International Hypophosphataemia

IHN Core Educational Curriculum

Slide Toolkit

Module 2:1) B & EEF D E

- Tk

HAIF VISR
(GYOwa KIRIN

EMES MA-2026-050 2026410 B ERL



Disclaimer

DA FERIE, EEREFIICLIRBHE AE 2RI D ELZBIELTVET,

COHEBRAFA FERHE, BBV IMAERY D=7 (IHN) OFBRENEEZEROIREZ T TIEMS
nFLI.

CDRAF1 RERIOANAEL., EEREHNOHAFERETNDZEDTT,
CDAF1 RERIE. Kyowa Kirin International plc. BHlFU KA ESHOEEIREZZITTVET,

CDAT14 RERZ. https://www.kyowakirinhub. com/en qb/therapv areas/phosphate-
dysregulation/ihn®1>57 Yz BASEICFIERULEOTHD, IERE(C AR ITECAE AN KIRAFILIR
[eiitg KIRBFEECY— ARTE/BREEREMITE BF?“BE B FEEE 4 DEHMEZS(FTL
9,

BLEA (BT RN SISO T, BHEERAN SIADNTVWET,

ATV S
Qyowa KIRIN 2| HIN

aaaaaaaaaaaaaaaaaaaaaaaaaaaaaa

2026410 B #E 5k


https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn
https://www.kyowakirinhub.com/en-gb/therapy-areas/phosphate-dysregulation/ihn

Core Educational Curriculum Slide Toolkit

CDAF1 RY—)LFy I, Kyowa Kirin International plc. #HF1FI KRS E(CIHO TEEBHBEDH2EHIEL TR
HENTVFET,

COATFA RY =)L Fy MOEREBIE. BUFOREFICOVWTOEEFZRDDILETT ¢
t bOEARICHITDUCOEEREE L EEZEL TOVVEREHIFOEE
U>OFED. HFIMEY> MAEDREEFEREANZX L
URERE R IRBECOAEIR (B« XEHHEU>MAE (XLH) PREFZIESEILAE (TIO) &)
INE BERA DI BEISROEZ(CERZE VR
U EREIEEDZ G LUERKREIETTE
U2 EREIEEN CRESNDLICLDIEIREL . TDFRB(CH TR S

HAIFIIBR T

XLH, X-linked hypophosphataemia; TIO, tumor-induced osteomalacia. "yowa KI RI N ..SYH. vavava I:Jlse m[\l
N\ 202610 B 1ERL




Modules list

1.V OEBRENE ARCH T D EITEAE

2. UV BRI OERE

3. V> OFREEIB DIt £ ET DIRE

AT IR = oA | |_| N

V
‘I)YOWB KIRIN 026410 8 e



IHN core educational curriculum module content

Module | Objectives and content

s EROAERARICHIFRSBEICEMB LN DEETETRIGEIZIES
S OEEBRGEENKCHITRRE  « FECOED IO EBESEFRCEDIEERIVE)  EEZIHERE TS
’E”ﬁff%!%ff% « D OEREMTHIFCES I 3R F Y ERE T ST ES
o DIEEMOFEERHIHEF THIFGF2INEEIZIRAFT S

e « SYVIMAEFZFRY> MAEH' S| SR IENDREYRBOZDREXNZALZIRET TS
| 1
L e « VDIREIERENKRE T SFSFRBINOEEZEIER T D

3. USOBEMBOWRETHR TS - U ORBMREEHMLT SERES LSRRI S ST S
= - IBHEHIRMED MEER LS SRBEES

HAFVU NS .

FGF23, fibroblast growth factor 23. " yowa KI RI N ..‘t aaaaaaa
N\ 2026410 A ¥k




MODULE 2
DY ESETE#ISOEZT

(GYOWAKIRIN HHIFUIBHAEH .

2026F10 B 1ERL



Objectives
U BRI LB IE R MEORREAERF 2125193
DRSNS SRR SR E TS

ATV IR E
Jyowa KIRI

2026E1OH1’FE£



Contents
B R
S AEE R B> M
S AE R K> MAE
BHHRYY MR RS2 E - fHEE
S ORER

ATV IR E
Jyowa KIRI

2026E1OH1’FE£



DYIEEEDER:
= U~ MAE/ &Y > A

(GYOWAKIRIN HHIFUIBHAEH .

2026 F 108 Rk



Blhid- 5 - BREDHEHBEACL SV IEETEDRED
(EIFEREAT—S)

N ~N O —_ = Voo ﬁ m wl p
MBS RE G T I & TR N 313 BHEROU>
BT OPEH BRI B
ISENSOIRUR <«
M5)>7—). BErE. MiERXELDFOY>DFEE) pes =
AU OB SEFHE*3 MRz UY SR /
/
#4ERHER (0-58) 1.5-2.6 mmol/L (4.8-8.2 mg/dL) sy //
/NRRR (1-37%) 1.2-2.1 mmol/L (3.8-6.5 mg/dL) SR ¢
INBER (4-115%) 1.2-1.8 mmol/L (3.7-5.6 mg/dL) -
/
SEH (12-155%) 0.9-1.7 mmol/L (2.7-5.4 mg/dL) BB BIRYX
HEHR (16-197%) 0.9-1.5 mmol/L (2.7-4.7 mg/dL) &
R AER (=20%%) 0.8-1.4 mmol/L (2.5-4.5 mg/dL) He
173
XEk32SE (CREBEDREZIERMUI . SR
XHER3(I/NBRIGEEOZERIZ [Nelson Textbook of Pediatrics Chapter 52 (2011) J s
ZSBUEEEDSEHZL THD., [EZ2EEH UIERATERA, ARIREOEFEELGF
BATHD. fEfRZ 9 2RISR DB B2 SR I 5L . = .
* fEIEmmolhmgD )Y TRY 1'1171*['4: JJ**:T:t
1. Penido MSMG, Alon US. Pediatr Nephrol. 2012;27:2039-48. 2. Hernando N, W CA. Compr Physiol. 2018;8:1065-90.
3. FI?)?(lenOzano P, et acl).nLanceteDiljbreteipElr’l(?jocrinol. 2020;8:163-74. e o e Gyowa KI RI N '".‘E'"s“

2026E1OH1’FEE



D>EE D REC & DmY Y MAEF Tz (FEY > MAE

l IV 2 O

=Y > MAE {&Y > e

BN T

—ﬁ—

Koumakis E, et al. Calcif Tissue Int. 2021;108:41-73. "y wa KI RI N . mv
N\ o 2026E1OH1’FEE



DYIEEEDER:
=Y > MAE

(GYOWAKIRIN HHIFUIBHAEH .

2026 F 108 Rk



=YY : ERO LU REETE

(EIFERBAT—45)

SUVMEDES:
#EFis - BT OU B EEFEHZEB X S MFY VisE *1
N A
2BATHO/NET(E, EBRME  >1.45 mmol/L (4.5 mg/dL)
(36~7 mg/dL (1.94~ (B> MmjiE)
2.26 mmol/L) >2.0 mmol/L (6.3 mg/dL)
(ERESY>MMAE)

Xik1z&Z (e MEDTEEZRICEASEUR

Xak1(ElPrimer on the Metabolic Bone Diseases and Disorders of Mineral
Metabolism Chapter 74JzZHRUaeEzL THD. BZEEZHUERARATIEARA, AAZTxT
REOEFEZFOAIATHD. 7Rz I 3R(CISHERDEESTFHFHSIBI L

=mY>MEDRE

U OHEOE T BARCER TN TREZL R
PIgEDR) > MiEZ5| S I

2R MAEDNKRARRELEL T, BIFIARRIERER T

iE (BRMESLUVERM) | BIERIFFIARRIERER TIE.
KIS MR IIERENHD?

* {ElEmmolhmgD > TRY

1. Koumakis E, et al. Calcif Tissue Int. 2021;108:41-73. 2. Lederer E. Hyperphosphatemia. Medscape 2020. Available at:
https://femedicine.medscape.com/article/241185-print. Accessed: June 2026. 3. Leung J, Crook M. J Clin Pathol. 2019;72:741-7.

- SMESMRITE S RERITEY> EfE
- AR IMAE

=Y > MAEDERE A3

RN SIS ADE TS
(1 : S FHE. FRIER)
BE BEEICHITB
RN DT =

—> I Mgy

: ) =anien
B TO3BHLV N
& PEROE T SRR (BARD)

H(IHR2ZSE (R

HAFIUIBKRE .
Jyowa KIRIN

2026E1OH1’FEJZ



=Y > IAE D EERAEIA

B2 E (TR THD BRRSNBENE— Azt (CEGERR(CEET 5, RUAENEV\DIEKE
RE(CHIEIR (] Rk BUIN, BACNR, BEHRIEZE L) THd!

=EFU>MAE CTRANDPIEEEDHDAEIR 1
BVREEIORAs. NMDdr FP
A AMAEDIEIR (@ BERROTVNA. 92— ORIEOLUNPEIEURR)
R/=E

BHESYCIE BFICEEBRR (CKD) Z#5%88) TR LTFOERDHSNDIENHSD:2
HREFH DA IRAL
MEOAIKILELVALZEIEXR

CKD, chronic kidney disease. EI?J*D:FIJ D**ﬂ%*i

1. Lederer E. Hyperphosphatemia. Medscape 2020. Available at: https://emedicine.medscape.com/article/241185-print. Accessed: June 2026. |—| N

2. Koumakis E, et al. Calcif Tissue Int. 2021;108:41-73. Gyowa Kl R"\l ﬁ\@ ppppppp L
202610 B 1ERL




DYIEEEDER:
{EY> MAE

(GYOWAKIRIN HHIFUIBHAEH .

2026 F 108 Rk



BV M : ERO LV REELE
(EFEABHFT—4) 41£U/Euro§r.u‘$i$3

A ICHBIFBIEY > MAEDES * 1 BEHEOUY

Rz

HRE hEE BE SRAE,

0.6-0.8 mmol/L 0.4-0.5 mmol/L <0.3 mmol/L
(1.8-2.5 mg/dL) (1.0-1.7 mg/dL) (<0.9 mg/dL) e

fHAEF S HERZAA
OBD

BENBDU>

IR i/ =) D

STk 1 BB IR MIEOE FE (BB j /
1R MAEDEREE 75 38% E & UIERRAT(EANER, AT REDEFEEFHARATHD., K> m 1 =
R"J/

MAEDEAEEZHEE I BPRICE. BitsxDEELHLHESIRI DL

{KY> MMAED TR €

SHEY > MJE I ——
- ECUSHHERSM D SHIRE N REAB D 2L TELS! A
- ERABERORED, EEOIME. BUNE. 1BHRIEEIRRE. ] RO

BT )L - VEEDBE(ICLHPN B2 e

BIEL > M = @ @, = W

«  E(CBERRNSOUSHEETTEC IO TRECS3 v A EBOET
. H—B%’?L\O)(;t\ 1,25(0OH)2DRZLRIFFIARRERETUEE ([RFE
T4, BeFEE. BRAERORIFIANREEETUESE) Thd B 2E S E A

- FGF23 BEEM (BnMFERXME) 0BE6Hhd
* {E[EZmmolAmgD ) TRY bﬁ*D:FIJ:‘J**Et

. 1,25(0H),D, 1,25-dihydroxyvitamin D (calcitriol); FGF23, fibroblast growth factor 23.
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XLH, X-linked hypophosphataemia; BPI, Brief Pain Inventory; TIO, tumor-induced osteomalacia.
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XLH, X-linked hypophosphataemia; TIO, tumor-induced osteomalacia.
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