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A1519N 1 WARNINTINNTINA9e13A Hemicrania continua tagl ICHD-IIl Beta

Diagnostic criteria:

A. Unilateral headache fulfilling criteria B-D
C. Either or both of the following:

a) conjunctival injection and/or lacrimation
b) nasal congestion and/or rhinorrhoea

c) eyelid oedema

d) forehead and facial sweating

e) forehead and facial flushing

f) sensation of fullness in the ear

g) miosis and/or ptosis

B. Present for >3 months, with exacerbations of moderate or greater intensity

1. atleast one of the following symptoms or signs, ipsilateral to the headache:

A sense of restlessness or agitation, or aggravation of the pain by movement
D. Responds absolutely to therapeutic doses of indomethacin

E. Not better accounted for by another ICHD-3 diagnosis

The great mimics

Hineannannisanfssrans HC aziidnwe
amuuniste 7 e 7 Ieflenuquusslussiudests
unans taegilaeazdinisinEuaeseinistlosi
1N ) 15 He gnafiadefiaidiulsathafsweaiady
14 Tspfiflannnsfindnepasiuannisaes HC laun

1. TspdanAswe HC ﬁ'ﬁmma (symptomatic
HC)

2. TsatlamAsweluinsuEess (chronic mi-
graine)

3. IsadanAsEzaINNENBANINLTIN LA UAS
(cervicogenic headache)

4. Chronic paroxysmal hemicrania (CPH)

5. Myaofascial pain syndrome

6. Dental pain and TMJ disorder

TsandAo AL HC Nnigalsun Tsailon
AsmeluinsuiEess (chronic migraine, CM)" Taed
an1sRRANgawiuAula LA 81013 cranial auto-

nomic symptoms, 81N17 unilateral headache,
o 1 dld = % +%
AWMNNeIN1sUanAsE (AU nTzuenA fingnas
FiUAf) 81N1T aura 178 premonitory symptoms
ANgeHu

21N17 unilateral cranial autonomic symptoms
(UAS) Nadifluainisuilslunguanisues TACs
39809 HC Aanwnsonuludihelunsulifdesas
37.4-56%* annnnsAnElng Barbanti kazAnE® WU
97 lainauindl UAS dnifimlugtheniiszazainision
= v = 1
Arerzinu TaglanzinlannisdanAiseuiundn 72
aI/ o = v = a
Halue dnRenisanfswediamnen, AU
18981N19U3AATEENNN, § photophobia KAz
allodynia T914T9189%4 peripheral WAz central sen-
sitization Riesco uazaniz’ laAnwgilos CM 7
UAS a7u91 100 snenudngtlos 82 :1afl UAS 1as
WUI181NNT UAS AnulAwA lacrimation (3asiay 49),
conjunctival injection (Gagaz 44), ptosis (Gagaz 42),
eyelid oedema (5paiay 39), ear fullness (Fa8a1az 30)
waz nasal congestion (3ae1az 20) agnglsinuAN
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HC is an indomethacin responsive

headache

lungulsatnAsweatintgugi aziilsatlan
AswruneafiafineuaueAianisinudan In-
domethacin (indomethacin responsive headache)
%xﬂﬁ?mﬂ' subset 484 TACs (paroxysmal hemicrania
and hemicrania continua), valsalva-induced head-
aches (cough headache, exercise headache, and
sex headache), primary stabbing headache, kag

hypnic headache® Tann3# HC Annsmauduasianig
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1% indomethacin 715 #l#EnsimuadnEed ab-
solute indomethacin response Fumilslunosinng
3fady HC TagannnIsANHINAN1IAALALEITR
Indomethacin lu HC a1uaws 39 18 Tmel Cittadini
wazAnZNLd WU frlaaynane A indomethacin
oral therapy AnnsmavLAuadsa indomethacin’

AuFunIslnNIdaduLazn1I NMIAQe in-
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AUl 50 mg Juaz 3 1an (150 mg/d) 16 Taenisla
naLduaIsag uNnafeanIslinAserlinauaues
Tuaneliaunateen 300 mg/d FadeaRailn
ﬁluj NNNd1 HC

Pathophysiology

14Tl 2004 Matharu wazAnuz " LAANEIANNER
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cluster headache LUy
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(symptomatic HC) i post-cranial surgry HC',
post-traumatic HC'®, cerebral venous thrombosis'*,
orbital pseudotumor'®, metastatic lung cancer'®"’
nldnnaifadelsadasuanisadu o lnaninane
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brain) 9Nl

Subforms of HC
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W1 cranial autonomic symptoms vranulAdas

Indomethacin, its response and the

therapy other than indomethacin

HC lulsatlpfAsHeNnauduasdsa indometh-
=29 o 5 o
acin d9lgiluentlasiuainisandn @aun1sinen

a o v k73 o
a1n13thaRaunay laannmaaasldnisineuas
engwring | 1A oxygen therapy, triptan, NSAIDs,
dihydroergotamine, ergotamine, codeine, lidocaine

intranasal Wua1 1dlAuan
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EXCESSIVE DAYTIME
SLEEPINESS IN THAI
DEMENTIA PATIENTS:
A CROSS-SECTIONAL
STUDY
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Dementia is a progressive neurodegenerative
disease. This syndrome compounds of three major
presentations, decline in cognitive function (mem-
ory), functional activities impairment and develop-
ment of neuropsychiatric symptoms (NPS). Sleep
abnormalities is one of the common NPS in demen-
tia patients. These problems include insomnia,
snoring, sleep walking, excessive daytime sleepi-
ness (EDS), difficulty in falling sleep, etc’. Moreover,
several cross-sectional studies have reported an
association between sleep disturbance and cogni-
tive impairment, especially EDS*®. In generally,
prevalence of EDS in dementia patients varies from
about 18-43%"°; but in Thailand, this data have not
been reported. The study aimed to determine the
prevalence of EDS and identify the associated fac-
tors that might be correlated with this condition in
Thai dementia patients at Memory Clinic, Maharat
Nakhon Ratchasima Hospital (MNRH), and the terti-

ary care hospital in north-eastern region of Thailand.

Material and Methods:

This is a cross-sectional study in all dementia
subjects who participated at Memory clinic, MNRH
between January and June 2014. Every patient was
diagnosed as dementia from neurologist according
to DSM-IV-R criteria’.

After inform consent was obtained. The base-
line characters such as age, sex, type of dementia
(classified as Alzheimer's disease (AD), vascular
dementia, Parkinson’s disease dementia, mixed
dementia), duration of treatment, current cognitive
status and medications which commonly associate
with EDS (including antipsychotic agent, sedative
agent, antidepressant and anticholinergic agent)®®
that was currently used in last month before the

enrollment were collected.

Thai * Journal * of ® Neurology

Each subject was interviewed by well-trained
nurse to assess the cognitive performance by using
Thai-Mini-Mental State Examination (TMSE). This
test was proved to be equivalent to Mini Mental
State Examination (MMSE) from the previous re-
search’. The neuropsychiatric symptoms were
evaluated according to Neuropsychiatric Inventory
(NPD)™. NPI is a widely accepted measure of NPS
in patients with cognitive impairment. It collects
information on symptoms during the past month in
12 domains: delusions, hallucinations, agitation,
depression, anxiety, euphoria, apathy, disinhibition,
irritability, aberrant motor behaviors, nighttime be-
havior and eating problems.

In the study, Epworth Sleepiness Scale (ESS)
questionnaire was completed by patient’s car-
egiver for evaluating the symptoms of daytime
sleepiness in each patient. This test is a standard
test for determining symptom of daytime sleepi-
ness'' and referred in Thai language from the previ-
ous study'®.This test compounds with eight simple
questions about chance of daytime sleepiness.
Each item is rated from 0-3 point depends on
chance of daytime sleepiness (0=never, 1=infre-
qguent (once per month or less), 2=occasionally (up
to once per week), 3=frequently (more than once
per week). EDS was defined as ESS score more
than 12 points. The study protocol was approved
by MNRH Institutional Review Board in accordance
with ethical standards on human experimentation

and with the Helsinki Declaration.

Statistical analysis:

The data were expressed as mean and standard
deviation for continuous variables with normal distri-
bution (according to Kolmogorov-Smirnov test) and

as median and ranges for non-parametric distribution.
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Categorical data were expressed as frequency and
percentage. To identify the associated factors with
EDS, all baseline characters were analyzed by using
student t-test or Man-Whitney U test and Chi-squares
test or Fischer-exact test as appropriate. The signifi-

cance level was set at p-value less than 0.05.

Results:

There were 66 dementia patients with 40 fe-

males (60.6%) and mean age * standard deviation

Vol.32¢NO.2 » 2016

of 73.3%7.7 year were enrolled in the study. The age
of diagnosed dementia was 71.0+8.3 year and
median (range) treatment duration was 32.5 (3-92)
months. The baseline and current TMSE score were
19.7£5.8 and 19.948.2 points in that order. Thirty-
three patients (50.0%) were Alzheimer’s type de-
mentia. About half (48.5%) of the patients had
neuropsychiatric symptom, 26 patients (39.4%) had
currently used of sleep medications. The other

baseline characters were summarized in table 1.

Table 1 The baseline characteristics of 66 dementia patients
Characters Mean+SD Median Range

Age-year 73.3£7.7 73.0 57-88
Age at onset-year 71.0+£8.3 71.0 22-88
Treatment duration-month 36.8+25.9 32.5 1-92
TMSE score at diagnosis-point 19.7£5.8 21.0 3.0-23.0
Current TMSE score-point 19.948.2 22.0 0-30.0
Female: n (%) 40 (60.6)
Patient with neuropsychiatric symptoms: n (%) 32 (48.5)
Sleep medication usage: n (%) (39.4)
Dementia type: n (%)

- Alzheimer's disease 33 (50.0)

- Vascular dementia 16 (24.2)

- Parkinson’s disease dementia 9(13.6)

- Mixed dementia* 8(12.1)
Excessive daytime sleepiness: n (%) 15 (22.7)

TMSE: Thai-Mini-Mental State Examination, *Alzheimer’s disease and vascular dementia

Fifteen patients (22.7%) had EDS regarding
ESS questionnaire. The patients with EDS had
lower cognitive status than that in patients without
EDS (average TMSE score 14.3+8.8 points and
21.7+7.3 points respectively). According to table 2,

the significant difference in cognitive performance

between patients with or without EDS was observed
(p <0.01). Whereas age, age at onset, sex, cogni-
tive status at diagnosis, the presence of neuropsy-
chiatric symptom and currently use of sleep medi-

cations were not associated with EDS.
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Table 2  Factor comparisons between dementia patients with and without excessive daytime sleepiness
(n=66)
Excessive daytime sleepiness
Factors

With (n=15) Without (n=51) OR (95% CI) p-value
Age-year 71.5£1.6 73.8+1.1 0.30
Age at onset-year 68.9%11.8 71.6%£1.2 0.28
Treatment duration —-month 42.0 (8-92) 30.0 (1-86) 0.35
TMSE score at diagnosis-point 17.946.2 20.2£5.7 0.19
Current TMSE score-point 14.3£8.8 21.7+7.3 < 0.01
Female-n (%) 10 (25.0) 30 (75.0) 1.4 (0.4-4.1) 0.77
Patient with neuropsychiatric symp- 10 (31.3) 22 (68.8) 2.6 (0.8-8.8) 0.11
toms: n (%)
Sleep medication usage: n (%) 7(26.9) 19 (73.1) 1.5(0.5-4.7) 0.56
Alzheimer’s type dementia: n (%) 9 (27.3) 24 (72.7) 1.7 (0.5-5.4) 0.56

Discussion:

Patients with cognitive dysfunctions present
EDS with variable frequency. The prevalence of EDS
in dementia subjects range from 18-43% (in the
study was 22.7%) and significantly associate with
cognitive dysfunction. These inconsistencies of EDS
frequency in each study can be explained by the
differences in study design, sample size and het-
erogeneity in assessment of cognition and sleep
quality. In the study, ESS was used for assessing
the symptom of EDS because this is a simple test
which easily administrated by patients or caregivers
and can detect both frequency and severity of EDS.
Our results supported the assumption from the
previous studies that EDS was a predictor and re-
lated with severity of cognitive decline®® in healthy
elderly and in dementia population. However, this
is the cross-sectional study which was not enough

power to prove about this conclusion. The future

longitudinal study should be conducted to clarify
this point.

Not only in dementia people but also in others
neurodegenerative disease patients, abnormal in
sleep qualities (insomnia, EDS, difficulty falling

% ‘When focus on

sleep) were frequently reported
EDS, the prevalence of this condition ranged from
22-29% in normal elderly®'', 15-51% in Parkin-
son’s disease'® and about 70% in Parkinson’s dis-
ease dementia’” . Thus EDS and some types of
sleep disorder could be a marker for the progres-
sion in some neurodegenerative diseases such as
Parkinson’s disease other than dementia.

The brains of AD patients, the most common
subtype of dementia as in our population, show the
intraneuronal changes known as neurofibrillary
tangles. In the early stages of AD, this pathology
can be detected in the entorhinal region and brain-

18, 19

stem™ ~. These areas involve the activity of many

neurotransmitter systems that innervate the cerebral
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cortex”. From this reason, several neurotransmitter
systems which have a main role in the maintaining
normal sleep-wake cycle such as cholinergic, no-
radrenergic and serotoninergic system®' might be
damaged in early stage of AD. Additionally, amy-
loid-beta, the major pathology in Alzheimer’s dis-
ease has bidirectional associated with sleep-wake
cycle™. The short sleep duration and reduce qual-
ity of sleep have been related with and increase
burden of amyloid-beta accumulation in elderly
people®. Increased amyloid-beta has been related
to increase wakefulness and alter sleep pattern.
Thus, poor sleep quality might be promote the in-
flammation and degeneration of neuron, especially
in hippocampal area (key area of learning and
memory process) ***°. These would a possible ex-
planation how EDS may be considered as an early
predictor for cognitive decline particularly in de-
mentia patients.

Other than the cognitive impairment, there are
many neuropsychiatric problems have been in-
volved in AD. Thus, EDS was previous reported to
be associated with depression and some neuropsy-
chiatric symptoms®. However, this study failed to
exhibit this association due to the small sample size.

There were some major limitations in the study.
First, several conditions which may affect daytime
somnolence and increase the prevalence of EDS
such as medical iliness, alcohol used, caffeine used
and environmental effect, apathy, nocturnal symp-
toms and quality of nighttime sleep were not evalu-
ated in the study. Second, the study was performed
in out-patient subjects in tertiary care hospital, the
results may be difference if we conduct the study
in community or day-care subjects. Finally, the small
sample size which not enough power to determine

the relationship between type of neuropsychiatric

Vol.32¢NO.2 » 2016

symptoms, type of dementia and EDS. Further stud-
ies that focus on the relationships between these

factors and EDS are required.

Conclusion:

The prevalence of EDS in Thai dementia pa-
tients at MNRH was 22.7%. This condition associ-

ated with the severity of cognitive impairment.
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Abstract

Adjustment in lifestyle is very needed among
stroke patients since lifestyle-related factors are
being known to have overpowering effects on recur-
rent stroke. The aim of this descriptive study was to
evaluate the recurrent time of stroke among adult
patients with recurrent stroke in accordance to
lifestyle adjustment in Central Java, Indonesia.
Seventy three patients were recruited in Margono
Soekardjo hospital, Central Java, Indonesia. All
patients were asked and being interviewed using
Lifestyle Adjustment Scale (LSAS). The data was
analyzed by one way ANOVA test. Analysis showed
that there were statistically significant difference on
dietary habit, stress management and health re-
sponsibility with the recurrent time of stroke with the
F=3.38,6.34, and 3.75 (p=<0.04 - 0.003) respec-
tively. The higher score of lifestyle adjustment score
indicate the longer time of stroke recurrence. Per-
sistent nursing education program regarding life-
style adjustment must be implemented at all level,
locally and nationally.

Keyword: lifestyle adjustment, Recurrent

stroke, Adult patients

Introduction

Stroke is typically characterized by neurologi-
cal deficits due to an acute focal injury of the central
nervous system (CNS) by a vascular cause, includ-
ing cerebral infarction, intracerebral hemorrhage
(ICH) and subarachnoid hemorrhage (SAH)." The
recurrence of stroke is relatively common after re-
covery from the first stroke, patients surviving an
initial stroke are known to be at significantly in-
creased risk for future strokes compared to the

general population.” One out of four (25%) strokes
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is recurrence, which involves a greater risk of death
than the first stroke.” Data from AHA showed that
those who had transient ischemic attack (TIA) and
new stroke will have increased risk of future stroke.
Second stroke may be occurred 5% within the first
week after the first occurrence.”® According to the
meta-analysis with 13 studies of stroke recurrence,
the risk of stroke recurrence are 1.15-15% within 1
month, 7.0% - 20.6% within 1 year, 16.2%-35.3%
within 5 year and 14%-51.3% within 10 year. And
the cumulative risk of stroke recurrence, 3.1% at 30
days, 11.1% at 1 year, 26.4% at 5 year and 39.2%
at 10 year.” Whereas data from AHA rates of stroke
recurrence were 1.8% at 1 month, 5% at 6 month,
8% at 1 year and 18.1 % at 4 years. > According to
comparable risk assessment methods, inappropri-
ate lifestyle could be significant factor contributing
recurrent stroke, disability and death in the world.®
Recurrent strokes are important cause of morbidity
and mortality, and mortality after recurrent stroke is
higher than a first stroke.’

The etiology of recurrent stroke is probably
multifactorial and many recurrences remain unex-
plained by conventional risk.” Almost stroke patients
have at least one clinical risk factor and other be-
havioral factors, and those often inadequately man-

aged during follow-up.'”"

From those factors, life-
style-related factors being known to have
overpowering effect on its incidence."” To reduce
the number of stroke, healthy lifestyle habit must be
implemented, and there is a stratified relation
between an individual’s number of healthy lifestyle
indicators and their risk of stroke."* Furthermore, the
risk of death from all causes among individuals who
have previously suffered stroke declines as the

number of healthy lifestyle factors increases.'
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Lifestyle risk factors of recurrent stroke are the

%17 To reduce

same as those for first-ever stroke.
the number of patients with recurrent stroke, it is
essential that patients understand the importance
not only for rehabilitation but also controlling risk
factors.'"® National stroke guidelines identify clinical
conditions and lifestyle factors as significant modi-
fiable risk factors that should be targeted for sec-

ondary prevention. >> '

Adequate control of risk
factors is difficult without lifestyle adjustments.

The aim of this study were to explore dimension
of lifestyle adjustment (dietary habit, smoking
habit, physical activity, stress management, and
health responsibility) and the differences time of
stroke recurrence among adult recurrent stroke
patient in Margono Soekardjo Puwokerto (MSP)

Hospital, Central Java Province, Indonesia

Material and Methods

Design

Descriptive cross sectional study design was
used in this study. Study was conducted between
Novembers to December 2015 in Margono Soek-
ardjo Purwokerto (MSP) hospital, Central Java, In-
donesia. Patients were recruited according to the
following inclusion criteria: (1) age 18-60 years old,
(2) have had recurrent stroke, (3) recurrent stroke
patients in MSP Hospital, (4) being in good con-
sciousness, (5) able to communicate in Indonesian
or Javanese language.

Researcher asked the patients in the waiting
room prior to seeing the doctor (outpatient setting
in clinic of neurology) while for inpatient setting,
researcher asked the patients who hospitalized in
the internist ward. Initial information was assessed
and reconfirmed through each individual patient

medical record file. The calculation of sampling to
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know the number of participants’ needed in this
study was determined by using a formula for an
unknown population from Lwanga and Lemeshow™
and for estimation of proportion was based on pre-
vious study in Indonesia by Soertidewi and Misbah®
which is 19,9% recurrent stroke patients. The sam-
ple was recruited using consecutive sampling.
Thus, the final sample consisted of 73 patients.
Those who agreed to participate sign the written
declaration of informed concern and completed the
lifestyle instruments at the hospital. The time re-
quired for completing the questionnaire taken not
more than 30 minute.

Instrument

The questionnaire include two parts: 1) demo-
graphical data form, this form was used to describe
the patient’s characteristics; 2) Life Style Adjustment
Scale (LSAS). LSAS were modified version question-
naire by researcher taken from a combination of
several items on the domain of the four types of
lifestyle questionnaire, those are Simple Lifestyle
Instrument Questionnaire (SLIQ) develop by God-
win et al** Lifestyle Appraisal Questionnaire (LAQ)
part 1 develop by Craig, Hancock, & Craig® Health
Promoting Lifestyle Profie Il (HPLP) by Walker SN,
Sechrist KR, & Pender NJ* and Lifestyle Instrument
developed by Leung and Arthur”’. The total items
taken cover from all domains of lifestyle that has
been adapted to the literature of the WHO,
National Stroke Foundation, and American Heart
Association/American Stroke Association
particularly lifestyle that influence to recurrent
stroke. And adapted to the circumstances and
cultures that exist in Indonesian society. LSAS con-
sist of 5 domain and 33 items, with 18 favorable
questions and 15 unfavorable questions. These

soliciting information on the following dimension:
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dietary habit (8); smoking habit (3), Physical activ-
ity (5 items); Stress management (8), and health
responsibility (9). Scoring for items in LSAS ques-
tionnaire were used four point likert scale.

Translation and reliability

The LSAS questionnaire were translated using
back-translation technique by bilingual experts from
language center, University of Muhammadiyah Pur-
wokerto. The reliability testing was calculated based
on 30 patients with similar eligibility criteria as the
sample. Cronbach’s alpha of LSAS was 0.916.

Statistical Analysis

All statistical analysis was performed using
Statistical Package for Social Sciences (SPSS) ver-
sion 21.0. Descriptive statistics were generated
using frequency distributions with categorical vari-
ables and means or standard deviation with nu-
merical variables. One way ANOVA was used to
analyze the comparison between lifestyle and dif-

ferent group of recurrent stroke.

Results

Basic information

There were seventy three participants of an
average age 54.22 (+7.5), frequency of the re-
spondents was relatively higher among patients
aged 39 - 60 years (97.3%, n= 71). Of these indi-
viduals, 56.2% (n=41) was male and 43.8% (n= 32)
was female. The majority of participants were mus-
lim (97.3%, n=71) and married (90.4%, n=66). Most
of the samples (60.3%) had low educational levels,
attending elementary school, junior high school and
only one patient who had no education. Addition-
ally, 53.4% respondents were low income level (n=
39). Most of the patients were ischemic type of
stroke (87.7%, n=64) with duration of illness within

1-5 years (67.1%, n= 49).
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Characteristic of time of recurrent stroke

This study reported that the majority of re-
spondent are a second stroke with the percentage
82.19 % (n=60) and the rest only 17.81% (n= 13)
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are the multiple stroke. The detailed characteristic
group of time stroke recurrence are presented in

the table 1.

Table 1 Characteristic of time of recurrent stroke (n=73).
Time of recurrent stroke (n) (%)
< 6 month 10 13.70
7 — 12 month 30 41.10
Over 12 month 33 45.20
Total 73 100

Comparison of time of recurrent stroke by
Lifestyle Adjustment (LSA)

Bivariate analysis on this study using one way
ANOVA to identify the comparison of different group
of time of recurrent stroke (3 group including group
< 6 month, 7 — 12 month and over 12 month) in
relation to lifestyle adjustment (5 variables including
dietary habit, smoking habit, physical activity, stress
management and health responsibility). There were
three variables out of five showed statistically sig-
nificant different with group of recurrent stroke time.
These variables were dietary habit, stress manage-
ment and health responsibility (the detailed on the
table 2). Analysis showed that there was statisti-
cally significant differences between dietary habit
and recurrence time (F= 3.38, P value 0.40), stress
management and recurrent time (F= 6.34, p value=
0.003); and health responsibility and recurrence

time of stroke (F= 3.75; P value= 0.03). Two variable

there were no significant difference with the recur-
rent time of stroke. There were smoking habit and
physical activity (F= 2.24, P value= 0.11 and F=
1.88; p value= 0.15, respectively). Post hoc test for
multiple comparion among three significant differ-
ence variable showed that there were statistically
significant difference of recurrence time between
the group with 7 - 12 month and over 12 month (p
value 0.01) on dieatary habit and stress manage-
ment (p value 0.01 and p value= 0.003 respec-
tively), and on variable health responsibility among
group < 6 month vs over 12 month and group 7 - 12
month vs. over 12 month with p value 0.04 and 0.02
respectively. This indicates that the group over 12
month has the highest value of the mean difference
among the other groups. Interpretation of this further
results test are the higher mean score of lifestyle

indicates the longer time to recurrence.
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Table 2 Comparison of time of recurrent stroke by Lifestyle Adjustment (LSA)
Time of Recurrent Stroke
Dimension of Lifestyle
< 6 month 7 — 12 month over 12 month F P value
Adjustment
Mean SD Mean SD Mean SD
LSA 1: Dietary habit 7212 9.93 70.20 7.50 76.51 11.32 3.38 0.04*
LSA 2: Smoking habit 7746 18.85 71.63 23.00 82.03 15.73 2.24 0.11
LSA 3: Physical activity 58.50 15.82 63.00 18.82 69.09 15.53 1.88 0.15
LSA 4: Stress management 67.50 11.71  69.70 6.52 76.70 10.36 6.34 0.003*
LSA 5: Health responsibility 73.40 12.33 7497 11.68 82.00 11.37 3.75 0.003*

Remarks: *Significant at p-value <0.05.

Discussion

The results of the study above presented that
the majority of respondent are had a second stroke
than multiple stroke. As previous study which con-
ducted among recurrent cerebrovascular stroke
clarified that the majority of the patients were admit-
ted with the first of recurrence.” The recent finding
also showed that most of the patients had their time
for recurrent stroke in time of group over 12 month.
This finding indicates the percentage for the earlier
time to recurrence in low percentage, and the big-
gest percentage was occur among long time period
(over than 12 month). Previous finding also sup-
ported that the biggest percentage of first recur-
rence of stroke is the longest period time (10 year)
and the small percentage is in the earlier time of
recurrent.”” There were some notable significant
different between lifestyle adjustments and time of
stroke recurrence. In particular, dietary habit was
statistically significant different on time of recurrent
stroke. It was also found by other studies that there
were statistically significant difference between
consumption high fruit and vegetable with stroke,

fruits and vegetables are protective against stroke,

with one recent meta-analysis demonstrating that
persons with the highest fruit and vegetable con-
sumption were 21% less likely to have a stroke
compared to those with the lowest consumption.”
Diet may also be associated with risk for recurrent
stroke and diet modification might represent an ef-
fective intervention for secondary prevention.”
Well-balanced diet, low in fat, cholesterol, sodium
and sugar and stay in ideal weight, eat less than
200 mg of cholesterol per day, consuming food that
are high fiber (oatmeal, whole grains, dried; beans,
and fruits), all of these are dietary control for recur-
rent stroke prevention.®

Regarding to the result of this study showed
that there were no statistically significant difference
between lifestyle adjustment on smoking habit and
time of recurrent. Other studies had shown that
stroke severity was not affected by cigarette smok-
ing since the smokers and the non-smokers expe-
rienced stroke recurrence.” However, results of the
current study are contradicted with previous find-
ings that suggested smoking raise the risks of
stroke, its recurrence and severity.* For patients
who have had previous stroke or TIA should be

strongly encouraged not to smoke and to avoid
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environmental tobacco smoke.”' There is also grow-
ing evidence that exposure to environmental to-
bacco smoke (passive smoking) is not only a risk
factor for heart disease but also for stroke.” There
are any benefit of smoking cessation, with ex-
smokers appearing to have a lesser risk of recurrent
vascular events than current smokers.*’

The data also indicated that there were no
statistically significant difference between lifestyle
adjustment on physical activity and time of recur-
rent. Contrarily, other previous studied which stud-
ied about physical activity among stroke survivors
during their hospital stay and community living re-
vealed that there were statistical differences for all
categories of physical activity.”” Regular exercise
was independently associated with lower all-cause
mortality after stroke.' Physical activity levels are
reduced immediately post-stroke and remain below
recommended levels for health and wellbeing at the
three and six month time points.** Physical activity
is an important aspect of lifestyle that patients at
risk of recurrent stroke can modify.*’

Feelings of distress are very common following
a stroke, and are understood to be part of natural
process of emotional and behavioral adjustment.*
Emotions experienced include shock, disbelief,
anger and frustration. Feeling of distress have been
synchronized to the process of grieving, in the case
of stroke the loss of former sense of self and lifestyle.
In many cases the patients is able to work through
these feelings and find a way of adjusting to their
new life conditions.** According to the result in this
study showed that there were statistically significant
difference between lifestyle adjustment on stress
management and time of recurrent. Other sup-
ported previous finding also revealed that patients

with recurrent stroke occurred prior to the first group
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of depressed patients compared with their non-
depressed patients.” The presence of emotional
distress can often have a significant negative impact
on a patient’s rehabilitation and recovery, as a pa-
tients will inevitably engage less well in their reha-
bilitation.*

In addition, this recent finding shown that there
were statistically significant difference between
lifestyle adjustment on health responsibility and time
of recurrent. It has previously been shown that
lower adherence to secondary stroke prevention
medication have highest incident of recurrence.*
And also, it has relationship between commitment
to chronic disease treatment and stroke severity
and demonstrated high level of adherence to sec-
ondary stroke prevention.® The risk of recurrent
cardiovascular event can be reduced by over 80%
with good adherence to combined secondary stroke
prevention strategies.* The presence of emotional
distress among stroke survivors can often have a
significant negative impact on a patient’s rehabilita-
tion and recovery, as a patients will inevitably en-
gage less well in their rehabilitation.** The goal to
achieved good recovery and rehabilitation are
through supporting and teaching the patients to
adhere to treatment regimen, importance of staying
on medications even though they do not feel any
difference, or perhaps feel worse because of side
effects, and by implementing necessary lifestyle

changes.”

Limitation and recommendation

The result of this study provide basic informa-
tion for future study on adult patients with recurrent
stroke. There are some limitation, the first things is
this study conducted only in small sample, less than

one hundred subjects. The study have been con-
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ducted only in one of local hospital only, if the study
have been conducted in a large scale, i.e., at na-
tional level, result can be confirmed in a more com-
prehensive manner. 2) This study was focused only
on lifestyle adjustment, various study influencing
recurrent stroke should be studied such as location
and type of stroke, which could affect outcome of
the time of recurrence and another precipitating

factors.
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Chronic daily headache

(Headache =15days /month)

Evaluation for secondary headache yes.

Short duration S

- Chronic cluster headache

Chromic paroxysmal hemicranias

Hypnic headache

Primary stabbing headache

Trigeminal autonomic cephalalgia

Others

Duration 4 hours

o | |

Headache

Specific diagnosis
Long duration
- Chronic migraine
- Chronic tension type headache
- Hemicrania continua

- New daily persistent headache

- Others



Vol.32 ¢ NO.2 » 2016

IsaUoafsuy:inadyunibnidoanas
UINN3 4 FTuN

Chronic tension type headache (CTTH) q
an9UanAseemanNANleResaNInndn 15 Ju/
wau tnedanrseeia 2 419 dapmes) ldidudamne

1 o = 3 QI 5 £ =
wazliianwusiiae dnuaaiinaud daau
quwseszaUdanieiliunans anadeaninal&ua

v dgll = A =%
nANesauAseraluA e

Hemicrania continua (HC) HansisiAe Aa
Uanseiiiasinamendaziontu a9 weldinemny
Unpalin 1nie1n19guLes e1allanIndaides nan

A o = = ,
wad Aauld IniainiImnailszanig? (autonomic
nervous system) AARRUAYIA U wisAmn
e lua Anayn Teatineuanesmsiasn indomethacin

New daily persistent headache wWuenistan
g A eoma o . 42 Y
Asmziinauiun filaadinszydunanGuianle
FALaL Lm:ﬂqmnﬂiﬂmiﬂmwwﬂf;mﬁumﬁ‘uﬁu
o e e v m o oad
wsanelu 3 dundsBEuie Snifatugneaiisatlon
Asweauniniow dnian 2 419 Fannadu Taatasden
- Y v e Y
tuna1e epfeenatlapadnaiulunsuls

Chronic migraine \fluaivisaes COH N&ATY
g Aeauludilaalsnlunsumnilanduaiina

o . o 4% 4
(episodic migraine) LmeuﬂfammuL?@m Tng
aneuUrIasaINIlinAes- waswilagly (trans-
formed migraine) vl ndumisenauyniu tne
ANNTUUINTEALTRaTNUNANS TEudneTiuanall
an1sianlaiinsuguissunsnidussaz) Tanang
azldeARalsARANLNAY

IsAUdafisy:IraUIunToNsUouNI
4 3NN

Chronic cluster headache @fﬂuﬂ@juﬂqmﬁm:
Ao a a o
V]N@ﬂ‘iﬂ'mzwLﬁﬂﬁl@ﬂﬂqﬂqﬁﬂﬁzmqV]L@??qmm"Jﬂ
(trigeminal autonomic cephalalgia, TAC) Tnaidandng
WA NLINITedulszamanasi 5 (Trigeminal

nerve) aeieguiaailuing seum vive U AfAs

Thai * Journal * of ® Neurology

15-180 W1 FANALAINININUTLANETEN R
1 4
i MRENEN 1uANTas ARayn Wiynlue Aue
v ¥ 1 v
Wanlua sptlnfafiiluafansa (episodic cluster
v
headache) dniluiuazais fnc dunanedu - flanvt
~ \ a | @A
wardunetagnannisageuad Ineldidanaendunay
k4
-1 wslugihaizaiiazliinsasaesisn
Chronic paroxysmal hemicrania (CPH) 81019
b o a o e A a
AdnanulsAlnATHEAdamas AR NaN19Lzan
=l k% ] a 7 a 1 3’/
w@3sansae wienstinazinadnanes e Tne
{nstansadagunsailszinn 2-30 wid wazilanle
¥ |
A1 10 pfasiedu Tnetansadieadutl viie aeuly
v
iu 1 1hew lsatlineuanesfninses indomethacin
v
dnlfluauim 25 un. duay 3 A wazl5uldmiu
ANNNIAALARAY ABFUKA LA 1-2 11 AILTNEN
Hypnic headache aAAfUETRA18979 50 T
n&l & dl a é( o
TngazilaaluuRAL) 1Te AL NNATURNIZNATMAL
o Y Y dl né’ o 1 a o
waziWigtheauay dndamuanndt 15 winnasann
Auneu wazliifu 4 4alus ANguusstunans ifin
Y = & Y @yl o o Xy ! o
dapenvzagaadnantd dainiiaauldunnndn 10 4u
LA
Primary stabbing headache Aanenizlanuuy
v 1
TULIITNAW] ALTuAN saunvzensy Tnaianly
1 v
fuuazenaiinfia funaieaia analdannane
e ¥ o4 L we oo X o \~
Juase wzaninndntuls inlwsqlaeldfdennis
szgmniassanmae
Short—lasting unilateral neuralgiform headache
attacks ag/lungu TAC wiuriu Tnad 2 9fialaun short
— lasting unilateral neuralgiform headache attacks
with conjunctival injection and tearing (SUNCT) Lag
a1ia7A cranial autonomic symptoms (SUNA) 81119
A a X Aoy e
danniintuazidunuulongulsanAstrsaunivse
o k% al o 90// 1 o 90’
wdusumalwiun Wuganaaaisedy Uandar
\ > . e p~ ~
wriazAisaelutaeldfiiuii — 10 wi uaziianniamig
~ = ~ ¥ o a4 Ay
sranig? wniduaiinafansng sinldaeilddanae
v |
1nnN91 1 1ew luaiaFefainduseiiiaaunuiin 1
=) & v 1 A dg/ 1 1
T vizalsnaauiiaandnt wew leafllineuanesse
indomethacin 24519910 CPH LA HC

29



30

21sasUs:andneniiiods:inelng

IsAUoaASY:IKQTFUNINU (Medication

overuse headache)
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AN519: LNaUNNIsINaaalsAlNiNTWITasY ANLNUTARY ICHD-3°

Diagnostic criteria:

fulfilling criteria B and C

1. Migraine without aura

O unilateral location
pulsating quality
moderate or severe pain intensity

O O O

O nausea and/or vomiting

O photophobia and phonophobia

A. Headache (tension-type-like and/or migraine-like) on > 15 days per month for >3 months and

B. Occurring in a patient who has had at least five attacks fulfilling criteria B-D for migraine without
aura and/or criteria B and C for migraine with aura
C. On = 8 days per month for >3 months, fulfilling any of the following.

® Headache has at least two of the following four characteristics:

aggravation by or causing avoidance of
O routine physical activity (e.g. walking or climbing stairs)
® During headache at least one of the following:
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2. Migraine with aura

O Visual

Sensory

speech and/or language
motor

O O OO

brainstem
O retinal

symptoms occur in succession

D. Not better accounted for by another ICHD-3

@® One or more of the following fully reversible aura symptoms:

@ At least two of the following four characteristics:
O at least one aura symptom spreads gradually over = 5 minutes, and/or two or more

O each individual aura symptom lasts 5-60 minutes1
O atleast one aura symptom is unilateral
O the aura is accompanied, or followed within 60 minutes, by headache
3. Believed by the patient to be migraine at onset and relieved by a triptan or ergot derivative
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1. NSAIDS &1 ibuprofen 7, 400-800 NA.
N 6-8 Falus wudndaausamanetneiitiadAnyly
o < 2 A o Y a LA o
dilaasnaaseniiaieiulssniuaianen iwmsaiuen
aspirin Ny atuduilszAnsnmluawn 900-1000
un. wnlien metoclopramide sanAaaazlilss@ndua
aX a I 4 A o
AT1 LATANaIN1IAEUlA A SNAUNLUTTINTY
naproxen 500 n.yn 12 Falue mnidarinenalden
v
Tungu COX-2 inhibitor luaunagelAlugdasdu angu
dy 2 [ % dl a 1 [ % 1 =
tanaldidusnilasiulansuiniiadoniugaaiisss
(menstrual migraine) Tnglensn 1 davirelnan
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QUourngy o1y 47 U 73w rwudnu SUDDEN ONSET
21M1911 © LI TNe91 1 7 Faliarieansm. HEADACHE WITH
ansaqiiy ;2 Juneunnlsaneunga (W) 0 RIGHT-SIDED
uqmimmm FilaefiannistenAs el LU JUR NUMBNESS

BT UannnUFnnanaA a1
A09914 HedgueanufluAsevng lnsaad
s IeenunsulseniuuandiulaaATee lung 6
- L4 L ow - X
Hannsaasiaiiies wangnivzaRuazilannnay
AU19AFUAUNAY LAFUTUNNUNIIZANTUIA

7 dolieniaunn aw. §AnianieT

WIUTNTNYN WA LNHERULT A9NT TN . o
uw. §sFANa Tnuavuns,

wry. Id0ySau KINWAWCUUAS,

UszaRann : Ujaslsntlszdnda, Ienausieiiomn 231

General examination: wey. AAGY ﬁuﬁqnéﬁﬂa
Vital signs : Temp 37 °c, BP 138/80 mmHg, uw. UNAU INYsaRStyuun,
RR 16 /min, HR 76/min uw. NOKUN a3F:1U

HEENT: no lymph node enlargement
Heart and lungs: normal
Abdomen: normal

Extremities: no pitting edema

Neurological examination:

Good consciousness, normal orientation

Pupil 3 mm RTL BE, fundi:sharp disc, normal visual field
No limitation of EOM

Intact of CN V-XII response

Normal muscle tone and strength

Impaired pinprick sensation of right side of body
Normal cerebellar sign

Absent of neck stiffness

Deep tendon reflex 2+, normal plantar response

Investigations

Blood chemistry : BS 87 mg%, HbA1C 6, BUN/Cr

uw. gsAnd Tnuaduns, wry. udrysSal RFoWaWIUAs,
10/0.67 mg/dl, TC 163,TG 38, HDL 42, LDL 110 mg/dl, wry. fAdd duannsAnd, uw. TnA IfasdAsyuU,

uw. Morth guas:iu
AST/ALT 18/12 U/L, ALP 48U/L, Alb 3.6 g/dI, NEOLUS:IENNGNE aMUUUS:AINGNE NSUMSIWNE NSNS00AB1SUAY
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Glo 3.5 g/dl

CBC: WBC 5,200 /L (N 51.20%, L33.8%, E2.40%),
Hb10.5g/dl, Hct 35.4% Platelet 383,000k/ul.

Iron study: serum iron 16 ug/dl, TIBC 399ug/dl,
transferrin saturation4.0%, serum ferritin 3.5 ng/ml
VDRL: NR, RF: negative

PT 14.2, INR 0.97, PTT 22.0

LA (confirm dRVVT) 31.50 sec (31.3-42.6)
Anticardiolipin 1gG: pending

Antithrombin 111 96.0%, protein C 81.0%, protein S
64.0% activity

Antinuclear antibody: negative

Anti HIV: negative

Discussion

v dil 2 dl 1 v

gLaeieiiinmmeaIN13TNIenIenu Tne
Hanigiaevioguusstiwnneu 2 Ju tasainisilon
WRANHUeNIAYARUIAT0L 1R UINAYW ANEDLL

v 1
onset time wuLHEILAN LTS RIAATY thunderclap
headache TN l#in1sIRasaLenlsafalsdnlsa
azinliimannisaaiauuy thunderclap Heslsla
o a o 4 . ) p
114 anusilsntaniadue ieannngu primary vise
secondary 1] daulugy onset time fiazlaisanisa
WinAuaaiauu thunderclap 193U primary stab-
bing headache 138 occipital neuralgia w91 onset
b4 v

aziFuwuule wsl duration fiazdu)

Tanaun e liNenn1sUaaiauuL thunder-

Yo A

clap éitiae] Ae

Reversible cerebral vasoconstriction syndrome

Subarachnoid hemorrhage

, A A = e A

dqulsmauienatenn1suuuilatig Ae

Cerebral infection

Cerebral venous sinus thrombosis

Cervical artery dissection

Complicated sinusitis

Hypertensive crisis

Intracerebral hemorrhage
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Ischemic stroke
Spontaneous intracranial hypotension
Subdural hematoma
==II A @ @ ==II [ ==ll =
nuaendulsainuldtes uazannfaziiannis
v
WULLTY pituitary apoplexy
&3 differential diagnosis N&1ATYlung thun-
derclap headache §#LIL3N A8 subarachnoid hemor-
o Xy o o | o = dl
rhage lTuglaasaidtusiausdaniaaunaniils
wenuNanungen 2 Juld N9RgIaTenIe ATy
. _ N A T
ANBUZR4 neck stiffness T wATaHnAU iy inls
Anutaziiluaes subarachnoid hemorrhage HlsiAns
110 ae4l3fimIN neuroimaging WAZ/4Ta NMIATIANT
¥ v o @ | A o g A o A R
W ladunas fazdaatiuduinldviseluanivil
ATWMREUALTNABINHBINSLLL thunderclap 1
Af reversible vasoconstriction syndrome Tafidang
1 E4 14
duldle wrdnerusidaaliinnalsaitlfuinauan
Aadudantiaann reversible vasoconstriction
v
syndrome ¥nazfiaaiauuy thunderclap 717
v v
waee) AFluTee 1-2 erfindneunuinng 2auvi
Usednsldenunsang 1y ansududii enudle
v nill 1 o o 1 3 m v
Tufilaameilafansuzdinaouasiladlaniuen
v
azls Aatl reversible vasoconstriction syndrome
Tannaniazidufdeladannn
4 5 . x
a1mRnau] Nenanintglaaoluuil 1w
Carotid ¥138 vertebral artery dissection figialalilau
1 o v L % o z %
Nt s zauldudianazansaetaaauuuills
o =K = ¥ & o .
19 wantaainesiaaay 4-10 WaznLNWU neck pain
faumaetlszunns 2/3 4y dissect M vertebral
artery Waz 1/3 4 3LTN dissect A34 carotid artery
v
& 115U intracranial hypotension WHANUN9ATS
o o Ay Y o N P
analaptiTiunly sansisianuzigAdne intracra-
. , ” D
nial hypotension Tugftlhesail Ae HuaaviannTuaa
agflwin upright wAllasuiLeN1snd fienaazld
v
ANN9088 U188 NNTLATNA twezEilag intracranial
hypotension dnldAaad focal neurological deficit
@91 cerebral venous thrombosis fiaNanIAae
v ]
Uapdauuuilfiduiu waflddessin dauannisai
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n9alean decreased pin prick sensation ﬂlmz‘ﬁl
cortical sensation Un# i@ﬂTiﬁﬁli’]%@%li[ﬁlNﬁ thala-
mus ﬁ\‘iﬁut’f’]ﬁ venous thrombosis 434 thrombus
@ﬂﬁdﬁ@ﬁﬁﬂﬂﬁ%@ﬂﬁ deep venous system 17l
thalamostriate vein, internal cerebral vein 31291
zmm‘iﬁmmﬁ?u drainage {1A21N thalamus

&1 arterial stroke gaulvnjiiniaawiu tension
snnndn uazluseiAsiansarinunrieuds 2 Surieu
ﬁ@tﬁ@’m’]iﬂ’] ﬂ%’]ﬂ‘li’]@m‘ﬂu@’m arterial stroke Q¢
Au1azeIN

ZQ’]LWﬁluﬂ ‘17‘1|L‘v1§@ L1 pituitary apoplexy 214

atiauuy thunderclap 16 widn® neurological

Neuroimaging
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deficit NdnazLili diplopia anAMuRALNATRLEY
Uszamanesd 3,4,6 NINN918NN291 LHBIAN neu-
roanatomy @4 cavernous sinus # cranial nerves
4
1aiaginazatinfiu pituitary gland
£
zgm)’hﬁ primary thunderclap headache 88l
o a K 1 % 1o 1 a 1=l
TadihAnde seldfitaaiusiiesasnanes wal
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NasnundayalfiniFAnaIn neuroimaging

Fig a: Axial FLAIR; Hypersignal intensity lesion at the left thalamus and medial aspect of the right thalamus

Fig b: Sagittal non-contrast CT; Thrombus at the straight sinus and vein of Galen

Fig c: Sagittal source image of MRY; Filling defect of the straight sinus and vein of Galen
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nnazunandaulaamseaas non-Hodgkin's ROPATHY
lymphoma faszuulszamdautlaranulélades MIMICKING
ANANEIANHUEAINITNIIAARNLAZWEN AN EIN b GUILLAIN'BARRE
;ﬁﬂﬁm non-Hodgkin’s lymphoma ‘17;5?1 polyneuropathy x rP I
Al g AendeetAznisinm $1uau 32 e Tne S DROM]%N%%IIXIE
ANNNGN AD NGNLLIN peripheral nervous system PRESENTATION OF
neurolymphomatosis ﬁﬁﬂwﬁﬁmu 15 3781 A9UHNIN DIFFUSED LARGE
Hanstanguusaiiuannisdidny diles 2T 15 978 B-CELL LYMPHOMA

fne1nn3 symmetrical polyneuropathy AWy direct

Tomita M wazAnse' wugn anwnsnuiegtaalaiu

invasion of lymphoma cell A1N19A293ANINENTANEIN
9 718 LLaE MIVIANU positive signal in FDG-PET scan

6 718 ﬂzj&lﬁlm\‘i paraneoplastic neuropathy ﬁéﬂfm ..

RNUIU 5 978 Tmﬂ‘ﬁlﬁfmmﬁ‘ chronic inflammatory uw.waju ﬂOSC’lUF]ﬂJ,
demyelinating polyneuropathy (CIDP) 3 91¢ SA.UW. WSy ﬂf_\SUfoU'\
sensory ganglionopathy 1 718 Wag vasculitic
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{gthednuan 12 918 tsznaudiag multiple monone-

uropathy 10 918 LLaZ acute polyneuropathy 2 mfﬁﬁlﬂ

flenisi@sunuy Guillain-Barré syndrome (il

WarsnunaHnead lymphoma wudnluwdnuaugtlas 2

’;‘ﬁil‘ﬁflmmi acute polyneuropathy W T cell lym-

phoma WLag peripheral T cell ymphoma unspecified

mu@:ﬂfmﬁlﬂu diffuse large B cell lymphoma @21

NNATHBINIT neurolymphomatosis 138 mononeuri-

tis multiplex WAlNWL acute polyneuropathy Lagl &
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wenuna Hubadadlduazdeumanninau 165unis
o a dQII dg ] o 1
fnuuulIARAaaINNTATULNNEY 2 dlanvinan
A lanenuna filog wudiuwanuazanditeaus
faufuulamdrenn aadnfunisinenlsanenuna
WU A1NN13NNTLTERUNLGT pupil 3 mm BRTL,
ptosis left eye, limited EOM both eyes, proximal
muscle weakness, decrease pinprick sensation at
proximal arms and legs, decrease propioceptive
sensation, reflex1+all gilaelAFunimmietiestJim
v
A5 wuqn meatnladundsny CSF-WBC 2 cells,
monocyte 2 cells, RBC 30 cells/cu.mm., CSF pro-
tein179 mg%, CSF sugar 70 mg%, serum sugar 120
mg% R334 nerve conduction study and needle
electromyography WuANRALNRYasdUlsza ™
wazl@Funnsatiagudntlu Guillain-Barré syndrome
(GBS) aslFn1s5nwfaseen Intravenous Immu-
noglobulin (IVIG) 3 41 iiAaan119anaeiuas 1700
v

cells/cu.mm uazAna lussLLMNAAUINE 1A Asugn
21 IVIG Langeuninensa

mevasanieialiwudn filaegnld endotracheal
tube with mechanical ventilator ﬁtytyﬁm%wsl,mlm::
1#5ue1 Levophed 60:1 rate 30ml/hr, BT 38.4°C,
BP140/80 mmHg, PR 100/min, RR 20/min drowsi-
ness, mild pale, mild jaundice, no palpable lymph
nodes M992TNNNLNNTLULLIZEIM WU pupil 3 mm
SRTL both ptosis LE, total ophthalmoparesis all
direction, generalized hypotonia, symmetrical muscle
weakness, motor power - upper limbs grade 1/5 WAy

v

lower limbs grade 2/5, deep tendon reflexes 0 YN7NA

lalwy Babinski's sign, clonus LLAZ meningeal signs
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NANINTATIA nerve conduction study and nee-
dle electromyography WLAMNHALNALLL axonal
polyneuropathy ﬁmmmm@‘lugﬂ‘ﬁ' 1

HANNIAPIANTRILLTFNT Ui complete
blood count: WBC 1500, PMN2%, lymphocyte 14%,
monocyte 7%, atypical lymphocyte 2% [diff25WBC],
PIt 129,000, Hb 7.5, Hct 23, MCV 84, MCH 27,
MCHC 32, RDW 19, liver function test: DB 1.92 ,TB
2.25, SGOT 66, SGPT 36, ALP 310, TP 4.6, albumin
1.8, LDH 881, serum protein electrophoresis-no
monoclonal gammopathy

NANITATIANINFIRANEN U971 computed
tomography brain : negative study, R9N1INUNIU
magnetic resonance image brain a1n Tw.ﬁzd\i;iﬂ'm
N1 WU abnormal gadolinium enhancement at
postero-inferior part of bilateral cavernous sinuses
and nasopharygeal area, ultrasonograpgy of
hepatobiliary: mild hepatomegaly, no focal
hepatic lesion, no biliary dilatation

HannRIa ladunds wudn open pressure
23 mm H2O, CSF-clear colorless, WBC22 cells,
mono 20 cells, PMN 2 cells, protein 179 mg%, CSF
glucose 97mg%, serum glucose 157 mg%, CSF
cytology study: negative for malignancy 4 speci-
mens, serum and CSF paraneoplastic profile- neg-
ative, serum and CSF antiganglioside- negative

L‘f‘i@qfv«]ﬁﬂmimf;fwwﬁmﬂﬁﬁﬁmﬂﬁmfé’fu 1ad
ansnliniaitiade i Asdediaadndunisnaanig
Tam Aa W1An Aae telescope 0 degree WU &
minimal adenoid gland hyperplasia N@ﬂﬂ?ﬁm%ulﬁ@
Tw39a3n (nasopharynx) AFAANNNENBANE WL non
Hodgkin lymphoma, diffuse large B cell [CD20+,
CD3-,CD56-,EBER-] u@ﬂmﬂﬁmmimwhﬂix@ﬂ
AN non Hodgkin lymphoma, diffuse large B cell
[CD20+, CD3-,CD56-,EBER-] Lhuiu
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Sensory NCS
Nerve / Sites Rec. Site | Latency | Peak Ampl | Response | Distance | Velocity
ms v cm m/s
L MEDIAN - Digit II
1.Wrist 11 3.60 7.8
2. Elbow 8.90 6.0 22 57.1
R ULNAR - Digit V
1. Wrist Vv 2.50 8.4
2. B.Elbow 6.80 6.5 22 51.2
L SURAL-Calf
(1. Calf | Ankle | ] | No | |
Motor NCS
Nerve / Sites Latency | Ampl | Response | Distance | Velocity
ms mV cm m/s

L MEDIAN - APB
1. Wrist 5.30 1.1
2. Elbow 9.95 1.2 20 43.0
R ULNAR - ADM
1. Wrist 3.05 1.4
2. B.Elbow 7.90 1.5 22 454
R COMM PERONEAL - EDB
1. Ankle 1 | | No| |
L TIBIAL (KNEE) - AH
1. Ankle 5.65 0.4
2. Knee No
Needle EMG
EMG Summary Table

Spontaneous MUAP Recruitment

IA | Fib | PSW | Fasc | H.F. | Amp [ Dur, | PPP | Pattern
L. GASTROCN (MED) | 3+ | 2+ | 3+ Discrete
R. TIB ANTERIOR 3+ | 3+ | 3+ Discrete
L. QUADRICEPS 2+ | 2+ | 2+ Discrete
L. FIRST D INTEROSS | 3+ | 2+ | 2+ Discrete
R. DELTOID 2+ | 2+ | 2+ Reduced

gﬂﬁ1 nerve conduction study and needle electromyography

39Sl

toymaasilasseil Ae HldFess iinnneu
A1NNT progressive proximal muscle weakness with
ophthalmoplegia WANTUIANHULAINITNINARLN
nanuadlaunnae peripheral polyneuropathy
o = | s = % =2 o \
wii91aziaIN198E19990139 TNAALARINLNGH
81117 Guillain-Barré Syndrome WaANNTaAL3
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NANTUNRANATY AD Qﬂqmwummmﬂmmmn@u

Y . - X
LAz anN1sLansaaadulszamdautlatainnaulu
wouiidlaidag) Gelalddneoizaes GBS My post
infectious polyradiculoneuropathy Tunamsadnn
o g vy a & Lo P a
nliiresAnnelsANIgTZUL (systemic iliness) 814 71
Wuawmaaseinsld uaziniazunsndaunieszuy
13281 N19INANIAY polyradiculoneuropathy LAY
ophthalmoplegia W5aNTU LAAIDINLIBANINT
NIEAANTTANENAE RN A9U NenBan LT

118 Aa meningeal infiltration with involvement of
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multiple nerve roots and cranial nerves Ipefnanis
nsatnladumdainndn My lymphocytic, high
protein and normal sugar profile L‘}Jum@m@zﬁuu@uu

WBNANE HA MRI brain WUAINKARLNAT cav-
ernous sinus XML nasopharyngeal enhancement
el gindatuares nasopharyngeal mucosa W@
NN INENT129U31LTIU non-Hodgkin's lym-
phoma, diffuse large B cell (CD20+, CD3-, CD56-
and EBER-) #@a bone marrow biopsy AN non-
Hodgkin’s lymphoma, diffuse large B cell tiuiu
mmi%\‘mumi’]%lﬁmmn lymphomatous meningitis
with polyradiculoneuropathy and cavernous sinus
involvement

Jearanaisilp S wazauz' TAnIn1sANEN
neoplastic meningitis Tutlszgnnslne NURAWWFAN
lymphoma, leukemia meningitis (LM) 810191 solid
organ malignancy Tmﬁﬁ%‘@ﬂm 70 129 LM ﬁmm
{14911 acute lymphoblastic leukemia (ALL) Lkag
non-Hodgkin’s lymphoma (NHL) annnsinutese
1amavi Wag cranial neuropathy CSF Wil lymphocytic
pleocytosis Faelaz 90, CSF cytology positive Faeiay
95.7 Tmﬂ‘ﬁlwu CSF cytology positive I;%\‘u,wiﬂ’]im%
pfsusn Seeiay 82.35

fadnfrynenaninlugilagseil Ae nsiiald
§9N7LRN17 polyradiculoneuropathy LAYAINNTED
139 GuugaaanulisuunnsineGufidramiies
$1annanaw T9azAaAuTUANHUENI9ARTNI0S
Guillain-Barré Syndrome An¥iaEan1A39aNs 19
Fadereadulszamilinud Andngiuuansd
AnsaandTedeluaan (demeylination) 1l3znns
ik srnshgesannuiintniniesnilszany uas
Lz’é'uﬂizmw;ﬁﬂfmmﬂﬁm%lﬁmmﬂmﬁ_qlm;ﬂmmau
I‘V\IN’]Lﬁ@@ﬁmﬂmﬂﬁimé‘ﬂﬁm@m@dLLﬂziﬂJﬁuﬂﬁdLLﬁiiﬂ
LAABNNNILIR S REITeUTN (painless periph-

eral neurolymphomatosis)
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Neurological manifestation 923gilagl diffuse
large B cell lymphoma A9 symmetrical
polyradiculoneuropathy Wu'lftias wazanaaziLans
81N17AR1E Guillain-Barré syndrome (GBS) 1% g
WU nnsiauLlaanig systemic illiness n1azldlu

Aa o ' @ a A sy =R o
ATUSNETNAURINTITRR UL TN Lﬂu'&\?VILL‘WVIﬂm‘ﬂQ‘Wﬂﬁz’U\?
Tun137tade Guillain-Barré syndrome (GBS) ua
D) D) an o = A ~
m‘ﬂ\'ls],vm']?’]u@rﬂﬂ LLﬁlﬂT?ﬂﬂWQXT’]uj NATNITOHNRINNT
ARNEIARS
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HANITM399 MRI bz MRV agluinnuailn s
Han1Tanzun e dUnFan LIS A9 L9
la&1As44 open pressure 60 cmH, 0, closed pres-
sure 53 cmH O a1 gfuniaz Idiopathic intrac-

ranial hypertension

391snd

Idiopathic intracranial hypertension (IIH) Tn
ANAD pseudotumor cerebri 138 benign intracra-
1 v
nial hypertension A8 NNz NRANAUTRITN
lagundageiininglaalainuanue wutealuues
o a o ra}d 2 | 2 Y o 2
Fenasgyiugnaninzdausandon gilaadnundoy
21n13LAATEE ANeLTuNINTeUiasaInTAN
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AaUnAaedulszaman 6 ann1azANALLN
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dema, 6" nerve palsy, enlarged blind spot ©4n"3
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N1973N1¥1N19% Idiopathic intracranial hyperten-
, Y 4o o A " “
sion (I1H) W &shdrAryngaludilaennaepenisan
v | v
Wniin dounisinenau dudsenaufaanisine
Taanslden waznisfnElaanNI26FA BILUIN
v 1 ]
N135N U AN ANATILFasEnHNAe visual loss
4! 1 ) £ o 1) Qo 1}
Felutqausnananansounlinissne ias lunnse Ta
v
Aaziflunisianziintadunas nnslden acetazola-
v
mide, furosemide 138 steroid #9UN13ENARITUANNT
i optic nerve sheath fenestration, CSF shunt pro-
cedure F9azfansntanisinEisassldlang
& o 1 d‘a a n;'ll o
yiragainsuasiunualnfweilean permanent

visual loss
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NNIENABALRAALAIIUIA T TDIANDIAL
(intracranial arterial stenosis; ICAS) Lﬂummaﬁ'wu
Ueaaaslsnrannlannanes Lmzﬁmqmﬁlmgqﬁ%
néuuinlg ICAS snusanAulsAL LA nAen
wnlugnasmy (small vessel disease; SVD) AN
nnfedatladuans SVD  azwuiili white matter
hyperintensity, old lacunar infarct 138 microbleed
atialpatinaile sidesanfuilduasiinonudusiug
fupnudediazifialsavaendenauasiun Las
AaNAdeN TunsAnEn SAMMPRIS Hdaya
ariuawuin e ICAS @unsawusaniu SVD
funedau usdiideyaiianinludasnaud fady
Resiny wazsanes SVD Tunnsinlsananniden
mumsﬁw (recurrent stroke; RS) a‘quﬁ\amﬂ%@mm
2299M31leysyn (cognitive decline) ‘Luéﬂfmﬁlﬁ ICAS
waz SVD Fauiiu wazldsunisinmdasenasnaud
FuaNneuAde SAMPRIS  1uAdeiaadluntg
A AINIBUAIRINNITANEILIN (post hoc
analysis) Lﬁ@"fmqﬂa‘:mﬁﬁmzﬁm

NAUUS:NSIIA:S:ITYUINY

TpelHNaaIN911A4E SAMPRIS Alun13@nE
Tudenti undiasnziideyasaniniangas (post hoc
, . vy 4%
analysis) AMNaUIUGU2ENTIURIUNA 451 AL
ANy A o D @
HEheNHLANN9RIIA NMINFIRAUNLNINANTDIAN DY
(MRI brain) 1295181191 313 AL (Faeay 69.4)
WBMI993N SVD TN1ls2nasnsdnH e nI9sadanen
sasiallil old lacunar infarction, grade 2 to 3 on t
he Fazekas scale (for high-grade white matter hy-
perintensities), or microbleeds. NnN1sANEsa b
qalszasAuanNITanIsIALAUANTISBINIS
o e e Ha . . . 4 X
AMFUN1ANNNAR 1) BIN19ANTIATTAd L REN N
gufFaufaulugiaenfuazlaidl SVD waz 2) Anu
Auiugees SVD anfuiuiiadei@esiugiuans) fiu
A7 NALIANARALADAANDIALNALULNTIIA LML
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FREQUENCY, RISK FACTORS,
AND OUTCOME OF COEXISTENT
SMALL VESSEL DISEASE AND
INTRACRANIAL ARTERIAL
STENOSIS RESULTS FROM THE
STENTING AND AGGRESSIVE
MEDICAL MANAGEMENT FOR
PREVENTING RECURRENT
STROKE IN INTRACRANIAL
STENOSIS (SAMMPRIS) TRIAL

‘vdim : Hyung-Min Kwon, Michael J. Lynn, Tanya
N. Turan, Colin P. Derdeyn, David Fiorella, Bethany
F. Lane, Jean Montgomery, L. Scott Janis, Zoran Rum-
boldt, Marc I. Chimowitz, MD, for the SAMMPRIS
Investigators. Frequency, Risk Factors, and Outcome
of Coexistent Small Vessel Disease and Intracranial
Arterial Stenosis Results From the Stenting and Ag-
gressive Medical Management for Preventing Recur-
rent Stroke in Intracranial Stenosis (SAMMPRIS)
Trial. JAMA Neurol 2016;73:36-42. doi:10.1001/
jamaneurol.2015.3145.

wry. ANNSad Juasuan,
SFA.UW. wsdy ansunynyn

1ISguiSaonassmsnilag

wiy. AMSaud  Bagasdum, sFA.uw. wsBd  ansdrynn
anus:EINdNEN MASBINIESAACIS ACUIWNEMACIS
UMINeagavuanunsuns

47



48

21sasUs:andneniiiods:inelng

1a (any ischemic stroke) wazlsAvaamnanAdNaIAL
dsl/ dldl 21 ¥ I dld [
TUNUNTIALIAIEUAD AR ALANANDINALDE AU
WA (ischemic stroke in the territory of the stenotic
artery) AlAazinan1sansingld proportional haz-
v
ards regression kazlun13ANEURIN1IANEN
Usziiusiner inanananizlunguildiunisinem
v
Anginanadu g
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1 dl Vo o/ % k73 a &
2. Iuﬂqmﬂimiﬂﬂﬂiiﬂﬂﬁﬁﬁlﬂﬂ’] ldn199wmaeid

1 ¥
wuudesfaudssan Taenil SVD lusnEuiusanty
W SN Y 4 - .
Tadeidesiug el inelssiiunauasiads
\Aasusaziladaiunsiia any ischemic stroke WA
ischemic stroke in the territory of the stenotic artery
3. Andentlade@esiian p< 0.1 a1nda 2 1ie
ndeszisausnyilade (multivariable analy-
sis) piall
4. wasandatademdusouilsnenauly
o e‘d‘ b a 8 ‘i/ % a 6
NAANET LAAINNNTAATzfideasiy az3iAsney ad-
justed hazard ratio sia SVD Taeld proportional
hazards regression model 71298 SVD wazfaudsnau
wiaziaug
a

WANSANW

©

Y o A

=2 a o o
aguuannsAnwndnAnylaall
ANa1UUELaY 451 AW gnARean 138 AL

1 4
Wavangaawmaniilillifunisneaa MRI brain
1 v v
vinlimaegUaeidsnivdu 313 au aangilos
¥ 1
[t wudn JEUaef il SVD 158 Auuazd SVD
155 AU HAAINNITIATIEUNAT AN
o o nél’ PR o o aa
1. fadenReaiuguniANAATYNNEDR b

'
v

gilaaiifin SVD Aa 81g11nn31 mean (SD) 63.5

a

(10.5)T (P<0.001) Aausulaindalnan (systolic
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blood pressure) 149(22) mmHg (P<0.001) 7eAl
‘ﬁﬁmmlwﬁﬂm 130 (50) mg%(P=0.03) m:LLuu MoCA
[median (Q1,Q3)] 24 (20,26) (P=0.02) ) A I
mmumﬂqmu‘immﬂmﬁﬂm wianiluariey gandn
luﬂ@um svD aulsun lsAumanu feaaz 56.8
(P=0.003) 2pnaanaantiala 29.7% (P=0.004) 1At
{lsAnaandanaNedNnian 38.1% (P<0.001) el
WIUILRUF AR AGNDIFL 56.8% (P<0.001) wazls
Sugnsunnsudefiaread@en (antithrombotic agents)
Tugasfitinenisaeslsanannidenanesduilude
ﬂq%‘luﬂmﬁ”m@jmﬁﬁmwﬂ (SAMMPRIS) ¥agiaz 70.3
(P=0.005)

2. Tan1awna recurrent strokes %mmmﬁ (any
ischemic stroke WA ischemic stroke in the territory
of the stenotic artery) laiuansinafusziinanguis
walaldt svD ilednmalliunud 2 7

3. ;ﬁﬂfmﬁﬁmuuu MoCA aAad 5 ATLUU
hazard ratio (95%Cl): 1.5(1.1-2.1) (p=0.02) T9ALLN
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