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# # 5174774830: MAJOR MEDICINE (NEUROLOGY)

KEYWORD : BONE MINERAL DENSITY, OSTEOPOROSIS, ANTIEPILEPTIC DRUGS

Background - Curre igher prevalence of osteopenia

and osteoporosis in epileptic patie {ure in these patients. Also, there is

more evidence of antiepileptic d high' agsaciated \ bone mass reduction from Western and some Asian

Methods - This studyiWas alCross-sgcti btive study wh included 351 ambulatory epileptic

patients. The prevalence of 03 \- bone mineral density (BMD)

measurement using the dual-g ine, femoral neck and total hip.

3, intact parathyroid hormane (iPTH)

and 25-OHD measurement.

Results — Subjects were 316 yoUfig-aduis { ales <50 years and 167/316 premenopausal

females) age 15-54 years, and 35 ,-"f:}&!":‘ 12/ tmenopausal females (23/35) age 39-76

years. The prevalence of|lowe e pa iant's BMI, age at the onset

. ‘T the minimal Z-score. The

%

of epilepsy younger than ? € -
L I
prevalence of osteopenia a ' ste 50 years and postmenopausal

females, respectively. The pa jent's BMI and their age were the predictors of the i

Conclusion - Thai epileptic-patients also carry hi Mrisk for adverse effect on bone. The high risk
paterts ssocielf fref dopraurag 4 bifod ol bl oy ohifd snis oo scroonea

on
osteoporosis. “
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mal T-score in this group.

Departm!nt . el Medicine...........Student's Signature............. [ gt R i ) e e,
¥
Field of Study ............Medicine.......... Advisor's Signature.................... “_r o R



naenssNUsznA

4. 3¢. p3. Aol giadedf . T lieve Ll LagA WEALTY

e lsasian1ivia nnaddn A5 PLLZLNY A3 ANAIN TNV INENQE

f.UN.56 aUUUY, AUV TAT SREUGT T2 7 THIITU LAY ﬂmmﬁmm PPN

ADINAIA | ' ulad aqssnusmi

)

£ % o
#as1TmIein nils.

ﬁ‘%ﬂ?ﬂﬂﬂﬁﬂﬂ?ﬂ‘i

ﬂ’]ﬂQT’]Nﬂ"J £ AUEUNNYANARNT @WW@’H?NNM’]QWH’]@H

wwmnimum’mmaﬂ

Qﬂ’)ﬂtﬁ‘ﬂ@ﬂ"ﬁﬂﬂﬂuﬂﬂﬂLﬁIW?QNﬂ’lﬁ‘ﬂﬂH’W



A9100y

nii

unAngan =N oo, oa B oo N
UNARLBNTHBINGH ......... L gl ., q
AnAnssNUsEnA. ... - W RS et e e 2
e T | B e 3
.......................................... oY

................................. 0

................................... g

............................................... 1

.......................................... 1

............................................................... 3

13, a8 " . B e 3

14, GUNATIU......... : 7 = 4

15. ____________________________ ............................. 5

16. j . 6

17. T v 11 [ 6

1.8. mam@ﬂi%mmmw%mmm ................................................. 6
ﬁﬂﬁﬂﬂﬂﬂjﬂﬂqﬂj ...................... 7

1.1 ’]@Uﬂju[ﬁlﬂusluﬂ’]ﬁ‘LﬂuﬂNZF%"J@ﬂ .................................................................... 8
LNT A WONNTIRE oo 80

LN 5 ANV A AT BRI .o, 93



AR NI NTE BN ettt ettt 101
DVVAHUAN. ettt ettt ee ettt ettt s 110
AVVANTEIN T 111
AVARUIN Do o 7 116

NIANUAN A............ : . 118
NMARNUIN S.....

UseAREdevnnandnuse

a

ﬂ‘NElI’WIEWI‘iW gInNI
QW']ﬁ\‘lﬂ‘iﬂmﬁTmmﬁH



AN9UTUAI59

m'm\ﬁ'; 1 k&m9 Markers of bone o\a T P 23
P97 2 UAPNATMATEY Secc : 7 51
P97 3 WARIAHA
NIZANYN. oo, W h\ O .60
P97 4 wanasnilel g Gelaf lunaalis SlsAnass wauuazlsANITNLNN
Tufnegeinnn. ... 0. ; | b . — 62
P9 5 WARUNDT
auLazreangtinan [ (1SC D)#3.40 AN 64
P919T 6 WAPNANHRIZIN AfuEAAmS o e 65

FIN919T 7 wanNaTeENTiudnsie-diag-metabolizing enzyme.systems. ........................ 66

IF]’]?’N'VI 1

ANTN Qﬂmzﬂnm‘ﬂﬁumﬂW?umnmﬂu‘Mmﬁm ....................................... 73

[F]’]ﬁ"]\‘i'Vl 11 LLEW]\W"I’WL’Q@EI‘II@Q BMD Z‘core ﬂ@ﬂNﬂQﬂW'\ﬂ’ﬂ’Wﬂu'ﬂﬁlﬂ’J’] 50 ?’ﬂN‘]J"JEI

WAl BEL bl SR Y L adl..

IFNLLG'] 50 ﬂ"ll‘lﬂﬂ LLazsgﬂqamemwmuumﬂizmmeau (ﬂ@ll“l/l 2) LLEIﬂGI’m[ﬂ’]LL‘Vm\WIQﬁ] ...... 82



N

dl = 0I v a 1 o A 2
131991 12 uansANgNaaINIsiNanszanan lugianineunuatlszanmon  uazgane
BNUBHNGT 50 T/ (NAHT 1)...oooeoieeee e 82

F19797 13 HARIAYNTNUBIN9IAATIANIZAT

nazgnag luinmu 1801 Ind Nz Vil ANNGH o, 84

] 1 i » ko . i , ' a '
AN39T 16 WA LRRETedlNANEZRA LU Ine yuesndn 50 1 waziwAniganian
A
NUALTZANADY (NANN 1) DNOTATEHTT L UTADAEIBINET . e oo, 85
A9 17 me -------------------- cantugilas \ 'J WAZLWANILN AT
o A i PRp= -
WuAUIEZAAAU (ﬂaﬁ 2) NADENLTUTA LN 2 S DU | | 86

m?’]\‘m 18 LLzﬁmmmaﬁl'ﬁMD Iumﬂaﬂwvlmmﬁd'_l monotherapy WAag polytherapy...... 87

- BUENEEIAR
SLEN T i) [tgE LI

F199T 21 WARINANITAPIANWHBIUTUFNIT ..o 88

F19797 22 uansAafeesuAaiienluEloeNNseAl iPTH TuuAasaaa. ..., 89



F19797 23 uansAnaferasNIanszan e NNseAL iPTH g lugaesne)... 90
a; a a a 7 o

B3NN 24 WAAAINTNBINIUAIANHUA Mg aeTsaandn ... 90

A31971 25 LAAIANBALIIBINIANTEA lurdilee@iiaratl iPTH aeflutaame)...ooooo, 91

13797 26 uaneszALAMAuA inaenaesiilas ﬂﬂdﬁ 50 1 wazwAncenan

150° 1 UATIWANIIINAINNALITEAN

AANNINEINIAIAN Z-score
fenfigaluiilaemeadiangioanda 50 L uazwaviiietieunu atlssaien (ngui 1) uazen

T-score MATgalutilgeinadmuenanindd 50 1 waziileawancanaununlszannau

Th
P |

AUEINENINYINS
ARIANTAUUNIINGIAY



d19nysUnn

fij:i::ﬂumjﬁ ) e )
RTINS AR INg e

171 14 1,25(0H),D QNAFISTUTB......oooooooo e

U7 15 uanenianszaneued BMD uludaung 1iene 30-40 T

117 16 narluanssziuupadanlaenesifaangui 1 NHNszAl iPTH aglugaesinge...89



AABUNERUANHIULAZANED

BMD
PTH
25(0OH)D,
1,25(0H),D,
PB

PHT

CBZ

VPA

LTG

LVT | Levet|racetam

ﬂUEJ’J‘iCLEM‘EWEJ’mi
W'lﬁ’ﬂﬂ'ffﬂﬂﬁ'l’mmﬁﬂ

Gabapentin

PGN Pregabalin

&2



UNN 1

v Y 4 a
FaaNdn giaaazsiaanu

o o ~ ar o n 5 Lo v Al Y & v
eiudnsrezanaie aelinn adn g7 daqiiiinudaidas adquanaannuans Widiudinas L

anffudnsvezenafinasiafinagel a8neansgan (bone mineral: density, BMD) nazpniiu
adtnsiflulnaas19a09394 8 LAz NLN9AILIANLH mmmmuéﬁmﬁmj w1
wpadsnLasaga dnangennas T NULASYNA808AaRALIAY (bone remodeling) Tl

BAERANNUR, IANHULA BRI AaasTas 1A LANLNATLDRANUBINTAN

Tiﬂﬂi:@]ﬂwg‘u (osteoporesi pone mineral density (BMD) A1131

1nA LLmﬁLLmIﬁmmmﬁ‘fa " A 9 ﬂmn@u"ﬁmmlﬂﬂuﬁﬂﬁ@ﬂ

mﬂumm@u B 7l

Tladefivinliiinlaans oS .

-

N

Faitinanie (BMIY 3ata visalsan1essuusan 3

179790 i corticosteroid LlwaL [ﬂ

V859 uaznns1as
v o A r.'a'

ﬂ@SJ enz .AE El angy u;;i :lQLJ 'r]ﬂ TA0 Qﬂaﬂll')@ﬂ?vﬁﬂ (1-4)

Lmemﬂmm@mﬂumﬂLLM@”mum’LuﬂmﬁﬂﬂﬂmaLmnmm e PHT (5, 6)4H) enzyme-

Sl AU kbbb b ’Azamﬂm

Lﬁ?&mﬂ’)ﬂuW‘U’J'ﬂuLLm@“’ﬂqﬁ‘ﬂﬂE’ﬂMN@LLmﬂﬁl%‘iﬂuiﬂ (5, 7-9) LL@“’F;I\?W‘LI’ﬂﬂﬂ'JF;IQ’W VPA "IN

v
o Y

1l EIAED fivnliifiannsanasaasnaanszanuinduwduaeaii (10) Auiudeyalulaqiiv



wanaliiiiudn  nalnendudninlifiian1aznszgnuie (osteopenia) 438 N9ENIEANNIY

(osteoporosis) Ynazaiungainuaenaln L

, o § vl o e R . \ . < o g =
enzyme inducer NN NINALLIAAGNIANI6 ‘ inactive form na N l¥in13g AT
uAALTENANAN IEanag N1 ;i;ﬁu PTH 2971 lunannazing
NTLIUIRY bone tu v MM@ﬂi”mﬂhmmwimu
VPA 818LNARNNNATASEINE 9eIA99 N IRN19MIa8NszANNINTY (10) Hlukiu

1 dl
FAUALNNAIUN WE A 137
W31 new AED 1 L AED ailngwe) fgldiies

(PHT), phenobarbital(

18uA piramate(TPM),  lamotrigine(LTG),

Y U NI INANIANENNL, i NN98MINNNIAAA
openia) LALNITANNIU

199 BMD «1nn90 ﬁ
(osteoporosis)(4, 10 LL@“fTaﬁﬂﬁmm@m (odd ratio) FaNTRANTEANUNAALTIW 1.21 1y

W”“FTHH’J?’]EJV]?WEJ’]T]‘E

H’]Lﬂﬂ’)ﬂum@ﬂl'ﬂﬂﬂ ’]ﬂ‘w}]ﬂﬁl@ﬂ?“’ﬁﬂﬂ“ﬂ’ﬂ@’]ﬂﬂﬁ@ﬂﬂ@ﬂ%‘i i Nﬂ')ﬁli?ﬁ@ﬂ‘ﬁﬂl,uﬂ

DUt

uddnsnadszmAaslianuaulatunisfinlsanszgnngulugiloalsnandniluaiig

'
o A

sn usluansedl dsznangdad] Rdayasaianaaiunisintsanszgnnguluiiaalsnandni

a o o a o dy o ] v K dl [ a
NUENNUTNICEL3(18, 19) mmfwm:uﬂﬂz};m?mwuﬂmﬁmmmmﬂumimmﬁﬂﬂi:Qﬂ



waulufjihalspandnlutlszmalne enazanuuanislunisiansounnsasanseslsansean

wiu uazliinnsinenmuncassiall

1.2 AIDINNIGARE

o 7
: mssﬂ‘i:mmmgﬂfmuﬂﬂiu

TAagannslemandn 19 Ladaiananand U0 dansaue tAaw NUENsUN.A. 2552 — LHau

\ sepn llwindunsAneniudn

a1ia NEIAED ldvizaly

2. fladtun fiflanuds anngulugiaalsnandnineniueniy

A -‘ o
dnseazenafiaylsting -t_.r

1.3 qmnﬂs‘vmma 15948 (Objective)

NEIAED" #fN190AAIIAINIA
nIzan

ammmmmm DAL,

WA TRAURIENAUTN FreIzIa AU TUEN




1.4. AUNRAFIU (Hypothesis)
Amaman  ldRanuRg

ANDNHNID

i 1 - frloenuen g A5LNANIENIEANNIUUANFAINATN

e

, |Q W ——
éﬂqa-ﬁﬂu N9l 0916 N F [-‘

i
a a o

ANDNNT 2 — TIadeipng 19 RN LTNAUYNTEN F2ZIAN

YRINT LA T EIAED HAanuduwusiy

N

naialsAngginygl Wkilee s nas Afudnscezenn

ﬂUEJ’ZIVIEWI‘EWEJ’m’i
Qﬁﬁﬁﬁﬂ‘iﬁumﬂ'ﬂﬂmﬁﬂ



1.5 NTALUUIANNAR LWN19298 (Conceptual framework)
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spine (p=0.014) way femoral neck (p<0.001) (mifmﬁ 8)
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d [ % a . . [l
A9 8 UARIBRINAIUTIBINIIH BMD 1nf, osteopenia uaz osteoporosis Tugilauas

NANAILAN (ARLLIAaN Chaisewikul et al, 2009 (45))

Femur neck

AN
EAHLTIANY

# Linear-by-Linear A

2.14.1 ﬂqqmﬁmmmn‘ 0 7 "E".:“ ¢ lsAaNTN

fvanaladufifendes .,ﬁﬂf’ Aaniunisldaniugn i nnslden

Lﬂm:ﬂmmm U, = N7 L8N TINN] _-___:'_, anIzANanaY  (13)
v b _= :‘ s ] 1
wenannihufieed Hadde e mﬂﬁ@ﬂﬂu

!l

mmuwmm@,mqﬁ, ngeanniaan e lEWe uaz n1911nE189111s (46, 47) sy

VLN N

mq]?ﬂn‘mmﬂ 1uﬁl’]<1ﬂﬁ‘d‘l’lﬂ‘W‘Ll’]’1 NURENA ﬂ‘VlL“]]’ﬂQ’WLﬂEI’]"lI’ﬂ\‘m‘LIﬂ’]ﬁ‘LﬂﬂI?ﬂ

SR As T

Auanéiae nalnsine Anenenesunensfialsanszgnnguisenszgnuiugiaalsaaudni

Fati(48):

- NNIAANNINPTNUARLTENANAN A (49-51)
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- PIANANTINAN LA ANTRIIRNRYA Tl inactive form (52-54)
- MIANNNTATNUAZARENITAN (55, 56)

- Impairment of PTH-induced calcium mobilization(57)

dysfunction

A19199 9 udnanalnniaife

Carbamazepine Decrease vitamin D(9,
-CBz 66)
(Tegretol®) ncrease turnover
I crease ICTP and
: PICP)(67)
Gabapentin — J (61, No effe polytherapy(2, 16, :y‘ crease norepinephrine
GBP 68) - 69, 7 release and activation of
(Neurﬂ) EJ ¥ ﬁ:ﬁeﬂﬁ WSEJ’] ﬂoﬁstic adrenergic
' " receptors(61)
Lamotngme - No(61) N‘effect 69, 71-75)=% Aromatase ifihibition(76)
AT AN L T2 9 B
*Lam|ctal®
Levetiracetam — | No(61) No effect(74, 77) Estrogen depletion(76)
LVT Low dose in animal
(Keppra®) models — low OC(77)
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Oxcarbazepine Yes at No effect(79) Increase bone turnover
- OXC high Decrease(74, 80, 81) (low vitamin D, high PTH
(Trileptal®) dose(61 and bALP)(7)
, 78)
Phenobarbital - | Yes(61, | N, ﬂ‘“ )/. - Aromatase inhibition(76)
PB 74) eff f Spi Low vitamin D and
(Luminal®) secondary

‘hyperthyroidism(53, 76,
83)

Phenytoin — PHT
(Dilantin®)

ow vitamin D(87, 88)

Pregabalin —
PGB
(Lyrica®)

Topiramate — Ir

TPM

(Topamax®)

Valproate

2

E
[

b QT arbonic anhydrase

: r" inhibition(76)
| )j e

Low vitamin D and

oy econdary
181915 W DB
No(61) No efféot at femur neck and Hypocalcemla (5, 89, 97)

o m NiieostvimedFnrsi i

Decrease in lumbar spine and

distal radius(66, 70, 80, 93-96)
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Uszangdl TUdNIEaIZeN (NINN9N

17)) AFUN19FNELL

‘LINﬂ'JEIu@ﬂ V]Tﬂﬁ‘ﬁﬂ"lﬁ‘

ok w DN

. A rl'
SRERCT

FMEJ TSI NS e

gastromtestmal malabsor"non cushmgsgndrome hypercan renal

IR FURAI BN
homocystinuria, rheumatoid arthritis

2. 1@?Uﬂﬁ®uwumﬂmﬂﬂ?u@lﬂ G glucocorticoids, immunosuppressant

(cyclosporin), GnRH agoninsts, heparin, chemotherapeutics,DMPA, excess
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thyroid hormone, antiretroviral drug, proton pump inhibitor 1138 antiresoptive

agents

3. fAanuin1sauliainsanaanlugléies (Immobilization)

4. F9mA99A

3.2 sUuuun19938 (Res

N3

3.3 NNFATUIUTUG

NITUIANHNT

%35 A UL

PANAVINTL 95%
u
= INNINLNIUITIUNITN(4)  ARNTNUBINILNA  osteopenia

ﬂumwﬁwmﬂi

amaﬁﬂimmwmaﬂ

(0.05)
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Tun19@nazld n = 180

3.4 N3LAUsIUTINGRYS (Data collection

TUAURITRYA (Type of data)

L

1. Categorical data

2. Continuous data %0, szaviaarreenislfeniudn

WAAZINA, UTNIDLLA *"-.:- calcium, intact PTH , ALP

level
LUKV N AR
L v .'f 7. 1 L - o
1. Primary data source A LY ig el b ACFAULLURAAUNIN, BMI AU
aI/ a’l o o ‘ Ir-j-{ 7 a ’ | 4 v A o o
AINNN3TUEN TRFIUGY, vitaria D (25 OHD), ¢ TH, ALP level Tin1sianziaandnssmi
o o o & ; r: L /0 V o 1 o
Ipenanz R LS udNN =T, =:;fp;feu 199611 A ToeinlFiaenduningaaniy
k) D= BIN3301 i’
FUIANENAS

_ 1.
Y |

2. Secondary .'li urce — 4 . S5 alEity Uz
i 1
2 iF |

mﬂww&mw 8113

ﬁl’)LLﬂ‘a‘ﬂﬂs“” (Independent varla‘es)

A WARNILI T UNIINAY

ﬁ?LLﬂ‘é‘ﬁﬂN (Dependent variables) PLﬁLLﬂ' mqwmuﬂummm:@lﬂ (Bone mineral density)
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AauLlsAILAN (Confounding factors) MU 81 WA NNazuNALsEAREY N9IQUT

dll a o o = dl
NITANATY, nsuslnAnIu  NNTRaNANaINNE LENWMﬂ’]TQﬂLL’&\‘lLLﬁﬂ T UULARLTEINT

o dl 1 o/
fudsznuieas Tuumazdi

3.6 NM5AATIERTRYA (

[

~ ‘ A & v
mm@ﬂu T4 e agldniafindiesyaann

N19ANNENILLIR LAZN1TAS LavimNidsalunNRaEe

mmmwmma‘lm L@’ﬂﬁ Iﬂﬂﬂ’ﬁLﬂ‘LﬂlﬂN@@dﬁ]’ﬂ\‘iiﬂ?Uﬂ’ﬂﬂﬂuﬂm\l@qﬂmﬂ'}ﬂﬂ@u 1@“ N3l

ﬁq@guqﬂ ‘mﬁ ﬁ 1 "ﬂ ’n‘ Lauﬂ

nﬂl v o
NANITIA! ‘m‘ﬂ almigi iL’QI A m Sl L'Vlﬂl : ﬂL‘ﬂ@LWﬂﬂﬂﬂﬂu
ﬂ']ﬁ‘[ﬂﬂlﬂ]’ﬂ Lmeuﬂm‘wﬂ : mmmu@m‘ﬁqmmﬂﬂ?”mm'w ‘V]'NN'J@EI@ LﬂM?‘LINWT]@‘LI

QM’I O Tt e bbb b e

o

W3 Tumﬂfmﬁ Augfudnazezenn Seanansai i Wlunsneununissnenuigtaenguilu

o o

awpssiall uazfihandinmuddsdalifunisamadaau  wuluasanszgn lneluide
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U 7 dl aa o A o 7 dl ¥ a o b % [l
A ldane sﬁwzmmimu%ﬂLL@z‘Luma#mm‘Emmzqanuunqﬂqwmﬁmmwimmq

winnzan 18

ﬂuH’JVIEWI‘iW gInNI
ammnmummmaﬂ



4.1 dayanaliuagils m—
Rtlaendingonn)zdn®ied 351 918 uilailumdtaesisdu 161 e Taafflaemwe

v

AN
Teengtiasndn 50 U a7 12 e humrnDavoan
190 918 Tnedlgjilae el UAS NﬂfJHLWﬁMQ_J\‘i NAIUNA

UszAnipanauIL 23 4 Upn3ad 10

7 oA @) f/ { ndl
Hrlaelunguindiing uuumﬂa‘ymm@u (NAu

1) a1 1 7eluinanig 5 918 linan1IM9Ia PTH
(n=311) uazfilreauail 3 598 AN1771374 (n=318) uazijilalunguiiilume
mﬂmﬂmum 50 il 173 1 (NGNN 2) aruau 1 3elud

HAaN9R9IA 25(0H)D (n:34) f."ﬁ’ ANANP L ALADALAILAN
frlaelungs® 1 A7uau 30 97 liinan1saminnnngs: Uszynuanng Terinun e
— -

o

AL LA AL oals g dsRmanansnnsg

ﬂuﬁﬂmm?ﬁ?uﬂa‘:ﬂum:m g
ﬂuEJ’JVIEWﬁWEﬂﬂi
AR ANNIUUMIINYINY

a "'Tjjf 518l (n=35)
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=y o 491 2
M990 10 meaﬂ‘ﬂm:wugmmmqﬂfm

AU (AL) 316 35

LWATNE (A13(%)) N “‘”’ 149 (47.2%) 12 (34.3%)

a1g (1(SD)) oL, V 54.9 (7.9)
Ma91g (1) . (39-76)
Fetiinanig (mean y W 23.62 (3.91)
mﬂmimﬂu‘immmn M‘%\@‘\:" 7 28.7 (15.5)
mumﬂmﬂu’lmamn W//gn\\\\\ 26.1(13.6)
s iudnied i ;lliﬁﬁr\\k\\ 2.8 (1.5)

SN TLE U [Jqs Ij’@" l’\\\\ 1.7 (0.7)

n19uaselsAaNdn (g 1/34

epilepsy) (AY)

\ N
NM2AILANBINTTEN ( Mm 33.5%) 15 (42.9%)

Lﬁ‘mmummmwimummm ‘ ".EMW 3 1. 23.5) 28.5(22.1)
i i - 2 -

Anuangileed zgm_m (AL (%)) =—— 43 (13.6%) 4 (11.4%)

muquwﬂaﬂdﬁu 1 (A% Y ‘ 6 (17.1%)

Q

mmuaﬂfmmm o e St 14 (40%)
-

Lﬁmmumﬁﬂu 7 2 582.11 (431.17)

i

“m@uﬂlnﬂﬂ§WHﬁﬂiy
q ﬁ“mﬁﬁ YL M kI F

[5]’13"1\‘11/] 11) Nﬂ"JEIﬂ@ﬁJ‘V] 1 azl4An Z-score [ﬂqllLﬂmeﬂﬂqﬁqu@’ﬂﬂiiﬂﬂ?”ﬂﬂW?uiuNﬂ"JEI

Mﬂjaﬁ@uuumﬂ?zfﬁmﬁﬂu wazfihemaenglioandy 50 1 e 1SCD (41) doufjtlnengud 2
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azldipn T-score muinusinIsRiladalsanszgnnguaes WHO (34) linanisnsaanaanszgn

Tufilevis 2 ngu lHAeauAans a9 11

AN99R 11 LAAATLRALYES BMD (Z -sgore) mﬂamﬂfmmmmmﬂu@ﬂmw 50 1 vizaiilog

WwANnaurNaLlszaaauy (Nadd 1) f A9 BMD (T-score) ugtlaeinanie

o

A

LS
FN
TH
Minimal BMD
winlinnsitiadelsnnszgny i 9Hafea89  ISCD waz WHO lag
a 1 dlol dl o ) o Y @)
ARANATNANNAALBINIANTTAN TR LA Mn19dn (40)  aglfiilumnnugnaes
F
= °| 6 S ﬁr J‘r a
nIsRuaanszanAaluglas / N8N8 ALTANTTANNIULAL

q

a 1 | o
A15eR 12 LLﬁmqﬂiuﬁﬂﬂl@ sTIN9A _,.v._i-L‘\ uptlszanneuazETe

angtiaendn 50 T ( nquWA

Within exp ed range for age (Z—scom'z—Z.O) 275@.3%) 3%}8 .8)
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Al a 1 o A 2 ¥ J A
‘W‘LI'J’]Hﬂ'}ﬁlﬂfyﬁﬂﬂuﬂﬂﬂﬂi‘:ﬁ@%ﬂﬂu LL@%@lﬂQﬂﬁqﬂﬂﬂﬂquﬂﬂﬂ’N 50 1 HAINNTNLAN

mMaflunanszaninndnAnadtesauLnniteny i wasidumadeaiulen 0 11.7%

9y o y A Ao
LL@ZE;IJ‘]JQEIV]Q’]EI“HQEW]Q@V] NQﬂﬂT”ﬂﬂ[ﬂ’]ﬂQ’]ﬂ’]Lﬂ@ﬂﬂlﬂ\‘]ﬂuﬂﬂ[ﬂ dlunwagng @ ‘]]\TN’E’]EIL‘WF;I\‘l 15

Yo

U IneEndnssusiony 9 T 1HFuenid s 33 87 uay VPA UL 4.8

Normal 52.6 (8.4)
(T-score above -1 G) B (43-69 7))
Osteopenia 55.2 (6.7)
(T-score between -1.5 & (39-72 ’T‘J)
Osteoporosis | 54.9 (7.9)
(T-score at or below -2. (39-76 ’T‘J)
wmwﬂqwmw PR ] B ﬁﬂfiﬁ O"TJ ﬁmwﬁlﬂ"nmmi
nnlsAnszanngl ﬁp-—-ma'vz:}:m 2T Q@ﬂ?ymﬂfaﬂummm
) N X )
UnFiiien 20% --.sf B .m

- fladenialy LL@‘]j@@ﬂVILﬂEIQﬂ‘LIﬂ’]i“]]ﬂ

AU RN WA oot 5o

ﬂi‘uﬂﬂ[ﬂ’]ﬂ‘ﬂ’]ﬁlﬂﬂﬂlﬂ\‘i AULINA 1 Nﬂ?%ﬂﬂ’)@ﬂ?vﬁﬂﬂﬂiuﬂj%‘i Lﬂﬁl’lﬂllﬂuﬂﬂ[ﬂluﬂﬂﬂﬂ 1

‘Wﬁ‘? ﬂﬁfﬁﬂmﬁmﬁ R

AN 15) WUANHWENATUNIANA NTUUNNLANFINNUBEINH

UednAnymeadaie 2 nagn Iaswudnguiilhaninoanseanaidl BMI AIndinguindiugg

il Q q

nazneglunasinilufithengudl 1 uaz nquithefiflunanszgnesunnsinsitasalse

nazgnwgu i BMI sindngtlaefiffuaanszaneglunnsnilufiaangui 2
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d 1 1 { % ﬂl/ % { i o/ o/
AN 14 LAPINTTRaLauszrIneAeataastiadeialll uaztladeninaafuniedn lu

1 i
v

naufilasmessangiioandn 50 U Augilaamangeneununtszanpen (ngui 1) Nxuaa

u

nszgnat uAeatIeALLng uazANdIARALIRIALLING

a1 (1l (SD)) 0'(8.8)

BMI 2.30) <0.01"

i P
mqﬁﬁuﬁ @(sD)) ﬂ/ lﬁﬁ m\\\\ﬂ\ (9.01) 0.72
sraIzinanNgn (1 fSD) Il/ 8.7-(10:0 \\\\‘;k\\ (9.7) 0.41
o RN

1BuNwART N AN D. 189.5) 0.62

- AdadnAtymnneana

21911 wazilasdgnineaanuniedn lu

i3 mﬂ?zﬁ%ﬁ@u (NguA 2) i

sta TN @ (sD)) 25.0 (10.52, 26.1 (15.8) 27.7 (9.1) 0.94

VRGN TOTINE TR

" umnsinetuatinafinte A1ATUNNATE (ANOVA)
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Wautigihanuangsudn udaseny Tnaudailu 6 ngu (Heendt 101, 11-20 1,
21-30 1), 31-40 1, 41-50 T wazunnan 50 1) uazilrauiaunsanszgnlugienianans,

1
v a

n g ugaesine i ugthangui 1 (1197991 16) wuda filaeniengnmudnatlugosiies

a

nd1 10 Yuay 11-20 1 HA0A8I04

Tuga9 31-40 YetinaddadnAnunieg = 0.007 1,032 ANHAFU)
NS 16 UARIANLAAELUA .m.-m_‘* QEIL@" 50 1 uazinAmtjariow
d

-0.25 (1. 00)i

-0.24 (1.02)

31-40 7 13 0.76 (1.68) ™

41-50 1 6 0.30 (1.70)

T_upnsnafiuasnatl 34 DA(p=0.007),& FuatNaNdsA AN 19AD A

o

(p=0.032), (ANQVA, P

X

donlugfrlatinai F‘ Budn Tdwudniagnu

i |

1 ' tSI W | v aa a a o 1 1_51 1 o
LANANUBIANLDAE TR Nq@ﬂ?vﬁﬂluNﬂQﬂV]N’ﬂqﬂ‘ﬂL?N“ﬁﬂiuﬂ]'}\?ﬂ’] 12NN

q

ﬂ'lJEJ’JVIEJW]iWEﬂﬂi
Q‘quﬂ‘iﬁu UNIINYAY
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d 1 i ! 1 a o
AN 17 LL’&ﬂ\‘iﬂ’]Lﬂaﬁlﬁl'ﬂ\iN’]@ﬂﬁ‘ZﬂﬂsLuaﬂfJﬂLWﬁ‘ﬁqﬂﬂﬂﬁlN’]ﬂﬂfJ’] 50 “ﬂ LAZLNANTINUAN

1
a

NUALIZANADL (ﬂmm 2) RengMENdn ugsanesnge

o \ = N VIF #
1agnin 10 U ‘ “'r -/ v -1.10 (0.65)
11201 6 ,.m.,..m..l' -0. 40755 ‘-0.40 (1.36)

=

21-30 1

31-40 1 ; //7‘ t\ 1.56(0.92)
41-50 1 ﬂf/& n \ ‘ 123(0.90)
wnndr 501 | 3 le’ © L 30 ‘:\\\\ -0.87 (0.90)

ol

"‘,"5‘7’ 4.83) 120,92 (1.68)

- tadeAeniens

frloengu 1 Auenny 9 3¢ flugilaedls PB 2 918,
i

PHT 25 9781, CBZ 5 9181, VPA 11 polytherapy aMuau 277 918 d91d

frlosngui 2 Auaniudnug ufiledild PHT 1918, CBZ 2
3181, VPA 2 TG 1 396 UZALEARLAniIT polytherapy ATHAN'29 s1e AnLadeted Z-
score Tunqud 1 Wag

|
-I

polytherapy laiumansia u@ﬂﬁqﬁﬁmﬁﬂ TUNNADRA (A13197 18)

ﬂUEJ’JVIEJVIﬁWEJ’]ﬂ‘i
QW’]ﬂﬂﬂ‘iﬁumﬂﬂﬂﬁl’]ﬂﬂ

MUY monotherapy LAY

i
A |
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A59N 18 uansAeALad BMD TuftlaeitlFenumn monotherapy uag polytherapy

-0.43 (1.08)
Z-score -0.40 (1.07) 0.94
-0.26 (1.06) 0.83
Ngu 2 -1.29 (1.07) 0.51
T-score 4 (1.14) 0.81
(1.15) 0.85
ﬁﬂqamjuﬁ 1 il ', A58 e 5% EIAED PHT, CBZ) a1uau 99 318, 1Ag

1550 NIAED (VPA) anvafl 14058 ddnding 5 IAED 21191 10 978, LAY

| 1
a

g ‘1 1Az T-score Tugiloangad

IEIAED Tawumauuansngagig

51971 19 uandeiedgses BB Tukilasiine 1 EIAED ¥78 NEIAED

|
b}

-0.36 (1.07) -0.01 (1.37)
ﬂ@:u'ﬁz i I AL .1 46) ) 7 .i
T-score “ FN -1.46 (1 .3% -0.97 (1.09) 0.40

. D/

dl = ' dl dl o ' 1 !
LN@L’LE‘EIUWIEIUF’Y]LQ@EI‘II@\?NQ@ﬂ?$@JﬂV]I’)’I’]LLWL!\‘IWN’] (Z-score 1uﬂ21N 1 uae T-score

Tungu 2 laeweausendnegjilenlifueniudngtin EIAED (PB, PHT, CBZ) ##8 NEIAED
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(VPA) luding 1 Tnunn Tunguin 1 AfilaeliFuen EIAED Aanuaw 233 918 uay NﬂQﬂW1ﬂiU

D

21 NEIAED Anuau 22 918 dawlungui 2 Aiiloanlfiiuan EIAED anuau 24 318 uaziiloah

a

1 oA ' [ P A

1#5uan NEIAED anuau 5 218 (AN9199 20) TdwudnSmanuunnsieagneltfadnAtynieana

Z-score _F - ‘ @:‘{Q&;\\‘m
Ngui 2 F l / .24 \h ‘
reeae | ol 4 ﬁ“ 2NN )

4 ﬂ :.t-; M\\\“\'
* A\

4.4 uANTATIANIINAILUUANY

HANTAIQAY NadNm Lazaann

;.-—J’
1@14*/\1@2@1/4'11,51&@ "’ 7 ‘- Wiy 63.08 (35.41)
pg/ml, 3xAU PTH Iﬁjwﬂ@w IR 51,78 (13.18) pg/ml, .,HJ fipiadtues 25-(OH)D

um ’J?_lﬂﬂm/] LVI’]ﬂ ngm T um 'J?_IﬂﬂN‘Vl L‘V]’Wﬂ‘i_l
Tnial 1 9 (8.40) ng/ml 5(0H)D ! 2 25.87

“gﬂuﬂ’JVIEWﬁWEﬂﬂi

GI"I‘J‘"I\WI 21 LL’&ﬂ\?N@ﬂ”lﬁ‘ﬁlﬁ‘Q@VI’]\?‘M@\‘iﬂ@lﬁ]ﬂ’]i‘ . /s

ﬂ@:ﬁﬁl 1 9.04 (0.47) 3.45(0.53) 80.92 (29.80) | 63.08 (35.41) | 22.89(8.40)

ﬂ@}l‘ﬁ 2 9.06 (0.43) 3.57(0.58) | 85.40(28.30) |51.78(13.18) | 25.87 (8.63)
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3vAU iPTH Wautlaflu 3 409 A iPTH <30, PTH 30-60, PTH > 60 (12) wuda §iloe
NAN7 1 7 iPTH <30 A749% 26 918! (8.2%), iPTH 30-60 A1uau 152 918 (48.1%) UaY iPTH

>60 A1UAU 133 318 (42.1%) daufjilangui 2 § iPTH <30 A1u01 1 9781 (2.9%), iPTH 30-

Aa

48R (p<0.001) Sluﬂziuﬁ 1 uazla

8.90 (0.41" | <0.01"

LLV’]@L‘]J?_IN (mg/dl) WI] d' ; 1‘!’\\\

9.029(0.29) | 0.92°

llﬁ% A

- uANFNaTUae N9 ﬂ A ' 1! A 7 t-test TV‘WJ’]\'m@NNﬂfJEIVI

£ IPTH 30-60 waz 60 °g ‘

j

”ﬂuﬁﬁmsﬂ%ﬁﬂwni
¢

95% Cl Ca

8.8 “

1 19) ’15'
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1
a

Wanfreuweaunaanszansendnafeeniszd iPTH agflugaesine) lufaangui 1
v 4 dl dl o 1 ! q’/’ o 1 dl 1 1
LL@::B;IJ‘]J’JEIHQ&W] 2 NATLULNAING] N 3 ANAUA (LS, FN, TH) (A1319% 23) TNUANLANFN

1aeNanszgn luwsazngutaeNNszAy iPTH agflugaesine) fuislungui 1 uazngui 2

0.32

0.72

0.55

0.97

£ u n\m

I
f /] J’!@ DA™ | oo

4.5 AMNGNUIBINIENTDI?

AnnNIAnET mwmm BHET A1 25(0H)D ANNI1UNR (MN9197 24)

TneIsvAy 25(0H)D =20 119 vitamin D 25(0H)D Flaus 20-30 718

. L — =L
473 N9z vitamin O 1|

A19199 24 LLﬁﬂx‘iﬂ’ﬂqﬂﬂ@\‘mﬁﬂ’mmﬁmuﬂ le{taellspandn i

Normal .

Vitamin D insufficiency
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1
a

SleuBeuieumanszanezvinefiefifszmnmaud agflugasse luftaangud
1 wazfiilhangal 2 iguwiieing i 3 fumia (LS, FN, TH) (Ansaft 25) lanuanna

wansNaasNanszgnluusasnguiaenNssALAnAuR aglugdesine fuialungui 1 uaz

NGNA 2

d 1 i L < Il 1 !
A1919N 25 LL’&ﬂx‘iﬂ’]L’ﬂaﬁlﬂﬂ EXRIAT P qlumqm\r]

E 054"'71!&\*“ Jradte
AMVJE@\\“; t\
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\ x

uenfudniflu EIAED winsii auns

dl = o a a =i
SRR ML RFGHEE

o ¥ ¢ﬂl Y a = T 1y -'.-', 9 = o a a A '
1laq1iu LL@:@;}JQH 6 : QRNTYAURPNHUA L

WANFANAAY (A3 g;,f ) vialugitoeng Ii" P

= a VQ =6 r“ a '
A1919N 26 LL@@\??&’JW‘INH@ AR AT LI .'”’"'l‘.u-= 50 1l LAZLNARTINNAU

uumlszaLRau ﬂ@lli.ﬁ LL@”NUQHLWﬁ%WﬂwNWﬂﬂQ’] 50 ﬂLL@“’LWﬁMﬂNM@\‘iMNﬂ
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