824 ol 224 T A 2020 4F 6 A 5S 41 55 6 ] Chin J Sch Health, June 2020, Vol.41,No.6

- BEBMRBERE -

EFREREREUNTSER
BEXESEEH LT BRI ETIEMEXECH R

A I A AR G

LZRIE R R AL T2 B LA A 54 R 22, 5 A 2300325
2. AR N U RR 2 B i S0 2 53 N VR S0 AE i TR i s

[HE] B BTSSR RS BMD) Pl 5 23 R WS B s H AT R s, hLES
IR B WE R THORR RS ZKYE ., AiE  EEIIET 2 PIRX/NER 1263 5 — 2 =ARgeed @y LEARKE
ABAFI, F 2016 4F 3 A TR IR ,2017—2019 44 BT R BV P82, SLai A 997 24 4E i &R R E 115 BMI,
L HFL 5 Tanner 438 A1 5 3 B ALAA, SR AR 00 AR SR ZE AR B BMIL A I A sk 20 38k i TR0 4 284 - 2 4
BMI BLilb it 55 w3 5 F W A s sg i, ARPENARIY 17 S8 B4 SC SNP 1[5 Z LR AA R, &R BMI HLl 4k 3
I RS I W A RSB AR AL, IEHIYMVE RS A INE FIH A B 23R E KT 4 (PRS) 41 58 3
FPREE B SRS R A L, R AR L S AL R B AR AER 6.10 N H (K IEJS TR=1.05,P=0.04) , SHFE21E % A
L, BAT MK PRS 4% PRS 94 SERFLEE & ol AT 43 0] 5 71 57 3 sh AR i 4 A 3.42 1 6.84 A~ A K (BEIEJS TR (E 411N
0.97 F10.94, P {H#4<0.01) ; HA 1 4E PRS 14 B 47408 Bl 0 k4350 5 3L 5 0 sh 4RI 3R 1T 6.72 F1 8,96 4~ H A 56 (#1E
J& TRAEAY 514 0.94 F10.92, P {H#4<0.01) ;7E 15 PRS & B, KRS M B ul Lt LB FL 5 n shF IR s £, 40 5
10.80 1 12.96 4~ H (A 1EJ5 TR {H 4514 0.90 F10.88, P H19<0.01) ., &t RSB HEMIEM S EI 0 KT HRATH X,
MEFE AL SRR AL KU B S AL A B HER A K,

[XgER] AT EIEEGEF, HEPET il ; L

[FESEE] R179 Q39 [XW#RIREE] A [XEHS]  1000-9817(2020)06-0824-06

Prospective association of childhood BMI trajectory and polygenic genetic risk with puberty timing/FANG Jiao, ZHANG
Dandan, YUAN Jingyi, TAO Fangbiao, SUN Ying. Department of Maternal, Child & Adolescent Health, School of Public Health,
Anhut Medical University, Hefei (230032), China

[Abstract] Objective To examine pubertal timing across body mass index ( BMI) trajectory under polygenic susceptibility
in boys and girls, and to provide a reference basis for children’ s adolescent development deviation form early intervention strategies.
Methods All the participants were recruited from 1 to 3 grade in 2016 from 2 Bengbu primary school and were followed up for 3
consecutive years. The study comprised 997 children (418 boys) with available data for height, weight, BMI, breast Tanner stages
and testicular volume annually. The polygenic risk score (PRS) was computed based on 17 SNPs derived from published genome-
wide association studies for early pubertal timing. Group-based trajectory model ( GBTM) was used to identified BMI trajectory in
children. Accelerated failure time model ( AFT) was used to examine associations of different BMI trajectory and polygenic risk with
pubertal development in boys and girls. Results Classes of BMI trajectory were persistently healthy weight, persistently overweight
and persistently obesity. Adjusted concomitant variables, boys with persistently obesity exhibited 6.10—mo delay of testicular volume
in low polygenic risk group (adjusted TR=1.05, P=0.04) . Compared with the girls in persistently healthy weight group, the girls
with low PRS were persistently overweight or obesity, which was associated with thelarche age 3.42 and 6.84-mo earlier, respec-
tively (adjusted TR=0.97,0.94, P<0.01) . Persistently overweight or obesity in girls with moderate PRS was associated with an ear-
lier age of thelarche timing of 6.72 and 8.96—-mo, respectively (adjusted TR=0.94,0.92, P<0.01). At high PRS groups, the per-
sistently obese girls were found to have a more advanced age (10.80 and 12.96—mo, respectively) of thelarche (adjusted TR=10.90,
0.88, P<0.01). Conclusion Persistently overweight and obesity is associated with early thelarche in girls, but persistently obesity
may increase delayed puberty risk in boys with low polygenic risk.
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