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Abstract

Ischemic stroke is most commonly found in the elderly with high mortality rates.
The inflammation of the blood vessels in the brain increases the risk of ischemic stroke. High-
sensitivity C-reactive protein (hs-CRP), a protein produced by the liver, is used as a non-
specific inflammation biomarker. The level of lipoprotein-associated phospholipase A2
(Lp-PLAZ),released from vulnerable atherosclerotic plaques in the inflamed vascular walls, also
increases in the ischemic stroke. The objectives of this study were to analyze the levels of
Lp—PLA2 activity and hs-CRP in ischemic stroke before and after treatment (at 2, 4 and 6 weeks)
in 55 patients, age 35 - 85 years. The levels of Lp—PLA2 activity, hs-CRP, and other parameters
were determined by AU680 BECKMAN automated analyzer. The results showed that the levels
of Lp—PLA2 activity and hs-CRP were significantly reduced after 2 - 6 weeks of stroke treatment
comparing to the levels before the treatment (admission baseline) at p < 0.05, with higher
percentage reduction in hs-CRP level than in Lp-PLA2 activity. The hs-CRP also had positive
correlation with Lp—PLA2 activity (r = 0.474; p < 0.001). However, being a specific
inflammatory marker for blood vessels, Lp—PLA2 should be more useful in the evaluation of

ischemic stroke treatment.
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Tsanaeadenauesiitinmnanzaussnaiien (ischemic stroke) wusnnluggenguas
Wummamsidesiaduauauludogiiv mmadiulugiaainanizvaeatdeauasudsiy
(atherosclerosis) fhmsé'nLtmfu%nnma'emLﬁaﬂﬁga%mzﬁmmLémdamuﬁﬂiiﬂﬂaamﬁaﬂ
du@3IMUN high-sensitivity C-reactive protein (hs-CRP) ﬁJuIiJsﬁuﬁa%a%umnﬁuﬁa%ﬁams
anLﬂnm"l,ﬂmtflmnnwlummww lipoprotein- assocmtedphosphohpase A (Lp PLA ) TAANN
Nnzdemsdnauiusnamiimasadeninann eson Lp-PLA, fommmnmnmmaﬂ
(HoALAIUTIAY Imlmmumamﬂmsanmmmmmm"lmuuﬂwaaamaaﬂ (atherosclerotic
plaque) u,a“wmmmawu"luns“l,l,maaﬂmamﬂwisﬂmaﬂmammm Tagilszaedmsivene
PIGERE ﬁLLﬁ“’L‘IJiEI‘]JmSI‘Ui“’mJ Lp-PLA activity uaz hs-CRP Aeuuazmendimsinmnlsanaen
@enanesriinfthinnnanzanesnatien Flawi 2, 4 waz 6) wazdmnsianuduiug
SEHINTZAY Lp- -PLA activity iU hs-CRP IﬂﬂﬁﬂHﬂHNﬂ’JUIiﬂﬁﬁﬂﬂLaﬂﬂaN?N"]mﬂﬁN?N‘lnﬂ
taen 55 519 81¢ 35 - 85 il Jtaszvian Lp- PLA, activity ttaz hs-CRP smmmsmmaimw
mmﬂimmammﬂ % AU680 u3¥m BECKMAN HAMIANEINYNTEAD Lp- PLA aCtIVlty
uaz hs-CRP HManadee 1IN WY AYIMIana (p <0.05) MYHAINIZNBI2-6 mew mamsn
fuszdufinuneums¥nin (admission; baseline) wazwy hs-CRP umaﬂmmnwaﬂ Tuvaseil
Lp-PLA  activity Himanasrnniiluduauseasasan mmmammmmﬂwuma £MSONLEAY
anay u,a umsmanaummamssnyﬂ,ummﬂ A hs-CRP nu Lp- PLA activity danuduwus
maanaludavinlasiian r = 0.474 (p < 0.001) @ Lp-PLA, acthIty UANUIUWIZTADNNIZ
FniauveInanataenInNnnI hs-CRP Faias Lp-PLA, i)\ﬁ-ﬂﬁ]uu1N11*H1JiuIﬂ‘liuluﬂ1iﬂ§uLN‘MNQ
ﬂ1ﬂﬁa\‘lﬂ1§iﬂ}ntiﬂﬁaﬂﬂLﬁﬂﬂﬁuﬁ)d‘lﬁuﬂﬁuﬂ@‘lﬂﬂl,al’z)ﬂulﬂﬂﬂﬂ

madey: lsavasadenaneiiaaesnaden lalulusauuedlsgionealland o n loiwusaia-

I8 d o [

FIN FIIFANMZEALEY AIZHADALADAUAILTIAY

*Eﬁuﬁﬂ‘ﬁﬂuuﬂﬂﬂm E-mail address: natlekmt46@gmail.com
FuunAN: 4 AUAILS 2564 uflvunana: 7 wenou 2564 FUARNALNAMN: 16 wWeu 2564



szavvedlal/lsdunealvdion WoalWlanla 10 y waslawuddia-Forsw hulszilumssnelsanasmidon

aUNTIATUONYIAEEA

uni

Tsaviaeatdenaned (stroke) (Huaina
dAgueamIideFiauaznelitiaanunmsau
n dAnsnudludl we. 2533 - 2556 wurithe
TsAvineatdenduetnelvd 10.3 duau wazild

Feria 6.5 auau’

NNeNUteyaveddtin
ulenesuazgnsmans dilnaulddansznig
AEITUGY NUNTATIMIMNY (mortality rate) 0
Tsaviaaatdendnadluaulngiuiusgianetila
Taedudl w.a. 2551 nudanmsaeidy 20.8
@o1szns 100,000 auuaztdinyulull w.a.
2555 1lu 31.7 delszmns 100,000 Au dda
o Y d' Y o v YV
Tnnuithendsumsinmlulsanenanielsa
- = o Q' g = 1
viaeatdeaduealIuNIuNY Tagwyily
U w.e. 2551, 2552 uaz 2553 ddthelsavaea
W@eAANBITIUIU 124,532, 176,202 waz 196,159
o s S Y d' = aAa 1 =
Au muddy wariidthendesialuudazl
U 13,133, 13,353 waz 17,540 AY ey
Wusanmsaedesar 20.78, 21.04 uaz 27.53
muady?
Tsaviaeatdenanaadunnnidenlva
= g L4 1 Vv o Y a
Deulidiagaaueatiosninanudssmsmldiia
AMIZANDINATITOMIUAZDDNT LAY L¥AdANDI
22ADY 9 MUY 13ANADALAFNBIBUATIAADIN
a a A .
ANuialnAveIviaoaLaon (vasculopathic
stroke) wiiilu 2 vila Ao 1) IsAviaentdendNed
FUANLANIINAILANBIVIALABA (ischemic
stroke) Fawvanniszanadesas 70 - 75 vodlsa
-~ z A
YaoALRBAANBINIYNA Ay 2) lsAviaeaLden
A A a A
dunpariianiinInaensonludned (hemor-
rhagic stroke)” tfadendniiiuanudoaves
TsAvinpnAtdenanoddl 4 ag13fe 1) Anudulaia
g1 2) sy 3) anzlvinludengauas
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4) Maguyms 1msddveslsnviasnatden
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AMsuazdnsimImennlsndanany e1nlesnn
lsAviaentaondanad taun 1) giazaigduiden
dmFudnieinslinvaeataeadue s bitiu
3 $)lu9 1¥U 81 recombinant tissue - plas-
minogen activator (rt—PA)(S) %atﬂumﬂi:&:u
. . Y a a o
tissue plasminogen Iagazlviuing 0.9 Nadniu
deflanin wazvinagagalitiu 90 Hadniu
Taglrhuvasa@eammelu 60 17" 2) ms
THenmumsudadiveaiden (anticoagulant) Tag

1 é’ Vi Y 05 Y a o QI A
onguilazileanuliliitfiamssudivesduaen
vauziagafiudadignsileafiunisgaduvesan
A 9: ‘#‘ Y o li' $% < s
et lagennlyUesngalumsmumsuiai

A A . 19 o o [ ga
V04189AAD heparin UATNAVBIMTIFEUAD
¥y A a ] . .
ABINNTATIVAAMNAN partial thromboplastin
time (PTT) me® 3) msl¥eduininideniu
AGUAY (anti-platelets coagulant) ﬁm%’umntjuﬁ
eia % % 1 a 4! Y s a I q:
niealy lawn wodlwsu FeilosdumsiAadus
volsavaenidenduasgadu™ 4) mslduian
sedvludivlwaen 1dun o1lungu statin e
Yosfiumsiiannzlviuluiaeageuaziianisgadu
veavaeadeatinau®” 5) msl¥esnmnlsaifu
nfheldsunisiaummneunazhedulsa
YA0ALAANUTY e15ArIlIALIYIIY g1an
anusulaia®”
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GHEN A0 high-sensitivity C-reactive protein

(hs-CRP) a¢halsAmuszéu hs-CRP lifianu
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3IUMY dIU lipoprotein — associated phospho-
lipase A (Lp-PLA) N30159NDNFONIULIN
platelet-activating factor acetylhydrolase
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L A P
(atherosclerotic lesions) LAZUIIUNNNITANUIA
o 4 o » ,

vosnnvlviunwiisviaantasn (atherosclerotic
plaque)'” Lp-PLA  gna1auaznislay
oxidized LDL uwaz macrophage wazinu
d‘ k% s a A C% .
tnervesnumsiialsaviaantasardla (cardio-
vascular disease) wazlsAviaenldendues (isch-
emic stroke)'™® 91n01u3FeN Methodist
DeBakey Heart Center 14 Houston Wudg#il
53y Lp-PLA | geulunszuaiden dilematia
TsanaeatdendussdvnaNaulnadeailag
wuMlsavaenldenduaIriaNAnNNIZaNDY
nadeniinudniusiusiy Lp-PLA  igeiy
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e msann: udtheselming
WA BUAZINANAN He1gIzning 35 - 65 Y Ams
dudhsumsineIuuuy stroke fast tract {1
viedpliimaaniiuuaziniumsinmnane1gsnssy
auee wazlafumsitadennunndaniznia
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naimsaneen: 1) Ahemuengs
NSAIDs uaz steroid 2) Aieiinansaa Rapid
plasma regain (RPR) reactive uazla3u
madeseindulsagiaa 3) Alheliddnd T
annsadaduladninlasimsideauas 4) fihe
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MINANDY (quasi-experimental study)

=< a v < ¥

WHUMIANBITY: 1AVTIVTINTRYA
Y A a d' a
Hiheolsnvasadenaneariiniiinninazaned
nadens1uIu 55 Nelasutadu 1) Jeyainly
voafihe laud e 81y Adwiiurame (body
mass index; BMI) anudula¥ia miqnqvﬁ
2) Yeyawansramavieadfianisvesdthe

%4

Tdun szdvihmavuzene1mns (fasting plasma
glucose) 5¥A1 creatinine, 3¢ total cholesterol,
szAv triglyceride, 52Ay HDL-cholesterol
wazszéiy LDL-cholesterol 3) tAudiagadon
d' A % a wva
Mwmaennmsananeriesdfiams (leftover
specimens) tNBATINILATILHAMIBALEULRMLAL
18w 526U hs-CRP waz Lp-PLA_ activity lng
aslneULazmMendImssnenduszeznandes
A lﬁ! Y n 1 Yo a
wousatheudaznvarlaiumsnsadanu

Vv Vv ]
fianua 3 aa luddevin 2, 4 waz 6 Mmenda
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M3s3ny) Taee base line AaaGuaURU ATy
- . T ;
M335n¥1 (admission) $IUFBLG1AANIATIZN
Vv
avua 220 fadl
MIns9ItasIziimete sl fiams:
M3IATINILATIHANITIManade g ludenves
Y 1 B Y d’ a '
Hihelsavasaiaendueldiniaansdinnansy
MaAddalula AU680 15En BECKMAN lu
wealfiamsnans ngunumatiamsunnduaz
wensIneadtin lsawennauasdgu lumsdnm
FeaTaiimanadeuiaAnnnnulszd Ao
1) M3A52931ATZH hs-CRP 1¥1dnms immuno-
tubidimetric method 1ng hs-CRP ludiuazih
5198199 11W12 A anti-human CRP fiadow
U latex particles lvitAamaimengulagains
A A a J “ g
AANAUULEAINIAADINMIMZNGHN (turbidity)
zfludadiududSinames hs-CRP ludeds
2) MIATINIATIEN Lp-PLA activity 1§nédn
M3 enzyme kinetic assay (Jumsanaiaszdy
Lp-PLA activity lu#Sulagl§ 1-myristoyl-2-
(4-nitrophenylsuccinyl) phosphatidylcholine
Wy substrate tolwxi Lp-PLA | 9zd08asqiiin
° ] d‘ Y a o n’d‘dd A
carbon ¢unian 2 landadamnid Ae 4-
nitrophenol JafMIANALUAY (absorbance; A)
NANue1IAIU 405 TULNAT Y89 4- nitrophenol
nasuwdasdetnan 1 1A (AA/min) was
AMUIUMIA Lp-PLA  activity ludhedrslay
ey Lp-PLA  callibration curve
MIANLHMIadn: daadanssann
auelugilfesas asyiluanasia g luiden
iauelugddiads £ dvesdiuiboauu
MAsHIu MAsegIU AANRANNdNRUS Y9
FTAU Lp-PLA  activity UarszAy hs-CRP Av
1 a J Y aa .
MWINALA5619 9 1%add Pearson Correlation

manziSeuiousziuues Lp-PLA  activity
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326U hs-CRP uazwinimeienaq Tugihelsa
vaoaldenauewlindNeIALEen Aaudi3udl
21M390915ANADALADATNDILATMINAIMITNY
Tudamiii 2 ,4 uaz 6 Mudda Wilcoxon Signed
Ranks Test

AsAAYIEHIuAIIN A uTeUIN
AMZBYNITNMINIBFTIUMIITeTUAY WINedy
sssuenani(swdlasens 006/2562) uazamz
BYNIINMITIEFITNMTITeIUAY T5ane11na
uasgy (s¥Wdlasams 002/2019)

HanNIANH
1. doyaiilivesiiholsanasaiienauos
namsnuNNdeyanislinvasaden
aumﬁlfi’h%vmi%’nmﬁwaﬁjﬂwmqﬁnﬁuaum
Tsaneauasdgusiuiu 55 1o wudumaane
28 719 (Fovaz 51) wevaje 27 119 (Govas 49)
1Ay 63.29 + 11.99 T Tasusnifumgiade
AsIE 63.58 + 11.99 T uazorgiaduiweands
63.00 +11.99 1 Lﬁaﬁiwttunﬁ’jﬂaﬂkﬂwaaﬂtﬁaﬂ
aweseantiu 6 ngumugiveny fie 30 - 40,41 - 50,
51 - 60, 61 - 70, 71 - 80 wazergunnil 80 I
wuhisnuuaziesazvesdihaulinvaea
Wwaadueaiy 1(1.8), 6(10.9), 13(23.7),
19 (34.6), 12 (21.8) waz 4 (7.3) Mua1ay 914Un
Wuiwaredruiunazevaziiidy 1(3.6),
3(10.7),8(28.6),6(21.4),7 (25.0) waz 3 (10.7)
MUANY  uaznArgITIUIULazSevaz A
0(0),3(11.1),5(18.5),13(48.2),5(18.5) uaz
1(3.7) muady dtheinnzanuduladingasiu
meTnnuLaziesar 43 (78.2) hunamneuiu
wazSoway 21(75.0) Lm:tﬂumﬂﬂm}ﬁi’mmua:
$poaz 22(81.5) ﬁmiquqﬁimﬁwﬁmamm:
Jowaz 12 (21.8) hunanednnuuaziesas 11
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(39.3) wazihumandgasiununaziesas 1 (3.7)
=) a d‘ 1 % °
wazdlsawvnusian 2 IumeuIuLaz
Yavaz 21 (38.2) Wumamesnnuuaziesas 10
(35.7) Lm:tﬂumﬂmﬁdﬁmmua:%’aﬂa: 11
(40.7) (Table 1) Hsz@viheaiaay (fasting

plasma glucose) 1y 133.3 + 71.5 daan3u

Table 1 Demographic data and history of ischemic stroke patients

qnaing e uasAs

foLAgans, 52Au LDL-cholesterol Ay
105.0 + 45.4 NaanfudaaTans, svAU HDL-
cholesterol 1DABNAL 46.8 + 11.7 Tadn3ude
IAFANT arIeAU triglyceride Aoy 131.9
+79.1 Naaniuaalasans (Table 4)

Data description

Variables Male Female Total
and classification
Sex Number (%) 28 (51) 27 (49) 55 (100)
Age (years) Mean + SD 63.58 +11.99 63.00 + 11.99 63.29 + 11.99
Number (%)
30 - 40year 1(3.6) 0(0.0) 1(1.8)
41 - 50 year 3(10.7) 3(11.1) 6(10.9)
51 - 60 year 8(28.6) 5(18.5) 13(23.7)
61 - 70 year 6(21.4) 13(48.2) 19(34.6)
71 - 80 year 7(25.0) 5(18.5) 12(21.8)
> 81 year 3(10.7) 1(3.7) 4(7.3)
BMI (kg./l\/lg) Mean + SD 24.32 + 3.72 25.84 + 3.64 25.0 £ 3.57
Blood Pressure Normal (< 130/85) 7(25.0) 5 (18.5) 12(21.8)
(mm.Hg) Number (%)
High (> 130/85) 21(75.0) 22 (81.5) 43(78.2)
Number (%)
Smoking Number (%) 11(39.3) 1(3.7) 12(21.8)
Type 2 Diabetes Number (%) 10(35.7) 11(40.7) 21(38.2)
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2. Wan1sIAsv waztlSouisussay
Lp-PLA activity, hs-CRP wazmNines
A4 q

NN TR IEF DT a¥ A
winilnesaie q invadedufihelsavasaidon
dued GaudiGuiloimsvedlsanasaidendues

(admission baseline) wazasivaamuludlan

q'.71'2,4 (Uay 6 MYVAINMITNEINLIN 526U glucose,

total cholesterol, LDL-cholesterol fimsanaq
agnadatauiiiofioufuszozSuionnmsluvae
fi5=#uua HDL-cholesterol flfinauidntion
wazlinumswasuulasuesssdy creatinine
vonmMAmu ML mIsalaanaimends

Mmsine lagszay Lp-PLA activity Hsanag

ageFanulasudauiludiisegiu (95% CI) i

admission baseline wazdanii 2,4 uar 6

MINAIMISNEIINAY 185.74 (183.21 -207.08),

154.35 (158.64 - 179.14), 132.45 (136.49 -

154.47) waz 125.67 (123.3 - 139.0) wlulua

a a

ARINNADNARANT AN IFULAINUTEALVDI
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hs-CRP Nanaslaguanailumiizegiu (95% CI)
WAy 3.39 (6.47-22.15),3.11 (4.67 - 17.32),
2.94 (3.82 - 14.36) waz 2.87 (3.37 - 11.69)
Haaniuaaans muaau (Table 2)

d‘ a 'd =) ) 1 s

WedtnsziSeuneunadauedszay
Lp—PLA2 activity (Fig. 1A), hs-CRP (Fig. 1B),
glucose, taz LDL-cholesterol Tu Q' thelsaviaea
LADATNDIFUATNDINIALADA AOULATAIYNAI LA
SumMsiny Medada Wilcoxon Signed Ranks
test WUINANNUANAIIAUBE1NNTodATyN1
d40a (p < 0.05) Wallseuiisuszninemusny
WSnE1 (admission) AUMMAIMISNEN 2, 4
waz 6 dant wuReITUIEAY total cholesterol
NUNADUUATMYHEIMIZTANTANUUANAIDENT
Nileehdymadda (p <0.05) ud liwuanuuanea

| AN o o A ~ L a s

aghalitlsdhdauiialssuisussnineddanin 4
waz 6 ¥aamsinen @iuszay HDL-cholesterol
IS) 1 [ A o o o aa
HAaNUUANA9I1NTsdAyMIand (p < 0.05)
FEUIIMUIASUENSAAUAUEIMISTAYINIUA
Fonvin 4 Wuauly (Table 2)

Table 2 Comparison of Lp—F’LA2 activity, hs-CRP and other parameters in ischemic stroke patients

at admission (baseline), and 2, 4, 6 weeks after treatment

Admission 2 Weeks after 4 Weeks after 6 Weeks after
. (baseline) treatment treatment treatment
Variables .
Median Median Median Median
(95 % CI) (95 % ClI) (95 % CI) (95 % CI)
Glucose (mg/dL) 109.00 103.00 102.00 99.00
(114.4 - 152.1) (110.1 - 140.4) (105.6 - 127.7) (102.9 - 119.6)
*a *b, *d *c, *e, *f
Creatinine (mg/dL) 0.85 0.86 0.84 0.84
(0.88 - 1.16.) (0.87 - 1.12) (0.85 - 1.08) (0.84 - 1.07)
*d e
eGFR 85.00 86.00 88.00 88.00
(ml/min/1.7m?) (70.4 - 84.3) (71.4 - 84.7) (73.5 - 86.2) (74.3 - 86.2)
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Table 2 Comparison of Lp-F’LA2 activity, hs-CRP and other parameters in ischemic stroke patients

at admission (baseline), and 2, 4, 6 weeks after treatment (cont.)

Admission 2 Weeks after 4 Weeks after 6 Weeks after
. (baseline) treatment treatment treatment
Variables . . . .
Median Median Median Median
(95 % CI) (95 % CI) (95 % CiI) (95 % CI)
Total cholesterol 175.00 167.00 159.00 154.00
(mg/dL) (162.9 - 191.0) (156.2 - 173.1) (152.5 - 166.8) (150.2 - 164.0)
*a *b,*d *c, e
Triglyceride 98.00 106.00 115.00 123.00
(mg/dL) (111.0 - 152.8) (113.1 - 140.1) (117.1 - 140.3) (118.2 - 138.1)
HDL-cholesterol 47.00 48.00 50.00 50.00
(mg/dL) (43.7 - 49.8) (45.8 - 49.9) (47.4 - 50.9) (48.7 - 51.8)
*b, *d *e, *f
LDL-cholesterol 101.00 95.00 85.20 79.20
(mg/dL) (92.8 - 116.8) (83.9 - 99.1) (78.6 - 91.0) (75.4 - 86.9)
*a *b, *d *c, "e, *f
Lp-PLAQactivity 185.74 154.35 132.45 125.67
(nmol /min/mL) (183.21 - 207.08) | (158.64 - 179.14) | (136.49 - 154.47) | (123.3 - 139.0)
*a *b,*d *c, *e, *f
hs-CRP (mg/L) 3.39 3.1 2.94 2.87
(6.47 - 22.15) (4.67 - 17.32) (3.82 - 14.36) (8.37 - 11.69)
*a *b, *d *c, e, *f

Note : eGFR = estimated glomerular filtration rate

: *Significant differences at P < 0.05 using Wilcoxon Signed Ranks test, a = comparison

between admission and 2 weeks after treatment, b = comparison between admission and 4 weeks

after treatment, ¢ = comparison between admission and 6 weeks after treatment, d = comparison

between 2 weeks and 4 weeks after treatment, e = comparison between 2 weeks and 6 weeks

after treatment, f = Comparison between 4 weeks and 6 weeks after treatment
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Comparison of L|o—F>LA2 activity (A) and hs-CRP (B) in ischemic stroke patients before

(admission), and at 2, 4, 6 weeks after treatment using Wilcoxon Signed Ranks test. Data

are represented as the median (95%Cl)

: *Significant differences at P < 0.05 using Wilcoxon Signed Ranks test, a = comparison

between admission and 2 weeks after treatment, b = comparison between admission and 4 weeks

after treatment, ¢ = comparison between admission and 6 weeks after treatment, d = comparison

between 2 weeks and 4 weeks after treatment, e = comparison between 2 weeks and 6 weeks

after treatment, f = Comparison between 4 weeks and 6 weeks after treatment
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3. ANUANNUTTTHIETEAY Lp-PLA  activity
waza hs-CRP nummsiitnasag q
namsAarIANUFNRUSIzHIeTEdY
Lp-PLA activity uazAl hs-CRP fudn
winlaesiae q Ingl¥add Pearson Correlation
NUITTAY Lp-PLA  activity danuduius
W@BIUINAUILAY hs-CRP (r=0.474, P <0.001),
glucose (r = 0.255, P < 0.001), total choles-
terol (r =0.149, P =0.027) waz LDL-choles-

terol (r=0.193, P =0.004) Favaneanuiiie

qnaing e uasAs

3261 hs-CRP, glucose total cholesterol uwag
LDL-cholesterol ﬁwufn WUsZAY Lp- PLA
activity “lwnmawummevuﬂu yenmMAiifany
526U hs-CRP fianuduiusiBaunndusédu
glucose (r = 0.306, P < 0.001) A1g15ufiuuail
ANuFURUSFIaufiuA eGFR (r = -0.158,
P=0.019) nneAMINdieszdumsnsesvadla
anad (A1 eGFR *7'1'@%1) ENVILAVVDIAT hs-CRP
“lue?s%’mﬁuqaﬁu (Table 3)

Table 3 Correlation of Lp-F’I_A2 activity and hs-CRP with other parameters

Serum Lp-PLA2 Serum hs-CRP
Characteristics (nmol /min /mL) (mg/L)

r P value r P value
Sex 0.088 0.193 0.212 0.712
Age (years) -0.63 0.353 0.026 0.700
hs-CRP (mg/L) 0.474 <0.001** - -
Glucose (mg/dL) 0.255 <0.001** 0.306 <0.001*
Creatinine (mg/dL) -0.002 0.981 0.021 0.759
eGFR (ml/min/1.7) -0.69 0.307 -0.158 0.019*
Total Cholesterol (mg/dL) 0.149 0.027* -0.08 0.901
Triglyceride (mg/dL) 0.059 0.383 0.024 0.719
HDL-Cholesterol (mg/dL) -0.1583 0.23 -0.114 0.093
LDL-Cholesterol (mg/dL) 0.193 0.004** 0.09 0.890

Note: Using Pearson Correlation, *significant differences at P < 0.05

4. 5261 Lp-PLA  activity uaz hs-CRP Tums
AsIVAAMNMIINEL5AKaALAdAaNDITHA
aneIvIALIen
namsaneiouitesmswasuwlag
VYDITLAY Lp-PLA  activity, hs-CRP uaz

mNdmeima g Asuuazndimsinulaglvia
1ae (mean) Y9INAMINATOUABUIAL (admis-
sion; baseline) HAhAvSeasas 100 wazaIIv
Aamumsulasuwladudilanin 2, 4 waz 6
AeVEams¥nen wuh hs-CRP fimsalasuuilag
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< 2 Ay N ~ 2 .. = <
aﬂﬁﬂu'lﬂ%q&ﬂﬂﬂuﬂ'lLﬂﬁf]iﬂﬂﬁzmﬂtﬂiﬂ'ﬂtﬂﬂ‘ﬂ cholesterol, waz creatinine amsasuuilas

fusmanadeuneumsinm (Hu 76.80, 62.89,  asasnninalitessesassnmuddy Tuvaen
52.55 Muady 599891170 Lp-PLA_ activity ~ HDL~cholesterol uaz eGFR amsulasuuas
1 1 L %4 1 1

FaRmaassesazniy 86.55,74.55 uar 67.20  tinvuveInmdssevazilolseuneuduaing

uaAY @11 LDL-cholesterol, glucose, total — nadounaumMsiny (Table 4 waz Fig 2)

Table 4 Comparison of biological parameters before and after treatment of ischemic stroke, mean

of admission baseline values was set as 100 percent

Admission 2 Weeks after | 4 Weeks after | 6 Weeks after
Variables (baseline) Treatment Treatment Treatment
(%) (%) (%) (%)
(Mean = SD) (Mean = SD) (Mean = SD) (Mean = SD)
Glucose (mg/dL) 100 93.93 87.48 83.48
(133.3 +71.5) | (1252 +57.3) | (116.6 = 41.9) | (111.3 = 31.5)
Creatinine 100 97.84 94.80 93.92
(mg/dL) (1.02 £ 0.53) | (0.99 = 0.47) | (0.96 + 0.45) | (0.95 + 0.43)
eGFR 100 101.03 103.24 103.77
(ml/min/1.7m?) (71.3 = 26.3) (78.1 = 25.5) (79.8 = 24.1) (80.3 = 22.6)
Total cholesterol (mg/dL) 100 93.07 90.24 88.79
(176.9 = 53.2) | (164.7 + 31.9) | (159.7 £ 27.0) | (157.1 = 25.9)
Triglyceride 100 96.01 97.57 97.15
(mg/dL) (131.9 £ 79.1) | (126.61 = 51.0) | (128.6 = 43.9) | (128.1 + 37.6)
HDL-cholesterol (mg/dL) 100 102.29 105.13 109.30
46.8 £ 11.7) (47.8 £ 7.8) (49.1 + 6.6) (50.3 £ 7.1)
LDL-cholesterol (mg/dL) 100 87.32 80.87 77.46
(105.0 + 45.5) (91.5 + 28.7) (84.8 + 28.3) (81.2 + 21.8)
hs-CRP 100 76.80 62.89 52.55
(mg/L) (14.3 £ 29.7) (11.0 £ 28.9) (9.1 £ 19.9) (7.5 £ 29.7)
Lp-PLA activity 100 86.55 74.55 67.20
(nmol /min /mL) (195.1 + 45.2) | (168.9 + 38.8) | (145.5 + 34.0) | (131.1 = 15.7)




7646

1201

o

qnaing @ uasAe

%~ HDL-Cholesterol

—_
o
o

-+ eGFR

Parameter levels
D (=]
[—J [—J
1L L

=+ Triglyceride

% Creatinine
=¥ Cholesterol

=& Glucose

4 LDL-Cholesterol
n Lp-PLA,

4 CRP

40 T

Before (0) and after treatment (2, 4, 6 weeks)

Fig. 2 Comparison of biological parameters in Ischemic stroke patients before and after treatment

(2, 4, 6 weeks) by setting mean of admission baseline values as 100 percent.
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Panel III (ATP III) Guidelines) Fal¥lums
Ansandaduladenuuimamsineuazileanu
a = C% G

matnaliavasatasaiiilalaliund (coronary
heart disease; CHD) uazlsnviaontaandnadn
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LDL-cholesterol Aauuazrnddlasumsiauniuy
s 4 1 1 A o o as
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