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Isolation and Antimicrobial
Susceptibility of Bacteria from Chronic
Suppurative Otitis Media in Children

Abstract

Chronic suppurative otitis media is one of common hearing
diseases in children. It can cause many complications if not
treated properly.

The objective of this study was to determine the bacterial
agents in chronic suppurative otitis media and the antibiotic
susceptibility patterns of isolates among children attended to
private ENT clinics.

Methods: A total of 112 ear effusion samples were collected
using sterile swabs from children diagnosed with chronic
suppurative otitis media. Bacterial isolates were identified by
conventional microbiological methods. Antibiotic
susceptibility Test was determined by Kirby—Bauer disc
diffusion.

Results: The mean age of patients was 4.3 years (range, 5
months—15 years), and the majority of the patients (40 %) were
under 2 years. Streptococcus pneumonia was the most
prevalent bacteria isolated (48.88 %), followed by
staphylococci  spp. (23.33 %), Proteus (12.22 %),
Pseudomonas aeruginosa (10 %) and E.coli (5.55 %).
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Ciprofloxacin was the most effective antibiotic for treatment of
bacterial chronic suppurative otitis media.

Conclusion: Suppurative otitis media is a common disease in
children. The majority of the patients in our study were under 2
years. Streptococcus pneumonia was the most prevalent
isolated bacteria. High antibiotic resistance was found, and
ciprofloxacin was the most effective antibiotic.

Key words: Chronic suppurative Otitis Media; Bacteria; Anti-
Bacterial susceptibility.
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Dyslipidemia as Risk Factor for
Progression of Diabetic Nephropathy in
Patients with Type 2 Diabetes Mellitus in

Homs, Syria

Abstract

The research aims to investigate presence of correlation between
dyslipidemia and diabetic nephropathy in patients with type 2

diabetes in Homs, Syria.

Random morning urine and fasting blood samples were collected
from 75 patients with diabetic nephropathy (stages 3 & 4) and 25
patients with type 2 diabetes without renal disease. Then a
number of biochemical tests were conducted (fasting blood
glucose (FBG), Glycated hemoglobin (HbAlc), and lipid profile),
in addition to calculating the ratio of albumin to creatinine (ACR)
and glomerular filtration rate (GFR). The statistical analysis was
performed using SPSS program to find the relationship between
the previous variables studied in these patients. P < (.05 was

considered statistically significant.

There are correlations between both of the ratio of albumin to

creatinine (ACR) and glomerular filtration rate (GFR) with
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dyslipidemia; an increasing in the levels of Low-Density

Lipoprotein (LDL-C), triglycerides (TG).

The results of these study showed that patients with type 2
diabetes and those with dyslipidemia are more likely to develop
diabetic nephropathy compared with people without dyslipidemia.
ACR and GFR has a role as an indicator of diabetic nephropathy

in patients with type 2 diabetes.

Keyworbds: Dyslipidemia, Diabetic Nephropathy, Type 2 diabetes

mellitus, Albumin Creatinine Ratio, Glomerular Filtration Rate.
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Prevalence of Trichomonas tenax in
patients with periodontal disease and
gingivitis

Abstract:

Trichomonas tenax, a commensal oral protozoan. It is found in
healthy and with poor oral hygiene peoples and patients with
periodontal and gingival disease. Microscopic exam of wet
preparation and giemsa-stainined smears was performed to detect
Trichomonas tenax in 180 patients with periodontal diseases and
gingivitis, and 120 healthy peoples as control group. 64 (35.5%) of
patients were positive by Microscopic exam. The age group (31-40)
years have high incidence of T.tenax compared with an other
groups. Incidence in males was (35.18%), and in females was
(36.1%). Trichomonas tenax, is more frequently found in peoples
with poor oral hygiene.

Key words: Trichomonas tenax, gingivitis, periodontitis
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Immune Response of Hepatitis B VVaccine
Among Children with Type 1 Diabetes
Mellitus

Abstract
Background: hepatitis B vaccination is routinely recommended for
children. patients with diabetes mellitus have a compromised
iImmune system, and It has been suggested that TIDM patiens had
inadequate immunological response to vaccines, including hepatitis
B virus vaccine.
The aim of this study was to investigate the immunological
response against hepatitis B vaccine among children with type 1
diabetes mellitus.
Patients and Methods: A total of 160 children who had been
vaccinated against hepatitis B were included. The enrolled children
were divided into healthy (n = 80) and T1DM (n = 80). HBs-Ab
were evaluated in all children. In addition, the duration of diabetes
mellitus (DM) and levels of glycated hemoglobin (HbA1c) were
measured in T1DM children.
Results: The mean age of the TIDM children was 9.22+1.8 years;
32 (40 %) were males and 48 (60 %) were females. There were no
significant differences between the healthy and T1DM children with
respect to gender. Among the T1DM children, 44 (55 %) did not
have protective HBs-Ab levels. The difference in HBs-Ab
concentration between healthy and diabetic children was significant
(p < 0.007).
Conclusion: Children with TIDM do not have sufficient HBs-Ab
level of HBV vaccine seroprotection when compared to the healthy
group. A booster dose may be recommended for optimum
seroprotection.

Keywords: Immune Response; Hepatitis B Vaccine; Type-1 Diabetes Mellitus.

79




J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

tdadial) —1
Bala A clbibaal Ga O (Sary cage Baalle Tpna S B ol Giledl) iy
Ostl 2 Msas Ll (el 33 WHO Zallal) daial) dalaia a5 cdiaday
ool cmbead) Ao 55 (0 iage dles an pgie ke 240 s ¢ s
Lsins 35 sile 1.43 ) WHO cilpai yuiiy (%) % 4.2 Cdgyom B
AN sy g€ el lie Lias o Ldle

Jie AV aall Bilguss Sslall aall aa Gulaill Gyl e gl (gsaall i
Gllaally L) aladiul dale) (2 LS cdgsially dligally dpcanndl Jilsulls lalll
Gy Aalad) cllealls Gpalially dpdal) cilisjlaal) (Bl 3 Eskall salall clsaV);
Gob ot sl el ) Ly A0 clgal alasiad o sl Gph o e S QL)
fulas Gph e el Jun of fay LSOO T ) iy i) s
0I5 3990 ol Jalall 1) 9 e Gl clima dlipd pa aial

A ol ALYl ) gl axy Al Boasll Qlgill (gsaell o5
dela)ll Alage b sl 25 Lad Va0 %50 (e JE 3 Cadall gyl
O ey VWD e %95 3 Gedall Akl Clgaly Blayl ) 3)Suall A gakall
5 ool Y e WU 7 5ad sl la Laee B sl ledl Gugpd
sl e sl Sy (Lo 75 Lang) Ly 1805 Ly 30 o dsliasl)
(gally Loyl any Lasy 60 5 Lasy 30 o b 558 Dla

Osele & sa5 ol 138 e LN 3385 B 2l Ll aliadll Gl Sy
iy ol Aallal) daial) dadiia aagiy (% 100-98 Aty LlaY) o & aal;

V5l ey (San g gyl (3B A QLAY sliadl) Z il e den pa )l nen

80



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

Oo Gleja EDE G (licya A dels 24 Gane 8 dejall oda add of (ladys
(25 381 e walad Zay)l clepall oda (o Juaiti of e £l
dalaie i Caay Gy, Aelailly Asaldd) Cun (he 3)liee il # Gl o

Gl Gabaa)) dweldll o g0 QLY daws Ladle cucaidsl cdgalladl daall
oAl il o 20 2019 ale & %1 e B L Cadell B ol lgll (g iy
el Al Jil ) clsld) e ma B 08 L dds 4 %5
O pially
il il zaliyy e iliiandl] Al 8 B oSl el 2 df iy b
Dl g G el g 5aVsl) ay aad cileya EDG e adiag Sl i
P |

%95 e ST ol gl MamY) Glsie Z B e jad ALK ALl s
Lle 20 oo J Y 5yl 4ua€al) Al oy . cpalll Glally JilaYls pa)l e
oo 8jme Gleya slacly dabiiall s VI Lxa )Y dooslall Al aidg
- Ot ) e ja ToleSiul Al (aladSU - )

e o allad) elasl paen 3 B Al Gl aliadl Z ) aladtind (aiSE oIS
Nl aliail 8 aale lee cialall daall Jlae 8 1S Blad) Gaalall el
iyl Sl o S @l pay LJULY) 62 B asl Glgill gy (550l
10 Lalse 5aay B s Galgil) aua apalaill e il
Agleall 3ads gl DAY e ulud (S5 HBV ~ il dge lial) 4lain) adied
Deshill YA e Ae ) 5803010 e Jaliall Y ) Leasesy 3 5 paiesal) Lo Lial)
) syl amivell e Ty B alialll AN (e Judld &) el

81



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

Lalyy gl DA iy B el HBY A6 4i) ae Ly
Interleukin—18 Jie ol cbladll dgdag ddanyal byl
Cmbad) JlY) (ol 5y Kia st Gl gl s3a Cyelal 3 cInterferon—y.
IS0 TIDM ) laaill (e (Sl s1all ey & Ly Al deliadl (galyaly
2 simmons KM Jliky! il [TIDM] Js¥) g5ll (e oSl slall aaly
Glas Jiba gsale (e ST i @ adl 1) 2017 ple 3 calpaiil) cplal dus
2 byl @l PPahas)) e alag o sl ey callal 3 TIDM
ad TIDM (o gsilay () (mpally (P lilisyly lay) e aea 53l T1DM
el 1)l B ol il s iy LDl Bpe S

Gl 4 Ly deld lea o dege bl V) Ll e o=l glal
Lasiy P DAl Coneal e e Alaiad L) (5% Las clslally bl llaiaY)
sl sl deliall la Casladl i Lee cdpeliall i3 ddll e 222ILT1DM
oo 2l TIDM Galgy dgslall delid) Ll Gl i (202)-
Aslialll LA i) dil) (aliaslS Al LAY dida gy e & lhlansY)
Sl z ) A Jly dgslaadl LA il o J<as (mlasl «CD4 ) CD8
A A DAY dlaiad (aliad) e sl 5 AY) el Jein (8 2
) i€ sl ) Galiasly ([Th1] 1 sac ) 4500 3slaalll LAY Cus

lally cpbadll JUlbY) ol Lelidl i) gad I duhall oda Chis
old P (e B Al Gl 2l a6 2y TIDM g1 Jaadll (e (g S0

eyl 23 Jlasl & HamY) (g5

82



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

:Materials and methods &) &g d)sa

Faalail) S ailejay B asl il U 1l Gee ik 160 dudpall ciled
Ll Glue e I desaad) « peal) e SV A PR 6 2 ] ALK
(Y Lall e @Sl elally Gulias ik 80 avmiy ¢ myall desene
ot Al Ao geadll .U 48 5 583 32 agie Aiw 12 58 G atjlee cansls
LR &5 g8l Cbeaddl e (g Slila 80 auiais (JgisSll) Lal e sane
ol g51s Apanl) A dll G e (el Ao pane e G S

onslsall o (olad HBs-AQ) B sl (ilgilly cubad) JUlY) slegud
oAl delid) (bl aali guladl f Boagl Gl clbliae cleay
e lall dhdie 4yl cpalledll

O3 JsY) sl 3 Ll ey Auhal) iage (e IS (e pd de 53 xal

i3 wileS EDTA g lilly (HBS-AD sylad Joadll e Jpasll s aile
de s a8 ile s A Gl (ol iy L JalSH ol le HDATC bylad
AR e A Jead) 12645 <353 10 524 3500 rpm

dayylay (HBs—ADb) B asll ilgill syl adand) acaivel) dlaal 3ylee o
SS S 10 mIU/mL 2ozl le iiels o Gl de liad) Llain) apiil (ELISA
e i) Llsiy) e Yo

¢ Sull s (g)ail el degens g2l HDATC (g35S5lall aliasll (uld 5
gl e oSl hase ST 7.5% @l el

b5 eandl ala Alnaall A8 3 388 elal) it & LEAY) Cual

coaes o lbl LlE i

83



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

dge sie sl Cbcly « SPSS 24 zaliy alasinly ilasy) Jdsill (ga]

Agsiea (5554 @l (P value<(.05) ayall

:Results zilill)

@S £13 e 80) B Al Clgil) # 15l e Sika 160 Ayl il
s 9.2241.8 el degana (52 jeall hanigia (IS L (slaaal 80 5 ¢Jsf Jaa
dcsenae chledi L (Aalal) de sendl) slaial) desane o 4 9.7841.92
40,583 20 S cpn 8 B (60 %) 48 5 LSy (40 %) 32
(L) elaial) desana (& (50 %) 4083 Y5 (50 %)

4 51 on ) degane g2 U5V el (e (o)Sdly la) Bae Canglys
oo slel HbATC 5)sSslall ladll Jare (0S5 .(2.44%1.88 Lawssiall) cilsins
Aapdll oda sl pall S davn 3B ()l Lee ¢ plapall 50 66% a1 7.5%

(1 Jsaadl
Ay (Sl AlaY) saa 5 paially perll s Al mje g5 1(1) Jgaad)
HbAlc
Jaiss) 4sgana sl 4 gara
P Value
(N=80) (N=80)
andl o gie
0.58 0.78+1.92 9.22+1.8
(215)
40 (50 %) 32 (40 %) 50
0.66
40 (50 %) 48 (60 %) e
1-4 Llay) s
2.4421.88 Lusidl | (Slsin) Sl

84




A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

<7.5: 14
- - HbAIC (%)
>7.5:66

158 ayall Ao sana (g (55 %) 44 o HBS=Ab 2aml) g5 sle ekl
e (23.75 %) 19 Jtae ¢« (HBs—Ab< 10 mIU/mL) #&ll ‘st e

(2 Jsad) slaa) de ana

26l e L) i) s Al e 55 2(2) Jgad)

JoAiss) dsgana | pdapal) dogana
P Value
(N=80) (N=80)
19 (23.75 %) 44 (55 %) HBs-Ab < 10
mIU/mL
0.007
At
61 (76.25 %) 36 (45 %) HBs-Ab > 10
mIU/mL

Oy (P Le bl Batal) Sac¥l e o ALY Al cypl LS

& (P=0.69) disine (38 25as pde Ayl Cuinyg ¢ oanyall e gana (53] Gy yall

A(3) Jsaall) Llaial) axe o Ao lial) At Cigang (cappall (uin o Aal)

el A gana b el Cuing - Gl A Liall Aulaia )y A 3(3) Jgaad

85




J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

HBs—-Ab > 10 HBs—-Ab < 10
P Value
mIU/mL mIU/mL
(N=36) (N=44)
15 (41.66 %) 20 (45.45 %) 583
0.69
21 (58.34 %) 24 (54.55 %) &)

icsane b HDALC (ssimes ol Zelial Laid) o b)) L e

o 6 sl (HBs=ADb < 10 mIU/mL) ~1all dylaia) ase duhall cijelal ¢ o yal)

7.5% (e Jil HDALC (55 553 TIDM iaye (10 (42.85 %) 14 Ju

e g TIDM e a (57.57 %)

66 Jal (e 38 iy

(4 dsal) > 7.5 HbAIC

icsana 8 HDALC (s5ives 7 Wl e Ll Llaiu¥) oy A8 1 (4) Jgaad)

ayall
Aglai Aglai PR
P Value HBs-Ab > 10 HBs—-Ab < 10
mIU/mL mIU/mL
<7.5%: (N=
8 (57.14 %) 6 (42.85 %)
14)
0.21
>7.5% : (N=
28 (42.42 %) 38 (57.57 %) )
66

86




A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

:Discussion adialiall

Ll e @Sl slally Guliall JULYY) el desene 52l janll Jausgia &by
Gl e G L 1 celaia) degens 52l 41w 9.78 5 cdiw 9.22 (V)
@AY @lahall e aell cileidly (Jaall b 20 pall il cuppal sae
.(15,31,32)M i J;ST Jlaksf e

Al Guing (Bl el LlaiaY) daml) s o A0 du)y xe
S (40 %) 32 Liulp 3 mpall desene e ¢ mpall degena (sl
40,83 &Yl (50 %) 40,8 ae oS e A BU (60 %) 48
Asine (3308 dsas ade Auhall Cuyy ((Aalal) slaal) deseas 4 (50 %)
a5l Aeladl Llail) gy pandl gais on AL 4 (P=0.69)
d o o Poh) 3 Yazdanpanah il g we Gilsh 1 claiuy)
OsSAl xie el HBS=Ab slacal) le b oS (gal cluls ae liadl Gilss
ve el HBs—Ab dac¥) jle led oS @lld cadlayy O3 @by vie aie
. G945 Chan, P aus b iyl

dcsana b HDAIC (s5imas Gl Leliadl LN Gn 2D 4w xe
(HBs-Ab < 10 Al delic dlaiud sels pae Ly el ¢yl
oo Ji HOAIC Gsius 53 TIDM  zmye (e 42.85 % ol miU/mL)
ls ¢« > 7.5 HbAIC s5iue 552 TIDM aye (30 57.57 % a5 <7.5%
Gis . HBS—AD Jal) les HDATC il Gu age blil 255 ade ixy
Glgine om S Bl dsag aae Gl dile Glulp sae e bl oa
LI Bl Ol &l e i) laiuIHDATC

87



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

Lail) (e oSl elally Cpbadll JULY) (e 55 % of ddlall Gl il ey
(HBs—Ab< B asll Culgill #1d olas Gy lidl) dylainl p2e aal TIDM  J5Y)
Oo danll ae Lindlis (3815505 o lauaYl JULY) 0 23.75 % Jilas 10 mIU/mL)
Al gl TIDM (e sy cpdl) kY1 of ) il Al daladl el
A o 4Dle)s Bouter KP duly il iy i (B Al (il i qghill i
s« Vel 62 96.9% s T5% & GuSall sal L sy
sy 100% dlae oSl A 54.2% 4Dy Figicioglu C o 4y
JELY) (e 7 41 of coin A ey snbisd Al b iy (A0
2 Alae « HBs—Ab 2aY) (e 4y Cligius agl (K ol TIDM 4 cpibiadl)
o 169.8 o odlays sl Al canay S DY 5 7 L 16
52 HBs—Ab (1 48)y cilisine gl oS ol TIDMA (e gsibay il Jlaky)
aed (K I TIDM e sibay ot JULYT e 727.4 o o3dkays Ul angs
DY) Ao sana (e LG Jef culS ally ¢ HBS—AD e 45 <l sinse

Ay 8 e liall B das b Lage B el ol cludys ol Gl
TIDM (e Osilay ol JUlY) (e 745.46 al (S ol 4Dy Dashti AS
OS5 Al ¢ @l aas elaal) JULY) 3753 4 4ylie HBSAD (e &)y Clysise
dlia ol 4Dl)s Marseglia duln celil LS Piglas) A¥s @y 5,4
Gaag dua TIDM (e ggilay 0l piapall sl HBV A lall dailia 4l
) (0 796 a5 TIDM mpe (e 792 & 4l dlacal) cilysinse
@Sl (e Gabaall Ly JUlYI of ) 4Dy Schillie duy cualig
oo oalaiY) ge Jlall e LS ¢ B agl g~ Lo lie Ll Logee pe

Li Volti S dun b axi ey (o Jils SO\ gQull ulaall e jeall it

88



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

@) G Rl e A100% Aty culS Leliadl LlaaaN) ol 4Dy
K PN

)l Slaensi A il ) ey claball g Aliall il g5 o oSa
CEAY )y ¢ LY s il G el Jualdlly colaca) 3yles Aipyh s o Wl ¢ i
Lo bl Alaiul) (mlias) (gieh 8y Lduhall Cpealal) W o dialls 448 )
) ae Aplall L) e ) HBV Gl TIDM 4 galiad) Jukdd
WAl 48 (aliaily Uniipe 138 ()6 28 L HBV 2@ clac) aap 5256 Jif sal
Lall (6 3 celly ) dalayl PO umiadl dadlee & JIAdly sae L) A0
(Al A liall st (ggine & 50 [HLA] Ayl eliadl ol il auions
L 2o Lalal s TIDM mge (e el o 1) ciladyall iany cylif Cum
lysinsal Lppual) Lsaad) i ¢ G ag (3 TIDM iy 52 B Sl il
cealy U< layys & o TIDM 8 diaisiall HBSAD
Cgllys e pa ) 2ey HBSAG o) (s5ime aalsi byl b casanll o
.(31’32’42’43’44)5:\35 Gl b el a
I Laaill (g (oSl el Gubiaall JULYT oF I duhall cuals selalinay)
e Ljlie B Al Qlgall 2l Aload) Gleall (o (idia g5l ageal TIDM
oo lial) Llaiul] oo ADA) 8 dygiee 3op dsag ade Auhall Ciing e lanal)

.HbAlc &LILD:\»MJ UAJ‘)AJ\ BTSN /dSJ

REFERENCES

89



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

1. Liver EAftSot, “EASL 2017 clinical practice guidelines on the
management of hepatitis B virus infection,” Journal of
Hepatology, vol. 67, no. 2, pp. 370-398, 2017.

2. H. Bashour and G. Muhjazi, “Hepatitis B and C in the
Syrian Arab Republic: a review,” Eastern Mediterranean
Health Journal, vol. 22, no. 4, pp. 267-273, 2016.

3. W. Yazaji, W. Habbal, and F. Monem, “Seropositivity of
hepatitis B and C among Syrian multitransfused patients,”
Mediterranean Journal of Hematology and Infectious
Diseases, vol. 8, no. 1, article e2016046, 2016.

4. WHO, World Hepatitis Day 2018, World Health
Organization, 2018, https://www.who.int/campaigns/world—
hepatitisday/2018.

5. Kionoff, D.C. (2011) Improving the safety of blood glucose
monitoring. J. Diabetes Sci. Technol. 5, 1307-1311.

6. Louie, R.F., Lau, M.J., Lee, J.H., Tang, Z. and Kost, G.J.
(2005) Multicenter study of the prevalence of blood
contamination on point-of-care glucose meters and
recommendations for controlling contamination. Point of
Care: J. Near Patient Test. Technol. 4, 158-163.

7. Thompson, N.D., Barry, V., Alelis, K., Cui, D. and Perz,

J.F. (2010) Evaluation of the potential for bloodborne

90



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

pathogen transmission associated with diabetes care
practices in nursing homes and assisted living facilities,
Pinellas County. J. Am. Geriatr. Soc. 58, 914-918.

. Schaefer, M.K., Jhung, M., Dahl, M., Schillie, S., Simpson,
C., Llata, E. et al. (2010) Infection control assessment of
ambulatory surgical centers. JAMA 303, 2273-2279.

. Wise, M.E., Marquez, P., Sharapov, U., Hathaway, S.,
Katz, K., Tolan, S. et al. (2012) Outbreak of acute hepatitis
B virus associated with pediatric care at a psychiatric long—

term care facility. Am. J. Infect. Control 40, 16-21.

10.World Health Organization. Fact sheets: Hepatitis B

(Updated July 2021).

11.Luo, Z., Xie, Y., Deng, M., Zhou, X. and Ruan, B. (2011)

Prevalence of hepatitis B in the Southeast of China: a
population—-based study with a large sample size. Eur. J.

Gastroenterol. Hepatol. 23, 695-700,

12.World Health Organization (2017) Hepatitis B Vaccines:

WHO Position Paper. 369-392.

13.Dina Mohamed Ahmed Elsharkawy; Hany Abd Elhady El

Khaleegy; Saad Ahmed Mohamed; Gamal Ahmed

Mohamed. Seroprotection Status of Hepatitis B Vaccine in

91



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

Children with Type 1 Diabetes Mellitus. International Journal
of Medical Arts 2021; 3 [3] July—September: 1748-1753.

14. Yacoub R, Al Ali R, Moukeh G, Lahdo A, Mouhammad Y,
Nasser M. Hepatitis B vaccination status and needlestick
injuries among healthcare workers in Syria. J Glob Infect
Dis. 2010; 2(1):28-34.

15.Hetta HF, Elsherbiny NM, Eloseily EM, Taha SF, Gad EF,
Soliman MM, et al. Evaluation of the immune memory
response to routine HBV vaccine in Egyptian patients with
Type 1 diabetes. Future Virol. 2020 Mar;15[4]:215-22.
DOI: 10.2217/fvI-2019-0121.

16.American Diabetes Association. 2. Classification and
Diagnosis of Diabetes: Standards of Medical Care in
Diabetes—2(02(0. Diabetes Care. 2020 Jan; 43 [Suppl 1]:
S14- 831. DOI: 10.2337/dc20-S002.

17.Whitford K, Liu B, Micallef J, Yin JK, Macartney K, Van
Damme P, Kaldor JM. Long-term impact of infant
immunization on hepatitis B prevalence: a systematic review
and meta—analysis. Bull World Health Organ. 2018 Jul 1;96
[7]: 484-497. DOI: 10.2471/ BLT.17. 205153.

18.Mormile R. Hepatitis B virus vaccination failure in celiac

disease and type 1 diabetes: what is the truth? Int J

92



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

Colorectal Dis. 2016 May;31[5]:1049. DOl:
10.1007/s00384- 015-2383-7.

19. Grzegorzewska AE, Wobszal PM, Mostowska A,
Jagodzinski PP (2012) Antibodies to hepatitis B virus
surface antigen and interleukin 12 and interleukin 18 gene
polymorphisms in hemodialysis patients. BMC Nephrol 13:
75.

20.Hennig BJ, Fielding K, Broxholme J, Diatta M, Mendy M, et
al. (2008) Host genetic factors and vaccine-induced
immunity to hepatitis B virus infection. PLoS One 3: e1898.

21.Simmons KM, Michels AW. Type 1 diabetes: A predictable
disease. World J Diabetes. 2015 Apr 15;6[3]:380-90. DOI:
10. 4239/wjd. v6.i3.380.

22.Cho NH, Shaw JE, Karuranga S, Huang Y, da Rocha
Fernandes JD, Ohlrogge AW, Malanda B. IDF Diabetes
Atlas: Global estimates of diabetes prevalence for 2017 and
projections for 2045. Diabetes Res Clin Pract. 2018
Apr;138:271-281. DOI: 10. 1016/j.diabres.2018.02.023.

23.Calliari LE, Almeida FJ, Noronha RM. Infections in children
with diabetes. J Pediatr [Rio J]. 2020 Mar—Apr;96 Suppl
1:39-46. DOI: 10.1016/j.jped.2019.09.004.

93



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

24.Arrelias CCA, Rodrigues FB, Torquato MTDCG, Teixeira
CRS, Rodrigues FFL, Zanetti ML. Prevalence of serological
markers for hepatitis and potential associated factors in
patients with diabetes mellitus. Rev Lat Am Enfermagem.
2018 Nov  29;26: e3085. DOI: 10.1590/1518-
8345.2774.3085.

25.Eisenhut M, Chesover A, Misquith R, Nathwani N, Walters
A. Antibody Responses to Immunizations in Children with
Type | Diabetes Mellitus: a Case-Control Study. Clin
Vaccine Immunol. 2016 Nov 4;23[11]:873-877. DOI:
10.1128/CVI1.00400-16.

26.Saco TV, Strauss AT, Ledford DK. Hepatitis B vaccine
nonresponders: Possible mechanisms and solutions. Ann
Allergy Asthma Immunol. 2018 Sep;121[3]:320-327. DOI:
10.1016/j.anai. 2018.03.017.

27.Pondé RAA. Expression and detection of HBs-Ab
antibodies after hepatitis B virus infection or vaccination in
the context of protective immunity. Arch Virol. 2019 Nov;
164 [11]: 2645-2658. DOI: 10.1007/ s00705-019-04369—
9

28.James EA, Mallone R, Kent SC, DiLorenzo TP. T-Cell

Epitopes and Neo-epitopes in Type 1 Diabetes: A

94



A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

Comprehensive Update and Reappraisal. Diabetes. 2020
Jul; 69[7]:1311-1335. DOI: 10.2337/dbi19-0022.

29.Dashti AS, Alaei MR, Musavi Z, Faramarzi R, Mansouri F,
Nasimfar A. Serological Response to Vaccines in Children
with Diabetes. Roum Arch Microbiol Immunol. 2015 Jul-
Dec; 74 [3-4]:112-7. PMID: 27328526.

30. Zanoni G, Contreas G, Valletta E, Gabrielli O, Mengoli C,
Veneri D. Normal or defective immune response to Hepatitis
B vaccine in patients with diabetes and celiac disease: An
open issue. Hum Vaccin Immunother. 2015 Jan 1;11[1]:58-
62. DOI: 10.4161/hv.343009.

31. Leonardi S, Vitaliti G, Garozzo MT, Miraglia del Giudice M,
Marseglia G, La Rosa M. Hepatitis B vaccination failure in
children with diabetes mellitus? The debate continues. Hum
Vaccin Immunother. 2012; 8 [4]: 448-52. DOI: 10.4161/
hv.19107.

32. Elrashidy H, Elbahrawy A, El-Didamony G, Mostafa M,
George NM, Elwassief A, et al. Antibody levels against
hepatitis B virus after hepatitis B vaccination in Egyptian
diabetic children and adolescents. Hum Vaccin Immunother.

2013 Sep;9 [9]: 2002-6. DOI: 10.4161/hv.25426.

95



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

33. Yazdanpanah, B., Safari, M. and Yazdanpanah, S. (2010)
Persistence of HBV Vaccine’s Protection and Response to
Hepatitis B Booster Immunization in 5- to 7-Year-Old
Children in the Kohgiloyeh and Boyerahmad Province, Iran.
Hepatitis Monthly, 10, 17-21.

34. Hossain, M.M., Alam, A.N., Siddiqua, M., Siddika, A. and
Nessa, A. (2018) Immune Response among the Children to
Hepatitis B Vaccination: A Community Based Study in
Bangladesh. Bangladesh Medical Research Council Bulletin,
44, 103-108.

35. Mohamad, M., Mazahi, E.l., Hussein, M., Maksoud,
H.M.A., Hady, M.A., Ali, M.A., et al. (2016) Long Term
Immunity to Hepatitis B Vaccine among a Sample of
Secondary School Students in Damietta. Journal of
Pharmacology and Toxicology, 11, 27-32.
https://doi.org/10.3923/jpt.2016.27.32

36. Chan, P. K. S., et al. (2014). 'Response to Booster Doses

of Hepatitis B Vaccine among Young Adults Who Had
Received Neonatal Vaccination." PLoS One 9(9).

37. Onal Z, Ersen A, Bayramoglu E, Yaroglu Kazanci S, Onal
H, Adal E. Seroprotection status of hepatitis B and measles

vaccines in children with type 1 diabetes mellitus. J Pediatr

96


https://doi.org/10.3923/jpt.2016.27.32

A3 g 3 2021 ale 25 sl 43 Al Gad) dealy Aaa

Endocrinol Metab. 2016 Sep 1;29[91:1013-7. DOlI:
10.1515/ jpem-2015-0211.

38. Marseglia G, Alibrandi A, d'Annunzio G, Gulminetti R,
Avanzini MA, Marconi M, Tinelli C, Lorini R. Long term
persistence of HBs—Ab protective levels in young patients
with type 1 diabetes after recombinant hepatitis B vaccine.
Vaccine. 2000 Nov 22;19[7-8]:680-3. DOI:
10.1016/s0264- 410x[00]00268-1.

39. Bouter KP, Diepersloot RJ, Wismans PJ, et al. Humoral
immune response to a yeastderived hepatitis B vaccine in
patients with type 1 diabetes mellitus. Diabet Med 1992;
9:66-69.

40.35. Figicioglu C, Mikla S, Midilli K, Aydin A, Cam H, Ergin
S. Reduced immune response to hepatitis B vaccine in
children with insulin dependent diabetes. Acta Paediatr Jpn
1995;37:687-690.

41.Li Volti S, Caruso—Nicoletti M, Biazzo F, et al.
Hyporesponsiveness to intradermal administration of
hepatitis B vaccine in insulin dependent diabetes mellitus.
Arch Dis Child 1998;78:54-57.

42. Salama |, Sami S, Saleh R, Mohsen A, Elserougy S, Emam

H, Said Z. Immunogenicity of compulsory and booster doses

97



J¥) Jaall) (e (s Sl £1all Gubiaal) JULY) oAl B Sl Glgl) LA olad AueLial) i)

of hepatitis B vaccine among children in Cairo, Egypt. J
Egypt Public Health Assoc. 2017 Jun 1;92[2]:77-85. DOI:
10.21608/epx.2018.8945.

43.Arefkhah N, Vafazadeh S, Shahriarirad S, Ghorbani F, Zoghi
S, Emami M, et al. Serum levels of anti—hepatitis B surface
antibodies among vaccinated children aged 1 to 12 years in
a rural community in Fars Province, southern Iran. J
Immunoassay Immunochem. 2020; 41 [1]: 20-27. DOI: 10.
1080/15321819.2019.1675696.

44.Wang ZZ, Gao YH, Lu W, Jin CD, Zeng Y, Yan L, et al.
Longterm persistence in protection and response to a
hepatitis B vaccine booster among adolescents immunized
in infancy in the western region of China. Hum Vaccin
Immunother 2017; 13[4]:909-915. DOI:
10.1080/21645515.2016. 1250990.

98



	0.pdf
	1.pdf
	2.pdf
	3.pdf
	4.pdf

