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dgay L pula8 012

sl el CuilS N el Gl Ailes A Y agial) adll Cas Gy o
Ciaglyi (Antiseptic @l yedaall LSl Jod 1) 1835-1745 Ao 8 ¢ sl da giddl)
CLIES) amys L Apaall a8 %050-5 5 agyall 8 %90-25 (il A
S an U bl A Coaddil jsey @ligl uallall U8 e 1846-1842 i yadil)
SN el (o dgagie) Gaalyall alel o) I edalal) o) agaaall aad) duas Julisy Gy,
.(Bowler etal,2001) za 52 gaddl (3 Juzadl il

oAl @l SN mala aladinls i Cajea ollall L8 1927-1912 ole 4
add) Sgoa JIE Clhglaall o (A deagit dagidall )5l

GV aiaty A8l 5 lelyal Hladiuly (alall G S Sie aulill oall Al by
QA Al (8 Lads) Aaball Gl Clesiuly ulpd) Akt |y Glalalll (uady 4pdall
Sl aal) jlad muald (yykal)

52 byl cliadh uiusl) Allall J8 (e 1928 i bl GLES) liie) Sy
Jal OS5 (gAY alimally Granlesin fiadl aladin) Gllb aay Lahall 2 LaaY) 2o b
1oy Joalall adl) 23le s Aaball 2oy madll Gigaa e sliad) aidiiay o) Gualyall
.(Haword, 2001) dleal) amy geadll Eigan ainly Chany ol 138 o) Y1 da)jall

The Wounds gl :2-2

O35Sy 285 ¢ Alyd il anall STl dal) Hhaiuly Juail) @) s oall
(WHO,2000) s ) Ggle o) lrae ) Lndans ) lilan ) lagiie = yal
zsals (inscised wounds) dusdad =55a (A lisas daph o aldie) &5 yall Caiaig
4ol 75,5 (penetrating wounds)aasl ~5,alls (contused wounds) e el
(acute wounds) salall =5yl o Suzi .(Davis et al, 1992) lacerated wounds
(chronic  daejdl s yally ccbileall =g yag G all Jie ks Jule Jady Guasd )
(leg )axdll is 35 Bed sore (ihall daj Jie Jals dule Jady diass Al wounds)
.(Bowler et al,2001) CDcanlly alad) dal Qs ecati ) SOre
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Wounds Infection zad mad :3-2
bl jalias (S5 a8y ¢ Al Zshaudl o ) alall Al b adhall S5 sa 8
s (exogenous) Liwall imsla 5l endogenous) Lial) dlals Lal zadll il
normal ) (cews alall e Gl 3)5em; 50l LIS Bl e geddl diasy el e
AYlIff et zadll sy Apleil LSy muat Lol 4l cag puall 355 e (flora
.(al,2000)

)( epidermis  tissue) 3ydll gewi€ 3580 da ¥l 8 Ll 2 LedY) Giansy
o lal) gl J e aaall Cagslad 8 G st 3l 2Ll o Laals ) g
Haword, ) (suppurative percarditis) sl selill Llgills (peritonitis)
. (2001

Nosocomial Infection — clddiwad) ggae :4-2

5o s Lanan allal) il i 3 mpall Alle Lgia ey A0 i
8yi Allaly Cldsll Jame (re 233 Laa Guagangall (dajall o agags JS50 3) Glbd il
-(Horan,1984) #3all Call<s 3al)5 L ¢ &)

diiall adsay J8 Lo Llae papyall (58 Al (g9aa) (gsaall (e (less Sl
Gaaile Uley Akl (el Jodn P s Al (geaally cdpmudall (g50ally cand
.(Darouiche et al,1999) dniSall (goamlly anity daalyad) cililaal) aay

hall daailly e Bl Sasll #3e Jlaw (& daalsll Shall kil e a2yl
dayd saly) (A S JS g Gl @) V) adaally Anlualdl Akl 3)eaV) Jlaainlg Gdall
.(Mangram,1999) _aiiwall Jals 0aSall dpadiyall Gl LlaY)

OsSe A dahall lileal) Ala o (s yall 3y0lee G gy (gg2l)l Ergan G g daayy
sedally A1 ildlally bV Tadi Lavie Al A5G 0 a3 V) deandlli Cunnal) (40
ool dilaia 8 Al (el aall Gl sals myhall culayy b g iy &)y heaYS
(Seymour & Alalall & yall Cilga o lidiu) axes (il i) edema el Eisas
s Staphylococcous LyiSss ahS dxaal 40Lull claasl) 235 .Schwartz,1999)
Apeaall oLl g lgl A8 e ilaally laeWs 4l Ly yiills Streptococcous
-(Shanson,1980)(Baron & Fingold,1990) #,all &Ll

D sl Jsia (e Aol 72-48 amy Sl (geaall Gl Gluhall alaae s S
Gl Sially alall dphagll du)yall clliagiy L(Cuschieri et al,2000) (i)
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Sl 5p1n ale JS (sbay (sale 34 IS (e s (sle o) ) Kl 3 NNIS
aally okl Sl e jabadl JLa) s iy (Tinker etal,1993)
Al 3 las dille A cladind) 8 duasdl zlaY) (S, . (Bollero etal, 2003)
%20-15 5 Ad sl g)laall = Led) 9040-33Jaiiis %80-76 (1o Angilall i) #)yiid
a1l 5y aa zLadl %6135 5 G adl) 3Ll sl %15 5 lsleall 75 1 s zLad)
.(Baron&Fingold,1990)

3 i) g5l L byaie (4585 Consill 03 (o ) (200545833 caalil Ll
8l pad s e 5iSL (g yall L3l0A) 3 5ST @llhg 35Sl dpaglail) bl (8 dlle ()5S
sLag Alla 20000 Jsa o) colloaa¥) ol 285 5 pnall aletll il i) 8 Leia
O Y (gaall daas S (Willey et al,2008) 1155 8000 5 Lulally Cuaas Lygin
c(Labaal) A oae WS Auds 8 Glils 3 e 068 alge il

LA aal) Jalad)
(ol (g b
iy ylad

— oAl dayuh

L e Sl
q&la.dl @T&Yl Jssdd
) Sl £15¢d) M3,
g.u.ﬁﬁ\ jLQA-“ ?ﬁ‘
daa) Al cililead) lall

i) (590n] Lpssall Jalsall (1) Jalaie

Splil) Guuay gl aalial :5-2
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foh ilial B ) Sl Gy g pal) o
(Clean 4 slal) Al ~ 5all5 (Clean Wound) dadaill - all
. (Contaminated Wound) sl ~5,all, Contaminated Wound)
Clean Wound 4iail) 7l :Y)

Leab el A ey ¥ Al el Ll o) sl (ol Lo Ciany ¥ ) g
a3 ey gl ol e Bam (5S¢ Laal) Aadas Gl cililexS 963 e
Clean Contaminated Wound 4islal) 4841l 79 sl : Ll

sale (555 (Douglas etal,2001) %05 gad 4w lead (58 75 2l (e g5l 128
A aandy Adsally Al bl ) gyhall GaSs samall Slilee Jia Lpaag sl b
el Zla (8 ) Clleall Adpe 8 Sl agag
Contaminated Wound &iglall g ol : GG

Cadlly sl illee Jie %20 ) et Led Jomy S 45
Dirty Wound 3,3l zgal : la,

M) il sty ygnias %40 (e LIS Alle Led sl s 5%y A oy

Cheadle ) . ahS dapal Zdlud) 250815 4805el) LSl g1l Casliig Aaball ey e
. (WG, 2006

o)) mady Llay) jalaa :6-2

il & Galalal) (p sailall Juaiy) dag 06S) adhally LY Llle ()
aa) (e llenl) Ala axiy 23 paie 3y sumy Clygaall alasil cangy JlEny) 1aa Jlal
o el Al 5ydadlls Lull) Jalsall (o oy ASaall & asal) Sl jalas
Yo A madll Eigaal gya) jaleas g (Fribreg et al,2001) da)al) dsli
ol Alial A a8 5 Glgll gl 38 6 G 3l IS Lgaal (e llenll
Gl 3Laally alally st g 4t (sl (5] gadll Aara Jalse 355 e Sliiad
.(Probes,2002)

Leie llaall ddje 8 &g B Jol6 Chaadt il Al LS e 2gael) clliag
O Oalaysill a0l alasinly el yedaally Alabeall Culacdyally dpnadid) (558 Axd) Jlaxtin
) a5 A Luijh il 8 daay WS dyse allai ae Cilaidie aladinly 5535 32
.(Dorchies,2005) <i¥lall ¢lga 8 335n5all afiball 10 %99.5 J)al
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s il b ol o Gyl 2l mla e sagasal alall o

Ala 39650 L adhall odgs BLaY) (i ) (535 dafis Ssas Aladl aind s Aslanl

gﬂcuﬂ\ﬁudﬂjw\yﬁﬁcjﬁ\ﬁuugﬂJju&M:\M\CJJA“

Las ()2 ) Biayall ialyed Vs Gulanll opinni€ impall Laidll A1) uii g ulaall 2y puiansl

e A g 153 ling (20006 g ymlill) iapeall Leia ilay 30 L5l oY) Lo
i)

zad alil) :7-2

dads W g pally 558l salel pe yiall Aphainl) sale) alall Sl dlee calla
Lo atls 5SEH As ey VoY) Alapall st sdalye EDEY #gpall Sl dlee e . AadY)
(e o) 3 (Inflammatory  Response) duleall Llain) Gigaa s dldajall oda S
dealdl Alee lanitis mpall lSa 8 Ayl e V) A5 B350l 8 lgil) cildle
S ool dikie N daald) Lglee (ye Agpasall 5agagly Aaall LAY 5308 DA (s
(fibroblast) dadll ey ¥ 3 A (Lee & Doong,1993) cualdl HLals . 4Ly
dganldl LAY 305 (Tensile strength) diye 558 7 el LS CpaVsl) s dlee
) 535 0 YsSl aia 33l () Aine¥l (aleall adad oLy & (Macrophage) s.usl)
gy SV ) ddhie ag30 Ada el JS8 aipii (Al dpped Asen Aol g
Gonil) dls ey Alsyall 038 iy (Granulation  tissues) sl il (5S4
.(Granulation phase)

Caang oyl olall Jalyd 3ya) Asyall 8 o (Freinkel,2001) caalll j<3,
OS] Ae i VeSS 5 lagy Laiy dgaald) LAY Cilag V1 LOAD (il [(DUA
Al JS8 0 WSl ) iy Bale Y dais Adpall Baall QLuiSh mjall iy 5 calinal)
Aa yay Alapal) 538 antiy Bilall ol 8 LS JSI dapie 4TS 458 (o Y Adliaia
. il

ol el lee o pi5n Al Jalsall (e 2aad) Alia o 4d) 5)LEY) jan Laas
Jale e St il ALl Cpon S V) AaeSs Aysadll A5 laia myall S Jie
gl Gyl Ayl Al 451330 Alally senl
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P oad mojall A dabie Ge dlage JS o gail) dale gy
Aaall LA Iyt Transformation Growth Factors - o (T G F -a) Jdele i -1

sl moall SeasiTransformation Growth Factors - B (T G F- B) dale asi -2
caleay) e Adhadl LA Ging dyser L) (s

el G316 Platelet Derived Growth Factors (P D G F) ke assy -3
cAaill) dag Y1y Y axll

LD ddalall sllad) 545 e Fibroblast Growth Factor (FGF) Jule a4 -4
- sailly

dadll Lol el JLuay) e Epidermal Growth Factor (EGF)J«le a5y -5
.(Steed et al,1996) aalll 4y ¥ ddalall Liladls 456l

CsAl el dnaal) Ly i) :8-2

bS Arpal ALl LSall I Glidaal) =9 ja QLAY dualls i jaall Lyl s
IS Arpal el LS
a8 diual L gal) Ly S
Staphylococcus spp -1

O JRON P Q[ O 2 P RS W N [N R I R Y
L ALYl (5255 285 opportunistic pathogen  4ujleis) afiha lebia sy s i)
2ol Galad) Aaliy adid) b o) QLS dalide (alyal

8 gas Adilaiag olsells s Lall 4 aalgin Lsl (Colle et al,1996) &ald) ,<3 a3
(Spore) §ls U asSe yuesaSmie yut ohS Arnal dnse LIS oy ol o Al
oo Lgle Qllall Jalls 8 pnm8 Judle JS&y o) 40U 5l 3ayde JSAI 4G S dladadll )
(Micrococcaceage) Alile A agais iblsa ¥ o idlsa oy Slpdiall (5258l aaail
esi 30 e S StaphylococCus s acass

gl ) e S, aureus S .epidermdis S . saprophyticus gl a5
A LSl oda L) o3 sl 8Lyl (ray S . AUFEUS LS Wyl (e s dscal
Lebie 335 8l s Sally Curanss il LN dim b 258 el U3 (00 1878
oda Ghgiud . adlic JSI daeaie Cil)sSa laaay 3 il bl e Hsinly Gl
i) sl (e (i) Bhalia 8 aalsit LS Caly) Ciygad Jie ddalid) AoV 3 Lyl
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G LSl o3 Gl alall 8 Gisas o) cliiin gl Gigaa die ¢ i) (g V) cas
sl el 55 Lasaley ¢ adylly oyl ddhie 8 Al Jaleadly cllgal) pany
Glaasdl (8% 30 V) ghawd daaiy puall eliae) Al ) JE5 Vg A se LN
ol Ula e il gie e Db i) 8 Galalall 8% 50 5 ¢ dalall da<ul)
o) zlaal 8 sepsis

ol lgils aad) aandis 250 i3 Qlgall L (abal) (e apaall LSl 038 (s
.(Holden etal, 2004) clleall axy & ol rladls alaall a5 gy il

b Cuad s (MRSA) (pliwiiall dasladl S L aureus LSy of JSALG paall (g
Aaglia Ao bl Lkl o3a dllicig « (Wenzel et al, 1991) clddiuall (e el
Salad) a3 (e 5y € leS Ll e Ll Canu @llhg ALY Ligll clalaas
Aa jsels ) (05 Lae clabiadll odgd il Julatll e Jery 5311 penicillinase
. (Hiramatsu , 1995) ¢jauula sSilall 44 sladl)

pathogenicity Lz

5SS Sllg3gyia Jule 18 e JASI S, AUreus awadll 4 giiall &) 5<all el
Gl (e lare Jalgall sda Jiaiy LSl anad 3 QLeil) Glaal e Aggua
58l e LS et a3 (& e Jamy o3 LBl Jalae il Lgie il
a3 @lla <5 DNase Lall Jlall a V) e S iad i e liall Jalgally cilaladl)
phosphotase , Lipase , heamolysin , hyaluronidase , Fibrinolysin |,
sl el cllad U a4 el e W . Staphylokinase
Ll wlledlly Leukocidin ard) aad) caly <1 4 Ll Epidermolytietoxin
(e S .aureus iagsim axig .(Jawetz et al,2004) pyogenictoxin zwsll duwdll
ledie e sl doa o L) Lgipadl @llag dyslsuil) Jalsall daslaall dpeaall ¢ LAY i)
Monday ) 4sds 30 saal 2 60 3)ha dad die g LS slanil Ala & ) ddla ()5S
. (etal,1999

Streptococcus spp -2
Adaiad)) o geiaty ¢ 10U A3sSe e IS Ays S AlS drpal diage LS o

10
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= Jsl Billroth ALl ey Bacitracin - ol iulll sliadd 2ulua anaerobic)
. (Sharma & Harding ,2004) 75 sl zlal & Lyl oda Caca

Pathogenicity 4wl

Slea¥l (e 85l Al iy Ll byl (e paal) LSl o3a s
a3l Streptolysin - O,S dllaall ClapyVIS s5hall Julse e apaell Lgalil Causy
Hyaluronic  acid sasla avhas e Joany 30 Hyaluronidase uais)shied)
d—ie ra) byl LSl sd a5 iy Ciaall L lahll da i) 8 a5 agall
Lipase )5 Esterase s w¥ls Proteinase sy nlls (Amylase) nbl <Y
-(Nester et al,2001) DNAase Lall Jlsall anai¥ly

Gleilly andl aanis A5, Cld Qlgall Leia (i) (e 2p2edl LSl s28 v
.(Holden et al , 2004) llasll asy =gl zledls adaall & algilly 8 il

a8 Lipal Al | sy
Pseudomonas aeruginosa -1
Llsn Adaind) ) Clyprall 4580 55 A8 jate oS drraal Al Clae 4

b 8 dage dpalie) A3l Llugy) e Age s o Obligatory syoss
Pyoverdin, a5 Qlall e olesi & (Holt et al, 1994) Catalase 5 Oxidase
bl A pion Al syadall ol Fluorescin Ly i Al Pyocyanin
g 28 e s Bhad Lgindly e Smd ¢ stia Jlga HS) 5 ghiall JISY) TS A0
. (Prescott et al,2002) (Forbes et al, 2007) )5 S jueds e
Pathogenicity — dua)y)

LeSOUiaY desill Allall A5l ) hlimyaall (o Lgi o€ ) adilyall o2a Liaa) (gha
adilyall #1530 ) e L3S (e Slmi Virulence  factors sshacall Jalse (e ayaal
iy ¢ (B s Al (bl ) Ly Lla) (5255 a8y el 8 5yl
Aliag =g yall Ll A sl Poaeruginosa gl axys (3syalls =5 all byl
A daha) Ghaaadl e Hal g5y AAIL dadiye gsd 3shndall dulse e Ole s
aaia g Adaliall sl salally (gslal ¢ Ltially alaa¥ls Lalout) Jo¥1 g5l Jadiy ¢ Al
asendly hemolysin aall sl cla¥) Jadad AU el W) (LLP.S.) Saall a Sl

11
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i asendoenzymes A lafall a5 exotoxin-Ai sl

. (Todar ,2002) poycyanin gl
psasall DL (anadly £o0 ApLaY] i) e (e lia o) SAL sl (g
2P sl A 5tlie Al gyl B Jassiy 535 Qi clagiily dmla)
. (Rumbavgh et al ,1999) 4.1
zlil e ylav Lelas s of (Schobar et al, 2004) cuslll ,<3 ad,
olualy ceay Lo o Loy Al e 43,0000 UDIAY) 266 3y a el cilaaadl)
. quorum  sensings sas«l

Escherichia coli -2

DSl Byadie sl 4035 Lgihantine alS drual Al d)Laa) A0l Y LSS
ruhll Gl e leda axds o Bowler et al , 2001) 4 grall Ailadl 2bal (e 55U
e Laa¥) ke =)la Ladsay die Giayall caadi L (e el o) VI e L) 8
- (Murray et al , 1999)

Pathogenicity Al yaY)

O 7D e Ugsue Ay G5 alls zoadl meads dagll (ahal) (o 22l o
Alicig (1996 ¢ sly3all) gyl die imall Jleu) oy Aol (5)laall zledl s
o2l o) aay 3 Antigen Kapsid — K dguSl) cilacations (e le i 20 e JB Y L
3 5Ll cililina (re 2paall Lgtaglie A (e LSl dpalyel 3 Lala 1550 colasiondl)
i il e LSl oda 553 () 5 paleel) aliadd Alle Laslia WV (e aall )
5. (Kondo et al, 2000) alSYUill culaliaal Lgieslie can 3alyy () sl bl
g5 aall anll Al (B8 e @Had e Slmd Hemolysin  cpai¥sasedl anyil o
-(Joklik etal, 1992) (O)psitive

Klebsiella spp -3

12
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ki 4y Facultative anaerobe agylod) 481 o)< daal 4l Sloac
elaa¥) & Ll Ui aats olaal) 8 Fals s Adhaall Zl) Jaluss¥) 8 L)y il

. Enterobacteriaceae 4l Lkl (jaa a5 Normal flora

Pathogenicity A yaY)

) il & cpashll el zleal o bl Gluhall (e agaell caag
Ress ) 3AY) el Clgiadl A Lagyas ala)) a8 Klebsiella sppliss 4w
el & bl el zlaaY Glad) aal e saals a5« (6t al, 2000
Ll Glgilly 45,0 caldg Al gl elllisall Glgill ity ¢linall ayall die dald
. (Brook et al , 1998) 7, calelly alallg

HlaaY) e Winalyel (e 2355 Al Bghdall dulse (e agaadl LSl oda elliaig
oe Szmd . (Myrvic & Wiser , 1998)iealdl dilee 3 Loga [l Led Ll 415l
edsll B— lactamase ags) gl Jhie dgal) clabiad) aleY salias cilayy) Lealul
ALY ) claliad baitiddl Extended spectrum p- lactamse (ESPLS) —aikll
-(Brunger et al, 1998)

Glalcadll 4. 5lie Klebsiella spp Loy ¥y o e aaell can ) a8,
Ot U L gl (o Sad (il de g iy sllinlly B SIS g1V
.(Legakis et al, 1995) enterotoxin szl

Enterobacter Aslig A -4
aaladl e it Enterobacteriaceae 4 gaal) Alilall aa ai ¢ sLialdl Cilaliadl
- (1997¢ (gyseall) GLudU ARIL) Lpaal) cld 4y,

Pathogenicity — dulY!
Mie Ay iaye daiy oanh o JC5 Ayl 3Ll & Enterobacter Giass
oiad Al o 15 ) apen Gl ¢ el Cunas g A ysnad) 5L (0 LgSpas
ddasaall LSOl ) 28La¥L Type —1- fimbriae ¢4 o« Llaal Enterobacter

.(Clemention et al, 2001)

13
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slad) claliaal Uil daglia :9-2

Gl abiaall daogliall oo cibidivall 8 o LLY) Lgie ila A (5080 JSLEA (4
Sl OF W1 A s Saall dagliall Apall (b)) Adjray oalall sdaill (e ae)lly gl
Caigi o] ACEA 038 () ¢ oadall aaiill | 8 degd) ClEgaall (e Canyial daslid) e
o i W o) Lae cpaihl) alsaVl ) cudinl Jy umd bl 8 culelall e
. (Brooks,1998) axisall

alrS Aapal AL LSl daglie o) 2y 1944 Liusya JgY daglial) cua i)
LSl e Al alibal) dadlaad aaligalually cpluddl Glabias alasiu) 3ab) a2y
@) slaall 585 N o) alsiiall yaes Sgdiall Jleaiad) () 5 ¢ S drpal L)
L) Aagiyall Jay il o DU V1 aal g J8 gt e aad) Jmay dauV) 8
-.(Amyes & Gammel , 1997)

uleal) YL lagiad JIia) e 4yl cilabiaall Slgdial) Jlaxin) i
530 Jsba (e daalill Aol ilaall 5aly) eIy (385 Lae daslie YDy Ledlagiul
. (Struelens , 1998) =Mall all<i 3al)s Adiuall & 2685

chsal) dam Lam 4 pall cilaliadll daladl o) (Brooks,1998) cualdl <3
sl Claliaall daslaall Cilin Jaas 48]l clyatl) Al 48 48055 e Jalse s 480l
dasliall Hseda (A (5255 4000 485 il Gigan ol ¢ BN Jalsadl o) Dlaadl) e
- Claliaall o3¢] da gus ga g SI)

i JUl b agayi) Led DUl o) Ly (Brooks,1998) cualdl <3 LS
Jla¥) b e denboad) LSl ) A sliall LSl e o saad) colalizaall Galial)
e s 1agd Alalal) LSl aaty dagliall lasa Dy ety (gyals Al dladl)
Al afhall daglia Hsela Pl o Clidiiaall (59a2) dd)ll Glisall (e Sl DU
- Sl Bl dals ) S (585 Ally GlLLARU Lusally o))S Ayl

dabiae 4,0 e sl ) VDL I JEY) e ALED L) claw Dl e g s llia
Glasa Ml ol self transmissible  plasmids Lol ddaial)l cola Dl e
Mobilizing  iS,idl law Dl e Stad Conjugative  plasmids i)
3a . L A, A0 8 5 pa sl A 8Y) Clage DU dlauid gy Jiiw 30 plasmids
LS i Dliad abidaal) adaat byl LSl 053] iamy i Ha) cails s cila (e

Fitiy bl alaay (53 B-lactamasedl G oabwiall 4a5liall Staphylococcus
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o3¢l idafie ilayyil AmMinoglyecoside dc saaal daslially ahS dapal 40l Clilas])
phosphorylating ~ Enzyme < Adenylating  Enzyme : —a; ic saaxll
.(Brook et al, 2001) Acetylating Enzyme «

Leland daiadia ()5S0 LS (e g 158 Bac J8 (e aaliSY U ilayyil o
OEDUS safinll Bl (05 S5 (3ad ) a i Al A lafiall QLY Clalaias
-(Alekshun & Levy, 1997) g4l jlaall i Peptidoglycan

st M daslaall o) (Levinson & Jawetz,2000) Caldl i) «ald Gladl A
slaall sy o) 2 G dliaall Jsan aiad 43,5000 LA o Lie 40l 8 il s

Glisig Aol a)lall o Liall 8 568 Aile latd PA e Sy Al oLl

. POring e diaiaiia

Aak) LeSOaY Ao cyeds Aglall cilaliaall sajaall daslial (e 55 clling
Ayl Al et clidi g e sle a5 EFflux pump @l dudaly e dals
e Al A Plgis pall dadlly  Jalad) o Liel) Bac iy pala o Lie (35S0 o Jand
LAl N a8l o g A a3 A W a s aie Sloal) aliad) (jalgal
.(Lambert et al,2000)

LSl Ao clabiad) Jee @l ) (Laurenre et al,1997) &alldl <3 adg
Jha (gslall jlandl (sS5 hady lpuand LASHl o Chagl) alisas aliaall ¢ 55 Cay (alias
Sandl 0sS5 aie DA e LKA e B 0,50 065 A il il saus sllagad)
i 5ya) de sena dllia ey MUME (ppysaall Aiks (0S5 s Ailgil) aladya b (5513
Galan i e Jaad gyals Erythromycin 5 Tetracycline (e yiig sl (3alas
Jawetz et Trimethoprime 5 Rifampci  Jis g5l (anlall
-(al,2004)

Gl aal o) (Skurray, 1998) caaldl ,S3 S aureus LSy e dulys 3y
Glagyl Lealis) 3k e ALY Clalias e 3a€ a2al Lgiaslie s Loyl
iy s lipadly sl ladle S8 3 Gatl) o) a5 Caalall Aaalgl) Sy
b 8 Lempen By giall Cilaliaal) Ciagld S, AUEUS Avsiys o) 229 21950 ole 45 .
s a3 Jidh Camaly <l

L ol (Palillo&Salen,1992) & alll , Sya sid oyl i
Gialll aags . %17.9 A caalay) Cefotaxime  aleadl Ps.aeruginos 4 slia
bl & i)l e ddgieall Klebsiella spplsss 2aslés o) (Jones, 1996)

15



23 0ll jaly2iaul gl Juall

lealis) s %3.6 ) %1.5 (e calyy) a8 Ceftazimide 5 Cefotaxime <labaall
LGl e dillad) 5,8 e i B-lactamase <ilesy!

zo pladY Leliall Alaiud) 110-2
White blood cells  sléasdl aall &by 8 /Y )

) sas e L) etV 8 Anlad) jalinll Lgd € (mnl) aall iy S Saa) (5 3
I e A s g5 LS bl e sliapnd) adl) WIS aniil g ¢ Aaudi€all ) 435030 culs)
6 — JS 3 sax=ia 5l Granulocytes d—wsdl LSl 4 gl I 450
.Monocytes s sill sas 5 LIIA 5 4y 5iadll LAY 5 (PMN) Polymorphonuelear

Neutrophils &) LAY -1
2 Aaga LA a5 clanll aall LOIA & sana (50 %065 (M s LA 028 4 il
%95 s LAY o2a J<&i y Phagocytosis aerld) ulee A (e daclidl dainy)
Al LA & sana (40
gVl s Infection Lla¥) b ga (A adll (5 yan e Bagdl LAY 028 apainsd
e Uaall UDIA (5 5ia | 4 geall de o0 ddagall 4005 sai¥) Aaikall e [nflammation
Ae Pl i g 30 3l s (Ao Ll gialy Glad) o8 5l 5 diarada Bl 515 dauall dalatie s
i el el Al
Primary or 420,¥ Glall a5 cne o0 Aol LAAN Gls o s
4i4ls Lysosome Adls olws e 3,Le a5 Azurophilic  granules
it A ¢ ) Ll Muramidase s Myloperoxidases s AcidHydrolyases.sle
Lactoferrrin A= s 3s3 Al s secondary or specific granules 4z #&l Clawsll
g S g Ly S0 ae Alaall LA Zladil sy () 2my 5 (5 5180 Blatl¥) ) 35 3
o eLiall aa Lealons) JUA (e Al 2 A )2 DL gilull & Phagolysomes
Alall Jah gl ods Gl i ) pati ad e g Al Ol jdaall (lan ] laiuls
. (Peakman & vergan 1997)
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Eosinophils  4aeall LYAY -2

Gloall Glydpplidadhy ooy L 5 J8 o daalll ddee 8 )4 daaall LIA]
LA o 5o el ae rlaaiSU A LN Lgd il me 2 ) (S A 30 sl
Leds Anlad) o o LA Aoy 31 Ly sisa = 3l s Membrane — Bound Organelles
il 25 Lt iy LNAD o2a JLiai | Allergic Diseases dxsbuall (il yal (4 93
ACid  Aaeall il jdaiai Al 4 3 sl Ledba s Bilobed  nucleus
¢ AL Qi) 80 5-2 Jaal Ll aall LA 8 Wi stains
. (Lyodyand &Grossi , 1998)

Basophiles 3xall LAl -3

e L eSS Lginan) () W) cllilall am deiall 5 Lala 1) 50 DAY 038 (nl
LAY g sl e dpulial) L

Glapally fahaiat Al Ll L5 96 0.2 Gl pall by S 8 gt a1

4 EAL{'; ;1 a)j A JAJ)\J }_}:ﬂ m“ ol ::qx“ 2 él'q'; & SN A 2 Al lﬁj\

.( Lyodyand & Grossi 1998 )

Lymphocytes — 4astialll LAY -4
LA a5 LA e Ce o3 IIA e Aol et w1 8 daa) AT o2 g]
Cell mediated i stall dueliall aind) Jaw g 3l T- Lymphocytes 4l 4 slaal)
A bl Llai )l g5 Al 5 B-Lymphocytes 4sbd) 4 sl LAl s immunity
LAl SN g sanall (e %25-20 M o Wi @ Lii s « Humoral immunity 4dalsll
.(Mcleod & Dowel, 2000) Ansall aall i (ol aall

Monocytes — duagdl LMAY -5
Mononuclear (e L83 A G L aaldl 4 lae 8 50y LDIAY 038 5 5.8

ANl de Lall dlains) G | e Jiad (5 3ll 320s 5l LBIAD ) 31 phagocytes system
LAl o2 el (S g AnaiSall de Liall Alatua¥) o L iSall Ji8 5 SLasSl Qlaai¥ g (2ealill)
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s IS5 Macrophage Sl aalall LA sligs Lead el daua¥) () jales )
. (Peakman & Vergani,1997) oanll a3l LA & sena (0 %15

Phagocytosis — 4aalyl) /Ll

LSS A jeaall el i€l Aa) aa J5¥) e liall Ja Al A aald) 4 lee
O el panlas e Jead (A5 daalll LAAIL (e LA Al 5 o0 Al cillalall
A Ll s tu¥) 3 sV e liall sl sty ¢ Al 8 Losns 53 aia s e i) claadl)
(2008 « o)
) oAl Bana g g Aaall LAY & g danlil) dalaay o 085 Sl LA e laslasl Gle 6 ellia
Lt die 5 yaell Ciandy la¥) (Slal ) asiis anll 5 yae o i Ladie W g0 o 56
S48 3, Endotoxins LyiSall clilad J5e Chemotoxing  AxibeSll Sl (and
paiall aldail (gaylail] ellisall Jay 35 e Jantd danlill 4 68 Zdla Led () 5S5 iy 1y iS4l
g |L-8 GliS silall #l) I 48aWh Cha 8 5 ssbasl iall dale Zll Ul
o Agsaallde VI Gloas e aled g AibsSl Glagull oded daalall LA dlaiin)
peo Gl i g el Ailaie ) A sea ) LOIAN Jsi Lalla ¢ gV s ulal) g
Al Glapual) ae Liliie a3l e Jwad s phagosome & sad Jala Leaat 5 Lyl
dlee 233 AL 5 phagolysosome sl oda o8 oand b gadll J20a Lk siae &0 580
eald) LIS = A Ul Ll i) WS Ll (g 1) Jial)

OpiliasS GSlia JMA e aad daaldl dlee ) (2008 © (eandll) Eaalill Lal 5
e aaina e S5 Oxygen —dependent Gwa—sS sY) e adina J5¥) (i
ke oLy (Hyde,2000 ) asldl ,<3 &<, Oxygen —independent ¢S sY)
el aciall ¢l 3ol 2alS OpsoNing 4eluin¥) Jal se (1o de sana JMA (e ) 3o danldl
FCyR1,CR;y  Jie dpadass Glalinns 404 cllics G |gG (ool Gl 5518115 Caq
.,CRy

S sl aalll LA e (Ao ) ddaad) LIAT dpaalal) a1 o) jSAL ppasl) e
el 480l ) @ (5 55 E. Ol Y 5S Ldy 530 5 S, aureus A dll i siisll (e
. (Alexnder etal, 1979) Aaall LAY 7 sl o clalivall
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Acute phase proteins all jghll clis gy /GG
Alail Ly siane @i i Al aall G S (a2 Jan (o lad) ) sall il 0
Lele llal g ¢ alga¥) ala g da ¥l jas clla g maddl e daslll Glealy) sl
ol ¥ e Al s dall IS i il g g e Jaaall ol sl s alall ) hall,
. C-reactive protein (CRP) leies dunadll
(IL-1) mabcan) (ol Jondy jia3 Al A S LA (8 (e il ) 02 i
s Sl bl LA Jd s il Inter leukin-6  (IL-6 ) Inter leukin -1
D O IS i gl o3 ual A yall L ISH (e 85 el LLGAN Al jéas
C-reactive Protein (CRP) , Fibrinogen Mannose Binding Protein,

Complement Protein, Ceruloplasmin a,antitrypsin (Roitt & Rabson,2000).

C — Reactive protein Judll C oo

PR a8l & aiiay pentraxin Adile ) b aladl ) dall i g aal ga
C-CHO e sane carns 5i e 380 4| zadll 5 bl ciLal slall Ll st
. ( Dasgupta, 1992 ) Ca™™ a sl i gal 3 2 53 45 1 ld &) oSl

§ sand) (ha yall CBST (g g ) i ) 8 ada g el 5 Jle plee 58
.(pepys & Hirschfiled,2003) ztall ) shai Alls daslia

_ralic Cytokines <l siludl s Complement aciall s 5 5 ae CRP JS
. ( Parkin & Cohen, 2001 ) 4siall 4dalal) de lial)

4lildis polypeptides 2l azie 45 5 Clan s uad G G g ll 4 3 oS5
Lslisan s JS ey Hhlite la (o )8 IS0 dpealed e 5 pay dadi i Sl (e dlA
. (Pepys, 1998 ) Lactin fold ¢S24k 5aaty 3 protomere JsY) e 5l

Oig ) FC Diay 5 ydlie Jasi 1 3 C 0 JOa salaill ellll CRP iy
S0 A8 skl sdgn g3 sl laldl ATNF - 5 1L-1 sosd e a3 1gG
.(Duclose , 2000 ) & jall Clapual) danly dolac

Laayysi & Tilett & Francis olaldl L Jladll C gyl )Ll g Jsl O
C- reactive substance daiidl saldll (aMaiu) (e LSS 31 1930 ale o)ds il
Sl 2aate pe gt (Al A @l Gy Gubadll ol Jgae (e
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Streptococcus a5 il clysSal golall jlaall e @il C—polysaccharide
1Al Specific o5 Jelii sa Sl sanaiall saldl o2a G Jel@ll () pneumonia
¢ Gl LAl e G@llaly ¢ Galel) (e gaddlll jasiS aadil
.(Gambino , 1997)
s simad Semi — guantitative S and @l Aalina (34 Hh Cuddiul a8

b At Sl gl 6 ) A il e ISy el 8 el C s
Oyl 1agd A L il ol 5 SlaanSl S Al Al o alaia W ala g ¢ g padl gl
O Ailtiall &) 533 a3 (G g pall (6 siase 2l Apulia HAS) (35 )k (e Gl GBS

. (Pepys, 1981 ) 42wl leual je | (ol 5 (al ya¥)

Judll C oy n (BldS

Aol 53 0 S ji alaty s Hepatocytes sl LAY Ao s Jadll C (5 i
o)) ) 5 i gl (3alaS Jaea o), (Paradhan et al,2001) IL—6 (wabad) (s sl Jass 1)
Gl Eisaa s Acute tissue injury Sl dawl) ) ja Eisaa e cilel A 2la ),
. ( Kusher & Feildman , 1970 ) muall 8

sawidlia a0 Vs J Y asges SN Ao ali g pa Jadl G s 10 i
0 DT saat an gy W g Sy seall 3,03 20 8 Jualid 8 polymorphism Jsi
el Ay 5 (i Adla 4 Jausi ol 5 ( pepYS,1981) sl 1agd Apise¥) (alaa¥) aolis

L Ol (A s

Judll C gl (Abrassl) qus

JS5 ainll aasie e Alilate 4y 53U Glas 5 Gued (o Jladll C 50 4 o ST
a8 gy paalud B paly Loty Lad Lot 55 3 il iaela 206 (o 0555 Lgia B2l
.(Osmand et al,1977) v sill2 140,000-115,000 s s I3 an ¥ uled

O g -l Aba¥) A5 52l o) (Pepys & Hirschfiled, 2003 ) caaldl <3
asali gyl (s 5l (e ya ale 55 e 44 3 & ((Native — CRP) C Jladll
O5Sms sall 03gd a yuall 5 JalSl) anell e o LS Ala¥) L3l S () st Lgild Al

-

2 g
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Juadll C (g ol &y gl il o)
oS medll YLa 8o )9 L ) (e BaaaTe dua LU ) gl ladiall C iyl
Ul 38 OV ases pe Jadiiall C 050 4l 40L5T « Bacterial — infection
Do U 8 Ui rasns laie (g pganall LS e dasi o (g 5l (i el ) gy
Ly ¥ iy Cq0 — i Classical pathway il el aciall ol ¢dle L
aciall 55 i N el Lnse (19G ) G ally oy il 36 LS] A liLaa Ui aatiall
<t A5 Adherans  reaction @bail¥l cSleld Glau sy (pdll Cob, Csb, Cub
. (Osmand et al,1977) Lysis Jisill J llv bage Csh -Cg (Sl 2aaall
e Joany SlAS 5 daalill Letingi g o) sall Ao bl e Jladll C g 0 2ol
i g Leditda g any ysads T-Lympocyte dustill d slaalll LSal) ae Lutlass) Jalsi ;Y|
(Fiedel & Gewutz ,1976) & sell Cilaiuall aans
s SN dal) jall Slleall amy (pliie S0 g a8 50 Jladll C 52 (5 sase
Sae et Ay day e i) ) et G Y5 5Ll 10-7 IS Laplall a¥ana ) 2 gay o
Ao il jall el deallel Bol, sl ayd ezl adl Jpiaal
2 3e CRP 3858 5S¢ gohall ) sai Al 481 a5 (5 g2all (ad il 310l Jantiny
Gigaa aie ol bl Ay 86 3S i a3y s 8 5 L/mg 10 slaaal! (alaid) Joas
iy Alebu 8 JS caeliaiy g jbial¥l ey (e Aol 6-4 IS 21a 480 3 el gl 7 5
et Vs s gl AL 3 jaay davanday L le s 4nST QLW ) sl ae Ladi 1
.(Paradhan et al,2001)

Immunoglubulins 4 Uiall i g ol€h) /)

it gl (e de sana z L) oo eliall Jleadl Ler psly ) Caillagll aal s
G 2t g edy pad) laaiuall e Lie 53 L YL )5 Ld (AN glycoproteins 4 S
Glidi gl e g il 138 e, (Benjamini et al, 2000) dweadl halall dcliall jalic
il g KU € 55 ¢ (Benjamini et al,1996) s s < LelSs 1 duas el g JKIL
<l g S e % 18-14 (=5 polypeptide xinll Mie e % 96-82 (e dueLiall
il g oS =L (e Al g gusall LAY ) ( Hyde,2000 ) s . ( Good man,1994 )
(o) Sl il (e Aladis Aot Ae 3 LA () Led gad iy A0l 4 laalll LAY o dpeLidl)
IENEN R ENEPPREN:
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AL Al pailbiad e lalaie ) Gilial e ) 4o liall i) g IS o

ddlise Al (ailad GluaY o3l s IgD 5 IgE 5 1gA 5 1gM 519G 2 s

. (Cruse & Lewis, 2000 )

19G Sl Gl gmglsl) -1

Nl § sana (e 9 85 — 80 o s A Lial il gy IS (e Ciieall 138 S
o502 150,000 ¢ty i a 0os4t ¢« (Gruse &  Lewis,2000) a—al)
. (Benjamin et al,2000)

el Aeaal) ol imineal) i plaall 5 i i Rae i) Alaia] b pald i 4l
llall Jaydiii JUA = Toxin neutralization Lebilad ddabaa g ol yall e slizadll
Las (C5a,C3a )Jie 40hasS i Jul e e a1 55 ) Classical pathway (sl
.(Basma et al , 1998) 4ealil e 50 ) ja

19G 1, (25 dne s g sl Ay ) dpe Liall iyl g ISl (0 Caiiall 1aa (penialy
A€ il pailadlly an I leiany e gl W1 o2 o lids 5 1gGy, 19G 3, 190G,
. (Hyde , 2000 ) 4l sl

Lo Juaall 8285 1[G ssie o) (Korppi et al, 2003) Caaldl )83
. el B3y
IgA  sUall Culgnelsll -2

3181 s Adaliall A W) 8 las) g8 il g lall €0 Catall 13a Ly
Al il )Y s il 5 sl Sleadh el ) s Lalll g calall s GlalllS dpa sl
s 85 e i pall zlead¥) aca 4 5V e liall Laiul) 8 age 52415 (Roitt, 2001)
Ll yial s 4adhall LAY & sl e Tl y¥1 (e 4y jeaall elial) aie JA (e cllilgily)
.( Benjamini et al, 2000 ) Lysozyme Juall ai33¥1 3 sa o1 asil yall J38 (e Sliad
1952 ale 43 3alleda e e J5l William & Grober  olaliadl azy

e el s Juadl (8 2laumYl g sane 1200 15-5 sa IgA s il
055 s) (Monomere a5, Ly ) A sl (salal La) (ulSiy ailaaSle (Say ALE ALl
M) Aaall @l 5,891 8wl s JSUEN (S5 (Dimere o, Ly) A sl AU
Al JgA o4l caila N5 Secretory components s A O sSall s sale aal i
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IgA,; Jiar Lin 995-70 Apemall 5 EY) B 1gA; Jias  (IgA, | 1gA]) G 5 S
Dl (5 515818 a8 gall (mmy A 12l o225 IGA & sana (0 96 60 s~
( Turner, 1998)
IgM =Ll Gl g gl -3

aiu¥) 8wl Caiiall aay 5 pentamere dsled 45 3a slg pall 3 2a g
ZLeaY) dam aaiall 2l (g il il Jap s o Adlaill Dlacia¥) (ge st 5 A oY) e liall
Alee @llay ) e ddagiuall LAY mhass e Cgb s yis Ll () (5350 53 daa s )
. (Hyde,2000) Zesldl

OJs s el duae (8 de Liall lid s ISl & sani (50 9910 (s Al @15
. (Benjamini et al,2000 ) o512 900000 s iy s

Complement system = aaiall ali /luld

150 cualy s A1 e Lial) Alatusl) 8 Aaguall 5 A 00adl) AalaiV) (ha aciall allad 2ay
.(Benson et al,1998) e liall Alainy) adati g duleily) clleldll e 3 ) 8 Laga
leans ae Jelaill e Ll Led Lisi g 0 30 (e 38 e (0550 aBra ey 3 aLdaS 58
ozl

O3S lgmiana 53y (9S8 aniall Gl g 0 (aza o) A (ROIE,1997) Caalill LS
Cro Loy Loay 31 At e Angy Lmanatl) J5) sl 5 ) e 6 3m 535 ¢ Bae VU A 5
Alternative il el s Classical pathway (sl ellidl a5 llliwe 2535 A
Alehll Lenpan cllluall o2 s ¢iiig « Lectin - pathway ¢Sl <l s pathway
Caagll Alall Jlasp anll aall LA Japdish 5 dealill 4dlad el b dagall Opsonization
. (Walport,1990)

= %70 N Cy i S cdad) &) 31 HAS) 50 C3&Cy (i 1o
pllaall o8 aiiaid Cy Lal ¢ alall g ag slaalll g Aalll LAY 5 A<l 8 abiay g aalall s g
(Adhiah,1990) & 1 g
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