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1.1 ANAIAYLAsNNITR9LTEyIN153a8 (Background and Rationale)

Tugjthaangun filaelndenizafifusnisminaueeddaiiesndt 60 co/mi/1.73 m® awmnmise
v

7

wiiusEnldsunsdgnanalaudanudndszAAndua 25(0H) D A1 dsnagaaiuaaniuniazing
151’171”@1@%@55?mmﬁnﬁ@u‘ﬁwqq ANNAIATYTDIZAUARNRY 25(0H) D Neadiasiuniaminanusaus
o = o ol o | | & ¥ . . . P PRIYRE o
syALmaautatihresedeazsne lusenig HaneAnu bone mineralization  wazAnui e diod
fiu3eq calcium phosphate homeostasis 11 AIUAITNNIIAINUALUAIBUTAY FanaangiRnITalneg
WM AANIE proteinuria - aANIANLALTIINNTY Fraanisidingsyar ESRD Tufjilelsala @
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T BN AN NN LRIBAZILU LA NNAMNIE B8N IINAINUNNAN NS IIARaNT Kz dN 11 |
1 = ] 1 ] o a :/I [ L2 M Yo dt:ll
wamden  duazess  uasgdllaunsndeshunndainaniuinlisana ldldiuBunauayin
= ' A @ A A A a aY v N . | P ~ VYo
Wene wsinaengdiiluAsesienaInnsaunanuatedls (artificial light) aamaliiseniadalazunig
P a o ° Y | Y o e 2 @ A
nezfuanuaanaNaNfsaasin ULz i g luniszusunissine 18 deiuaaiiunanaes

nsAneRaeluaFaiinesziliuliananed UVB therapy siaszau 25(0H) D lufjilemldiunislgnene

n

1.2 ANDNNNN5IRE (research question)
ANDNUAN (primary research question)
na¥nudinagdiiinasiaseal 25(0H) Dlwithanlszunsgndnelnvisels

U

ANNNTEY (secondary research question)

=

nsinudiaegdiidnaseseai calcium, phosphorus, iPTH luftlhelafunisigndnelavisels

U
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LW@ﬂ?tLNuN@ﬂW??ﬂH’]E’]'J?;ILL@QF%I]'J‘]_I[5]@ﬂ’W?Lﬂ@ﬂuizﬂ‘]_lﬁ’]iﬁlﬂﬁ]uﬂ"lﬁiuﬂ]uﬂnﬂu\ﬂﬂLﬂu previtamin
D3 (25 (OH) vitamin D3)

1.5 NFAULUIAMNAANIFIAE

Factors contribute the vitamin D level

Physical factors Biological factors

+ UBV exposure * baseline Vit D level
.$ * Skin pigmentation
unscreen * liver function

* Lattitude + eGFR and non
* Dietary and kidney function

supplements * Medication
* Age

* BMI
* BSA

1.6 gAduaAlunsIAelneda
N19IReTNAaaY (Prospective, randomized, -controlled  trial) Fainnn9AnE
Tufjtlaeilisumsignanglnueslsamenunarinaensafdsssiu 25(0H) D fieandn 30 ng/mi faust]
W.A. 2535 auisl w.A. 2554 taeliifiaaiunisenuuasguFauieuiunisiulssniuiniuaudo

WAL sziRuNAN 7L AE LU A9U99E AL 25(0H) D #A9a1NaLINI95NE

1.7 duuneasasssa
Apnzimumnanasasssuniaeluau 3 da lHun
1 m”ﬂmml,msw‘luqﬂm (Respect for person)
Tnannsfiayaatrepsutiouauanaasinsdinlaiiuatrabuazsndulaléatwdassluns
Tiaaudugendindannisiay fiduazifivinmaruaunesanaiadaslng il identifier Tuuiiy

v KX ¥ dl R o o
UUNNTRYANAZTZUYINAIRNANANAT



2 pannns Wilszlemllane 1 aneumnse ( Beneficence/Nonmaleficence)
Tun1sAneddeafadidinsanidss a1aldfunaud@asainnisdneaiell i Tuilazunns
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3 MANAINNERTITH ( Justice)
Tun1sdneddaiinudlunisAndiiuazeanadiedaiau An1anszanamainuldacunay
ratselemiatinaminnaniu InedaquidnngunisAnmn

NuAdindnguatuayu AndIasiaraanINNIadaseRaatng filaeannauli
pNEugeniduauanaldnes (inform consent) MAYAINEALTHWNNTAAERTLNUTALTTAIA
Uszlaninlffu wardunmeneamatuiiaindnldvhaslilymnieaiassu

nsAneAseRsainansAnEAT qi1aansnl usiaenelafininlufiiuaesnisenen
ansduiimedieadiuladefisunaummesen wenaininisdudauasuaslugasszazinand
dnunismaaeufienailudntadefisunaunimagey wazlinaudnfilinsannimeaauay
UiuRlgniasasinanesiiell winiauusi waagpudlasufiihelasaziBaa n1sfianiu
uaflusvezanatanuiitlymanii g
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1.8 BLLUANIFIAE
nnsAnenluithalgndnalagienlifunslgnaialaveslsmeins  qiainsnl  Ausd
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W.A. 2535 AUl TW.A. 2554 NfszAy 25(0H) D, eendn 30 ng/ml lngszazinanlunisfnmids

o

Uszanns 1 1 susiihaungnIAN 2554 DUABUNGENIAN 2555
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anAvumifiunazainiasan [1-3] filaalsalailulszansdnnguinuanugnasaningadaid
Agnawunn  Tnaudanguiiaamaniilfifunguiihalsalaisess  filalsnlanldiunisin
dialysis 919 hemodialysis Uax peritoneal dialysis wazngutlanlfiiunisignongls Tnawudy

nangilaalsnlaFafimunnnugnaesnagintunaiddasas 70- 80 uasdNWUSIUNIIA TN

o o

4n1nz ESRD wardmsnsininesalulssmenuiawasdnsmaiinay - seaudnduasilu

Dd‘?} al

filaedivin dialysis - Tnsewnziidnglanieniinfies peritoneal dialysis (PD) wWuandnisgeyide

al

FnAuaRIunsihedelanistasiies lnonsmanuseal 25(0H)D, Tutien PD gendnlunseua

o  a

iwenetialitdAty Fannsgoyide 25(0H)D, neten PD @ednnunalndunlaldnssuounis
diffusion 31z 25(0H)D, luasluianalve) (middle molecule)  25(0H)D,AurL vitamin D
binding protein (DBP) nalnniszdneanifinainnisgryidelilsfiunig peritoneal dialysate [4-5]

NN9ANHUEY NECOSAD cohort $18NMIUDNANNANAUSITUINessaLAmINuG 25(0H)D. way

3

o 1%

mortality NAnTulugesszezioan 1 U wasiEuiiniednels Tnanudnfilheviangyu hemodialysis

A

uavperitoneal dialysis WU mortality AeuinsgeAalszinnbesay 7 Nszasinan 6 heu wavses

al

az 30 Niszreizinan 36 thiew Inewy cardiovascular mortality g4f<5asiaz 50 [6-7] n3Anwly

o

ﬂ@im’gﬂqﬁﬁﬁ hemodilaysis wutladtiaufidnde lunedia cardiovascular mortality Aannaz
hyperparathyroidism BaNUTINNINEAERe active form 484 vitamin D &1aNsnaAsEAL PTH 16
uazaansaan cardiovascular mortality iz [8-11] neuitlaefiliFunsigndnelanudng
mmqﬂmmquﬁmﬁuﬁﬁw‘iﬂLL@%@H@; 85-96 LLﬁfiwﬁ\i%’ﬁ*umiﬂgnmﬂim:ﬁﬂﬁuﬁﬁﬁ'ms

o ddy 1 =3 = o o dl ) 1 o 1 a =
Mauredinauednglsfimuiitfadaqauauannigauansznusanisineuaesls  dulntianal

o

AU (eGFR) Anagudn 5ulmiana (cadarveric KT) dsnaliiilaaniunisilgnineladad

SYALARNAWA 25(0H)D, [12-15]
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UNUMANATIIaIANHUALNENdaaseusseAuLha T1lamu @uﬁquumm@mmur&i’mﬂul,l,rﬁi
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azadeny AMAUANIMINTALNLATL bone growth , bone remodeling T9%ad8INTTLAUNNTUANT
wuangnAauANTag osteoblast uax osteoclast [16-18] WaszaLdmAuAanf1aduliaveqluguuss
AuiedunNznImfua atelsfinuaiunsndananalii bone abnormalitiesliun AuRaLng

284 bone turnover, bone mineralization, bone volume RaaAaU linear growth uaznaliinaniay
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nszgnue Wy sisenszgningtiiuenaniilusnidnnisindnfiuaneiifianing  ricket
anulufflunyneliitinning  osteomalacia wanaNUNIRszALAANRUAT o lNaiINRSNAY

o = A o , v o . o o a a
syALLAATENTINenaazdaeiladiiin1ay osteoporosis 1 [19-20] sALARAWA (25(0H)D,)
AINLSINALNTINNIUIEY PTH 93AU PTH Nigeauinliiinnnng osteitis fibrosa N9z osteitis
fibrosa tAna NN PTH figuiluszazinaiunuaunszéu bone turnover liigeatnaanioan
sei PTH  figannnauansnsalfiflusaaianisallanialunmsiianisdedtnuesiileaann
nzimsndeunislsavinlauazuaeniden [21-23] N13aNA9T29 eGFR danaliilinn96%19 active

v

vitamin D (1,25 (OH), D, ) anas Tagflunasnann 25(0H)D, Hiliuinianadiadauanseabiv
aRAY WANAMNT 10l- hydroxylase  dnnsvinauanasugialsnladenizeisninlinisasis

calcitriol apaY [24-26]

o

Tudaainan ldnTenuninsAunLa19NTe9n FGF23  FGF23 Ao

lungu

Re o

o

phosphatonin ﬁgnzﬁwmﬂ osteoblasts and osteocytes 79 FGF23 flugnsisduea renal

[nd

phosphate reabsorption &INARANNTYINNIULEY 25(0OH)D 10L- hydroxylase tubule FGF23 11
v Ao o = = P b o

nndrAtyAeannsnATNName  NALNLSNAL proximal tubule  nsdunesnaannig
fagnaziinainnisinanusaniuaes FGF23 uax klotho #41lu co receptor 1agl klotho agitisians
Tauazsiannisnsend  msdnludndnasesnudivyiiann  kotho aziengdeduas o
anwnuziedifiuguazanuananigenuning  hyperphosphatemia hypercalcemia  wazinng
WINTLTD 1,25(0H),D,  N1INNIUIBY FGF23-Klotho $aunulnewudn FGF23 Ui FGF23
receptor (FGFR) lHuuaflusinsdl klotho WWawu affinity 489 FGF23-FGFR-Klotho complex
FGFR-Klotho gnwuiiludnuausnnisinums distal tubule atuzd biological activity 189 FGF23
WUNNTAR UL proximal tubule  klotho ﬁﬂﬂﬁﬁﬂ')ﬂ@ﬁd phosphate/calcium metabolism Ingl
'ﬂ@ﬂqv}%ﬁ transient receptor potential 5 (TRPV5) msamuuus distal tubule ilasiunnsiia
calcium channel internalization Wag inactivation A4NAIANNIAATNLDILAATEN HANAINTET
AILIANNTIAIATIT PTH Ilaseauuaadunnielusdanni nsesfanataslinisivuaiuiuuas
expression  TUANNITNINULEY Na-K  ATPase AnNAsduAszd  PTH  denauiilaniag
hypocalcemia [27-29] lun1sdunamnnaann1stiaanay sanniuluganniy down regulation 184
sodium phosphorus co transporter (NPC) UWazaATLALl 1,25(0H),D, ANATANEINLIFN 11

\ P o o | A o P o =

FaqusnNn1snnauaes ndeanadliunnusaBnin1sAsesnamnn - In17anadTe9sEALILARLITEN
WAZNIIAAAUDITTALAIMIHNY 1,25 (OH), D, WudiArudinduaes FGF23 @mﬁu%uﬁﬂmuﬂi
pNAINIsiNuIeslananas Walaanusyazgaing (eGFR < 15 mi/min/1.73 m’) WUAIAIN
dindiues FGF23 geila 1,000 Wedisuiuslnfuazdananssfunisinauaes PTH 1ivaiiag

o o/ A ] R v a [ a ‘ﬂl =2 1 v ‘ﬂl Vo
wenenuineseaLnaausilndipasiunnzdnininiiga [30] nsAnmlunguiilaeilizunig

Awlaudadinazinifadtideslugeanan 11 A all cause mortality Wudn9eil FGF23 figalu
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ilaqenaliiiia mortality [31-35]

@L FGF23
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‘ l Kidney
J- | Cyp27b1 |

Vitamin D

=i —T

Parathyroid
N1 Uana bone-kidney-parathyroid endocrine axes ?ﬁ\‘iﬂQU@NTmﬂ FGF23 wag klotho

lemeinauseslnBudingssaz ESRD finsazasmasanmainanniuduadudinng
nauredeulmd 10- hydroxylase fanareszMAniualianiauaziiionisinauaesds
anasannaunszistlaefedldfunimenidenaunsnnmanussiy FGF23 geannisiadnsest
FGF23 1flu marker ?i@zﬁwumLLquN‘Lumimuamzﬁu serum phosphorus  Tugilaerlmnne
[34-35] u@ﬂmnﬁ”mﬂﬁmimuquf-‘iqﬁmmmiﬁﬁmw@xﬂ@mm Poﬂu”l,mﬁ'ﬂm:mﬁu $19n8

ANNTDNNIINeaedeu Il 100 hydroxylase @gualiiflin1siiueasinTug [36-37]



A13797 1 wamailaseniuase T phosphate resorptionproximal nephron

Factor decrease P resorption Factor increase P resorption

Increased P intake P depletion
Parathyroid hormone/cAMP Parathyroidectomy
Volume expansion Volume contraction
hypercalcemia Hypocalcemia
Acid-base disturbance 1,25(0H),D,
dopamine Growth hormone
FGF-23, MEPE Serotonin

MEPE: matrix extracellular phosphoglycoprotein
P a a a = A h . Y o 1%
UNLMBULeIARUANENIMIRAINTaY mineral bone disease WANEHLNUMIUAY
nsanguAnIsniiuuaslalugihalsawnmnu  nstlasiuniaialsainlawaznaeniaen
1zaBN9AN9E ESRD  wazdnnsnanduauitheffiendnunisdnslnmusisan  morbidity

AL mortality

ﬂ’]ﬁ‘@ﬂ’q‘i_lmﬁﬂ’]ﬁ‘ﬂiLU’]WJ’]u@ﬁimiuﬁﬂ’mIﬁ‘ﬂL‘].I’]“I)i')’]ulful,%’a']"]Lﬁﬂ')%'ﬂx‘iﬁﬂﬂﬂtﬁﬁi{’]ﬁn@
”Lumul,mﬁ@mqq (high glucose) %dLﬁIm%\‘ﬁu advance glycation end product (AGE) 1flu
ﬁfm?zﬁum?ﬁ%‘l’m“um renin and Angiotensin Il (Ang II) %dgﬂﬁﬂmmxﬁmﬂu mesangial cells
[38]  Intrarenal Ang I @WN’]?DZ@%"NFNQ’WLaﬁlﬁﬁﬂlﬁﬁuLﬁy‘ﬂLé‘ﬂvLﬁlblﬁM@ﬁﬁgﬂLLUU U iNAN
sunieluln (increased glomerular capillary pressure) L‘Wls\l permeability Aaliinnniae
proteinuria Mdifaﬂi:ﬁu renal cell proliferation Waz hypertrophy WATHNTIFaNN9E3198NT
cytokines FN4°] Suainanemslnssainauazuiinnaedls iy TGF beta, Wi extracellular matrix
(ECM) 1A macrophage infiltration Was inflammation [39-40] ludmndnaaainisineing
D

N9AANAuA  1,25(0H),D, @mnsainenlasaiendAtyaes glomerular structure Tngianie

273

A

podocyte TailUsAundrAtyAa  nephrin  fluanstlsenaunanniely slit diaphragm 209
. . dl oA ° o . C e .
glomerular filter barrier memmmummmmﬂmlun@:uqunﬁiﬂquﬂu protein infiltration [41]
nsfAnenlu Vital study Anslugieenunwauaiind 2 A8n0g proteinuria sandae Tnaliigilae
5uU1l3en14 paricalcitrol 341 VDRA iNaNazdufansn1e1uaes RASS daaanni1ae albuminuria
Femzaaniainea  diabetic nephropathy DL renoprotection WaNANNREINLINAIRRAURT AR

N340/ insulin resistance A4EATEABNNITNITNANIILLNMINWLA [42-44]
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ez CKD DewdlunineifinednauiEaisinisaineans cytokine sineepiluanuauninga
L o v a , . i o o ° ' o ok

ansmatngzfuliiiig renal fibrosis Wantiminisinauaeslnanasgsnarnlifliainnsonsunu
s anuaulaiinuazdigenasiosuanauiiainlanianiog LVH [45] Taeiaalsnlnii
dl Yo % M Yo b % dl Yo o v a a a dl 1 a a aa
Alasunnsaelauaz lllfsuntsdnalmial@sunissnensaeanNug e TadNI AN NUAN
Qmmuﬁﬁ cardioprotective action tunaln down-regulate proliferation WaY hypertrophy 2184
nésilaiala wilamaauialnRaes diastolic function LAYAAYLNIAYEY LV thickness TLARUNA
189 LVH 14 [46]

o

UNUIMANATYIaRRuANEnaInaslaud Aty saltananuiiavialaudadenidn

o

o

FmnAuaidud Ay lunistlesiuizeangiifinisninafinlsrvaendesiola  aawudiaiunsm
AANN9INA atherogenesis WA vascular calcification nalnnnifia atherogenesis L%’a’i’lflmi
@519 pro-inflammatory @10 Th-1 cytokine i IL-2 , IFN gamma AsRLEN0 IFN gamma {1N
azilunIvhun19919I4189 macrophage AeliAnnsilaewily  activated macrophage 4
mmimm{a cytokine flﬂ’lil,ﬁlu LDL oxidation Bazi3an1983719 matrix metalloproteinase (MMP)
danannliiinan19z destabilize plaque ‘luﬁzgm%tﬁmlﬂu plaque rupture kag thrombosis M
ARARINNT  [47-48] YenANERNNIANEEedNnIzIAuNNS atherogenesis Fendeaiunisdia

osteoporosis Lﬂummﬂzﬁ@\‘mﬁ‘zmumiﬁmmmﬁﬂ tissue destruction WATNIIANTIULAINNIY

fatal 1l non-fatal coronary events @1 N134NA fracture risk ULAEY [49]

ASANEIDNNITLINANTEENS  renin WAUNTZLAUANIET 1A TEeEaw  renin gene
transcription safhuansfitlsznenidaelilsfits CRE, CREB Wa¥CBP/P300 1nt cAMP flugnsdi
wWasnulasanann ATP 3¢ cAMP Anfusianssunisdansizii renin fidndny iile cAMP dnan
Tuauazduiu PKA H1un3zuaunig phosphorylatation azlfiilu free PKA @nunsnnsebiuans
\Hafia CRE-CREB/CREB/CBP/P300-Pol Il (renin gene promoter) aul&iilu prorenin uiaaad
Anslagsi renin ifing RASS sialyl aeielsfmuidiasinnsnmae 1,25(0H),D, Fainnns
ﬂ"’ug\mwmzﬁummmiﬁqéﬁﬂu 1n81,25(0H),D, AUAL VDR 4arAUiL CREB/CREB denavinlii
CREB/CREB 'lsig11304uA U CRE, CBP/p300 waz Pol Il aslu@nnsnasna prorenin waziinng

£11I£19 RASS [46, 50-51]



cAMP =
; (CBP/p300)
D Tpr— D .
) Prorenin B .

1,25(0H);D;
- o

NN 2 UAAINISNNNUIBS1,25(0H),D, S renin gene promoter asluin194%14 prorenin

Vitamin D Deficiency

Insulin Resistance/RAAS

Qxidates Shiees ﬁ Q% : I mate

Irrirvini dy slumction | Thiomibosis
iy paoe e v Frraded e | WhM pmliioraticn
Hy poeles min | Hypanenaion
Q:'.a Vascular dyafunclion é::
& Atherogenesis

|

Cardiovascular and
Related Diseases

AT 3 LAANNINZANAIANNLAZINARDIT LU lala AR AARALNUNNG RAS

N9y vascular calcification endesiunaAmiunnlugiaalsalalnganis CKD
stage IV, V WURAYNTNUBINTATAA vascular calcification AuiegeduiusiLszALAnTuAM
17N (vitamin D deficiency ) szALUAmAUANAamNsanwe survival Tugjilhalsalazaialiosing

a o o o

WladAyn19ana [51-54]
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FN9NT 2 wanNanIENUARsTLLNNeluIeNIEaINAN9E vascular calcification Tugjtlae ESRD

f

/.

\ \ A
, v
WUqN vascular caIC|f|cat|on quﬁﬁﬁ‘i‘uﬁmﬂﬂumwuqumi skeletal mineralization 1

T"’ﬂ‘]_IIZJL@ﬂ@ Iﬂﬂuﬂ’]ﬁ‘LﬂdﬂuLLﬂ@QﬂﬁJﬂﬁ%'ﬂﬂ mlneral ion mmmsmuum“lmﬂmvlmm endothelial

and VSMC apoptosis Li‘qmvmumﬁ‘ phenotyplp transformation of VSMC Tiliflu skeletal

muscles [55-56]
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A19719% 3 LEASATN1IMIIAIRASE 19eiin vascular calcification

Method of diagnosis

Limitations

Histology

- Radial artery (during fistula surgery)
- Inferior epigastric artery

(during transplant surgery)

Highly sensitive and specific
but impractical for clinical
practice or population based

studies

- Plain Xray

- Ultrasonography (USG)

Low sensitivity,
semiquantitative
Distinction of intimal and
medial calcification not
validated.

Calcification detected by
radiography and
Ultrasonography predicts

adverse outcome in ESRD.

Cardiovascular calcification index (CCl)
Plain radiography + echocardiography + pulse

pressure

Proposed by expert work
group: no data to define cutoff
of pulse pressure

Sensitivity, specificity and

predictive value unknown
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AN9719% 3 (A8) WARIATNIIMIIAR A Useii vascular calcification

Method of diagnosis Limitations

- Computed tomography - Quantitative, highly sensitive
and specific. Utility limited by
inter-scan variability.

- EBCT score outcome in ESRD

- Electron-beam computed tomography - MSCT-high radiation exposure:
spiral CT-possible lower

- Multirole spiral computed tomography sensitivity

new vitamin D analogue &) paricalcitrol, 22-oxacalitol mmimﬁlmtﬁu active
vitamin D usiApuanti®  calcimic activity Haaaansnzdnmiunngulusifiungudainan VDRA
Usznaudag oxime 3b uaz oxime ether 4b (AmAuAnguiinilgrslaseainefilsznanfon ketone
2b MnlWidAnuanti® hypercalcemia) @131sznau oxime 3b WAz oxime ether 4b HAnaNITRLAAN
§urfu VDR Afiannziilausliduiu VDR fdnld sufidaansgafuunaduniisndadluii
seaunandanlunszusgirananlanialunisiin vascular calcification 38 calcifying uremic
arteriopathy (CUA) [57-58]

fafumsreRnuidaiamasaauunld Madnmes Karl Michaelsson uaz
Ak SiiaesianudiiutesszAAmAuRTUMAAR mortality Iumjm’gmﬂmma?ﬁ'ﬂmﬂﬂdﬁ
71 1 Q9K 1,194 AUWLSINI3LAA mortality Taeisan Nnndseeas 50 flanufendessunisd

L AARRUANAININTZAL 18 ng/ml WBNANT cancer mortality Waz cardiovascular mortality €9
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ﬂﬂiﬂiﬁﬁ‘uﬂ’]ﬁ‘m’]ﬂLLmﬂ@ﬂq\TLWﬂ\TW@LW?’]zmﬂﬂqﬂLﬂﬁlN@Vﬂ\WﬂuﬂmNﬂﬁ‘gLWﬂV]ﬂEQ!SLLLLLﬂUMHWQ[59]
PRy A ™ . A a a6 o

UBNAINU ﬁ;ljﬂ'lﬂm@%l:luﬂ’nz critically ill W‘i_lm’lmgﬂﬂ@\‘mﬂmmmummmLLE]?'E]EI@: 20-40 /7N

N19ANH12e9  Sindhaghatta  uazAMzANEihedainFnudlunetlaednganunnnuduiiug

1 Yo a o o o 7 a =2 o | v VYo o v Y dl 1
?Z‘WJ’N@Jﬂ'l‘&ﬁ/]Wﬂﬁ‘ﬂ‘]&f’W]QIMﬁ@ﬁgﬂ'ﬁﬂ’)ﬂﬂﬁ]sﬂ\‘i‘mLﬂuﬁl‘ﬂ\ﬂﬁﬁ“]_lﬂqﬁ“]_ﬁ‘l_lﬂﬁ'J‘ElLﬂT‘N‘HQEIM’mI@ nie

dsziiuanisaesifiladion APACHE IV score Uazszd 25(0H)D, AMNUEANANRUEY

' a o o o

@mquummmmmmaﬁ ﬂ’ﬁ‘ﬁﬂ‘]ﬁﬂ“ﬂ‘ﬂﬁ Dolman H WarAenuNI9e organ dysfunction 87MTINNT
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a & o o o o o o PR G v a a ao o
FALTA @mmmiwmﬁﬂmmﬂuimwmmmmaﬂfmﬁ@ﬂﬂﬁmwmu NANTEALUIATNUART LRTSLN

gl liFunnsinefaednRuna1N1Tan morbidity WA mortality 15 [60-62]

v a a a :; ' Yo 1% '
N9TLAUNNIEFI A RUATITeNe lEFuan 2 n1e B
1. NMIRUATIZARIUNICTURUTR (cutaneous synthesis)

2. msfudssmiuenwnsiverugtl 25(0H), D,

Vitamin D, Chis

Vitamin Dy

! I Pre vitaminD,
: 4

25 hydroxylation

Orange
Juice

1 OHase

A . | A
Insulin secretion \ i
' 523

Immune modulation € Z
1,25(0H),D, @

!\

Decrease blood pressure

Proteinuria reduction

S VAL

M 4 LEAINNTATINULAZANNANATYIRR A TUR

neRnfehusninfiudvite  cholecalciferol  gnaivainEawily  nalnsssuand
fuualinaneasanauieslugites 25(0H) D, TaeiansrsiuAe 7 dehydrocholesterol
(provitamin D,) %uﬂumﬂumﬁuhﬁu cholesterol ﬁﬁ@fﬂu%uﬁwﬁwméwmﬂ Tneludaumami
wenymeilsznaufog 2 Fundn TEuridufaviaiang (epidermis layer) wazduviaud (dermis
layer) m?ﬁiﬂc’-ﬁw’vw’um@ﬁmﬁuﬁ@glu%wﬁqﬁﬂw’éﬁ FumTeing (epidermis layer) Usznaufag
Sfuﬂ@ﬁ 4 ‘ﬁzu G‘m@’]ﬂ‘ﬁguuuvlﬂ%umﬁE-ﬁLLﬁ stratum corneum, stratum granulosum, stratum
spinosum WAY stratum basalae provitamin D, (7-dehydrocholesterol) Wumrﬂ,u%u stratum
spinosum A% stratum basalae 1agl provitamin D;wqmﬂ?iﬂul,ﬂu previtamin D,UaIaINRMI
furauaauan vsadudatuLas UVB TagnansanulEvaluunnannassuanfuazann artificial UVB

light [63-65]
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Straturm Cormneunm

Stratum lucidum

Stratum granulosum

Stratum spinosum

Stratum basale

= s e o = Y oo o
NN 5 LL’sWNNQ‘Mu\‘i‘Huu'ﬂﬂV}ﬂitﬂﬂumqﬂﬂuﬁﬂﬂ”’] tazannd 5 4

Tuiu  epidermis  wananfiaideviEaitanainnsndi@aiua ifdudsdlmasing
@ ° s g = . A @ o o aa et =
melanocyte Wulranniinngseas@ melanin mi@uLﬂumﬂ’muMm"ﬂmm‘éﬂﬂm%umm
wanssiuluwsazmetAnuginIesae) ielan  Anwnus@ieNiANuanFNiaNI T
ANEULARINUA NN TOULNANN Fitzpatrick Classification BaunsnuLs@nalfiavun 6 sianu
Fitzpatrick Classification Scale [66-68]

ANT 6 LARIANHIUTARIFIWA skin type | AUl skin type V
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R399 4 WAASANETUZNNTULNTRARRAMNN Fitzpatrick Classification

Skin Type Skin Color Characteristics ‘
| White; very fair; red or blond Always burns, never tans

hair; blue eyes; freckles

[l White; fair; red or blond hair; Usually burns, tans with difficulty

blue, hazel, or green eyes

[11 Cream white; fair with any eye or ~ Sometimes mild burn, gradually tans

hair color; very common

v Brown; typical Mediterranean Rarely burns, tans with ease

Caucasian skin

V Dark Brown; mid-eastern skin very rarely burns, tans very easily
types
VI Black Never burns, tans very easily

' \
aa aa [ V) =2

TPENLINARINHANHENTIRE  (B9219) mwu”lﬁmniuﬂ@:m%mﬁﬂiiﬂLﬁfmmﬁuﬁm

umqumm@:ujaﬂmuﬂuaﬁ@uﬁﬁqumq@uﬁqquMﬁﬂﬁuﬂﬂﬁﬂizﬂxmaﬁ GRS NI JGHEH

Aaaa

wWasuulasunnndraunidnodinauiepuiedineuludannzideaiy  Windwaniu (melamin

FmgmenD Wﬂiy@WHMQ@HmHIMNQVuQUhAmQ@ﬁﬂW?NWuﬂﬂﬂu@QﬂQ ﬂﬂuu@ﬂm@iﬂﬂ??uﬂiﬂm?uiﬂﬂﬂ
mu stratum spinosum LAY stratum basalae antinaas ﬂqﬁﬂiqﬂqquuﬂ@WﬂﬂuNQﬁLNﬂﬁﬂﬂﬂﬂ

[69-71]
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& aa o a o = v o
ugpINguIEmaTIANNITAesaly 9 pRdszmavialan  IaafiaanlnduAeaiunig

o Aala Y o
Wuﬁﬂi?mLL@tN@NQIHQLﬂﬂﬂﬂu

Black African, black persons of African descent, including African-American,
Caribbean-American and Latin-American persons

Latino or Persons of Spanish and indigenous Central/South American descent, including

Hispanic Cuban, Puerto Rican and Dominican

East Asia Chinese, Japanese, Korean

Southeast Asia

Philipino, Vietnamese, Cambodian, Thai, Malaysian, Laotian, Burmese, Hmong

and Pacific descent, Polynesian, Micronesian

island

Australoid Australian aborigine, Melanesian descent (new the Republic of Guinea, Papua,
Solomon islands)

Native More than 560 recognized tribes, including Inuit

Americans

East Indian Indian, Pakistani, Bangladesh, Sri Lanka

Middle Eastern

Iranian, Iragi, person from Saudi Arabia and the Arabian Peninsula (including

Kuwait, Bahrain, Oman, Qatar, the United Arab Emirates, Yamen) Lebanese,

Afghani, Jordanian, Syrian, Isaeli, Turkish, North African (Egypt, Morocco,

Algeria, Libya)

AmiuaulngwugAARaiza skin type usinWLLsTIAN type 1l uaz IV 1nAgA[72]

wananifademefrudenfinegends  sanieladun1vd@ie - Nlnasan a3 IR AuALY
4 o

WU co-morbidity 1w Tsalizeisiedinasiaanwusioniiaasdion Tmﬂﬁﬂqﬂwﬂm[gﬂ?ﬁu
susaRlEzumsdnelnuas g nidn e diadnie ranauiieieutiulszansUng

nsAneBeuifieudnunzdiavesieelanlafulszanaialuiigunmudausavadnfiaelen
1m1’7i1r%§uma§w1mv%m hemodialysis WaZ peritoneal dialysis Anay hyperpigmentation
Mnndsenay 50 demnnndnUszansdnd Tmﬂﬁ@dﬂthuﬂ@"lnﬁa?ﬂﬁauﬂé’uﬁ NIALANUIDIANT
middle molecular weight pigments lAunans lipochrome WaY carotenids Lﬂum?‘ﬁlﬁamamﬁ‘ﬂu
QUARLNANG ueNANTENLAN4aN dialyzable beta melanocyte stimulating hormone i
Lﬂumiﬁwﬂmuﬁﬂaﬂ ESRD u@m’m"f‘:ﬂ’aﬁﬂ’]mmmm advanced glycation end-products
(AGE) %qmmmmmﬁm‘imﬂﬁLLmaﬂ?ﬁ'qmea“ﬂ‘}:rmz autofluorescence  Waztilufinsuiuadn
filoeTsnln ESRD Ametluniag chronic inflammatory state N19%11 hemodialysis Ladauii
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a Yy a 1% & o ' [ v % . . =2 o o [% v a
[ﬂ’mﬁ‘gﬁlumﬂﬂ’]'ﬁg’ﬂﬂL@ULﬁ‘@N@ﬁ’]\‘iLL@ZH?ZQHGLWNHW?'&?’N oxidative stress snmﬂummmulmnm

N7212UNT melanogenesis LU [73-77]

aa dl < o o o dl 1 1 v a a a % o dl 1

wanandnafiiluladudAryidenasenisaidmiuaudodadeaudny  seoznaily
o o o = o |d9‘l v -ﬂl a 1 o o = -ﬂld o
nsdudatuuasuan nmemniuwes lddeimintlasenisdudauss nliszmanivaanadu
duareasnin  neaguslueanmisatiesniflunseanianinilanunisitusesuasgdil fguiu
[78-82] nsAnmlae Darrell S. Rigrel uazAmzwudn1sdnan SED lugnandelu Northern
Europe @avineuluisnuazlan skin type -V 1E5untsdudanadszanndlaz 200 SED
wanie Auuau uarluuthaaumeuiugiinnulunlaasli5ud SED wnndnlunsu 2-3
win uenantinsld  sun  protectants @ NNsnannTsdNEasaLaldlaenudnislE  sun
protectants 418130 dose 284nNNTANEALAlENINDNTREAY 93 WELWINAUNNTANTAuAINH

sz AUNENLA 2.8 WITiRedl Pen1sdNdauaaies 8.6 uiiludranilsdiland [78, 83]

Cholecalciferol gna3sanndulsnomisliieylugilaas 25(0H) D, Tnaeiunszuung
hydroxylation 91U Tneaulasilunszna 25 hydroxylase 119019 wWaew cholecalciferol Taging
nixﬁjumﬂ microsomal cytochrome P450 enzyme, CYP 2R1 Wa¥ mitochondrial CYP27A1
\ag cholecalciferol Llu calcidiol (25(0H) D,) @4 25(0H) D, HAA3¥T3A (halflife) Uszann 15-
30 41 wazdiAanudindulunszuaidanisznins 20-200 mmoliL calcitriol (1,25 (OH), D,)
A A Aa . o = . o o
HApTaTIRagUszan 4-6 daluslunszuainen HA1Uszanni1/1000 18925(0H) D, N3RTEAL
Anduanedlugl 25(0H) D, A lidauaziauazainngy wanainiinisdnszAu 25(0H) D,

faflunn9iiauana nutritional status anéng [84-88]
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UVB (280-320 nm) Skin surface

Epidemys (Keratinocyles)

At CYP2TAT CYPZIBI
W 7-DHC slprgoﬂ!: Vigma0y 5 250HD, & 1025(0H)D,
LRl Inacte serol it Joveaal ot
CHOL UR2SOM.D, 10, 2R 25(0H)D, |

¢  Epnase?
10,25(0H),- 3-epi-D, ]
Basal membrane

ey (A CYPZIAI NI -, S ot
1.0HC & [PreD) & Vitamin 0y & 250»10:5{'... Dermis (Fibrobasts)
W CYP24A1

4R 25(0HLD,

nna 7 uansnnsdaassidmiuanigludnanie SeliFunisnsvfuainuauaniinisinl s

RIS

25(0H) D, azdunuldsfiuiizandn vitamin D binding protein Tunszuai@an wuan

25(0H) D, axgnwlidsadensiilmuneidl vitamin D receptor (VDR) uastaulasl 10

3

v
o o

hydroxylase (CYP27B1) nial#iifianszuaunis hydroxylation luedandadnlniluadeasuaning

VDR uaztaulmd 10l- hydroxylase (3847 classic renal CYP27B1 10L- hydroxylase. [89-92]
atelafimulutlaqiunudniiadiauants 1Hun sengnunan Wi wadugeu wayuikivass

v
o

AR LazTaldAReARININ macrophage AN VDR uaziawlasd 10- hydroxylase nszuaunig
. da & & A = ] = ) . =

hydroxylation NAsTuuenanileitielniFandn extra renal e peripheral 10L- hydroxylation ©i3

AnsAanm ludninnaesnlfzunissin lnaentuduiannNa N4 125(0H),D,  Tng

N22UAUNNT hydroxylation NiAATuLen 1A [93-96]



= & oA A o . = o = a o
A1V 6 LL@@QLH@LE@M?@QQEQ%W’]\?“] NANNITDANATIENIATNUA

System Tissue

Endocrine Parathyroid, pancreatic B cell, thyroid C cells
Cardiovascular Arterial smooth muscle cells, cardiac myocytes
Musculoskeletal Osteoblasts, chondrocytes, striated muscle
Gastrointestinal Esophagus, stomach, intestine

Hepatic Liver parenchymal cells

Renal Tubules JG apparatus(renin), podocytes
Reproductive Testis, ovary, uterus

Immune T cells, B cells, bone marrow, thymus
Respiratory Lung alveolar cells

Epidermis Keratocyes, hair follicles

Central nervous system neurons

< Vitamin D,
@ 25-0H-D,
© 10,25{0H),D,

COosp

vitamin D-depende)

N . a o & A
NINN 8 UWAAINTELIUNIT hydroxylation NAINN90 Aanlnuazillatiauenin

@ Calcitroic acid

y Megalin/cubulin

19
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N2UAUNNT hydroxylation Fnnaulas 25(0H) D, flu 1,25(0H),D,
TnewudnenUnFres 25(0H) D, atlugag 30-50 ng/ml uazAn 25(0H) D, Aiagindn 30 ng/ml fia
dregluniazlineiias (Vitamin D insufficiency) wazAn 25(0H) D, fiaenan 15 ng/ml Nadnegl
lunazemImIAUA (Vitamin D deficiency) @ii’m”l,a‘ﬁmﬂumqmiﬁﬂma:mﬁmﬁuﬁﬁi’i@mdﬁ

20 ng/ml Elunnnzaadmiug [87-89]

AN99R 7 wdReANANE N 25(0H)D, sz anpinge FaLFTLAUNLNLBNTINAIZIAIRNHUA

=< a A A @ a
AUNNNILAANH WAL UN

Vitamin D status ng/ml nmol/I
Deficiency <20 <50
Insufficiency 20-30 50-80
Normal 30-100 80-250
Normal (sunny region) 54-90 135-225
Excess 100-150 250-325
Intoxication >150 >325

WBNAIN  cutaneous  synthesis LLz’ifaﬁ*Nmﬂmma‘m"u%mﬁuﬁ%mnmmi‘ﬁ'qﬂ
futlsgmuiluusasdi  Ssevnafisudssmudn B dueglugluuy vitamin D, vile
ergocalciferol pemsaanLsFAnAuaTealFainainslugtluuiaes 25(0H)D2 liur 1 &
1Jan flusiu [97-98]



AN397 8 uansFanadmduanlszneuegluanms

Food IUs per serving*
Cod liver ail, 1 tablespoon 1,360
Salmon, cooked, 3.5 ounces 360
Mackerel, cooked 3.5 ounces 345
Tuna fish, canned in oil, 3 ounces 200
Sardine, canned in oil, drained, 1.75 ounces 250
Milk, nonfat, reduced fat and whole, vitamin D- 98
fortified, 1 cup
Margarine, fortified, 1 tablespoon 60
Ready to eat cereal, fortified with 10% of the DV 40
for vitamin D, 0.75-1 cup (more heavily fortified
cereals might provide more of the DV)
Egg 1 whole (vitamin D is found in yolk) 20
Liver, beef cooked, 3.5 ounces 15
Cheese, Swiss, 1 ounce 12

IUs = international units, DV = Daily value

21

o [V a a o o Yy ' L ) 2
ﬁ‘:iﬁ'].lﬂ’]’]llLTN%N%@QQMWNH@QHW?Q@Qﬁiﬂiuﬂ@’mﬁu'}ﬂ Iﬁﬁlllﬂ’] correction factor AR 1

g = 40 1U %138 0.025 pg = 1 1U. Aasisnn3udsenudmiuasszannd 20,000 1U sedu Lamasn

snane lEFUAmAUAL TNl 500 ng/ml.[99]
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unuInaad 25(0H) D

o

luaAniAuITaIN9eAL 25(0H) D e calcidiol lunszudlaaninaudAmy

Taiunnmgnz 25(0H)D 1114 active metabolite waziiadn 1,25(0H),D, calcitriol (active vitamin

D) & potency snndndaniissaeiyinluniaiflu biological active metabolite  aginglafimnuil

=S o 1 - = 1 - o v 1 %

nsAne uifaquiunudn calcidiol Hunumuinnda calcitriol Insandediagyasiie amisnaglls
4 13=1611 [89]

1. 32U Calcidiol lunszuadanianudindiunnnnan calcitiol f4 1000 WAz
AM13ON9ZH1 VDR 1HAnan

2. msAns el metabolic interaction 354914 calcidiol ua¥ calcitriol #i47
calcitriol 13M19LAA cellular uptake 284 calcidiol wazdanaliinisA1an

calcidiol 8BNANNNILLALADA (calcidiol clearance) &

3. extra renal 10l- hydroxylase activity ARLFNNUNINNEaza N TaLlAsu local

calcidiol lihilu local calcitriol Fundsingnieniiidn paracrine synthetic

1%

activity ¥i11# extrarenal production 284 calcitriol WAL calcidiol Aatilgyav

A
a

L Ao % vy = A a ad o
calcitriol ‘V]ﬁ]qVLNVLﬂ@xV]@uﬂQﬂq?ﬂnQQWWNHQ‘WLL‘W@ N
=S 1 Y o 1 & ¥
4. N1IANEIWLAI 10L- hydroxylase WU‘lm@’mﬂuNﬁﬂIuWﬂNW’]ﬁ"ﬂm“ﬂﬁlmLme\ﬂ‘M

Winnaununinemseees calcidiol #EN1IUAS parathyroid hormone (PTH)

uanaNUUNLI 25(0H) D @1113anseéii VDR MUl affinity ingn 1,25 (OH), D,
[89] 25(0H) D axnsansziuaitiilamieiag 10 hydroxylase faliiiianszuaunis
transcription mRNA 91147 a translation tlultlsfu deudidnedanzauuenwileanlnazaiunsm

@374 1,25 (OH), D, M ufssnnulsisnn wsinsdneaaudisnduaes 1,25 (OH),D, Tuaunining

o A

Tmidan (renal failure/renal insufficiency) §Nd7¢AL serum phosphate zj;ﬁmm: phosphate

retention AZNANNININIUBE renal 10L- hydroxylase #INaRBN194519 1,25 (OH),D, liitlaeiaq

a9 lafimnudiaunsonsanusziu 1,25 (OH),D, WAAIINENTA54 1,25 (OH),D, Tnanis

3

NN91U2849 extra renal 1198 peripheral hydroxylation [100]

AINANMNAIATYIS  25(0H)D  AINa1RdesY  lunsasaadnsesl 25(0H)D  Wudn

= a

25(0H)D HhiAnRuiansunsaduiullsiu (D binding protein) lunniissesas 85 g1unsaay

uaayAulisenas 15 uavatlugidase (free form) Saeaz 0.03 AeluNIIRFIATATANRUARDINY

v o

nsugnaeniuagedaulnnjeslugluunndudu D binding protein iagflugil free form vialae

'
=] v

AENNTUENANATIREIRNARNIZLIUNNG  co-precipitation  WBNAINATNNTULNANALEINIIAIIATA
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FLALNANHURARINIOTNATALAE non extract immunoassay TaaenAtRMaNITR lipophilic T84
AmRUATNALNTE  antbody  sie 25(0H)D wazluilaqiiudniswmu - commercial
, 4o . o A v o . e
immunoassay T9HszAU  sensitivity Wgauazin@ane luilaqiiuinisWmuinimsadas Ay
ANAUAIALATAN] 11 immunoassay RIA, HPLC, GCMS atindlafinulunis validate usiazia
dl v v 1 aal 1 v a s 1 o Y v dl

el lAnanssnunnsguluwsiaziuazszudnetiestjumnisnud i lidentineenniiasann

A NdlslufnuanunAninasie antigen-antibody interaction %38 protein-binding protein
interaction WaNANHEIHNAINLANENTUNNIAIIATA 25(0H)D, waz 25(0H)D, AMNAMANITENIS

a = a o 1 ¥ v a Ly o o v !
ANUNASTUANANNANITWNAUNITATINILATISUUNNTEALUDN 1,25(OH)2D3 mlFenndr ez

=2

v 1 1
o

a o v % a o o v ‘ﬂl A alal [J al
dupeundufeusiosrauangunianzinisanauen HAseslaNiaNannIshaz AL
¥AL 1,25(0H),D, fiasnsadaluszil pg/ml faatfinnmunldlunsaiissiuiioasinatanaliifia
AuRanaalunsulsia - AtiunmIadasEal 1,25(0H),D, Adliiflunfian faqiiunisdn

o a A addgy o \ \ | o o 2 o
sTALARAWAT Hnuetwuninarsuazilunnsgudmiunisnea ludsanalnaaziaenld

RNIZNIFATIANITZAL 25(0OH)D win1il [100-104]

ffademenianmiinasenisduaszianiug  un ansuznidssmalaeaniziin
1 1 ‘ﬂl Yo £ ‘é @ = a al 0' v u’j
agluannunszaznaselnlffuniseuuastiestauiluamnaesningdaiunmild 1
ussenAlagwudninlanuanysaisesiule launnnaiunsniunisdesaesuase Aasundsivulan
9281 UN99TNINANAN D AT UNLIAN A 328z U TN NN BN USIRRNNTENLATanTiasadsas
dﬁll o v @ o d‘ :// o a al 1 o
uananiiiuazeesunenAdu ey fauidutadan1anianimizanaiuiad@ealunisdeaeun
wsiarun  atiauaziBunuisdndegluduusseanaa  [105-106]  Iaewudnludunssannisiu
dszneulufaefe@sineuanune  dnwosnanianintesuatgdtiulszneufosdeanaussndng
100 wlwwms e 400 wtemsdsauasgansaueliiii 3 nqueies THun uasgle (>315-
400 wnTuiwms) uasgdl (>280-315 W1lwmng) uasedd (>100-280 wrluiwms) [107-109]
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ULTRAVIOLET SPECTRUM
Ultraviolet Visible .Infrared

— | —»

600 700

uvck  UvB

280 300 320 340 360
Wavelength - Nanometers

=

WA 9 wARN ultraviolet spectrum ANTINARWAIINEIFN

1 '
= | v aaa a

TnanudnFedgiedlufsdnduaniganinngn 90-95 %  dduiadgadunuasliaiunsagn

U q
> £
=

. o & a o ol o o = o \ = o ada :
gundaiuialanmezi@agnaadulsadulalawneuiounn agilafimuiadniiunasianis
= o a  a dg A oo A A ve o 128 o o Na g
wWasuulasweszAtdmiualusaniaaeidgnd dowuliluduussanialite 1% f@gaidu
FANNTAAUAINENILANLSENNAL 290-320 walumas HennsnieAgRtniuifsunutianndniaa

oy o s mele oy & y Loz
giesaeniunsnilufidniidninauauenduneuiniuaasngiuussaniAsias i Wi s
Huazeed unenadl uazgienialuudazns Auiund i @gadazuntaulaniitinnutiesnin
[107, 110]

B399 9 WARAINIINITANYALLDITHALAIEANHAIINENIARUUANFNTY

Spectrum region Wavelength % of total energy
infrared >700 49.4

visible 400-700 42.3

UVA 400-320 6.3

uvB 320-290 1.5

uvC <290 0.5
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o ddd‘d 1 dy a [ dl
n33aLBu e indAnisnszansasimuiuialangnineanunlugduuud
BendnAsaitinfdsans lhlawmaisagil (UV index, UVI) fludrifinuualag World Health

12
v o a

Organization (WHO) uwslazanuniasaiiadinfiddanslalawamisegad (UV index, UVI) 4l
1 vd’j [ o 3 A dydll ! 3 udd’ju/ U A ' 1
wiriwauegiunsinaneludulalswiseruwisnundestudresiulalan  AanadnAgdupnLa
vaniunnesuasgngnasingaiulanluwsazdy Jeandeus 0 — 11 Auusnsieluusaydy
o 1o o , P = = | o Aa = L&
uegiuifadevatetsznig 1w e NAsedtszme IntsAnsanwudndunimaniuauliviu
fiasinsdesinuglazanadliitefasas 72 [111] ludlszmansseeluunuiduaudgasaziien
udd’jv ! g 3 o dlo d’l 1 2 A Dvd’l
prtadnAgRAeuinegs TngsaiaanniuusduLLimNANdinTeuase B TIRAE  [112-114]
o & o A . S e o 5 & = ,
wananianeusidefinfalalaaianznisganldinensn  dneusdulaveaiiafinazinase
1 dlﬂJ b4 e a a ayya 1=l d’l b A = dgl S 1
N1TUNINENURANERTINTZHUNNTATARNUA i AusRredelinviterniTlenTulilnasienis

WNINELLAEYA [115-116]
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131971 10 UARNANATHTTANAYITUAZ AN LIS TBIWAII VLA

uvi UV Strength Action

0-2 Low srAUnAIUBasEaTlNIN wsianasisdaN LI uiuuaaluiun

el s9enadiesldansiuuaniieAn SPF 15

1 b4

3-5 Mediam srAunAsuuasendaeuinegs  enaldiudunaainnisdnianas

U

1
=

TAEILANIZEII ALY

6-7 High FLALNAIUUANATIEY N9duTALAIwARlUT21IaY 10.00-16.00 U
219 lAFudunmy avstlesiunmsdniauasfosansiuunniian SPF
adetier 15 wazaaNi@efinanunsnlnaguiomissanyivaoy

WAURN ANIN

a

8-10 Very high srALNAIUIAEATIgINUAZeNA I FUSURIBAINNNIANTA
WadLAR luT998110.00-16.00 . Adstlasiunisdudanassiouans
AuuanndAn SPF atailen 15 uavadndetinnaiunsninagu

HOMIIIINTNANLIUET UNAN

o o P A = P A Py
(N Extreme TELALNRIINULLAN m".l'].l@]\n\nﬂLL@zﬂ@QWNﬁQqNL@ﬂﬁ@j\ﬁquimﬁ‘u

' FVR '
A

high AURTNYANNNTANTAUAIUAR AFTUANALIANUNLFIUNT A UVI 11

AN3T)aarTuNNs AN AL AR 8 AT ULAATINAN SPF atinatias 15 way

£ '
=

pasmgneeitiaenn 2 G0l anudedinansnsnnaguiionia

FANTNAINLIUAT YN

dszwelnedsinilszmeansetazfiqn 15 aeAmiiauaraeasaqn 100 a9AIAzdUaan

o 1= A

AVUNPIMWIMUAITIFIRET 13 BeAuile 44 Filan waz 100 avAmzduean 30 AUAN TeLisin

PrsRd A AT TnAauinggs [114]
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Chiang Mai

£
A v

dl 1 v A a AA
DINN 10 UAeINABUBINTITYI

- A o
“lmma:wummﬂi:mﬁ”lmﬂmmi

752930 119291981 12.00 1.

= a

= A : o ] - v a a = o o A @
ﬂq?ﬂﬂﬂﬂ”]WNNqﬂ@uuuquWUq’]ﬂq?meﬁzmuqmqﬂuﬂtﬂﬂﬂqiﬁﬂmﬁLL@\?HQU‘WLﬂuLL@QLL@ﬂ

U

F9INTNALIAAINAEN Tz 9-10 WARnIauDadszsnn 15 wiRnuunanlssnn 2-3

pisiadiland afvazdszanme 15-30 wl @masainszAUAmRuA lunweed gAY
[84, 86, 117]

nsiRantdauseETln lausad
= o = % 4 | . o | P P
nisiaanlfuaaealun19nszsu cutaneous vitamin D synthesis HuwugIN1s I uase Rl
P a a ayy o« a a @ = | % P
aunsnnseiuN I iua lfeesiidss@ninmuazannadinapssnnnninnislfuaseiauay
visible light TaeawudnuaseAiauas visible light a1xNsauNINTNATURIMI deep skin uazidalif
- , o @ o . a ,
NAALIUNIG photolysis 184 folate Mlinnnrandsune folate T folate amiiluans essential
vitamin PR lunsruounTuLNITA LAZINNA 1 UT T A LENA NI N AL
. o Y a aa o oy & = A o aa P
photodegradation 484 folate M IHifiRANANMENTY NsANENEUTUNATasLAsERTABNTNN
seALAmiuaLaslianszALans folate  Tne Emanuela Cicarma wazmnszAnsnguiiloelsn
RomisauinR@y  (psoriasis) war dermatitis  daflulsanNAanuiatnintafiamialudneoy
. , d A s o ay o, o .
chronic inflammatory of skin uaziadNEadesiuszuuRANAUuYeI9NIe Wasannludiloelsn
Rovids psoriasis NNM9ANTRINTZLAUNT DNA synthesis luduBiamisiasnuanninzannans
folate AuWUETLAYINTULINTRNTsA psoriasis (atinelsfmuinldlifulsafamianininisdudasia
uasgiialu Bansunnuazuuiaunsonssfunisaaisansans  folate (folate-photolysis))
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Emanuela Cicarma wazaniZli\Htloe psoriasis waz dermatitis enuugse/itieifinszsy
3[51'1ﬁuﬁ|,wm:l,ﬁmxﬁuﬁmﬁuﬁLﬁluL%fhmmiaLﬁui:ﬁuqﬁﬁur’fumméwmﬂzﬁwmifmammq:
chronic. inflammation ¥il#enmsrastsadiu ethdlsfimuuenanniaiiuessssuimiuauin
wuduaeeAtlasunaunsas folate [118] frlaelsafamisinuausnninissniiureisnnin
waslAFunnssnefnauasgid [119-121]

annzuameniiivenzauinliamivlisansofuBunnuaidetaiiameaelds
nsUszAnguasnuaiiiinen (artificial light lamp) wasauasgRidszneufiseauas 2 oin
¥uri broadband UVB Taflannuenapduuas 290-320 wluiaas LL@ﬂﬁﬂ’JWQJﬂ’lQﬂa‘uQQQVW 306
unTuiins gaudnuasiia narrowband UVB finonaenanauuas 311-313 wilumns uazlinanu
ﬂwﬂ?{uqqqm 312 W lNAT ANWANFINTZENY broadband UVB uag narrowband UVB A
AuAIIanzasunsd3Bnfiva lEeensdlss@naninidiesan narowband UVB  fias
AAUATINENATLALNN B TaURY  broadband  UVB  vinlfanansanszunsanadmiuily
AT uaziinsannTaanNEIIATILALTIAIRAN N EImMINFaLANNNTANUAAT DR LA
lAun erythema skin, sunburn l&xanngn LANANNTINLIIN22NEUANERE narrowband UVB
anunsnannaunsndauszazana lianInnisanawaafae broadband UVB [122]

UVB Narrow Band
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.1Blue 7 UVR Broagband;

00 dscsstissndeins : ‘
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AINA 11 meﬁqx‘m?\jummﬂ’nLLmsﬂm broadband UVB W@z narrowband UVB
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o o al Al o v 1 dl o % -ﬂl :/I % -ﬂl
nsduianasen sz Auaudinuazdasoa i ls  adwnsnnlasuanssafiuna)
Tudulftomisltiduansneananaienazilasudy  active  vitamin@ D Ieslssiiuannnig
4 a4 4 ae . da n
wWasuulasresdnn  manisulasuilasresdinarnimmdneensnlugduuunEendy  Minimal
Erythema Dose (MED) lnsiiouilsndudauagdiiuasinisasuiludauyeauauisunads
yigeananannsia mdlaan lasun1sduiannnviseununuly [64, 123] N1IANWARARINEITNTNR
u’/’ £ QI o a a =l A % 1 o 1 o dl U v % ] E
HuufiazanunsniinssAiniun lunszuaiden liusanadasineisnnanadnesiudanali
s19ne i@ NN T4 RUA LHat el Us @i nsaiunns Musswaniian  (artificial  UVB
light)  @amnsanszfunsaindmAualiduiy - neanauauNe sz ALRARUATIAzdANIS
= Ao = % v v A A gy a a a ' L
wWasuulawesdiodanislifunnuasonndintisaigannelifaneinisioun@endn minimal
erythema dose (MED) InanisanaugslilfiAnisdasuuilasaesdnoauniases 1 MED 411090
WNTZAUARNRUAMLLWNAUNNT5 LU IenIWARIRLA 10,000-25,000 U siadu [84] etnglsnmiu
nsanguaainaliiAlieszay 1 MED ananaliiiinainis skin burn 15 n1sidanlfaaaudisuasend
N9 sub-erythema dose 1UaNNTDANTEALARNAUA NIz Laden 15 11 Inga1n1s skin burn
agelsfimner MED elinedusinsgiulunisdnssiunasaniesds@eiiacléiinsfinfunis
Trseaunauidea e luguuuniandt standard erythema dose, SED daiflupnnld
WANULANLTENIY 100 J/m’ Nnalfinnan1sRouee AafiAn 1 SED aisuminiunisdueia
190N LAINNANNANIUT00 J/m” WRINBBINITHILAY [124-125]

o

B399 11 LAAINITULAsULeIaeAN AN LT85 Re AT

From\ To Wm? (CIE) Js'm* (CIE) UV-index
wm™ (CIE) 1 1 40
Js'm? (CIE) 1 1 40
UV-index 1/40 1/40 1

LAZIZAL
(UVI) Fa

anAdNiuiaasszAunasulugluuLndisniuga

(2
A o

v o d” d‘ | a d‘ o o
Audinvesuasuszauiun (uusavnidsung ) degnnivualugduuusTiiadn

v
o

wandingsiurinliianunsaudasAndaulsndnlileg ludmdnlalideg Wy hweslsanalny
1B ULAUNIANANATIANLTZAL UVI RAWINAL 10 Tt9i0a11358n4 12.00 1. UN8AINGD
ALHATNAINUFENNU 250 mJ/m’s %78 250 w/m’ 138 2.5 SED  A9tiinNsaNnLAANLENNNA
AN 1A1UITHIDE 12.00 . WLetNataslsTinns 15-30 WA AaduianiamqsaslAsUan1RuA
AINNTANNLAALITZHNL 25,000 -50,000 1U faduniratszannd 625-1,250 ng/ml lHaRa1sania
o a A ad, Yo ' o a A Aadyy 1 o A =
seAAaAUANI N AT lFUaINNITANLAANLIAN T ALB AN UAT IFFeduilAngennnaluy
o dl 1 dwﬂl = o o a a = a 1 % o dl
seAunguutiBaumsuiunsfulsznutadupidsunudiasiisaiulssnulu B
unwalutaanatduduananaliiiindunsnaainn1nzdstumiluiwld (szaufininngn 90-150

' [ a a A g a . . . 1 o al’l
ng/ml AAIU) Tnan1zanlualune (oral supplement intoxication) lunalneasiallil
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1. ApRUANTUUsen1wdn ld@aunaiiNg AU 25(0H) D3 F9NINNINa119 L DBP
fauaziuag free form 284 25(0H) D3 Wnnuazaunsainlunaluaaiug

IAEIRT9FR gene expression

2. Amfuaniudssmudnlianansoiinezdy metabolite  Fadwlideanad
RMUAUNINNGY DBP A3iuazil free form 284 metabolite @a1xsniinlinnelu
el

Aoenalnn1smILANENAATENIAINWA (cutaneous vitamin D homeostasis) &dnalif
seavAniuAnaT N uBiiaanngluswneiuedauninisdasugann vikamin D, 1
nanelifl inactive vitamin D, Watlasruniae vitamin D intoxication [126-129]

1 [~3 = tﬂl o/ o/ Adld v a v 1 a o U
aeslsAinunadaaasnisndudanacuaanianuduuasnninuldigun Bomislnd
wauFeu Wadaresunede ldauisnisflunsidefiamis [130-131] nsAnEnfansiianzFaRtaml
TunquilFsunsenuuasgdivalitinnlsaneianila (biological effects of exposure to UV
radiation relevant to carcinomatosis) TaeInLIn 1 experimental system LLmqﬁﬁmmeﬂ@mﬁﬁu
Img DNA Laza1unsnniate DNA lagnilifinagasdsenay cyclobutane pyrimidine dimmers
(CPD) wax 6-4 photoproducts (6-4P) 18ime@ad7H mutation C%T, CC=>TT transversion
WN"BT9 UVB signature mutation AUUMINENNE4EUAENIzLaUNNT DNA repair axinliidng
o . oA & A = ° gy a o . \
Maeetngseiie wananigadainisawiaatinliiiian19a319 singlet oxygen species (O,)
feanstiannsonane DNA hduiu  lusuglielnalnfazlignaadulae DNA  Adlidens
nsznusia DNA Taanse usuasgRieansnsawmiiaainliiinasinany DNA nedanlaerinumienis
@meﬁlﬁn‘ﬂ\‘i UVA photon 184 cellular structure (chemophores) WAZLINNNTE51Y reactive oxygen
species (H202) 11 human skin WuduagRleasnsaunanguifingionisduan (deep skin) 1
. pRp . ~ o A = & = ! N
NnnduasgAduaznudnBunuuaseinluduusseniAngesasunnsvulanininndinase Al
TauNNeAMNIANAlAN NI TNdngTu basal layer 289 epidermis 15 nsAnmnly
human squamous cell carcinoma (hSCC) was solar keratosis WU UVA fingerprint mutation Tu
41 basal germinative layer A1 ‘il"ﬂﬂ;lj@‘ﬂm experimental studies WUd’]LLm@mmuﬂ?:ﬁuquﬂﬁ?
tanning appliances @lnadaulugjazifiuuasenarunsaiinanuidsssianisiauzFalamials

(carcinogenic effect of broad spectrum UV radiation) [107, 132-133]

uananiiiinsnsmanudiriugzesmniausidamieiase gun
nonmelanoma skin cancer (NMCA) 15un basal cell carcinoma (BCC), squamous cell
carcinoma (SCC) ﬁun’mﬁm&”mLngﬁﬁL"ﬂmmnﬁ%’mﬂmé’wﬁqﬁqmimimnLmerifasl,ﬁLﬁm NMCA
Teannz BCC uaziinnsld surrogate marker A 261 25(0H)D Fhupnfinennaniielaniadiaz
il BCC nsAneEnlu Osteoporotic Fractures in Men Study (MrOS) ﬁmquﬁjﬂqm
Uszanns 5,995 Au engadatlszinns 70 U Inewudngidazsy 25(0H)D qelnaianizszinifou
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30 ng/mi ALAAAINLIALNAENIAA NMCA m@fjwﬁﬁﬁzﬁﬁﬁmLﬁmﬁﬂuﬁm’ﬁﬁizﬁu 25(0H)D AN
WAANIALE  NMCA f-uzLﬁﬁ”umnb}ﬂfmguwﬁmuﬁuﬁ@ﬁﬁ@nﬁmmxﬁLL%@ [63, 134]
1ANAIN 25(0H)D AzmataAN T RaiauAERnLdn 25(0H)D, dnaanpudsasiani iz s
mﬁmﬁluj IUNEWSUN Nrdesangnuaan Tanudiseay 25(0H)D FneanANIAENT99NNT
\NaNz3auaz cancer mortality A93RANLsENN0L 50-80 ng/ml [135]

nsAnmiilaslsafiomisanuouninianiufiedldisunisinmlaanisld  phototherapy

Tne M. Weischer uazaniz innnadnunlugiilee psoriasis atetfias 195 Aunliiunisinulneld

v
o o

broadband UVB 1i%8 narrowband UVB lainugiiinisninisiiansiiaiamiaaniiseaanunsninm

2
PP

Teannalomislinauls  dowlunguithesnmiulsasneenn (vitiligo) Tae M. D. Njoo wazAnsy
Wafnuithefaauas Narrowband UVB uazilemnaninaniaiduszezioauiltinudiannis

1adlsAnazAnNINIIMANALUAe INHNAT19AEN [136]

AINNM3ANEITBY V.G.M. Chel uazanuzlfivinnisansussgiintn broadband UVB (BB-
uvB) lungufgeanaiendelulsemamnuunandszauidnfiuma Ingnenanaiuundiuans
snanmauazinistiuanudiniaainludisnaivunzanuaznsadnseauimiumiluseas
wudnlugasszazioar - 16 dlainvinnisanauseanansainssAudnRun ieenaldad Aty

= | v a N I v P — | =< a o P o =
uanaNinasesyAURmRuALEa liszAl iPTH anasetnanintsasunglfianniiloageanydind

° ~ P ~ 2 Al . v a
nsineutesnfanasaudinfannglnnescasignunanduasdsalfinnniag secondary
hyperparathyroidism $aufLIAN12Z03RHUABENTUII (severe vitamin D deficiency) Adiils
N9 NHANIEAUA AN RUA MININTUAIEINNTDaRTEAY iPTH 18 [137-139] wanannaudinaed

PRPRPRPPY o Y a a o | PO W~ VA o so A& da Al ve
wasg TN 14 lun9nsesiunisa319BnRuaNLANL BN AR WA LA W TUNWN R LF5Y

n13aNauAd (body surface area, BSA) nsAnEaes Laura A. uwazAr @enlduasgai

Py

nazfunsdaanzimiunlunguiinganmulususiisssuim fudsnadinisli UVB
dose TNARIUA 20-80 mJ/cm2 W Lugssuau 3 afssadilai Thisseviaanvianun 4 dlenst
?QNma‘mmLmVﬁmmm 12 m%‘i Imafl accumulation dose 240-960 mJ/cm?2 mmmmzﬁuéﬂwﬁ'
96U 25(0H)D A G B oufinauld TaeinnsenuLaesefuise a1 aSatas 90 (Am
ANNNIRATIATRY rule of nine) [140-141] K. Vahavihu. memzﬁﬁmiﬁnwﬂuﬁﬁmﬁﬂ@q
1uﬂizw1ﬂLmummfﬂ,um'fmq@umq%\ﬂamaﬁ@:1@1’§umimmmmﬂﬂﬂﬁmﬂ mﬂqm?a'mﬂi:mm
40 Tuazil skin type Il Tae i Funsdnn AR fusm dFunseuuasyitilaaiunns
LA BSA wansinaniulfaunauased 13 SED wudinawinzes BSA awnsalfiflurlads
m:r}jumm”iw 25(0H) D, 18 wiin1IReUALeI89L BN 25(OH)D3'17‘IIL‘17\II3\I%W“LALLmﬂﬁi’Nﬁ/u Clalal
nsAndnefiuuandliiiugn  udiawnn BSA  wansinaiuusaunsnnsviun1saiIniua i
wileudu edeaunn BSA mnwiﬂm:ﬁu@lqmmimi:ﬁumm”ﬁﬁmﬁumméﬂmn?ﬁa [142-

143]
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LF;rmm%gﬂﬁﬁsL%mzﬁuﬂﬁﬁqLmﬁzﬁ 25(0H) D, WU BafA e BN nIEINAN
AzANNIINILFUNIIANATITT  25(0H) D, EAgandns ¥ B udinuastig uas e
FunnsaufinuaafinaudAtyuinnda dose rate Meri J. Ala-Houhala LAZAMENINITANEN
ﬁqﬂwﬁﬂﬁqﬁmhﬂmﬁmxﬁu 25(0H) D, TmﬂﬁfmmﬁﬂmﬁﬂummLiﬁmmqﬁa:ﬁummm:
srtvina AN ALA (dose rate) TunguatanadmsaIual 117 Au fiflszs 25(0H) D, M 218
iy 30 U Iefilhefl dadauaesBsA Indidesufetszanns 24% BSA KFunirenuuaca
211/ 0.375, 0.75, 1.5,3 SED Inausiay dose anaiiluanuau 4 p¥a uazluusiay dose 4nlHilnan
dudavieenuuguNuRsaan 1, 5, 10, 20 w7 wudnguiitanudinuanite dose unniiga
ananannsziiuneai 25(0H) D, Windn dose fasr uazszazinafienuuadlifipuunnsig
funneada [118] etnelsfimufinnsdnendessdRaiunfiszes baseline fawdindunisinem
TnenudndasziRanfuanaunnssnEndlimunwinlagnsnisneuduesani st /A ndy

o

Aazdlannntuing llduwusiy skin type [144]

A1nN"97ikEuad narrowband UVB lunisinenanasdmiumsinudnlumanenisdnen 1
unnuasiuansieiulneiaaeet ludosilszunn 1000-8000 mJ/ecm® Auanaienldlunisinmm
dszanns 7-35 AR anuse@nBnnaes artificial UVB AMN30N9Eb{unsainessmLdniiug b

| Ao o o & 5 o A o = v a A A P =
ateidedAnyasn s uaseg AmenlunisineiinssALARIHuAeENFaLes N3ANE M.K.B.
° =2 P p Clallil a9 e . ~ o
Bogh wazAnzinsAnEnTuiniseatdmaunsn 8 skin type -V Niandeluuaulsuinaian
WU 60 ALWLAINIS LAt RTNaNA NI INIEALRANRUWA el d Ay uazideri
nsanguasanszazoauansAunLdINseuaetnsatlaniluszaznamn 2 et

AN ALAANAUA LN AN 98 ALRRIRUAWIN M [145]

fadtiug  Tilnadenedinadnfuildud  pandaunfvtelsafaiumaiuems
nslsuenlumsinenlsasan (co-morbidity) 1aajileer a1gfiiisdusesdilon nazdou udw
ANNRAUNFAUBININALRIUNT AL mwﬁmﬂﬂﬁﬁd‘qLﬁm%@ﬂufﬁmmiqm%ume’éw 25(0H)D,
anan g (interrupt reabsorption of vitamin D metabolite, enteric recirculation) 4 ANVEUAINN
gastrectomy TmﬂWUﬂmNﬂﬂ‘ﬂm metabolic bone disease Lﬁuuﬂﬂﬁyﬂuéﬂfm postgastrectomy
wUANa 1NN TAANLA RN TUAA TR s NN SN ARN TN B AN s L Tianadd A
ﬁﬁiﬁﬂﬁ?ﬂﬂizwﬁuﬂﬂﬁﬁ?Lﬂ?\iﬁluLLﬂ@ﬁW?&ﬁN@Eﬂ"ﬁ]ﬂﬁ?@ﬁ%ﬂ%ﬁﬁﬁuaﬁiﬁfﬁ@’mﬂﬁﬁﬁﬁ‘TﬂEIL@Wﬁx?@.ﬁ
IA5unsEnsaLuL Billroth 11 azl@Funansznunnnndnnisensauuy Billroth | Tnenflunaannnis
FNFALLIL Billroth 11 $in13EnsALe7 duodenum aanlilEasinaznsilaiil duodenum aziinnnas
gastric dumping a2 bypass 989 duodenum surface danaliiiiaN19e steatorrhea ?ﬁlq%ﬁ‘umu

mi@m?ﬁu 25(0H) vitaminD TINIUNS enterohepatic circulation [146]
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Celiac disease \{unnsmauauauNeaiuNIRuines intestinal epithelium #ia gliadin
y I PO . o \ av o
aa1n3ntesiulnenisaniaeeensannen gluten ae celiac disease axnsanaliiiania
malabsorption AR NUA [146-147] A9 inflammatory bowel disease (IBD) 18un Crohn’s
disease Fuflulsandananisznuiumaauaimsiaaanizilaeniulsailizunisinminenis
11 small intestine resection luaniz? ulcerative colitis tilulsandanansznusia colon N1z

= o o

. 2 a  a oA = o o Sy Yo o
Crohn’s disease AAN1IAATNIRNHURAINNENHNENIaLTR9aT [ UaznisinenEthelATusn
anldeanliuanaintidesandanisinuniaeld [148] steroid  AuiulugieenipAouinlnfves
NIUAUBIMNITIIAINNIZUIUNIIENLALNTAUAINITNAPATAINARANINATIIAHUA L [147,

149-150]

- nslafuenlunisinunlsndan (co-morbidity) 2@9fjtlas NHANES study Ann

' [%
al o o va

ANANRLS 19T ALARHWANLENTE steroid A wan 31,509 AuenysIus 1-18 T wazuannan

a

'
a

18 Aawsit] 2001-2006 wudn steroid  Llutladauannnaliian1ydnfiug (1511 iy SLE
WudHszAU 25(0H)D, Andvenaiflumezsiesudniaenisainuan  fesldanuatsauu
. . y I .
steroid ,  hydroxychloroquine lunsinelsauine e lusreazaan IAEWLINEN
hydroxychloroquine ax13aguanawasy vitamin D, lhilu D, 16 [152] wanainlsa SLE
asthma flulsandaonanilufiedld steroid Luiluinuazssavinanlduwuasdiles asthma

° aa v a A o 4N ] | Py o a A o |
AUUNNANTZALAMAUAAT  Taediadn steroid  dmaliiszatamduamilazsiunaln nng
m‘xfﬁu renal expression of vitamin D 24 hydroxylase Lﬂ%ﬂ@iﬂﬁﬂi:ﬁuﬁhumd glucocorticoid
receptor,C/ERP beta az VDR 1## glucocorticoid @181304LAY receptor WALNNNTZUALNNT
24 hydroxylase transcription M 19iHNNg upregulate 24 hydroxylase activity wlniazeag
vitamin D metabolite 25(0H)D, uay 1,25(0H),D, iliEunnuanas wudngilee asthma 7%

A nye o ¥ a a a ] as a P .

an19quLsaia lFfunsinefaedniuanudiainishau Taailsuiduléiann lung function test
[153]

£
o Y

4 nas 4 e oa s a . -
- anguaziBunuassesiunaslfiuniadasuiiianniug  Inawuduleans i
< Y a a o o Ao \ = Y a a
NNAUNNIASIR LAz AR asTagRNzAUReNgNINNgY 70 Tnnsainimnfiunazanad
| A4 = o = > = = Ao = o A& a o
agannilefisuiuauniengfiealaadnsdnmaninisuFauiisussau Funndniug luau
fengisvann 30 Tifleunuauiienguinndy 70 U wudiseaudaniumvespuiidanguinng 70

TfszauanasnninAueiyions 3 wih [117, 154-155]
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v
o

P o y o
- NI TEALABIRNTANAUNDE

' a '

Mudufianiiflanauansneiulugiden BuI

v

Aneii lngauifiiminundaAn BMI annndn 18 kg/m’Alannafazanunsnasnaandus ik

v
o

! S o . y = o o o g a ol g
HINNMAUNY BMI 1aeini1 18 mzdsiieunaresuladunazannnduiomisdaiiadnfuan s

Lo

Fuetemlunisaidadun adalsfimuluaudoudadan BMI Aeudinaunninaenizind BM

11nn91 30 kg/m® TallEuladnazanunsolAsuanssedulifly active vitamin D TEANIAWRAT

D

BMI  fieer]  nisAnwanudinisiladuazansnnuslasiinazanazazanninafoninndinig

v v
v o o

Wunifesdudawasuantios  Aaiusziuresasssiunaslilunisaisuaziasuglidy

a

active vitamin D liifieawe [156-157] dlesmsaatimiinesnetiastanas 10 luiid BMI g
Wudhsdu 25(0H)D, SBsnauinduianiuniay insulin resistance Rianas taaidadnszaL
AL uaansawilaney insulin resistance HunNINIzEUMsALATTLATHATETAL
lusfugew WnlSanns insulin receptor uazAANISTIAL [148, 158] u@nmnﬁuﬁﬂmiamim
SuauannfifiiTrymieei e laflududengauasidudlifienfifed|dfsansziula
Tnananizenlungu statins Insiengu  statins anansndufanianeumes 3 hydroxy-3

methylglutaryl coenzyme A (HMG-CoA) reductase Tunszuaunns mevalonate pathway GR

v v
a

denansenusion sdaiaszif  cholesterol  @afluanshagialfiduioniiniuanssssiulunig

v
o

Aupsoiimdunsaiunsldenga statins 81989NANITNUABNIIALAIITIANHWA N9FnEN
. Y A o A o A vo o 1%

299 Lars Rejnmark WazAnzwud§uidaunnilszannauaiuan 82 Aunldiunisinesiaeen

simvastatin AAAINEINTTELLTZNI 1 TwazinIInassMRmANAREUNNITNHILATUAINNT

S ludilnnvin 26 uay 52 wudnszAtAmAUAR AN UL lsfa N liaunsnag fdaiaw

d1engw statins AT TN ALARN LA LA T AR ANGIIUANINANTZAVTD

lipid profile Taaianne LDL %Qﬁmﬁﬂ'mzuu cardiovascular system [159-160]

v 5 v dl 1 :/I a o dl @ dJ dl o P 2
wfignanssiafiunegmuduiomiiazamisnnldamiuansfanataivetin U4 lunsaing
active vitamin D atilsfinuaisasnaiasiashilinunszuaunis Hydroxylation Tasinisidumy)
OH sinuntls 25 Wa'lHilé 25(0H) Vitamin D3 sy AsiusivfiesatluannzUnfuayludunou
gavineialiils active vitamin D laaziflunadnsdrdnylunisulasu previtamin D3 1y active
vitamin D atlsfimuithenlaFunislgndnglawdagsaindnisinauaeslaiazandi lais
WAiflaP9sEAL previtamin D3 et (Tansnuliainnisdnsed 25(0H) D,) foyanlilu
nsAnsdulnaiilunad ifunnanngugihenendulugssmemnnunn Hengads 30-85 T
Aala P ) ) Aasa . Aa o
NAtaeeszAy skin type |-l (sneanaulnef@RY skin type 11-IV) fRANsInavaedle

WANANNAUFAIANIINIULNRAUDITLALNINNIUN eGFR < 60 co/min/1.73 m” a9N A9inng
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AELAUBIAANITAFTNAANNLAIAENTTIE narrowband UVB 814 lNAaNEN AN LANFASHWAL AL
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28ALUUNIAE

3.1 gdluuunsise

NN9IREINAAAY ( prospective randomized controlled trial)

3.2 sziiaulgnisias
o A 13 =2 . . .
ﬂgmmm“lumimml,@fammmﬂﬂm (Inclusion criteria)
1. gnlisunisgndrenlaaulauarissaraniiun Tnadeninléiiunislgnonglalula
2aneUNaqinanenl ananiannng At 2535 usiunn
2. anysiust 18 Taull

= v a

RszAUAmIANARN (Heeindn 30 ng/ml)

w
23°¢

'
= o o

Tnendszauaindn 30 > Wiz lifiaane (nsufficiency)
sLFUAINGY 15 > @fgj“lumfazmm?amﬁuﬁ (deficiency)
4. vepvitevanianenisldiueis evnadiusiennifieiBuas B miuRmians i
wanat1etios 3 dilmnii

skin type Winlimun1suderas Fitzpatrick type 2-4

o

ngunauailun1sAnLaeneanaINnIsAneT (Exclusion criteria)
(ST IENETE N

lulsasusizanisnianuaessiuunnies

dlulsmRanii

BMI fiaaindn 18 visas1nnan 35

flaqiudeguipiisiiofiug

HN1ENanIWN1Nas

aglun1zisasesd

©® N @ oA N

agflun1ziduilae

3.3 mslimlenadeljiinnas

SLALARNRUARN UNBTNAN 25(0H)D HAntieendn 30 ng/ml
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3.4 NM1TATUIUAUIARIDEG
NITAUIUTUIAGIREIN  (Sample size determination)

ZZ2P (1l — P)

N =
e~

N auauldn i luns@nsaTell

z ZN0,=005 =196

P AndauaesgnlazunisgninglaudofisyAudniiumsn

e’ acceptable error in this study

N = 1.96x1.96 (0.96x0.04) / 0.1x0.1

= 15
Drop out rate 10% - Ne= NA-w
Withdraw (w) 10% N=15/0.9 =17

¥ v
o

Nc aunuAL NI N1 AN EASNTNAN I IINDIANN AN e = 17

3.5 N19ANLEUNNSIAE
3.5.1 N38XNFLAZN19IA (Observation and measurement)

a

FautlsdaszAa UVB dose of exposure N195ULsennuAnnius wasunRafnl@sunig
SN
o & A ey A = p~ ‘ o o Y
FaudsnanAe n1sidasullasuesss A AU BaLRe UNe ULATAINI TN HaE
aa o
uasgiuaznisiutlaznu
o a & [ - A A % A A A o
FautlsnpauanAe nasldfuasflunauvdentslien anuisiddu Nanusniiuseiy

a a a
AATHNURA

3.6 nsiiusIusINdaya
- ivdayaannudaalanle nedanengsaians Tsesnenunaainaansnl

4 o K

Windeyane faniiuniaide waziiiuiindeyane {aniunnsise

3

1%
o Y

- nafiususndesyarefaeisdeyaiugiuaesiilon A1 biological value (25(0H)D |

v
o 1

serum calcium, phosphorus, iPTH) $naULaALHAITNNTANE

- o b v KX v aa = =
- Lﬂ‘].lﬂ]@ﬂ;l]@LL@Z'JﬁN@I@ﬂI‘ﬁLLUUUHWﬂ%@N@ AN ANTTIUAN LLUADLDN

al
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3.6.1 dumanlun1sAiiun1sIeY

val yaor U d' s 3 d” o a :/I
sausamildsunnsdgndnglain sw. anasnsniuazyinnistuasingilszasd dunaunis
398 Uselonin filaarlifu saudenadinadasionafiaiu o sw qiasnsal Tnenfladinagli
v Y Y 1 a o Y v v 1 a v Ay o dl = 1% =
doyaunfjidindanisaiinguiinsaniduiieaedaannsoiazuansisadnonn wardszaziaalunng
Fadulantieiion 1 4Uadl feunavidindaneudsy wenainiwnidingansuddaudafifingan
g1117002UAANN59e R RaRALAN
1. Wifthensendeyaludnwoziduwuuaeuniu
2. newdnfunimeseuidinsonnimasauiodnen aadININLEN AR
AraunsinEfaeuadgd T faniuN1s9ANINIATNIMLARNBUN NI NE A uad Tua uaINIg
1UuaY UVB iiuszazinanilszuniasinedios 3 dlani
3. dnilsdh mseasaniemuuuuiindasys

[ o aa oa/l o = o 1 o aa 1 v Y o =
4. dpszAvAieaniuinnaFuuiguuazdnnguanur At i lFiuatinlaniu
Fitzpatrick type

o = A o o = ANy v a a o a
5. wnnaziReniiednseAlgmmiedann IRnn sEALAnIRuG weadan Nenwn
52AU IPTH nauwmnmagdauetneiiaeg 3 dUani
6. wividindunmeasuiunguiedindunisenuuasgiduaziulssnuiniiiug
A8 protocol ANUUA
7. nsutiegilenilu 2 nqu InemAtia stratified block randomization
Tnaanueninise uuasteaz igdngasdaaliiunisanauainaaaisafae niuLsinndsse
lunti wazisnusnin uazfidindaunimeasuarlifuglnanivduiuwasgddinetlesiung
udaLAIgnI9mT
8. dnszaunislaanulasuesdiondsnliiunisduianasynd
9. TNNNTRIZLARALNETAIANAUALAYIZAUANINITIANR (WAATaN Namwm ,PTH)

TR A a o o I @ A &
naunlFsunsanauaseRl Tnaanzidenaisunn 3 a3 a3si 1 luaAnauniseuuasnisi 2 1
AR NUANAIBLLANATL 6 AFATINLBNIY9AN 6952 mJlem ° 3anszaziiantsyanns 3
&laiuazaian 3 iluAdmdusnanniusedn 4 dlavilaadilelilafuniseuuaaiansia Tu
NENNTULITNIUARUANNTANZIAeARTIATTALARNALATIING 2 ATY TneATan 1 iuAdmnEy
Aneaun1sFudsenuimnus ased 2 uA1annduaudaiudsenaulilugda 120,000 U $9u

Ao A a o o -
sreizinaNFulszmuaalualszann 7 dUani
10. dsmifiuszauniaasuulaswedimiuauazansdoniiaiingu) winludesssazinandinu

o o o

nInAael seALaRIuALedinTunmaseuiAanAmIn atnelieddty Tnelddaniuuadn

=

Py A ¥y A ea a o aa o LA P = @
‘Mqﬂ‘V]ﬁ‘Zﬂ:ﬁL‘ﬂJmuﬂﬁ‘z@uqm’]ﬂumﬂ%mﬁ‘z@uiﬂLWEl\‘]W@ (<30 ng/ml) LLmNﬂﬂiLﬂ@ﬂuLLﬂ@\‘lLﬂumm

< 15 ng/ml) ATNINNTUEANINARDLLALLATNIZALANINUA AT ATAI 1A
g 4
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3.6.2 3&LLV1?T1LL6N (Intervention)
1. udsnsAnmli 3 svey Ae sraznaunnsdne (Screening phase), 3581ERINN93NEN
(Treatment phase) La¥IEaLNAIALINITINEN (post Treatment phase)
1.1 922£nNauUn193n: (Screening phase)
frlaaaglfifunisdnnsesmu criteria Weidnsaunisfinm ﬁﬂaﬂﬁmmmﬁqéw
N1IANHHB9UEABIMTIATHN 81 vitamin D waz sun protectants Liuszazinaatnation 3 dlani

v

(washout phase) Taadn@an{dinsaunis@neauinasilunisdnaandinundnen uisdiaya

a P o o 9 = P PRpRpR g P
LAZURAIMNEULBANLUITAININUINE IﬁﬁlELﬂquQNﬂf]ﬁ\ﬂﬂHqiﬂ?UﬂqT@’]ULLﬂQ%QUWN“ﬁ'J\Tﬂ@u@u

Ugrunnd 305-310 W TULUAT

1.2 92812MNNN9SNEA (Treatment phase)

wieE{tlentlu 2 naulnenisguing randomization block of two (1:1)

Tnenflunguin1 lfisunisensuaseRi Narrow Band UVB (NBUVB)

| |
a v o

naxt : GuinFunnsdnen liiunisanauasydl GuEuN 700mdcm2 uazNNATIAE 20%
Tnaanauasdilnviaz 2 AF3 lunan 3 4Uanii auasy 6 A3 9aulA%y dose avanviadw 6952

(mJ/cm3)

nax2 : fuinFunisdnm ldiudsemaudnidiud calcidiol Tnafuilseniu 2 sau
TR Y
7919 1 BNNdUR19N 1 AFeaz 20,000 (U, §1lmn3in 2 AF9a£20,000 IU,

AR 3 A598£20,000 1U $98301% 1§19 1u9ianam 60,000 1U a1ntiuds 1 a1 udosu

90UN 2

90U7 2 BuNFUnA19 5 AF9az 20,000 1U, &p19 6 AS9az 20,000 U,

' v v

FUp19I 1 7 AF9az 20,000 1U 3939007 2 §U1l9en11991dm 60,000 1U 39851192111 calcidiol

$9:99AU 120,000 1U Aeluszazinan 7 dlanid

SRV = ] ] P 2 % pry a
WqﬂuuaLﬂlq?Uﬂqﬁ‘ﬂﬂ‘]ﬂ’qsLuLLﬁ]QZﬂ@‘N@51®?Uﬂq?L@qZL@@®LE‘N']m1 Tﬂu‘ﬁqLWﬂﬂﬁ‘ZLNu

526U 25(0H)D  wAALTaN Wamwm 32AY IPTH  @9n1nisianzidendssiiunasannudnfy

ﬂ’]i‘ﬁﬂ‘]ﬂ’ﬁ TINTLLLINANTNAY 8 Zﬁ/ﬂﬂ’]ﬁ‘ﬂﬁdﬁ‘ﬂﬂ’]iﬁﬂﬂq HANLNAUNINTAUAINNITRULEIAE
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wganINIsANE LT AN siNAfedn uauuuF Ul ssnuiinansideauianLgn sz AU 25 (OH)D

1 Tnausiazngnazianuangidinfunisdnedssinninguas 15 A

dl A = A o a a
F19799 1 LL@@\?']ﬁﬂ’Wﬁ‘@"]‘ULLZQQ%IJQULL@zﬂ’ﬁ‘?‘]_l‘]_]i‘ZVﬂu'][ﬂ’muﬂ

Interval BSA (Whole Body exposure)
Accumulated Dose Calcidiol Biochemical testing
6952 mj/cm?2 (IU)
Before intervention 25(0H)D, Ca, PO,, iPTH
(both groups)
Wk1/ 20,000
Visit 1 700
Visit 2 840
Wk 2/ 20,000
Visit 3 1008
Visit 4 1210
Wk 3/ 20,000
Visit 5 1452 25(0H)D, Ca, PO,, iPTH
Visit 6 1742 (in visit 6 for UVB group)
Wk 4 3 -
Wk 5 = 20,000
Wk 6 = 20,000
Wk 7 = 20,000 25(0OH)D, Ca, PO,, iPTH
( UVB group)
Wk 8/ visit 7 - - 25(0H)D, Ca, PO,, iPTH

(oral groups)

Visit 1 e Saagfludilaniin 1 Visit 2 e deag ludilani 1

Visit 3 e faagfludilaniii 2 Visit 4 e et ludilani 2

Visit 5 unnee faoefludilaniin 3 Visit 6 unnada Seag ludilaniin 3

Visit 7 uunenis faagfludilnniin 8

Visit 1 70 2 vineriumn 3 U

Visit 3 it 4 vineiunn 3 U

Visit 5 iU 6 veiuyn 3 U

Visit 2 iu 3 vineriumn 3 4u

Visit 4 iy 5 ¥ineniumn 3 Ju
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D2 yvBagr.

* 6,952 mJ/cm? D3
Within 3 weeks A

e

N
=
Ed

I
=~

D1

| Washout phase 3 weeks

«— >

Stop -sun protectants

- Vit D supplement | 7th wk I

Cb 120,000 IU within 7 wk *

OralD gr.

A 25(0OH) D
. Ca, P, iPTH

LHUDAN 1 uaAINITRNLLAIEATUAEN19IANIAaAU s LT UNANIT AR UAUBIARITEAL25(0H)D
wAaLtaN Wanwmn seay iPTH

3.7 menszndays
NN9AATILUMLNATNAN Uz YA
- Tredndudeyadefzunnsinnisinszilagld A1 mean, median, SD,
- ANRAATITA ttest
- Regression
AnANN8eNsL 7 P value <0.05
- HilufieyadaiBunondanguliatsamezi chi

AnAN138aNTL 71 P value <0.05
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F137497 1 Baseline characteristic 2@3{tlhefliiunistgningle

UVB 6,952 Oral Calcidiol P value
2
mdlem 120,000 U
Whole body
exposure
Gender 1.00
-Male (%) 11(61.1) 14 (63.6)
-Female (%) 7 (38.9) 8 (36.8)
Age (year) 51.4+/-11.0 50.5+/-11.8 0.65
2
BMI (kg/m ) 241 +/-4.0 24.2 +/-3.9 0.58
Skin type 0.34
- Type 3 7(38.9) 13 (59.1)
- Type 4 11(61.1) 9 (40.9)
SBP(mmHg) 131.7 +/- 10.7 129.8 +/- 12.9 0.23
DBP(mmHg) 76.4 +/- 8.3 742 +/-2.8 0.18
SCr(mg/dl) 1.5+/-0.77 1.6 +/-1.2 0.43
2
eGFR(ce/min/1.73m ) 55.1 +/-2.2 54.7 +/-2.8 0.29
Serum 25(0OH)D (ng/ml) 143 +/-4 15.3+/-5 0.55
Serum calcium(mg/dl) 9.0 +/-0.7 9.1 +/-0.7 0.92
Serum phosphorus(mg/dl) 3.2+/-0.6 3.4+/-0.9 0.22
Serum iPTH (pg/l) 103.7 +/-7.7 147.2 +/- 6.1 0.57




A13197 1( pia ) Baseline characteristic 193§ilaaliiunisilgnngle

Co-morbidity
DM 4 (22.2) 3(13.6) 0.035
HT 13 (72.2) 18 (81.8) 0.71
Dyslipidemia 5(27.8) 7(31.8) 1.00
Gout 1(5.6) 2(9.1) 1.00
Coronary artery disease 1(5.6) 0 0.45
Etiology of ESRD
DKD 3(16.7) 1(4.5) 0.31
Hypertensive 4.22 5(22.7) 1.00
nephrosclerosis
CGN 5(27.8) 4(18.2) 1.00
Lupus nephritis 0 1(4.5) 1.00
Obstructive nephropathy 1(5.6) 1(4.5) 1.00
Unknown 5 (27.8) 8 (36.4) 0.74
Transplantation vintage 0.51
(mo) 78.8+/-5.7(4- 62.6+/-4.5(5-
Mean (range) 210) 198)
median 59 53
Immunosuppressants (IS)
CNI base 15(83.3) 17 (77.3) 0.71
Prograf 6(33.3) 10 (45.5) 0.52
Cyclosporin A 9(50) 7 (31.8) 0.34
Cellcept 8 (44.4) 15 (62.8) 0.20
Azathiopine 4 (22.2) 1(4.5) 0.15
Sirolimus 3(16.7) 6 (27.3) 0.47
Biopsy proven rejection
-History of acute rejection 2(11.1) 4(22.2) 1.00
-History of chronic rejection 3(16.7) 3(16.7) 1.00
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FN3199 2 WARNSEAL 25(0H) D ATIN 1 AFIN 2 uazA3an 3 lunguenuuasyl

Intervention Baseline 25(0OH)D 25(0OH)D

uvB 25(0H)D (D1) | at 3 wk after at 4™ Wk after
initiating therapy complete exposure
(D2) (D3)

P1 15.1 15.8 14.3

P2 21.9 25.7 20.7

P3 18.2 221 30.3

P4 8.0 13.3 1.8

P5 18.6 22.4 22.2

P6 15.1 18.7 20.7

P7 9.3 35.2 21.5

P8 9.9 12.9 14

P9 9.2 18.3 18.7

P10 8.7 18.7 13.2

P11 16.9 191 18.1

P12 14.5 155 17.3

P13 7.95 13 11.6

P14 18.3 23.2 23.8

P15 14.1 18.3 18.6

P16 17.8 22 27.8

P17 15.8 21.2 22.8

P18 18.5 16.5 18.6

Average 14.3 19.6 19.2
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R399 3 WAANTEAL 25(0H)D AT 1 uay AT 2 Tunguiutlszniudmdug

Oral group Baseline 25(0OH)D
25(0OH)D at 1 wk after
(D1) complete oral
dose (D2)

P19 14.3 20.7

P20 16.6 12.7

P21 19.6 16.0

P22 52 4.7

P23 13.0 15.3

p24 16.5 21.4

P25 28.0 32.8

P26 14.7 16.3

P27 12.0 20.4

P28 18.7 24.7

P29 8.9 19.1

P30 15.1 22.8

P31 21.6 17.7

P32 21.0 31.2

P33 14.8 19.9

P34 12.9 16.5

P35 9.3 19.8

P36 14.4 21.3

P37 10.1 19.8

P38 14.5 18.8

P39 24.4 29.9

P40 9.8 16.8
Average 15.3 19.9
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Serum 25(OH)D (ng/ml)

46

UVB group Oral group
35
s |
Py, =NS | E. 3 P<0.000
)
P,,<0.001 3
g 25
£
o 2
i
: 15
=
a 10
T (/)
5
P, <0.001
baseline 3rd wk 7th wk ' — . 8th wk
v

LLmuqﬁﬁ 1 neNLaPgszAL 25(0H)D mri@ulmwﬁqmﬁﬂmL‘Lﬁ?ﬂuLﬁﬂmwdﬁﬁ%m?mwmg

aa o = a a
allarn1siulseniuindum
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AT 4 LWARANTEAL serum WANLTENATIN 1, ATIN 2 LWATANN 3 sLuﬂQN@’]‘LILL@\‘i%QU

Intervention | Baseline Serum calcium Serum calcium

uvB serum at 3 wk after at 4™ Wk after
calcium (Ca1) | initiating therapy | complete

(Ca2) exposure (Ca3)

P1 9.0 9.6 9.7

P2 8.0 8.2 10.1

P3 10.0 10.0 10.3

P4 9.0 8.7 9.0

P5 8.0 8.3 8.7

P6 9.0 8.8 8.5

p7 9.0 9.0 9.6

P8 - 9.2 9.5

P9 10.0 10.3 9.8

P10 10.0 JB=F. 9.8

P11 9.0 9.1 9.9

P12 8.0 S 7.5

P13 9.0 9.8 9.4

P14 - 9.5 94

P15 9.0 9.2 10.4

P16 8.0 9.2 9.1

P17 9.0 8.9 95

P18 10.0 9.7 10.4

Average 9.0 9.3 9.5

level
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= o = & A o o " w & A
AN 5 WAANTEAL serum LANLTENATNN TUATATIN 2 sl,unqmuﬂizmmmmum

Oral Baseline serum | Serum Ca

group Calcium (Ca1) | at1 wk after
complete oral
dose (Ca2)

P19 10.0 9.5

P20 8.0 8.6

P21 9.0 8.5

P22 8.0 8.5

P23 9.0 9.0

P24 9.0 9.8

P25 10.0 8.1

P26 J 95

p27 10.0 10.9

P28 10.0 11.2

P29 9.0 8.8

P30 9.0 9.5

P31 9.0 9.7

P32 9.0 8.7

P33 10.0 10.7

P34 8.0 8.9

P35 9.0 10.1

P36 8.0 8.9

P37 9.0 9.5

P38 10.0 9.5

P39 9.0 9.0

P40 8.0 8.8

Average 9.1 9.4

level
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Serum calcium (mg/dl)

12 4

10 -
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UVB group

Oral group
P,,<0.04 | P=NS 12
= P=NS |
2
Y 10
E
3 °
2
©
(S
E 6
P,,<0.02 2
[}
v 4
2
0
baseline 3rd wk 7th wk baseline 8t wk

WLARN 2 NauaAIssALARLTEN ANauuATMAINIZINE L REUMEUSENI WIBNITONLLAS
= a o a a a
gatuazn9fuLszniudning



R399 6 WAANTZAL serum WanWaia AxaN 1, A3SN 2 uazA3an 3 lunguenuues

Intervention | Baseline serum | Serum Serum
UvB phosphorus phosphorus phosphorus
(P1) at 3 wk after 4™ Wk after

initiating therapy complete
(P2) exposure (P3)

P1 3.6 4.2 3.9

P2 3.0 2.5 2.9

P3 3.0 3.0 3.1

P4 3.6 3.3 3.6

P5 4.0 3.5 4.3

P6 2.9 3.4 3.5

P7 5.0 3.9 4.5

P8 - a3 3.5

P9 2.9 k] 3.0

P10 1.9 2.2 25

P11 3.1 3.7 34

P12 3.1 4.9 55

P13 2.8 3.7 3.1

P14 - 3.0 3.0

P15 3.1 2.7 4.0

P16 3.0 2.8 SN

P17 3.3 24 2.6

P18 24 2.5 3.8

Average 3.2 82 3.5

level

=l
9

U

=
U
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ANTNY 7 LAA99LAL serum WanWaid ATIN 1UAzATIN 2 Eluﬂzgmuﬂizmmmmum

Oral group Baseline Serum phosphorus
serum at 1 wk after
phosphorus complete oral dose
(P1) (P2)

P19 4.1 4.6

P20 2.7 3.1

P21 2.7 1.9

P22 3.6 -

P23 4.0 3.1

P24 2.3 2.2

P25 3.7 2.7

P26 - 2.8

p27 5.7 6.3

P28 1.9 3.0

P29 4.4 4.5

P30 4.0 4.0

P31 2.2 2.7

P32 3.1 3.0

P33 2.3 35

P34 4.2 4.5

P35 34 3.2

P36 2.8 3.2

P37 3.6 4.2

P38 3.7 3.1

P39 3.3 3.1

P40 3.3 2.8

Average 3.4 3.4

level
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UVB group
6 -
=
©
P
P;,<0.03
5 32
E
()
=
o]
< a4
Q.
w
o
<
Q. 3
£
>
£
g
1
0
baseline 3rd wk 7th wk

Serum phosphate (mg/dl)

Oral group

baseline

7t gth wk
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Qd‘ o n!// 1 o o = 1 aa = a
WNLINT 3 nuaAsTzALNAAANINaULAZUAIN TN LT LINE LTI NI BN IR LILAS 2IUUATNT

o a a a
FULENUIRNNLA



A19719% 8 LAA9TEAU serum iPTH AT 1,

o < . =
ATIN 2 LAZATNN 3 EL‘LAHQN@’]‘LILL@\‘I%Q‘LI

Intervention | Baseline Serum iPTH Serum iPTH
uvB serum iPTH at 3 wk after at 4™ Wk after
(PTH1) initiating complete

therapy exposure
(PTH2) (PTH3)

P1 72.0 34.6 36.4

P2 62.0 72.4 47.9

P3 140.0 123.6 111.1

P4 - 123.5 83.8

P5 34.0 36.8 40.4

P6 106.0 99.4 152.0

P7 48.0 74.8 40.4

P8 29.0 43.3 35.6

P9 122.0 106.4 103.9

P10 209.0 - 305.0

P11 69.0 Lf8 44.4

P12 - 142.5 336.4

P13 348.0 402.5 353.9

P14 138.0 107.3 107.9

P15 41.0 30.9 18.0

P16 70.0 84.1 55.6

P17 49.0 38.4 44.9

P18 122.0 21.9 122.7

Average 103.7 99.1 111.1

level
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R399 9 WAANTEAL serum iPTH AT 1 wazAian 2 Tunguiudsenudmium

Oral group | Baseline Serum iPTH
serum iPTH at 1 wk after
(PTH1) complete oral

dose (PTH2)

P19 125.0 1121

P20 203.0 255.9

P21 75.0 77.0

p22 123.0 160.4

P23 - 39.0

P24 151.0 104.6

P25 22.0 40.9

P26 65.0 31.2

P27 144.0 -

P28 53.0 60.8

P29 188.0 94.6

P30 21.0 18.2

P31 1120 1029.0

P32 42.0 33.8

P33 220.0 475.8

P34 128.0 203.2

P35 38.0 30.7

P36 69.0 73.0

P37 44.0 29.2

P38 62.0 24.4

P39 49.0 54.5

P40 149.0 1104

Average 147.2 145.6

level

54
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F197971 10 UAAYAN Biological value N9E8IZ10AMFNN" 10INGNEILUASEAT]

Time | Baseline | 3°week | 7" week P value
an 71st 3rd 72nd 3rd 715{
D 14.3 19.5 19.2 0.001 NS 0.000
Ca 9.0 9.3 9.5 0.04 NS 0.02
P 3.1 3.2 35 NS 0.03 NS
iPTH 89 81 70 NS NS NS

lﬂl A g Adlv =
A13NN 11 LL@ﬁN@’]ﬂ’Wi‘LLVlTﬂsﬂ@uFLuﬂQNVI?Uﬂ’W@’]ULL'&\?%IJ'J‘]_I

Variables Number (%)
Hyperpigmentation 5(27.7%)
ltching 6 (33.3%)
Burn 1 (drop out)
Nausea/vomiting 1 (5.6%)
Hypercalcemia =

Results

nsAnmAfiRgtae A unsdgnanelafilsamennaqinaensel annaelnesous
T w.A. 2535 auilerlaquiue n.a. 2554 Wnsnalasamsisasiuauiiau 40 au tasusidlume
TSI 25 AL UANAMEISLIY 15 AW BannsAnENASITINNsIL ReLRLR s Ras L
AmAunlagdsusnasnisanuuasedd (UVB exposure) total dose 6,952 mJ/m2 LaLAERanIAe
nsfutlsznuladuaLle calcidiol 120,000 1U %@H@W”ugmmmé’gﬂ'mLm'@:ﬂziul,mﬂﬁl,ﬁudﬁ
Tungueuuasiianuom 18 AY ﬁ‘ﬂ’)qm?ﬂl‘&l 51.4+/- 11.0 1] wiaflwmnAsaanuan 11(61.1%) A
INAMELNATUWIU 7 (38.9%) At lunguiutlssnudmAuaiaiuiu 22 A ﬁmqmﬁlﬂ 50.5 +/- 11.8
T wdafhunAtnaanuaun 14 (63.6%) AW INANINAIUIU 8 (36.8%) AL rijﬂfmv%mmﬂziuﬁﬁi’]
Aaduladionia SBP, DBP In&iResiulifiauuansnaneada  BMI tasisaengudnatilu

' v

- ad i ¥ . " o oA v = o '
narinAReegNUszunnt 24 kg/m2 AU skin type wudvivaeanguilAnlndimeeiulng lungu
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DNULAIRIUIUTYH skin type IV Uszanns 11(61.1%) wsilunguiudsenudmauanudndaulug
1 skin type 111 Uszann 13 (59.1%) agnglsfinululiaanuuanmnaiunneans

ftlheflEFunsgnanglaitliunsenuaeasiulssmmdmiuaanisinnusesls
dnlErudnenlndenssasd 2 Tnailen SCrilszunns 1.5 +/- 0.77 mg/ml waz1.6 +/-1.2 mg/ml
A1 eGFR %aﬁqmmmnqm MDRD HAWiiy 55.1 +/- 2.2 mi/min/1.73 m” waz 54.7 +/- 2.8
mimin/1.73 m’® FINATAL u@ﬂmﬂf:wud’ﬂmwimmjuﬁéﬂqm'ﬁf]muﬂ@:um 1 puiiszsunag

vnazedladingning ESRD uazsadiniunisdnele

13A99U  (co-morbidity) ﬁwuiﬁmnﬁqmmmﬁﬁﬁumﬂ ”LﬁLm'mqmmuﬁuiaﬁm@;ﬁ\iwu
mm'ﬂuﬁﬁﬁu?{uﬁmw‘iﬂmmnzﬁu‘[mﬁﬁf%mu 13 (72.2%) AUKAT 18 (81.8%) AUlUNgNEILLAN
uazNgNFULsENIUIRRUARINATAL Tspdnnfinusesnnifurfuiiaesliuininglefduaen
Lﬁamgq?ﬁqwuéququ 5 (27.8%) AULAY 7 (31.8%) AW ANFLRENWLNNZLNIITAT 2 W
AU 4 (22.2%) AL WaT 3 (13.6%) AL ﬁﬁlablu'wummLLmnﬁiWW\maﬁVTy\ﬂumjumuLLmLL@xﬂ@:m
FutlsemnudmnAua

AryAnaliitianiay ESRD 1un nnazmandulatinguazning CGN Gl
2

S

ALin)

FAIMINIABNIVIZLNNNUAI LR

=)

1
a
ANURNNUNINNG

o n’/j 7 VYo . % =2 dl Var o Q‘ o
?.Zﬂ&LQ@’Wu'U[ﬂ\‘]LLMNUQEim?Uﬂ’]?ﬂ@JﬂﬂWHbLMLL@Q"’V%D\?LQ@’]V]T@?Uﬂ’]??ﬂH’WLWN?t@U

a
a

FAuANLIINgNAEUANEARAYeLN 78.8+/- 5.72 hau uazdiiheaiuiu 1 au AlEFUNg
Ugnanglpaiuiu 2 Af nguiulssmudntuaiAean eIz Eza10g 7 62.61 +/- 45 Aol

o

NANRANAY

ﬁﬂfmﬁ?\m@umuLLmLmzmiu?uﬂixmu%mﬁuﬁiﬁ?umnmﬁﬁuﬁumnndwﬁwﬁm Tne
¥5081nga calcinurin inhibitor 11n7ige Tnenguisumsenuuasliien calcinurin inhibitor fagas
83.3 nguiudsznuIsAuAlE calcinurin inhibitor $aaay 77.3 cellcept gnlibenay 44.4 T
E’gﬂfmﬁ%mimuLLmLm:nqgﬁuﬂi:muﬁmﬁuﬁ’é@mz 62.8 ®1 azathiopine MHiunisldsesas
222 uadherar 45 lufihefifunisennuguasnguinlssmdmiuiaudsy  angs
MTOR inhibitor gnlifsesas 167 uadiesas 273 lunguitlefifumaeiuuasuasngud

o '

FutlaznudmAuRRINAIAL annsAneARRlinudenagRANTma idsnanseny

q

plaNAnNumAet A ATy (P>0.05) atelsfimuuanainainanifniunuasedinesiug
#nslianngu corticosteroid Fanwunniivseaay 50 Tunguiilaeniunisenuuasuaciasas 63.3

Tunguiuiszniudadunuaznudn corticosteroid danasanIazanluAAetnslitdATY (P<
0.003)
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Biological value

STAUARNUA 25(0H)D Iu:?m:LLiﬂﬁﬂuﬁl‘uma‘é?m:mﬁfaqummn@imwmﬁummﬁﬁqLéﬁﬁ
1HAuNMazaA3AEUA (vitamin D deficiency) Taeilsedu 25(0H)D 14.3+/- 4 ng/ml lunguany
wad AunguFuLlszniuendnagluniay vitamin D insufficiency (15.3 ng/ml) SadseAAnNTIuA
#e8n91 30 ng/ml WATINANNINNTN 15.3+/-5 ng/ml FEALLARTENTAT 9.0 +/- 0.7 WAz 9.1 +/-
0.7 WamvaiaiiA1 3.2 +/- 0.6 waz 3.4 +/- 0.9 iPTH {A1 103.7 +/- 7.7 uaz 147.2 +/- 6.1
nauRlEFUNIeLLAEAuaznguFLIsEAMAURPLATL wuden 25(0H)D  ueaiFen
Wemeda way iPTH ‘lui:ﬂ:rifaumﬁﬂmwudﬂaiﬁmmu,mnﬁmﬁ”ummﬁﬁawdwv%mmﬂ@iu
@ﬂ'ﬁ\i”l,a‘ﬁmwﬁqmﬂG'mﬁ?ﬁ*m:m‘llmw{imﬁ%'wudﬂumjumuumﬁi:ﬁu 25(0H)D A uasineg
HadnAny PRIAINENLUAIIUITINA 6 AXIE dose @xANIINTNA 6,952 mJ/m’IneiAnLaas
289 25(0H)D Fufiuann 14.3 ng/ml \{lW19.6+/- 6 ng/ml FuinduAniTiBenas 401 Huri
Lﬁﬁ”umﬁmﬁﬁﬂﬁﬁﬁmmmﬁﬁ azileRnpunansinesiednlszinn 4 Alaninudnn
25(0H)D HAEli 19.2+/-4 ng/ml AN TiunnndneulEsuns e Anduuanfiue il
ﬁﬂﬁﬁﬁt:ymmaﬁ@ﬂwhﬁmummim?{ﬂuuﬂmmm 25(0H)D ﬂ%ﬂﬁmmﬁ'mﬁﬂmﬁwﬁum

o o

25(0H) lupssiaasnudn ldfinadauudamsatinasd e SiadAny
P ! o A a A . o , Yo
nsdaguudadAn 25(0H)D 284N135 UL TR RUANLANTZAL 25(0OH)D Aeulasy
AeSNETAT 15.3+/-5  ng/ml nasaInFulsznuinfug calcidiol unme 120,000 1U 1l
velzinauIuLlsznns 7 ddandannsiuanniiuanissinns 1 dUaniinnismadasysiu 25(0H)D

|

WulnsngasAn 25(0H)D 1w 19.9+/-3 ng/ml TuinTulszunnBesaz 29.6 aInnaung

o

Snen iflunafinduessldadnany

NANN9ANN MIASITN LN IMDUAVRIABNITANTBITLA  25(0H)D %u@g’ﬁmzﬁu
25(0H)D AaulFfuNIsiNET 3eALAMIRNA 25(0H)D wenBuiAIRNInTagan1zAY 25(0H)D 7
% ! A Wye o \ ' = o &
fiaendn 10 ng/ml WaliFunisnsyiulaenisanuuaanugndnisandasuulaaindulszann
P , [y | A ve o o o A a o
Speay 100 wanTspavauedtutatnsanulflungunlaiunisinensanisiulsenudniug
calcidiol 1wiY uazANsmaLANeINATINAIALNALNs N Siran1senuuas Hilaaniunisign
delalunsAnmafatdauluniien 25(0H)D atflutaailsyanns 11-20 ng/ml NMIABLAUBITE
AN 25(0H)D Mis@unLddAisdua lutdaslszunnfasas 70-20 delaiunnsaimisasile

a g |
L‘]_E‘EI‘]_I ELTEUINADINGN

4 . " . o ey o
nanlasuudastessziuuaaien lunguinlifunisanuuasegAnudndanisnlaauulas

o ~ o & | Nae o o A o ~ ! = o

warzALLAATaNIANT e Ttad AnylarnnniFaufau ANl Reuulasaesseay
LARLTINNBUNI TN LT UAINIINLLANEAATL 3 §ila1nT (9.0+/-0.7 1ilu 9.3+/-0.2 mgdl,
P<0.04 ) ﬁmxﬁmmm%uﬁ@umﬁﬂmmeﬁam?muumqﬁmu 7 dUest (9.0 +/- 0.7 flu
9.5+/- 0.2 mg/dl; P < 0.02) linunsulasuwlamatfresssauuaaidaslunguiinlsznu

a a a
IBTNURA
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Aasanaialungueuuasend wudngienaslFiunisenuuasginsy 3 &Uanid den
WonnaFainaueeelibid1Atyain 3.2+/-06 1w 3.5+/-0.3 mg/dl (P < 0.03) laengui

o o

o a a = 1 dl 1 a o o o
SudszmnuAm Aun lwunindsuudamised s liadn Ay sesszaunennasa

7 -ﬂl Yo o = o a a A ] dl
frlaelaFunnsinunlaenisanuuaseBuasutlsznudandug wunisaeuulasaes
92U iPTH atelidadAtyn1eada

So¢

UnemdinFunisiinszAtdaiualaanseuuased liFuNsaELALE A UIUIINA 6

Qe®

o a

A3 InepsausnnsunranuudsAniiufesas 74 ansiuiiaiavue

ap

21N19919 AL LRI TN

TunqunsunisenuuaswuainsinaaesidAty iud n1ay burn grade | @sdewdu
an19dnameanguLsgnasnglaia N uEtheeawA 1 91EuaTINeNgANINITRLLAY
wud1ens burn gl lwdsszaznandszinns 7 44 eghslafinudiiaatizenausioann
naAnE uARHLAZINEAARINEININAIMEANTONLUAINLII1BINT  burn  ARTuluszazioa
Tinduganud@nanesiilaenily skin type 3 uazlailifuilseniu steroid lutaszazinanniung
a1uuased aenglsfinunusaIuau 1 Auangdninnisfnesisunn 8ansdngAesduAinLIN
PanAa e nnsdulasnudwIuNInianszanagenay 33.3 enisdutsenailunandiaiunig

A a y o & = > G a & o Nyo o Ao
FINUARABHENITHAUAIANTY  F981n19AINA1UNATUNNENATIATUNNIREuAs sz IATINg
Husiuldedelsinnunduadanisansusaudagihennvinulifuauuziin ldinaniagainisenuy
Unguuarnsgiaarenuineenguuss Wy salfwlssdadaunizanuinludashiuniseuuas
wazldladuiingeiiondenunn  wudiamnInaneInsAul Maz@Radinan  (hyper-
. ) = o = o Ao & o o
pigmentation) wutlsrannabena 27.7 Fuiluainisiifiaauniandinise uuadlszunuaiana
, o o o T o ! a Wy o v ) =
“iuRaiUaINIgAl NovAadinaunudiassnialEiEni skin type 3 uar 4 @9eINIs

U dal My a A | = o = J ¥ a ]
wanildlFiAnlugdnsaunisfnwmnauuazniendmepenuLaI e aResinge
1 d” dl % a | dl v v 1 =2 o o

wanivell  ensedulden@euiivennisinulugidinsnnisfinenlnanunieudsainiy
nsauuailufeaunishnduiasas 5



anUsgnaLazI R aUDLUL

A fumifhidauinifludmiu cell metabolism 1 cel growth, cell differentiation Lag
cell proliferation wazRumumddtylunsinauaesedinzsine Ifiuiifisadesiu caloium
phosphorus homeostasis Huasie mineral bone disease miﬁ’m’]umﬂﬁm’]ﬁumué'ﬂwmmﬁuﬁ
Bundn classical action 189RANAUR uenaNTRAELATRANNIMAT PTH uazanpansulafings
TnaaquANNIUNIg RAS system vinliiluaangiiEinisailsnvinlauayuaaniaen, aa proteinuria,
@SS amavasaugAu inligiRnasallzannuniunas lsauanfeureaumuanasuazaan
qufé”mmuﬁ'LﬁmﬁyﬂuéwmmquﬁqLﬂ?uixuuqﬁﬁnquu mf;xﬁmﬁuﬁﬁ‘i'ﬂ@fngw,wwuﬁ\i
szfuMemMeimiiuAedsasemmin Az ILTeG e wenanAmiuRena
graamndenniminnuzesialuflan CKD nmseanqvzsesindunludnsaizguil Sundt non

classical action 1843 ANAUA

neinseiuAniuATnaeds luagmufieunmadalugl 250H)D Hasandl hai-ife
984 25(0H)D WWnd1 1,25(0H),D, wazifininaes 25(0H)D JAlu ng/mi feiaunnmnnndy
1,25(0H),D,  (uaenily  pg/mi)  liilanianisifinpanutanaaLaznIsulanaaINnIdn
25(0H)D fiaeinan gold standard 289M1TATIRTA  25(0H)D  AeNTTiAlAEAE  high
pressure liquid chromatography (HPLC) fagnunInuandna D, uax D, aeinalsAinuag

4@ ada o @ v P - oo o o o 9 P
uLﬂUQﬁWNiqﬂqLLW\?LL@z@']Lﬂumﬂqslﬂjﬂqﬂﬂ?mm@@ﬁquﬂmum’ﬂuﬂqﬁ‘miqqqmﬂﬁﬂqﬂéﬁuéﬁ@uLLﬂzm'aQiT

'
a

AvdamantBunamnnm Wl lEsuauianasinauwniiats asldin1swmuinimmalaeia

).

au 1BunsmsaalngeAedeEndnaa binding immunoassay aeindlsfanuARiFestinsusnadalag
Bh chromatography %\‘lﬂ’wqmumﬂmﬂﬁ"] endogenous vitamin D metabolites Mlianautlana
AANaa b 3‘%ﬁ1%§ummﬁmumnﬁm%’Lm"f?%' radioimmunoassay (RIAs) Taelld specific
antibody NM2alALARTEUWINAUNIAke HPLC usiiiesann RIAs desldansiedasiinng
WRIUINN9ATIAlALANABNANNNT chemiluminescence protein binding assay (CLPBA) 1agnilu
N3RPT D, uar D, [161] NamsIasrEFLARauRlunsAnEARiilE LIAISON 25 OH
Vitamin D assay %Ql%ﬂﬁﬂﬂ’]ﬂl@d chemiluminescence protein binding assay (CLPBA) Tunns
ALY analytical sensitivity %wﬂumﬁm minimum detectable dose 189 of LIAISON 25
OH vitamin D assay Wui3aililaanandinanse iWeulunifieusu RIAs [162]  feym  Cross
reactivity Wuan circulating form a4 25(0H)D 1sznavufing cholecalciferol (D3) ann photo-

conversion WAy ergocalciferol (D2) a1n pharmaceutical preparations WATWL133 LIAISON
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assay HAN  cross-reactivity 3888z 100 UAZANNNINATIATATEAL 25(0H)D  atNgnfiasuazi

vitamin D metaboliteanuquiias [161-162]

wummﬂ;mjmmq:’3mﬁuﬁﬁ‘i"flumjut’gﬂfmwﬁ“\aﬁ*umiﬂ@mnmﬂ”l.mﬁ“uﬁuﬁﬁu

bone disease LL@:ﬁ‘WUd’]ﬂ’]i%‘ﬂ‘i:f’m’mam’]ﬁuﬁlfll’m’m’liﬂ@m morbidity LLAZ mortality 989 bone
disease udelgnaelalfetnaitindy  etdlafimaddlifinisfnefiuansuanisiinszs
Anfudsensaanisinide STULNRANMUWES graft survival wanisAnelunguitlasilgnane
IalsanenunaginaansnlpfsinueagnIedmiiudmisenas 97 laawuniagimiuala
WeNme (vitamin D insufficiency) 388182 60 WAYHNNML1NARANAUA (vitamin D deficiency) Zjﬁﬁﬂ
%810z 40 andndyiigenaliifitaefinngimiualidieavesn Budmeminuaniies
Al filhaudiunsdgnanelanlEFud msinanassnnsmnuandatmguadinis
pnuanadaluiladenszunisiiauzi3ananis N:L’fé‘qawﬁ\iﬁwuﬁ@ﬂluéﬁqauﬁqﬂqﬂdﬂﬂ
19l#un nonmelanoma skin cancer (NMSC), melanoma Way Kaposi's sarcoma UaNAIN
faummammmuymmuummﬂmﬂmﬂmmmmmmnmummmﬂmmmmu mm’iﬂqaﬁﬁ'u
aNw, genetic risk factor uaznsRnelafaidiuiu [163-165] wzdelamisiia NMSC 7imy

mﬂzﬁqmﬁmmi‘ﬂ@.ﬂmﬂm 16w squamous cell cancer (SCC) Wa¥ basal cell carcinoma (BCC)

scc lunziioumiiianunsonuludidnelgninseduazdunnndnlazansialiie
100-250 Wi daw BCC flanaiislufitlhalgndreedinglFunnis 10 vhidedeusulszans
vilil melanoma skin cancer aunsanu1figens 3.6 i waz Kaposi's sarcoma dlaniaiialy
frlaeilgnanaadtnglinini 3 wi ileleutinlszannang [166-167] fadeiiiiu
AMLEENFaNN3@RA SCC 1Hun nsmnuan, TipU0eNANNANTY, genetic factor Lm:maﬁi
Findu udiu nsAnena99 O Donovan wazAmEwLdAnNg1Hen azathiopine (AZA) $aunuN1g
mnuanes|dananaliiifin SCC tna AZA gmﬂﬁlﬂuvl,ﬂmﬂugﬂ active metabolite fidnAnyAe
guanine-6-sulfonate (G-6-SO3) %ami‘ﬁ”@xqﬂ incorporate 1 lilatfluane DNA 2adiaRaMIasin
19 enzyme polymerase n1eluane DNA gn block fiannag strict fidelity Blilgnisiiia deleting
mutation WAZIINNN9IAA insertion 184 noncomplementary residue 1AEINTZLAWNNT error prone
polymerase ﬁﬂvl,ﬂzjﬂixmuﬂﬁ point mutation M 1HiRn194%59 reactive oxygen species (ROS)
daualiiane DNA ﬁmﬂw&mﬂwﬁqL?i'mcd'amﬂﬁmu:ﬁqawﬁmﬁm SCC [133, 166]  nN13AN®E
2984 Inqvar A LL@mmﬂuéﬂfmmﬁﬁ‘ﬂﬂﬁ?ﬂ@ﬂﬁ’m solid organ transplantation W91 regimen 184
enNARRANTULszNaURIY AZA, corticosteroid WAz ciclosporin A \isAuLAEase cutaneous
SCC (CSCC) Tmel accumulated dose 284 corticosteroid Lﬁummlﬁm&i@milﬁm CSCC 11N
3.9 wh lereusugilaslé low dose steroid wudnsld  ciclosporin A ganriuEnA
qﬁﬁ’juﬁuﬁﬁﬁmﬁlujlﬁu AZA, corticosteroid wuqﬁﬁmmimﬂﬁmu:ﬁqaquﬁuﬁufu [168-169]

atinglanmuesldnunalndaiay
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n13ANIa8 Dixon KM UA¥ANLY WL ultraviolet radiation ﬂi‘zﬁuﬂ’]i@”ﬂ\i steroid
hormone livanegtluuy 1w 1,25(0H)2D3 WAz 10,25(0H)z-lumisterol (JN)  Lilufin ¥
1,25(0H)2D3 Az 10,25(0OH)2-lumisterol (JN) mmsmmq@mmuﬂﬁﬁﬁmdn nongenomic
action #agnanseLgan1IvnaNtaEs DNA T maldufinmiiinasannnIsnInuanIsadufauad
21 [170] msAns ludndnasaaswudn immunocompetent mouse (Skh:hr1) model ATlAnAeN
FiaN191iA UV induced tumor n195nm16iagl vitamin D analogue ‘171%\‘1 1,25(0H),D, ax N @11190
dudenafin UV damage laeRamiliiliunsanauaeedll 36 dolusasilivsues P53
expression sdumaneiinly sun bumn cell ufesliunisineiag 1,25(0H),D, A hldae
[171] V'lg\‘i 1,25(0H),D, waz N anlan1ani9ia  UVR-induced CPD (CPD Aa photolesion
cyclobutane pyrimidine dimer ?ﬁqﬁ@m@uﬂﬁ highly mutagenic ~ ¥1nn&18 DNA fitlsynaudng
CPD ldlEfunnsgenutunennszuauns  cell  division @1unsanaliiia  potentially
carcinogenic, apoptotic sunburn cells) ﬁ%\‘i 1,25(0H),D, Ay JN E‘V‘i_lfi‘lmﬁ‘lﬁm skin tumor ‘Viﬁ
papillomas WAz squamous cell carcinomas HARTNAADS wenanisslaifinnnazunnFauann

NN9INANAE hypercalcemia [170]

grisinsainisfanzdlunguiihaaulnaudsiunisdgnanelanudndusumialiun

transitional cell carcinoma of urinary tract 7898981 WAL hepatocellular carcinoma Tail Ay
wsnsinganaeeuinuly Caucasian lufftlog Caucasian wugiiFnisal  posttransplantation
lymphoproliferative disease (PTLD) guifluguaumils wananigihaigndnelnaulneany
A1RAN130dN19LNA skin cancer AINMsLgnanetiagnin [172] \WWNaaARIINIARNARNT
WennagRAuiy atslsfnudeiinisuusiniigihandalgnarglavaniaasnismnuan ns

= dl = o r a a a A OI = :/l d!/ Y @
UANAENNIANUAARNAN IANANNEAMRUART  nanisAnE Tuafsilianaliiiuuuanienis
N o a  a A P = s o o Y o a
WinszALAniuAlnaaeannsainenlfianizuaagatiinenssAun1sas i AALAT a1
A =~ aal o a = o =
WANLALNUASEABANRAIAA B ITNTN ANANNIONIZAUNI TN ANZISY SCC lHuar  amnsniaen
Awtaresianielunsdudanaelneiannzesneiea@nnn 30LRLNLTI0 repeated area exposure

WAZIZEIZIIA IUN1IANHALAIAU (short term exposure)

'
e L

wugiiRnisal bone disease lufilaeniunisignanglavaslgndnelallugatszano 1
ilgs  bone disease spectrum vasifileuastlgnangladivategiluuy W hyperparathyroid,

= [

osteomalacia, adynamic bone disease %d’ﬂ’mLﬂuﬂtywﬁlluﬂ%ﬂ@umiﬂg}ﬂdwimLL@:M@V\‘mw
Ugnenelnenalianansautlation bone disease Wavan  wananil renal bone disease
’m@Lﬁmmﬁ’dm?ﬂ@.ﬂﬁ’mﬁvﬁuﬁu NNMY osteopenia, osteomalacia, osteonecrosis FARAN
steroid/immunosuppressant induced b [173] ‘Q‘iﬁﬂ’]ﬁ‘ﬂi‘ﬂm osteopenia LAY osteoporosis
AaaSatas 68.6 Uz 3888 78 ATNAAL [174]  wugimAnisainaifin fracture AniSatas
8-65 malu 1 Tusnuasiunisignanale (femoral neck fracture Wieuay 78.8, lumbar
fracture WuSeeaz 78.1 [175] ) nN19% bone disease &IHAMIAY bone mineral density (BMD)

anasatisdaauludosant 1 tuaslgnanele Tadefinasianiaz bone disease liur nslden
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naNANTUAIUIY, N19E persistent hyperparathyroid hormone AT AYINEALINALEY sex

hormone

nsldenagRAniunaeatinaannsadinlanianiafin - bone  disease  lHNINIW

PG PPy Ay o Ay o aa ' a
u@ﬂmnum*’uuﬂmxﬂm@’mhmﬂmqu@mu ENMNANNANNUNNNAABNITLNA bone
disease 1Hun corticosteroid, calcineurin inhibitor @z azathiopine nsAne luASI Ty

Arugnaesnsienngu corticosteroid snnndataz 50 nalnil corticosteroid rialiifin bone
disease [Rendiaari direct bone effect Laz systemic effect LAZNNTis catabolism 183RTILA
corticosteroid NTFUN1991191U289 24 hydroxylase Faflueulmvinane vitamin D metabolite
1Hun 25(0H)D, Tuduiifsadasiy direct bone effect corticosteroid — aANNIAEIGLAY
differentiation 2484 osteoblast LLZ\ISL“?\IIN bone resorption N9ANU systemic effect
corticosteroid @mmi@]m%mm@ﬁﬁm Lﬁlumax hypercalciuria Ha7INUN corticosteroid FR bone
metabolism corticosteroid  L3NN19INA negative calcium balance, NANIAI
adrenocorticotropic hormone (ACTH) mm@@ﬂmm@‘iﬁ adrenal androgens WAL estrogens N1 194
\iAN192 hypogonaldism naliiiAa bone loss uazdaeigannands growth hormone M1 l#annns
@519 bioactivity skeletal growth factor (insulin like growth factor) Huafa bone structure LAz

bone function [175]

=2 :/l d”al [ o o 1 VYo . B

nsAnmATRiaeuasiunstgnanalannawlidiu  corticosteroid  Tazauinues
corticosteroid sz 2.5-5 Hadniusiad uliguideudihalfiuaiualduinmniaison

dIS/ 1 VYo . - XN Yo . N G|
zaznamiiaelafu corticosteroid azwudngtlaeliizy corticosteroid wiluszazinaiuu oy
=~ < o \ B Nt/ o Y a a o a & ]
Hszozamusiunisgnanglaauiadetunisinefoedalusieds 78.8+/-5.7 hau ungu
Penuuasepiuaz Tunguivlsendaiuaiedn 62.6+/-4.5 1Hau wananigilaaynae
reiziaTwInuasiunsgnanelalazu corticosteroid awnnge Avugiunisldananifuiu
o ol g o M S— - e A o ma e o
ginpu e liFuAdT g EdINasan AR AN9EAR WA e ne/A et Rt A ATy
(P<0.003) NIANEATTWLAN AN TnRNIZALAANRLA IFet el A Anyianisenuiugs
gatuaynisfulsznudaiunludoszazioandy  N13AnE2e9 Sikgenc MM UATATE ANKA
pleotropic effects 484 vitamin D therapy N9z bone disease lugilaeuasilgnenalanuan
frloelaFunnsinunfasdmfusludeanatedatlszann 272 e Anafiniueessn BMD
UAZENWLANTEAL serum triglyceride anas [174, 176] ﬁ%@gawudﬁmn@:u calcinurin
inhibitor TR ciclosporin A Lag tarcolimus AxafaN19E bone disease Tae@1NTOLANYTS bone
resorption  WAa¥ bone formation lagwudnimase bone resorption 81NN91 nNsAREA
AninAaeInuIn high dose CsA (15mg/kg) @unmnadsnanaliiiia severe high turnover
osteopenia WAz low dose CsA (7 mg/kg) @#11170aANTINA bone resorption LaziNd bone
formation 15 luanuef  tacrolimus  HieyanisAnmuansliiviudndudininiafia - bone
resorption LAZAANINAY gonadal steroid synthesis 16 AZA ANNNIDANANUIUTD

1
o a A

< = AP ] Ay & o )
osteoclast §Mnaw [173] sLuﬂ’]?ﬂﬂ‘]ﬂ”]V’]?QHVLNW‘UQWE']H@QNQN uﬁu@@ujLﬂuﬁQQEL@ﬂ\im@ﬂqqz
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UFnnseeenAnRANALWeNaIN corticosteroid

sEAAMALRTRNaNNsa LA A TuaznsTuLssmmdmiuibifnasiosssy PTH
atleRBAATY WUINITAL PTH ﬂ"\m\iqmﬂwinjLﬂﬁlwuﬂmlut}ﬂqw%mmn@iu A PTH ‘ﬁl'ej.\i
Aanasian131Aa bone disease 114 osteopenia, osteoporosis Las osteonecrosis WU lfvias i
ftlogl hyperparathyroidism #aIn1slgnainglaanmneIaduiusiuiszAU phosphatonin - 4aya
nsAnEAAwL phosphatonin ‘ﬁzﬁf]ﬁﬂﬂﬁm FGF23 usifnignunsaniadnldlunnsinmaiad
ABTYAU serum PTH  s¥@userum PTH ﬁﬁ'ﬂﬂngQL%@dﬁLﬂuﬁ']ﬂvugq renal phosphate resorption
nalnAILAN bone loss Lﬁﬁﬁuﬂﬂﬁ/\‘l‘;ﬂﬂﬁi‘ﬂ@]ﬁ’mimLﬁﬂ%éﬁ@\iﬁu%ﬂtn@ﬂﬁLLmﬂﬁi’]\‘iﬁu Tnelu
i:ﬂumLﬁmﬁwu‘lumwﬁm@,ﬂdw”lmlmij Huszazisndlugiesld corticosteroid PUIAGA vy
luingil corticosteroid AuflumapauAsiidndnsenisianiaz bone loss usiiteszazaarnily
wasnsgnanglaiinisyiuanseal corticosteroid a4 wudn serum  PTH  aziluda
AmuAnafin - bone  loss - adelsfimuiihandslgnanaladaulugiiinonusilusiesls
corticosteroid $anntusisraznanazindliunuds fufu serum PTH Adhildfaulndend
ATLIANNTINANTNY bone loss unMes  corticosteroid Aan1snm bone loss Ime
corticosteroid fafanqwﬁmuwm parathyroid-bone axis mmmmwu sensitivity 284 bone cell pia
PTH uffdnamuziiussiu circulating PTH azlaiga miﬂivmumnmqmmmmmm@mﬂ@iﬂ@uj
fnNNANNE 1MW corticosteroid mmTam‘muLL@szmmqwﬂm PTH receptors UULA
osteoblasts [177-178] e PTH receptors flamnunniuasiadadiy sensitivity 289 PTH 1%
B [179] 326U serum PTH stdannsdgnenglaiisunauanniienifiesleiuar]
fudineunisdgninglpszdy  serum  PTH  fifanounnsitelaifediniudiusziy  serum

phosphate WazN12ARNRUA WINeEana/An fagl

N19ANHU9Y Amra uaz Chel Anenlufilae post-menopause wazfigeangiiszau
a a ay ° = o A o o7 o Ao A A
APNAUBR liNeWa/A LAz EsEAL serum PTH g9 WannsinEfasnseuLase R tia L
seAtAmRuAWIULsTINnL 8-12 dllaninudnsrAuRmAuARANNTUALATLAY serum PTH
anAnasas9Tilad Aty [180-181] atinglaNmNRN13ANE 9NN
hyperparathyroidism luftlheuasiunsignanalaunuscazinanunuiedsnadisy i serum PTH
| . P | e v a a o o & o o
AIUATNUIIANNE high bone turnover TngfienaniilssALamRUAAUINNTUNAIT LN 9N
aeln wudnsEALAmAUANANKAZIZAL serum PTH tiullaonudnsufifusneniy negative
correlation  uananniuadnaAesresnsldimAuAsnEnAe  hypercalcemia  lagid@adnianiag
. P , .
hyperparathyroidism W&z hypercalcemia WN&UAINY  biochemical bone parameter U
osteocalcin , bone specific alkaline phosphatase (BAP) biochemical bone parameter WA
\lusapauANIZAL serum PTH N1NN9N9eALanIHiug [182-183]
= 3 dgld 7l ‘ﬂl VYo 1 | a v a a a
ma‘ﬂm:mm\mﬂﬂwﬂugﬂqwimmma‘ﬂ@ﬂmﬂimmLﬂmmmmmu HazAuAmaum

puarliilfnmadnAn  bone  marker  UdiNAT@NNNIORLIEAARN AL E Rt TR A ALY
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(P<0.001) LLrﬁiixﬁuﬁmﬁuﬁ‘ﬁLﬁuﬁu?faiﬂ@ﬁummsﬁﬂﬂﬁ (mmﬁ'wmixﬁu 25(0H)D FinTueis
#eandn 30 ng/ml) SufLsT TN NN TR i Reana/in Tureudnedu  daddll
m@@@ﬂ"[r?ﬁdﬁmﬁﬂmﬁfmmi'afmLngﬁﬁﬁ%ﬂf]ﬁuﬂimuﬁmﬁuﬁﬂ@L‘W'mxﬁu 25(0H)D s
AN100ATEAL serum PTH pudiaqifiusveivioaniiteinu sy 25(0H)D agfluinausitnnan
atilsfimunamsiniagnseuuagititeiussiamAunlunfailhinenay
hypercalcemia

o

NSRRI LA LU UE TR 25(0OH)D A nenafiundn Aty
(P<0.035) TmafjihenldfunisUgnanelatenay 175 uwnvauuaziinieg  vitamin D
deficiency ﬁﬁlazﬁmiﬁﬂmﬁﬁmumnizqdﬂmqﬁmﬁuﬁﬁﬁLﬁluﬁmmma‘Lﬁmmq: insulin
resistance TﬁmL%@dﬁmﬁuﬁm:ﬁumm”mqLmzmwa’l’ﬁwﬁumﬂﬁu‘d@ummmmqﬂﬁmitﬁlﬂu
MU athdlafinudslienaaqllidnasimiudlifinmesn  awisareldifia

winvanuldvisaly [42-44]

AN NENNNAAMAUAR AR M LILAE AL s M AR s T
v 25(0H)D 'lveaedds ima’i’%ma‘mumeﬁ‘l,%immmzﬁzuvaﬁﬂ 5 WiisianteaelFszeion
Tunnsiiisss s 25(0H) D Haguan Lummﬂmi@mLmeuummmmuuﬂmmmmwmﬂu
i”m‘uwiuLﬂuﬂummﬂLLmmmmmvmumimmummLémmumuuuwmwmvmu 25(0H)D l&lae
QﬁmimuLLmqqqmﬁuﬂ?meuixmu 25(0OH)D Immumg\amn@mwuﬁmmm WLINBRTINNT
PaLAURIAENIEN LAz ElsrANB A MEIN BN Est AR TR LN Bl A AnannTaeangin
s2Al 25(0H)D AeunsinEfiANtiesnan 10 ng/ml FanUdNERIINsMeLALeINNINSaEAL
100 #1A1 25(0H)D AaRN1I5NEIT=AL 25(0H)D fiflAntlszunas 11-20 ng/ml 8R3NN1IRALAUAY
PR492AL 25(0H)D Han1asnEndagnisenLLaidulssnafatas 70-20 NITRALALSNTEN
25(0H)D Aan135ULszn1uenlFeaa InALALNAUN1FNHIH28N17D LAY ANNKARINAILERS LT
iINEesEAL 25(0H)D AaunnsinEndAAnannwinlansreLauasdanisinsas B nanunay
ity

Wi gAm AR aun I3 ETanN TN LA T sE N uenasinglef
ANnNTFULsEnsAmAnenana linasunse & A3AN®IT89  Joachim Bleys WAZANLY
¥nnsAnEAenty vitamin supplement lunnstlaariuning artherosclerosis  Ineifinnsl
antioxidant (vitamin C, E, beta-carotene, selenium) Way B-vitamin (folate, vitamin B6 1199
vitamin B12) (73mﬁummﬁﬂuﬁmﬁu‘ﬁ'mmﬂu{ﬁ) \iatlaaiunnay artherosclerosis  ANNEA
meta analysis WLINNN9SNENALE vitamin  mineral supplement lalgu1snrzaansinnig
artherosclerosis YRERNLANNNTINEELE oral vitamin supplement e Aeesanisiio
restenosis B281AN RR WML 0.82 uaz R Winku 0.84 1iefinn91¥ antioxidants was B vitamin
ANNANAU [184]
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=S dl o a = -ﬂl o 1 U Y a o % %

nsAneneaiuamdunasats lulasdiunudnansonelifedunsalsd  andeyaves
U.S. Preventive Services Task Force (USPSTF) Wua13aniwe tuansunsadqetlesiuiseannns
\in cardiovascular mortality 18 wana niielanwy inverse association sznananisldainfuialu
nasfnenzidean luazuzdasinuulunguifiloamda [185-186] AmRuRLIY
FmAunannsnazaelilulaiu annsdnelungs Finnish male guusnwudinisinudiae
a a =l 1 v o = [~ dgln/ 1 a = = ] A v o
amfivd ldanunsotlastuniaifiauziiadesuananiigonudamud e sanvisetleaiu

cardiovascular disease [186]

nsAnENeaiunTsli antioxidant wanetiia (vitamin C, E beta-carotene) lunns

@ o @ | v . ] v a A
{laariuuziianudnnnslii antioxidant supplement naldiin adverse effect NnnAwsiasialudaslu
nsilasiuniag cardiovascular disease WaNAMNREINLNTNTUIBY mortality TWngNEMeleh
futlsemny multiple  vitamin - combinations  IasnadnaLAsaAiAaNNNTEULIENNN  vitamin
supplement 15un n13anasTa bone mineral density, hepatotoxic 1138 teratogenic The
American Heart Association Dietary Guidelines: Revision 2000 lduueiin 1350 senu vitamin
supplement i@3nusiAnslEFLAINNIsFULlsENIWaIMNe BN uald unu [186] wanaintidieyaangn
A7n The lowa Women’s Health Study Wud1 lunguEnelegeangnisiulsenu vitamin-mineral
supplements L#ix total mortality risks [187] aannisAnsuazdayadnefiuudiesliinisdnmsis

P o o falfa | @ A A Ag o a a o o & P
nader9n135uLsen1finnlus  adnelsfmudnAundidaiuiazaelulesi  nnidenld
AmRuAieanvizetleaiuniaiia all cause morbidity waz mortality ananalfiianal@auinnga

an v o :/’ =S U % o = a = [l v a % 1
HARLE  AstiuaInRanisAntdiniunisiutsznaidaiunenaline liifiadss Temlludausine
aesdaauusananaliiiasunmeals edelafiauninAmiuamdaiadniulymndAyans
NNANBITUQTUAZAITNIIBNNANITALARAUATAEATEULENAINNSTULTEMIWTIN 98 LUANE

aa o 3| = A dl b2 a a a 0'
AddufluanmadenuiislunisufilaniaddnQumsi
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aa o o Ny @ A Adda o A o 9
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A a a A EI P g 8 ANdy a K = \ a
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