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Abstract: Central precocious puberty (CPP) is an endocrine disease of children due to the early onset of hypothalamic-
pituitary-gonadal axis function. This leads to increased secretion of gonadotropin release impulse, causing the development
of internal and external genitalia and the presentation of secondary sex characteristics. Studies have found that the onset of
CPP in children may be related to vitamin D deficiency. Vitamin D, affected by sunlight duration, acts on neurons and
neurotransmitters in the hypothalamic-pituitary-gonadal axis, promotes obesity and affects the expression level of insulin-
like growth factor-1, which are four factors involved in the occurrence and development of CPP. The overall effect of
vitamin D combined with gonadotropin-releasing hormone analogues on CPP is significant. This article reviews the

correlation between vitamin D deficiency and CPP, as well as the possible mechanism of action, in order to provide some

theoretical basis for researchers.
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1 #ERDECPP RFEHHEHHHARERE

HETIA AT 8y CPP & s BIL i) A7 B0 Bk PN 58 78 BOUR
(KISS1 #:H . KISSIR #H .MKRN3 # K .DLK1
BEPRD) 3R WL 35t A% 46 o 1 9 1 4R T R BE N 43 W A
Yy A HEVE D L 3 2R P R 5 ) 4 A T
AR I 5E W oR 4 R D A g Ot s A2 B H -
] 8 5% AR T HPGA | Y #2820 K i 22 3
J5T AR A S AR 52 e S B 3R AR A2 K 71 (insu-
lin-like growth factor, IGF-1) £k /KFiX 4 4~ A
£S5 5 CPPIEEKRIE.

1.1 BBemEdHwmErE DRFNEY @
CPP WS¢ R W £ B 5 ) Wl 4F 1% BAT — 5 9 AH K
P, Grivas 2 BFSE SR b 26 T D AR A ) AR
W4 (/N TARES D4 B ARG R 46 2 <<30° 1
AR ) A S B A 2 RE Y T R AR AR AE
25 B <T30°I , Wi 45 5 B TE e H BRI TR] AR X e b, S
B4R D Gz AL w8 ) ST, 2 E T
IR A BETE 43°~ 51 MW A . 26 BE AR 48 m 1°, %03
ARSI AN 0. 04 %, H B i 58 UE W v 45 2 3 6] Py o
Y il & (follicle-stimulating hormone, FSH) jifi &
45 1R 1 R T AR ARG AR v £ R B ) T AE
WAL C IR R 52, ik 5 FSH 9 /E A K.
IRER W 4R I 15 FSH OC & H i i sk = BF 5% . %
25 B M X ZE AR 3 D i 2 E B RIK 500 ~97 %, K
2 B BRI TS R AHLE R R D KV 32 4 B R K ik
R TUE W A TR R i 4 % DY, 45
o B ORE[R] AT B8 S8 S 5 4 AR R D KO- ] 4 5
PERF AH AL A B

1.2 #A 4% DiBid#Hwm HPGA £ 5 CPP X A &
B HPGA 2845 N3 A 5 MR AT o 1 32 2 N 43
WHRG ., GnRH #1450 HE kisspeptin/ il £ ik /5
ME ik (kisspeptin/neurokinin B/dynorphin, KNDy)
2T AT L Ik b B GnRH L, GnRH /EH T
e AT AR 2 A B BRI 4 6 AR A R ER (Luteini-
zing hormone, LH) 1 FSH, iX % Fl {i£ 14 5 1% 2 1F
FH TR A PR R B R ME R R B N A AR B
MR EME AR R, PR RPLEER DX Gn-
RH #f & W #EAE R, T g 5 HPGA J3 sh &4
K, i\ D Rl E G L B HPGA i #if 22
JC P28 BT R SRR B P R IR AR
L2.1 #4AERD SWMEc. Mawdi 44K D
KREFANERE 44 & D 324K (vitamin D receptor,
VDR) 4 & ), VDR i i 45 #L2& [H I 19 7 2 DNA
oo (vitamin D responsive element, VDRE)

SRR RERERNFHEEZ D WARFEY
SRR, PR R IAE GnRH1 5 S 3 T X 57 1
VDRE, #Eill 4t 4= 2 D il 82 5 #7157 GnRH mRNA
23k .GnRH Bk A A% LA B GnRH #2850 19 2
fEl . N-H 3-D-K & & 8 ( N-methyl-D-aspartic
acid, NMDA) Z K FILL 8 2R Z K )& T GnRH # &
TG D% PR 22 3 T 37 A4, B E B 2R IR 4 HP-
GA fEH . Bhattarai 28" 5 WIF s 44 R D, wf LU
FEA R NMDA 175 5 (14 28 folt J5 FL 30435 4100 ) P 1)
Ui, AR D, LI NMDA F2T 3 5 % 52
KA 5 GnRH #4076 M . E Ml CPP., fml
e ZE D, BeZ vl e S e GnRH #1201 2447,
TEMFFAKIE L. GnRH # &Itk M L K458
H2ZF] VDR Wy ia 4" i 58 & 34t £ R D nf LUl
AL DI ZH/E LAY Ca ™ A S 05 S 5 S M &
e 2800 e A= R D Al g aE i B e L R4
TE RN K R i GnRH #f 28 50 36 M B3 v 4 0%
Foe g MM a ik Y. R AR,y AR T R
(gamma-aminobutyric acid, GABA)ZEfE KNDy #fi
2t FiF M5 kisspeptin 434, Horh GABA 7] L)
M GnRH B A 8F 58 & B 25-F8 4 4 % D[ 25-
hydroxyvitamin D, 25-(OH)D ]t =Z 5 GABA =
L BLAT — 58 MO

1.2.2 #AERDH5HUE EERZHRIBHAL 5 W
() —Fp i 2% 98 2 T LU /R F R B 5ok X
Wy KISS-1 #f 28 jo, & #F KISS1 3 [N 3% 8
kisspeptin & [, kisspeptin & 15 G H IR Z K
54 (GPR54) 454 1 KISS1/GPR54 2 % il Gn-
RH # £t B it GaRHS, A i 4% HPGA.,
WFFEFEMH 1,25- "8 44 & D[ 1,25-dehydroxyvita-
min D, 1,25-COHD, D, J AT LA il A 1A 59 5 fig 5 41
ZUh 1 mRNA JKFF1 533 0 K 8 VDR #] LA
BELIBT 1.25-COHD, Dy X8 28 43 6 9 400 i £ S . H
HLHI AT RE 2 1.25-COH), Dy 38 2 437 T 98 2 5L A I 34
WEEBL Y — 28 kb ) VDRE 52 8% 98 &K 1
UYL AR ABE R Y 25-(OH) D ¥ Z |
FETE SR 2, HE A 25-(OHD D 22 Ji) i) AH Bk
AL E R AFAED . HE 4 A 3 D = vl e 2
Yok 555 %962 28 1) 1 ) A L 2R T S O 3K 3 Gk e
CPP L. BRTHEEZII AR DHRZ MBS
PR R K. AR 4EE R DKE S LH/
FSH HES AR, 44 &R D b= n {2 ik CPP
BLFL S KB AR

1.3 %A ZFDidE%h IGF1 KT 44 F AT
A IGF-1 j& i 70 4~ S 1R 4 A ) st 2 ik
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BN T Ol o 1 7 U/ o | B g 1
Hrf K & (growth hormone, GH) ##$, /E & GH
A TR 7 &R T AU KAEH ., IGF-1
ATREE A /E T GnRH 2 5 3% & W09 18 35 fil &
Jetd, IGF-1 ] Ll oo 376 e i RAEAE KW 752
W/ RS EZREY-1 E5Y. SREANE B #
B AL B IR B O S L R A E A 2
(R 90 i R Ak o AT BRI X i Ras ] U508 3 A 40 7
YEH I Ras WIS E A INAESHENSERZEEA
R AL » DTN HIRL kisspeptin AT GnRH # & B AN
B . RAMIFgE R W IGF-1 n] H 4 43 GT1-7
A5y GnRHYY JIGF-1 /8625 T K GnRH
MZITTMR T . GRS Bn CPP &2 #ik KN IGF-1
K R IGF-1 5 CPP A 2%, [ 4 iF 58 3
BAED LG AER D B= 2R RHLH &K
- IGF-1, 5 [ 4h Marwaha 2E509 BF 5y — 3%, 4k
£ D v geid of KA AE H # m IGF-1 | #: 2 5 CPP
K

1.4 $gAZD&HZGE/EEILE S ECPP £
F 5% 2 B I8 bt 2 CPP B fa B PR &0 R i = 48
% (body mass index, BMI) j& i & It B 19 A 146 ¥5 »
R ERILEAGRE HERE ZALLE WA
AR BMI [ 38 i i B AR, R A2 F 5% I B R
5 CPP Ry AHCHL I v] 58 598 K st (e 281D 4%
A K G AR AF 5 2 BIE P A 2 3N R B B v A 2
T Jie 19 7K SF- o 38 28 18 1 B 55 A8 B A 2, ) IR o SR
BT, p53 B I A S 4 i T A I A B DR 6 11 HRC
AR LR o 26 AR AR 16 A 75 2 A T 22 )R A R
SO 5T K B BR AR S S N BT e i
p53 FIAME N, p53 A GEE 1 c-Myc/Lin28/let-7 &
gomi HPGA B30 . A WF 58 /R 4 pifithrin-a
Ml p53 Fik 5 H W SRS . IR kL
bR D BLZIER R RR &S X LB
Sy B CPPY™ , (R4 R D /K 3 o I8 5 3 1 %
TR B A R T R OIR 55 R L RN R A T R
fg W A 23 o fk A K S BUR S . 78 CPP 5484
D= s R B JLYEE R D K5 BMI
(038 o AR S BRI 2 A= R D e = ] #E
o {2 FE L i 1E] 2 i) CPP,

2 WHHELEED ZRIRS CPPIr WA RS
#ERDETEERMAY . e e &L
5 45 Wi vk B 0 S 18 . 38 AT LA YR YT R 4 o0 40 i R L 4
B AR, 2 R I TE M R K B9, il CPP,
12T B % 28 B ik i 2 25 L W (gonadotropin relea-

sing hormone agonist, GnRHa) &4 77 CPP &% H
(10 25 ) 5 T 3 A L ol 3 i KL 41 & HR AR, CPP
SOLRY BB R L o 4E R D FokE oKL A B
FFEAER ] GnRHa 697 i B 4i 4 % D K F
SIREARE . BE 6K — I K ) B, A R A Gn-
RHa fi4EE R D BCG 452, 5050 R A5 35 L3R
AR o3 L 4 A4 8 D K-, AT 1 5 11 PR
Jragt . BRI R4 R D B GnRHa J6 97 B 3%
KAk CPP &L FSH WEAH (i — % (estradiol, E2) &
LH., & 5400 T il 33 3 AR5, R i iE 8% 2 CPP
BILW 5 — A B RAE  DF 5 R B4R R D IS il
B WA TE AT LA BEAL CPP B LY 1 JE AR A
R B 1 Wl R AL R R ME B AR ML A0 AR
P IR I R . BEAh iR DA Gn-
RHa 0] LA 3L FEAR CPP BILIM IR AL FH &
AT 3k 28 CPP LM 2% B B s iz,
K H4EA: 2 D B4 GnRHa j/97 CPP 9 S R &R
B3, B atg e  ua kM T GnRHa B4 4
AR D BB IT LRI RN

CPP 2 JLEEH UL — Pl P9 43 6 95 95 » 2% 8L
A& & B FLO IR AR R EE . CPP R mAEREE
T RESE AW AR W 0t R AR LA I B A R
B IR B SR A Rt A BE G RO R A
Bak, ZIAFsE R M ILE CPP 54 £ D k= A
FAHCHE 4B R D = 5 JLE CPP AHE AL AT
e 5 H Bt . HPGA IGF-1 B 254G X, 4itk &
D B4 GnRHa 47 CPP By SRR B 2, (H4i4
E D=5 CPP fF7E BRI R X R H A B
W, IGF-1 5442 D MR BRT A EFIL, &
WS R BYEE R D 5 B 8 CPP AH 1 1 0F 528 4%
A JE AR L — e Xt CPP B # 5454 % D X &
(I PRATE ST AT LA T A S G IR R 4 2B R D 2
A5 o T R e i 250 5 % 2 AR .GnRH #1453
P E %7 HPGA 24 CPP i &4k, IR ik
B CPP B ILYEE R D KT/ WD DL KA 3, Lk 31
YR FE S5 I AT DA ST R RE TR I PR SE R R R
WIRTIE M A 7o 4 D A Al AR AR CPP B &
R HLEAFE D e id A #7841 B R A T
B — R,
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