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Abstract

Central Precocious Puberty (CPP) is a common disease in the field of pediatric endocrinology. Its
pathogenesis is complex, involving multiple factors such as neuroendocrine regulation, genetics,
and the environment. In recent years, the role of Selenoprotein P (SeP) in the pathogenesis of CPP
has gradually attracted attention. This article reviews the structure and function of SeP, as well as
the current research status of its involvement in the pathogenesis of CPP in children—including the
regulatory effect of SeP on the Hypothalamic-Pituitary-Gonadal Axis (HPGA) and its interaction with
related factors such as Insulin-like Growth Factor-1 (IGF-1). Meanwhile, it discusses the limitations
of current research and future research directions, aiming to provide new insights for the etiologi-
cal research, clinical prevention, and treatment of CPP in children.
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1. 518

FFK A4 P 5 24 (central precocious puberty, CPP) 2 f5 % # 7.5 X Bt I HL 5 K B 8 1E 10 & i B A
SN, 5% 9 5 R HIE FUIE K — R DL LR WA [ 1] . TEBTEETE Z /T, HORRPE PR B R
R OEE BT, R, BEEITIR LR, HRW R RIRBAIEK[2]. CPP X JLE @R K B AA
%'J WS EN AR ASIERE, PEMNEAKE R B RSER, W HE R K

Al REIE SR BB, o LI RIS AR S 2, SR, o sgm LR 245 E DU
iE?JDEIEH#\ 2 T R RV RE R R0 2, oM L B O RE[3] [4]. H AT, CPP BRI A SE 4 WIRf, BT
CAHI XA RGN . G, AME SRR BT R4, ORI 2 (ORI SR W, R A 73 WA T4 5 5
BRI B 5 SR RS CPP kA% UIAHC[5] [6]. iR ANELFERMETR, 5%
FAEB R, W MTEM R A P AE AR N B EE RS AR, AR UAIIARAS . B
WEETT I R EE BEAEH . Ik, ARARIMIIENE E P /K- E 5 ) LE AN 4 i 25 FLAH R A1
RIR[7], IXAFAFILLE CPP A ML 1 I AE B IE AR 7T (M #4 a. BRIE, IR IS 3 P 25 )L
X PEPE R B R L], XS CPP (1 R B A0S B 7 v A R A B

2. IMEMER P EwESIThEE
2.1 IEMER P B&H

R P HIHUAR TR & O F i U4 AN, 7T 3R AE N A AE AN RIE TR 3([8]. flid i P
PARACA R (Sec) ML RAF A, I A et o 3al, AR - M IR KR, il
BRTHL. EE P AR RISR, JER RN 52 055 2 A AL BT ALl g, ZEAR G AN L
B A BB PR R B B AR I[9].
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2.2. MiBEMER P AITHEE

221 W EERE

FEMIARH, SeP wJ 44 I 60%~80%1Ailiju 2, filizk 1 P (Seppl)& —Fh/7r b, w2 MMt
WA R, BRI N S 85 M E IR 3 7 R 5 1AM R R 5L, /N1 C o4 M 38U 25 3
R AR . AEARIHCEER Seppl RAafd, (HMAN AT E R M. FHIES ) Seppl 2
A AR, HFIER MR K5 Seppl MRIE. B A E2 2K (ApoER2)Z MIE & 1 2k K ik
— R, ERESEATE Seppl FREARHEI ML S ARG, RN A BT Ml (AR B [10] o @R ¥R SR T
ApOER2 SN AAE L, Kttt ia 2 i\ PR DR IR A5G 75 SR HE BRI 2028, S e H Tk A Ak Y (GPX) -
i SIS B 1 o A S AR B 1) B PR R 10 o ZEHTAEALAE F v, SeP m] BB B G 14 4 (Reactive Ox-
ygen Species, ROS), JuHMIHiX#hZ R4 L RS54 AL BURH S A B SR E R [12]. 78K
W, H T IR B R AR, oAb AL S S A LAEE, 1T Seppl idid 5 ApoER2 ZZiALE A, AL
PTG, Byrns %8 N — I se e 8, MM Sl & i), B> ApoER2 B Seppl (/)N 2 Hi L™
PP Ih RS, RIS 2 IR PE, XK ApoER2 /i T/ Seppl HHX A/ IE# M Thse + 2
AHERBEEM[L3]. thsh, MIEHEA P ISR EAR N AEAZME[14], AVUATETRAA R, HAr R, i
b S A 2R 1 0 AR R, AR REMLAAR IE 5 AR A 35T

2.2.2. AWK

AAROEUE TR R N B S PR R GRS, B I B R T AR 5 iE R AL T R ERIRS, S8
PERLAE 0 28 VIR, S TR WA, R AR K I A P, 91 (ROS) BA R TG & PE IR S8 26 P24 (1 CO)
I AR FE[15]. MEMEE P R TaM P2 Sec 5RAk, BAMKMIUERET, —T7
M, MiEMEE P Al E#EE ROS KA KRN BHAEH T8, KEFEMER;: H—Jrm, mismE
1 P A28 B H Bk i 42046 )8 (Glutathione Peroxidase, GPx) 4% Hot 1t AU AL G (Al B IR 7, 3 5 e i3k oAl
PUEALER(IN GPX. TrxR %5)HIRIE KR = BTG, DOlCRIE B R DU /EFI[16]. thot, wetess
NI — T 7 R B, L& 2R ) P vl 38 I 15 400 9 U AR DGR R (K 08, % R E2 AHORIRL T 2
(Nuclear Factor Erythroid2-Related Factor 2, Nrf2)2, #t— 5L K HTEALRE J1, (RIS 32 SE AL N
BB i[17].

3. MFHER P £5)LEhREM4ERARLFIHHARIR
3.1 IEIREE P T EMR - 6 - HREBREER

TN T - ik - YRR A TGS, (VIR BB ER (GNRR) Bk P R 7T J5 2, /& GnRH
FREE TN 5 XA AR NP B P SR 45 R, 2a8E . i B SE  R JL M [18]. 7EJLEAE
KEBRERES, TR GnRH #H&T0EH AL A, EFFEMEZN, GnRH #14 o UK B 77 X
4k GnRH, GnRH {FH T ARG AR E R 40, M 2B By 4 Bk Z (Follicle-Stimulating Hormone,
FSH)FI{iE 3 44 B (Luteinizing Hormone, LH) & 5 70, FSH #1 LH FAERTPERR, (et kE
Ho WM R B R, WP EFERE . U Wb - S - PRI AT EUERT, sie S8ULE S
FXPE P B R A T AR R A TSR B, IMEM SR P Al 2 Ao A R T e - Sk - MR Th
fit, Z45 CPP HyAMILFE. Nishimura & AK— BT 7L M A BN 1 P A mRNA 7 52 AL 8] 5 40 A ik £
PR, HAEMBERRARTEF (RIS T, WA P ) mRNA FiE S50 B e N, [R5 5% 3 b 52 {7 (1 ik
W2 ThE, SRl P25 7 250/~ F#E[19]. Toh % NRIBFFE R, liGENE i de ik i F
R R BEBOM R AR (TRHR) A IR R B B IR 32 44 (GnRHR) [20], X gtk — 2Lt GnRH ik
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EF, st

i, SRHTHGE T - R - PR, & FECCPP IR L . RIRTELRIIUR, SeP LR R SCH
AR LEIELTAKKE RIS, 5T ERA SRR & T BN, SeP A3 I 12 G e v] e
FEARMGR =, TP WIS B RGRKE[21]. ITHEFT UKL, SeP EHHF MR E 1
MFRIBACPAFE R R R R s, B HPGA FEVEFR bR (WM MR . PRI E KT ) 7R M O,
FORHW RS SEFNAE MR FRE, 9 CPP AmHLEIFT et 18717 [22] [23].

3.2. MFMER P 5RBRFEKET-1 WHEEIER

JiR & 2 A AR K R T--1 2 90% FH T W20 it & i N 23 W [24] [25], FENARINT 120046, S 5490385 4y
Al AR R P 40 P O T2 2 Fh AR B RE[25]-[28], A RN 4 32 2E KR (Growth Hormone, GH) 1
o E)LBEAKEE NSRS, IGF-1 MUTEEHAEKMBRRE T RETEEEH, Kt 55F R
BRI, 5 ER - WA - AR S R I BRI, EE IS S R ET X AT Bk
DX 3PN 24 AP 8 P A WA AH AR I S5 R, B T30 GNRH 43k [ 386 i [29]-[31] » ST 4E R A 78 R BN
IGF-1 TEHE H MM 8 sl h K mEREH . s T HEEE, fEHH I IGF-1 &3, Bk SH
FWIHT GnRH BRI, F7T LA BT 75 B I E [32]. S —BF e R B, IR A e W SR /N BUORS T 302k
A BIEMETL. MEEMEAKERE, H2hh IGF-1 AR B ACE R, TAMNEM: R4 IGF-1 7]
ISRk A IGF-1 244 . Akt il Erk1/2 MR 1L, W] LAXGEAEASThRE[33]. [AI), Mohammed 5 A1)
WAL RM, IGF-1 3Bl E T AR NPENR, B49% FSH A1 LH xR AOE I [34], (R EEIR IR & S 2
We, MR HFIIR B R, KRR+, A CPP B JLILE IGF-1 KB &\ T IEH JLE[35],
U — B SR E R, B TR AN KT 13 v, B8 M S LT R B R (INS) AT IGF-1 & B 4t T
Fi[36]. XU T ISR A P KPS IS 1GF-1 /KF 2 1E A SRIX — ik

3.3. IEMER P SEH MM CPP & wPAIthE{EA

SR L3R AR PR P R R R P B T B R M E . —WF AR IR RS GnRH
2 TLHIThRE B VI [37]. BERI S ABFFT KT, CPP i LIS S Ak B 36 4% (1 9 — % (Malondialdehyde,
MDA)/KF) &2 Tt [38], 1M Ht &b 48 Fr (Wi A AL P AL B (Superoxide Dismutase, SOD). 45 bt H ki %4
AR ) 2 35 BRI [39], $7R CPP &) LAFTE I R BN IR A, (A RE DN, EFARKELRR
BE—BAE . IEREGLT, HURRIPUE RGBS IE R AR N P2 A2 1) ROS,  4ERFAALIE 7. (HEESRELE
IR T, WIS T R e . BRI RE, PURRENSBK 2T m, S5 ROS KEM
o WA PR RY ROS AT DL e 22 245 7% 1 B LS (MAPK) 5 5 206 3%l i it LK 2
5k R, FEARPEIR ISR B0 ER (GNRH) 2R S S4% S R IEAE R, TR R i - 44 - PR i dh it
IT R BRI [40]. BETSRAEEE CPP k4. ST A P /EANUAE BRI AMYIR, KK FERHES
SENVATUAIEE T T, INES NG . — 3 SEIIEsE, EHEMOGEEI(OCR HAEfS 21~35 K,
Sof NS ZE R RT W)A AR &, TS BOR UL SeP /K R 40%, KM ROS & & 2.3 1%, [H
i GNRH mRNA ik &8 W E N, HEME S EHERT 7~10 K[41], (HULBt 5 mahscss, EANEH T
HAMEIE T kPR T

WLEERIE R I, SeP i it S A0 R 08 I [R] 2 1 4% KISS1/GPR54 R 4iyE 1, #Eifi i HPGA Thik.
— 7T, FAL SRR KISS FERI ik N M KISSL #4876 N A7 AL S B BUR T (40 NF-KB 45
HA705), ROS FLEMHE NF-KB 15 5@, {2ff NF-KB #3415 KISSL R )Esh 454, i
KISS1 mRNA #£iA[42]. SeP Gt = if, N Ffx ROS /K-F-Fhm, Al 1E5R KISSL FE R FE % iE . — R4k
G RIR, WK T AN KISSY #1468 TR B = 5L (Bl SeP = IRA&), ROS #&EFtmE /G KISSL
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MRNA FRILEIEIN 1.8 fi5, Kp /W& 2.1 £5[43]. 5 —J71H, ARBTG5 GPR54 52 AR GUR M :
GPR54 2R [l AMEA7 75 - R IR IE 2L, ROS M SIS BI vl e A 2 A %, $emdt 5 Kp 4625
7441,

4. INGE

JLEE R P BB R AL A%, W R Z MR REILEEN . IEMES P /E Ny —FhE 0 5
WA, EARFUAMMIRA . PUESRSE RS EEER. AR, MIEMmES P
VAR N N - T - MEIREEGE . 5 IGF-1 A EAEH LA AN R A iR e, S5 LES
AR 2 ) R I

SRIM, TG T ISR 2 P 25 CPP RJW ML BB AT SRAFAEREA B /N HLEIAF FEARA ﬂz
T AMKIABE SRR . Kok, FEEIY KEEAE. FFRZHOPR. RAE - FHLH
JETF-TRIERT FEACIARE U ot 7t 55 07 2, i — B I TG 2R P 72 CPP R AL
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