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Elicayoyn

O ovoTNUAaTIKOG £pLONUATWSNGS AVKOG (ZEA) cival ToAvovOoTNHATIKA
avTOAvVOON VOO OG TTOL TTPOCTPAAAEI KOO’ LITEPOXNV YLVAIKES
aAvamapayw®ylikng nAikiag.

H Birapivn D ¢aiveral 0T £X&l avooopPLOMIOTIKA §pAaon Kail £XoLv
maparnEnO¢i xapnAa emimeda TG opHOVNGS ALTAG O ATOEVEIC pE
aLTOAVOOd PELHATIKA VOONUaTa.



IKOTIOGC TNG EpYATiag nTav n mepiypadn ouadag
aocOevav pe LEA otnv omoia maparnenOnkKe avemrapkeia
Birapivng D kal va karaypagei N oXEon TV EMITESOV
NS PiTapivng D pe TRV evepyoTnTa TNG VOO OUL.

ABavaaoiov A et al, MaveAAnvio XvveSpio EEMMO 2017



MeBodoi

Neprypageral oyada 20 acOevav pe XEA, 18 yvvaikeg kai 2
avépeg.

O1 aoBeveig Siayvaornkav e LEA kai eixav apOpalyieg,
SEPHATIKES EKOSNADTEIG, KOTIOON Kal EAATTepEva emimeda C,
kail C,.

1TOLG acOeveig perpnOnkav ta emimeda tng 25(OH)D,; oTo
aipa.

ABavaaoiov A et al, MaveAAnvio XvvéSpio EEMMO 2017



MeBodoi

Ma TNV eKTipnon TNG ox&éong TV emmeédwv 25(OH)D3 petad acOevav Kai
controls gyive Student’s t test.

MNa TNV ekTipnon 1ng oxéong Heta&L emmedov 25(0OH)D3 ka1 C3 C4 kai TKE
£YIVE YPAUHIKN avaAvon OXETIKOTNTAG — regression analysis.

ABavaaoiov A et al, MaveAAnvio XvveSpio EEMMO 2017



AtmroteAéopara

Itouvg aoBeveig pe LEA maparnpnnkav xapunAa emimeda 25(OH)D; o1o
aipa (p<0.05).

Naparnendnke avaioyn can TGV EMTES®V TNG 25(OH)D3 oTO cupa ME TQ
EMITTESA TOL CLPTTIANPHATOG, OTTOL TA XAMNAQ emiTedSa TV rrapayovrcov
TOL CLUTTANP@HATOG OXETIoONKav pe xapnAa emimeda 25(OH)D; omov yia
To C3 nTav r 0.029 kai yia To C4r 0.095.

Hapampnenks avncnpocpoog ava)\oyn oan TV emmedwov Tng 25(0OH)D,
AigATOG HE TNV EVEPYOTNTA TNG VOO OL, OTTOL Yia TN oxéon peta&d 25(OH)D3
kai TKE r 0.041.

ABavaoiov A et al, MaveAAnvio XvvéSpio EEMMO 2017



25(0OH)D3 (ng/ml) in SLE patients and controls
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Scatterplot of 25(0OH)D3 (ng/ml) in relation to C3 levels in SLE patients
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JOUTTEPACHATA

H Birapivn D gival oppovn mov puBpilel T AeIToLPYIA TOL HVOOKEAETIKOL
oLOTAHATOG.

daiveral 011 n Birapivn D Exel kal e§OKENETIKEG SpATEIG.

H avoooppuvBuioTikn §paon tng Bitapivng D eival gia amo TiG KVPIEG
eEWOTKEANETIKES SPATEIC TNG OPHOVNG.

ABavaaoiov A et al, MaveAAnvio XvveSpio EEMMO 2017



JOUTTEPACHATA

Exovv maparnen®si xaunAa emimeda t1nG opUoOvNG o€ aoOeVEIS YE
avToAvooa PELHATIKA VOOHaTa.

ITnV mapovoa gpyacia maparnendnkav xapnAa emimeda pirapivng D oto
aipa og aocOeveig ye LEA kal Ta xapnAa emimeda tng opuovnG oxeTioTnKav
avaloya e 1a EMmeSa TOL CLUTTANPWHATOG OTO did TV ACOevYV Kal
AVTIOTPOP WG avaloyad HE TNV EVEPYOTNTA TAG VOO OUL.

ABavaaoiov A et al, MaveAAnvio XvveéSpio EEMMO 2017



Vitamin D and autoimmunity: new aetiological and
therapeutic considerations

Yoav Arnson, Howard Amital, Yehuda Shoenfeld

Ann Rheum Dis 2007;66:1137-1142. doi: 10.1136/ard.2007.069831

Vitamin D is frequently prescribed by rheumatologists to prevent ~ circulating form of vitamin D. This form of the

and treat osteoporosis. Several observations have shown that ~ Vitamin is the one measured by clinicians (o
P : determine vitamin D levels in patients. However,

vitamin D inhibits proinﬂommatory processes by suppressing 25(0H)D is biologically inert and requires addi-
the enhanced activity of immune cells that take part in the tional hydroxylation within the kidney to form the
autoimmune reaction. Moreover, recent evidence strongly biologically active derivative of vitamin D, 1,25-

h . . D | . b h . || dihydroxyvilalnin D (1,25(0H)2D5) 1,25(0H)2D5
suggests that vitamin D supplementation may be therapeutically 5 lipid-soluble hormone that interacts with its

beneficial, particularly for Th1-mediated autoimmune vitamin D receptors (VDRs) in the small intestine.
disorders. Some reports imply that vitamin D may even be Its action leads to enhanced expression of the
preventive in certain disorders such as multiple sclerosis and cpithelial calcium channel, the calcium-binding

. : . protein and various other proteins which sustain
diabetes type 1. It seems that vitamin D has crossed the the transport of calcium from the intestinal lumen
boundaries of calcium metabolism and has become a into the circulation. 1,25(0H),D; also interacts

with VDRs on osteoblasts, which stimulate the

significant factor in a number of physiological functions, ) :
N e 1ol e, e o0 | expression of the receptor activator of nuclear
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Lupus (2018) 27, 199-208

joumals.sagepub.com/home/lup

PAPER

Interferon alpha gene expression and serum level association with
low vitamin D levels in Egyptian female patients with systemic
lupus erythematosus

Sahar M Abdel Galil"*, Abeer M El-Shafey', Rehab S Abdul-Maksoud® and Mohamed El-Boshy?
'Rheumatology and Rehabilitation Department, Faculty of Medicine, Zagazig University, Egypt; *Medical Biochemistry Department, Faculty of
Medicine, Zagazig University, Egypt: *Department of Laboratory Medicine, Faculty of Applied Medical Science, Umm Al-Qura University,
Makkah, Kingdom of Saudi Arabia; and “Medicine Department, Faculty of Medicine, Umm Al-Qura University, Makkah, Saudi Arabia

Background: Patients with systemic lupus erythematosus (SLE) are prone to develop vitamin
D (25(0OH) D3) deficiency, due to several factors and there is an association between lower
vitamin D levels and higher SLE disease activity. The aim of this research was to assess the
prevalence of vitamin D deficiency in Egyptian female patients with SLE. Furthermore, we
analyzed the potential relationship between this deficiency and SLE manifestations, disease
activity, and its effect on interferon alpha (IFN-o) gene expression and serum level. Methods:
We evaluated the serum levels of vitamin D 25(OH)D3 and IFN-a by enzyme-linked immuno-
sorbent assay (ELISA). IFN-o gene expression was measured by real-time polymerase chain
reaction (PCR) assay in 123 Egyptian female patients with SLE and in 100 females as a healthy
control group. Results: Vitamin D deficiency was prevalent in 20.30%, while insufficiency was
prevalent in 42.40% of the total group of patients. Serum levels of 25(OH)D3 were signifi-
cantly decreased in the group of severe disease, and in the group of patients with lupus
nephritis. 25(OH)D3 showed highly significant negative correlation with the SLE Disease
Activity Index (SLEDALI) in the high activity group and lupus nephritis group. There was a
significant negative correlation between 25(OH)D3 and IFN-u serum level and gene expres-
sion in all patients; more significant in the group with lupus nephritis. Conclusions: The
deficiency of 25(OH)D3 has a direct relationship with increase disease activity and nephritis
in Egyptian SLE patients, suggesting the need for vitamin D supplementation in these



IFN-=x gene expression in SLE patients
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IFN-o gene expression in SLE patients
SM Abdel Galll et al.
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Interferon alpha gene expression and serum level association with

low vitamin D levels in Egyptian female patients with systemic
lupus erythematosus

IToug aocOeveig pe EA kal veppitidba maparnendnke apvntikn cLOXETION
pera&v Pirapivng D kai avri-dsDNA kai TKE

ITOLG aoOeveic pe LEA kal vepitida maparnendnke OeTIKN CLOXETION
pera&v Pirapivng D kai C3 kai C4

Abdel Galil et al, Lupus 2018



Interferon alpha gene expression and serum level association with

low vitamin D levels in Egyptian female patients with systemic

lupus erythematosus

IToug aocOeveig ye LEA maparnpenOnke apvnTikn CLOXETION HETAEL TNG
avemapkelag NG Pirapivng D TNG evepyoTNTAG TNG VOO OUL KAaI TG
veppitidag

IToug aoOeveig pe LEA n avemrapkela tng Pirapivng D oxeriodnke e
EKPPAON Kal EKKPION TNG IVTEPPEPOVNG-A

Abdel Galil et al, Lupus 2018



The Clinical Significance of Vitamin D in Systemic Lupus
Erythematosus: A Systematic Review

Rajalingham Sakthiswary and Azman Ali Raymond
Plos One 2013



Vitamin D deficiency in SLE

Vitamin D deficiency is more prevalent among SLE patients than the general
population. Over the past decade, many studies across the globe have been
carried out to investigate the role of vitamin D in SLE from various clinical angles.
Therefore, the aim of this systematic review is to summarise and evaluate the
evidence from the published literature; focusing on the clinical significance of
vitamin D in SLE.

Rajalingham Sakthiswary and Azman Ali Raymond
Plos One 2013



Vitamin D deficiency in SLE

The following databases were searched: MEDLINE, Scopus, Web of Knowledge
and CINAHL, using the terms “lupus”, “systemic lupus erythematosus”, “SLE and
“vitamin D”. We included only adult human studies published in the English
language between 2000 and 2012. The reference lists of included studies were
thoroughly reviewed in search for other relevant studies.

Rajalingham Sakthiswary and Azman Ali Raymond
Plos One 2013



Vitamin D deficiency in SLE

A total of 22 studies met the selection criteria. The majority of the studies were
observational (95.5%) and cross sectional (90.9%). Out of the 15 studies which
looked into the association between vitamin D and SLE disease activity, 10 studies
(including the 3 largest studies in this series) revealed a statistically significant
inverse relationship. For disease damage, on the other hand, 5 out of 6 studies
failed to demonstrate any association with vitamin D levels. Cardiovascular risk
factors such as insulin resistance, hypertension and hypercholesterolaemia were
related to vitamin D deficiency, according to 3 of the studies.

Rajalingham Sakthiswary and Azman Ali Raymond
Plos One 2013



Vitlamin D and SLE

There is convincing evidence to support the association between
vitamin D levels and SLE disease activity.

Rajalingham Sakthiswary and Azman Ali Raymond
Plos One 2013



JOUTTEPACHATA

ITO CLOTNHATIKO £PLONUATOSN ALKO TTAPATNEEITAI AVETTAPKEIA TNG
Birapivng D

H avermrapkeia avtn pmopei va oxerieral Kai ge TV amogpuyn Tov RAIOL Ao
TOLG A0OevEig

H averrapkeia tng Pirapivng D oxeridetal pe Tnv evepyoTnTa TG VOO OL



Iac ELXAPIOTE




