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7-Dehydrocholesterol

UVB exposure Liver Enzyme Diet
to Paﬂi"’a? D, & D, Supplement
For every 1,000 1U
of vitamin D
consumed, your
blood will increase

l 10 ng/ mL ,
, Ergocalciferol D,

(from ergosterol)

Calcidiol e
The form measured in the blood Cholecalciferol D,
E (25-OH or hydroxy vitamin D) (from cholesterol)
w
Calcitriol < — l' —r Calcitroic Acid
Active form of vitamin D in the body Inactive form of Vitamin D
(1,25-dihydroxy vitamin D) (24,25-dihydroxy vitamin D)
Vitamin D is actually a hormone Water soluble
rather than a vitamin for excretion from the body
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DBD: DNA binding domain

LBD: Ligand binding domain

AF-1. Ligand independent transactivation domain
AF-2: Ligand dependent transactivation domain
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DNA polymorphism

Organizational Level “Read-out” of functionality
mRNA devel, stability, splicing/isoforms
Protein -level, stability, isoforms, protein-protein
Celils -e.g., transcriptional activity (OC-VDRE)

-e.g., cell growth inhibition (PBMC)

Humans -Serum parameters: e.g., osteocalcin
-Intestinal Calcium absorption
-BMD
=Intervention: e.g., vitamin D,

Association with disease
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Gl ) (100 ul) sl s sine i o5 (488 / 3,50 1200) dddy 1 3e Jdi5 11
(2) by dbanll s Jal) i cinall and e Jai dlal ale oy 5o

ALl 3 e (0 512

OS5 5,0 Ghs USe 200 (s Yy pdll o Jeq pladialy (adaiuy) 48 jla Joaad o5 43l S
o sl 0 Aalal) Aiel) 8 aiidll
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Lall 3 gl g JaS 5 (i

cuhall e lea o dpalaial) b8 A e Alall & LAl 5 5 ls 23 -
JslaaS s Al paall palagill S clall 22a%4) Cus spectrophotometer (& sl
r Sl JSEN e 58 il s g i 536 260 A e sk e paladll (uld 8 caals

i) Jale x 50X all dacalial = dial) i Lal) 58 5 —
ol LaS 3 L) Chana A ¢ ia 53 280 Aa g0 Jsh e (aladll (il o3 LS

280 e =l /260 Ao paladll = 55l

Polymerase Chain Reaction (PCR) (Awdudll j)piadsal) Joldi -2-6

PCR sasic s (Eppendorf, Germany) iS,4 ;e MasterCycler Slea dauls Jel@ll jaif
Jeldd lisSe men (g5ia5 ke A (Fermentase, Lithunia) 4,4 ¢« Master Mix (2X)
200 )l meuiy DNA template Uil slayp 5 gliall oUWl Aulall el

el

pAadll) i Sall e sagiall s3a (ggiad
.Taq DNA polymerase a3l (o JSof53550.05 —

el s —
- MgCly psisa¥) )9l e Jsa e 4 -
«dCTP «dGTP (dATP) (pans¥) dagite i€l e JS (30 s olia 0.4 =
(dTTP
: Giirsoy S. et al.,2008 iuly Lo ol HPLC-purified g Lie cuaxiid
For : (5'-CAACCAAGACTACAAGTACCGCGTCAGTGA-3')
Rev : (5'-CACTTCGAGCACAAGGGGCGTTAGC-3')

. (VBC-biotech,Vienna,Austria) 4;sluaill VBC 48 )5 (1
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NCBI adse Je sl Blast zelin e alignment c)a) Pla e gliall e Gaaill
r AU JEN e oLl o) dadin Gy

58321 TCCTGGACCTGTGGCAACCAAGACTACAAGTACCGCGTCAGTGAC

GTGAC CAAAGGTATG
58381 CCTAGACTCC ACCTCCTGGG GAGTCTTTTT/H ... /I

/60481 CCCTITGAGACCTCAGCCATGAGGAGTTGCTGTTTGTTT GACAAAG
AAACC CAAGTGGGGG

Jaall Jalsa

Bafiall el Cua Sl Cidpals 28 e PCR (ol cieny -

JS. 25 PCR Master Mix:
Jse w2 «Taq DNA polymerase w s2a5 1.25)

(ANTPs (s Jse58% 200 <MgClz (s

JsasSu 20 Forward Primer

JsasSn 20 Reverse Primer

ahe 5 50 Template DNA

e 50 Ja Water, nuclease free

J<e 50 Total volume

ldiy Calaly liwl) iy -
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: ) g hal) malipdl prdin) =

Giirsoy by e ol U Uil (e 3)53 35 (362 3 300 945°C >

:S. et al.,2008
() SUNIFESY A sl
4ad. 94.5¢C7 Denaturation Ll Gy
438y 61C° | Annealing g iall aa alailY)
438y r2c Elongation aUxiny)

(8 7 53l 72 C° iyl Ay dlell) ALY, >

PCR Jeolis mili sl

1.5% Hs)eV) i o dim il mlsill ek 2

tdadiiaall lgall

.(Agarose ME) s, s —

.Carl Roth, Germany 45,4 (. (Tris Borate EDTA) TBE (lya 43)la —

(= (Molecular grade) Jo/ale 10 :Ethidium Bromide asafn¥) amp Jolas —

. Promiga, USA 45,4

S5 Fermentas, Lithiauria 454 (3 100 bp plus DNA Ladder Lall (uld alu —

laa Callyy . 6xDNA Loading Dye Jeeaill ¢ bua (e da 1 e Giyalls JSo/380 0.5

«800 <900 <1000 1200 «1500 2000 3000 :atll JIgha¥L dd0i 14 (1a alud)

.pb 100 <200 <300 «400 <500 «600 <700
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daadial) 33¢aY)

.Jencons, Britain 48,5 (e 88 LS Dla,

.UV-Transilluminator dusuéill 36 dasYh el siaa

 dallaal) judans
aloal) A -

ki) oL 10XTBE 444l sl Cipina il 0.5%TBE Al Caaiial
ubdl) ala —

sl e JSe By Jaeatl e e JSe 2 Bilidy ol ale e JSe 1 alasiuly
Axiiad) 1580 ol e by @llg 31580 g3

S Ad juass -

0 0.5XTBE (e Ja 100 ) 5ol §1.5 8Ll 15% 35 5,e¥1 Al poan
Shall Ao G il & D)y Jia dpaill ae Sl plea e mall (s Dla
sl el cam ¢ Dlell im U wDhe JS wamgy (lall Ganadall bl Jué 65 C°
alatinly ulsall lady 5 clelad 4 IS ey Al 3 Cileld agay axe e S0
Ll al) caa i OB o dads 30 353 cliat s Algll CS5 e ase (i)
caanall bdll ol in opexi] alesiall Slell (358 0.5XTBE 45)) Cava 5 (5500 JSii ilal,

Al) juiaad 8 addiosall dndi Dlall S5 Mokl s
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Glial) Jraad -

JSe 10 alasind 5 ¢ LY 8 dame iy Gl it o5 (J¥) il 4 el alu cia
oy Al s i de cdisall ) seadll §lua (e JSa 2 3ildy PCR Jeli gl e
Jonil 5 ol g€l Ll acan ) deags el Slea Glel ciall ol e
s Jinsll dlee elgil an A28 45 524l g 100 GseS Gyt SlpeS U alasiul,
ae 4883 30 saal (psdfi) amagp sale 4] Cilian Hhads cla) cpolill Jile & ADLE
d2ie UV-Transilluminator ddawls dasusull 348 LU LDl sad & salgdl @lyanll
il Ayl Al ypmiy 312 NM dnge Jsh

£ UBY) cilay3i) g aidagll -3-6

pdag Ailide o Usil il D0 Lladiuly VDR (o b 4dKE cilaed 2D e aalil]
.Fermentase 4S,a Taql s Bsml «Apal & Clapiy)

Bsml gy ai3i) aa aagl

Jasll clily 37 C° a alead i) )l 4a )35 -20 C° 8)ha Aoy Bsml i) Jaia o

Poh WS dxiiaall 4,80 ciladad Je ol aiagl) &

rai il e Canal Cag iyl gl 41

J<a 10 PCR Jeléi zili mje
J< 18 LSS Il el
JKa2 10X Buffer R
1< 1 Mva1269]
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.u\)aj\ e dju\ CAAJ uba Baxl dﬁzjuAM :\.k.mb.a éﬂ‘).\ C)AM 3.1—2

cDlebs ued 30437 C° Bha Anyn A @—3

Apal g ai3i) aa auagl

Jasll ¢ lil5 37 C° & aleal Bl 5 all day05-20 C° 8yha daym Apal appy) Lais

ra il e Gaal Cag i) sl 81

J<a 10 PCR Jeléi zili mje
JSa 18 LSS Il el
JKa 2 10X Buffer B
J<e 1 Apal

.u\jaj\ e dju\ b@l ub.\ Baxl dﬁzjuAM :\.k.mb.a éﬂ‘).\ C)AM 3.1—2

cDlebs ued 30437 C° Bha dnyn A @—3

Taql g WY as3i) aa auagl

Poh WS dxiiaall 4,80 ciladad Je ol aiagl) &

Jasll oy 65 C° a alaad Bl 5yl daj35-20 C° 5yl Ay Tagl s Jais o

ra il e Gaal Cag i) sl 81

J<% 10 PCR Jel& GJU T
J<. 18 HdS all ujta sla
JSa 2 10X Buffer Taql
JSa 1 Taql

Poh WS dniiaall 4,80 ciladad Je ol aiagl) &
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.c_q\jal\ e dil...d\ CAAJ uba Baxl dsﬂjuam :\L"“\J" LBSJ" C‘)Aj\ 3.1—2

clels et 53dd 65 C° 5l Ao b (=3

Aatadl) A58 s Cus ari) (e Al 305 Guaa il Bae Aypat a4l SN
1:\:‘AS,S‘—’L‘:L”SE)-‘S‘—‘-‘\SS‘&)-’?\L)AJSA1-2:\7\ASJ:\.9LJ1-16UA ‘2)-‘5&;\
cJalS (S gl Hlady AdlS iyl (e JSa

pagd) ilgd (g2 -4-6

daylll 335 (Agarose ME) 1.5 % 35)e¥) idla o i jilly auagll als el
LS e il 5 el $ L (g0 JS0 3 5 gl 3l (e JSe 10 plasiiad) o5 Cas 23L)
ke B
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duilaay) )

Jiatll Jaf e (SPSS 20 Chicago, IL, USA) laal gelil dejn chandind
hasy!

u\ﬁj)ﬂ\ culS \JJ L 3.3‘):.‘\1 L_al.c}q;d\ O Qﬁ:b:o“ Lﬁhﬂ X2 % Lﬁls JL\.\;\ R Ll
5 (0.05 (a inal P value ied S Jla ) Lilaas] ler Sy ile ganall ¢ Adaadlal

.(0.05 (e ST P value ded <l Jla ) dbsladll ge dail culis dll o2a ¢

o2 VDR o & Tagl «Bsml Apal (e SV AL clilslly cuall hall 4)lie s
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Jard) il
VDR (i ppduai Joli geili -1-1

oo iy Giirsoy S et al.,2008 i & 35Skl gyl cia PCR Jelii (uki xic
(11 &) 2000 bp Jshas Lall (g b Je il

teoLaall (e cpag) pladiuly Auall PCR Je b gils o(11) S

«For : (5-CAACCAAGACTACAAGTACCGCGTCAGTGA-3')
il e VDR ¢pal Rev: (5-CACTTCGAGCACAAGGGGCGTTAGC-3')
3000 (o fay Gl uld ole Ml Jiay o snfiY) aiegyn Lglall 1.5% eV
E Jtd:)!\ Jid saald calue Dy C ‘)L!:).H Jidd (dpaye Glie B 5 A JL&\ Jiws <bp

il 2aL2) F
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Apal a3k adagd) Jo i gl -2-1

S A eV laal B a4l adaill Jelis mb e Apal api Gals de
1700 Jsh Giwbac jelasn abdll aBse 35a9 ae homozygotic <isasill Jilad s a5
Bise ol g Cgapll Jila s 4y gl Al s ((aa sl Laaill) 300 bp 5 bp
Al oy AN ALY s ((AA el Laill) 2000 bp Jshy 2 dlac jelans adaill
300 bp 5 1700 bp <2000 bp Jshs cililac EMN jelass heterozygotic csasill liia

(12 i) (Aa Ll daaill)

3G :AA ¢100 bp plus (s Ay alu tM VDR (pa & Apal JSED sl 1(12) JSa
magll zb :aa theterozygotic iyl pliie aagdl &L tAa taas (50 mdoaill
-homozygotic sl Jilaia
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Bsml a3l anagd) Jo il ili -3-1

SV A 5 e laal D i 4lh adamill Jelis @b e Bsml apil Gada xie
1350 Jsh Giwbac jelasn akdll aBse 35a9 ae homozygotic <isasill Jilad s a5
Bz ol ge syl Jila Ala oy Al Al s ((bb sl Jaaill) 650 bp 5 bp
s a6 A Ly (BB sl Jaaill) 2000 bp Jshas samy Lliac jedans adadll
350 bp 5 1650 bp <2000 bp Jshs cililac M jelass heterozygotic csasill liia

(13 Jsall) (Bb uall Lail)

75t :BB ¢100 bp plus ¢« S ol :M VDR (pa A Bsml S aaaill 1(13) Jal
magll zb :bb theterozygotic Cisaaill plaie aagll =5U :Bb tana (b amdoaill

-homozygotic sl Jilaia
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Taql a3l aagd) Joldl il -4-1

S A e laa) A6 i alh adomll Jels mib e Tagl agn) Gals de
1800 Jsh iwbac jelasw akdll aBse 35a9 ae homozygotic <isasill Jilai s a5
Bz ol ge il Bl Al as Al Al i o(tt sl Jaaill) 200 bp 5 bp
Dla o AN AW o ((TT sl Laill) 2000 bp Jshy sams dbac jelans adal
200 bp 5 1800 bp <2000 bp Jshy cililac D elaws heterozygotic gl liia

(14 JSal) (Tt ad) Jaaill)

56 :TT €100 bp plus (0 S alu :M VDR (o 8 Tagl JSEN sl :(14) Ja
Jilaie angll =30 :tt theterozygotic uganill jlaie auagdl =5l Tt taas g0 aduaill

-homozygotic sl
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t LAl adajal) clised VDR (i b Apal ASEl aasall J0Y) efigig Al baall) -5-1

Cailly 328 L5 e panally aiayall Ao gene o JS aic dall B £55 (2) Jsaadl Cuy

IS A gial) caailly fic seaall 2ie DUV £ Clua 23 WS e sane JSI A gal) 4y il

A

Glial VDR G 8 Apal JSall axall V) @llsy dgal) Llal) 35 :(2) Jsaad

calilly oyl
Condition Patients n = 50 (%) Controls n = 50 (%) P value OR
(95% Cl)
Genotypes
A/A n (%) 29 (58%) 20 (40%)
Ala n (%) 14 (28%) 23 (46%)
0.146
ala n (%) 7 (14%) 7 (14%)
Alleles
A n (%) 72 (72%) 63 (63%)
0.174 15
an (%) 28 (28%) 37 (37%)
(0.8-2.7)
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Ll e Hardy-Weinberg lalaa (guai -

Hardy- ojls (3iak o sy Population Genetics aslSull 48]l gl cilulp 8
o) palilaall e allsy 53005 Weinberg

Allele frequency: p +q =1

Genotype frequency: p?+ 2pq + g% =1
sl Al da JV 5 A V) OO aag Al e g e G 220 Jal e
LS A sl g s Y A 8l p i (VDR) o e Apal S0
Lall sl 2pg edus @a Gl el ) g7 adey AA il Bl il p? i
Aa ‘_e-'-\ﬂ\
38 L3l de ganall o JS0 dial) WL gy DL lplg e Aabad) sda el il
Pl de sana
o pal) de gana

p*+2pq +q” =1

0.58 +0.28 + 0.14 = 1

15 LAl) A ganall

p*+ 2pq + q° -1

0.40+0.46+0.14 =1
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SN 2l FALAY Ao garally sl Ao gana e Adiadl BlaY) £ Auyd -1-5-1
VDR (22 A Apal

Gl JBliia (58%) Liane 29 «ipasll g plita sll oinre (e (28%) Linye 14 oIS
a SO0 Al cisall JBlie (14%) sy 7 5 A JaBU dpally

Gl SBlia (40%) 13820 «Cigagill g pliia lsill (a (46%) 135 23 OIS
L(15) JSall a JU Ly Cigasl Blaia (14%) 2081 7 5 A JaBU Al

70 -
60 | AA Case Control
50 - Aa

—_ AA

S 40 -

9 30 - Aa

S

o 20 N

E aa aa

i 10 - I I
O 1 T T T
The genotype The genotype

) dc sane (s VDR (pal Apal ASEN 22aill dgal) Llal) g5 45)lie 1(15) JSal)

On 4 Sy Slaa) §U asg ol Giug el e seadl o a8 Hlal Gak vie

.0.146 (55l P value dad cuilS Cua el desanas 328150 de sanal
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2 Apal A& saaill 5L Ao garally pdasall A gana i JNY) 568 Aufpy -2-5-1
VDR (2

Jilie oapal A gane vic @ Jaaill (3 Sl (28%) 28 5 A Ll (e ST (72%) 72 oS
54 LE e gana i @ Jaaill (50 ST (37%) 37 5 A Laaill (10 S (63%) 63

On 4 Sy Slaa) §HU aag ol Giug el e geadl o a8 Ll ok vie

.0.174 sl p value  culS Cua iajall de ganag 52aLil) Ac ganall

samll clsl VDR s 2 Bsml AS&)) ssdll 0¥ gy ) Jaadl) -6-1
raalddly

Cunailly 3L Ao ganally oaimyall Ao gana (pe JS 2ie Al Tl g358 (3) Jsandl oy
IS A gial) caailly fic seaall 2ie DUV £ Clua 23 WS e sane JSI A gal) 4y il
A
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Glad VDR o 4 Bsml Sl saaall Y1 cilplsy dual) LladYl g55 (3) Jsaal

LAy oyl
Condition Patients n = 50(%) Controls n=50 | Pvalue OR
(%) (95% Cl)
Genotypes
B/B n (%) 18 (36%) 9 (18%)
B/b n (%) 24 (48%) 20 (40%) 00
b/b n (%) 8 (16%) 21 (42%)
Alleles
B n (%) 60 (60%) 38 (38%) 0.002 39
b n (%) 40 (40%) 62 (62%) (2.2-6.9)
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SN 2l FALAY Ao garally sl Ao gana e Adiadl BlaY) £ Aud -1-6-1

VDR (2 A4 Bsml

Cisal Bleia (36%) Liase 18 ccismuill (sliie sill (e (1o (48%) Liapa24 IS
b JBU dpally sl Bildie (16%) (a8 5 B JiOU dally

Gl JBlia (18%) 1359 «upasll (gpliie 35l (e (40%) 13520 O G
[(16) JSaU b Ja il i) JBlaia (42%) b5 21 5 B S0 dwll

On 4 Ty JSlaa) Bl dsm Gad Gfteg el ieseaall G aape S Hladl Guldl e

001 (g5Lusi P value dad ulS Cun el Ae ganas 328 LED e ganal

60 - Case Control
50 - B/b
B/b b/b

. 40 - B/B
S
> 30 -
o
o
= 10 - I I

0 - .

The genotype The genotype

)l degena (3 VDR aad Bsml S aaaill Al Ll ¢ 550 40lie 2(16) JSal)
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ot Bsml Sl 235l SLAY de ganally pudasall A gana dic JYY) £565 Al -2-6-1
VDR (2

Jilie omyall e sans dic b aaill e Sl (40%) 40 5 B bl (pe ST (B0%) 60 oS
3aLE degana die b Laaill (h0 SN (62%) 62 5 B Laaill (1o S (38%) 38

On 4 Ty JSlaa) Bl dsm Gad Gfeg el ieseaall G g S Hladl Guldl e

10.002 (g5Lii P value cuilS Cun oayall e ganas 338 L) e sandll

LWLl uayall ciliad VDR i o Tagl ASE) asill 3099 cilgiy sad) Jaadl) -7-1

Cailly 32850 e ganally aiayall A gene o JS aic dgiall B £55 (4) Jsaadl Cuy
IS A gial) caailly fic seaall 2ie DUV £ Clua 23 WS e sane JSI A gal) 4y il
A
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Gle on VDR i 8 Tagl Jal e V) @lilss Al Bl ¢35 :(4) Jsaal

ATY VA | PRI ON |
Condition Patients n = 50 (%) Controls n =50 (%) | P value OR
(95% Cl)
Genotype
TIT n (%) 10 (20%) 19 (38%)
Tt n (% 22 (44% 27 (54%
(%) (44%) (54%) 0.02
t/t n (%) 18 (36%) 4 (8%)
Alleles
T n (% 42 (42% 65 (65%
(%) (42%) (65%) 244
t n (%) 58 (58%) 35 (35%) 0.01 (1.38 - 4.32)

S 22ill FALAY Ao garally el Ao gana die Liad) Blal) gig8 Al -1-7-1

VDR (2 2 Tagql

Cisal Blia (20%) Liae 10 sl g pliia sl (odaye (1o (44%) Liase 22 1S

£ S Aally sl Bl (36%) (omre 18 5 T Sl dpaally

Shlia (38%) 13519 cipnll (suliia sl mpe o (54%) 13h 27 OIS o
(17) JSal t Bl dpally gyl Bliia (8%) il 4 5 T SO duaailly cisaysl

On 4 Ty JSlaa) Bl dsm Gad Gftug el ieseaall G aape S )Ll Guldl e

.0.02 Lﬁju P value <ulS dua ‘5...4‘),43\ Iu:wj paa L) :\.c).c;nj\
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60 -
Case
T/t Control
50 -
T/t

40 - T/T
3
=~ 30 -
c
qg)- 20 | T/T
g
- 10 ] tt

O T T T I T T 1

The genotype The genotype

) dc sane (s VDR (al Tagl Sl aaaill dal) L) g5 d5ylie 1(17) IS

b Tagl Sl a2l 5AALAY Ao ganally odajal) Ao gana die JVY) 565 Ly -2-7-1
VDR (pa

Qe oyl e sane dic t il (ge ST (58%) 58 5 T daaill oy Sl (42%) 42 oS
saLal) degane vie t Laaill e ST (35%) 35 5 T daaill (1 Sl (65%) 65

On 4 Ty JSlaa) Bl asm Gad Gfeg ) ieseaall G g S Hloal Gl e

.0.01 LﬁjL"‘:’ P Value K-A.-}; il dua ‘5...4‘)‘\3\ a“:}‘“.;“} paa L) a.chA.AS\
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-

A8l

Bla S IS Taw o 5ol (Ser il Bl il Gaje Ll Lnpa 5ol o
s DB Y e ol b el USa seday of oS L clall (DA iy 34Y)
ot gad dgeall Cigad) Nl o)) gy Jama (& Aagy 320) Jeall e el 4s)55 . Aageda
aalis o Sy Al dalsall a1 SISy caie L0 (el a8 daalsall Jalsall

(bl JC8 el i

Wil Jlady Jowsd1 Gl Gikaia 3 3 cpalil e Jame 3 5aly cilam A6 dgn 00e
Ve dadije oy dae 3 el e o8 hlial) o3 b (ealdll Ul (e a2 ey
O Slaapall el die s CladY) G A el die (adl) oy lexan dgpendl il
G gy Geadll AxdY dgaaall (aymaly b gra Adlad) Gl 23gd Lauli¥) L)
S Jslially Gaelaa¥ly Al il Al g ) ALaYl L el Ll
dilie b allel) 3 230 Aladl G el il LS ey 3 ualidl) (e (misial
Ghbie b gadimy hausd @)d deal e Sl aa oot JULY) xe s Lau 1 (3,40
Aleae 38y gsiay o) JULY) wie A Lauly Lgysl i 230l L) daiii
Sl ganall 634 die 3 (paabiall Blai) b liaia =56y 135 25(0H)D3 (1o daiipe o dumnile

O30 3 5l DAY e 8 Y) 0 ponsi (S Y V3

i) (8l 38 S Ay dis Apagad (o 5SE dadine Gl o3 as
sho opaliall S il e aall e s alasiad (b aal die 4dudas AlSAy o (el
O e Al @il o cidayy Al Sl e aed) @lia Lo Gaeligll Bl Caes
o iy gl e B S ALY Gars 3 Oaelidll B Gaaa ) 3 Gaelidl) Jins
IS sl dsms s camnll 3 bl delie b glaly dlfiney 3 oppelial) of el

L2 Onebiadll ol LAY Bl 8 555 o a3 (elidl] Jiina (pal
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Baalal) degarall o Aally pajal) A gara ic AA g tt BB al) haill Jef il

dcgenall & Sl haall 4 Tty Aa gl liie Sl Ll o duball oda 4 s
V) Jie Ly S5al 85 ans¥) slanal) e i) Tl 505 ae (35 138y 528 L)
a5 5Ll Ao sendll dic 3L g8 bb Cipapll Jilaie Sl Jaalll oIS s & BB 5y
e S 8 Sl hall Sl ae calingy ohyl sl v el Ll 515 ae Gy

oyl de pans die L) 4 Bb chgll e Jall Jaail) Lein (950315 US55 ol

Bsml «Apal cluep JSEN sanill cule GiAN (0 sl Cuay Jl Cand) 138 i

Ayge Al degane (A gl (e 3 (pelidll Jiinal Taql

sl U Tagl s Bsmil oulSall gasasill cpiall Galaail) o GBS aga Lindlis el
Sl VDR mRNA 45t 8 5583l sl Gl cplSall cpaaedll cpia o Jadinal) (ga
ola)s Raby selal . sl mye v aliall clidl adanll Jla e Agpue osS0 S
(2004) s3>e3s Poon cudil . M siaa S5 g0l e Bl LIKEN cilaall 028 o (2004)

197 3 &4 ] 4lSs e sana & sl ae (3855 Apal A a dN\s Taql ST S

o Apal Geds Tagl JSA) aaill Gu 3815 35as (2010) sallpe aBlS dena ekl

L0 L S 438 g il CilSa )yl Al de gana & sl e

AiplSu dogane & sull ae Gil Lid Apal-(A) ) o (2009) s3ds Saadi el

112) 3

DA o sl Gy o dage 05S5 f Bsml (Apal 48l claseill (Saall e Jllls
G5 2 s Y 4l o5dlads (2004) Volimert selsl Gl dga (e VDR oo il e Loyl
ekl 1l 09 2Ll Al de sana B sul) (ges FOKT S 23l

&8 ol e pe il ik Tagl KAl axxdl) (f (2015) o355 Papadopoulou

(5 Jsaall) [116] iy Al de sana

-
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Gleganall (p Agall CBEAY L agm gAY @luhal) milig Ladls o sy

i) el gally Ay ol IS

50l e g VDR (in b BISAN cilanadl Loy 3l il 1(5) Jsaal)

Lialpd o (38160) s e 381N alad) alul) Al
x | Apa-1-(A) 2004 Sl Raby
x | Taqg-l-(t), Apa-I- (a) 2004 i Poon
S . 2004 Ll Vollmert
X | Apa-I-(A) 2009 Sl Saadi
— | Taqg-I-(t) 2010 o Arababadi
— | Taqg-I-(t) 2015 Ly Papadopoulou
- | Taq-I-(t), Bsmi-(B) 2015 Ay Aldurra
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Glaliiiuy)
tAyall oda & i

oy AlaY) G 2 el Jifiie ua Ao Bsml KGN saadll fn Ae 39251
sull Gy Gsan ae B a1 B8 Cuny sl oyl (e de sana die s
opall L5 hyab JiU ) sSs Ly
oA LY Gy o Gl diis s e Tagl ASE 2223 (G ABMe 25a5 -2
soll Uaye Gigan pet a1 G Cuny Guygnll cayall (e Ao gane vie s
el L3ty 1T QU ()sS; Lais
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Background: Asthma is one of the common chronic diseases of airways, It is a
complex disease with both genetic and environmental risk factors. Asthma is
caused by multiple interacting genes, some having a protective effect and others
contributing to the disease pathogenesis. Genome scans for asthma have
identified suggestive or significant linkages on different chromosomes, including
chromosome 12, region q13—-23, housing the vitamin D receptor (VDR) gene.
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Aim of study: This study aimed to investigate an association between Apal,
Bsml and Taql polymorphisms and the genetic susceptibility to asthma in Syrian
population.

Materials and methods: 50 asthmatic patients and 50 controls were enrolled in
this study, PCR-RFLPs was performed to examine polymorphisms in the VDR
gene.

Results: Our results showed a statistically significant association of the Bsml
and Taql polymorphisms and the asthma when comparing healthy controls to
asthmatic patients.

Conclusion: our study showed the B allele of the Bsml/ and the t allele of the
Taql associated with asthma.
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