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Abstract

Vitamin D is a hormone that plays an important role in the regulation of mineral
and bone homeostasis, and also in the functioning of muscles. Humans obtain vitamin D
from food and from vitamin D synthesis in the skin. Inactive vitamin D requires 2
hydroxylation processes to take place, in the liver and the kidneys, in order for it to be
converted into its active form. Hypovitaminosis D is a major problem among chronic
kidney disease patients, leading to mineral and bone disorders and an increased mortality
rate amongst this group of patients. Currently, the treatment for hypovitaminosis D and
mineral and bone disorders amongst chronic kidney disease patients in Thailand are
vitamin D and vitamin D analogs. Vitamin D products that are available in Thailand include

ergocalciferol, alfacalcidol and calcitriol.
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intestinal absorption

25-hydroxylase S IR
(CYP2R1 and CYP27A1)

- 25-hydroxylase
(CYP2R1)

Vitamin D
Calcidiol binding protein JRCCIECICICIAL-CEEGEIT

(25-hydroxyvitamin D3) (25-hydroxyvitamin D;)

1a-hydroxylase
(CYP27B1)

la-hydroxylase
(CYP278B1)
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Calcitriol Ercalcitriol or Ergocalcitriol
(1,25-dihydroxyvitamin Ds) (1,25-dihydroxyvitamin D)

24-hydroxylase

24-hydroxylase
(CYP24A1) (CYP24A1)
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Inactivation Vitamin D receptor (VDR) Inactivation
and excretion at target organs/cells e erction
e.g. small intestine, parathyroid gland

macrophages, monocytes
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Chronic kidney disease
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7183 a17ldTunIaTIdaszau 25(0H)D Tuiiaa uazninwudgihomeladniizma
Sendud mslimssnndsuwmadsnumssnsnnzanaiadudlulssmnyiall
fFrniunisldiandudlunisinueidilaolalae 1305974 secondary
hyperparathyroidism $23@78 Lmedmﬁﬂmmmﬁ@ﬂnﬁmauﬁm@;ua:m:@ﬂlmjﬂarJ
Tsalai3o3s 3 a.q. 2017 209096035 KDIGO lalwdunuzinlumssnun Tasuvadu 2

v
o o 1618

NItk et

A a A o

1. nalFiadudilesnm secondary hyperparathyroidism niugilaslya
laiSassszasit 3a A9sz0ed 5 Agelildsumswandeadeeiaslafioy wiemsssla
N9TaI7189 (CKD G3a — G5ND) I@]mﬂ/ﬂ’miuﬂéufrﬁﬁizﬁu intact parathyroid hormone
(iPTH) gg(lﬂ’i’l upper normal limit (UNL) (normal limit Ao 10— 65 pg/mL, UNL Ao 65
po/mL) AT ldsumadezduirdnizwemnaluiioags nzueatfouluidandy wie
AMzanadanfinansely wingsinzaina aslasumssnmn aoil

1.1, aruquizaunasinalutionlaglugiUnd Ao 2.5 - 4.5 mg/dL lay
i ”@miu'ﬂnﬂmmiﬁﬁwgmm]qa 1w wa uazHAanmwraInu liues SWs nuw
1 weit mnvlajmmmmuqm:@”uﬂaam@lmﬁaﬂﬁazlms?hﬁ'@mmivlﬁ ;jﬂwms"tﬁ%’u
#19UNasLWG (phosphate binders) 373628

1.2. 1ﬁLLﬂaL6ﬁwLa§mLﬁ;§ﬂaUﬁﬁmazuﬂm%wlmﬁa@ﬁw Washenszauy

waaifouluidaalwarluga9nd da 8.5 - 10.0 mg/dL wIalaiiin 10.5 mg/dL

aa

1.3. fiaeffinnizanaiandiug aavldiuinsdionmsldianiudiaialy
UL native vitamin D tWalifiszau 25(0H)D lwifaaaglugsidinuny 30 - 100
ng/mL
' = v a = o A A & ' ' A @
athslafianauningiedsadszau iPTH luReadingeluatisdaiiios udaz
ldsumsauquidatnds 9 uazldiunsinmainddadunds dnsugiasliale
\FoTezezil 3a fevzuzdl 5 lanawzgileluszoz 3a fa 3b diasmuninliinmean

\ . \ [ K A A 4~ o
native vitamin D VL(?’I LL@]ﬁW%iUEﬂ?ﬂI%?ZU:‘H 4 azszsen 5 %Gwﬂﬁiﬂﬁdﬂ%"ﬂﬂ\?vl,@lﬂ(ﬂﬂd
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1 ti‘ a a =) < a 4&/ vV Y
2819370 m:mumsmaﬂmmuuﬂlugﬂ 25(0H)D 11l 1,25(0H,)D iadulaas 34

¥nlaze 1,25(0H,)D Aasdulusremeliieawadomsnaszey iPTH lwRealwidng
T29Und e pjﬂ’sU?iami"lﬁ%”mwﬁﬂmﬁaU'“Jmﬁuﬁlugﬂaaﬂfmﬁf \I% calcitriol (active
vitamin Dj), paricalcitol (active vitamin D,) 1udw %3 vitamin D analogs L34 alfacalcidol
(vitamin D5 analog), doxercalciferol (vitamin D, analog) v ubeits

2. ﬂ’lﬂ“ﬁ@l’lﬁuﬁlﬁa‘;ﬂiﬂ’] secondary hyperparathyroidism ﬁ’m%'mjﬂ’s alya
laisasasz09 5 Aldsumsnenidaadaiaiaslafion wiemsarslanisgasrias (CKD
G5D) pjﬂaU’Lunéjwﬁtﬁmiﬁﬁmmaa"l,@]ﬁaﬂadazmmmﬁmﬁmﬁ'miﬂaﬂ‘[sﬂvl@n,‘%?a%ﬂu
227l 4 wazazosd 5 vald Fildsey 1,25(0H,)D Asetulusemelivisswadans
naszau iPTH lwdaaldidhgtathnang Ssaslasumsinme ﬁmﬁuﬁ’twgﬂaaﬂqw%{
%%amluﬂ@;u vitamin D analogs %%aawﬁmimﬂﬁmi‘}'ﬂmﬁﬁaUmmju calcimimetics
l&un cinacalcet ua® etelcalcetide 4 ¢ Lﬂ%ﬂ’]ﬂﬁj&li%&iﬁi‘ﬂ%ﬂ’lﬁ'ﬂ 1 secondary
hyperparathyroidism ﬁﬁﬂ’nu?mlﬁdmn“fu ‘Iﬁami}mﬁ?ﬂwﬁﬁmmluﬂéju calcimimetics
iawﬁu?mﬁuﬁiugﬂaaﬂqwﬁr‘m%a vitamin D analogs 8¢1413A@uMITABIRENFIATL
Hil olsalasossludsznalng ssasdnianiug waze1lunga vitamin D analogs
Lﬁaaa’mﬁs’lmvlajgamﬂ dhemansadislduinnitelungy calcimimetics Saduen

uanUFennanuiim@ uazdivianuws lastrahwanswasszal iPTH luidaanidasnis

dniudhengui Aa 2 — 9 184 upper normal limit %3aL¥INAL 130 — 585 pg/mL

msa@mumﬁ'ﬂmeﬁﬂ%ﬂﬁummgﬂwiiﬂvlm 15859

waianfud uazerlunga vitamin D analogs zfdszlomtlumsinsniizaa
Fa1dué uaz secondary hyperparathyroidism lugtulsalaizess adnelsfianuaas
o R R a o - a , = ea a &
fiansnnurNzaN w3t wazdinsfiaaiuenmINIUTERIAN BN AN
p1878 110991n308ud uaze1lunga vitamin D analogs NifilElutszinelng laun
ergocalciferol, calcitriol kaz alfacalcidol % bai'laliaNud1in1z1a129968 VDR uudau
w131 Insaudivintu S38u1I09uny VDR vinad ldanldiguiu vldiRunigeda

waaiBoy uazWasmWand lfdandgnazusienld danaliiinensldiadszasdn
ﬁ%m"'zy“uamﬂumjuf: Totun nmazuaaBoalufongs uaznzWasialuifongs FaTiw
MIBUEUINEIFI83a1I%E Laz vitamin D analogs Tugtla oTsalasass5snrsNanson
srauuaaifoy uazwasnaluiianvagilaiuedae T@ﬂmmmL'%lwms%”ﬂmvlﬂul,upjﬂmﬁ
frzauuaadonludondinit 10.5 mg/dl uazWamnaludandnin 4.5 mg/dL Yaens

a A o v A A A A . . oy Aa a A
PNANLRYINIITINHIAILIAIUUG B3I vitamin D analogs IuEﬂQEWNﬂWQ:LLﬂaLGﬁﬂN nI
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Indudnvlselmgess: vannsing uaznsUszendly

WaaLW@]’LuLﬁaﬂqd WazAITINTATIRAMNITALLAaLT N WariWe was iPTH luiRea
ﬁﬁ%gugﬂ?UISQVLGIL%?S‘;{I‘SWWYN q afie 17

1. ;jﬂw‘[iﬂvlmga%”ﬁwzﬁ 3a - 3b AT LATUNITATIVIZALUAALTHALAY
WasWaluiian nn 6 — 12 1fiau dwILIzaU iPTH lwiRan A1vinTzaL iPTH Sudn uaz
asdamulasRnsanaumsauiiwliveslselasass

2. pjﬂmiiﬂvlwéa%“ﬁwzﬁ 4 aavlasumsanarzauuaaidounazWasinalu
\§aa 1N 3 - 6 Laaw UAzATIIATZAL iPTH luifan 10 6 - 12 1hawu

3. Qﬂw‘[m"tméa%'ﬁw:ﬁ 5 WaY 5D AT AIUNTATIVILALLAALT INLAL
WasWalwdon nn 1 - 3 1dau uazATIIAITAL iPTH lwAaa 1n 3 - 6 1haw

asha"lsﬁmwmﬂpjﬂaﬂﬁagizmwmﬁﬂmﬁaﬁmﬁuﬁ %38 vitamin D analogs

wirfanufaUndvasnanisaranistasd foansainanathdu anafarsanfiu
mmﬁlumimwa@mﬂﬁmwmmmmzawaaam’szpjﬂasl Wodszudszinsuale
Mysn uazanms iRl s nAndn windihoiiszduuaaidon niaWasnaluifen
Lﬁwggaifumﬂﬂ’h“ﬁaaﬂﬂa AININTIHIAATWIAL %%a%q@miﬁ”ﬂmﬁ’m%wﬁuﬁ en)
vitamin D analogs'® "’

WWINIMIINENGIDIAN TN LLawﬂumjw vitamin D analogs ﬁww%u;jﬂwim

Tasasiluszinalng wazms@aaunissn a'lminagﬂvl@?@i”amswﬁ 1

u“na‘sqﬂ
AZANAIANTNA mmmwuvl@“’lugﬂaﬂkﬂ"l,mL%ﬂ%’dmﬂﬂdﬁﬂizmmﬁa"lﬂ SINB
Y a a a 1 A | U ‘i‘ o Qs =
lfifaanufadnduesaugaussiquaznizgn daduntizunindenndray wazd
mmé’uw‘”uﬁ‘ﬁ'umia%am:@nﬁﬁﬂgﬂ ﬁﬂﬁm:gﬂl,mnﬁﬂ"lﬁdw FUDITHRANNOATINNT
a aa 7] U s s L A U a a 1 . .
Wofiaveihold msdhwnanludegiu e nslfiandud uazenlungu vitamin D
A @ a A Ada LY . 24 a N
analogs lasufanmaiiaGudndldludszinelng ldun ergocalciferol Gadigmany@idu
. . . . = < . . P A I a a a
native vitamin D, alfacalcidol 59t1J% vitamin D analog W& calcitriol mL‘]_luamaJu(ﬂlugﬂ
A o oA @ A a & A a A A @ Aa A
gangnd unAan e anduansausiaaziUse@nsanlunmssnenanizanaiondug
wazanuAaUnArasFNgauITIuAznIznlad udadnglsfaudimansnildifiaains
| R eV v A A A v o & = A
laiRstszasd loud nazuenifonlwioags usznzesmnaluifongsld danuiaasd
MIMIUNBM TN Gaany uazdszifiuansinmgieisiudszinniw wazanu
Uaeans laanIfaauszau 25(0H)D lulfan 52U iPTH AaeaanIzaULARLToN Was
& [ Y Y Qs Qs a ]
Wasmwalwiden Geaztislidieldiudszlomigigaannisinmlasifinenmslaing

ﬂszmﬂ‘mn?mﬁuﬁﬁaﬂﬁq@
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@17197 1 uanemsinsdsIanduduazenlunga vitamin D analogs dwiugthelinlazaisludszinalng” 1

ANHalNg

a a A a a
NRANIUNIATNUR

a0 flFln133nEN

NMIAAAINNITINEN

Hypovitaminosis D

L] Vitamin D deficiency

L] Vitamin D insufficiency

Ergocalciferol
(20,000 1U)
sUuuuIulsEnu
ATLANLIA:
Native vitamin D,

Inactive form

40,000 — 60,000 IU dadlan# lasana
Usmsnalenas 1 ass wiauisl

filonvar 2 — 3 @33 (w8 slanst
\ovzau 25(0H)D lwdaa > 30 ng/mL
ua? 9lenluvwna 20,000 IU FlaR

82 1 A9

NANIIINT:

faauszau 25(0H)D luiiaa meluszaziia

3 — 4 1@a% BAINNIUNTINH

Wsaeszay 25(0H)D luidaa: 30-100 ng/mL
=1 6

213 NI T2 aae:

ANPNNITAUBARLT Y LmzwamleuLﬁaﬂiﬁagium\iﬂﬂﬁ

Secondary

hyperparathyroidism

Calcitriol®
[1,25(0H),D;]
(0.25 mcg)
sUuuuIUdsEnu
ATLANLIA:
Vitamin D,

Active form

Alfacalcidol

[1-Q-(OH)D;]

(0.25, 0.5 or 1 mcg)

R HIEDIE eI
ALY Ua:
Vitamin D; analog

Inactive form

miﬁlui“ﬁm calcitriol 138 alfacalcidol
Tupuadn I@ﬂai‘fua%iﬁ'mm“u iPTH
Sudu agnslsfiany calcitriol Sa2w
WIINNNT alfacalcidol 1.5-2 11 39
ltaansoldumasnsienninlae
AUNTOUSHTE N3 BT T
NN (daily dose) nIaTusznu 2-3
assasanyk (pulse therapy) niu
FadsvrmaniinunzanaIung
aauauasradfthe lasAarsman
320U iPTH #a991NBuMISNEN
RGP GRUISE ;jﬂmim%éa%’aﬁﬁms
MIUBIALULNWIBITING Y AT

NI b calcitriol Tun133nIN

NANIIINT:

famuszau iPTH luidaa lagRosonenudlums

faany anwszuzveslsalaizess (@irTansiaauns

%”nmé’w?mﬁuﬁlugﬂwiiﬂ"l@L'%?aﬁ)

wWhnnneseau iPTH luldaa:

O ;jﬂmim%éa%’aswz 3a-5ND: 10-65 pg/mL

[ dith olsnlaiSasaszes 5D: 130-585 pg/mL

1M 3 AU T2 EIA:

famuszauuaafon wazWamalmianldaglugining

[ szeuuaaidouluiion: 8.5 — 10.0 mg/dL %38 baitfin
10.5 mg/dL

[ szeuamnaluifen: 2.5 — 4.5 mg/dL

aCalcitriol H7aus1411n173N®" secondary hyperparathyroidism ’Lu;ﬂ"ﬂm‘[sm”lm 1383992027 5 AWLIENAAUNITNNIRAUWIIZUDLNUAITIR 1509 UFomanuneTn@ w.e. 2561
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