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# # 4375269330 : MAJOR MEDICINE (CARDIOLOGY )

KEYWORD : ATORVASTATIN / C-REACTIVE PROTEIN / UNSTABLE ANGINA
SUTHEP TERDUDOMTHAM : EFFECT OF HIGH DOSE ATORVASTATIN ON PLASMA
CONCENTRATION OF C-REACTIVE PROTEIN IN PATIENTS WITH UNSTABLE ANGINA.
THESIS ADVISOR : WACIN BUDDHARI, M.D., THESIS COADVISER : ASSOC. PROF.
NAVAPUN CHARURUKS, M.D.; 49 pp. ISBN 974- 03-1638-7.

Objective: The study is to examine the anti-inflammatory effect, determined by the change in
the level of CRP, of early administration of atorvastatin 40 mg/d to the patients with unstable angina,

as compared with placebo.

Method: Patients with unstable angina, defined as patients with chest pain longer than 20
minutes, together with either ischemic ECG change or elevated cardiac troponin-T, were
randomized to received atorvastatin 40 mg/d or placebo, in addition to conventional treatment.
Blood sample for CRP essay were collected on day 1, 3, 7, and 30. Primary endpoint is the

difference in mean CRP level at day 30 between atorvastatin group and placebo group.

Results: There were 51 patients enrolled into the study, 32 men and 19 women, mean age
of 62.4 years,27 patients were randomized to receive atorvastatin. Thirty-five patients had CRP
essay completed both on day 1 and day 30. Mean CRP level at day 1 were not different between the
two group (1.67 mg/dl in atorvastatin group and 1.47 mg/dl in placebo group, p = 0.76). At day 30,
mean CRP in atrovastatin group was 0.28 mg/dl (83.26% reduction from day1, p = 0.03) and in
placebo group was 0.73 mg/dl (50.25 % reduction from day 1, p = 0.06) The mean CRP level at day
30 were statistically difference between atorvastatin and placebo group (0.28 vs 0.73 mg/dl, p =
0.039).

Conclusions: Serum level of CRP in patients with.unstable angina decreased over the first
30 days period. The level of CRP in-patients who received early high-dose atorvastatin has

decreased to a greater extent at day 30 and statistically lower than that of the placebo group.

Department .....Medicine Student’s signature

Field of study...Medicine Advisor’s signature

Academic year...2001 Co-advisor’s signature
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BUN Blood urea nitrogen

CABG Coronary Artery Bypass Graft

CBC Complete Blood Count

Cr Creatinin

CRP C Reactive Protein

CCu Coronary Care Unit

CPK Creatine Phosphokinase

CPK-MB Creatine Phosphokinase MB isoenzyme
CXR Chest X- ray

EKG Electrocardiogram

Hct Hematocrit

HDL High Density Lipoprotein

IABP Intraaortic Balloon Pump

ICCU Intermediate Coronary Care Unit
ICU Intensive Care Unit

LDL Low Density Lipoprotein

Ml Myocardial Infarction

OPD Out Patient Department

PCI Percutaneous Coronary Intervention
PTCA Percutaneous Tranluminal Coronary Angioplasty
TG Triglyceride

UA Unstable Angina
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nauaralamia ischemia 198 infarction AYRHNANT1M C-reactive protein @ailumilalu
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@weananniiatialald (acute coronary event) @€implydn@nn1Inann1TuANFRY8dplaque
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ANDINARINT5IA8 (Research Questions)

ADNNAN N9l high dose atorvastatin lugiae unstable angina Anavinliseau
C-reactive protein lu plasma 7 30 duanasnannangunlilaiuen atorvastatin wza 'l
ANDNNTEY NTilAEuuLlaIue9IZAL C-reactive protein TWda9 acute phase (Day 3,7

Az 30) lu;’jﬂqm unstable angina Pl standard treatment (ﬂ@ju control) Wluatingls
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myUseaeAaINITIaE (Objectives)

1. iefnmfauatete atovastatin 2uIAgIIUNNTAATEFL C-reactive protein i
plasma 28451]a8l unstable angina fiﬂﬂmiﬁmnﬂfi’mdmmﬁ standard treatment ati141A219
ERIY

2. ieAnundauunliunisilfeuuilatmes Creactive | protein ugilae unstable
angina ‘17{151/ standard treatment (mju control)

3. Lﬁlﬂﬁmﬂﬁdwmmm atorvastatin 21U1AgF8 clinical outcome Iu;’jﬂ'm unstable

angina wWeaiieuiustandard treatment (Ngx control)



AUNFFIU (Hypothesis)
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Atorvastatin
C-reactive Protein
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ley11n19a588554 (Ethical Consideration)
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Acute Coronary Syndrome
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N15LNANTZ acute coronary syndrome
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Wwaniluatinu (flow limitation) daun1siiAANARABNTRANTLLAARINANTLAN (disruption)
wa9se819A (plaque) \fim deep intimal injury TeANERLLRLLRTNAvnafuseslsad ldEN9RY

= ' o o= = P i | L. . K% = o
109raanaanad NAATY aslidnisanasaes@aniiluaniu (flow limitation) umsinazd lusiu
dl o 1 1 % . AJ dgj = .
mﬂummum@uwaﬂ (large lipid core plaque) 938 lsAuLLRarlUTu e tissue

dl a AI & a d? % o % 2// |£ o
factor g4 Wealn1suAnauRene aaiinunie lusaslaauagin lisaalsatiuaens Tuajausin
TN AU IMaRALaaANINTW VeaNAeAtduataazaenadi 1y lumen 19918 aALARA
ininansgasiusiell Anwazseslspaiiniiinazmsaalinuainnisandneunazinisuen

199508119

MaaAIAEATIIANIIgARUE LRI LNALTL dauNIninIsdanaedHianaenlaan
.o (10) &4 = =~ 2 | %
WU atherosclerosis 1iieNtuNan9"" Aa AnsAvresiaanidenuasegtlszaiiniasas 40 -

o

v 1
50 (diameter stenosis) Wintls wantlhaNFAUWeaFoeas 40 — 50" ™

dgjd o
umﬂ’]ﬁ?ﬂ?‘LLMﬂ“ﬂ@\‘iNu\‘i
1ABAIADALAIANE atherosclerosis - (plaque ruptured) inliasnatf1 subendothelial
BANNINTLAUNNTIINFITBINTALADAUALNIZEUNTNAANIADA (coagulation) ATNNT HlWLWR

TAnanage s

nalnnsiia plaque rupture

69 qaniflu 4

ANALLNNENENIA (pathophysiology) 284N19LAA plaque rupture
Y »
TURALAD

1. nalasuntasrasiisvannidaananniladeidsani i inan1azvannldan e

N



2. nsulAsuutlasaes plaque Fusfiafnianazifinnnsisunn (vulnerable plaque
formation)

3. mimzﬁuﬁﬂﬁqﬁﬂﬁﬁﬂﬁﬁmm@ﬂ?u&m‘um plaque (triggering of plaque
rupture)

4. msrudiureaniadenuaznnainanden (platelets aggregation and

coagulation)

Q] ) Y3 v dl @A . .
nalanvin ¥ plaque wEanaz Bunnnalnuiianaa inflamation

M2z inflammation NUN19LNA Acute coronary syndrome

n19en mmﬂummaﬁﬂ ”cwﬁwm atherosclerosis  WAZN13WA acute  coronary

syndrome,N13fALTa Chlamydia pneumoniae  WuALIUAMANLeTI89N19LAA diffuse

inflammation lunaesdanialalalsuig ™ wangunldainnisfnenig nistology
wazn1anasasineduusn ' 1s@idinisfiadia  Chlamydia pneumoniae a1aifludLmg

&1ATYTDN acute coronary syndrome
luil 1989 Davies uazmme " lavanasAnEnUTNNMLRS collagen matrix, elastin,
LDL-cholesterol, smooth muscle cell iag monocytes wBaudiayly plaque 1ipNNseefs
a dl = o ' o Il (=3 Y o 1 Qi
WeIN (ulcerated) LA ‘ﬁuﬂ‘ﬂiﬁdll Wmmmmumﬂmmu@m\imuimmimmxwmq plaque 7
HseaTumnNL3u10d collagen matrix waz smooth muscle cell TuiFuauinn fnldiiAw
WI9LLNT8Y plaque Hael Wwh lipid content (LDL- cholesterol) Jid3untunninlef plaque q

ANBIUZYN LAY monocyte ATHAUNINTILAANTINNN3H acute inflammatory process 4]

C-reactive protein

Acute phase reactants (APRs) ilunguasslilsiutazinisilasuulaauiiadinng
anauifialu APRs  wiiseaniilu 2 nqu Aa positive APRs i CRP, serum amyloid A
protein, ceruloplasmin, alpha one-antitrypsin Teiladn1sANIALAEHIAUAUW AsaduiL

negative APRs §1l@un albumin, prealbumin, transferrin {uu"®



|
o

Fauaniniisfiu gnAunuluaiausnide a.a. 1930 Fenuziunudn@iNweNRnLTe

pneumococcus  ANN1TANUGATHNANATNBUALEIU polysaccharide  UBINUNLTARYBY

'
= o

Y a 1 o Y a aaa [ % 1 ' =X 1
pneumococcus ll@l mummmﬁuﬂﬂmiuwﬂmﬂmﬂgmmmnmq ABANTIAINNLAN

1
o

dsngnisaliananaiinainatsiefludin desienFandndsuenfinlusfuiuies

alal
BTLAN

'
| <4 '

AnTsAutlu pentaxin -+ (pentraxin)  BefAananaaallsAunlsynaumianuaetas @iy

q

polypeptide 5 uiasuiauiu usatwiuglininyzarinmasy @Weaniuluy noncovalent

(19,20,21) == =

Hruaninllsnuiinmaniifiil heat labile protein @aliAInusianNFan J1iuin

Taanawiniy 11,500 019 140,000 4319a1nAU N3aNgnAtuANinedunaguulasiulongy

=~ (20) = v vl v X J— i
i < lael IL-6 m@m:aﬂmm@@mmmmu LBNT serum electrophoresis AEWU LOLARDS

FFuanfinlisfiu atii3ion slow gamma 99 mid beta region**” wiinhdzuanfinlishuay

ARNEAL immunoglobulin WiazLAafiU nonspecific immune response’” 111

. ' (20, 22
1. opsonization )

(19,20) o o

2. ﬂﬁ?tl;l:ucomplement system  L®NIE classical pathway W LYAISIES!

alternative pathway(zm

" nagslih macrophage, PMN, NK cell ludouaaq

3. immune modulator(19
% v o 6 (-3 v
macrophage @xﬂixﬂiﬂ,ﬁmﬂﬁﬁ“ﬂﬁﬂﬂﬂLsﬁ'&ﬂumﬁ\‘iﬂ'}ﬂ

4. fdnaasnanouda® taduilaniaen naenaudulantasusing o) Unfisyiu

B

=

1 14
uanynllsAuaziiatindn 0.8 mg/dl iadnIsdnaY szAtenagaily 1,000 winnnalu 24

=3

948 4T19?” nnsdnarueniiniylsfiv a1adauuy qualitative FaeR3 latex agglutination test

ja))y

Fafiua1anasldann prozone-type phenomenon @9un139ALLL quantitative A18N30SALE
NANEATIU radial immunodiffusion (RID) %ﬁ@ﬂ%mmmu VER nephelometry %ﬂ%mm
YioendAiauen Yenanniee enzyme multiplied immunoassay techniques (EMIT) uag
fluorescence polarization assay (FPA) flusu ldnn1s@nesesu dsuenfinlusmiuly

= =

UszannsAunLFaAaan wiaAtaasaruannwlusmiu W ledn1mnazansuuulalng®

C-reactive protein nulsAnaanLaaniiala (coronary artery disease)

dl | = = 3| o d’lﬁ = o 2 ¥ N 4 1 o <3
Wasanasuaninidsmn Lﬂuﬁl"JU\i‘ﬁﬂ\‘mWﬁ‘Nﬂ’]i@ﬂL@Uiﬂﬁ@u‘ﬂ’]\iﬁLLM’W&PLQJ’W’]L‘WWZ‘H

v & [N o K v =2 =X % o & | | = a o
AN mmmiummnmnuﬂ ‘ﬂ\?iﬁﬂﬂ’]?ﬂﬂ‘]&ﬁﬂ\‘lﬂ’J’]}H@NWHﬁ?%M’J’Nsﬁ?LL@ﬂ‘VIWIﬂ?mu nu
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. A A ) o e 1 [ | a o
coronary heart disease ianazlsinunldlsslaniagnandreaans lnganautannsisaesn
[~ b [ % dQl
lude o) faid
= ~ e o & | A P A o
1. nasAne ludszannaiienanuduinusseudneTsuaninilsfiu fu coronary

heart disease T4RUN1TA9LRILLIL retrospective cross-section Waz prospective bHuA

1.1 Bradford C wazanue"® #1Mn13@n=132/U C Reactive protein lUlaanw94
éﬂfm unstable angina,stable angina Wag nonischemic heartdisease WUN3eALAR C
reactive protein TWABATAINGH unstable angina gindnaasdnassngudaiay (Tneluiaay
usnsineai el Anun1eana) @edn C reactive protein NGNABAAAINNNIANNTUTIDY
macrophage activity ﬁ'ﬂf;ﬂiiﬂu °] coronary  atherosclerotic  lesion ﬁﬁm?@qmﬁuﬁ?@
myocardial ischemia MR myocardial inflammation

1.2 Ridker PM tazpmuy™ 1dvianasAnsunnedmasiafigquninudsus
AU 543 AL T9atf Tl Physicians’ Health Study tnglitanziaanifiuldfaus Bun1siqaudn
RAARTNAUNLIAA myocardial infarction, stroke %38 venous thrombosis WU31ATTaNAN
155 Tuaeaane3furwsnaespuisania myocardial infarction 478 ischemic stroke

%

azgandnauilaifinat 9l tad 1Ay wazdanudinislduaalniu a1u1snaanisiina

7

o ar =l =

myocardial infarction lAatieiiddAny lungunidaueniniisfiuetlu quartie gegnLie

o e 4
WrauauAunguanga
1.3 Haverkate F wazane® ladnszavdsuaniiniilsfu way serum amyloid

protein Tugilaswanideanisiduntinansan 2,121 A taauivaaniiu 3 nqx Ae unstable

1
va v

angina, stable angina WA rest atypical angina Q‘VILﬂﬁ?qs\lmiﬁﬂ‘lﬁﬁwumLﬂumuﬁﬁwm

European Concerted Action.on Thrombosis and Disabilities (ECAT) Angina Pectoris Study

v o a o

Aaalaanmugiaeniung 2 T nudnsziudueninllsmiu MaresausEunimdaianig

e3>

'
[ o

o o o a ¥ dl S A . yala
ANNUTNLNTINA coronary event ‘Lu@lﬂqamﬂu stable 1178 unstable angina Tmﬂa‘wmmu
A A ~ Y 0. Ay a ! SN & 1 \
aruannnitlsaveg i quintile N1914zifin coronary event HINASINANAMADIINUNA 2 WiN
wananigsuenInldsAudal A udnius lun1suaniueny N19guYM3 body mass index
(BMI) 326U triglyceride n13AL89uaandanLasialInl? Usedm myocardial infarction §N
81 WAY ejection fraction A1
(26) 4 ¥ o a A - o <

1.4 Mendall MA uazpniz™ 1fvinnsmaaeuannfgiundinislinisdniauian

HatwsTaiuTunIIgUYYT naenaNdniauFeds n19Fiame Chlamydia pneumoniae  UAY

Helicobacter pylori azvinlWszsuazuannnilsiugaauus liifuang wazdaguduiusiy
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chronic coronary heart disease tng/lfigusnatineaindszansmaziaane 50 - 69 1 A1uau
388 AU N LAIEMsEALTTLANIWTLsAY F08dF ELISA uazg31dl coronary heart disease tlu
aauinlsTaeld Rose angina questionnaire $9ufiU Minnesota coded electrocardiogram
WUINNYANINTU NIGUYYT NABAANSNIALEESY N1sRnTarvaalalas BMI  HRIMN
o o co o o ~ o o X o o - A e o o so ..
dunusiuszaugsuaninidsaungeau szaudsuaniwidsAuniaaudusiusiu fibrinogen
cholesterol triglyceride W1aNalulaan Wwax apolipoprotein B Nge@ingag sty HDL
dg’ alal al = o o '3 1 o o .

wanani dsuannnilsaudainnudunusasindniauniu coronary heart disease

1.5 Ridker PM uazanz™’ lavianasAnungiidndaulu Cholesterol and
Recurrent Events (CARE) @11a1 391 aunuanTauaninlilsfudiszauigelunguidl recurrent

. . . = 1 | ~ 1 | A o
nonfatal myocardial infarction 498 fatal coronary event mnmﬂuﬂzngl,zuu AENNLE
&Rty
1.6 Heinrich J wazamue™ wudqdsuan?inlilsfu, fibrinogen, d-dimer,

plasminogen mvm‘umw@mwuﬂa‘?ﬂﬁmmm““” NAUSALAIINTUKIIVRY coronary heart
disease ELu;_jﬂqmmmguisLu coronary rehabilitation unit

1.7 Mori T wazanz™ liRgaldniaaudniugnisuansgudns glycoprotein
Talaun alpha one-antitrypsin, - alpha 1-acid glycoprotein, alpha 2-macroglobulin,
ceruloplasmin, haptoglobin, fibrinogen, C4b binding protein, lipoprotein (a) WAZTTLANTIN
Tusfin fuARMNTLLINTBY coronary atherosclerosis A1NN13%INN3RRALEINaamAaALAsIATs
117 Tuioemng 133 AU UATUEIN 92 AL

1.8 Kuller LH wazane™ Timaauduiugazvdndsuaninilsiy, alpha 1-
acid glycoprotein waz albumin 34i{lu acute phase protein fUN3AA myocardial infarction
WAL coronary heart disease Iuﬁﬁéwiuﬂ’]?ﬁﬂﬂ’] Multiple Risk Factor Intervention Trial

A o =) o o . . .

(MRFIT) Tmﬂimmmmmﬂmm 17 U &1u3unsmneuas 6 — 7 dnsu myocardial infarction

wudndpudunused e lilid A srndnsdzianivllsfu wasn1smieain coronary heart

disease e lunguilquusisiinanuidessianisnieann coronary heart disease WiniL 4.3

q
|

A

(95 % CE 1.74 — 10.8) anfaufanszwinenguiindiueniinlusiiulu quartie 7 4 fu
quartile 1

(B1) Y ¥.e . = a ~

1.9 Danesh J wazanz”" 1 meta-analysis 1ANNITANHININTEUIAINEIN

dunsaneuuulddraminuazinnsmanuduiusszudng fibrinogen, CRP, albumin Loz

leucocyte count FUAMNNIRENFABNNINAA coronary heart disease lwaaisant wudnludau
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o o oo

wasdruaninlilefuiesd combined risk ratio 1.7 (95% Cl 1.4 — 2.1) Te&uRUSAUAINN

1 a o o

uansNgaasTTLanANlsAun 1.4 mg/L (2.4 U 1.0 mg/L) adeliadAny

= o o

2. NTANEININYIEINY wudndTueninldsin JAnudNWUsTU coronary
atherosclerosis Ineiseudsil

2.1 Torzeaski J wavAnuz ™ 1@vinnn9meqa atherosclerotic lesion Wu9MH
FruaninidsAusanty  complement  complex ﬂiz@ﬁﬂ'ﬂ?ﬁiﬁfﬂﬂ‘lu fibroelastic WAy
fibromuscular layer wazglanudzuaninlilsfli foam cell fagl

2.2 Reynolds GD uazansz “ I&A aorta Rl&ANNNNIATIAN HNANHNLI
NaTuennidsAuag nnLFneg 7 o USundqUn@ 33 %, fatty streak 75 %,
atheromatous plaque 90.2 % WA fibrous plaque 64.6 %

2.3 Viaicu R 4azAnd=* w1 31niidl atherosclerosis 184 aorta daufiiiy
fibrous plagque ¥ immunoglobulin complement sanTisdzLanINTUsAwTWITHDIgINT
WBandih fatty streak

2.4 Lagrand WK™ lanageudndsueninilsfiuldanlunsiianiseniay
L= 3190 jeopardized myocardium el %qié’mm@%uﬁ@ﬁﬂ@mﬂﬁjﬂw 17 At Penel
a1n acute myocardial infarction Wi EFIRENTNIL sFueg T osiiu infarct Tnerlainylu
LUSwnifigUni wazdlanu C4 C3 activation fragment ag&at!

3. n1sAnm e acute coronary syndrome

3.1 Mach F uazansz  laiannanadeuansagiuin szaudsuaniinidssi
Tugtlaefinndnfunsinelulsaenagage nisdumwinen annsnifhuiriesiteslsa
slamaidendaumauld Tnefnmludilan 110 Au fudasarnnfuutienuaslaid ok-
MB galutnsusn dasnlsudilapeaniiiu2 ngw m’mmﬁﬁ@ﬁﬂim%uzgmﬁw WL AT
waninldsiulunguidiu acute myocardial infarction HszduFsueninlsiugedu 59 %

) A ) o - = S~ g =< A . | Ao
@Quﬁluﬂf‘!ﬂ unstable angina H ?LL@ﬂV}WIﬂi&IquuLWE}\‘IS % BN AIMAULLENFNNB 1N L

RNo

ARy
3.2 Beranek JT uwazAnz” FAnMIANduRUTszva9TTannnllsmu

uazn1smnely acute  myocardial infarction  luudzesniswensailsalugilas acute

aa

myocardial infarction 188 A s thrombolytic therapy Aamnudlungn 24 1Aew wuINTs

wannTdsAuiiAngegaluium 2 - 4 uazillawrauinauaesaesdsuaninidsnulungung

a Al

TRAUAUGANIIAE TUNguILALTIR AU 3, 3 -6, 6 — 12 LAY 12 — 24 LAY AL
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65 (95 % CI 58 -71), 166 (95 % CI 139 — 194), 136 (95 % CI 88 —184), 85 (95 % CI 52 —

o o

119) waz 74 (95 % Cl 38 —11) mua1aL InadANwANF1at 9ltad Ay seudangui

@

'
1]

el 3 uay 3 - 6 hau AuNguiRdInetne 24 1Hau

33 Ueda S wazAuz™ wudnlugilae acute myocardial infarction

¥
=2 1

cardiac rupture azidzuennnlUsfiugaauatennuazangs Inaganinnda 20 mg/dl Tudu

|
=

Naes uarszALEIAIgeaL uIUNIINGNN N cardiac rupture

3.4  Kazmierczak M wazanse * 1dnn1sanziaeniianisvsu acute phase

. 1 aal = =l \ p . . N

protein b4 Truannnlusmu, alpha 1-acid glycoprotein, alpha 1-antichymotrypsin Gluﬂ&ﬂ'm
A . ’ ; = ' & . N A
iflu acute myocardial infarction #suiivaaniilu 2 nau uentmanisivisa il acute heart
failure  wudnGsuenfinlisAuiAigandnetwiiudAnylunguindl heart failure LHaLfzaL
= o 1 dl =
WaLAUNgN LN

7 gqei91udndanannnlusmulilduanieniaiang

3.5 Oltrona L wazaney
$ravdaniazunandeniu 72 92 luasn A9 NIAA unstable angina m@ﬁﬂmﬁi%ﬁ;:iﬂfm 140
AL WU 33 A RezAUEsueniinlUsRugemaususn uaz 33 Aw A myocardial infarction
38 refractory angina Lﬁ@%Lﬂ?ﬁzﬁﬁﬂuﬁTmﬂI‘f Kaplan-Meier analysis ldwuan cardiac
event kAnsanwlddszAuTTLan?isfu azuansneiuviTe ldfnu

3.6 Toss H wazanz" TaManasAnmndngsuaniiniyssiu uwas fibrinogen
a1unsanensadlsalil acute coronary syndrome (unstable angina %38 non Q-wave
myocardial infarction) lévisaly ;’jﬂfmﬁﬁﬂmﬁ%\mm 965 AU wazgnulseaniilu 2 ngu
mﬁwﬁﬂé’? low molecular weight heparin (LMWH) anngulgaivaan iuaan 5 dilanif win
fu uazFamalingn 5 1w NLIRILAL Coreactive snariu Aetiaendn 2 faus 2 — 10
WaZNANNG 10 mo/L Azl len @AW 2.2 %, 3.6 % WUaz 7.5 % Ruansy Faupnsinaiu

1
A o o A

' o ° " . . ) | ~ a & X
BEUNWHUANATY LHUBN logistic multiple regression analysis memmﬂwmﬂmmgwu%

o [

wusnun1aAnelnad P=0.012

2)

37 Berk BC wazanie™ wudnlugilaedidneslsaneunason unstable

. . . . . = o aal a a
angina, nonischemic illness WA stable coronary artery disease mmwﬁ?LL@ﬂmWTﬂ?muQ\‘l

nanRAed 19NTEAATYWINAL 90 % 20 % LAz 13 % ANAIAL ARATasTsuaniWllssu

1 |
a @ o o/

Tunguiiflu unstable angina WawFaumeuAuan 2 ngu HavuuansneiuetnsliedAny

A

3.8 De Beer FC wazany™ limsaadsuaniinlisiu lugdion 4 nqu e

. . . . o © = A =
myocardial infarction unstable angina NAIMNINITRAAVARALARALAYTATIUNT uaY
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noncardiac chest pain W myocardial infarction sedu@suanyinlisfiuaziugegatlszann
50 dalusududuntinen antuazanasgaingly 7 du drldinnzunsndeu widnining
v v aal = = o 1 1 1 . A o O a A A

wnsndauszavdsueninnitlsiu avfanigent 49Ungx angina WFRUATINNNIRNANABALAEA
waalAlsunT tdnunsiinTneeadsueninTylsfu

3.9 Pietila K uazanuy™ wudnTugilae acute myocardial infarction #1165
thrombolytic agent a¥RAMNENNUFTL14N4 infarct size TedAaIN CK-MB uaz thallium-201
isotope emission tomography Audzuenynlysfududunss Inal correlation coefficient
72114149 concentration-time integral 784 CK-MB - 4az CRP i1y 0.96  lunsiilé
thrombolytic agent AudNsinsazauiuAuAEalun1sdladwaannsy ludiananls
HanLdnTFuanIWiLlsfu NAuszanns 20 % Wamaunu i laavizesn il lfua

(45) & : \ A o

3.10 Morrow DA™ 1314 CRP wax cardiac troponin T (cTnT) WWANTIUIEINIT
pelu 14 U Eluij’ﬂfm unstable angina %38 non-Q wave myocardial infarction g
enoxaparin Fadlu LMWH nnsateildludauniianes Thrombolysis in Myocardial Infarction
(TIMI 11A) wudndileii@addnasdlssauaswaninlilsfugandndioeildidadinatieiiile

[ %

AnAty Awaiiiuniazwy oTnT  Tinauanazinaaua s audswaninTlsaungenu Tu

o

b

nguy cTnT Winaauddasueninitlsnuninndnvise iy 1.55 mg/dl azldnsimegandd

q

|
1 al ] o o =

o 1 dld A I dl 4 A P a
at NN ATY NGUNHENIIMNEgINgnABNGNN cTnT Winaunuaridsuaninilsmugenin

o

ndUTRWINAL 1.55 mg/di

)

3.11 #An19@ne“  se6iu C-reactive protein, -total cholesterol WAL total

cholesterol : HDL (ratio) Tuauns<ldf cardiovascular disease Aannxlilifluinan 9 Uvnnng

o

AAszideyaluy univariate, (uiazriladuuenfiu) wWudnsEAULes Creactive protein, total

cholesterol Wag total cholesterol : HDL ANAANAUSAUNIIAA myocardial infarction i
¥ 1 o a o a . . . d% dl o v
‘ﬂu’]ﬂﬁltﬂﬂﬂqLLm@ﬁﬁ@@ﬂNﬁ‘:ﬁﬂU@ﬂIﬂﬂ’]@mﬂ myocardial _infarction azNINUU LN@M"I‘IJ@N“@N']
AATIZIAULILIINAY (multivariate) WLINA28d C-reactive protein kazsvail laduazanmziu
(predict) n19L0A myocardial infarction luauranldandnnnslden C-reactive protein YEG
o o o . . =] dil o % | o . . | o
sver fsTune N (univariate) mﬂmiﬁﬂmumlﬂmgﬂmammm C-reactive protein NI

v1uenisia coronary event Tuaunanlg

HnnsAnevanadunatuayuudadn luaundsyau laduluaenganisldaingu HMG-

CoA reductase inhibitor azdaganvizatlaariunisiia coronary event lanalupuiinevizaly
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I . . dJ dl ! a o A o E% o
el cardiovascular disease Ta@adnaiinann1san lsiulunszuaidanlnamnganliludu
ﬁﬂgjh atherosclerotic plaque avanednnszudiaannnlsinanedly atherosclerotic plaque ﬁ

¥ ! ! -
stable 11 UAITd1HR9ANEMELUNI9AR inflammation Ta3FaENBIaE

El’m'ég:u statin NUNIFAANIIL inflammation

nsAnmenanlusiungy statin L3 nIsaan senLaL
Williams wazAniz““lgnnaasinunldenanlasungu statin Te pravastatin Tu
5@‘7{@' atherosclerotic plaque WLINFINITOAARIULL macrophage 1w  atherosclerotic
plaque 1&saaisannistena 9faed intimal vasa vasorum IAENAU84NIANEEILLY
FurussFuAud el ludenteaunates plaque RN inflammatory cell 1
plaque ¥38N1728NLLLNAR Y84 intimal vasa vasorum AZiNafan1suANTed plaque
shiomi wazaniz @1dAnslunseane@lafl LDL receptor wudnuaeng
statin %ﬂ pravastatin  #i@ atherosclerotic plague Wu?181 pravastatin AININANRUIL
macrophage uazlagu  luLFians atherosclerotic  plaque TEuAn&LALA1WIN smooth
muscle cell
Bustos  Wazame@Anunlunsssnefilinin  cholesterol  iialden
atorvastatin WLINUBNAINARIZAL [T ULALESAREINIINTIUA atherosclerotic plaque ,am
intimal monocyte chemoattractant protein WAZAARNUIU macrophage 1w atherosclerotic
plaque
Weber uazan: lAAnsa W e Rdsssulatuludanglng e
statin %@ lovastatin %3881 simvastatin WL4Ng N130ansEAL CD11b expression(monocyte

surface receptor) Lazamn monocyte adhesion e endothelium

N15ANE statin NU coronary artery disease

" lufiden 4,159 A Mpadilsyd myocardial

AINNN9ANEY CARE  study™
infarction 11N1LANEUNIEAL C-reactive protein, cholesterol wazuiailu 2 ngu Tneli

. o a [~ = % % Y dl 1
pravastatin i placebo Aamuiflungn 5 1 udaandayadilaefldd recurrent coronary
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djdo

event WAZAARINATL 5 T T9NANUIU 477 AUNNTATIZINUINTUNGH placebo Azdiuualeiy

Vv 1
=2 ] 1 dVL% .

984 C-reactive protein LWNTL AUNQNN LA pravastatin Al C-reactive protein ANAN Thel

N1TAARITBITEAL C-reactive protein ldiAgqdaaiuszsu cholesterol Al Ta31n1rana

194 C-reactive protein Lﬁm@’]ﬂqm% anti-inflammation AR4FAEI1 pravastatin
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280159248

s1luuun15798 (Research Design)

\un93daTaenimaaes (Experimental Research) wilvsinatinaiu 2 ngu Ineds
randomization (Double blind, placebo-controlled)

mjuﬁl 1 1#5uNn"9 treatment UL standard treatment 284 unstable angina Lag
placebo (control group)

ﬂz\jﬁ\l‘ﬁl 2 1§50nn9 treatment WL standard treatment uazl@5ueN atorvastatin 40 Nn.

o

Aadu (experimental group)

sz1il8128798 (Research Methodology)

1921109 (population) LazFagiNg (sample)

A 7

dszanaidlmung (target population) A@ Kila unstable angina
firating (sample) 7@ fftlag unstable angina TATL IS Tudlasluresununanys
n9ax Taanenuaqinaansnd Tume Ejﬂfsfﬂuﬁiﬂiﬂﬁ
- _Coronary Care Unit (CCU)

Intermediate Coronary Care Unit (ICCU)

Intensive Care Unit 1 (ICU1)
- ‘Intensive Care Unit 2 (ICU2)

IpaninsinisAaaansasalili

o A U =® . . . .
LN MINTARLADNINNANE (inclusion criteria)

1. gtle ang 20-75 1]
2. flaaiilu unstable angina %iin intermediate 019 high risk group éiun

gilhendainaiduntihanaueinuInNngn 20 winganmiy
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2.1 paulAilainisiasuuilaseas ST segment visa T wave (dynamic
ST-T change 38 symmetrical Twave inversion) UAZ/Y3e

2.2 A1 Cardiac Troponin T 41NN31 0.1 UN./A4.

1Nt lUN12ARRANANNNTANT (exclusion criteria)

o 3 4 o A

1. flaefiieanislieed dafundienwaaléu standard  treatment  vided]
cardiogenic shock %38 heart failure fideql@51nn 93N Aanisld Intragortic Balloon Pump
(IABP) ?ﬁlqLﬂu;’jﬂqaﬁﬁiﬂmmLﬁﬂ%ﬁmmﬂiu 30 Jugq

2. #5unnsfnenmaeen HMGCoA reductase inhibitor 38 lipid lowering agent
ﬂzg'u%'u 7 agneuudanielusserion 3 haunay fsenaazinanesziu CRP 1§

3. 1AEYI revascularization F9EMT UBAGUINILNALALREAWTANITHIFALIENE
ma’lu 6 iheu

4. Tnnzviteleasziaiainild C reactive protein Tugeluidenld iu uz,
J’me?ﬁm%@, inflammatory disease, nazinsee Ml

5. paulninsiladl ST elevation

6. N1MENIINNNLIBS lAARAY (Cr>3 mg/dl)

7. mazladinang (Het < 25%) %wqmﬂumm&ﬂum@lﬁm unstable angina 4

8. nziiAnuEalnRTeesy (SGOT, SGPT %uggqmﬂﬂdﬁmﬂﬂﬁ 2 VN ﬁ@luﬂu%
nulunislien

9. HilsedRuiananladuniilunguan HMGCo A reductase inhibitor

aa
A6N1T9

flael#sun1sansadnidu unstable angina msnauTINsARRenTilFlAHas Az
15§Uﬂﬂ?§ﬂHWLL?ﬂﬁle1M standard treatment Aa’4 aspirin, nitroglycerin, heparin (‘vﬁ*@ Low
molecular Weight heparin) uda 515 lunagilae CCU, ICCU, ICU1 g8 ICU2

- drmadiadndnaninniannu inclusion waz exclusion criteria W38 4

- uthfaseeniflugesngulagdi randomization (MELaanifiuesiie 60) lns

wnneidaesldvzaunmeios filasildaainuesle azldfunessnanuuunenutiu
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- gmeenuAENANAziIuIg, g1Uie, Anasnauaeailnamiauiy e lunesiie
Nndauniu uaraz iU randomization ussauem INuNILEAT 1 1960 (Inas1nasniauIw
30 18 LAZENA39NANUIY 30 1) YBAT 60 LA

- gnas9azLiuen atorvastatin AUNA 20 WN.ADLANIWATIAL 1 LHARDILIA (40

- Teegmesenniunnganiiuedarlififlansudndudaavasnplacebo)yize
21434 (atorvastatin) tassnadavnieaaladugnuaanvsesnassazgniiuldlusesanuung
wazazitlngiadugAn1sAnEI

U ZJ/ 1 Yo A ¥ ¥ A o <

- fiheisaesnguazldiuniaanzidanninag AnudndurevAeauazAIUINT
@aA(CBC), minfin1sn1auaadla (BUN, Cr), szmutnaauiliuides (Electrolyte), ey
wlsunannimaaesnaixidiaiala (TroponinT, CPK, CPK-MB),sxsuiaultsfitiauanmau
Radnfaasdu (SGOT, SGPT),  szsulasdululaam (HDL  cholesterol,  LDL
cholesterol, Triglyceride), Lae C-Reactive protein i 39:919N17M39aNUNR 1Enseian
(CXR), nsmzranaulniaiiala (EKG)

- fhensaengulAfunisine N n9gI1nIsine unstable anginanelsinas
puauaznIfndulagaunnelEnasld

- dihaiasanguaninuinsaannnInanisvesnsaagiloauen Tuiun 30 1A

Y o o A dl o o
AMNLUITUNITINBILALLINELARALNAIATEAL CRP

N1FATUIULUIARIDENG (sample size determination)

wualiinaasseiu C Reactive protein 1w plasma Tugilagl unstable angina inaw

AUBNAANNINBIANY standard “treatment: Wud1azH level: geaulu 2-3 duusn udaanasg
.« 0y d” L 1.d o~V Ll J I1bY U .
sesvlianinsiuguuenEuludun 57 dougieenlinevuanasdanising In1sgafuaed
2 = X A ! A e . . X A )

wagnaeaLluNINIuEes o Wudn aziisrfiuLed C Reactive protein gaauimat 7 lutag 5-7
Fuusn wataluinnsAneDNeseAL CRP nMandanisiia unstable anginaniglu 1 anfimed vige
1 1Reu AuanA1 CRP FaaudLANFA9AINA CRP 2890195 NUg1UUINENTIA unstable
angina Winla, 1uRINa189 HMGCOA reductase inhibitor luseeizdusianisanasias CRP

awn i ldanunsaA R wINLlsz g ley
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v
o o

putiugnsAnassindulaldgiiaauiunguas 30 A

LATRINAN L lun1sIaY

dl a o le/ [ v a oA a v o/ ZJ/
iWasannisadeiidlunitsasaniaiestfiinie war naaifenngien  Aariy
dl A dl a o K v
wrasian g lunnmagasdsenaudog
1. gauendmiunsaadsuannlidssiu wila highly sensitive CRP,TNARTALILZEY

Roche 1181 lot number 157834-01

|
o il

dll ] o o alal al = a z b3 all %
2. \ATAN automate @1dunIn1gasagsuannWllsau lunisaauildipTasnviag

UfjiAnnsdn il 41 1 34 Integra 400

'
azﬂv a s 4

3. gUSugnUuARLEIWN bl serum (- 20 a9ANLTLLTEER)

a q a

1199/ (measurement)

o

faulslunnsideiinassauaes CRP uiaeitly un./ua. Fandn highly sensitive C

b

Reactive protein (hs-CRP) Iagignusasiaantadiiasudnldnasanaaasssisldivaueaniend

a

a

Furannily wloAulFlugiliuenmgiin —20 esaaaiias iesusn HauuNINNausy

au

'
=

AztiNIRIAfUgATNLAaTIA CRP @4 1 gaRsals 300 Faats lnaddlatinannsaudasies
lingaanialu 1 Aew IneldiATedmsqe automate  (Cobas integra  400)  #Qeidd

immunoturbidimetric

[~} o
ﬂ’]%‘LﬂUi’JU‘i’)N‘ﬁ”ﬂEﬂ (data collection)

¥ 1
A ]

1. nedndszdsauiedeyaiugusarnmadeniaiienisiadalsanintnslag
wnndlinsuazunneilszanidnaeagilae
2. nInaaneviealfuFEnng

2.1 memsamunAldun nspmaidesineanzidendoususniiiewn CBC,

BUN, creatinine, Troponin T, CPK, CPK-MB, SGOT, SGPT, Cholesterol, Triglyceride, HDL
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dl 4 a oA o a % ¥ dl dl o
eedfimnans, nemseanInie@nssenineduini x-ray uwaznisngaanaulniniala
(EKG) Taamanunailszaresaniduviseanagiloangiaednfunisinemag (CCU, ICCU,
ICU1, ICU2)

% o

e = = ° 2 o o o aa .
2.2 ﬂ’]ﬁ‘ﬁli')‘\]sﬂﬁ‘LL@ﬂV}WIﬂiﬁ]u V]WI@EIL@’]ZZL@@@@NLLﬁ‘ﬂ‘J‘lIVILWW] admit wsaNnNu

[l ]
[%

4 A v 6§ e 2 vy = T = v o ad
n1IngAlaendu] udaldvaeanaaasisieliueniendin antiuiuli gl fugmgin —20
= dl v o [ dl =]
ayATaLliea Wasangaanianii uazdui 30 199n19ANEN
2.3 nsaanngiaelnggeinis nalduutihenvraiindauiledalaanmaaen

v
Gﬁ’],ﬂ’]?%’m@aqummﬁmm@mafﬂm (Percutaneous Tranluminal Coronary Angioplasty) 38

b4
]

nsinfnsinsanaaniaeniiala (Coronary Artery Bypass Graft), nsudinag lsanenunadnsae

Tsavinla nadeddannalu 30 94 Ingaziindilaeninsas oL un 30 289n19ANA

n53LAgIzuTaya (data analysis)

Amsnzvidayaiuginreditheaengs Inedeyainiudnuiy (category data)
o o % % = | 1 U %
azuansuglassauuiuuagiasas (percent) WAL BELNELIANLANFNTTUINNGNSRE
Chisquare test avudayaiiflupaa1es (continuous data) azuanssaeA@ALILAZ AN

WUNIMTFIU (mean £ SD) douniaufssuneunuazld student T test lneninauadayamu

a

Tneildmn919 InefadamladAtyn19atann p < 0.05

AAINLFILFLAY CRP Tudunsn JUN 3, 7 wazdun 30 aasn13aneineldaAians

wazAdeniuuNIngg Il (meant SD) afian lilun1smaaeuansAguld paired student T

test Wiauadayanulngldnamidunsy, g, TnadadluadAcyn19adinn p < 0.05
Aaszinanisdszidiuannisdiaeludun 30 azuanslugtlassdnuuiiiuazianay
(percent) wARLFETEUANWANANNIZNINNANGAE Chisquare test Witauadayanulng

o o

A1974, TneDadnidadAtynieansn p < 0.05
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NAN152]8

Ny Al ve o & Ao o > & P °
3\1E;J‘]JQE‘V]VLQT]JLﬂqﬂﬂﬂqqr‘ﬂﬂﬂqququm\‘]@u 51 AU I@ﬂNHﬂQHLWﬂﬂqﬂ@’]uqu 32 AU,

|
=

gilaamandgeauan 19 A leFuntsutiaiiuiuiguaningy nquinldiusuaaniaiuou 24
Au (fumne 15 A, U 9 AR), NANT LATLIN atorvastatin Ha1uau 27 A (Hwtne 17 A,

LS 10 AL)

1
oA

ngunlafuevaen 8guon 3 sefldlinimiziaenluiun 30 Wesaindieeda 3
s1e 1S munmunila 309y Ingdesssedugioans 3 srewudndilaalfuniunisnsalu
duanidinliwudngdiloavic 3 s laidininzunsndevusadgle Afilae@edtnanuiu 2 Al
TpegesnA A ludud 3 189n171awlsaneNUaLeasaINHIAa Aaan luN19LANAN N TEI
14 (upper Gl bleeding), d3usneNd@audasdan ulsaneg uraludun 9 anndalawuiadame
. . pRE = P o o Y Ny X o & Y
(ventricular arrhythmia), HUaemtissnaniainigiduinand wuinduiiiavialaanniaandd
Yo = % U o o aa % A o % dl
1g5un1rgoumnanmaaniiala udaninissnulnedanifavaanaaniialalududn 14 we9n19
= o A v o = Vs = & P =
Ann, gilanidniunisAnenlaiunisfinninasy 30 41 WAz ANNNTOIANZIADALNARTIA CRP

Tudud 30 16 Ha1uan 18 2 (flwtne 11 918, el 7 91a)

NANN1AeN atorvastatin. Hanuaw 27 91e Jfilae 7 manldlduiaiziaenluiui 30
asangiaeny 7 seldlfunamdvueia 305ulnelaRnsefUans 7 sranwudndian

Tundunisasaluddanidald wudndilaaia 7 srelddainisunsndauusdetinela wazd

2D el

Unenldanuisnmannle 2 g, 1@edan 1 21aludun 3 aa9nisuanlsanenualiiasann

A a a ] . a v dl alld [-3
‘wanaanunIuANlunIFLeIMNdauL (upper G bleeding), HKUaenilananEaINI9AL

v
4 o

al % dy o A ’6’ Yo = o % o o asa
nnendInuInaniiatialaanaaendn lasunnsdiunaanaaniialandaninisine lneia
1 o A o o dl = Vo dl Y o =K VYo a
dnfiavaanidanialaludui 7 aesnsdne, fubandndunisdnmladunisfinaiuasu 30
AU uazdrunTalIzidanivanaa CRP Tudui 30 e uau 17 e (dugna 10 s1e,mie 7

718l)



23

nsanszidayalFaumeusi CRP aslilddeyaannguinldiuavaananuau 18

PEUAZNANN e atorvastatin AMUIw 17 978

A19199 1 lruisunansAlefs (mean) 1esanglunguinléiuanvaaniaznguilasuen

atorvastatin

Placebo Atorvastatin P

N=18 (mean X SD) N=17 (mean X SD)

Age (years) 62.9110.7 60.41+9.55 0.474

= = B A \oAny =
AINANINT 1 UARINIRlFRLIELAIREAE (mean) Y8y lunguilldenviaan T
Aegiade 62.9 T uazngnileen atorvastatin HA19 8RAE 60.4 T GliiANwANG 19U

Tuneadd (p = 0.474)

AN919N 2 WIRUREUATRAT (mean) 2RIANANNNAUTRA systolic  BATAINNALTTA

diastolic aa9nguiaenlFunaaniungunlagn atorvastatin

Placebo Atorvastatin P

N=18 (mean = SD) | N=17 (mean T SD)

Blood Pressure
Systolic (mmHg) 131.9+18.8 129.9+24.6 0.784
Diastolic (mmHg) 80.0£9.07 79.9+13:9 0.977

AINAN9NTN 2 uamansifFaLaunudtAreaNauladingiia systolic aeengNitld
NUABNHAT 131.9 mmHg AUNguAFen atorvastatin 1A 129.9 mmHg @9 lauaNFAWNI9
alifl (p=0.78) uazAaa9ANAUTaRngttn diastolic 10aNgNT IHeuaanilan 80.0 mmHg

Aunguilsen atorvastatin {A 79.9 mmHg B9 luAnsaiumNaa (p=0.97)
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A9 3 waAFHsUATLIaA (mean) U8472A1I total cholesterol,LDL cholesterol,

HDL cholesterol, Triglyceride aaagtlhanguin lienuaaniunguinléian atorvastatin

Placebo Atorvastatin P
N=18(mean X SD) N=17(mean X SD)
Total cholesterol (mg/dl) 214.6+41.4 220.8+72.4 0.76
LDL-cholesterol (mg/dl) 146.0£33.2 148.4+59.4 0.88
HDL-cholesterol (mg/dl) 35.9+7.34 39.4+12.0 0.32
Triglyceride (mg/dl) 163.9+£80.5 165.5£91.6 0.95

AINANTWN 3 NUGINANT e raaniipIaaeLe total cholesterol = 214.6 mg/di

doulunguils e atorvastatin {FA1@REY24 total cholesterol = 220.8 mg/d! @3 laiunnsi 19y

N19a0A (p = 0.76), A1 LDL cholesterol widnguy leignuaaniiAiaatand LDL cholesterol

=146.0 mg/dl daulunguilél e atorvastatin HA@ALUA3 LDL cholesterol = 148.4 mg/d|

Aeladumnsineiun9adif (p = 0.88), A1 HDL cholesterol Wi nguilieniaaniAleatang

HDL cholesterol = 35.9 mg/dl aqwlunguls &1 atorvastatin #ALaAE183 HDL cholesterol

= 39.4 mg/dl alslumnsingiun9adifl (p = 0.32), An Triglyceride wudnguilfanuaaniien

12@a194 Triglyceride . =163.9 mg/dl  daulunguinle 20 atorvastatin -~ HARALUDS

Triglyceride = 165.5 mg/dl 4 laluAnsA19iUN19aA (p = 0.95)

anuaresszauluiulunenieassnguii udana lddnisaeenguliilaanuumn

pnaiuludresANguLsaeIaNinlnfresladuluaen adndaNLAN 9T uaIAHNS

1 s v
Aanani175nE 16
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AN999 4 uanINIsuanuATILIsLIWANTuaz AT e lungun lAanaantazngui le

211 atorvastatin

LA Placebo Atorvastatin p-value
n=18 n=17
WWATNE (3181) (%) 11 (61.1%) 10 (58.8%) 0.752
WWANEUS (3181) (%) 7 (38.9%) 7 (41.2%)
AINANTINN 4 wudnwAnLazwAgie lungunldauaanuazngunlien

. | Y = o a @ a o
atorvastatinWU3 NN e uaenAWATI8AIUIN 11 998 AR 61.1% LATINANTTNAIWIU
7 972 Anlu 38.9% daunguilaen atorvastatin AinATIEA 1141 10 38 AnLTlW 58.8% uax
WANES 7 918 Actlu 41 2% dudenFaumaussudnanguin tdauaaniungui lian

o o

atorvastatinwuan il aanuuansre vt LA dad1Atuneans (p=0.752)

al A A i a Py | a LAy
M990 5 LAAINITUANUAINSEUILYE, IABguUTusanugn, Tlinagquynd lunguinléan

waaNuAzNaN e atorvastatin

1.!%75‘ Placebo Atorvastatin p-value
n=18 n=17
Timsgu (918) (%) 7 (38.9%) 7 (41.2%) 0.882
\PEGULYS uidnuda (578) (%) 6 (33:3%) 6(35.3%)
Quw‘?l (2121) (%) 5 (27.8%) 4 (23.5%)

| {11 db0 n 4 o - @
49nA13197 5 wudngiemetflungueaaniliipaguynmiagianuan 7 91e Asdu

'
=

38.9 %, filhaipaguunTuAanLAdNAUIN 6 918 ARLTY 33.3 % UAZENNNAIqULTaLH
o a ! { dl 1% . dl 1 dl a o
Auu 5 98 Aniln 27.8 %, daulunguinlden atorvastatin 7 lxAagULYERERA WL 7 98

Anwilu 41.2 %, fuaanguyvausianudoiianuan 6 e Ay 35.3 % wazfiaenidsgu

1
aa o v

YWsHAuIu 4 918 Aenilu 235 %iadewsauimauszudengunldamaeniungui lden

Q

o o

atorvastatinwudn ldflaanuuansreiuwuuidadnAtunieadis (p=0.882)
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AN519N 6 LAAINITLANLAITIAde L RLNFN | (risk factor)aa9n77nnlsanaaniaantialaly

ngunldavaanuazngun s atorvastatin

Placebo Atorvastatin |p-value
n=18 n=17

LU (318) (%) 9 (50%) 9 (562.9%) | 0.724
AINAUTIATINGS (378) (%) 8 (44.4%) 7(41.2%) | 0.705
2AuaamLAaA LLANEY (318) (%) 2 (11.1%) 3(17.6%) | 0.002
lsavaaalaaniialaluasauaia@s) (%) 0 (0%) 2(11.8%) | 0.107
weiltlsedRvialaduiman (318) (%) 0 (0%) 1(5.9%) | 0.705
Fudsenuen aspirin Wudegan (978) (%) 4 (22.2%) 5(29.4%) | 0.465
RlsvdRnasldenanladu (39e) (%) 3 (16.7%) 2(11.8%) | 0.480
fansaladuivan luduusnidnlsg
WELNA (918) (%) 6 (33.3%) 4 (23.5%) | 0.299

lunguitlfemaannudnfigaeiidulsamavanusiuiu o ¢e Anduso %, T
A nsulalings 8 e Anwllu 44.4 %, Tsavaan@enluanes 2 918 Andlu 1.1 %, wad, §u
sennuen aspirin {uilszan 4 918 Andln 22.2 %, Jilszdfnsidenanladu 3 sne Andlu
16.7 %, flanmeviladumaalufuianidlsanening 6 eani 33.3 % uazhiffihsss

TanpaisedRialaduianvralsavaanidaantinlaiiaaanliasaliania

Tungunldead atorvastatin wudAFleendluisamuineauaiuan 9 9 Ay 52.9
%,tapAnnaulanngs 7 9ne Andlu 41.2 %, lsanaeniaanluanes 3 3y Andlu 17.6 %,
wealdsednialaduuan 1 e Aadu 5.9 %, dilszdRlsanasndanialasnaaenlunsay
A2 2 3eAaLle 11.8 %, , Sutlszniuen aspirin Wudszan 5 samale 29.4 %, Jusedmnig
Teaanledu 2 ¢ Aoty 11.8 % wazleainisialadumanluduisnidnisenanuna 4 e
Anlu 235 % dudeuFaumauiadesiie)szudieanguinldanvaaniungunlien

. 1 o a = o o 9 = aa
atorvastatinnudn  Tsatunneu lsananuaulaings iaaiitlssdmialaquman Az dnlen
= o = o o . @ o o 1%
NaRALAATI AT AR lATaLIAT, Sulsenuen aspirin Wudsean, Adseddinnsldenanla

o = o Y o JRpy ] = P Ao
U LL@zN@qﬂW?‘MQI"Q@NLV@QIHQHLL?ﬂWLqu?QWﬂqu@W‘UQWVLNNﬂquLLWﬂU”H\‘]ﬂULLU‘UNuﬂ
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o a ] o o

AN 19ans daulsanaaniann luanasnudnlAuLaNANABILLRTRE1ATYNI9AT A

(p=0.002)usidg1lngauIUTRY

A9 7 uassnsulFauiauAeatedAn CRP  lunguildanvaaniungui lien

atorvastatin iU 1 (AuwsnNdnFuni35ne)

CRP on D1(mg/ml)
Placebo group (mean X SD) 1.47+1.44
Atorvastatin group (mean & SD) 1.67+2.43
Difference, % 13.61
P=0.764

A M A o o = | oAy P
RINFANTWNN 7 WUIATLRAEUDN CRP quuVlﬁuQm@\iﬂq?ﬂﬂﬂqiuﬂQNVI1ﬂﬂqu@@ﬂNﬂ']

1 o

winiu 1.47 mg/dl, lunguinlégn atorvastatin HANYINAL 1.67 mg/dl TALRATIABINENT

v
o {

AwansingAnulefiiudiiniu 13.61 wazAn@aavisaangy i avuuanssiuas1eilil

o

ANPLUNNADRA(P=0.764)

[
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A9 8 uaAnIaTaLWeuAT wanaedACRP  lungunldanaaniunguilfian

atorvastatin Tuiu? 3 w89N195ULEN5NEN

CRP on D3 (mg/ml)
Placebo group (mean & SD) 242+4.62
Atorvastatin group (mean & SD) 2.09+2.27
Difference, % -13.64
P=0.789

N G o o = o oany =
INAITINN 8 WLINALRRE DY CRP Imuwmmjmmiﬂmﬁﬂuﬂqmimmm@ﬂum

)

1 o

winAiu 2.42 mg/dl, Tunguitléen atorvastatin HAWWIIL 2.09 mg/dl TIANRALTIABINGNE
AunnEgAaLTlun e fifuRlYindL 13.64 uazAlaaarvaeangy lEAuAnsnaiueenlil

&VATYNWNADFI(P=0.789)

199N 9 uaasnnsulFEuauARata9An CRP  lunguildaaaniungui len

atorvastatin 115u9 7 Aa9n195UE75NI

CRP on D7 (mg/ml)

Placebo group (mean X SD) 1.23+2.93

Atorvastatin group (mean & SD) 0.82+0.73

Difference, % -33.33
P=0.579

A | A o A @ = | Ay P
RINAITIN 9 WUIATLRAEURY CRP s]fuqu‘wL"‘ﬂﬂm@ﬂﬂ"l?ﬂﬂﬂqiuﬂﬁgﬂw1ﬂﬂqﬁ@ﬂﬂﬂﬂ']

Winfiu 1.23 mg/dl, lunguinléian atorvastatin AAYINAL 0.82 mg/dl TeARALTIABINGNE

q

)  a o fE & 1 o ) 4 ¥ | P o | A
ANLANGNAALT BT UAMIAY 33.33 LL@zﬂ’]Lﬂ@ﬂmﬂ@@\‘]ﬂﬁﬂimmﬂqqmLLmﬂmq\iﬂu‘ﬂH’NNuﬂ

ANATUNNADF(P=0.579)
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A191991 10 waman sFeuiauA1eaEae9An CRP  Tunquinldanuaaniunguinléen

atorvastatin 11547 30 UAIN195ULEN5NEN

CRP on D30 (mg/ml)

Placebo group (mean & SD) 0.73%£0.79

Atorvastatin group (mean % SD) 0.28+0.36

Difference, % -61.64
P=0.039

AINAN9H 10 WudIALeAU89 CRP Tudungainduaasnisdnsnlunguildavaan

I o

HAWINAL 0.73 mg/dl, lunguinlae atorvastatin JAVARL 0.28 mg/dl TANRALTINADS

(%
a o J

uansAnLlunlafFuAIAY 61.64 LATANRALTNARINGNIAIINLANFNTUEENY

]
>_
pias
)}
3.

NadAtynneans(P=0.039)
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ns N7 1 uanauuelinuaznisnfzaumeuAefeaedAn CRP Tunquinldamasniungui

16811 atorvastatin TWAUA 1,3,7 WAT 30 NAIN1I5ULENTAMA

3
3 S
2 SRR . = NN P
L T S 7/ N e,
L R
—&— Placebo group
—&- Atorvastatin group
0.5 frermmmrrmre e b e
0 i Ndda

D1 D3 D7 D30

RINNIINT 1 Lazm1999% 7-10 AznudIANLeataadAn CRP Tunguinliannaanly

1 1
o a IS AR 1

Fun 1 HArdeandnlunguinlden atorvastatin sl uuANFNAUNINETA (p=0.764),A1

] v 1
S D =

12REU99 CRP 2847vaesngunudflaInanian uium 3 Tnanudaaiafeaed CRP 28904

[

dl 2 o a 2 I 1 dl % ] el ] o aa
vfl,mm atorvastatin © n Uﬂﬂqu@ﬂﬂﬁqﬂqmﬂiﬂﬂqﬁﬂ'ﬂﬂLL[ﬂlh\IEJﬂQ'WNLL[?]ﬂﬁ]’]\‘muV]’NZQDE°'l

(p=0.789), WdUN7 uaz 30 AaAsTey CRP Huliuiaanriagluivaesnguinanguils

! ! i v
81 atorvastatin HAMAINdINguA A AN, Inanud1ATeAE8Y CRP YIRABINgNAAILAN

o o

ANAULLUATRIENATYN9ADA LU 30 (p=0.039)
ANNATB9AY CRP fananaaarinliagi1éanen CRP Tugilae unstable anginags

anilszannuiui 3 udranasliessiausdun 7 dudulilnewudnen atorvastatin 9110 40 un.

o a o

paduiuan A1 CRP anaslugilae unstable angina liuinndnnguinldldentneannzly

'
o Al

U7 30 Nanadlsatineinlau



31

ANTIWARAIN 11 AUANFINTesA1eata8d CRP Tudun 1 fudun 30 aasnguinliunvaan

oo dre .
Whranaudungunlaean atorvastatin

CRP on CRP on Difference, % P
D1(mg/ml) D30(mg/ml)
Placebo (mean * SD) 1.47+1.44 0.73£0.79 -50.34 0.068
Atorvastatin(mean £ SD) 1.67+2.43 0.28+0.36 -83.23 0.033

o~ . i aln oy p— ! P I
AMNAI1TNN 11 Wmﬂuﬂ@wimmm@ﬂwummmammm CRP TudunnilafiAwmin

a

U 1.47 mg/dl wazduRanNaudAwingu 0.73 mo/dl TeiAranasAndude fidusiAwiniy

1 4 1
N KR o o =a

50.34 % LHanauANaas AUANE LS UN A HAUNLINAAAILA IR AN LANANatiNa el

1
o o aa 1 dVLSJ

AATUN9ANA(p=0.068), daunand I atorvastatin WU ANRAEIR9AN CRP luduiviladl

\
AN 1.67 mg/dl uasIURANALEAYINTL 0.28 mg/dl TefAranasAadulafidusian
| A o~ f A o a0 N, A a ' ~ ' \
Winu 83.23% (Wama LA ads Uit iuduna W UNLANanauL U T AN LANFN9RENg

a o o

Nle a1 ATYnI9ans (p=0.033)

A1919% 12 wanen sifsaLmeuAILeaE (mean) 9849A7 Troponin T lugthanguitlienuaan

o s :
Aunguinléian atorvastatin

Placebo Atorvastatin P

n=18 (mean £SD) n=17 (mean £SD)

Tropanin T(ng/dl) 0.42£0.70 1.15+2.09 0.185

AINA979% 12 Wud1A Troponin T lunguitldenuaenilaAneaayiniu 0.42 mg/dl

) LAy . a a A A e Mo P e
@Quluﬂ@]ﬂmiﬂﬁlq atorvastatin WUNﬂqL'ﬂ@ﬂVIQQﬂQWNﬂqWﬁﬂU 1.15 mg/dl LL&IiﬂJLLMﬂM’Nﬂ‘U

o o

WuLRTRAATyN9anis (p=0.185)
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atorvastatin 1A9133UKI9T84sANINNGN WEKANTIAAY CRP lwiui 3,7 waz 30 nAuNAaA

AININNINBBINGNN A EMABNTINANNTUUI ST TsANTRENTN

a Ao LA o LA . Ya
M19719N 13 LL@@\‘]ﬂ']?LL@ﬂLL""NFJ'TV]HﬂQﬂﬂQNW1ﬂﬂ7V@ﬂﬂﬂUﬂ@‘NVIVL@ﬁl'] atorvastatin IQ?UeLu

sz AnEISY

Placebo Atorvastatin p-value

N=18 N=17

B-blocker (718)) (%) 10 (55.6%) 9 (562.9%) 0.739
Aspirin (3181) (%) 18 (100.0%) 17 (100.0%) 1.0
ACEI (2181) (%) 11(61.1%) 9(52.9%) 0.450
Diuretic (281) (%) 6 (33.3%) 4 (23.5%) 0.299
Nitrate (2781) (%) 15 (83.3%) 15 (88.2%) 0.480
LMWH (3181) (%) 18 (100%) 17 (100%) 1.0

ana97 13 wudndtanngaildFamaannuinldTuen B blocker 411491 10 18l
(55.6%), l#5Ue1 aspirin 1193 18 518 (100%), 1A3Ue ACEI&11aK 11 318 (61.1%), bHFU
£ diuretic A1143U 6 518 (33.3%), LH53LIE nitrate A1UIU 15 3181 (83.3%)wa AL heparin
(LMWH)a1%31 18 318l (100%). ;ﬁﬂqaﬂ@uﬁﬁ?ﬂm atorvastatin wuqnl@5usn B blocker
AMUIU 9 978 (52.9%), LHFLEN aspirin AU 17 978 (100%), 5ua1 ACEl /1191 9 18l
(52.9%), 1#5u8 diuretic a9uIw 4/918(23:5%), TR5UEA nitrate 99191 15 318 (88.2%) LAY
185U heparin (LMWH)a11491 17 518l (100%).?5'\1Lﬁmﬁ_l?‘ﬂmﬁﬂumﬂ%ﬁm&mj FENTINNGN
ﬁiﬁmmfaﬂﬁumjuﬁié’m atorvastatinwudn A pauuA AN RULLR TR & 1At 19a A (AN
ﬁ"h‘i‘ﬁl 13)
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A5 14 LaAINITHANLAINg lAsuNIIgIuUaananntiala (CAG), NITUENUUNADALABA
waladiaeuaagu (PCI), Jilvensanisvininsinuaaniaaniala (CABG), AMuildunanniann

-aid L 1 ndl ¥ o 1 Qi v .
nau Tudihanguildennaaniunguitléian atorvastatin

Placebo Atorvastatin p-value
n=21 n=19
CAG 42.8%(9) 63.2%(12) 0.038
SVD 0% (0) 41.6%(5)
DVD 66.7%(6) 16.6%(2)
TVD 33.3%(3) 41.6%(5)
PCI 23.8%(5) 31.6%(6) 0.354
CABG (144 3091) 14.3%(3) 26.3%(5) 0.780
CABG (na1lu 30 1) 4.8%(1) 5.3%(1) 0.163

ANANINT 14 wudnslasunnsaaumaenae sl (CAG)"Lumﬁumé’mmmﬁ
31U 9 9181 (42.8%) daulunguiilien atorvastatin 519w 12 918 (63.2%)FuilenFeu
WeURUNLIN N AN NUANANAULL LIRS A ATUNNAD R (p=0.038),491N"1312n8ManALAaAYM
ladivauaagy (PC) Eluﬂziuﬁvlﬁmwmﬂﬁﬂ%ﬁmu 5 518l (23.8%),26@u1un2§m7hﬁm
atorvastatin §41uaL 6 218 (31.6%)AqilniReLenRunLdn ifianuunnsnefunLLSe

ANATYNNADH (p=0.354),HilneNsandnsiauaaniaaniiala (CABG)MAT 303ulunguilsen

=<

UAANNAUIU 3 318 (14.3%), daulunguinlien atorvastatin AU 5 9181 (26.3%)T9148
a o i = Vo e Ao o a aa ) o Ao
whranniauiuntdn i@ uansieiuiundte d Agnneata (p=0.780),ddugLlhanvine
Favaaniaantiala (CABG)Nelu 30 dulunguinlaenuaaniianuau 1 318 (4.8%), daulu
e . Ao P ~ o, , Yy P
naunlien atorvastatin 84111 9981(5.3% ) et et uAunUd ldla M unnsnaiv

wuLRTRAATYN9ans (p=0.163)
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A5I9N 15 LAAINITLANLAY N19ANE (death), TR LNENanTatnaNiiaialaralaantdn

(reinfarction (MI, unstable angina)), Ngla3unsinminanisaenaLasgl (PCl) way KGR

naanlaantiala ( CABG)

Placebo Atorvastatin p value
n=21 n=19
Death 2 1
Reinfarction Ml 1 1
-UA 1 0
PCI s 6
CABG 1 1
U (718) (%) 10 (47.7%) 9(47.4%) 0.646

AINANTNN 15 WUINEDL FLUNELUNAIINTRININANNTANE (death), NTEUNENBN

A A ¥ dal o e~ %’ e ! | . Yo o
yizadinauiiaialavmdandn(reinfarction 938 recurrent angina), N7 lAsUNNTFNEN IRLINNT

PenaLeagy (PCl) uay ifianaaniaaniala ( CABG)lunguilsiaaniianuau 10 91g

(47.7%)uaz Tunguinlfen atorvastatin Ha11U9U 9 3781(47.4%) T liHANUANENSAULLILE

o

WA ATUN9ATA (p=0.646)
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