC guideline divided into 3 grades; mild , moderate , severe and also included
high normal definition to emphasize some preventive measures.

The objectives of risk assessment of hypertensive patients are to confirm diagnosis, to
determine the severity and mode of treatment , to search for target organ damage (TOD) , to
detect the existing high-risk diseases and secondary hypertension. The CVD risk evaluation for
hypertensive patients consider not only the severity of hypertension but also the comprehensive
risk factors for atherosclerosis , the evidence of target organ damage , the existing
cardiovascular diseases , the associated disease of CAD equivalence such as DM , CKD.

For hypertension , we assess the mortality risk of CVD events in the next 10 years
grading into mild (<1%) , moderate (1-5%) , high (5-10%) and very high (2 10%) risk to
determine the prognosis and whether we should start antihypertensive medication or we can try
nonpharmacologic treatment with life-style modification. In some patients , we can categorize
them in high or very high risk easily such as severe hypertensive patients , DM , 23 CVD risks,
TOD , history of CVD , > stage 3 CKD. The table for risk assessment will be shown and

discussed.
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Medical Treatment for Hypertension

Songkwan Silaruks, M.D.
Faculty of Medicine, khan Kaen University

It has been well recognized that the major mechanism of the
benefit of antihypertensive therapy is lowering of BP per
se. All classes of antihypertensive agents, therefore, can be used as the
first-line drug, such as thiazide-type diuretics, Calcium channel
blockers (CCBs), Angiotensin converting enzyme inhibitors (ACEISs),
Angiotensin |l receptor blockers (ARBs). However, alpha-blockers
are not generally recommended as first-line drug, except for those
with benign hypertrophy. The same as beta-blockers, is not
recommended for the first-line drug, except for those with compelling
indications, such as tachyarrhythmia, post myocardial infarction or left
ventricular systolic dysfunction. However, these agents may be used
in patients with certain comorbid conditions or in combination
therapy.

In any case, physicians should pay attention to adverse drug

effects, as they are powerful deterrents to treatment adherence. If
necessary, doses or drugs should be changed in order to combine
effectiveness with tolerability. Additional antihypertensive drugs
should be used if target BP levels are not achieved with standard-dose
monotherapy. Add-on drugs should be chosen from first-line choices.
Combination therapy using 2 first-line agents might also be
considered as initial treatment of hypertension if SBP is 20 mm Hg
greater than target or if DBP is 10 mm Hg greater than target.
If BP is still not controlled with a combination of 2 or more first-line
agents, or there are adverse effects, other antihypertensive drugs may
be added. The combination of an ACE inhibitor and an ARB is not
recommended because of significant adverse effect. In contrast, the
combination of either an ACE inhibitor or an ARB and CCB is
strongly recommended because of significant benefit of
cardiovascular outcomes.




Effect of anti-hypertensive medication withdrawal in well-controlled

treated hypertensive patients: preliminary result

Peera Buranakitjaroen, M.D., D.Phil., Meta Phoojaroenchanachai, M.D.,
Pavitra Thongma, B.N.S., Raiwin Vimonsophonkitti,M.D.

Objectives: To determine prevalence of hypertensive (HT) patients whose BP
can be normalized (hospital BP <140/90 mm Hg) for at least a year and still
remained normotensive (NT) after 12-week anti-HT drug withdrawal. Clinical
characteristics of this group of patients were assessed.

Methods: At least a year of well controlled HT patients by hospital BP without
target organ damage and diabetes mellitus who were treated with single low-to-
standard dose anti-HT medication in hypertension clinic, Siriraj Hospital were
screened. After an informed consent was signed, epidemiologic data,
cardiovascular risks and laboratory data done within a year was collected. The
anti-HT drug taken would be discontinued and a series of home blood pressure
(HBP) was measured twice a day (wake-up time and bed time) for 2 weeks. The
anti-HT drug was still discontinued in normal HBP group (average HBP
<135/85 mm Hg) and reassessed hospital BP 10 weeks later (week 12). Previous
anti-HT medications were resumed in high HBP group (average HBP >135/85
mm Hg), at week 2. At week 12, those who became hypertensive (hospital BP
>140/90 mm Hg) would be advised to continue the drug.

Results: Ninety-five patients were recruited. Six patients were excluded since
they did not complete HBP measurement data. After 2 weeks of
antihypertensive drug discontinuation, 16 out of 89 patients enrolled were found
to be HT by HBP. The rest 73 patients (82.0%) were remained NT. At week 12,
7 patients (7.9%) self-administrated drug prior to the visit date. Therefore, 66
patients (74.1%) were left for further analyses. Of them, 55 patients (61.8%)
were still NT by hospital BP and 11 patients (12.3%) turned to be HT. There
were no significant differences of all risk factors studied between those NT and
HT, except male was found in a higher proportion than female (p = 0.021).

Conclusion: Fifty five patients (61.8%) out of 89 enrolled patients are still NT
and able to stop anti-HT drug after 12 weeks follow up. Male had a higher rate
to remain NT than female.




Efficacy of motivational telephone intervention for targeting
hypertension-related behaviors: a randomized controlled trial in a private

hospital, Bangkok, Thailand

Chulaporn Ramsiri, RN, MSc, PhD. Kanjanee Ruksakun, RN.MPPM
Umaporn Numpoonsukson, RN, MBA

Author Affiliations: Nursing Department, Bumrungrad International Hospital, Bangkok,
Thailand.

Purpose: This is a randomized controlled trial to evaluate motivational telephone follow up
calls on lifestyle modification in subjects with severe hypertension.

Objectives:
1. To compare the effectiveness of motivational telephone follow up for targeting
hypertension-related behaviors versus initial education only.
2. To describe the impact of motivational telephone follow-up.
3. To provide an evidentiary platform for the hypertension nursing management.

Background: According to a recent Ministry of Public Health study, only 25% of patients in
Thailand with hypertension have their blood pressure adequately controlled. This study is to
evaluate motivational telephone follow up calls on lifestyle modification, to determine if it is
beneficial for hypertension patients

Methods: The total study population was 134 subjects who were diagnosed with severe
hypertension grade 3 and above (at least BP>180/110 mmHg), treated at Bumrungrad
International Hospital’s General Medicine Clinic between the year 2012 through 2014.
The subjects were randomly allocated into an intervention and a control group with 67
subjects in each group. The intervention group received motivational telephone calls from a
clinical nurse coordinator at quarterly intervals from three months to one year with a
predetermined script of six questions regarding home blood pressure monitoring, medication
adherence, and lifestyle modification. Both groups received tailored education for lifestyle
modification for all known risk factors of hypertension.

Data was analyzed using descriptive statistics: t-test and chi square. Patients were
given lifestyle modification scores in 5 behavior categories which were: Medication
Adherence, Weight management, Exercise, Diet, and Stress Management. Each category was
allotted two possible points. Blood pressure after one year was measured to observe the
subject’s progress.

Results: At the 12 month telephone follow up, the intervention group was able to show
statistically significant improvements in their blood pressure over the control group with 85.1
% reaching the target of <140/90 mmHg. Only 56.1% of the control group was able to meet
the target. (p value=0.01)

Empirical Outcome:

Based on these results, regular telephone follow up may assist in mutual goal
establishment and lifestyle behavioral changes that can potentially lead to better blood
pressure control.

Key words: Motivation, Telephone, Hypertension, Clinical Nurse Coordinator
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Hypertension in Elderly
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Making sense of preeclampsia: How latest diagnostic and therapeutic

developments affect our practice?

Tuangsit Wataganara, MD
Associate Professor, Division of Maternal Fetal Medicine, Department of Obstetrics and

Gynecology, Faculty of Medicine Siriraj Hospital, Bangkok, THAILAND

Preeclampsia (PE) is a multifaceted complication that uniquely affects about 5% of pregnant
women. This disease has puzzled scientists for years. PE is not a single disorder, but a
complex syndrome that is produced by various pathophysiological triggers and mechanisms.
New diagnostic criteria of PE, as issued by the American Congress of Obstetricians and
Gynecologists in November 2013, emphasizes de novo development of hypertension and
proteinuria after 20 weeks of gestation, as well as systemic involvement of the disease.
Severe spectrum of PE includes eclampsia, pulmonary edema, intrauterine growth restriction,
and thrombocytopenia. Pre-symptomatic detection of women who destined to develop early-
onset PE has been a subject of active investigation. First trimester multivariate algorithm that
consist of history, mean arterial pressure, uterine artery Doppler, placental-associated plasma
protein-A (PAPP-A), and placental growth factor (PIGF) can pick up 94% of women who
subsequently develop PE. The ability to screen for these women prior to the onset of the
disease may allow for an effective prophylactic measure with low-dose aspirin, starting at 12
to 16 menstrual weeks’. Severe PE requires timely and optimal blood pressure control to
prevent cerebrovascular accident and cardiac failure. Hydralazine, labetalol, and nifedipine
are the first-line agents being used in hypertensive crisis during pregnancy. Seizure
prophylaxis with magnesium sulfate remains an integral part of the critical care for severe PE
or eclampsia. Expectant management can be offered to prolong the pregnancy at an average
of 5to 11 days. It can be offered in tertiary care center, and if done properly it can increase
neonatal survival without increasing morbidity to the mother. In the past few years,

alternative, non-delivery therapies for PE have been explored with a variety of success.




10
Selective apheresis of soluble fms-like tyrosine kinase (sFlt-1) has been shown in a small case
series to reverse PE manifestation and to prolong the pregnancy for up to 3 weeks. The
increased understanding of the pathophysiology of PE, as well as advances in medical
therapy, will improve our ability to prevent and treat this disease that has been mesmerizing

the clinicians for centuries.
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Hypertension Treatment in Chronic Kidney Disease
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