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& (pannus) cgilell V5N liall JSa5 5 cadii Al A0 51 LA S SIS o3y Baies
Jie Lilagll (e waadl Jax ik oo Adliad) Jabydl o a5 alaally oy puadl JS6
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Y eliall udh WS WA 10 ) e dhay a) Gan (4 sy ST maad
LAl 5 (ST A 3ac Lsall Al LAY 40l WA Jads Al 3)sil) a5 LA (o iy
(Emery,1999)s jadiall LIAD ) A8l 5 Sl dnendall LAY 5 4 3300 L) 5 4000

pannus Ol 4xss 0 5S5 (5250 Lo aSms ala 5 IV sLially 4 geall e 5¥) 2235
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.(Ehrenstein, 2004) LU duall o) dpazall slusa¥) ety ) a2y o o8 )

Gy ol SIS 37-33 ) non-glycosylated oxis » o= 3oke wd CD20 Wi
membrane-) csis ol dile ) ainy ¢ B ALl WA mlas oAl il uadl)

Ot s 0 5Sh (Tedder et al.,1989)sLisll Jaxs Al (spanning 4-domain family A
15



22 el g il g dadial Js¥ Juail)
four hydrophobic transmembrane slell da JSI sLiall e il 4ay )i (0 CD20
large and small loops with 4dall = & (Ve s LIS Jala aal 5 3Uai s cdomains
(Eon Kuek L et al.,2016) 4 slall 5 juaxll Jala 535 5all both N- and C- termini
eeball ekl LLill <13 CD20 T WA (e e jd e sane Cluag ai ¢ 5_paY Y &
pdgd Aoyl eall masi (ol e Y ¢ Gl xay ¢ UL wsally

(Schuh et al.,2016) 4c saxall

LD &) g 65 Jualiall el @ 5kt AT & B cells Us2 (2-1) JSill s
G5O daliall gl B leadaiiy dpeliall clilainl) 4 32 il T &B cells
el ZU) e A g pusall Lo 30U LA laiy bt AT & B cellskdall edlelis (sa5
T Lol sae L) 2laiiall B cells LAY ja55 (1) a5 shall b s ge LS 25130 saliaal)
(Say (268 3 shall) ClileilDU dladiall S sl 6 Cua Lblatul (b i iy cells
DA A e s AY e liad) e s delial) LAY ity e Wil B cells LAY i ()
sshall) [L-17A5 ¢ TNF - ausll sas dale ¢ [L-6 ¢ L -10S 5580 e ¢ S gl
I (RANKL) 5553 Jalall Citne Jadiia 3 LAl ddadiall Gl gl Jaade (348,
ki lesynovial fibroblasts LA 5 « Aduall s < T cells « iadiall B cells LA Lgais
Oe U3e (4 Q) 5shall) allaall Gl )l ) sas Les ¢ alaall ASY) LA Jinds
oyt Al Al saliaal) slua) Saad QDA (e allaadl Clisind 8 B cells Lokl 48 Lall
gy sl Jaliall il 8 dage Glaatua o 6) Citrullinated Vimentin e
Yosteoclastsakaall cilizdls ) 8 sill dgalal LAY julad 3 3a3 e 308 (L3 Qi)

IL-10 b5 I e deliall dakiia B cells LAY (&8 &) Wil (S (48 5 shadll

.(Bugatti et al., 2014) (5) &8 5 shall) 2z lgara 55 25 ol 5 al i
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O

Short-lived plasma cells
Memory B cells
»\nm,L n ,

Transitional B cells \iatu : B cells Atllva(td Beells  Germinal centre B cells

@ o83 11-10 l
o
s »L (,vlol\mu
~ Cytokines -

cell- ccll contact
T cells Plasma cells

A
Qc &
Macrophages Fibroblasts l @

®\) m Osteoclasts

@ Autoantibody production @ Osteoclast activation

Tolerant T cells

@ Antigen presentation; T-cell activation @ Immunoregulation

@ Cytokine secretion

Bugatti).c s Jealial) cilgill ¥l pohi AT & B cells dusliall LYAY g3 pudagr (2-1) JS&)
.(el al., 2014
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Al gl elllual) gl g (g 550 Jualiall Gilgal) Gy A8l 9-2-1

Jaaliall lgil) i o 8 dalgdl dialiaall (il jaY) G (e 4 sall lilisall ) ylaial a3
O (e O il agdY Baiae RAG (pbad) (alaz) 8 A ll i) (5500 055 (5 550
.( Dutawac2009) eliall Ll #3all ) gadile W 5 ¢ a2 sall sy deliall
Alleall Clail] @y 8 Ly g2l Lla)) Shad & oY) aad el A clal jall el
Doran,et Jelaa¥) de sane a4 Sl (50 Jualiall Qleill o e A Al
dm pall glaall Ll A sl @lllaal) (500 Esan 3343 Aldiaall Gl Jedi(al., 2002
eeliall Sleall bl jlaial s o(dablaall 4uaed 45 8 Al didasll Gl ylacal)
s.( Lewandowsk,et al.,1992)Jdwaliall ali o (& silay ] (aia jall 36U Coria ¢
A 15 ploe dapal LI L 5 Guiall s eall 4l sl clllsall Gl dpwi H) Gl
E.coli,Proteus  mirabilis  ,Klebsiella  pneumonia, = Pseudomonas
G 53e OmAla 2 sa s Jlaia) Jas o3 a1 il ) 3 putida,Acinetobacter baumanii
< . (Ebringer,et al.,2010) RA :skis Proteus mirabilis LSy 4 sl clilual)
Jaas 8 Proteus d sdbas abual) e ddle il siue 35a 5 5 581 Jualiall Qlgl) aa e
3sas sl. (Ebringer,et al.,2010) slasal) o yall 4 jlie (s 65 Jualiall gl i s
RAG Gmbaall ) ) (8 L Sl (e sl 3 A e
2 sl dualiall Cledl) ) () daa sl &5 Ao Liall g dom o) gl g 4830 ) 61 il Hall IS (e
aalill 4 gl elilsall gl) W a1 Al Jualiall daisd) aiza 4010 saliaall slua) 4a3s a ye
Y (élSia RA 5 sl Proteus mirabilis LiSs ba sad s 4y grall Al Uy 5i<5 (e
.(Jung and Suh, 2017 ) asall ardaat 5 cliadll Sleall @Oleldl Cu Laa DS
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4l gl elllaal) gl 10-2-1

i Lop e ol (318 08 (5502l Cle gana ST (g Baaly Al sall lllisall Olgil) aa
Clell) Adand) 4 gl llsal) (s g0 ) saieall S sataal) e A gl Slllal) (5500 Cayial
Upper urinary tract (AdSll daysall Gldll) 45 lall 430 gal) elllial) Slilgall 5 (A3l
Gl s 4 A sl elllaall Cleily Abadl Cun aal 4y sl LLiS) a3 cinfection
¢l Saall 038 (e Al ) elllal) ULl maea (0 7 95 e ST i Cua ¢ Al
Enterococcus s Proteus mirabilis_s Klebsiella pneumoniae s Escherichia coli
s 93e Ll Baieall A ol clllsall (5 92 30a Staphylococcus saprophyticus s faecalis
Ay 3 Ly ¢ Capaall glia o A5l ) e i il el sally ddasi yall 4 5l lildl)
¢S g s Sl Jadlls ¢ delia) ads ¢ aandl Gulia¥ly ¢ A sl elilid) slaus)
.(Levisonand Kaye,2013) 4x )l sbua¥) L y5i5 ¢ Jaallg

daid 8 33 sa gall pemgdl Jleall LS dial Lexie 4 sl (g laall & QL) Siaag
LSl J8E () (S G AT 3ok JEi 385 (5 jaall 1 AT Aa (e laa Ay 3l 5 & A
Caling | 4 slaalll Ay geall Ao V) (ke (oo AR 1 slae) (e JiT 28 1 €l ) aal) e
Db ot e e Lbadl A e ST Gandl (558 Cun (el Aladl] aililE (saa 3 ulil)
e e ) LG e 2 edlandl ol Jaall )5 50 ASa ap ) Slead) B I (6 () e
dall Ll asa g M Al sl clllisal) Clgil) il SN L Sl da @l 85 Joall 35S ()
3 Dleatia¥ 5 sl Gy el ol e (95 8 48 e a2 N e A sl clllaal) 8 228l
aciaall 8 ALl S e sl clliall Qledll a9 «(Verrier et al.,2000) s saal)
(O’Hara et al., 2000581 5 15583 Cpuaiall S dlial (o Db LIS 4 paal) clial) Capmy g
CHEY) 8 Ugan ST 5S35 uiall 5 pead) DAL Calind 4 gl elllall Cilgills sy o)
Cun (gl A2 (pe Bl ) 3_Suall Al gaall Al yo oo jlee Yl it 3 5SA) dadle b Las
Y A (%5-3 ) dnll oda (5 5S5 5 SEY) A agle oo Laa yiS) )5Sl 8 Lehsan s ) 5S8
e (5S04l gall llleal) cliledlll adass &) 5 (England et al.,2002) LsSY 3 (%1)
P.vulgaris s P.mirablis <WlEdicE colio sl sdll LS Jie ol S Aapal Ll L <4l
Pseudomonas 4l 48 Klebsiella  spp S e gl
z=a daay dcdMorganella morganii sAcintobacter <Serratia<aeruginosa

19
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Apged) SIS LSS o3 ey ol S Aapal dmsall LS Jedy Al el

dagiiall &l &l Staphylococcus s Streptococcus  agalacticae
o Uysue Pomirablis LS &) ) bl all @ Ll 5 (Tangho,2004)Enterococcus
et sluill 8 i€ L 5l oda Joe A &) G WS A sl lllall cilibal e (%11.85)
sl (Kidney 4Sh: 4 sal) ellbaal) (e e 3a (sl 8 gadl) sy &) (Sar 5. Ja ) A lea
Qledll ) ALa¥) a8 sa away (o « Urethra JidaYs « Bladder 4G4l « Ureter
Lxie 5 Urethritisdada¥) Gl ¢ Cystits 4l Ll «Pyelonephritis (S (s
Urinary (sl 3 el oldy Jie du 2 alual 35y ol dadida g 5 4 5 cila o dllin ()5S
.(Masson et al.,2009) /82 lgil¥) 328 Stones asll 252 5 5l 4L 5k 3ad catheter
dio iy 3 Lae sl dlludll (g (s slall ¢ jall Llal JeaiiP. mirabilis &) 25 %5
sany Sldll 13 caliass ¢(Liaw et al.,2001)Pyelonephritis o= sall 5 1<l sl
Opbeadl) JELY) (e % 51 &) 2a s Ghall dhaie  alls ¢ glialls ¢ aall Jia il e Y
O A sall Allaall gl 305 = ) 55 ¢ A 5ISI i) Call e ) silay (oas sall 5 AN gl
Ggaat Lega Lo A0 gall sl el my Capn A1E LN ) Auia je Y 4,08 il
Oz Cus Gl die Lapu 5 Gl gll (e dille 4 Basa s (Septicaemia) aall o)
.(Mathai el al.,2001)a! SV 4duull L yS4lL (Bacteremia ) pll o sl 4w )l Sl
3 81 A Lase ¥ A gl elllisall ALl s e A 5 5o P.miirabilis LS §) <l
314 Maiad g, (Poore et al.,2001) 4xl sl 3Ll 8 Apanda jae A 5l juad (e (sl ()
4l ey 4l e G pall ) L Sl ST Al 3 5) il Jal se o Lghaa s Alal)
Gl 25 (Bass et al.,2003) cinaall ol Lelial) 3 3eal) dapde o adiad (5 A
(Elder et al.,2004) siSl ) gadll sk M (555 Al Jal g2l lad) (e 43 ) lilisall
GVl = soadly Bally dnadnil) slall il @lligd 4 gl el leil) s )
o3 s cpid 5 (Thaler et al.,2000) drecagll sLsll Glgall 3 jaially cai¥ly cpially
LS Joe 1SS Baa 3 (o 8,0 dealiadl Qlgill (im jal Linss dia 0 Pomirbilis LS
P.mirabilis LS dlacal (s siue b g6 Loagl 5 il 13gr Gabeaall (al3i¥1 )0 o
Glla) e Slmd (Rashid et al.,2001) oaall 3o jglai 8 L i )0 XS5 Laa
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Neonatal ) 32¥ 5l s Jul¥) gal Lladl gl oo g LGl ol L & 35 (o Al
(O’Hara et al., 2009)(Osteomyelitis) sUa=ll il s « (Meningeocephalititis
Enterobacteriacea 4:gal) dlita) 1-10-2-1

Baay Al e, eaall a3 iy el Cinay 5a3e%e ibind L saall Alile avias
0.7 — 0.5 Ysh 05,80 5-3 (e Lgasan A il s O oS8 ¢3S jaia e 5 AS aila ¢l 2
Al amy ae paS oV HLEAY Adle ¢ 5SSl 3 jedie Lgrpan ¢ L e (5 S0
slaal) Led oanbll Gl gall NOpcw i (Al NOgl il J5iads ¢ bl JLiay das se
O o elaed dgapdal) L i S5 B Coli e Lo Land &) i () saad) 5 LD 28800
(Reidle et ¢t 5 ka3 ye 235 Shigella J's Salmonelladl Jie 53l el ) ()
.al.,2019)
Klebsiella b A8:1-1-10-2-1

Loal Alls G S a5 Enterobacteriaceae sl ALl Klebsiella (i 252
2xie LS i Capsule dbadae ld 4y,kaa) 400 Y A4S ade ey gladal (S ol e
o558 Sl s Phagocytosis daslil Leaa) s Zuelall auall SLIY A lia L 35S0 Jaad il Sl
Jal e GIX g ¢Caundl ana Jala (Polymorphonuclear Cells) sbcaull anll WA e
e Lgie Ludall ClLlaY) Jeay Lae 4yl Clibiad) (e losead LS GABEN Joadll
e dpal el 350w I3 Klebsiella pneumoniae LS o588 1Y dalladll
.(Obiamiwe, 2011)

Ledea olaall 5 40 il (8 laaa) 55 () LaS dpaiagll Ll 5 o saldl g aladl e 1 53S0 028 2 o5
il ¢8 Opportunistic pathogen (s )kl (i sae LSy juadldl  aSisall (8 30 5a 50
Klebsiella LS Ge Opieell &5l sy Sl mje sal ddlise Gl

(Baxamusu, 2011) <ladiwall (e dlEl cllad clasdl pneumoniae

A 8l Ly gl 8 a5 Cilaliee b Guial) 3 LY w5 Nosocomial Infections
o Aaaa s auly galle LI 3 gd 1A A LS sl s (a5 Ll Jladiy
@ sl Cliladl (e 3,08 de gaae Cilastil Lgiallas 35y h)sha s Cllal)
Gl s il s lailb &y Glulu SO Gl Glabcas de gaae Lein Leadle
llay) dallad Wals 45 pall Gililiadl Gletiul WS (Sidjabat,2011) <biflsi <
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AESYUL iy lalian (e ol g cada Jilad e 5 )0l 3y il G el e ddal) salad)
Clay 1Y Lalll] cann alSLsisa s Clainly Sy Sl ) son sl 5 Cllusdl b Loy

.(Hirsch and Tam, 2010) Klebsiella pneumonia carbapenemases
Proteus mirabilis L. 2-1-10-2-1

O ol okl Gl S daal Al dopal Gluac L LT o Caag
OV LS &l ol 2580 e A8 jaay sia g Sile (10.6-0.6) Ledsh 5 e Sile (0.3 - 0.1)

bl sVl e s 5iai A (Fimberiae) deldse Ao (s sint s 4 gl 45 S Ly iS4 539
O s el i € 5] Aaiia ¢ sl w 3Y Aatie ¢ S V) Gasdl dlls ¢ (Flagellage )

(Methyl red) Jiall jes) pasdl 2o 505 kligler iron agar Jawy e e sai 2ie H2S
xe (Phenyl Pyruvic acid) ¢nsSi LdSal @l (Vogus Proskaur) oasdl ddla
Phenylalanine ~ )z e sicYL (Phenylalaning) e s sts lavs Ao Lt
LS sy Sl asdl 4 se oS35 (Greenwood et al.,2002 ) deaminase
L L iS5 Ol perine g5 «Povulgaris g sl lacle J sl Ll Lasd  dasd cilliiall
S e DS e Ll e 5O S e ek aaal (S5 5Sle ST o s el il ol
; (Abbott, et (Corker, et al., 2000)4 s lgm 55 Hliasi s 5 SVl 5 55 Sudl g 5 S 1<)

al., 2007)

4 snall sl & (Normal flora) (osdall canill (e e 3o L3S0 038 0 S (e 2 )l e
A Alal a5 O) oSaadl (e OS] slanal) (alaliBl A sl Dy 5K £ gl 3L pa
L)l LS sl (Kearns etal.,2010) aed) Jiin Lavie callall 8 delidl dwmia
bl kg ye (8 oy die Gllal) e | S cund 68 131 (Opportunistic)
.(Masson et al., 2009) 4l sl clllisall zads
Escherichia coli 4! il 48 &Y L 5 3-1-10-2-1

(A3 al g Arsal Al Slae 4 s aphall & E.cOli Al 4,800 LS o i
slaal & Commensals 4dxie L3S a5 Enterobacteriaceae sl dlile )
Aokl LS ) Jeadiy dnlaad) o sally colaall g el il (8 aa g8 LS (ol gaall 5 lusty)
¢ Al 5l el s <Diarrhea Je¥IS Glaidl Ll el s «Opportumstic
.(Guentzel, 2010) 45! jiall iy sll 3 5 Meningitis Ll gl 5
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22 el g il g dadial Js¥ Juail)
O 780 e K e Agsaally lesd JSY) D jall Gluwdl (e Eccoli 2
e 451 5 7.85 oo Ayl oo LSl o2 (Wojnicz, 2007) dd sl ellbudl (5 52c

, (Su, et al., 2008) M sl Jo il L€l addiaadl 8 4 gl cllldl (5 50

(UPEC) 4l sal dpum alls Pl 4aniaic Tucmumiia b 5] jum Jol s cllics  E.coli ¥
Aalladl) A glia 5 A sl Ay Hledall LAATL Ledals ) dliw g o585 ) E.coli Uroepithelil cell
Aaine el B3 3 5 (Haemolysin caY sasdl a 33l U ¢ Gl Juan A L pSll 4306

.(Emody,et al.,2003)4 sl

o) sin) Lgia 55l pall Jal sall (pe dyandl LSO A 25y E.CONT LiSs 4nal o) s ()
Loayl euiiy ddadadll o) Lipopolysaccaride osall saxie &l jued Ao s 5lal) lasl)
e uabudl b Jalxh g heat labile 300 sl 446 e oS5 Al (B) SI(K) aaieell
SIX Thermo stabile 3, sl i & sl (O) g.q.....;l\ Aaieall @ Al Alatua
ol Basasall Jalgall aal as ¢ 5all Cull (F) aiadll ) laa¥l e sioall oda ellia
& 053\ G fimbriae , Glail¥) sliae Lgale llay 3 31 (e ddlida ¢ ) 53] ¢ A mlas
558 e ¢ Al Aflal Cailla g L) (5 a8 el Caila ) ¢ Jiladl 48 o e 3lailV)
(Emody, et al., 2003)Jilall zeasi

Nie dald Glad) e paadl B aals fimbrige  SlailV) slacl Al jo cubas
A pall 5380 5 ¢ BLaTY) sliae ) MRl Aiaal (pfialill @l 50y 1998, ale

agual 3y (558 Bl ) L) S fimbriae = Glail¥) Jal s (pe Adlise 1 5if @llia () 2a

G Glail¥) gme (o dua Al )3 A P-fimbriae , Jie ¢ Jsdl Seall E.coli
Ae gana b g B Jial dpia 3,85 sk oo Sl LA sl 6 () cusadhesine
D e A3 EccOlil 0 A3e257 Ao dulall o i 35 Pap 5l Prs <l (e
clsw llXS(Kaczmarek, et al., 2012) LSl ) Sie g ala 43l Qlgill ubias (i
Jeall dm pedl Eccoli ilis dglisidl F1C fimbrial, S Fimbrial Glaily) slac

.(Mladin, et al., 2009) ! s
(The pap gene lele Gl clinldl (e de gane lia &) 2y 5 AT daia Al 0 g
Al L) sl o 5 P-fimbriae—l 4 sl LAY @il e 4 i) acluster)
GLIAL | gl e ju ST ¢ dal ) e b8 SS) AL maall IS cilial) Gl
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22 el g il g dadial Js¥ Juail)
Azl pal (85 ety deula shd a0 LGl Ll claall e 4 ,nSll LAl sl
L a fimbriae Gl slac Y E.coli &l ol 5 ¢s a8l Il (i sl 4l E coi
(Sakran, et dbal il dlaind 83k 3y GLeddl J sl (5 sl (8 (5 iSol) il bl

.al., 2003)
Pseudomonas putida bis: 4-1-10-2-1

ilil) wdand 5 olaall s 453 8 GlSa S 8 i Pseudomonas s (s LSl
A Wl G gadill e Wiss ) soallall ol aa i Al el eyl
1 Jely (Oberhardt,2008) Mal) el oo sity Wlud 485 12a & 5 «(Perkins,2010)
calite o il £l many Laa ¢ Ana¥) Glay BY) (e Gl Wb LS e g il
(WU,2011) sbaall 5 &y 5illy Ayl o) gall Glld i Loy ¢ Y Laall

il iy A s ) saal (Al e el (e g sl 138 YD (e sl J e A
Oe sl Al A Y 3 el 8 Waa ) s 5,00 P, putida bt 3 (s saad)
a3V Jaas neutropenia, oo Oste ol Gl Jie ¢ delidl Cia
sy A (e A pall Glbiadll Gaed daglie @Y Jall alre ek (Erol,2014)0Ua
5 (Molina,2014) 4 sl Glabiaall daglia Jal se 5ads Al Sliall Aldal) Glase j3Ul
.(Y08hino,2011 )bl iy & (Al dads S ) Lelss oSy
4 pal) ALilall 5 g) uial) Jal & 2-10-2-1
Curli specific gene (CsgA) 1-2-10-2-1

Lol e L OV Leadn Gl 2l G e g5 s Curli osise
e did sy Glaane bl GUT Gy shal) pailad o (Barnhart, 2006)4 sl
AN aainall @b 3 3a3 e oda Jaad 4 je s s Sl G ALE pe 5 Ll
Aallall U Sl A gaall 40 V) 38 st (Chapman, 2002) & sall 40 Y1 (S5 A (pa
LS ancd Ciliall y sauSUl aleadl (o Lepany Laacizs 4 (4 Juall J JlexiaVl
) AY Lall L2 W) 5 Curli ekl ¢ 4Dl e oy lall 8 slall ad e cla)
(Van Gerven, <lis Sl llcassy abaall o030 delid) 4aiu¥) (e I8
((Tursi, 2018) csg DEFG s csg BAC Jale« (ldle ddaul 5y 5l Curli <l 2015)
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Fimbriae 2-2-10-2-1

Alliad 4,000 LAY mlaw o 2 Ay sha dplad 4 paddsn doisis p JSd 0 B le
¢ Al daw (e e 4,880 LIAN aaaall slailyl 8 Jaaty daaY (ailadFimbriae
Grob e el And) leninl 8 Liga 1) 50 2803 pailiadl) oda Caali Aduadll a0y
5] Apa padl) s3a 20a3 Zdaadl) LAY (e dima 53] 3 3353 sall LAl 2350 Lol )
(Krogfelt, 1991)L Sl o paxind Gare g 515 (o IS
Cluaadl o2 "G S "adt e G L) A e "fimbriae” 4K Sl
St iad ) Aasd) A e (S s il anl Wl eal) Ly Le Wlledaadl)
"fimbriae" glhas &) (e a2 ) Je ¢ kil Jleain¥) 2 ppallaad) SIS 4 jad Aoy
43 L) & "pili” glhaasll & Y1 ¢ A8 claall ) 5L e b ST IS oy
(Schmidt,1994) 4awiall Claald) b Gl 4
O-antigen (O-polysaccharide) 3-2-10-2-1

¢ 3o Sl b Sl e il 2o (e OsSe saddsr o Boke s ¢ O SLSA sasia
(Merino,2016)\liide s by Suall (30 Azl 5 Ao gane o WA 7 (A 2 (0 ge IS 250 50
aloadl Al Ly Sl 8 4plal) mhas g 535 8 j0S IS Qs asluy ¢ GV (e 38 8
Lasi jal sy 55l i Jale Uyl 5 5 (Wang,2010) sl 4la 3 40050 5 je 5 Lae «
GsSE (A LSl BN i) ¢ gapadll 4a s e (Caboni,2015) Sl pal kYl
ol &5 5 ¢ al padl Al LSl e ) ae eadd) sl Zadail Wlul O aaie
) CEEas b deadiiee Ayl Blal g ¢ VDL Caial 8 D) il Sa aal aalS Lgle
.(Qian,2018) Sl zusall

Ol (o s g (gm0 9 S ansa (B ale JS03 O e Cad 5 A ) iliall aan
ale JSG cliall sda Caiai 24y O (O-AGC). 2aine Gl Ao gane Laa 5 ¢ liall (4
iy Aaldll Gl Sl duag IS ol S e el Clis g ) Clid 6 )
33aa a5 O-Unit Sleeady s )l glycosyltransferase <lia ¢ 2ol @l Kl
san o)) JEBY O-unit daliee cilin 5 ¢ Lein ane Uali ) al g g ¢ dliinaall g daiilall ey (Sl
.(Liu,2008)s <!l s O
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Capsular polysaccharide k- antigen 4-2-10-2-1

JSE L Glle Al 1Y) (e dal s de sanad AN o o sasnse JSLn &
O Bodlall clelall 8 hawgll ool L Wl o8 Julls ¢ Adall d lall ddal
Clue o paell daga 350 pa dalse L liie) & ¢ COleldll o s Ledin g Ly Syl
aie L) e (EPS) 4lal zola 4ouSll ciy Sl caial (S g8l Gl Y
iy Uals )l iy Sl dasi 5 Cus «Capsular Polysaccharides CPS (aiadll cily Sl
Coay ARG 8L IS5 S das p Gua ¢ Aa ) S a0 ¢ AR mlany
Sl jelae Jamy Lae ¢ AAN e CPS (@) (Sar Cun JISEY) 28 G Sl
.(Roberts,1996)4x 31

Lollle ela 795 ga ST e (g gind cuda il dle iy ja g 3 ke dpdataall iy S0l
Toosmall ol ad ghadl) iy had el dpaalocl) ild jall (5 5l e LSl AR lany Jagi i
OS5 O) S Ailie Blupe aga g ade Alla 8 AN Lasi 5 98 CPS pam &) (e a2 ) e
Aalal S (e B Ke Auilatie e ddlatie G el g Le) A gl Gl S s
sadaiall oS 5 yuel) Cle sena &L 28 glycosidic linkages s das e 5 Sia
OSan ¢« Sl s « glycosidic linkages a1 ¢ 55 8 il Sl galal IS Jala 32 s 5al)
CPS g5l 0 onS S £ 581 ) (525 Laae ¢ iy Sl (e 230 (sl G S gl
(Whitfield,2013)
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Jard) il ke g 3 gall A Juaidl

Jaadl (5l sa g 3l gall: (AL Juail)

s Alaniaial) 3 gall g 5 3gaY) 1-2

sLed datiaall syl g Alantiosal) <l gaY1 g 5 3eaY) 1-1-2
(1-2) Jsaall 8 <l 0¥ 53 36aY) e o

L datiaal) s Hil) 5 dasdiinaal) 4 pidal) 5 32 (1-2) Jsaad

Lawdll Jriad) i< L3l 3 ey
China Xinel EDTA sl
China Als (Gel tube) Ja sl
Germany memmert (Refrigerator) 434
USA Biomerieux VITEK 2 J>
UK Cleaver G598 Al Aol g LAl Hlelal Slea
scientific Al
(UV transilluminator)
USA Multigene @Al sl lea
( Thermo cycler apparatus)
Japan Kokvsan (Centrifuge) S el 3kl Slea
Korea Lab Tech Adludl dagiiall (53 7 el Slea
(Magnetic Stirrer with hot plate)
Germany | Hermle Labnet | (Cooling 2l s 3S sall 2kl Slea
centrifuge)
Germany Memmert (Incubator) 4vals
Germany Julabo (Water bath) ol ples
USA Biotek ELISA reader ) ¥ ¢5 )
Korea Lab Tech (Water Distillator) i sl Jlea
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Jaad) (51 ka9 31 gall A Jaadl
Italy Roma MB (Vortex )zl
Germany Humapette (Micropipette ) 4d8all Slalall
100-1000 pL
China Dragonlab (Micropipette )aadall cibalall
0.5-10 uL
China Nikon (Microscope) s g
Belgium Consort (Power supply ) 48Uall 25 3
USA Genex (Autoclave) saa’e
Germany Sartorius (Sensitive Balance) g o)y
Jeio Tech/Korea Laminar flow ) >sbb s
(cabinet
UK Cleaver beSl Jaa il 3as
Scientific ( Gel Electrophoresis)
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Jeadl il g 3 gall S Suadl

s L daiiaall @ilS i) g aa) ol Slariadd) 13 3 gal) 2-1-2

aa ol Jlariaa) < ) gall :2-2 Jgaad)

sLiall daiiaall 48 Ll 3alall
Jordan Afco-Dipo (Petri dishes) 4.S:iu3l 3Lkl
England Sigma Eppendrof ) <o il <)
(tubes
Jordan Afco-Dipo axa (tubes) 4 s i)
J«10
England Sterellin Ltd Tips uaeall il
China Sail Brand (slides) duals ) dsy 1
China Sail Brand Cover dala)day i el
(slides)
England BDH Sl (L ols Parafilm
China HDA (Cotton ) b hd
Malaysia Broche (Latex Gloves) dhlae <l
Jordan Afco-Dipo Sterilized ) 4xiza (flaa
(needles
Jordan Afco-Dipo SWabs ) deire dyidad Cilaisa
(Sterilized cotton
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Jeadl il g 3 gall

‘f't;ﬁ\ Juadl)

1A gl gl 5 Anileassl) 3 gall 3-1-2

(3-2) Jsaadl 8 issa L s Al 2l o3 8 Aariiineall g s) il 5 2iliasSl ) 5ol

4 gl 5 dailaassh) 2 gal) (3-2) Jg>

Liiall A< il 3l gall
Korea Intron (Agarose) s \sY!
Netherland J.T.Baker (CoHs0H ) Gllaa J 554
(Absolute ethanol)
Korea Primer Primer(csgA) -k
RV Bio-Basic GBu0Y) J 5 ga s il
South Korea Intron Lall ol
DNA Ladder (100-1500 pb)
Korea Intron Red safe 4xua
England Bioblabs Jreaidina
(DNA Loading dye)
Oman AFCO (Gram stain) @l & 4aua
Korea Favorgen Lall (a3ladiul 3ac
India CDH (Glycerol) Js_suls
Canada Bio basic Lysozyme a5 ¥
USA Promega oSe yisle Green master mex
Canada Bio basic plaiall Jslaa

(Tris-Borate EDTA buffe)
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Jeadl il g 3 gall

‘f't;ﬁ\ Juadl)

4o )30 blugd) 4-1-2

(4-2) Jsand) 8 dai ge Ladie s Al Hall o2 & dexiinall e ) 311 s Y

Lo 5N Bl g¥) 1(4-2) s

Lol daiiadl A<, Jae 30 Jalu oY)
France Biotech adll S dau g
France Biotech S sSlall T L

India Humedia ¢ laall s el & gdia Jass

Jald)

Interleukin ELISA Kits (Elabscience/Usa) 13 ¢S sl il 325 5-1-2

)Y S gl D) Bae il g%a 1(5-2) st

oo Jralail) paiall

a'8-2 Je6 A G5 SN Jslaa
(Chromogen Solution A)

~8-2 J<6 B G 50 8N J sl
(Chromogen Solution B)

a8-2 J<6 ( Stop Solution) <& 55 J sl~e

RT FHN Closure plate ) @de¥) da 4l sLie

(membrane

»8-2 Je6 okl HRP adls
(HRP-Conjugate reagent)

~8-2 dma] Micro ELISA Stripplate

~8-2 J«6 (Sample diluent)idsss e
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Jaadl 3l ha g 3l gall S Guail)
RT 1 (Sealed bags )i sise (LS|
~8-2 J«1.5 (Standard diluent) «Lall Caisa
~'8-2 J<0.5 (Stander) Ll J sl
R.T 1 (User manual) Jueaiw) i
~8-2 (30X)J«20 (wash solution) Jwe Jslas
s 6-1-2

(LsS) intron dass) grd) Al ol (P Aediiuall (53] gl aaiial &

A jal) oda (B dadiiceal) Al Y1 31 gal) (e iiall ana g Juabeai g Gaad) anad (6-2)J 93>

(bp)
(Silva 178 bp ATCTGACCCAACGTGGCTTCG | Forward
etal., GATGAGCGGTCGCGTTGT | Reverse | CsgA
2013). TACC
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Jeadl il g 3 gall

‘f't;ﬁ\ Juadl)

9530 Gaaal) (aMAiu) ie 7-1-2

O alli (3,85 5091 sasiall <Y )« DNA GenElute dse siad) b iSull / Lespu)ae

- Al Cadl &)
LAY (e DNA oaMAiul) B il gSar(7-2)d 52
oAl FIRS] sl <)
Room temperature J«20 Gram g 4aa 5o Jlad CallS
(positive lysis
Solution)
J«20 T Jlas alls
(Lysis solution T)
J«20 C Ji Jglaa
(Lysis solution c)
J«50 1 Jue Jslaa
(Wash solution 1)
Js20 Se due Jslae
(Wash solution Concentrate)
J«35 ol Jslaa
(Elution solution)
(10 mM Tris-Hcl, 0.5 mM
EDTA, PH 9.0)
J<60 (Column 2seall juas’ Calls
preparation Solution)
axLe3x10 K i g 3 o 3
(Proteinase K)
Je1.7 RNase A —i\s
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Jeadl il g 3 gall

‘f't;ﬁ\ Juadl)

70

Gy (8 5551 Gaeal) by ) saec]
GenElute Nucleic
Acid Binding columns

in tube

70x3 JS

0.2 4 paeat i)
capacity Collection tubes

| siladl /PCR Master Mix (Bio-lab) (S siula g e <l gSa 8-1-2

Suadeaial) 3 palil) Jo Ui 8 axdiuall Master Mix (uSe jiula g ja <l gSa:(8-2)d s>

QoA

JYORA]

-20°C

Tag DNA polymerase

DNTP (mixture)

Reaction buffer

Loading dye and stabilizer
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Jeadl il g 3 gall S Suadl

420l aranali 9-1-2

2004l &5y slaal) | 55 5l daaliall clgdl) (ia all

e.ﬂ\ ] [ J\de\ ]

Gﬂel Tube serume e Al )l
o) dE 8 Jlexiudl S Sl ST 5 aall S|
‘
~ ™ (e e G )
e e a1l Jlentinlly i)
IL-10 el paad
IL-17 el eyl
CD4 Uy
CD20 l
Ceall e sl
JeainblCsgA
PCR
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Jaadl 3l ha g 3l gall S Guail)
Methods Jaad! 4k 2-2
Sample collection <lial) aaa 1-2-2

s oeloa ol Afiue g Apagleill( a3l 4gle) Gpealdl ALY Al (e Cligall Ciren
G (& Qi) mags 2021 et 2020 J5Y) OIS e saall IR 63 S
Sheelys slanalls s 50 dualiall Qleil) (oam o o 1Al 5 o2 lise e el g Al )
Glie G opdaaly Al Galely diade palal sl e dlaiind a5 (81-19) o
elaal
pdll Gl 1-1-2-2

daira GAlas Jlaninly G ye S (e sl pall e Ja 5 38T 511

il giese ) o o gl slawal 5 (o pall (g pall Ao (0 Ja 2 g o -2
IL10,1L17,CD20,CD4

48 al) ) s Aa 0 die 4883 20 saal S yig Sl gl (b aall e e e 3 s 3 -3
G233 ol g ¢ Jaaal) ganil 3183 10 32ad A3E 35553 3000 2ie a5V 3 jla a3 &3 ¢ Lalail
ety sl 20-4a o die (areadll) AaDE 3 Jaadll

SN clie 2-1-2-2
STl s e diall g5 2 o e IS (e Aare ) (B D)oY e e (5-3) e 4
Aol 24 50 Lgiilian 5 dalne dila Jlaxinly b shid aia s (3 yb oo (S5 sSWal ST Jas g 5 )
&5 dae 535 A jeaal) (ailiadl) e Talaiel L S0 J e a3 Dlasl axy 4 s 3 53 37 ie

Vitek lild sl dac) o0 by 51 e o jail)

Onlaal) 381 5 elanal1 ol Y G 4 5aall ) (e cpe 36 pal &3 ¢ Adlall Al &
Crfie gana (G orm yal) apnil o Eua ¢ aguadll (el (Ul 5 ¢ (5550 Jealial) il
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Jard) il ke g 3 gall A Juaidl
SN gl judast 2.2.2

Antiaall 48 HAl Clalal Cava W jaaad o5 5 (4-2) Jsaadl (8 Lilugl) paeas (a0 o

& Ll il Sall s IS Gy s pSaadl 058 Jleniad 5l lall b el Sall 43

s Y Ll g Ala b s 5h Gkl 5 ¢ Ay g A 50 [2] 2ie agiil) 55k (e ails gl agiad

da 5237 die Ll ol cppan i 88 eUasll Jads (3 el Jaile g Alls & dadae 43 5l o)
.( Mac Faddin,2000) sl Gleal de b 24 3201 4, 5

LoatSal) aaas 32222
sy s gdaal) iy il 1-3-2-2

awwe:\jduhﬂ\ju)m}d&ﬂ\QAL}AQMQM\UAJLAAJ\&JJJ@
LAS:LJ)’_”M&]J}‘e\ﬁmwm‘fﬂ\)@d\dw&gsw\uq&uﬂﬁhb
liad) g LAY JIS

2\31‘99;.“ 91%@53\ <l JLdaN 2-3-2-2

Shields et ¢Pelczar et al.,1986) - & 5 L il aanil 4y goall claas€ll liial) o) ja
(al.,2010

(a4 iSH B jeatiie e LAY 1 (5 a) i(catalase test) Sl sl -]
R Aals ) Al e %3 G sl 2S5 0 CRES 5 g del (24-18)
sl syl e Ji clel@ll | sela

dcls (24-18) e 40K 3 yaxiue Ju o3 : (OXidase test) wamSsY) lid) -2
S e 3okl Ll il s mad 5 A8 ) (Stick) pde (88 25 ddaul
iy Galall ol Gl 5 peatisall (o Jgad o () alSEaY) re ¢ pa0S 0V
oandll Al e
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Jaad) (51 ka9 31 gall A Jaadl
b guaall Vitek-2aladl Jlariaily L pisal) o G ail) 3-3-2-2

O yanivsall (o GBS 230 pan Al Axiaall A8 il dpa gl B8y 6 S Glaadl juiasd o
Gl (B plaa oale Jglan e o 3 (8 Lelilat g Ll &5 el 24 5l Blaie 485 & ) 3 (e
obie Jlesinly XY 586 0.5 ) 3)sSall Jaai a3 ae 75 X 12 (Gasied ) el jLal
Vitek -2k grias plai a0 GN-ID (A Galatl) (ud Jlarial o3 Densi-chek samall 3 Sall
Karagoz et Yl Glle il aa vitek-2 2,6 ) GN-ID <l Jans 3 ¢ 153l
(al.,2015
¢354 paaall padidiul 4-2-2

die g laall Jilu Jans s 8 ail) i) g 30 (e a ms a5 ST (5 953 rmea) DA o
GenElute Bacterial Sigma- -« suall DNA (=3aiul sae Jlarinls ¢ 450 4a )2 37
.USA

353 paeall (adAiu) 43yl 1-4-2-2

Nutrient Jildl (g3l Ja s 3 A1y jaall L Sl ) il aen (g0 Y e dpali o ]
@IS & g 3all e e 1.5 s 4595 37 5 )l s ds 3 4l 20 5241 Broth
Lo oail ) A g el

sl (4882 /55213000 Fe et 58S £ 55 5al ¢3S se 2ok e a2
o8 Waans LAY CilE 3 ¢ Lgia 330 o 3adl Jush 3 LOIAN e i 5as) 5 da
5ol daun @l Geadl ¢S Taa Cin 3h &5 FATG Jstae 0o il 200
Al

A el o i 3h &5 LAY Glae N FABG Jslae ol 200 sl 3
Jad Jal e Sl slealdl 8 G318y jdie 3aal ©5 70 3)) ) Aaju el (uas
AR
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Jeadl il g 3 gall S Suadl

osed 33 a7z 3 a3 LAY 3lae I RNase myl oesids S 5 il 4
RNA 2l g5l Gaeall @l ja apdaadl 3318

5 dgn G 13 Tan can 3% 25 Gllaall Y1 G Pl 200 Cisal 5

450l Jals FABG Column Lilill e & glall &y 5l pm g o3 a0 dgn (0 .6
Jaly ALl AliLaV) aa o 5SSl S o3 S5(Collection tube) g
/6,353) 13000 Ae s WIAY Glaal (538 s 2k dlee cy AT 5 ilal) 4 50
LN DNA (s dostd) sl 3 entdl 30 o3l 3 205 30 54 (48
. el s dalle g Al a5y aa Ay Sl

B30 52l (58 ye 2k ulee syl 2 WL Jussd) slae sl 600 sl 7
280 e paladl) o5

Jsliy) o Glaall Wash buffer S dusdl Jslae e pl 400 —ann 8
52al (422 /5, 53) 13000 Ao o g jall (58 0 2k el sa) b el ¢sllaal)
4B 30

& Jull Ll (e paldill o5 aaa g iy Aypuil Jaly Al Lyl gy 239
o 70 G Al aleall b il Gaaadl Elution stse g 100 sl
Gl o DU 8 lac) Jal (e AL GiEAl CS g il &l ) (538 Baa]
Al e Ay iSOl Al DNA ol )

Blia ) oy Sl Ay sl (e paladl) @ 3 6 Bad 5 3 e 35k Aalee il 10
Gl e 20- 5,0a Aaon o G335 DNA e dpslall g a4 il

. Jlaatinay!
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Jeadl il g 3 gall S Suadl

Polymerase chain ) Judediall 8 jall) Jo Uil Jlariuly CsgA (i (5 idsl) 2-4-2-2
:( reaction PCR

: (Stock Primers ) ¢niadl okl Jslaa judaad-A

Lr‘LG—“)"S‘):L_A:‘ d)@}ﬂﬁ)@éﬂ\&&)ﬂ\&wmgd\ﬂ\ d)l;.a)a};
S gual 2 20-5)) s 4a )y Jaés 25 100picomoles\ul

:(PCR Assay) b aldll Jeldi ¢) ja) -B

ldg e il o )\d e S 10 S )% deatia JSA4 5 (g3l IS Jgdaa juant o

(Ll (a5 S 90 ) Sl e SIS 5ol IS (a0 Jstandl (e sl 55 10 el

O 8 Jlexin¥) al B 8 1aad s Tam = 525 «(free nuclease water ) s:¥) kil
2 20 A0 b (s sl A Al Jllaal) cudadd

(9-2)d 522l s PCR ) (3 4 il JSUASY1 ) gl d8lizal 3

Csg Aczall Judadiall 5 jaldl Jolii b Jaxiuall PCR tube qusl ) ALl 3) gall:(9-2 )Jsaall

(Sl g Silayiast) S A i Sl
3 - (DNA sample) DNA 4ic
1 10pM/pl (Primer F) F ol
1 10puM/pl (PrimerR)R bl
7.5 - Nuclease free ) <t oYl g 5 3ie sla
(water
12,5 (Master Mix) usSe yinle
25 = (Total volume) Sl aas

1Y Jsand) B LS PCRA e A 2 o8
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Jaad) (51 ka9 31 gall A Jaadl
CSg A call Al pal oda b Jartiesal) Juduiiall 5 jalil) Jolili Jlga (B aduail) pliaglz(10-2) Jgaad)
i lanl) 3 g-dadl)

L El DNA 2 (Y fall 27 94 5 51 s da 50 2ie 4885 2 3o 3aa) 5350 1

s il 390 30

.G DNA gesal o794 3 ) ja 4a o ie 436 20 A 2
. lal DNA Jsal sl bLs )Y 2762.6 301 da o xie 4336 20 B
 3das yall foa) gall ATLY &7 72 3 ) s da o xie 405 30 C

Aoy pa Al Aaind 2° 72 3 ) ja da yo e (338y (5) 32l Baal 53 ) 50 3
. caclaidl DNA

: (Gel Electrophoresis) a3 4 kSl Jas il 3-4-2-2
Intron Biotechnology 4S i (s e 3 el el culesins) : Red safe 4apa o
:05 X TBE buffer _saai e

TBE buffer o sill50 I hadl eld) (e sille 950 ddlcal cuad
[0.5X manil 3 jeaall 4S il Cilaglat canesy (10X) S 5%

2 %0.85:8 55 S90Sy dA judaali 4-4-2-2

da gidall Cal LY (e o caall dina o dria ga 8 aal) QS5 e g g o
el pea dapa (e ale 0.5 2 250 ¢ 0.8 <l 581 38 5 AS jate Sl sn uall Al
L 5 4883 20 3l llia Jal) G GG SIS Ll s caall djina 8 caa g ¢ Al

Auledl) bl g0 (i 25 Al Taiall A1) 3) Caas ¢ Ladag

s i Jall Ahatl G gall ¢ 33l Al Cusi X TBE 0.5 ¢ode A)lall 28 2 i
Ajle da e A dal
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Jeadl il g 3 gall S Suadl

anal) sl s 1a i) i Juaal) Jslae (e Je 2 e s Sae 10 s ial) e o
4485 20 32al (g8 70) 2l Bt elaall (3Me) a3 Aball aa ()58l ana AaDlaS (5551l
G ol e WL Gl 5 (PCR i) 48 30 5 (gl sl paeal)

.(Sambrook et al.,1989) el e a5 2235 ¢ld ) ) J 53 ga 950l

S5y 25 3 padidl (368 A3 translluminator Jes 2 Agarose a3 swai &
B8 a5V Jlea 35 translluminator Sles (58 agarose o gy o Sis Al
8y Ll 5 5 ¢yl 51 254 daadial) (308 A3 Jall i e ad Q¢ il

CD s «lis sl A (ELISA) a5Vl b jal) olial) paadl) oY oS g3 g 9 5-2-2

:markers

5 3ae Jlexinl &5 ¢ Juaal) e 3 CD20 5 CD4 5 1L-17 5 1L-10 oo <aisl
T Aalial 2,

aany dale o ¢ Yl Bmia il ol Jlad) caisy ;ocadsdl) Jglaa ]
C O iy Gl JS ¢ Tan Rgaeall Aadiall e sl JS e s SIS0
i sde sl

40 ¢ siall Clie 4 ¢ b aSad janS e Y ) jia & i Microelisa a5l (4 2
addll Jale) il )Sle 10 due 5 sl alaiall Jslaall die ddli) caai | il Sae
Caddl) Sell ae s Lala jisll jlas Guad 50 U e Sliall Jrasd &5 (5 58

e Y da 5l oLk e side 32y °C 37 die 4383 30 (s iilasl) 3

(48 35,5220 596 150 30) Lkl elally 3 jall Gl Cilaia Cabdi sl 4

O il Juaall J slaey Aied 22 g audaig ¢ (B Y) da ) oLie Aling £ 50 1danad) 5
e 5 Juall dplee )58 A0 30 3aal dal 1 2xy Jrsed) J las

SO RSl jea clLL jis SV HRP-Conjugate «edlS (e jil s Sae 50 caai 6

3 55hall 8 mnge 8 LS dilaal) 7

5shdll b mase o LS Juall 8
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Jeadl il g 3 gall S Suadl

Jslae e Jil5,800 50 5 A Censes S Jolae e yilg S 50 i ccplill 9
15 8aal 43 5ie da 50 37 die Lghuma 25 (38 0 el e Ledalai ¢ jia JSIB (pa 505 S
sl el o gl Gt ) amy 5 A8

o O g Jelal) LY i ISV @il Jolae (e 5 580 50 anal 6ledY110
oY) N G35 e il )

Aad Ot oy il g )Sae A sl (8 Jlaaiuly yiasili 450 220.D. Apabiaia¥) 15,11
22y 4883 15 Gt b pandll el pa) s e L) e A2 )l sl a1 OD
i il 4l

Huany) Julail 32

« SPSS) Ao laiall o slall dna jall Abian ) & jal) Jlasinly Flan ) Jilatll o) ]
sl ¢l 5al (Mean + S.E) (gobene tad sbdanall )JS i) (i je o522 sl
Aldl) Aigall T Hlia) Jlenialy (558 sl (5 sinsall I ot ) i il 46 jaal iliany)
P <0.001 =3 **P <0.01 25 *) b sl o Jaia¥) iy sinse () 8 ,LEY) el
.(Newman et al., 1997) ( P <0.0001 (a5 *** 4
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Results & Discussion



daBlial g gl Y Jaadl)
(Results and Discussion) 4&liall g guiliil) ;&) Juadly
saad) g pudad) G cliad) asalaa 558 1-3

2 (558l dealiall Qi (ia e A 55 (Ol als a)die 75 Je Jganll o
ST Ailadl A Al 4 elaa¥) (alals die 20 ¢ paitall caphll (8 (e agaandld
(1-3)d 520 3 LS aial

i) G alaa ) Gliad) @565 :1-3 Jgsa

o) ligall 22e e ganadl
S Y
7 13 20 elaal
1 22 23 A e g
6 26 32 Bic sana
14 61 75 & sanall

dsas e sl s dsag) gl il Lo el Giie sena ) i sall Clise Cuand
U2 o e Ble sene ¢ 4,060 Ala) ge (e A de sene ¢ Be 5l el sV s
(2-3) sl o 4y 558, 4l

4 pend) Gl s el ) ciliad) &35 2-3 Jaa

4 yeal) ladl) Gliel) 22e aalaall
(81-61) (60-40) (39-19)
2 7 11 20 elaal
5 12 6 23 A de sana
6 20 6 32 Bic saxs
13 39 23 75 g sanall
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Aial) g il G Juadl
LAl e caasl) 2-3
Vitek-2 Jleaialy Lsisdd) o 3o (anddd 1-2-3

Lila T L) 64 ae GN/ID 48Uay g grada T alkas ddassl g3 Gy 53S0 A 3adl o (el o3
3-3 Jgandl o (1Gaal) Cilebu 8-2 any il pass 23 |y s

Sl 3 5 LS £ 5 s 3-3 Jsa

%o saall Al Y ol sae Ll g 5
26.08% 6 Escherichia coli
4.34% 1 Klebsiella pneumonia
4.34% 1 Proteus mirabilis
21.74% 5 Pseudomonas putida
4.34% 1 Pseudomonas fluorescens
4.34% 1 Acinetobacter baumannii
17.4% 4 Staphylococcus haemolyticus
17.4% 4 Staphylococcus epidermidis
99.9% 23 g el

Llal pa (o all} 5550 daaliall Qi) (a0 (0 9%73.33 Adladl Al all &
ael palad¥) s 1 £(B Ao sans) 4 S Ala) ()90 (i e s (A e gane) 4 S
(YIS e 35 Al sl lilsall gl

Klebsiella pneumonia 4w ¢ 26.08% (6) Escherichia coli 4w §)
Pseudomonas putida ¢« 4.34% (1)Proteus mirabilis 4xi¢4.34%(1)
Acinetobacter «  4.34%(1)  Pseudomonas  fluorescens21.74%(5)
¢ 17.4%(4) Staphylococcus haemolyticus4.34%(1) baumannii
. 17.4% (4)Staphylococcus epidermidis

aainall (8 e gd LSl o) gl ST e Al elllad) Gl s
Allaall (5 g30 (5585 Agiala g sl iy 5 Cla 985 (g G silay ¥ (Rl AV L il
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458 g & sl U Saadl)
g5 shal e Escherichia coli s LSl ) s LSl s cale JSa 32 530 440 )
(Foxman 2010, Bien; Sokolova et al., 2012; <Yl oda Jie cpnd Al L 5S4l
Cbaal) (e S A 5 D) Al all 8 Gilas Lo xe sl iy Manges 2016)
LS o)l e 4l Adlad) Al ) ol cava S Al S S 5 L A o3¢
Joaliall gl m pe (M 488 ye il bl oda s JBY) Ll i Al 5 AN
e 05ty 158 Jualiall Gl o e Gl &) Cus VS (0 S0 A (g 55
S| ‘;_ﬂ\j dal Hal) oda =@ & WS Escherichia coli LSy 4 4Kl allay!
(Jacobsen, Stickler et al., 2008; Ebringer and Rashid <Al <lul 0 J8 (1

. 2014)

Escherichia Jie dualiall Qledl] (s ye pe danial 5 4 88 Clilba) ekl LS
(Wilson, Thakore et al. 4wy < ekl WS Proteus mirabilis LsiSs coli
O o2 e Proteus mirabilis siS: J 6 xS Lelie Llatiu) dllia {f aS) 1997)
Lesial el 25 138 5 VAl 220 Cum (e B il lal) 8 Lt () Alal) A )
GAY &5 e &Yl 3yl

Pseudomonas << 5 9%4.34 Pseudomonas putida by dlay! 4 &)

o2 (& (5l dualiall Qi) (i jar Gubiadll (s sl 9621.74  fluorescens

(Madhavan, Fishr et al. LSl a2 Jje 3 s al clul jo e i) 3 5 4l all
1973; Cuchacovich, Japa et al., 2002)

Cletl) gia el 481 0 ilS Ly S (e 5 AT o153 @llia §) Adall A all gy SIS
Staphylococcus <« 4.34% Acinetobacter baumannii <led 555l Jualiall
LSl sy 17.4%  Staphylococcus epidermidis< 17.4% haemolyticus
@5 daladl Clgdll (e e sy Gl (pasall (e S G e B )
(Rogers, Fey et al. 2009; Rupp and Fey 2010; Lola, Levidiotou et al.,
Grand) 3 g2y Lay Adladl A Jal) 8 Jasi s AT )il 5 2011; Xie and Lin 2022)
Ll Ll 300380 clatall CaBER) 5l A s yaall Aiall elaia¥ls A& (5 gl )
Anlall ol jall e, 45 i
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458 g & ) Ul Juadll
PCR Jeadudiall 3 jaldl Jolil Juanindy Al (adsl) 2-2-3
O gY) g giia (g5 ol ) paalal) paddiul e

Favorgen Biotech Corporation ,Taiwan 4wl s DNA (adaiul o

oaaal) 3518 Sl Ml SbeSI dia i) 6l ja) &5 (Genomic DNA Mini Kit)
S5y Lew palitoad) DNA J aals a3a el (1-3) JS0) man gy aliviosall (555

Al glad

QA9 398 % 0.8 (b Al 48 <N jal) G Galidual) Ual) @il <) da ) :1-3 ol
dolu Cinal 30al il g8 70 342
CSQA (pll (o idsll o

Ao ganall o Ll e At Sl dpa jall A LSl Y el e ) Adladl Al jall & el
3 _palill Jelii il e alaie Wl cSgA Gl elliad 5 55 ) Jualiall lgil) (i alA
(2-3)dsll S LS 178 bp ol e lll aaa s Cus (el Jualisiall
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M. 1.2.3 4.5 .6 .7.58:459

178bp

1000 bd
500 bp

100 bp

el (8 795 178 ) csg A cuall Jealudiall 3 jalil) Jolii quildd Ak gl Jos il 2-3084d)
MY Sy M lealldaalg delad @70 32 385 S90S % 0.8 B LSl oNe
100bal) csg A G ellad AN LSl e e Jiad 9-1 &l jbwal) (228 795 1500-100) 220

LAl plaal) Fiag

A go LS Aia yall 4y Sl Y Jall aead PCR Ay () AWl Al jall s a8
@elall glall alas 8 L Sl ac by (5o adall 406 elliy csgA ceall O Wle
Al GA s ae DU Jie saaeiall deliall G &) alaiaSU el ey ledlY) cua g
IL- IL-23 ¢IL-6 <l e leiDU dadiall s gl alai 3 )l e Guaind
. (Nishimori et al., 2012). ekl alal) dalall LA yad laxie [L-22 <17

s curlin i a8 cSA el &) il Al ALl bl Hall (e el Sllia

4l i Ragd ) A8 gile nans JSLa (e 3 jle a5 cUrli 3 o ) Aae 8l Bas 6l (i g g

G gall Aie Y1 Sy celiac V) gl Al UDIAY mdaid) dlia) L A jall L 5S4

(Olsén, deaall cilisig y g sl = JA Glaeadll (e de 5l de sanay (5 ) Tl Y1
Arngvist et al., 1993; Sharma et al., 2016)

paxy g B coli Ao el L iU A (el 88 0SgA  Gaa &) Adlad) Al jall i) adl
(Hammar, Arnqvist et al., LSl suid g AT clal o b cadl s 178bp
&b =il csgA ol &) Bs ) SIX 1995, Sharma, Bearson et al., 2010)

, Klebsiella pneumonia, Proteus mirabilis, Pseudomonas putida, Ll

Acinetobacter baumannii , Pseudomonas fluorescens, Staphylococcus
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AsBUall g bl GEY Juadll)
dndal ) 3305 e BuS B sy Jssae () 13 5 haemolyticus, and epidermidis
132 5 ol sadl ) L) aual Cliaddl guanl) ol 4y jledall LAY e condill aay Ly 5S4l
Ay Gaal) 138 dga g ) saST cpall il il 5ol Cpe dpaedl 8L SA o8 8 i Gl
(Lembré, Vendrely et al., 2014; Upmanyu, et L_s5Sull s3a aval o) 4 508 50

al., 2022)

Ay sl ool Ak Al csgA ceall () sS) 3l clalall e el Gllia
Ao Ll Lt (e LS Aglas 5 oo lidd) Jleadl daslia o b Sl sacbie e 40108
Sllsall dla) Lgiay amall & LLaY! @ elal 0 LSS e paall 8 cuads 3l
( Miller, de Anda et al., 2022) Jualiall Cleil) (i yan Gbiaal) (oia jall ) 44 5l
oAl )5 sl Al A S o) el lia Gl ae Il Alal) Ui 50 e 385 Clal all 038
e Gl Al Aol g (SLaY) o Calias o3 Loy y g dallad) il jall 8 Lguapdldil o3y ol
Opbadl ) (il
Lo lal) Alaall @l JL5aY) 3-3

S1L-17 0S5l 1L-10 oS sl Jsa anall cal gl Al Gl jall e el cllin
23] S Al o DA e s sl dialiadl lgdl) i e ae e s CD20 5 CD4
.(Heo, Joo et al. 2010) Gubadll (alaz¥) Jas i dua ol gull Jal sall
CD 5 S lyiyl odd 3815 e CalSll dpaal Allall Liul jy i) I
Jie lgale 5 AV dal sl 3l @l cula ) (2l 138 a0 Bpaal Ld W smarkers
dgas e g e ) o all el dadly (e jell die 30 Baall s yaall s Gpaiaill

sl Galiiy) a4 Edl Leade ) sl 4 Sl lay)

adl Juas 3 CD20 5 CD4 5 1L-17 5 1L-10 3S 5 oo <adSlau) jall cules s
laae (e Sl a2 ga s Alla 3 Clliaal) (e U aalanall

CD4+Tcell Jatad) <y sisa 1-3-3
aalaall s CD4+Teell b i 1-1-3-3

Opbadll e sane gal pall 4 CD4 ssine b oaS plaiy) @llia () g Cus

Ao gane O ARl die il g (s sine (308 s e ¢ N dialiall el (s
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458 g gl Y Juadll
slaall de sana 5 (0.9320.12) Jane G yall L 50 Galiadll asall 5 slanal)
Om gsima (3% @i g (0.64+ 0.078) Anaall LSUL cpbiadl e oyl
Al (oam e A sanas A pall LSl uliadll Jialiall Clgdl) (o e Ae gane

3-3 U LS el LSl il e Jaaladl)

CD4

ok ok K

* %k *
1.25-

1.004

757

Concentration pg/ml

50

257

Control Patients with bacterial infection Patients without bacterial infection

Groups

Sl s e garay slanal) As ganall adll Jan B CD4+Tcell WAY S5 :3-3 Jodl
a4 1B S Ala) agual g Jualdall Gilgll) ol e Jlag A cslaual) A gana Jiay :C Jualiall
laa¥) Ao pana (o * S Ay ginall A ) S LEY) i A6 Aaa) agadl o 5 el gl
(P< 0.01 s ** ¢ P<0.05 Aad *) ) o Jlaial¥) o gia ) 5LEY) Cuad o sall Ao garag
(P< 0.001 (s *x*
(Crum 2004, Girschick, et al. 2008) sl 4l 53 ae A jall o3a il i)
T Cells L3A a3 (g5 4 il Aba) ae Jealiall Gleil) (a je &) 12 cpdl)
A aall (S5 oy (S5 Aima 33 CD4 S 53 33b ) () (53 Law dpeliall Aaia) )
by sl 4caddi s (MHC class | and 1) 4SS Ao 5 83 50a0 Gl sivee ) &l
al daSie e 5 dadi e dpelie Dl siue (8 CilS Ll Lgial 2 &8 Al Ciligd) Lay 5 BB

LAl el e 5 (ompall oo liall Jleall a5 o) 3Y) (pu Calias g i 5 UsS LY (Y
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daBlial g gl Y Jaadl)
4 pead) Uil Guua CDA+Teell @l sicsa 2-1-3-3

Lladl) 220 apalaall CD4 (s sinsal Ay peal) aualaall 50 dul Hall 38 JOA s
4 el &l 1 celanal) elana¥lg lgade ) LSl dbal ae daalial) Gilgdl] (2 s
4 el A5l liall iS5 i 81-61 4 yer) A3l 5 Aiis 60-40 Aol 4dll 5 45 39-19
dga s dualiall Clgily oibadl (i seaall 4w 60-40 4 eall 42l 4w 39-19
slana¥l de ganal 4y penll Ol 418 oy gina (3558 <l ) ade 5 LSl AlaY)
434l (0.999+ 0.192) Janas s 4 39-19 4y jeal) 45l1 (0.79240.230 ) Janas claa)
0.931 ) Jarars dius 81-61 4y enll 44} (0.93+ 0.202) Jazas s dins 60-40 &y pandl
OS5 A 60-40 A yendl 23l (0.618+0.087) Jamas s L 39-19 &y yenl) a3dll (0.239
S Sl Aban e s Jealiall il dliad) de senall 4w 81-61 4y perd) )
Jonas Lygina (3558 selai ol LSl slaal) slaaV) de gaad V) mien (0 el
A4-3 a8, <Al 8 LS (0.423+ 0.146)
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Concentration pg/ml

AUial) g gilitl G Juail

CD4

%ok

1.50-

T
%

C19-39 C40-60 C61-81 A19-39 A40-60 A61-81 B19-39 B40-60 B 61-81

Age categories / years

C control , A patients with bacterial infection , B patients without bacterial infection

4 panl) LS s A Al (o galanall ESAN adl) Juaa B CDA+Tcell WAY 385 14-3 Jeid)
19 Add (s Ay ginall A a0l B el sl Ao garag ¢ A i sal) A8 gada ¢ C slanal) A gara
60-40 48 G 9 ¢ B (o4l 4o gara g Aol sal) A gara (1439-19 4 g plaual) de gana (0 39
Cr 60-40 4 Gy B sl Ao ganag A s sall ds gara (10 60-40 A g slawal) ds ganall
B ¥) JiaY) (g glaa ) B LAY i, B A gadall (ol 0 (0 60-40 4B 9 A ds garall o e
(P<0.001 (a3 *** (P< 0,01 (5 ** « P<0.05

daelie dlain) dla &) Jida 138 5 CD4 (s simsa 3 geal 5 i) dllal) i) &yl
S i b edhualiall lgil) mpe e B8 llalS s Al &y 400 sl
Lo ae G U 1385 4 0 bl sn daldall lgdlly Gauliadll ae J8) 0 38 3
Glba) @ jedas aa jlacl @l ) WIS CD4 s sivae Ao geall 55 (e o sialy 4l Jua s
(Zandman et al., 2005; Rea, Jwaliall il (ia yar Glilbal) ao agaal 4 40
.Gibson et al., 2018)
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Adlial) g gilidl Gl Juadl)
Gl s CD4+Teell el gie 3-1-3-3
A,B,C aralaall ¢ (ad il s CD4+Teell by gisa 1-3-1-3-3

Gam (bad) a3 Jeas B CD4 Gsine Ao gl Ll B Aulall @ ekl
lal Gsn 5l (0.698+ 0.1537) 4na el 4l Ala) s Jealdadl gt
A gane e AjlBe S saie 38 Uy B S 5 adi e (0.642% 0.0225)
&) eals Jiba 1aa 5 52368, JSall 8 LS ¢ (0206. & 0.0326) Cisdall e slanall
i)y g ) Tkl Jealiall ilgdl) (i jar Gubaall (53 CD4 gléi )l iy (i)
Jealiall Cel) im oy Caliaal) e gana (5 sina (38 o) lia (Kol cpa A ¢ )
Leode ) A pall Ly Sy Gnliadll

cD 4

-

1.00— e

A0

Concentration pgiml

A Smoking
Smoking

C control . A patients with bacterial infection . B patients without bacterial infection

2 C de garay (pidaall ByA (iis sanall adll Juan b CDA+Tcell WIAY 385 :5-3 Jsdid)
By LG Ala) agualy Jualial) Gl ok ge Jia A s sina (38 aga g Al * Aadle | (pidaall
<0.05 i *) Juaia¥) (s gia ) 3 LAY il Ay i dila) agadl Gl 9 Jualiall Glgdl] pua
(P< 0.001 i3 *** (P< 0,01 a3 ** (P

O diay u,);ﬂ\ C)\ QL.»\JJM oda LX) dua Bane Gl Ha & Caads) @Uﬂ\ a.AAJ
Ban e Py sl agd Celiaty Jualiadl Gl om e Je s 3 il Jal gl
.( Kallberg et al., 2007; Mok, Rhead et al., 2018) = !l
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458 g & sl U Saadl)
L e Gpaaall sl caile (S adi e OIS CD4 J) 35S 55 O Al @l ja @) ellis
(Okuda, Takasugi et al., 1993; Bayry, Sibéril et al., slsaa¥) Gudaall pa
Clelll e o ) ae AlaY) dale @il oAl Aul 2 g Y oSl 2007)
die i il Ao lial) il i all an) o JLsiels o sall (520 CDA (5 sise £ 15l 5 Juslial
saly ) oSl Ailad) Al jall il At Le 138 5 A yall Jal gl Goa el o) gl

Asial g4 sina (55895 S

A dsgaaall cpidaall pfy (pidadl ques CD4+Tcell @higica 2-3-1-3-3
B 4s ganally

Qledll oa e Ao sana g ol Al A HlEa)) AW Al YA Lead
Gl m el Ao ganay (pidadl juall s ridad) dpca el LSIL Gabiadd) dialial)
s s Glo il 3 cpiaall pe y citaad) daca pall LSIL Galead) e Jualial
5l s de gana b CDA 38 55 &) gl Cghl | o Jeme 3 CD4 35
aie Apajall LSl AlaY) ae dealiall Q@) G ubadl Ae gendl
Az all A, Abal) pe dialial) gl (1 ey Gabiadll 455l (0.965+0.137)
Gt Ay pall 4 il AlaY) axe ae dialidl QL) G ye Gabadll s (pisaal)
Al (e pabaall CD4 385 (A gl 5 ol dlia §) sl L il e
e Gsbadls (0.698% 0.153) cuidaall dam yall <l dlaY) g Jualial
Ol e 5 (0.642:40.225) ¢l dp sall Gy 4 Yl pe e Jsliall gl
6-3 s, JSul L3 LS ¢(0.639+0.078)
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dEBlial) g geiladt Y Juadll

CcDh4

1.20]

Concentration pgiml

A Smoking B NO Smoking

Smoking

A patients with bacterial infection , B patients without bacterial infection

Aadle, (pidaall 5 (uidaall BA (e ganall adll Juaa 2 CDA+Teell LAY 38 5 16-3 Jsl)
Qll) (wapa iBy A Lla) agaaly Jaliall Gilgll) ol e iy A Lgsite G4 25y D %
B *F ¢ P<0.05 S *) Juada¥) (s s ) B LAY il Ay G Lla) agaal Gl 9 Jualiall
(P<0.001 a3 *** (P<0.01

LU Galiad) Jualiall Cleill (o je 4o sane 52l CD4 - 3S 5 glis)l ()
LSl abas e dialiall Clgdll (i e Ao sane s Cpaaall juall s Grisadll 4 all
(Cope, et Al Gfinld 4ul 5o e GES Y Aagill 038 5 (oridaall e 5 (pidaal) dpia jall
e 2 ol O) Jsaa s G al., 2007; Reynisdottir, Olsen et al., 2016)
e sl asas skt Al 2ty Jaldall Qi) (g jan (ubadll s CD4 - S 5
e iny CD4 (Y Gasal) e 1SS (i ye ileds Lagy Al Ll o Lyl 5 4bay)
(Takemura et al., 2001; <Ll o) Abal) Ayl ie La 38 5 8 ala 35 Al Sl )
. Weyand, et al., 2001)
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g 2 Jealiall gl (m pan (omsal) G A Ea) e Liadl Zllall Al ol clai)

Ol 2 Cuae pidadl e elaiaV) de sane ge 430 (pidadl e Lgeae ) ALY

31 (0.965+0.137) &5 Gal agadl (pan ysinas 58 5 pums ki e CD4 35

(0.206+ 0.032) elaa¥l s 46l (0.63940.078) huiSs dba) 25a5 pic

4 S Alal sl Lee dealiall Al ubiaall (ia jall G (g5t A 225 XS
A S Llal a5 2o a4l

CcD4a

Ll

75—

Mean CD4

A MNO Smoking
Smoking

B NO Smoking

A patignts with bacterial infection , B patients without bactenal infection

e gane g obiall Gl i pe (6 sanal pdl Juaa B CDA+Teell LAY 385 :7-3 JSal
dal agadly Jualiall lgil) aaje Jiay A slanal) ds gana Jiay :C LCuidaall Ly slawal)
) Juaia¥) (s giea ) BLEY) il & 8 Lla) agadl Gud g Jealiall Glgal) o e By LS

(P< 0.001 (35 *%* (P< 0.01 /a3 ** « P< 0.05

iy aail) &) (Ahola, Saarinen et al., 2015 ) <bul jall (e pasll xS S8l

V525 AN e bl Sleal) Alad o L Siga s Jaaliall i) (oam jal 3 sha Jale
Oms el il e il Cua o Jealiall gl o g e 8 pba Clielias
Sl Al Al al ) ae @8 13 5 Jualial) Clgdl) (a0 22 CD4 5S) 5 giasa
Aozl 55 ) pear dialiall Clgdl) G yar Gpliadll (dajall a3 dian (3 CD4 S 5 gldi)

el Clgdl) aim je g 4 Sl ALl Y 8 L sad
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o yall Alilad) Z ) s CD4+Teell ey sins 4-1-3-3

Gl sy s A Jaliall Gl ain ye (e il slaa 380 Lyl ddladl ) jall gl
Ll Al & yelal Eun CD4 sty K8 55 Gl lafliy aa 0 Y ) i sl lile
pe G Cpdl) 4 Sl AlaY) ae Jealial) Q) (i e Ao gana 53 CD4 385 ()
Ol (alail sl (g sine e 3k (S15(1.031: 0.16) @i pe (AS (ia sall Jlle g s
s Lad | (0.741£0.165) el e 5l agals Ay 4 S Abia) agadl
&l aedl Cads Anmall LG (pbias paal) o all de sane 53 ualy plis )
35 Oe @8 S ALY )l 13 5 8-3 Sl 8 LS (0,731 0.106) Sble
.CD4

CD 4

Concentration pgiml

A hertible diseas A no hertible diseas B hertible diseas
Hertible

A patients with bacterial infection |, B patients without bacterial infection

Al gl agdl (o el (i ganall aall Juan b CDA+Teell LAY S5 :8-3Jsdl

@ 1B A Lla) agaaly Jualiall Gilgil) e Jla i A L ile ol agedl Gl Gy el

% P<0.05 i *) Juia¥) (s siena ) BT Cani Ky S Ailua] pgadl Gasl g Jedliall gl
(P< 0.001 (23 *** P< 0,01 (s

Jaldall Gl Gubiadl) pa jas CD4 - S 55 ¢ ) il 3anae il ) ellia

to s U aglil e ol cpAll JULY) 8 Lo sead (5 AV elidd) & ydisall pa Ll

Litul yo e @88 Al g (Hahn, et al., 2007; Hu, et al., 2022) Jwaliall ledl) (a

Al A el L SIL cabeadll el sl alall el s il @l ) aal)
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daBlial g gl Y Jaadl)

el ga CDA S i paldai] ) ool 285 dpa yall L S0 Gabiaall p2 o sally

e (Sl daladl 50 55 12 5 4 il Alal) asa g pde 5 3sa 5 (el e Jas
dralidh Clel) i s Gpbiaddl (o jall 5 CD4 S 5

By A de gaxall ¢ (a4l 3 s CDA+Tcell Qb gicsa 5-1-3-3

o2 A Ll pe i 2 Lyl e el o) Jualiall gl (i e B2e
Cledl) Gase IA W sas saall il s waaiy CD4 ssivas 3815 e Al
-18 Al 5 daw 17-0 A5 8aall G gana (N Gabiadll Glie andli 4 Cus Jualiall
O O 385 A i Alial 3 a5 p2e g Ay S Ailial agaal Las (e senall IS 8 350 35
0.946% ) 17-0 32all (g2l 4510 & 3 ) gemy (Slg dnuial 9 5 ) gy i )0 CD4 S 58
533 K 13y A i Ala) aeedl Laa (0.855+0.419) 4w 35-18 3215 (0.125
el s cdaliall gl (i par Aol die CD4 S 5 A ady (& 4 i) Alay)
i il 4 Sl AbaY) pe dialiall Clgdl) (aia je de sane g2l 17-0 3l () el e
0.5914) saall (puiid &y Sl e ) 50 Jealial) Cilgl) om0 Ao gane pa (5 sina (38
.(0.077

2 e 48] a5 OIS Ay Ly Sy Ll jall de gana (8 4i 35-18 3aa X
WS ¢ A sl Alall e e a )b (0.9854 0.293) 4o sina e dauial g5 ) pua
9-3 Jal
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cD4

1.00

75

Concentration pgiml

50+

A (0-17) years A (18-35) years B (0-17) years B (18-35) years

Disease duration

A patients with bacterial infection , B patients without bacterial infection

AL PA Ga Jalial) Glgil) g0 o garall pd) Jusa B CDA+Teell LAY S 5 :9-3d8d)
Jualiall gl uapa Jiay A A 35-185 Aiu 17-0 32all Jualial) Gilgil) (yia yal Axia 3l 3aal)
S ) B el A S dla) agaal Gl g Jaliall Glgdl) e sa 1By A Ailal agualy
(P< 0.001 (25 *** (P< 0.01 (a3 ** ¢ P<0.05 ad *) Juaia)

53 4,0 Alal) e deslial) i) am pal i sall 30 () gllad) sl ) iy
Glel) (pm el Bae ae L8l CD4 38 55 e (s sima Ll Led (0-17) 8 st
o S Azl g sal ) Laadl Gl g ¢ (0-17)smal 32 4,08 Alial G s Jualiall
217) oyl & Sl Alal) ae Jualidl Qleill (o d CDA S5 o 4 sins
45 laal) die (18-35)52ll 4y <0l LY s dealiall gl i ye (18-35)5(0
(0-17) 32all 4 Sl AbaY) s Jealiall el om0 pa

Loyl e i e 58 CD4 5855 () sl () (s AT Ll )3 e i 13
Clabiidll aaf CD4 o€ Aba¥) 25y adey XSy Jualiall ilgil) aimpal 3y,
e saall s Il )l L.l o<1y (Croft and Siegel, 2017) e bl lain
Al Al Al A LS a jall A CD4 S 5
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Addlial) g gilidl) Gl Juadl)
CD20+Bcell Jatadl &l gisa 2-3-3

A,B,C txalaall cews CD20+Bcell Jaladl &l giia 1-2-3-3

s aall Jias (8 CD20 s sise (A (5 sixa s gual 5 paliadl ellia &) Al all iy

e Ak Leere o) A Sl Al 2 5 g Jealial) Gilgl) i sy Cptisbiaal) (i sanall

Sl (e bad) Ao gane Lyl s ¢ (1768.29£108.07) Jarar elaual) de sana

a4 )aally CD20 (s sie A ol plii)) @iy culS LSl dlal ae Jualiall

& S, (1443.83+170.15) Jarer dnia yall LsiSHll pabaddl s (sl e sana
10-3J8)

CD 20

ok

2000.00- !.

1500.00-

1000.00-

Concentration pgiml

S00.00

Control Patients with bacterial infection Patients without bacterial
infection

Groups

Ao gara Jiay :C Al (pa palaa LD aal) Juas & CD20 +B cell WA 5855 :(10-3)Jsad
el Gl g Jualdall Gilgal] ouda pa 1By 4 i i) agaal g Jualdall Gilgal) pua ja oy 1A cslaual)
(95 FH* (P 0,01 oS ** ¢ P< 0,05 Aad ) Jlaia¥) (s ghea ) 8 LAY cual Ay 8 Alal
.(P<0.001

Om bonS ABle dllia §) Tgan g s cp A il 49l Jea i Lo e (345 i) oda

e w3y e B Cells WA s 3 Jusliall ilgil) a5 L €01 i)
21 3a) (mns fanle e amadl a3 (e b RS CLaY) Ly o sall 3CD20
(Westwood, et al. 2006; Wade daladl leil] (a3 ) seds N (525 Las ansal
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daBlial g gl Y Jaadl)
3L ) A Alayl e Xl s and Kyttaris 2021; Calderdn-Parra et al., 2022)
Jealiall Qlgil) om0 5 CD20 e el

4 yand) @lidl) s CD20+Bceell el siva 2-2-3-3

Lladl) B apalaall CD20 5 sioal Ay peal) cilidll il Al 5o dul jall 028 JOA o3
4 pendl paladll CilS 5 ¢ elana¥l 5 lgaae ) LSl Aba) ae Jialiall lgdl) G e
Ais 81-61 A yeall A4l 5 2w 60-40 A jead) Zadlly Ao 39-19 4 jeall Al danda
4 81-61 4 pendl Ll 5 dins 60-40 4 yend) Ll 5 4 39-19 4y pead) sl i) CulS
Ala¥) axe 5 A jall LSl Llal) sa g dualiadl el pribadll (e ganall
) ek aly slaa¥) de panal & peall Adl) DS (5 siun (o JB CD20 (s siaal il
LSSl ALaY) dsa g dealiadl Qe Glibadl (lie senall &elaly 4y gine (554
B ol (15 CD20 (s st (A Cglés CD20 s simal LSl ba) ade 5 dnia yall
5 (1753.94 + 219.65) « (1807.76 + ) 143.18Ja; ulS Cum Ay sina (358 o
Jealiall gl] (2 yar aliadll de sana g slaual) de sanal (1601.42 + 203.07)
s (1543.86+ 286.330) ¢(1213.53%£305.75) dJaw LouSll dla) s
LS Al pae pe Jealiall Clgdl) (i jar Galiadll de senas (1480.11£169.98)
(1119.34+208.090) s (1257.72+138.246) ¢(1583.21+£124.107) Jaxa
103 68, Sl LS (gl e e
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Concentration pgiml

AUial) g gilitl G Juail

CD 20

1753.95

C19-39 C40-60 CB61-81 A19-39 A40-60 AG1-81 B19-39 B40-60 B#61-81
Age categories | years

C control, A patients with bacterial infection, B patients without bacterial infection

1C A paad) LGN 188 g Al Al (e pralaa A5 Al Juaa & CD20 +Bcell WA 38 5 :11-3 Jsdl)
Slgl) wasa By AS Ala) (ol agaily Jualiall Gl o e Jlag A ¢ plaial) de gana S
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bioMeérieux Customer: Microbiology Chart Report Printed Jan 16, 2021 12:17 CST
Palient Name: 62, aml atyia Patient ID: 741
Location:

Physician:
Lab ID: ab641 Isolate Number: 1

Grganism Quantity:
Sclected Organism : Pseudomonas putida

Source: Urine

Collected:
Comments:
Identification Information Analysis Time: 7.77 hours Status: Final
Selectad O ] 97% Probability Pseudomonas putida
SRR RIga a0 Bionumber: 0001011101500352
ID Analysis Messages
Biochemical Details
_' APPA - |3 IADO - |4 PyrA - |5 IARL - |7 dCEL - |9 BGAL -
10 [H2S - |11 |BNAG - |12 [AGLTp - |13 |dGLU + |14 |GGT - |15 |OFF -
17 |BGLU - |18 |dMAL - (19 |dMAN - |20 |[dMNE + |21  |BXYL - |22 |BAlap -
23  |ProA + |26 |LIP = |27 |PLE - |29 [TyrA + 131 |[URE - |32 |[dSOR -
33 |SAC - |34 |dTAG - |36 |dTRE - 136 |CIT + |37 |MNT - 139 [5KG -
40 JILATK + 141 |AGLU - |42 |SUCT + |43 |NAGA - |44 [AGAL - |45 |PHOS -
46 |GlyA - |47 |ODC - |48 |LDC - |53 [IHISa + |56 |CMT + |57 |BGUR -
58 |0129R + |69 |GGAA - |61 [IMLTa + 62 |ELLM - |64 |[ILATa l:
[ [ @ \
.“‘ ‘ VA/ (‘3
A W’am\%v
Page 1 of 1
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Patient Name: 61 o, Patient ID: 736
Location: Physician;
Lab ID: ab636 Isolate Number: 1

Organism Quantity:
Selected Organism : Acinetobacter baumannii complex

Source: Urine Collected:

Comments:

Identification Information Analysis Time: 7.82 hours Status: Final
Selected Organism 95% Probability Acinetobacter baumannii complex
Bionumber: 0001011103400352
ID Analysis Messages
Biochemical Details
2_[aPPA "“ | Tz Japo - [ [Pya - [5  JarL - |7 JdceL - Jo  TsGaL j
T H2S - |11 BNAG = 112 AGLTp = . [13 dGLU + |14 GGT - |15 OFF -
BGLU - |18  |dMAL - 19  |dMAN - |20 [dMINE i 4 BXYL - |22 BAlap -
3 |ProA + |26 [LIP - |27 |PLE - |29 TyrA + 131 URE - 132 dSOR -
3 [SAC - |34 JaTAG - |35 [daTRE - lss Joir + 37 |MNT + [39 [5KG -
40 [ILATK - 41 JacLu - |42 [sucT + |43 |NAGA - laa facaL - |45 lPros =
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O129R f_J59 GGAA - |61 IMLTa + (62 ELLM - |64 ILATa
Page 1 of 1
26/ 11 /2013 _'-7;17(”s>m_u_m->—l-é‘a~u——ﬂcw;wﬂ- 3o Jlae il -9
-. 07733301030 XS/ Gloall [ panatdll ol yaa ; -‘:m
bl ey sl 3 — Rl lall aeaa — Opalaall s — o2 <

115



Appendices

bioMérieux Customer:

Patient Name: 68, jannat sajet
Location:
Lab 1D: ab650

Microbiology Chart Report

Printed Jan 16. 2021 12:19 CST

Patient ID: 750
Physician:
Isolate Number: 1

Organism Quantity:

Selected Organism : Klebsiella pneumoniae $Sp pneumoniae

Source: Urine

Collected:

]

Comments:

itification Information Analysis Time:
Sees e nRionma

4.03 hours Status: Final

99% Probabilit
Selected Organism : /

Klebsiella pneumoniae SSp pneumoniae

pes _ Bionumber: 2607734653564010

LID Analysis Messages

{ﬂg@fjemical Q_etails P — e ek

2 liera” T lroo + [« Tpya - [s JiarL - |7 JaceL [+ Jo EGAL E
s ok i s - |12 |acLTp - |13 [aGLu + |14 |GG + (15 |oFr e
7 |BGL Iv 18 |dMAL + [19 |aman + [20 [dVMINE * 121 [BXYL |+ [22 |BAiep g

26 |LIP - |27 [PLE + |29 [TyA - |31 |ure + J32 Jasor T+
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bioMérieux Customer: Microbiology Chart Report Printed Jan 16, 2021 12:15 CST
Patient Name: 50, khelfa Patient ID: 737
Location:

Physician:
Lab ID: ab637 Isolate Number: 1

Organism Quantily:
Selected Organism : Pseudomonas putida

Source: Urine

Collected:
Comments:
ldentification Information Analysis Time: 7.80 hours Status: Final
SelEEted G . 97% Probability Pseudomonas putida
e Bionumber: 0001011103500352
ID Analysis Messages
Biochemical Details
2 APPA - I3 ADO - |4 PyrA - |5 IARL - |7 dCEL - 19 BGAL -
10 |H2S - (11 |BNAG - |12 |AGLTp - |13 |dGLU + |14 |GGT - |15 |OFF -
17 |BGLU - |18 |dMAL - |19 [dMAN - |20 |dMNE + |21 |BXYL - |22 |BAlap -
23 |ProA + |26 |LIP - |27 |PLE - |29 |TyrA + |31 |URE - 132 |dSOR -
33 |SAC - |34 [dTAG - |35 |[dTRE - |36 |[CIT + |37 |MNT + [39 |5KG -
40  [ILATk + |41 |AGLU - |42 |[SUCT + |43 NAGA - |44  |AGAL - |45 PHOS -
46  |GIyA - |47 |ODC - [48 |LDC - |53 [IHISa + |56 |CMT + (57 |BGUR -
58 |O129R + |59 [GGAA - |81 |IMLTa + [62 |ELLM - |64 [ILATa +
07733307038,
u\ NG
Page 1 of 1
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bioMérieux Customer:

Patient Name: 65,
Location:
Lab ID: ab638

Microbiology Chart Report

Printed Jan 16, 2021 12:16 CST.

Patient ID: 738
Physician:
Isolate Number: 1

Organism Quantity:
Selected Organism : Proteus mirabilis

Source: Urine

118

Collected:
Comments:
S
Identification Information Analysis Time: 3.88 hours Status: Final
Sslaciad Broaria 99% Probability Proteus mirabilis
R Bionumber: 0015000240042210
ID Analysis Messages
Biochemical Details
2 |APPA - I3 ADO 4 PyrA - |5 IARL - |7 dCEL - |9 BGAL -
10 [H2S + |11 |BNAG 12 |AGLTp - |13  [dGLU + |14 |GGT - |15 |OFF +
17 |BGLU - (18  |dMAL 19 |dMAN - |20 |dMNE - |21 |BXYL 22 [BAlap
3 [ProA - |26 |LIP 27 |PLE - 29 [TyrA - |31 |URE + 132 |dSOR -
SAC - |34 |dTAG 35 |dTRE + |36 |CIT - |37 |[MNT - |39 [5KG -
40 [ILATK - (41 |AGLU 42 |SUCT - |43 |NAGA - |44  |AGAL - |45 |PHOS +
46 |GlyA - |47 |ODC 48 |LDC - |53 [IHISa - |56 |CMT + |57 |[BGUR -
58 |O129R + |59 [GGAA 61 [IMLTa - |62  [ELLM - |64 |ILATa -
] 'g ¢ i
Page 1 of 1
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bioMérieux Customer:

Patient Name: 60, montaha
Location:
Lab ID: ab642

Microbiology Chart Report

Printed Jan 16, 2021 12:17 CST

Patient ID: 742
Physician:
Isolate Number: 1

Organism Quantity:
Selected Organism : Pseudomonas fluorescens

Source: Urine

Collected:

Comments:
Ed“er_'iiification Information Analysis Time: 7.77 hours Status: Final
Selected O ; 94% Probability Pseudomonas fluorescens
PIRERE R Bionumber: 0001011101000352
ID Analysis Messages
Biochemical Details
4. JAPBA - 13 ADO 4 PyrA - |5 IARL - |7 dCEL - |9 BGAL -
10 |H2S - |11 [BNAG 12 |AGLTp - |13  |dGLU + |14 |GGT = |15 |OFF -
17 |BGLU - 118  |[dMAL 19  [dMAN - |20 |dMNE + 121 |BXYL - |22  |BAlap -
23  |ProA + |26 |LIP 27 |PLE - 29 |TyrA + |31 |URE - |32 |[dSOR -
337 |SAE 34 |dTAG 35 |dTRE - |36 CIT + |37 |[MNT - 139 |5KG -
40 |ILATk - |41 |AGLU 42  [SUCT - |43 |NAGA - |44 |AGAL - |45 |PHOS -
146 |GlyA - |47 |ODC 48 [LDC - |63 |IHISa + |66 [CMT + |57 |BGUR s
58 |O120R + |59 |GGAA 61 |[IMLTa + |62 [ELLM - |64 [ILATa +

f //

5 1 {

o)
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bioMérieux Customer:

Patient Name: 61, ....
Location:
Lab I1D: ab636

Microbiology Chart Report Printed Jan 16, 2021 12:15 CST

Palient ID: 736
Physician:
Isolate Number: 1

Organism Quantity:

Selected Organism : Acinetobacter baumannii complex

Source: Urine

Collected:

Comments:
identification Information Analysis Time: 7.82 hours [Status: Final
Shlected Oraanism 95% Probability Acinetobacter baumannii complex

Bionumber: 0001011103400352
1D Analysis Messages
Biochemical Details )
2 APPA - |3 ADO 4 PyrA = |5 IARL - |7 dCEL = 8 BGAL -
10 H2S - 11 BNAG 12 AGLTp - |13 dGLU + |14 GGT - 15 OFF -
{7 BGLU - 18 dMAL 19 dMAN - |20 dMNE + |21 BXYL - |22 BAlap -
23 ProA + |26 LIP 27 PLE - |29 TyrA + 131 URE - 2 dSOR -
32 SAC - 134 dTAG 35 dTRE - |36 CIT +: |37 MNT + [39 5KG -
74’! 9] ILATK - |41 AGLU 42 SUCT + (43 NAGA - |44 AGAL - |45 PHOS -
?5 GlyA - |47 obce 48 LDC - |83 IHISa + |56 CMT + |57 BGUR e
55 [0129R + |59 |GGAA 61 |IMLTa + |62 [ELLMm - lea |iLATa |

Page 1 of 1
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Appendices

bioMérieux Customer:

Patient Name: 13, marwa kathum
Location:
Lab 1D: ab652

Microbiology Chart Report

Sad)

Printed Jan 17, 2021 06:13 CST

Patient ID: 752
Physician:
Isolate Number: 1

Organism Quantity:

Selected Organism : Staphylococcus haemolyticus

Source: Urine

Collected:
Lo |
Comments:
lﬁentification Information Analysis Time: 4.80 hours Status: Final
!S eted @ ) 96% Probability Staphylococcus haemolyticus
elected Organism ; ;
Bionumber: 010002407760271

ID Analysis Messages
Biochemical Details
2 |AMY - |4 PIPLC S dXYL - |8  |ADH1 9 |BGAL - (11 |AGLU -
13 |APPA - |14 ICDEX 15 |AspA - |16 [BGAR 17  [AMAN 19 [PHOS -
120 JLeuA 23  |ProA 24 |BGURr - |25 |AGAL 26 |PyrA + 127 |BGUR -
28 AlaA |- |29 |TyrA 30 |dSOR + |31 |URE 32 |POLYB - |37 |[dGAL -
38 IdRIB + (39 |[ILATk 42 |LAC + [44 INAG 45  |dMAL + 146 |BACI +
47 _INOVO - |50 |NC6.5 52 |dMAN + 183  |dMNE 54  IMBdG - |56 [PUL -
157 |dRAF - 158 JO129R 59 |SAL - |60 [SAC 62 |dTRE + |63 |ADH2s +
64 |OPTO +
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Appendices

Sad)

bioMérieux Customer:

Patient Name: 19,
Location:
Lab ID: ab653

Microbiology Chart Report

Printed Jan 17, 2021 06:13 CST

Patient ID: 753
Physician:

Isolate Number: 1

Grganism Quantity:

Selected Organism : Staphylococcus epidermidis

Source: Urine

Collected:

Comments:

ldentification Information

Analysis Time: 4.80 hours Status: Final
Seiected Organism 99% Probability Staphylococcus epidermidis
] Bionumber: 030000074620211
LIE Analysis Messages
Biochemical Details
AMY - |4 PIPLE 5 dXyYL 8 ADH1 + |9 BGAL + 11 |JAGLU -
XPP/\ - |14 CDEX 165 |AspA 16 |IBGAR - |17  |AMAN 1E,F‘A PHOS -
Leun 123 [Proa 24 |BGURr 25 |AGAL - |26 |Pyra - [27 [BGUR o
] AlaA - |29 [TyrA 30 |dSOR 31 |URE + |32 |POLYB + |37 |dGAL +
dRIB - |39 ILATk 42 LAC 44  INAG - |45 [dMAL 46 |BACI +
47 _INOVO - |50 NC8.5 52 dMAN 53 |dMNE - |54 [MBdG - |86 |PUL -
dRAF - 158  |O129R 59 |SAL 60 [SAC + |62 [dTRE - |63 [ADH2s -
i _|oPTO +
T

/'“ Av o \\‘.
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Appendices gl

bioMérieux Customer: Microbiology Chart Report Printed Jan 17, 2021 06:14 CST

Patient Name: 51, reyam

Location:

Lab 1D: ab654

Organism Quantity:

Selected Organism : Pseudomonas putida

Patient ID: 754
Physician:
Isolate Number: 1

Source: Urine

Collected:
I
|Comments:
’Identificalion Information Analysis Time: 8.70 hours Status: Final
Soleaton't A 96% Probability Pseudomonas putida
R Bionumber: 0001001101500352
kID Analysis Messages
Eziochemical Details
2 APPA - 13 ADO - |4 PyrA - |5 IARL - |7 dCEL - 19 BGAL -
10 [H2S - |11 |BNAG - |12 |AGLTp - |13 |dGLU + |14 |GGT - |15 |OFF -
17 |BGLU - |18  [dMAL - |19 |dMAN - 120 |dMNE - |21 IBXYL - |22 |BAlap -
23 |ProA + 126 |LIP - |27 |PLE - |29 |TyrA + (31 |URE - 132 ‘ESQ_R_*_,_;
133 [SAC - |34 |dTAG - |36 |dTRE - 136 |CIT + |37 |MNT - 139 |5KG -
ri‘.ﬁ] ILATK + 141 |AGLU = |42 1SUCT + 143 NAGA - |44 |AGAL - |45 PHOS -
/lv’_i_‘ GlyA - |47 |ODC - |48 |LDC - |53 IHISa + |66 |CMT + 157 BGUR -
58 |O129R + |69 |GGAA - |61 IMLTa + |62 ELLM - |64 [ILATa o
// ‘\\
( S&w) |
{ PreN | B
)\ oY)
" .\Qj '/f,
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Appendices

bioMérieux Customer:

Patient Name: 56, faliha hassan

Location:
Lab ID: ab643

Microbiology Chart Report

Printed Jan 16, 2021 12:17 CST

Patient ID: 743
Physician:

Isolate Number: 1

Organism Quantity:

Selected Organism : Pseudomonas putida

Source: Urine

Collected:

Comments:
ldentification Information Analysis Time: 8.00 hours Status: Final
Selacted O . 97% Probability Pseudomonas putida
Selected Or s
ey Bionumber: 0001011101500352
ID Analysis Messages
r_‘A . .
Biochemical Details
2 APPA - 3 ADO 4 PyrA - 15 IARL - |7 dCEL - 19 BGAL -
10 [H2S - 11 |BNAG 12 |AGLTp - |13 [dGLU + |14 |GGT - |15 |OFF -
|17 |BGLU B 18 [dMAL 19 |dMAN - {20 |dMNE + 121 [BXYL - |22 |BAlap -
23 |ProA + 26 |LIP 27 |PLE - [29 [TyrA + [31 |URE - |32 |dSOR -
33 |SAC - 34 |dTAG 35 |dTRE - |36 |CIT + [37  [MNT - |39 [5KG -
40 |ILATK (+) |41 |AGLU 42 |SUCT + (43 [NAGA - |44 |AGAL - |45 [PHOS -
46 |GlyA - 47 |ODC 48 |LDC - |83 |[IHISa + |66 |CMT 57 |BGUR -
58 |O129R 4 59 |GGAA 61 [IMLTa + [62 [ELLM - |64 |ILATa

//ﬁ\\

[ =

\ An020

N S
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Appendices

Sad)

bicMérieux Customer:

Patient Name: 68, reem oon
Location:
Lab ID: ab639

Microbiology Chart Report

Printed Jan 16, 2021 12:16 CST

Patient ID: 739
Physician:
Isolate Number: 1

Organism Quantity:

Selected Organism : Pseudomonas putida

Source: Urine

Collected:
Comments:
Identification Information Analysis Time: 7.78 hours Status: Final
Selected O x 97% Probability Pseudomonas putida
e ] Bionumber: 0001011103400352 _
1D Analysis Messages
Eiochemical Details
2 APPA - 3 ADO 4 PyrA S el IARL - |7 dCEL - |9 BGAL -
10 H2S - 11 BNAG 12  |AGLTp = |18 [dGLU + |14 GGT - |15 OFF -
17 BGLU - 18 dMAL 19 dMAN - |20 dMNE b 72| BXYL - |22 BAiap -
ProA + 26 LIP 27 |PLE - |29 |TyrA + 131 URE - |32 dSOR -
SAC - 34 dTAG 35 |[dTRE - |36 JelT + |37 |MNT + 139 |6KG -
ILATK (-) (41 AGLU 42 SUCT + |43 NAGA - |44 |AGAL - |45 PHOS -
GlyA - 47 |ODC 48 LDC - |53 IHISa + |56 CMT 57 BGUR -
_10129R + 59  |GGAA 61 IMLTa + |62 ELLM - |64 ILATa * ﬁ1
/ ‘//
370,
N\ o3y,
Page 1 of 1
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Appendices

biocMérieux Customer:

Patient Name: 44, alyia hussain

Locati

Lab ID: ab645

on:

Microbiology Chart Report

Printed Jan 16, 2021 12:18 CST

Patient ID: 745
Physician:

Organism Quantity:

Selected Organism : Escherichia coli

Source: Urine

Isolate Number: 1

Collected:

Comments:

| R

—

@ntiﬁcation Information

126

Analysis Time: 3.83 hours Status: Final
Selected Organism 99% Probability Escherichia coli
Bionumber: 0401610450406610

ID Analysis Messages
[ ; :
Biochemical Details
2 TJappa | 3 Japo 4 [PyrA - [s JarL - |7 JaceL [ o [8GAL -
10 |H2S - 111 [BNAG 12 |AGLTp - |13 JaeLu + [14 |GGT - |15 |oFF 3
17 |BGLU - |18 |dmAL 19  |dMAN + |20 |dMNE + 21 |BXYL - |22 |BAIap :
23 |ProA 26 [LIP 27 |PLE - (29 [TyrA 31 [URE - |32 [dsor +
33 |SAC + |34 |dTAG 35 |dTRE + 36 |cIT - 37 |[mNT - |39 [5KG ()
40 [iLATK I |a1 |AcLu 42 |sucT + |43 |NAGA - |44 |AcAl - |45 |PHOS I-
46 |GlyA - |47 |obc 48 [LDC + |53 [IHISa - |s6  |cmT + (57  [BGUR [+
58 [0129R + |59 |GGAA 61 |IMLTa - |62 [ELLM - |64 (ILATa - ]

= U )

// @ \”\ =\

( X )

\g773330103%/

N
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bioMeérieux Customer:

Patient Name: 74,

Appendices

Location:

Lab ID: ab646

Microbiology Chart Report

Printed Jan 16, 2021 12:18 CST

Patient ID: 746
Physician:
Isolate Number: 1 »

Organism Quantity:
Sclected Organism :

Source: Urine

Escherichia coli

127

Collected:
=
Comments:
Identification Information Analysis Time: 4.80 hours Status: Final
Selected O i 95% Probability Escherichia coli
electe '
AR Bionumber: 0401610540406610
|LD Analysis Messages
Biochemical Details
2 APPA - |8 ADO 4 PyrA i ) IARL | i dCEL - BGAL +
10 [H2S = 11 BNAG 12 |AGLTp - 13 dGLU 14  |GGT = 115 OEE -
I}/_BGLU - (18 |dMAL 19  |dMAN + |20 dMINE 21 BXYL - |22 BAlap -
23 |ProA 26 |LIP 27 |PLE - |29 TyrA |3 URE - |32 dSOR +
33 [SAC - |34 |dTAG 35 |dTRE + |36 |CIT - |37 |MNT - |39 [5KG -
40  [ILATkK - 141 AGLU 42 |SUCT + [43 NAGA - |44 [AGAL - |45 PHOS -
46 [GlyA - |47 |ODC 48 |LDC + 153 IHISa - |56 |CMT + |57 BGUR +
58 |O129R + |69 |GGAA 61 IMLTa - |62 ELLM - |64 |ILATa -
’/"“"\m
N
/ 5 N
: ‘Wmsom,
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Appendices

bioMérieux Customer:

Patient Name: 63, shukria

Lab 1D: ab647

Microbiology Chart Report

Printed Jan 16, 2021 12:18 CST

Patient ID: 747
Physician:
Isolate Number: 1

Organism Quanti

Selected Organism : Escherichia coli

Source: Urine

ty:

Collected:

Comments:

lldentification Information

—

\

Analysis Time: 4.80 hours Status: Final
Selscted Grgarism 95% Probability Escherichia coli
| Bionumber: 0401610040004610
fl’[) Analysis Messages j
Biochemical Details
2 [aPPA 3 |ADO 4 [PyrA =15 Jire - |7 Jacec - Jo TBGAL +
LF(TTEE 11 |BNAG 12 |AGLTp - |13 JacLu + [14 JeoT - |15 |oFF 3
7w lBEl - lia i 19 |dMAN + [20 [dMNE + (21 [BXYL 22 [BAmp
23 [ProA - |26 |up 27 |PLE - 29 fTyra - |31 [uRE - |32 ]dsor .
33 [SAC | ]34 [aTAG 35 |dTRE + |36 |CIT - 37 [mnNT B ERE L
40 [ILATK - |41 |aGLU 42 [sucT - |43 [NAGA - |aa TacaL - las [pHOS y
46 |GlyA - |47 lobc 48 |LDC + |53 [IHISa - |s6 [cmT + |57 [BGUR +
58 |0129R - |59 |GGAA 61 [IMLTa - |62 [ELLM - |64 iLaTa c o

(&

\07733307030/

\\«_,_—»*’

128

Page 1 of 1




Appendices

bioMérieux Customer: Microbiology Chart Report Printed Jan 16, 2021 12:19 CST
Patient Name: 25, ... . Patient ID: 749
Location: Physician:
Lab 1D: ab649 _ Isolate Number: 1

Organism Quantity:
Selected Organism : Escherichia coli 0157

Source: Urine Collected:

I'____.
JCommenls:

Lir HOEE g

Ideg:ifica(iorz Information Analysis Time: 9.92 hours Status:
Selected Organi 91% Probability Escherichia coli 0157
_L_fc iy R Bionumber: 0405610550506250 i
ID Analysis Messages Cpnflrm by serolpglcal tgsts
Highly pathogenic organism

— ]

Eﬁ‘fo;hemical Details

2 |APPA = |5 isoo -4 [pyma - |5 JaRL - [z TaceL
S - e T L o AGLTp |- [13 ldGLu + |14 [caT
- 18 [amaL + [19 [dMAN * |20 JavNE o1 [Bxve
:f{'(v)__'zes Lip - |27 T[PLE - 129 [tym |+ |31 |Ure
i |34 [aTAG - |35 [aTRE + |36 |aIT - |37 [unT F
ILATK v |41 [acLu - |42 [sucT * 143 INAGA |- [4a |acaL T 45 [PHoS =
46 lolya |- [a7 lobc + |48 [LDC + |53 |IHISa - [s6 [cmT L G IS
tj}ggcﬁ r_ 159 |ceaa [~ [e1 |MiTa + |62 [ELLm - o4 fata  Jo | e
//""\.
V4
{ x
\07733307039
“<~‘~‘—’-"/

—_——
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Appendices

bioMérieux Customer: Microbiology Chart Report Printed Jan 16, 2021 12:19 CST
Palient Name: 25, . ... Patient ID: 749
Location: Physician:
Lab 1D: ab649 . Isolale Number: 1
Organism Quantity

Sclected Organism : Escherichia coli 0157

Source: Urine Collected:
‘Commenls:

lde[}tiﬁcation Information Analysis Time: 9.92 hours lStatus: FTEH_—_—-—

Selected Organisin

91% Probability Escherichia coli 0157
Bionumber: 0405610550506250

Confirm by serological tests

Highly pathogenic organism

hemical Details

PP/ e - [+ [Py - s JiaRC
11 [BNAG | |12 AGLTp |- [13 [|doLu +
18 |avAL [+ [19 Jawan  [m Tag dvNE [+ | BAlap_ |-
26 |Lp o7 e - |29 fryma + |31 |OrRe [ a2 dSOR & |
34 [atAc | [as |aTrRE + |36 [orr - |37 JmnT - [s9 Jska T
41_[aAGLU | |42 [sucT *_[43 INAGA | [44 JacAL  |© |45 [prios
47 |opc + 48 |loc + |53 |iisa - [s6 Jemr |

y 59 [GGAA |- |61 [MLTa (*) |62 |ELLM - |64 |ILATa l«)

,”E&\

{ =
\0773330103 /
iy

-
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Appendices

bioMérieux Customer:

Palient Name: 43, zeayla abd
Location:
Lab |D: ab644

Microbiology Chart Report

Printed Jan 16, 2021 12:18 CST

Patient ID: 744
Physician:
Isolate Number: 1

Organism Quantity:

Sclected Organism : Escherichia coli

Source: Urine

Collected:
Comments:
ldentification Information Analysis Time: 3.10 hours Status: Final
Selected O " 99% Probability Escherichia coli
S Bionumber: 0005610444006611
ID Analysis Messages
Biochemical Details
2 APPA - |3 ADO 4 PyrA - |5 IARL - |7 dCEL - |9 BGAL -
10 |H2S - |11 |BNAG 12 |AGLTp - |13 [dGLU + (14 [GGT - |15 |OFF +
17 |BGLU - {18  |dMAL 19 |[dMAN + 120 |dMNE 21 |BXYL - |22 |BAlap
2 __Eroz\ ~ |26 |LIP 27 |PLE - 29 [TyrA = 131 |URE - |32 [dSOR i
33 |[SAC - |34 |dTAG 35 |dTRE + 136 |CIT - |37 |MNT - 139 [5KG +
40 |ILATk - 141 |AGLU 42 |SUCT - |43  [NAGA - |44 |AGAL - |45 |PHOS -
46 |GlyA 47 |ODC 48 |LDC + [63 [IHISa - |56 |CMT + |57 EGUR +
r‘:»ci 0129R + |69 [GGAA 61 |IMLTa - |62 |ELLM + 164 [ILATa
./r’-\.‘
A
! L
(2! \07'3%&7030
W% 13 /| &
e /_‘, v
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Summary

Rheumatoid arthritis (RA) is a complex autoimmune disease that
affects 1-2% of the population worldwide. Multiple genetic risk factors
and environmental triggers contribute to the pathogenesis of rheumatoid
arthritis. Microbial infection is thought to play an important role in the
initiation and persistence of this disease, and one of the most important
factors of virulence originating in the Enterobacter family is the specific
Curli species A.

The current study was conducted in Karbala governorate, (75) blood
and urine samples were collected, (55) samples were collected from
patients with rheumatoid arthritis RA and (20) samples were from healthy
people, and the group with RA patients was divided into two groups,
group A (23) suffering from urinary tract infection,group B (32)
uninfected urinary tract infection to determine the effect of bacterial
infection on the level of (CD4 + Tcell, CD20 + Bcell, IL-17, IL-10),Use
the bacterial sequencing (PCR) technique to determine the presence of
CsgA in the bacteria.

Twenty three infections with different types of bacteria that infect the
urinary tract were recorded in patients with rheumatoid arthritis. Bacterial
isolates were identified using Viteck biochemistry test.

The study showed a significant increase in the level of CD4 + T cells
in patients with rheumatoid arthritis, whether they suffer from a bacterial
infection (with the presence of the CsgA gene) or not, compared to the
healthy group (P < 0.001), as well as a significant increase in the level of
these cells among those with rheumatoid arthritis. Rheumatoid arthritis
patients who had a bacterial infection compared to those with arthritis
who did not suffer from a bacterial infection (P < 0.05). There is also a

significant increase in the level of CD20 + Bcell cells in patients with

A



rheumatoid arthritis (P < 0.001) without bacterial infection compared to
the healthy group.

Finally, the results of the current study showed that there was a
significant increase in the concentration of the anti-inflammatory
cytokine IL-10 ( P <0.05) in patients with rheumatoid arthritis bacterial
disease compared to patients without bacterial diseaseas well as
compared with the healthy group. The pro-inflammatory cytokine IL-17
did not show significant differences with healthy controls and all groups
of patients.

Conclusion that bacterial infection (UTI) in patients with rheumatoid
arthritis, especially bacteria that express CsgA gene, activate the adaptive
immune response (B and T cells).

The current language of the study is to know the sensitivity of
rheumatoid arthritis to entero bacter infection and to identify the effect of

the Csg A gene on some immune factors.
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