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Abstract

e In recent years, the incidence of myopia has been
increasing annually, emerging as a significant public
health issue, particularly among adolescents.
Recombinant human growth hormone (rhGH), a primary
treatment for short stature in children, has raised
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widespread concern due to its potential to promote
myopia progression. Recent studies have revealed that
( GH) may
development of myopia by regulating scleral extracellular

growth hormone contribute to the
matrix metabolism and axial length through multiple
mechanisms, including downstream signaling pathways
[e.g., insulin-like growth factor-1(IGF-1)], cellular
signaling pathways (e.g., MMP/TIMP balance and the
Wnt/B - catenin pathway ), and epigenetic mechanisms
(e.g., miR-29a and DNA methylation). Therefore, this
article reviews recent research progress on the role of GH
in the pathogenesis and progression of myopia, with the
aim of providing insights into visual protection and
myopia prevention strategies for children receiving GH
therapy for short stature.
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MTAESR AR 2 K30 N R SR W — T E K 4t
TAEY, JC AT DR R T FR e R 2 B T
e, AR, YAl eRERNY BB FEETE
28.3% , Wi 2050 4F3X — L ol ik 5 49.8% ", b
LRI 0, v R AT AR Y e [ 2R BT 2
FRETE T IO O 55 R AL S S S A DG T R 1Y
SRS, BRI, RS AT AR 1) 2 98 ML X T e TR A 3%
TR S hl R A A EEE Y, EHAERKEER
(RhGH) fE M /IME B E 1 = 2036097 T B, BEA% 3 i f F
SRR T e LY B e (B AT Y 8 4k ot
T it — VAL . ST ST R U], RhGH IR Y7 AT GEI8 o 415
Ji % FEAE A K I F—1 (insulin-like growth factor 1,IGF-1)
IR e FL AR 14 235 44) B 9 e A28 R gl 4 B (axial length,
AL) KB 2k, BEm s S R R AR T
Il PREE 6 RhGH ¥ 7E IR B XU 19 563 . H A, RhGH ¥R
7 5 IR SR B PRI SE R M HIAIL I B AR T TS i o A
W, PR, A SOR R GE48 R GH R AL & A= P Y 4 F 0L
TR TS R | R O IR Bk A K & B AR, L
199 A 3 PR B 4 TR s B R IR
1 A RKEENRBRIZERIKEZ TR EEKE
T1EKBERESHEERBHIRIE  ERKIHEE (gowth
hormone , GH ) Jz&— i1 Hy figi & A< Fij I 98 82 14 40 i - 0% 1) I
FE, BV BRI B PR A S B A A, PR BEAS
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WHIEH EKS5RE, CHE S G4 KEE 2K
(growth hormone receptor, GHR) 5 IGF-1 =4 {2k
A G A I B8 5 Ak DA T D2 A R A R R R R 1Y
MR LA K L E R IR & R R
GEIN HF 22 1 A B, GH X AR Bk AR iy o 45 32 2 1o
IGF-1H1 IGF-2 PiFIE A5 . Harvey %57 R F G
AT AR B 7 A B £ A R ) A B A A IR
BEESRREA TESZ GH e GHR 7£ #L W i 15 B 38 {4 rp 74
F35 . Harvey %5 {5 M) FHBF 5848 i, GH Al GHR 7 fi1
25 IS SR LS L B s Rk 0SS
R IO JE R Ik 255 5 e 4 i 22 OR A 5 M4 A D RE . Pérez—
Thave %7 3 it % AR 20 2UFE AR (1 qPCR 40 #F & BEL, GH &
GHR ANXUAEAE T 40 I J A 22775 4 B, 38 0 A T3 A~ A2
PR HLAE AR R b R B h F'50 . GHR 7E £ IR 5
S5 AT I TR 2 I AP 3L B ( extracellular matrix, ECM) 1)
AR, AR B P 2 /) GH A5 538 % 7T B S 5 0 Bz 2 4
L) AT S D RERTYT . X FP L ZURE SRtk ) R IR R
GH TEMRH T B A [ 43 M5 Ko 55 43 W (1 ) 15 TR

1.2 GH X ERIKEZ B RIFM A JSFAE L AR I R Bk w
b T A PRI AR AS | B A A 8 G, HL e DI HR 285 52 W 1)
IR R —i B Y GH A KR 7 & 5 6
SEFEM . Liu 2 H9 8 T 6 GH 3G MR GHR BERR /D BUBE
Y I B Al A R i 2N T B AR N 428 GHY
IGF-1 BifEMRER A F LB HAHEZWIFEIGE,
Berthaut % & BLTE M AL 219 IGF 25 T i L 4T 4
0 B 28 T B, M 26 5 A IR o 1) 3540 T 7 X A )
ifs YIS . Martin 55138 33 AR BT A AL S GH #%
FEPR/INGL, e BUG 00) R Al B W el 1 I, 249 A B A AU 4
K 10% , [F] R BEAL AR P J2 I RE 5% . Solomon 45 1Y
ST R L 36 d B RGENE GH IESHE GH L 3h )
ARl B A 1 S A A 0.31 mm, %388 4K e BE B /N, 1
7 B AT LA E H AT e R BUE XU , iZ 4 5 IGF-1
KR T A O, X e R GH W] g7 5 /D 4F
AR R T I T A A

2 GH 5 & BaYla R#H R

2.1 MERMERER MRl B R I A R e )
ERZEN . ZHHEE R, A A K 1 1a) , B
KGR 3 5 S IE A OE Y Mohd - AL 85 X
FEd 8-9 % JLEERY AL Jm JGRE M B s AT =4I &, A
B AR 1 em, AL AT 340 0.056 mm, Wang %" fiff
9% 7-15 & XSG L EE | % B0 B im0 3.92 em AL 354
0.22 mm, &K GH KU, B/R GH 7EI##E
MR 3R A G BEVE T Parentin 5511 5l 5 HO A K
8% BB ( growth hormone deficiency , GHD) B JL Al 5 JL
IR A e, & B GHD JLEE V- SR il B 22,28+
1.14 mm, H5IE® JLEAH b, GHD JL 2 IR il < B
Parentin 25" EXT GHD 2 )L3%E5 RhGH JEIT G 1T 2 a
BE VA A, A DU 1) 1R 30, P B 22.02 mm 2
22.30 mm, 784k +0.27 mm( P<0.001) . Lu 2" [a]Jifi 2019
AE 1 % 2023 4F 10 ZEATIH 1 SR IR A} 25 B st 12 14 3 41
BILId sk & B, #:52 RhGH IR 7 B3 AR LHR Sl 47 36 R
JEEARIBITAM 0.12 mm, DL EWFSREE/R, GH K 5k

R RV 22 [ A7 AE — 2 B AR, #1E0 GH B T Wi 53 s vl
Al H SRR S I & A K OR R T B DL
AN ST AR LI A 5 R s HIR P R 3 25 P A 45 &2
AN ZE
22WMRE=A R ZHGIREE R HE CHIRYT 5 IR
HER A TE AR DG (H L PSR OCHAT A2 4+ 1, GHD (R LAS B 7]
REAETE R R I IR 38 & & . GHD HJLYE$:5% RhGH IR YT
I, ARl B B30 38 T () % fee e L 3, ok i LR Bk
A RAR T B 5 IE H AHEAEE 22 5%, RhGH IR Y7 5 IR il 3
KATREHR A 8 T8 Mk & &, Mk GH i 5 09 Bk i
BV AN HBLTEREZ GH VAT I IR AT g f Ab
TG Sl A [R] 2 BR BT R 2 A5 15 304G R il , B g 22 800t 78 &
TS, FL, R TR HE T EILA B4
KAB MBS, Say7 T R i A 16 2 B s ik
GH (AR, R B I AR 95 2 567 GH IRIT RIS
FIIRGNAE L, AT RhGH 7 it J7 72 55 0 ik Jie 22 ) A
KRGZ RGN, AT I RIS ASIBEE , /347 A
)70 IR s 1] 5 ARl K 3R 2 ] 118 SR I SRy i PR A4
TRiR T IR
2.3 FHUMERZE  Hulw K REMSRHT, 78 GH IR YT
VI A5 300 R 97 45 T B 75 BB AT 4800 28 MR i 39 I, I o
BTG A SRS BN P ANE B X SR U A
SN} Tl AR S R AT F 2 X, ] 45 S /MIE HR L (i it
B B A [ st DI R 45 BT A0 XU | 2 R e AR AR 5% o A5
3 GH if=IE M E D FHLE
3.1 GH/IGF #R9#Z 0 ER DU EE 18 2 I AL FIR 222 < 174
Ko B R, 5 K ECM QI AR 5 | 40 it e % 1k X LA
oL R EE N, RS T, JLIE ECM FE 2 i
T AT A58 JA T 2 e e v B 1 R i, T B LA B i e
I BB RS GH/IGF -1 Tl i [ 43 W K 3545 Wb )y
AAEHR L2 b 158 A % S ECM 11 8h 25 P-4, HR BR %
T R [ 34K 38 57 R PR P Cheng 45 #E— T 56
FIGF-1 M H R Z BN 5 R W5 & L, SNP
FREER A AA Y 12162679 JLEE IT A0 XUES: 21 T J: R A GG,
IGF-1 254 HAZ IR IGF- 1R JE nlfE pE iR Gl K 5ip i &
HRE ST AAE 56, Kusakari 25 5% 4 XS I 5t 3 25 30T 4045
RIWFIE A B, 1GF - 25 W LSS A8 300 40 2 e 3o i v 440 i 174 3%
B A S GTERS AR TFIAE T MRS RS, IGF - 1 RERS I
TR ANGE 7 (0 IR LIRS 1 2T 4 40 B rP (% STAT3 {5 53
%, A 2 6 A ST AR B B LA R 0 v o TR Y A
FH. Deng %63 i 1] 1E % S8 B 3 25 K BRCIR P 7 5
IGF-2, &3 14 d J5 T8 5 3125 K SR 0 R GhRC 2 L0 TE 3 B
W29 0.18-0.36 mm, H 1 914w 7 & 19 1IGF -2 & iff —
A TR S AL 50 R il B 0 184 T S 5 S AR 2 |, 26
IGF-2 IR S R 25 R W & e rh A (R VR

F i 4 J8 25 (i ( matrix metalloproteinase , MMP ) J&—
KT z2551EY) ECM B G, JL-TF- 58 R A B 2 554
WA ECM 414y  FER G & B S 4l 40nT ¥ PR 5 vh & 45
TEVEF, 10 5 0 L T 0 R e K R A AR
HH 4 B E A B M G F (tssue inhibitor of
metalloproteinase , TIMP ) S MMP B8 P R M R
MMP (928 KRG o Li S5 AT R A i 3R
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Ab Y N A8 R R A R (APRE-19) H1,IGF -1
WEETH P BE MMP -2 Ik 358, 1] TIMP -2 [ 433 &l 3%
REAG, HLAZ 800 i 2 T 15 38 e B3 R A R Bk (i) 1) 2B 1 om
Jal o AT A0 Bl P A A (AN XS K B A R, 3 A
IR IR i MMP - 2 & H & mRNA 7K ~F 3 1, i
TIMP 2235 M RE 27 | Liu 2504 22 T4 B 2 IR JE 52 341
ZRE SO IR R R B, B2 S d S A2 5 M HR L
TIMP-1H1 TIMP-2 ) mRNA 43 %I F % 63% 1 47% ( P<
0.01) ; R PIERFE TIMP -2 BEMEA R 1] TS e Do e fie | ‘b
FIAELE TR | H TIMP -2 ZbF2H A AR X YCRE (-4.9+
0.5 D) B BAL T X HEZH (-10.0+£0.6 D, P< 0.01) . %W
FEH  IGF—1 1] g3 33 55 MMP -2 il TIMP-2 (1) %3k kb
], 75 e SR R A i i 5 i, Rl B 2 hE Y
Yol — A 55 T DURSE A S5 K M R R | S R A
Yy 720 R B, 6 IR P R AR AR MR B e ek
GH/IGF % i P # ULIE ECM S OB R 58, HiES 5
IEAH R LR E S 3 7R SRR 5 A A 52 56 e ) 52
FFIGF-1/1GF-2ili i STAT3 {55 K& MMP/TIMP 2k fiif i 1
TUBEH S5k, SR, X LML BIFFE 22 A0 14 2 el & 2%
B AR AN FGEE AT B ) 5 GH IR I B4 ¢
I s e — B IOAE . A IGF 15 5 5 Hofth 3 2% 10 52 B4R
P E AR AR
B2 ESKBERE MMEMGSESERAERN AR
PR B CEE ] . TERM B TC K s i e rp  fArE— 2K %
T 22 R RE AN 2200, B AT 2 0 DO PN 22 1 M 1 32 ok
A AL 58 22 1 e k5 30 0 % i 2 R RE %, T GH U]
FE A 3o 8 45 1 26 22 1L i i 4o 422 G P B R e Ak 8 ) T 1
BRI, R AP S 22 B4 B K ST, DA T el 7 )8 4 AR BR A K
A O JE 155 5 s 0

GH/IGF i 3 W0 A 8 45 4 FH O R 957, JH: fg i o
Wnt/B - 1% ¥ H (B - catenin ), 5 fL A2 K 7 - B
(transforming growth factor—f, TGF-f3) IERGR i - I EAuN
RERGLE— R UE LB F 9, Hu 250 58 2o /)N R R 55
UEZ IR Wnt/B—catenin 3 {12 7 I 5 A% £ 24 240 i 1) JIL A
LT YR 5% 434k . Bolamperti 25 % 31 GH 4k B 41 Jfg
J& , Wt 3% ) Wnt3 2235 F T, B—catenin 5285 I 7K Fl
LA AR N A KR 8 =, 38R GH 5 Wnt 3842 7]
R 1 P B T S5 AR 5  ) 9K 20y L 8 T 4 4 i 43 Ak
Je ECM ## . Da Silva 2 JE52, TGF-B 7] 4 58 1, 27 4
0 6 8 AT P, A A 1 2 2 R R 1 5 e as e
WOE B RE AR R AR, IR T ECM A& R | [R) i i 54
HESH ECM AR, SRTT, GH ZKF- () F+ 5 mT $ i) TGF-B/
Smad3 15 53 B, ¥ 0 PLIE i R DT AR, Hl 55 ECM & & fE
HH, CHEN Z&FSEES S 0EE. (1)@
Wnt/B—catenin i #F I B B £F 4 41 il 73 b 5 ECM 5 ¥
(2)EAIH TCF-B 155 Hl 55 ECM &8, {2 3 01 &
A, XL BN T GH BT L TR I B85 T FRie 3
fill, AP T — 4 B GH 78 0L M I {5 548 S iy
FLARSYF BT, LA A 30040 B 4 4 A ) S s L %
3.3 RMBEEEIMA  FVBEHUEHIE GH A5 B I
FHASEIE R 2 P i B AR 0 Schippert % M HE T
TE AR S FF -1 (early growth response—1, EGR-1)
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PR e o3k /0 BRURSE 8 | A 8L G IR ity W) A S K (3840 0.059 mm,
P<0.01) , P-4 BB 3 L 6B TE B EGR-1 7E IR BR
A KR B SR . Hu % B9 R EGR-1
JA BT X DNA ALK 5 2 P 3Rk 2 AR G, X
LR GH n g i 8 #25 DNA B Ak, AT 1] 322 52 i) 3T 40
KAERFE EGR-1 M sl v | s s s iR R A 4

AE4R 1S RNA (non—coding RNA | ncRNA ) 7E VT F8 A9 ¥ 2
I T 7 3 527, B/ RNA ( microRNA , miRNA ) & —
2y 22 DML IR B A BRI E SRS RNA 40 F , A &
PRSFE T AR R IESE S LAY &R S R R VIR oG,
miR—29a A N J& W E A MLIE TP ¥ 45, Zhang %61 )%
T8, miR—29a 41l DRLASE A 2T 24 200 it S 490 190 s €, 251 iz 4
L (RPE) H MMP -2 323K K 430 , b 7 FLAE T 5 MR I 7
PR AT ST, Xie S5 i 33 XF 554 4% o R DU 3238
WATIER 31 AW B 2F G M, & B miR-29a fY
15157907 Z 25 1 25 B A & 3 3 L XUR: (OR = 0.682,
95% CI = 0.501-0.929,P= 0.015) ,32/51%Z miRNA 7] figii
o VR I DS A (T COLIATL) S 3 R i7E J# . Zhou
S AR R S 25 /N AR R B, COLLAL Ji sh 1 &
ST 11 CpG AL s e H 4L 82> T COL1AT mRNA 119
eIk, AT BE A2 T A0 I BB D B 1 A SRR AR Y o SR
GH 5 miR-29a fEif M & B T AFE R 22 HAEH.
Galimov 25" B3 7F GH Bt = /N B8 h % ) GH 897
T B LT miR—-29a B33k [R5 ) 5L
COL3AL; FE ASNUE A, i IGF-1 1 dE GH ELHAE
H, 53 miR-29a F#I5S COL3A1 £k, #£/8 GH 7]
Aei T B2 5 IGF-1 JG 7K F [ 42 84 miR-29a, X 4L45
R GH mIfigil it IGF-1 4 /9 miR-29a F #1847 1
i ECM ¥, #5787 R B AZHLHIZE GH A St il &
JEE R BRI &R AT TR s 8 TV e
Ko BRI, miR-29a 7E AR & S i /R SO 5 GHY
IGF—1 i ) A8 B AR AR 75 76 38 22 N RHEA 13 2 50 0iE
ARG T miR-29a 1 Ry 3 L3R 7 3 A 1Y I R 5% 1k
7, DL R ) HOR 5 3] GH Y7 A I LA B S
4 it

i RS ERIAE SCHER, GH K HAE 5 W 45 78 3T FL 1K)
EESRRPEEE M E RN MG, HE " Gk
T IUBRAE T I % A e e v A1 20 25 4 Tk 6 i TR AR 4k
AL EBEANF GH AMGE T 2819 GH/IGF -1 %l Py 43
YEHT, T B 28 pi MR sy 8 (00 D0 JEE RLJES ) 119 55 4 1/ H 43
WAHILAR , R4 SRS 240 e A1 56 A 3T 5% el 22 L e R A 1%
16 ] B AL A, S [R] B AE W) T 245 B [ 0 AR
S A, T SE S AR, B2 I PR B DX 3R 7
T A7 30 400 8 AR il e £ P 9 /NE BB, I 78 i A R K
T ) HR Sty fon s34 XU, | (] B 32 2 24 W 39 et 7 ORE A2 A=
KIF R AT HE T, 30k G R 0h 1) oo A9 s e

H AT 46 K ZHU AR T30 K sl LA 3
TR XS RILE R R AR ) 2540 O Rk B ST HL
il 5 NRAFEAR T 22 5, it 2 A8 R A S Pyl b (1 56
WE, R 2R E YD & WAE @B W
Wnt/B—catenin £ LA 5 %3 1 (9 4E R ) ) A S PR 19 %% 1k
FAEARHE M, K DL A 55 A7 R A B 52
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