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Comparison of the efficacy of rosuvastatin to atorvastatin for reducing high
sensitivity reactive c-protein and effect on short term prognosis in acute
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Fig. 9.2 Relationship of C-reactive protein and LDL cholesterol levels with cardiovascu-

lar events. High and low values for C-reactive protein (CRP) and low-density lipopro-

tein cholesterol (LDL) represent above and below the median values. Data are from the
Women'’s Health Study (27,939 women) [4].
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Fig. 9.3 Potential mechanisms for the association between C-reactive protein and
cardiovascular events. 1) Atherosclerosis risk factors promote atherogenesis and vascular
inflammation with the release of cytokines such as interleukin 6 (IL-6), tumor necro-
sis factor alpha (TINF-w), and interleukin 1 (IL-1) from activated leukocytes. IL-6 stimu-
lates C-reactive protein (CRP) release from the liver. 2) Adipose tissue directly promotes
atherosclerosis and also is a major source of IL-6, which increases CRP levels. These are
parallel events without a direct relationship between CRP and vascular disease. 3) CRP

derived from various sources directly promotes vascular disease. (Adapted from [55] with
permission).
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Fig.9.4 Proatherosclerotic effects of C-reactive protein. C-reactive protein (CRP) adversely
affects endothelial cell function by decreasing endothelial nitric oxide synthase (eNOS)
expression, upregulating cellular adhesion molecules such as ICAM and VCAM, and
increasing the release of endothelin-1(ET-1) and plasminogen activator inhibitor 1 (PAI-
1). CRP also increases the number of angiotensin type 1 (Ang 1) receptors on vascular
smooth muscle cells and affects macrophage function by inducing the secretion of tissue
factor and enhancing oxidized LDL binding,
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Figure 15.3 Illustration of meaningful re-classification. If risk individuals’ are classified upwards (arrows
pointing right; top) and ‘non-risk individuals’ downwards (arrows pointing left; bottom) the biomarker adds
additional value for risk classification in the context of existing risk factors.
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Table 9.3 Potential strategies for incorporating C-reactive protein into
cardiovascular risk assessment.

Strategy Reference Result
Measure in subjects at AHA /CDC [75] CRP demonstrated to stratify
intermediate risk (10-20% risk in this group [30,53,54]

10-year CHD risk) by FRS

Create a CRP-modified FRS Cook et al. [78] Reclassification of ~20% of
intermediate risk (3-20%
10-year CHD risk) women [78]

Create a novel risk score Ridker et al. Reclassification of ~40-50% of
incorporating CRP [80] intermediate risk (5-20%
10-year CHD risk) women [80]
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Fig.4.7 Cumulative incidence of death in patients with ACSstratified according to hs-CRP
levels at baseline (reproduced from [54]).
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Table 4.3 Selected studies examining the association between hs-CRF levels and
moderate to long-term outcome in patients with acute coronary syndromes.

Author Mean CRP cut-off OR or HR
(Trial) n Follow-up (mg/L) End-point (95% CI)
Mueller [48] 1042 6 months =10 Death 4.1(2.3-7.2)
Lindahl [54] 917 37 months >10 Death 2.5 (1.6=3.9)
Heeschen [51] 447 6 months =10 Death+MI 2.0 (1.2-3.6)
James [50] 7108 12 months >10 Death 1.5 (1.1-1.9)
Biasucci [53] 53 12months =3 Death+MI+RI 4.7 (1.8-12.0)
Ferreiros [52] 194 3months =15 Death+MI+RI 1.9 (1.2-8.3)

OR, odds ratio; HR, hazard ratio; MI, myocardial infarction; RI, recurrent ischemia
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Fig. 4.8 Cumulative incidence of cardiovascular death, MI, or stroke in patients with
stable coronary artery disease and preserved ventricular function according to quartiles
of CRP concentrations (reproduced from [39]).
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Figure 2: Isoprenoids, including geranylgeranylpyro-
phosphate are products of the mevalonate pathway that
diverge from the cholesterol pathway. These isoprenoids
activate Rho and related proteins, which are lipid-independent
pathways that activate many cells and cause inflammation.
Isoprenoid production is inhibited by statins.*
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Figure 2. Cumulative Incidence of Recurrent Myocardial Infarction or Death from Coronary Causes, According to Wheth-
er the Achieved LDL Cholesterol or CRP Levels Were above or below the Median.

The approximate median value of LDL cholesterol was 70 mg per deciliter {1.8 mmol per liter), and the median value of
CRP was 2 mg per liter. The median value of each marker is included for the sake of completeness, since no patient had
the exact median value of either marker.
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Figure 4. Median Levels of CRP at Randomization, 30 Days, 4 Months,
and the End of the Study, According to Whether Patients Received 80 mg
of Atorvastatin or 40 mg of Pravastatin Daily.
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Figure Z. Locally Weighted Smoothed Scatterplots Showing the Relationship
between the Changes in CRP Lewvels and the Rate of Progression of Athero-
sclerosis in the Entire Group of 502 Patients.

In each plot, the solid line represents the point estimmates and the upper
and lower lines the 95 percent confidence intervals.

s sl leadl) (5 sinn agadl OIS 0l elaal 1o cpdll GalasY) L plie a3V JUPITER 3l & >
Gpubuall Mo ol Y1 etV sl Jlaall (5 sioal) agadl IS5 J/ale) Yo > [ DL-C A8USH (aisial)
o) 52l Jlie asallf ade Yo (plinld g 55 ) S e plae) G el &5 jlie &5 Cum Jfade ¥ J8Y) e hs-CRP
. Jaad)

haall (5 sin alds) g Uainl 8 (uliald o )5l oS e (Y diw) |3 Aaglia 5 i ey Al Hall Gali) 5 85 )
e SV etV 55l Jladl s stsall aiil %0+ laie; [DL-C AUSY abiial ¢y 5 5 sl
5 (%0 YAautall Alan) glitial &g Jane 8 ald (aliasly (uSail A 5aY) %Y laias hs-CRP Al
i il JS ail 5 (% 2V) dae sill sale) o) ja) 5 eyl jacall GUs (Y%A JaseLeall duiil)
(%Y +) Joray

el ) ekl S Al Y1 Cpan 5ol ) Aell cdliaall 431 Culaa) 88 ol i s 55 )l (S e seday s
L oSall gl Cgan A 8 Dl

31



s Clioliadl datlaall ddlal) Y

AL izl 4500 5 a4 o Lt 38 ) Al Y aal e oS0 56 Jaatl) 3 sale cliglind)
(simvastatin, lovastatin atorvastatin,fluvastatin) Lipophilic asall Ll Clistind) of sl ) ey 3
.(pravastatin and rosuvastatin) ¢lell Lusall cliglind) (e 43350 Blas) i

s llaml) MY

ol Blal callaty o3 e Le e 58 el bl Apalall HUY) o & 5388 4y 5y el dasjledll (8 Ja 40 e 3>
o)l

(%0,5) myositis <Slzasll el Y (%) V-Y)myalgias dblcasll a¥Y) gan (e dgliasll L) 7 5) 55 3
Al ) alall (g 5ISN ) guaill pe (38150 38 (531 (% +,)>) rhabdomyolysis el S )
.(myoglobinuria 4 sk sl

S 0l SV Jamal) (3 Almall iledl) @i 3 0 050 baall 21 (e (Jlay O (S (sl
.(creatine kinase CK

Ol el e elY bl JOA Tas sale dliaall al 2 Y1 3

cliglivdl J gl s creatine kinase( CK) WS ol 8D (6 sine gl 8 4o el Gl je ¥ 25a 5 2ie 3
ALY Clkiul s g sl aall Gileaial 3 580 (e i

el sall Cilil aay al Gl 38 sale J1s I Taw CK Al yiledll ol e il Canuallc Adianl) 2YY) 3

Cigan die 1Y Agliaal) 4,350 Blas) J8 fluvastatin oslield sl s Pravastatingstiuldl ,ll of zal il e 3
Laisdle) gl ol eV Jhg ) an g 48lE Can g 43l lialid) aladiud die Adiaal) (gl e V)
48 yall pe Lslia () S5 38 fluvastatin oSl sl o Pravastatingstuldl ll aladiuly clidtiulel sl
o dalianll e geda 53 g2l 5 53A)

e Ol @i Ladie Gaany Lo Glle 4S8 il e s o) il aladiind Cany Liaall P ) Cigan o) 3
038 oAl (yag 0 S 5 (o S B30y s Laa PAS0 psS sianal) dles cildadia aa aa sl 4lEin) cilladia aal
Iyl 3 )b o ) ja A cpalll § l il J g )Y de sana (e shadll saliaddl il alliy gaY)
dhadl o385 ) O s (sl

s el g8 ) peaille (g2l sl elall: Lgia 5 Ml liaall JBe Y 3 shad 3 55 a0 saaia dal 2 >
5l LY Al jeallc 3ol ) s (e all

: dgastl 48

*

O tasl 5 5ia¥1) Aakl jiledll 3 T piane Tolin )l Chaa i) o) & 5 el il all iy 281 3
a5 g ohal) e (oY) el ADEN A 40 5 gemy 138 Cadngy % Y-+, 0 Jaee (aminotransferases
.(dose) dependent 4c _all e aaiza glis )

Ol siall i yall die Apa&l yiledld) oL ) Jana (8 ala (558 a5y Y 4] i 400 s Bage Ll 40 >
(=Y E) dasdl o) sall i il

G B Y Al aa g Cua (AN Y caled Gutinldl Ll ey el il ja G 8 Caoa s 3ilaall o2 >
codiR) el sall sl liadl pull ol gliall el die 0l el gL ) Jase

5308 5 ) sha dllia o s s A0 gl Al ya Yo cilad Al Al Jdlail) gla Jls 41 e 5 o1 >
L ompe @l Ve O aie Alla €)Y Jamay il ol gliiall oaa jall die 408l ladl) gl Y

O bt ¢ 1 sV alasiinl die dgliie 1l A3V Ggan 5 shaa o Caaa 5508 Tpadia Al >
fluvastatin Clisld lall alasinl aa el sy shall ()5S ae cliglivll

Zh 22y (e e sud VY amys 0 Kl il 5 ol Cua ol A€ 5690 B3 g ) sall Apmea >

A3 s o e de pall Bl (gl ey clasliudly

32



481 5all 355 i o 25 Y Gandld 13 2y pual) 3530 G Aeali Apa il o34 (0 S3 jpaall (e >
Alelsn Jlii die 5l Bils S o102 ga g die Jadh A0l laal) 3 jlaa (5 yad Lail g S0 yiladd A )l
(EY-80-YT) A a5 gy Alind) S el GOl e Jalay o Jaing

ledll (5 siie adi ) Gl (o yall die Gl e ja (i o) Sl Caiall s aa g (g >
Gl (ya 2S5 plaall o) yal ey (g sud) 2l (o Calnaal 2536 (e ST (ALT 1ol 5 sinal (YY) 230l
Oyl

s Sl gl

el die Sl lall Gugasd ) oty (Al a¥) Sl ol e S Ll 0 50 of clilidl oS >
COmoSal) el e Sl a8 ) plaial Ca Of Sl eSS

Cpend Ao ganaS LU 1) Lasd 40 jliaie il Coad A4 0 el il jall (e daiiial) bl al) >
(YT-VY) T i yedal (o AN 5 52l ¢ el cliglind) Goany o of Al el 5 Sl o

Conlladl) oam jal) vie (5 Sl oIl gk s ) shad (8 Alan) 8 pim B35 e pedal Al (bt -,
Al 33 (e Bualiiusal) iliill Agliia U o285 (VIV-) 0¥ €l %6900 )+ 8 dyma )Y ) piliadly
JUPITER

Laall Cligliall aladiul die 3 €5 ) geay dgaliie Sl elall ) ohai 3 ) had o Ll s a8 @l >
Celall dndl) S anall

Cuiliuli 4478

s Jane b oSty (63 ) 0 531 58 5 (HMG-COA) o2 3N bl o 53 Tafia 5o 10ilinld ) 5Y)
s a5 48 Ly 5 001 (oS5 (A Ay 53a (o5 ¢ Calise (I A i lista ilse (oS5 5200

”
H3CO,S

Y e 35k e a3l 8 Aiaall iy )y J g ol oS il gisa (i cpitiady sl o is >
4SS dimidie Aiaall iyl O 2o 83 )5 28U (& J 5 sl 1) i I3y (HMG-COA)
AR daddie diaal) st 5l Jiiad 5 pabeatial 3305 Jal e L2l LAY b e

el Pla aall 8 58 5 el I daans ¢ adl) Gasla (e 4l aag de sy daloaiial oy Gilindd ) 5Y)
963 (e ST L) i 5 yas adalii ) dpess Jas5 ¢ (el

il ) (P450 )CYP3AS (sl a5 Siladl 35k (e S JS5 QLY iy (plinld ) Y1
JESI ) (HMG-COA) badiall s 331 Al e %V e Hsag 5oy bS5 pael 1L 5 58 ANadl)
A A2 all

33



o g Aol Yo — Yo e ol Layy @l pag Aol V€ Dl sa el i Jau gie ilinld ) 53U
AN L) ) il

%Y+ sl il sl

CoE 0% % D Bk 1 zlobY

bl £00A Gany alae W)l 5 aal g e OB 3l Ay

psll (B3as) 95 e dla) v o Baliaall A0ILY) de jal)

Lo 52 83n) 58 ye Jamay ane Av 8 Led gl say Al (o gaall Ao jally ¢ aliad Y-8 JS e jall Joed cany
w3y ) aladall S Led 55 (S LS ¢(slusall (3 Jumi)a sl (A g gl B Led sl (S

s et Y Jleainl) adl ga

S )l

(shanll JScy)

S el gl Al (e ¢ silay (Al (o sl

Aelall ff Jaal) oL

td 3 eyt )

(sl (a8 2a) Cilaacal 45306 (e ST Al ey 33) 85 )1) Jladll 2S) aa e

()l (oY) ) CGalaaal 3y (e ST Jlaa s iy SN oy 53 85 5]) sl JDlic )

A Sl 5 el (e B S CilaS (51 gty Gl e sl

- 4l sl Sl lal)

L e ool el plindd ) 53 aladiul
(AS )bl xie gl de e 5ol ) Gan 5 130) calilind) (O (e il Lay y; 5 )l speYI*
350 Lery seaba s IS5 G s i SY) Aaaiall 5 1Y 5 SLall de sane (0 Ay o) Clabiaall
(psl/ &do Yo de jall 5ati¥ of Cang)adl) deae b (pilindd ;i 38 3
AU dhan (A J ) i) Bl 5 o0 58 530S 5 2 ey 1 deall pie a®
2 Jhan (A 0ilinld ) 5V S 5 I Lay o sasiend oS*
90T ¢ (s aall (8 oS o 38 513 5 Lay ) ¢ (S s
o el )y 3Ll el 38 5 e 2 55 ey iald )y 551 Jaall ) 5 o sialall
- Ol ) 5Y) QM) o by eyt (sl jal) e ®
o Vo Ao sall Hslami Y o ang)Limal) JBe ) Hhalaa (o s el ol jud GlEE 5 (o s SIS
(psdV
A Jiae  cplinld ) 59 3 55 e Iy Lay )y ¢ duia seal) calaliac®
AR ey Ay Ay Gy Lay y 1 Gl 5
¢ hmnll Je V) Hhalie (e 35 1 O SY g5 plend) s Cpaaannd) ¢ Gy b GIKI o) g el il
meall g pa llad gl 58 55 JIE 5 Al (g IS guail
haall (s stasall (e 235 1 J LS ssl— J 530SI Y1) 5 Y Ao same (e <l yhadll ilabias
34

YV V. V V V



el 0 38 5 (g by ey iliaadd ) Y2 () il ali®
cglaall oa Ll g dadl Flaml 5 el ¢ iday alY) o Lo gad Ailad) c 8l i) - daladl V) »
Q¥ LBl ¢ o liae Conaa digline a9 (e ol clie 1 Al Alal) ol LAl Caans e a0
I ALEYL ) dpaS Sl ) (sala il dSa ama aae Pl (ol Sl il
GBaia (S (e Aa i)l peal sl a8 A Gl e W) aad L Lay dauliea O Gaaas 38 Gl
. dealiall gl dliada 2V ¢y sad Ll ylaial il
Ao all e la W Al Ak dl) G phaal Js (8 ;A lsl Ak )

Coiliald g 5 )

Jisad Jara (A Sty (53 i) i 3Y) 95 (HMG-COA) Dl (il o 5 dadia sa 1 Gailiad g )5
WDl SI Al Lay Y g i) 0 oS5 & Adag g 3ol (o5 ¢ Cuiglline (A daolisls e (onS 5 0

Q OH OH O
NH D ' g 8

) OH
0 -

oy

Y s 33yl e Le 530l (8 Aiaall Sl g pall 5 J s el sSI il s (bt (il s 5550 058y 5>
Al Ladaie dpiaall Cligi s ) e 230 Baly )5 2SN (8 J s i) S aia Ly s (HMG-COA)
A daddie dymall i 5 ) ey (abiaial 3345 dal e 42 LAY mhas e

IR adll & 58 5 Jeb ) deass ¢ adll Gasha o 45l a Aoy daliaial oy 1 optiadidi g 3500 3
903N e ST Lo 33 i 5y adalii ) s Jaal g ¢ (el ) Aol

CYP (P450 ) sl a5 S sl Gaoha (e 90) + Ay (281 QMY puiady 1(pilinld g5l 3

ol g5y e (52-0 A il ) NI2C9-CYP3A4-SLCO1B1

%Y+ sl il sl

C oS 0% %t D) Gz ok gl obY)

el DA Gany adae Y1l 5 aal 5 g gl JBA ) Ayl

RSV R R PNV (U YOS I S PR L E PR PR

psnill Ja 8 om e die 203808 ey asall/ dde Vo) ol dBaa) 53 e dla) v o8 Baliaall 2500 e jal)

.(LDL> 190 mg/dI) 3l

=

YV V. V V V

35



Ledslii e Al s maill deally ¢ asallfide Y e-0 laier e jall 3135 Cus qlidd ¥ S de all daaed g
i sl aladall e el gl (S LS ¢ asall (b iy s (8 Led sl s claasa Ban) 580 Jorm e £ (02

iy Y L Jleatul) ail e B
. Gzl ¥ e ST laal jude ) g,V S Al Al Gl @
bl eyl o
S el g dbiall (e O ilay (Al uasall @
Aol o Jaall il o
td 3 ey el
(el (B aa) Calaal A6 (e ST A iy 33 165 1) Jladll 2SN am ye*
(rdal) (a8 aal) Cileaal 5y (e ST JUlau b iy SN o 55 i) Lasd) JDlic YI*
Al sasll iy g el (e 8_S DlaaS 0 by (Al i sl
(psl/ida © ALsliiall 5o ¥ () o) sy simn s1Sauall Gl gliiall aim el
psdlf e Ve Hslad aae Jiady AS jLiall a8 4S jliall uind Juady) i) somiaadl Gl sliiall ouia yall*
¢p ool il Gplindd 5 55 ) alasiud Al sall clelall e

(AS il vie ciliglinll de a5l o i 1) gl OO (e (el Lay ;)50 saaY ¥

2l deae (8 J sl il Bl 5 05 oai ) 55 308 5 5 Ly 1 Jaad) aie s

o) dean (8 Cplinld 55 0 S 55 Iy Lay )y 1d st 5S*

(bl Laall 3S ) e ) liaal) JieY) jlalie e b el @l jud CilEia 5 G ) g IS
2 dean (8 Cplinld s 55 0 38 55 0o Jli Layy 1 A gaall ilabias

A ey Aala B a0 Ly T ) 5

ossadll ¢ Laall PlieW) jhlae e 35 1 G5 55 bl 5 Gaatiaall (a8 JKI (s 5 satanndl ¢l
) il s ya Adled ol 3 53 IS5 calall (g 50

D dalall UV

Lo 10 ¢ g lanall o Ll g oplad) il g ellual) ol a1 o To gad dplad) e 800 3] o ddall il o <3

Ioie | by Sl gl ¢ Sl Bl ¢ ¢ lime Camaa digline 2V (Jlgnd oLl (olfie 1 Al dplall el il ¢haas
aa L Loy dpulin Ol Caaa 08 @l ) ALYl (a5l ¢l g0 g Gl jhauzl (gala mila ASa ¢ lana ouac

Jealiall el cdalinta 2V ¢y gad Ul ol ¢ ulill Bum (5 5 coan cansll ) saal sf a5 AN () je Y

DA dads o) )
e all gela Y Aan el Adall A K Al gl Gl sl Jla i

Cesdlade Vo s o g0 asdl/ dde 0 Agadlde jall (Y &) VY/Y de ¥o>) paidl) 4 g0 dads ) il yhaal Jla 8%

36



dalantl Al yall

Practical Study

37



hbﬁ\ék\)ﬁuﬂ‘&&&\ﬁ&)ﬁu‘
toR Al el
15 luaY) ab
sl

e ol s Lpuluall e Jeliiall G s 5all (5 sie (il A (palinld ) siV) 5 cpilind 5 0 dallad 45 jlie Al Al ol gie
salad) ALLISY 4. Bl (2w e cu Ll saall ‘_g BIN]

uﬂga.auumgicﬂamﬂ\ga#@‘@\)ﬂguu\au}u\wj(g;@j}i)aiﬁ@m;i )
e (SR

Gy sl (8 Al e V) s e o5 Al ) el a8y aae o R 8 4 ) Gl o agdl Y
Y A gl8 3330 5 sl (505 clalalil Ll ddall Ale S e 13 ) 8 i o sy eland Al el 052 0y )

bl Bl eliae Y mand sl Al 8 Gdialll Glans Ao 5 Lale ¢ 3UY) a1 38 k) dle (e ol gl Of agdl LY
i) 13 e o SV

A 2 Aala il glaa (g sia g Al yall 8 @) EY) e ) e Colatioe (e dds ~Cuzdiujpgzaé\y. J_xasi K
s Al Hall dalia JaY el W pdn o duljally aaloy 38 sy ol ke (3358

Al Al s3a 8 (S)jad) e Galdll da ¢ Ol e Gl 0

Al all o3 A & syl e @@l

(Rasall JLERSU 380 all b)) Jsn 300 ) o S8 5a s Al daale e SIa) S5
Al jall s ikl e

ey 5l o2 el gl 58 e

ad g 1488) gall ulUall Cupidal) o

38



a.ubd SJLA:M‘

S0 SA0 rodad) 158V : ) ro pall el
YO 0 o P sl &l

18 Y ad

(psdlf de A oplinds ) 5Y1) A Ao sanall O s(ANAd) L) 8 dy Jaud) (s sall As gana
(psdlf fde €0 (linli g5 ))1) B de senall O

s A pall (3 gud)

oAt Aol JMe) [ LSSl gl
Aajagh sala dgilgill s [ bl Sal gl [
Ll sia 0 Ma gadidia (dlany [ L ALY QI il pal
. psil) W udEil pUal [ Ol oSl jpualll [0
Ol e ) PR Aala Jee ol pagda, b [ LS jgalll [
T dal caigiad) o dolial clladia [ s A g8 (3l gual)
T N algbadl [
Cpai gt Jgaall a3 clladia [ Gyl [
alpadgsal [ dgadll Jaall pilga [0

+ LISy da Plial) Jaal

Dl il jaall GUA [ ST Aakad L& ) aa dla plial [

STAakad pliijf g da pldial [

- hs-CRP dsbual) e s N1 Aol g ll laal) 58

el agdl [ dedll el O

Lagy (G DA (A8l B8 gl -Au UEEY ) gald) ) jST) BN gal)  Je Al

Yy 0 i [

o (Aldanl) Hiladd) gLy wsl) Hiledd) Ul adl) S gL ) duila al e dgaa Juad

39



Oiliald ) Y1 g (tilinald § g ) Allad 45 \ia" Cuaat duilaa) dul Al
J‘SS\‘J\‘}JQ b il g dsesbuaal) uil.ﬁ Jelaial) (g gall (5 gasa uam\gé
"aalad) Auliley) da Dliall R s cu Al saal) uﬁ

) Giag - ¥
o o sbae i g 33 ALLISY ) A 3Ol Cppban pparan |5ILS Ay yag Ling ya V0 ¥ (0 Al e il e il
e pane (iald ) g )l Ao gena) Oy sladio e (yiant ) Ofie same ) daie Cuadl Lie i<y Lale Vi TO
u;.\...aiﬁua.d\u\c\_)a\M(L&desuﬁum\umy)wfwjeuu& ;Lu_w‘z(\(u&ﬂj (UJ.\L\MB_)}N\

A_QjA;.A‘uubu\a)})n%)m)umjmum\uwjum)mé\WMf}La;fC‘/\u,qdyg_\;_ﬂ\m.\c

th gl A ganall LBh g i) Aie e £ 585 — )

i g pall Ao panall i g Coal) Lise (puia pa £ s o (1) a1 Jsta

50.0 49 a5 5 Ae pane
50.0 49 il 31 Ae sene
100 98 £ sanal

uas sl Ao panal Gy Ciadl Tie i ya g 58 il Ll

50.0

B cintits 55 0 e ane

B ol oY) A sana

Ay pall Ao parall iy insl] Lo guds po £ _isil &y sial] Apail] fiay (1) o3y abaia

40



roaal) Gaia g A gl de garall g cual) Aiie unja £ g8 — ¥

] puin g g ) de panal [y ol Lpe (pin o £ _isT Cpw (2) Al dsan

Ay gial) duall) ol de
goanall | A Ay psanall | A S Ry A4S ganalt
100 | 30.6 | 69.4 49 15 34 olinld 55 ) de gana
100 | 286 | 71.4 49 14 35 Cpilinld ) 6V Ao gana
100 | 29.6 | 70.4 98 29 69 ALl Gl die

i g A g stal) e gannall (B g Cunl) dle juda sa £ 5580 4 gial) Apeadl)

o pall
100-
= 50
Sﬁ—l’
0

Crlinld 5 5l de sana Clild ) 5V de sans LS Gl Aie

s

s all iy s g psall de panall lidy Cond) Lo i po £ sl 4y pial) dpiill Loy (2) pdy daboia

41



s Al aian g An g paall A ganall g Ciagl) Ae B () shaally) oudasall JlasY (ibauad) Jau gial) — ¥

Lo (4 (A pisadly) (puin yall Jac ¥ (5 famall Gl mi¥ g liwad) o giall g (e §) aad) s 08 3ad) Cpw (B) pds Soin
o all puia g L g pall Ao panall lid 5 Cnsl)

) alY | awgiall | asd) aal) s o de gasal) ..
¢ . . 5 4 Gugdal) el
gl | alall | el | A | sl | sl A g jaal)
8.5 55.2 74 39 34 K3
— de sana
9.3 58.9 74 44 15 il e
Crliaald 550
8.8 56.3 74 39 49 & sanall
9.3 54.0 70 35 35 B
— e gana il e
7.2 54.6 68 45 14 il .
™ Sibiua Y1 (<) sl
8.7 54.2 70 35 49 & sanall
8.9 54.6 74 35 69 B
8.5 56.8 74 44 29 Sl QLIS Cnll die
8.8 55.3 74 35 98 g sanall
(g o) e B (< sieadly) puda pal) Jlas Y beaad) Jan giall
oAl Gl g Al de sanall
55.2 g 06-3 540 546 542 54.6 968 553
60
_ 501
3 401
4 30
35 20
" 10-
0 ‘ ‘
Clild 5 5l de sana Ol ) ¢ de gane AS Gl e
g el e ganal S W O e

s g s g pall de panalt lid g Codll Line (6 (A gisilly) (ua pal) ac ¥ piliaa] Loy 4ial) Sy (3) ad ) Iabaiio
. gall

42



1) Bale g A g paall Ao ganall lihg Con ) Al (oula ja £ 55 —

LCpsadl) sale g L g pall de panall 34y Cosl] Lise g jsd cuw (4) a1 Jsn

g gial) dpall) raall s
et | in [ GnE | el | e g | wiisssd
100 | 694 | 306 | 49 34 15 550 5l e yans
100 | 612 | 388 | 49 30 19 il ) ) Ae yane
100 | 653 | 347 98 64 34 AL ol e

Bale g duu g jaall Ao gpanall (8 g Cunl) Alip ouda ja 5 50 A el dpaall)

Sl
1001
5 50
lg‘
0
Crlinld 5 5 )l de sans Crlild ) 5V de sans ALlS Sl A
i 2l) A panal ‘DO&M):\(:.Q;JA‘

sl Ly prall G panall iy Consll Lie g _ipil Ly siall Lpsadl] fiag () piy dalice
tg Rl gy Lo g A g paal) Ao ganall Uiy Con ) A i ja g jgi— ©

g Al) 133 Bylacs¥y sy prall A panall liy o) i s 1o £ i cur (5) oy Ly

4 giall dpdl) sl 2
«laa wlaa s Laa Laa s aa.u Aal) 2.9 |
£ sanal e ot ol B $1y Glas b 90 Saxal
& Sl Sl gl & Sl oSl £l
100 42.9 57.1 49 21 28 Olindd 55, de gana
100 36.7 63.3 49 18 31 Ciidd ) 6 e gana
100 39.8 60.2 98 39 59 ALl Gl die

43



dla¥) g Ay ral) de ganall (Bh g il Al uda e £ 5 5 Ay gial) Apadl)
Sl £l

100+

i)

-

)

50+

L B

clindd 3 5l e sema oliuld ;) 5V A sena ALIS Canl Aie

L grall 4o ganall
‘Dg)uumgumﬁé-@mumgw‘

gﬁ/;/&LLqWJ@JJJJ/ZGM&Jd&d/@wf&ﬂ@ﬂ/&uﬁ/@ﬁ)rﬁfji&
+ Balad) ALL0Y) Aa Uiall £ g9 A g piall Ao ganall Uiy ciad) Al pa e £ 555 — 1

, BIal) LLISY) Lo Diall £ 55 Lus g pall de panall iy Conl] Lise (piia po £_isT e (6) pd s

4 gial) dpadl) sl 2
91.&1;\ ’m‘
L6 e 3 3 6 e 3 %1 A gl de
goaad | T 91-\-:-\;! 9&.«.:;“ pamaa | M c-Lut.n\ 91..\....\;‘! gudall A gaaall
Ui 0 | (i o ’ U 0 | (b ol
ST dxki ST dakd
100 0 490 | 51.0 49 0 24 25 Olinls 35 ) de gana
100 2.0 46.9 51.0 49 1 23 25 s ) oY) de gana
100 1.0 48.0 51.0 98 1 47 50 LS Gaall A

.59 A g ptall Ao garnall (8 g cial) e uda pa £ 598 4y giall dyadl)

(181 eLlia)
100+
5 50
54‘
0
Crlindd 550 A sane Ol ) 5V A sane ALlS Gl die
A g yaal) ds ganal)

-gﬂ"w"mwfjjjL"JJJ‘J/ZGJ“?“'"E’:}d‘*‘”@“f‘éj‘fﬂiﬁﬂ/w’@(s),’iJi&

44



PALia ) Ailaay) A Al - Ll

o5l (B s sl ) Adline Ay ol 3 )l 8 (J/ @e) Apadsall e Jelitall (4 5l 585 e JS (8
S5 Ll palie ol 25 LS Canll Ao Aadleal) Vs (e Alla JS3 (OO @ ) 8 ¢pualiad) a gl 8 cCullil)
(oD sl (o gl o gall (8 A gl () A S S n IS (8 (U ) Fasad) e el (5 0

) Y alaall T8 5 Canll e 8 dallaall VS (e Alls (KU

Jeliall oyl gl 38 = A Al IS G gl B (J ] fda) bl e Jeliial) (gl S 5 A el laka
¥ asll B (I i) abaall e Joliiall ¢ gl 58 55 - Gl a gl B Lgdd Aall (J ] 3l Dpsbiaad) e
gt At

Crfigul SuS i = 8 s JS alid) a gl (B (J /] fde) dpbead) e Jeliial) opig ) a8 5 A il ke
@t (I ) Aubaad) e Jeliiall o gl 338 5 - Guilead) agall A L Dall (J 1 ila) Dpdbad) e Joliial)
L Al 541 2 5300

Jeliiall oyligull 58 = A Ala IS BN a gl B (J ) &de) sbead) Ao Jeliiall opfig ) 585 A padll laka
asdll A (J] ) Lulaad) Ao Joliiall ¢ g gl 38 55 - (DN agal) (B Lgadd Aall (3 / &la) dpibaad) e
gl Aall 3 6%

psll b Il o o) ) Aie 30 ol (e S8 Alall e Jeliial) o5l 385 b el s Gl 5 WS
Al Y alaall (8 5 Caall Aie 8 Aadlaall Vs (e Alla JSI (N o sl 8 cualid)

Ofiguall JaS A A sl jlala) = Alla JS G o gl B D) e Jeliiall gl JaS 8 A ) dad
@ () &) beal) e Jeliial) opig ol 508 5 + Ll Al G 2 gal) A (] ila) Dbl Ao JoLital)
Ve x (Lo Al JgY) a gl

Oigual) 3853 A il i) = Al JSI Gudlid) a gl A dpabaad) Ale Jeliiall ¢y g ) 38 5 A ) A
(S 1 &) ) e Joliiall cpig ) 5285 + Ll Aol (ualead) a gl (B (I fda) dpsbeaal) e Jeliial)
Vv x (Lgeadi Al J5Y) a gl B

Crfigol) JaS 8 A el jlala) = Adla S BN a gl B pulaad) e Jolitiall (g gl 385 B ) A
@ (] ) sbeal) e Jeliial) opig ol 5uS 5 + Ll Al AN 2 gal) A (J ] ila) Al e JoLital)
Voo x (Ll Aall ¥ 2 gal)

g 55 g Saally Al 5 il sale 5 (o sall i g g el At 311 6 ) 5 As 5 sl e sanl) 805 Al o a5
e deliidl gyl 38 5 8 saaill iy yurd) paalie ey dnuial) e Jeliiall oy ) 3 55 e oLiiaY)
b LS Jalall il S Eanll e A Al

45




sgulaal) e JoULal) ¢y g pall 38 5 Ausd ja — 3

5l Wy ) A B (J/ ila) Aol Mo Jeliial ¢pig ) 3855 Ao Augoiall 4 garal) il Au 0 <
s ) oS 5 a8 (3 g Al Y Al 5l Al ) clisall i g TR0 o) ] o rAcea g ptall Aa
Uiy el g etuadl de 3 opiltinld ) Y1 A sana s (il )5l e sana 0 (J/ o) puball e Jeliial)
b LS A g paal) A 301 5y
g ll Sl e ¥ asdly (o8 aslly g fumall Lol (g jbinal) il ¥y (gileaad) b giall cusss (7) o3 Jyan
A g prall Lyia j 5_siil] 5 dus g prall de ganall lid g Consll Lise L (/) dla) Lpolusal] e feliial)

aal) aal) Uadl) |Gl oty | bwgiall | a2 i ‘ At 3l 5 dl | padall
eV | A | ol | bl | alaal) | sl b”m gyl g otal)
845 | 156 | 291 | 2037 | 17.87 49 | ooyl de sena
Y ol
122 1.9 3.93 | 27.53 | 19.38 49 | fliuld ) 5V e sana
93.7 | 3.39 | 355 | 24.87 | 44.68 49 | oSyl de sena
Al & sll _
< i Gl S
1249 | 29 492 | 34.43 | 50.39 49 | olina )5V e sena e Jelisd)
- - / e) Apuluall
93 2.3 2.85 | 19.96 | 22.85 49 | ooyl de sena ¥
bl o) & (
60 2 2.15 | 15.02 | 20.54 49 | ofliula) 5V de sena
28 0.3 076 | 530 | 4.97 49 | oty )l de sena
T | P |
30 1.1 090 | 629 | 6.04 49 | liua,) 5V e sene

Lo B (J/ i) dpbaal) e Joliiall i g ) 508 31 aluaad) o gial)
s g jaall Acia 30 5 AN g A g el Ae ganall (88 g Eun )

[o

Y

° 3
60 © 3
<
501
_ o .
F S
4 30 S
~ <
320 @ 2
3 >
101
0 : .
IV asll 3 S o gl B oulad 4l b OSSN sl

gl Asia 310 B i)

B (ilinld ) 5,l) Ao sane B (liald ) Y1 A sana

Ly prall e ganall iy Consll Lise i (J/ dde) Dbt e Jelisal] (i ul) S poluisd] bus siall Loy (7)) ady alisa
Ay prall e 1 5 il

46



AR ) cliall Ciy gt T LSRN gl

Ao b litall ouig pll S 5 Lo gio 4 (§ g Al UYo L)t Uiiiaal) Clisell i giivo T Jail) geilii (s (8) adly Sy
Loia jll 5 jill &6 g My eonall Lise (A Gppilicold )57Y) e pana g Gpilivold jo ll Ao sana G (J/ dle) Luoluaalf

A g el
. osa dasd Laad) Uallf | o 3,80 | K] F 2-ial)
G Ay s a,sJ,“ u-udﬂ Glan | ths At 5 il sadal
Ayl GaAl b giall | Ay ad) | 4 gunal) g all
Ay Gy pansy 0.758 4.89 -1.51 9% -0.309 | JsVlasll b
M Gspasy| 0349 6.07 -5.71 96 | -0.941 | | ossd 58
Sle Jelina)
daGsfaaay 0.519 3.57 2.31 96 0.647 | ol sl & [ (J/ fla) dpaliaal)
AMgypangy| 0365 1.18 -1.07 96 | -0.909 | GSSl sl b

A& (5 gie vie 40l (g s aall Aia 311 3,5 ColS Laga + 0 0 Aaiill (ya S ST VAN (5 gie daid () oDlef Jpaall 8 Laadl
Ol 55 ) Ao sana G (U ala) Al e Jelitall opig 1l 5oS 5 o sie o8 Ailoan) AV <3 35,8 aa 55 Y %40
o (0D a gl B cualid) a gl 8 (D o) 8 (Y a ) 8) Ay yaal) dia 3 ) i) (ge JS B eilind ) 3Y) A ganas

Lo ganall Uih g cua) A (3 Lpuluad) e Joliiall ¢ g ) S 5 Ao A g pial) A 30 5580 8l Al 0 <
Sle Jelaiall ¢pis yl 58 55 Jaus sia & L0l (39l AV Al ) Ayl jial) Cliall i gis T LS o) ja) o3 1 g pdall
(O 5l (B e pualadl sl (B o gl B 5V sl () s el Y A U S G (U fele) Al
ol S Ayl e samall Ty ol
o) Luslwal] e e litall oyis sl oS sl g fsmall Leil]s g imal) il mi¥ s poluaal] Do siall G (9) ad) Jsin
s g all e panally Lo g prall i ) 5 il [ 5 Conll Lise i (S

aal) ) Wadl) | Gty | Jac giall S IR is ganall
| s > il : Hajl) 5l e g el el
u.b‘f\ ng,?.d\ ng,?.d\ g—ﬁ.ﬂﬂ‘ u.mJA.“ A g ydall Ay g yall
84.5 1.56 291 | 2037 | 17.87 49 IVl sl i
93.7 3.39 3.55 | 24.87 | 44.68 49 CRETIT .
AS gana
+iliald )6 )
93 2.3 2.85 | 19.96 | 22.85 49 ol o sl Gt
28 0.3 0.76 5.30 4.97 49 OB o gl S ol S
e Jeliid)
122 1.9 3.93 | 2753 | 19.38 49 IV asdl b (J/ o) Apulasal
124.9 2.9 492 | 3443 | 50.39 49 Al sl .
48 gans
iliadd 63
60 2 215 | 15.02 | 20.54 49 ol ol i | T
30 1.1 0.90 6.29 6.04 49 G sl 8

47



Lo A (07 @) dpdaad) Mo Jeliall oy sl 388 ibuaall Jass siall
Bua g el e panall y By yall gia 31 5 _giall Gy taayl
50.39

50
4 30 // \ 05 85
]_ 20 19.38 / \
5 17.87 20.54
10 ~

JsY) asall G Al o gl sealall a sl A CEDEN a5l S
A g aal) a3 5l

6-0
4.97

= nlila )l A gene T kil oY) de sana

s il lidy ol Lo 4 () ide) Lpssleaall e Jelisal] (35 ull S piliaa] Loy siall iy (8) ad ) ok
Ay el Ao ganally Lu g nall Liia jlf

48



iyl jial) cliall cia g T LER) il -
(o8 LRl (59 ill AN Lsf ot (§ 5 Al UN Lio] A Lo jial) liself iy guien T Sl geilii cppar (10) a8 Jg2a
Lo panall iy dlli g cdus g prall pg )3 i jl) o il (s (S dida) Lassliaad) Mo o liiall (g ul) S 57 o sie

A g el
. . . | Ol S5 Al A R
o | ssaaied|cias|  rhad | omain | SR HARAUAA
A9 Al Aya g ) . | ) Labaaldl e Jelinal) |,
alyal) ag Agguaall | (o gial)  enn A g )
0 A8 o (J
Ala (59 8 g 0.000 48 7.578 26.82 Y psall (b — ) ol
AbGsgagy| 0132 48 1.532 4.98 I asall g8 — uolid) ol 3
s 58 g 0.000 48 -5.079 -12.90 IV psall (8 — i o gl e yone
. : — , — a5 )
A1 398 g 0.000 48 -9.413 -21.84 ) o gall (8 — el ) B
A1a (598 g 0.000 48 -12.602 -39.71 CE o gall & — DN ol b
A1a (59 8 g 0.000 48 -6.995 -17.88 | cwlall psdl 8 — SN o sall
s g8 358 0.000 48 7.772 31.02 I psall (8 — il o gal)
A GspastyY | 0748 48 0.323 1.16 ¥ sl (G — padlall a5l B
Al (59 8 g 0.001 48 -3.537 -13.34 IV psill (g — D o 5l 8 e o
. - — . — Olida ) 53Y)
Ay g9 faag 0.000 48 -8.234 -29.85 ) o gl = Gudlal) o sall
A gy faag | 0.000 48 -9.552 -44.36 |l o gl b S s
A1a 598 g 0.000 48 -9.268 -14.50 | owlall asall & — G o)

asall (8 sV a5l (8) Giia 3 3y &) ie v 00 Aall) e Sy ST ANAN (5 sl A Of oDlef Jsaaldl 8 LDl
Olinld 35 ) Ao sana e JS (B (Oadbadl ol 8 sV sl () Gaiia 3 G G (J/ ada) Aplaad) e Jeliiall (5 50)
Sl de A o Giliuld ) oY) de ganas

AT (5 siane e adl (5l v, 00 Aaiill (e LS yal AV (5 sie A Of o3lef Jan U8 du 5 jaall AN Ul EL dpuaills Ll
(o Aopinal) Agia 3 < i) (U jda) Dbl e Jeliiall oy 55l 3 55 das sl 8 Ailian) VS @13 4308 (35 8 aa 55 Y40
el (2 (U] o) Lmbaanl e Joliial) oy g 5l 3 55 o Of etiiand ildans giall (o G35 A0 4 panll 5 5LEY) Al a5 cBandl A
Jeliiall oy s sl 58 55 and Gl s (0D o sall (A cGualadl sl (& (oY) o sl 8) e 311l il (e JS (8 gt ST cailS Cullil)
Ly yaall Ao ganall S Lagae @lld g cudbiall sl 3 J5Y1 asall (o IS 8 Lgia iaal S (330 sl 8 (J/ ade) Lpuliaad) Lo

Ll Ao (A (Ol ) 5V de sane ¢iliuld 5l A sana)

49



g el Ao ganall Lah g cuad) dde (A Lpuleall Mo Jolital) opigull 3855 Ao panal) guin il 0 <

S i gia o (55l AV Al jal Al clipall Cin i T LA o) yad an g paal) Ak 3 5 58l

Lad g ellyg cuaddl dige 3 LY de senay S0 Ao sana (o (U / gle) Bpmasbiaal) e Jelinall (y g )
b LS A5 paal) At 0 6yl 5 Gy yaall e genall

Gad) de A (J/ ) baad) Ao Jelital) oy gual) 38 AT alwal) Ja gial)
A g paal) Aia 31 38N g duu g sal) Ao gannall g (i pal) (uind (B g

0,72
18.30

80~ 73.01
5 601 S e ]
. < < —
<
4 z 3 =
=z 078 o o 2 &
3 — N o o N
N
L

N
2
H
5.39
4.02
5.47
7.4

0
T I T Y e S
JY A oealedl OIS B ) osaludl o)
~— _ ——
Olnld 55 Ao pana Gl 51 e pana

A g el Agia 30 5 58N 5 As g ytall As gannall oSy |

coiad iy onil) Lo i () ile) Zpualaaall e Jolisl) 7y il S0 pilsat] e siall iy () o o
g prall L 1 5 58l Lo g il Lo ganally (s gl

50



ba g clglas) -
bl S o 9 sy o) sn g o sl L1 o dsal] i ¥ i) e 5l s (1) p s i
L i) Ll 5 il Loy o0l oyl (st pll il iy o] Lo i (1 i) plisall o olizl

N aal Uast ) AN | Jaw gt s Auia 3l 5 yid . &

;\ : ‘\ )| )y gial) : s 3 ) 5_yaal) ic gaadl adial)
SV | AN ] golral) | bl | alead) | ) P A gyl A g p2al agall
84.5 1.56 398 | 2323 | 21.02 34 s

s asll S
27.8 1.6 2.17 8.42 | 10.72 15 Sl
93.7 3.39 444 | 25.88 | 43.76 34 s
Gl o gl b
89.9 11 597 | 23.13 | 46.77 15 Sl
ic
93 23 373 | 21.75 | 2385 | 34 <Y e
] OBl )
46.9 4.54 4.02 15.58 | 20.57 15 il
28 0.4 1.03 5.99 5.39 34 s
GO 51 e
0.3 0.82 3.19 4.02 15 Sl I
12.5 Jetisal
. ™
Al (]
122 1.9 453 | 26.79 | 18.19 35 s T
87 2 8.06 | 30.15 | 22.36 14 s
124.9 2.9 5.09 | 30.10 | 41.35 35 s
G o gl b
124 17 9.40 | 35.17 | 73.01 14 Sl .
As gana
.
60 2 256 | 15.17 | 18.30 35 83 i
ol o sl
49 4 3.62 | 13.55 | 26.14 14 Sl
30 1.1 1.12 6.64 5.47 35 s
GESEN o gl b
19 1.6 1.41 5.28 7.47 14 i

51




AlEeal) Cliall i g T LGS0 @il -
o litall il 5 g5 (g8 (3 il Y Aol i Alial) il iy o T i) el sy (12) o st
8 jiil] g Lo g al) de genall iy lliy eioal) Lo 6 CLiY) de penay 4sSill Ao pane o1 (J/ dls) Luoliaal] e

A g_prall Luia jlf
. e dagd L) Uadl) | o 80 | clao | tdad | ic | 2iall
Gty | Gt gied O @A el s PURTERT Saxall | pial
Ayl Al Coba giall | A jadl | 4g guunal) A g dal) | (g al)
Aagspagy| 0.103 6.20 10.30 47 | 1.661 | Js¥lasd
Aagspag¥| 0700 7.78 -3.01 47 | -0.387 | Gl aadl |
A4S gans
- . - .““l:\.ulu . ‘
Aagspagy¥| 0602 6.23 3.28 47 | 0526 |oeadl sl 3| e Iy
cals
TR Ea—— e - Gyl
dh@sAasY) 0411 1.65 1.37 47 | 0.829 |0 asd b
Jelaal
—— = : e
Ua@spameay| 0637 8.78 -4.17 47 | -0.475 | IVl asll ol
. — — . J/
Ao g9 2 0.003 9.99 3166 | 47 | -3.170 | SlWlaal 4| (/&
48 gans
— - - — Cliald H a3V
AssspasyY| 0099 4.66 -7.85 47 | -1.683 [oeldi sl 5|
Aagspangay| 0319 1.99 -2.01 47 | -1.008 | o8N 4l

6 sime i 45 gl (oliuls ) 5V A gana (& A sl 8 0 00 Al e ral AV (5 gie dad Ol oBe ] Jpaad) 8 TaaDl
Ao gene G Gl ol 8 (J/ ide) Apbial) e Jelaial) ops ) 38 55 Jan i 8 Ailas) A1V Cld (3548 2 53 %40 4dl)
el il ke of e Al e il Cp (3 A paall 5 LAY () Lz «0fliasld; 551 de gana (3 Y Ao sanay ) sSH
LY A gana (8 DN o gl b5 Gualall sl g B o gl 3 (J/ ade) Apubeadl e Jeliial) opig ) 38 55 A (i)
Lo gana 8 Al il ) ST Al Lal Giadl A (e Gl V) de sana o85S0 de gana B Lgia ST cuilS
vie 4l gl oo o dail) (e ST AV (5 siose Ao o Taa DU (pliald 55l e gane 8 duia ) ol Sl aand dpally g (plinld ) V)
DS e sama o (O ) Alaal) e Jelinall (45 5l 3 5 daws sie 8 Ailian) AVs I3 (3558 2a 5 Y %40 A8 (5 sl

ol Ao (e dpinall e Al e sanall (& DY) Ao ganas

L g paall Ao ganall Ly cuad) L & dpabaal) e Jolitall ool 58 5 e cpdil) sale il Al 0 <
w:j)__d\»ﬂ@,&@@;ﬂ\um@\)ﬂw\QMQAJPTJ\__\:';\c\ﬁje;;;hJJMt@h}tSﬂﬁ\g

Ty el ctundl Aie 8 cpidaad) el e pamay il it e pama oy (U / ) sl e Jelisdl
ool LS A paal) Agia 30 6 il 5 Aus s el e sanall

52




o ) 0 Ao §1 sl o 2nTly g feal] Ll o5 funall il pmi¥ly pobasnll s siall s (13) pd s Ly
Ay psall i I 5 il Luu g prall Ao gasnally (psad) 5aled iy Conall L i () ile) ussluaall e o lisel)

aalf aalf Uadll |l oY) | Jagial) | 22 dia ) 5 yadl) ie ‘ aidall
uh‘i\ uié‘\i\ gl | 5 bl ggl.ua.“ @l Gpdadl) sale A g yaall 3“‘3);‘5‘ g all
54 1.6 3.69 | 1430 | 12.49 15 DAk
JsYlasall b
84.5 1.56 3.83 | 2231 | 20.24 34 A
89.9 14 4.92 19.07 | 42.81 15 CAde e
Gl o sl
93.7 3.39 4.67 | 27.25 | 45.51 34 A ]
As gana
= Sailild ) g )
46.9 4.54 3.51 | 13.59 | 17.57 15 GAMe e Gt
o) sl A
93 2.3 3.77 | 21.98 | 25.18 34 oA
12.5 1.2 0.73 2.82 3.67 15 DAk Y
SEY sl b § j:s\
L R
28 0.3 1.03 6.03 5.54 34 A T
= e
87 1.9 5.84 | 25.46 | 16.21 19 RECReS jw‘
s asll S (;J/éh)
122 1.9 530 | 29.01 | 21.38 30 A
122 12 7.63 | 33.26 | 39.79 19 DAk
G o sl 3
124.9 2.9 6.21 | 33.99 | 57.11 30 A .
As gana
_ RAR
587 | 37 | 332 | 1449 | 1667 | 19 A e s
o) sall A
60 2 2.75 15.06 | 22.99 30 A
30 1.1 1.69 7.37 5.57 19 RECReS
G o sl
24 1.1 1.03 5.62 6.34 30 LW

53




Gl de B (J/ i) bl e Joliial) ¢l gall 3u8 A1 alaad) Jau gial)
A g yaal) dia 31 558N g A g dall Ao gamall g cppdail) Balet (83 4

57.11
607 5 0 o
[Te)
501 S = o
3 0] < 3 2 2
4 30 S i o SN & &
3 S = = =
L1 20 = ~ = u'\-: =
10- o5 i
0
el el A el el el B el B el el B
JsY N bl SR JN N bt Sl
— S B
N T~
Olld 5 5l Ao gane Oliuld ) 5 Ao sana
A g_prall Apia 3l B _dl) g A g aal) Ae ganal) ‘EIQ&AA e -Q&M‘

salel lid g o) Lise i () ide) Dpslisad] e o litel) 355y ll S0 poluial) L yiall Loy (10) ad ) aleiie
Lyl a1 3 ity g p1all Ao gusally sl
sG] il iy gl T LGR) miliS -
o isall (5 all S5 s a1y (g A 1Y Lunl o il hipall iy g T i) gells oy (14) oy cpos
lify oy ecionsll Lo o (pidsall i pall Lo pains s cidsal] o pudspal o panan (30 (1 i) plisal Mo
g el Luda ] & jiil) g dus g pal) Ao panall

i e dad | o bmal) Uad)| o Gl [cila o] tdad [, Io gandl) | aidl
Gl ilys | GFeteR e O BAL el B PITTPRT Rt C
Ayl @Al Conbas giall | A sl | 4g gusaal) Ay g pdall | (g dall
Ao Gy 0224 6.28 -7.74 47 | -1.233 | VAl b
Aogspaay¥| 0730 7.78 -2.70 47 | 0347 |l S ]
= - gre R ER ||
AaGspansgy| 0223 6.15 -7.61 47 | -1.236 |ouldl osll 3] )5 vy
=7
TR " . - i gl
dagspag¥| 0258 1.64 -1.87 47 | -1.146 | oSN .l & ey
—— : ; e
oGy pagy| 0527 8.12 -5.17 47 | -0.637 | Js¥lasdl b ol
- . . . J/ ¢
Ao GspasyY| 0086 9.88 1731 | 47 | -L751 |G| (/&)
- " il y g3
ArGspamsay| 0153 435 633 | 47 | -1.453 |celdl ol 3|9
WGy paasy¥| 0682 1.86 -0.77 47 | -0.413 | oD a5l b

g yaall Agie 311 5 yil) S Lags 5 Ao 5 p2all A ganall il Lage o+ 0 daill (e ST ANVA (5 sise Ao of oDlef Jsanll & JaadU
O (O ade) Amulad) e Jeliiad) cpig yall 5 55 Jas e A Ailaan) A1V 3 (3558 a5 ¥ %40 A8 (5 gie 2ie adf
3l CuilS Lagaa s A syl A ganall CuilS Lage @lld 5 cunill Ao 8 (pidaall (i yall Ao sana s (it e (oaa sl de gane

A s yaall dia )

54



Ly tal) Ao panall Uiy i) e B dpalaad) e Jeliiall ofig il oS 5 Ao o Sad) olay gl il Al 0 <
s g paal) dpia 310 5l g

o (07 de) Ambiaal) e Jeliiall (5 5l 3 i Jamssia (8 (3 3l A1V Ayl Aliieuall cilipall ciin gine T LA ) ja) &

Ao sanall Loy olld g cundl e 3 o Saall elay (uliadll am yall Ao sanas 5 Sdl elay ubaadll je o jall e sene
‘;.QLAS&»}JJA”:\T‘\AA‘)HDJM\):\&‘BJJA\

b g iglaa)

Gl S5 o §1 sy (oS 2y g tmal) Ll o5 funal] il iy gpilasnl] L g5l s (15) pp i
Luia il 5 jidl]y Lo g prall Ao panally o Sill o 13y Ll iy Condll Lise 4 () ils) Luslisal) Mo folisalf

A g el
anl) [ oaal | Uadl | GEpa) | lagiad) | e dia 30 5l ie |
SN | S| okl | bl | bl | sl | oSad) sl ALY A jaal) Lf”m gl
845 | 1.6 | 3.87 | 2049 | 1535 | 28 |wSdlelycas
s asll S
707 | 1.56 | 441 | 2019 | 2123 | 21 Sl ey e
78 | 339 | 435 | 23.00 | 37.76 | 28 |uSdlelyclas
S o gl 3
937 | 14 | 540 | 2476 | 53.92 | 21 Sl ol e .
4L gana
iliald § 6 )
382 | 23 | 203 | 10.75 | 14.05 | 28 |soSdlelycbas e it
Gedlad) a5l b
93 | 6.8 | 5.11 | 23.40 | 3457 | 21 Sl ol e
122 | 03 | 058 | 3.09 | 3.66 28 [ Sl ely s e
R 35
28 | 13 | 152 | 699 | 6.71 21 Sl ol e sl
‘HJ.:; Jelaidl
622 | 1.9 | 1.95 | 10.85 | 9.44 31 [eSll el as ala) Gaulual
s asd (J/
122 | 4 895 | 37.97 | 3650 | 18 Sl ol e
106 | 2.9 | 439 | 2446 | 3519 | 31 |cSleluclas e
) o 5l
1249 | 145 | 797 | 33.81 | 7658 | 18 Sl ol e .
AS yana
iliadd y g1y
494 | 2 1.83 | 1020 | 1351 | 31 |w S eluclhms e N
Gl sall
60 7 340 | 14.42 | 3264 | 18 Sl o1y e
24 | 11 | 075 | 418 | 355 31 Sl ely s
QA_SW\?}Q\@
30 | 1.7 | 167 | 709 | 1033 | 18 Sl ol e

55




Gt due A (/7 &) daclaall e Jeldiall ¢ g al a8 Al abead) S giall
hJJN\@A}I\Eﬂ\JL‘JJM\kM\JéMQLM‘ﬂJt&J

80 ==
3 60
% 40
5 20+
0
el 2 asll 4 el 2 el 2 e 2 el 2 psll 2 el 4
IV JEN i) omalaadd O JsY) i Calaad) O
~— — S—
——~— ——~—

Ol 55l e sana OBl YY) Ao sana
du g yaalt Auia 3l 54381 g A gdall A ganall

‘Dé)&ud\c\&;gw),}b-é‘)&aﬂgbgu__nw‘

ol Dbl ity ol Lo (i (I le) Asalaan e oLt 3y ll Sl piliaal] Lon g3l Loy (11) pfy bliica <

dAdE ) i) Ciy gl T JLEA) il

L liial) iy pll S 57 b gia (4 (G g Al) YD Do) ) Uiisoal) linall i piieo T LS/ geilii cpar (16) ad Js2a
_@JM/@&j’SﬂJ&@JM/bM&JﬂJJldhg-”j-;lc

. ose dad | o bl Uadl)| o ol [cilaa | tdad [, Io gand) | aiall
Goillilyy | St g O @A Slaor| thed L s o saxall |
alyal) @Al Codas giall | A sl | 4g gusaal) Ay g pdall | (g yall
oGy pansay| 0322 5.88 -5.88 47 | -1.000 | Js¥1psd b
AN (398 22 48 0.023 6.86 -16.16 | 47 | 2356 | Hlesd A
- - gre R ER ||
Qs gopaag | 0.000 5.00 2052 | 47 | 4108 | oo ol | 0 Iy
- a Lo . U“J)J‘
A 548 a g 0.045 1.48 -3.05 47 | -2.060 |0 asll b ey
= — : , e
IR Y 0.001 7.24 27.06 | 47 | -3.739 | Js¥lasll b il
. . . . J/ ¢
IR Y- 0.000 8.36 4140 | 47 | -4953 | e (/&)
= o Siliud  ¢iY)
Q1 g9 a2y 0.000 3.53 19.13 | 47 | 5.427 |oeldiasd BT
Ala (59 8 g 0.000 1.60 -6.78 47 | -4.225 |Gl Al A

6 sime i 43 (gl (liuld 55l de gana (3 JsY) asall B 0 0 Al e LIS ST AN (6 gie dagd Ol oBe ] Jgaall 8 Taadl
Ao sana 8 U asall 8 (J/ fle) dpmlall e Jeléiall opigall 38 i Jas sl g Ablas) A0 I3 (358 an 53 Y Yo d0 4al
Lilly Lol Gaad) e 8 5 Sl ey Cpbiadl) aa el Ao sana s (s Sll ol Galiadll e oaa el A gane G cptinld ) 5,
AYall (5 e Ao o LoD (518 ) 53Y) e sama (o At 31 ol S aend danillyp (8a ) 5 M) Ao same (B Aie M1 ol yidl) AL
e Jeliial gris yll 38 i das gia o Alean) AV I3 (5,8 aa 58 Y30 AT (5 gine aie 4l gl (v w0 Al e jral
O Lary dadll e (8 (5 Sl el bl (pumpall Ao sana s (5Sll ol Gubiadd) e (i jall de sana G (J/ @le) Apuilal)
e mall de sena 8 (U gle) dploal) e Jeléiall opigall 38 55l Of gt Al il giall (o G sall 4 juall 5 LY
o Aoinal) Ao il e ganall (e JS 8 Sl g g Sl elay Gabadll oaa el Ao gane 8 Lgie praal CailS 5 Sl o)y ubiadll

56




Lo ganall Lib g cuad) e 3 Laluad) e Joliial) o gl 85 o salald) Abdey) 4o dial) £ o3 il dal 0 <

S b e (8 (o sl A0V A, Al el il ciin gt T JLa) ol ya) o e g paal)

r3

a4 .

Ao 3l 5 a8Y g A g aal)

e panall Ty el cadd) e 8 alal) LISV da 30 aaall e gana 3 (O / @de) dbiaall e Jeliall i 5

- ol LS gyl i 1 6l sy o

il S Ao ¥ aalls fio¥) oty o fumal) Lol g jamall il mi¥s oluall b siall G (17) a9 i
5_jiil] 5 duu g prall e ganally olal) LLISY) Lo Dliall g 5l lid g Condl] Lise 4 (J/ jde) Lpsslusad] e e litall

Ao g ptall Lyia
sl | oaal | AN | Gian | bugd) | s S F I il
5 » : Lol | 7 dogarall |
s S| bl | (g laal) gel.ua.“ @l LISy A gyl g yaall g all
salat/
845 | 1.8 | 432 | 2161 | 2175 | 25 | el clinal
¥l asll 4
578 | 156 | 379 | 1857 | 13.82 | 24 | iwelu
937 | 339 | 553 | 2767 | 48.09 | 25 | il
Gl ol
87 | 7.01 | 441 | 2159 | 4113 | 24 | el )
As gana
- “pilild § gl
60 | 244 | 411 [ 2057 [ 2561 | 25 | el clial i e
ol sl
93 23 | 394 [ 1931 | 19.97 | 24 | sl
28 08 | 134 | 669 | 678 | 25 | Auleli s
GESGEN o gl b i j:s\
A IVEEN ORI
8.1 03 | 043 | 212 | 308 | 24 | pie
— Se
87 1.9 | 601 | 3006 | 2530 | 25 [ ebdolial o S
SR J/
122 1.9 | 504 | 2415 | 1357 | 23 | sl (J7 &)
1249 | 29 | 742 [ 3711 | 5246 | 25 | oeldelial
CIE 5l
110 13 | 674 | 3231 | 4934 | 23 | el .
A gana
- il ¢iY)
60 2 3.58 | 17.89 | 24.23 25 | el el RS
Gl o sl b
39 4 216 | 1037 | 17.08 | 23 | islu
30 1.1 | 159 | 794 | 816 | 25 [ eldolial
5 sl s
10 1.1 | 056 | 2.68 | 3.86 | 23 | hiwclual

57




w\hpgé(d/@..)@wmim &wi‘):\i‘gﬂi}.\sﬂgew!ku‘gw\
LAJJ.\.ASiZ\,,\.'\.AJ'S‘SJN\JKMJJM\&M\J;%Y\&JJS&J

(=)
o S35
60- = P
50 =
3 407 | = Q
4 03 o S S8
1 0L X -
-5‘ 20+ ! ~ gHo ©
101 -
0
R R R e ST L S
sV S el oA S S el o
- —

Oalidd ) 5l A sana

il 5V Ae gane

A g gl duia 310 5380 g A g dall ds ganal)

‘D‘;Auigw.;;\ -‘“;m;u.:;\‘

Lo liall g 5it iy Condll Lise (6 () ile) Lslisall Mo Jeliiall ouis ol S oliant] Do giall Loy (12) oy Laliie
Ao g prall duia ) 5 il g Lus g prall Ao ganally solaf LLISY)

PG cliall s g T LA @ilis -
Ao pliiel] g pull iS55 s sia (A g Al UV Ls] pof Uiissal] clipell i giias T i) geilii cp (18) pdy s

iy lliy sl Lise i Lisadl o LETY (555 i pall dc panna g pala¥) o LiTa Y] (5 05 puinpal) A pana (o () dids) Lpalisal)

A g el Lo il 5 4l 5 dus g pall Lo panall

. lsa dasd Laal) Uadd) | oo (g8 | clad | tdad | ic f 2Lal)
Gl A Sl Catan O @A Glas )t At 5 i Saaal) | il
Ayl @Al Codas giall | A jadl | 4g gusaal) A g gdall | (g yaall
TR, 0.176 5.77 7.93 47 | 1.375 | ds¥lasll
URRCPBUREN 0.333 7.11 6.96 47 | 0.979 | .l e yon
- - — a5 g )
UG fanay 0.328 5.71 5.64 47 | 0.988 |Leldiasdl 3|9 s Iy
- a - L awE . U‘”})J‘
ala 59 8 3 g 0.013 1.43 3.70 47 | 2.584 |oEN as e
— - = , Se
URRE TS RER 0.145 7.92 11.73 46 | 1.482 | JsY)asll b ol
= —— — . J/ &
RIETS- RO 0.759 10.08 3.11 46 | 0.309 | Cdillagl b e pons (/&
- N iliald y oY)
AoGspaasyY| 0101 4.27 7.15 46 | 1.674 |oaldiasd 4|97
A)a 598 12 g0 0.017 1.74 4.31 46 | 2.474 |oEN as

vie 4l gl g paall de sanall S Laga Dl o sl (8 0 00 Al e jroal AIVAN (5 gise e o oDlel Jsandl 8 LaaDl)
O OO a gll (3 (D de) Al e Jeliiall (55 ) 308 58 Jass i (8 dilan] A1Va ld (3558 22 58 Y30 A8 (5 siue
O Bodll Ayl 3 LAY Of Lay s canall Ao 8 i) oLEiaY) (553 (da yall de gana s (oalal] o LAY (5 53 (i yall Ao gana
cLEiaY) (5 53 (aiaall Ao gana 8 N A sl 8 (J/ ile) Apbiad) e Jeliial o 550 S 55w of i Lo ge e sidl)
) AL Ay Lal A g paall Ao sanall CailS Lage @lld g i) oLVl (553 (o pall Ao gana 8 Lgin ST S alaY)
A (5 gina vie Al (ol vl s yaad) Ao gamall oS Laga + 20 Aall (o S 5 ST AVA (5 siune Fad (o aa DU g jadl) e 3
65> el e pana (g (U dle) Bral) Mo Jioliial opig ) 38 5 da s 8 Aublmn) V0 3 (3558 2 3 Y %40

58



S Lagn ool o sl 5 I as g ST sl (e IS o8 6l g e il 6LZaY (555 (um yall e sama s puloa) eliinY)
Gl e (A Hadll de saall

v g ptal) Ao ganall Uiy i) Aie (B DAY &gan 480 0 @il <
Ay pral) Ao ganall lidy Enall Lise (4 ALNRY) Cigan L) pa geilii Gy (19) i) sia

4 gial) dpall) waall e
LA Gaa | gl dudad L) Gaa | gl dudal du g yaall ds ganall
&M‘ »el 0 ‘,. ,.el &M‘ et § ',. ...ej JJ :
s g aaly | s SiSi g aaly | el
100 38.8 61.2 49 19 30 inld )5l e gane
100 30.6 69.4 49 15 34 cpilinld ) ¢V de gena
de ganall (88 g Gl die (o claEay) ¢ gant 4y gial) duuadll
du g yaal)
100
3 38.8 30.6
= 50
- ’
0
Crlinld 5 5l de sana Olinld ) 539 A sana
A g yaall ds ganall

s g_pall o gunall Gy Consl] Lo 6 ALNESY) Crgind 4y giad] Luail] fiog (13) pd s alaia

gl de 8 clladUidY) Gigaa o dag dal) de ganall i Al 0 <
Le samay piliald )5l e sama (s CLLSEAY] Chgaa )yl S5 8 3,8l AV Al ja) iy je glS il el yal ad -
ol LS Canll e 8 (pilinli ) )
e S ) mil -
Coliald g ll de pana Jyr ALY Cigin S5 8 (5 pill Y0 L] ol et o (515 i3S il iy (20) s i
ol Lo 4 opiliuld )47Y] do panay

A g aall A ganal) x CUDEAY) Egan = Gl gaall () uiiiall

. Fica dad | cila gy | sl dad
oAl Al e ’ ‘,-"J LA a2
ANl 4.“;.“ e
Aagspagy| 0396 1 0.721 98

AV ld 3558 aa 55 Y %90 A8 5 sine vie 43l gl o 00 Al e 5B STAIVAN (5 sise A Ol oBef Jsaall & Laad
ol A oaliad ) 6V de gane s (plinld 35 ) de sane (g GULDUAY) & gan ) ) ST L dilas))

59



-G8l

Gruny Wl Cpadty By 5S3) Cl HLia) 5 il il e sadieal) Ailian 1 bl jall any 5 AL i) 45 jlia g Jglaadl e ¢ DY) ey
o Ui e A e A Kall g Agludl Rall e a3 L)

Aala Lpila ) 8 Jaad o) Alal el 00 AL 5 )adiuy) Al (plinld ) Y1 5 cplinld 5 ) deadiuall 450Y) @
(Al all 3l 4 a3

J_\SJ.\&)_\;_\S\}J\Jaumeausg_\;ﬂ\‘\_\.\c@&M\u‘}]hwd\;dﬁ(wﬂ\e}ﬂ\ 'cwdu\e}d\@‘d\_ﬂ\

(O3 o sal) 8 el sl 8 el o gl 8 i 30l S (e S b (O e) paasal) e Jeliiall (il
il Aie b dallaall @Y e dlla 09

& 595 Sl LYl 5 il sale 5 ey el (uian g Ay yaall At 315 8l 5 A g paall Ao sanall LA AL i A @
e delaia) opig ) 308 55 b urdl s urdl jalie e g dpaliall e Jelital g g yall S 55 Ao eLiiay)
b LS i) il S 5 Candl e 8 dpulial)

uumujjj\@wuu(d/éa)muahgbdsls.ml\uujjd\)ﬁ);.ku)u@um\d‘hubdj}hy‘j i)
a sl (8 el a sl (& Al sl YT sl G8) Ao g paall Aie 31 ) il e JS B e lindd ) V) A gana s
5 sinne ie A3 (gl s jaall dria 3l 3 yidll CulS Laga o+, 0 0 Al (ga S ST AIVAL (5 v e liad) diue S (0D
(%‘\ofu?fd\

Ll g 311l 380 G (J/ ade) Aasbisad) e Jeliiall o 550l 3 5 Jaus i 3 Agilian) AV I3 4005 35,8 a5 Y
[ &) qﬂw\gt_r_&u\w}ﬂ\ﬁ}eﬁu\wu&my\uud,)muﬂ\wuy\mbm,mﬂmg
a0l g (0D a5l b cpuald) sl b ‘djme}_‘j\@)mﬁu\ﬁmwds@@ﬁ\u\squ\eﬂ\ i (J
(ol a sl 5 IV sl (e JS o8 Lgia iaal ClS BN o gl 3 (O i) Al e Jeliid) opsis yall 58 53
AV (5 gine dad Of)anall e A (aliul ) 6V de gane ¢uilinld )5 ) de gana) Ay jaall de ganall il Loga ell
(%90 48 (s gine vie il gl ov 20 Aall (e IS jraal

Ao gana g QU 5ol 8 (J/ ade) pnliall e Jeliall o gyl 38 5 das sie A Ailas) AV &l 39 8 a8 Y
Dhaie o gt Al Gl siall (G380 A yuall 3 LYY O Lars ¢l ) 5iY) A gana (8 CILY) Ao sanay S0
sl (s Gl o sl 8y Bl ol 8 (O ide) Apbiall e Jeliiall (g yall 58 5 A (Lillaal) ally) )
dc gana AN Ll 8 uumujy‘i\u)m@u\_awu}m@g_u)ﬁ\n_uISJJS.\J\A_;:)m@uuM\
(%090 48 (5 gie vie 4l gl ¢ v 00 Aailll e yraal AV (5 siie daf)unll Lo (e aliuld ) 5Y)
LaadUs piltinld 55l Ao gane (o8 e 311 ol apand Loy g (plinld ) 5V e pana (8 e 3l ol L Apilly Ll
DS e gana G (U o) Apsbisall e Jeliiall 05 ) 38 i dass i (B dilaa) A0 3 G508 2a 58 Y ¢
6 sime i 45l ol o0 00 Aa@ll) e ST AV (5 gie dad)iad) die (e dginall e il Gl ganall & LY Ao ganas
(%40 A&l

2 el e gane O (I fe) bl e deldiall i g all oS il gie (ddplan AN Gl G0 a8 Y L E
Lyia 3l 358l S Laga s das 5 yall e sanall il Lage ellh g cuadl dipe 8 (i) am all A sanay uidaall
sl A5 aall Agia 1 5 il S Laga 5 G s yaall A ganall CilS Laga v+ 0 Lail) (ya ST AVAN (5 gine Ao Of)ins 5yl
(%90 48 (5 sine vie 4

2t ol de saan o (I o) Auliaal) e deldial) (55 50l 3€ pidawgie A dilaal AN @b G5 8 aa 8 0
G G Al A a5 LEY) O Lays Condl die 8 (o Sl o1y o) (o el e sanas (s Sl 6lay claadl)
el aladll yue a yall de sana 8 (U ) Al e Jeliia) g sl 38 55 a of it 4l Cillas siall
Lo b dieall Ao il Cile sanall o IS 3@l i Sl ol Gubiadl) (ia yall de gana i Lgie jrual culS (5 Sl
(%90 A8 (s gie vie 4l gl ov v 0 Al (e jraal AVAN (5 giae )l

poll (B (7 ae) Bpubuall Mo delaiall opis ) 35S 55 Ja gie (8 Ailas) AV QI3 (3558 0a 55 %30 A8 (5 giwe e 7
Qi\_a.\}“"_xa_ﬂ\:\_hsgéé_d\;Lﬁﬁ;‘}“@}lwbﬂ\:\&}m}wuiﬁ\cLﬁﬁ;Y\ng‘r.b)A\Lc)mQuoﬁM\
sl (O o) Aplaall Mo deliial) (i g ) 508 55 and ) i G ga ldas il (o (35 pll Ay jall 5 ,L3Y)
Loga el el sL&iaYI (553 (i yall Ao sana 8 Lgia ST cuilS ala¥) sLaiaY) (553 (msall e sana & (50
(s 552l e sanall S Lagaa (S sl (8 0+ 0 Al (e yraal AVAN (5 gise dad Yhu 5 y2all de ganall CilS

60



(b il ) Y Ao gana g i 3 s Ao sana Gar GLLDEAY] Gigan <l S5 b Adlian) AV QI3 B g g Y LY
A (5 giase e 4l gl v 00 Al (e 5 S STAIYAN 6 gie dad )(38.9% RS vs 30% AT )cuadl die
(%Ae

P Ol ) 53] P * Gilinld 55l G Al Y
N=49 patient N=49 patient (95% CI)
O sl 388 das i (A >0.001 >0.001 A s 358 g8 Y
(J/ e) Bpubnd) e Jeliial) dxilas)
(Y1) uind 0.003 >0.001 A 358
(0554) ool >0.001 >0.001 Wl 558 2259
il
S 0.001 0.045 A By h aa s
Gl >0.001 >0.001 W2l 558 2259
ilas|
(el -qula¥)o LY 5 0.017 0.013 A By aa s
LRI S A >0.001 >0.001 W2l 558 22589
il

! (95% confidence interval [CI]), continuous variables as means (95% CI), and a significance level of 0.05 was used.
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