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Research progress on chronic kidney disease mineral and bone disorder in children
SUN Liangzhong, WEI Haixia
(Department of Pediatrics, Nanfang Hospital, Southern Medical University, Guangzhou 510515, Guangdong, China)

[ Abstract] Chronic kidney disease mineral and bone disorder (CKD-MBD) is one of the important complications
affecting the prognosis of children with chronic kidney disease, mainly manifested as calcium and phosphorus metabolism
disorders, bone metabolism disorder, secondary hyperparathyroidism, vascular calcification, growth disorders, etc.,
which can seriously affect the quality of life in children and increase their fatality rate. It is of great significance to
understand the occurrence and development mechanism of CKD-MBD and standardize the diagnosis and treatment of
CKD-MBD for improving the prognosis of children with chronic kidney disease. Through literature review, this paper
summarizes the research progress of CKD-MBD in children, aiming at improving clinicians’ understanding of CKD-MBD in
children.
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P24 B IR (chronic kidney disease , CKD ) J2&48
JEA A Hp e I (R 3t 3, AT A SO EEA /e
PRI AR, CKD B 4 sk A 3L T A: ), &
2017 4%, CKD B2 1 8 2 15 51 6.975 42 , = BRIEH
AR 1%, JLFE CKD L% K (3.0~17.5)/100 J72,
P2 P B WIS 4 i ANl 5% (chronic kidney disease-
mineral and bone disorder, CKD-MBD )& 520 CKD (2
WS EEIFAEZ —. JLE CKD B3 RS H 3
YA S O HATRRIRIE . B R A BRI
2H 21 (Kidney Disease : Improving Global Outcomes , KDIGO)
T 2005 AFEHRT FEAE B OOPRACBHE B ) 1 73 2 0
S RTINS, IF T 2009 4F % Ai CKD-MBD
A BB I I R S B2 8 g L $2 th B UR 130
B ZTRIEI W2 W7 CKD-MBD: (1)45 % | AR5
Ji# & (parathyroid hormone, PTH) o 2 /f: 2 DRI 79
) Bk VB e 2 MRS KB 98 5 (3) 1ML
oA AR LU 2017 47, KDIGO 1% 46 75 il
117 HR IR R4 . HET JoE % JLE CKD-MBD
BE DLW R hn e, 2 W 2 I Bk bR, i
ARk, MOk i £ 2% JF R CKD-MBD 5%, Hoh A 56 L
# CKD-MBD BIWFFEIS A o A S i 52 ) S 4R A
fI4 5 CKD-MBD H 32 923k 45 1w/ o Sl S A
FHOCHESE , B3 CKD-MBD f#4 & 3 B | I R 2% LA
T HERE B e B g I PR 2 A X L #E CKD-MBD R0
U, T SE G- i3 A8 LU AR 3 i

1 CKD-MBD W% fm#Lil

SR N A OGS A ) D RE Pl e W B A 1
AR S e AU R KA . YRS
T A 9 Y i A A U AR A A ok A
R o B 1 L R A R R IR k1 e iz 2 AL
Y B E R PRE R IF 3281 1,25- T4
H:Z D[ 1,25-dihydroxyvitamin D, 1,25(0H),D] .PTH
FNRCET 4 41 Bfd A= 4 [H 7~ 23 (fibroblast growth factor 23,
FGEF23) B/ 4 83510 . PTHAEESBAER T i A
o, Hal ek 3 5B A AL AR B /NS Il TE X 5 8 1
AT A PRI RS B I Lo Al 815
G Z R T S . FGF23 22— B 41
T 2 BRI 43 A 8 22 R, VR 7 A AR S5
LA E I S AT 4R A i A K A2 AR (fibroblast
growth factor receptor, FGFR) Flff B A Klotho 45 &
JE I FGF23-FGFR-Klotho 5 &1 , I 40 L A% -
e A AW B EIMONT 1,25(0H), DI E T
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Bl CKD [ B B g e k| B T w4k
TSI, R DA ARV P 0, SR 4 20
S FGF23. FGF23 K- THes rl M F/IViE 121k
BRSS9 1,25(OH),D A4, S 35085 s/ |
MASAKE R R | A 1) S BRI ES TR PTH 43
Who  FIRRR RSN S EOTIR S5 A 210G 25 Fn
4k K P HUIR 22 B3 T JESE (secondary hyperparathyroidism,
SHPT) . 7E CKD I, HLHAE 1 34 i1 FGF23 #1 PTH 73
W A FF B ES 7K F o 4B /R U8 5 2 (glomerular
filtration rate, GFR) <60 mL/(min+1.73 m?) 5 , HLIEAL
FERE AN IR DAZERF IR I, K6 T
57K FEARREA , I BB AR Qs B e S

1 CKD H, FGF23 7K V- Th i 2 d i BE L 45 31 1
W o A R R . FE N CKD A il
K FGF23 K VB GFR [T B 1M 2 i 7 v, 76 L
AR F PN R AN — T A 464 5] CKD L
AIFFR AR R L 67% LI LI FGF23 /K- THis
YT TE PTH R K P 1 T w10 078 4 B HUIR
=& (intact parathyroid hormone , iPTH ) IKSE 1 AR Ak
T A A KT A2 AR . BT GFRAEARL, /N
BRI UL MY FCF23 7K1 b AR B /NER 50
L5 34% 4, (BT FGF23 K 2 FH s & ELIG R
B HEIm PR b 32258 A I i i v Y iPTH A% (%
B PERS R B HR AR R DAl CKD B LES B GG i o

2 JLE CKD-MBD Bl k=2

2.1 HFhELSChERE  EBEAE L CKD L
ST B2 BRI T M AA B B 1 W0,
R o ML B 7K 4 1E 1 FRAE 4.5 mg/dL(1.45 mmol/L),
RIRTI2 Wt Ay e i M0LE > o v Tl 00 7 99 T e T A
IR, i 17 R T M R R R O R AT AR
FEI, EE AT B A A AR O IS R AR IS
KA o X F M K ILE CKD B, B E T 5
PRS2 O ILAS 290, T CKD-MBID 2 0 I A5 35 5 174) i 22
SRS R 2 il @ 7K 7 FE i & CKD-MBD 19 47 31 [
2, RSO I A8 95 9 1 2 i XU 5 . s /K - 22 R A
FELME AR JUHR i A A1k i kSR KU B
BA A E I S AL B LR o] BB LR AN DT s —
Tl B O 30 A 4RO 7 A, e 38 A A AR 1
PR B D e bRt DAY BB M A4S s R B B
SRS BE DR, A2 1 20 L A1 35 BT A A i TR e
ORI R i AV PR R s - PIT- 1 {2 I
BV Vi LA I 1o o 00 P AR 200 e P 2 A 2021
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2.2 SHPT 5&K#rEE s  7E CKD HY RREL i k-1
TH# 1,25(0H),D K- FILAES A FEA, fE 0F PTH 43
WG HUARZE MRS A | e 2R SHPT™ . SHPT
FUHIREARAS b, W] e A Bz IR | it A= AL A6 b 55
B (PTH T RIS A= 8555 ) | BEE e 15 1Y &
A A 30 0 AL LA I RE , AN il A A5 AL |
WA FE 0> T S0 AU A v 4

PTH . FGF23 L84 7K V- B FRR 2L T i, LA S I 5
K- B, S ECRR R Ak 5] R i s
5 CEHT AR AR TR, e I
B R TR E AN T A AEE R M, —
T4 A 537 11 CKD 8L THETE A 5T 45 R SR
16% [ CKD LA B3 8, HR AR — AR
KR 2345 RS A LA RS B
FE 254 3R R T /028 A B9 mT 43k e e
i (R PTH K ) ARFEE M5 (I PTHZKSF)
FNR A g2, P RS 32 P o A 38 B A e
NN I BB o o A2 P S 114 g B U
NEFAEVEE R o TR B MR AR A R LA R
FEBE TN R A 5 55 32 VB R BN IE % BB
b, MR A BB R BN 55 050 k. B e
F Bl 5k 2R B0 5 LB 6 40 9 0 SR A (BB AR Ak
E e BN B AL SR T Bl R R W) Bk
1E% B E Tk, 5 & S5 PTH /K s WL ST PTH J
REEEFEA KO TR A R R AR Y 4
B, (L o T Al i R R A A A Tl . X
TN, AT 3 3 5 FH ALAE X 5 2 W {) (dual-energy
X-ray absorptiometry , DXA ) A PFAl B 8 #) it %% B, SR
1M %F F L, DXA FHH# A REPEAL B /N R 1>
KDIGO 35 7 I AN HE 785 DXA T L3 09 1 5 = 0
Al o BT 05 = 1 T RS A A K B T 2 RV
B, AR ME 7 A LB B B R AR .
AR A7 24 R B 4 BER MR = 50 HE R A1
ST NLBZ R B R S5 R I S A R AG
FLA B (R R IV T, I B SR 2R A AR B A I “F A
WA RO st B R TS W B
23 AKER ARKEBILEEEWHEBEREZ —,
W EE I RS R e 2 — o Ak g AR
R R B AL AR B L 84 CKD B L] 3R
KB, —T90A S 615 61 CKD 8 L A 7 1 iF 5%
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3 JLE CKD-MBD 893497

JLE CKD-MBD Bif77 i ZoRMER G 7k, B 7E
5 R 3 81T 5 Wl VA AR B R D
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BEHEA o X T CKD 2~3 8L, 75 B4 6~ 124 H &
IV I KSR 5 % CKD 4389801, 75 24 3~6 1~ A
R 1 Yt 7K s X5 T CKD 5 1L, W7 24 1~34
JIREI 1 YR M-

3.1.2  WERRILAS G ol (I BEIR R 25 5 G T+
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ZEA R AAR S BB SR MR . S BEAS SR 32
T BB TS NSRS , I A AR BRI )2 W L 1E
HUA T RE 3G 0 e A IAE L i A8 A Ak A AR XU
PRI, 5 8 T AR £ 45 5 7 Hh 4 B MR £ P A9
R, S AT BB, DR I A% /K AR
HH L AT 0 B ) LE R R N AR BB RS 5 R L
o3 R HAl 4 Jm B4l G R AN AR A5 AR & R A 5 )
Al & TR 55 R AL 36 S SR w A 5 ) L BEwR A
B RIS 5 R CREWE RS R SE A AL Bk AT IR R )
AR R B AR E5 AE 45 i W45 5 0] 4% ) 4R R A |
R 2 IRV AN IA TR AR o B RN Y
JeE R BRES SR (iR TR N & RUEA AKX
MM BB TETEME, HRTE AR . T4k,
T 22 B & A & B FIAR BB BB 4 5 ) . UL
MRAERAS BRI IR R LR 1,

SEA , BB DI ) 4 2 400 o) 70 AL 8 7 A2 B O o
A ) 8T R R VA WA o A R
AU B R BIL ] 58 FCAY , R TR 23 B AR P 1 Wi
e 30 Aok A AR 2 1 PR % 42 B 11 2b (sodium -dependent
phosphate transport protein 2b, NPT Il b) #17. #f5% &
B, TR B AR RL AT LA NPT I b 933K —I0
AT I I 6 445 45 77 Rt =B 45 M B 2 7 60 191
CKD LAY e i ILAE , 45 2R Tor , 15 BEIR R 455 7 A
LU, iR 1 45 5 7R B A M I e m] A 5 P AR CKD AL
A9 ML K o EL R SR BRI T D, ELWFSE Y
PRI, KPR A Tt — D€ o
3.1.3  BHHAST R TR R EN L E
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E CHE
AR JF L1 of s MR, 2 o/4% 20134F2 H MR BAES T A 2 VRIS AR, v il e R R
Jig K AEAE R T&T?’ur]ml IR LR, 4
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3.2 SHPT#3%& 77
32.1 EVEAEAE R DA B AR R DY
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B, CaSR BN AR T 4FIRYT SHPT Y L 2549
H A4 BRYE BB P _E 1T A9 CaSR 0 3h 374G PE I8 28 T
FER BRI AR 28 R PR -R ZE R AR
R CaSR 3 a7 s BRI 80kl 3510, VB FH AL
EPUB-R ZEARAL s O Ak R ZE R R Rt ME 1T Y CaSR
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B4R 225 R 1Y B I RN b | TP TE KA
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323 HURZFRRR VIR X T H R 259097 0
SRS SHPT, v % 8 FARIABTT

4 IN
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