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[ Abstract]

first irreversible blinding eye disease. There is increasing evidence that the pathogenesis of glaucomatous

Glaucoma,a group of diseases characterized by progressive optic nerve degeneration,is the world’s

neurodegeneration and neurodegenerative diseases of the central nervous system share many similarities. Epidemiologic
studies have shown that there is a close relationship between obesity, metabolic dysfunction and neurodegeneration.
Changes in serum levels of leptin and ghrelin,two major metabolic factors, are important links in the pathogenesis of
glaucomatous retinal ganglion cells. Leptin resistance and ghrelin resistance in physiological states support that obesity
is an independent risk factor for the pathogenesis of glaucoma. This review explores the protective effects of leptin and
ghrelin on retinal ganglion cells and the optic nerve and considers their potential role in the prevention and treatment
of glaucoma.
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P2 R L (ob) S B O B A 167 A48 JE R AR Sk Y
B HAE NS AR 4 R 85 i - % B# B ( blood-
brain barrier, BBB) i& i E XM R4 . A ob JE R T
57 SR K 3 X 13 WA (7q31.3) , 2K 2 20 kb, 45 dk
FIETRWT AL IE % R T RE I3 98 2K F 15 46 %) i
U 5 A L A 5 U7 e T () T L A P 2 K S A 2
TR 2MH RERBASEREET S SHOEZKEEL ",
P2 5 ) A D R A R R I 5 R A ke 4 £ R o O
R A 5 T AR R, LA AR BB AR Rl T S A AR S R
SRR SN G RS P WA R A R L — e
R XS 228 A 3 0 R P R B B L R R R R
P T 598 2 32 1R 10 45 4, 2 VR4 Jy 46 32 1R W% (f2 45 LRa,
LRe LRd LRf) 5 K Z KW % LRb, §j % 4 58 % %5 BBB, £ 3%
S CON RO /b Vi )N R e 2 A=t s

P TE M B AT B R R AR P AR . fE o — R R
ERHMAERRT HEZS SEYMETHRE IRERA T,
T S 220 T O JBR 400 B DL B B P R . DG R R R
AT 3 3o AR A 28 T P Y tau B PR ALK F B0 AR I BLZ 5 T
IR 255 B ( Alzheimer disease, AD) & % 2 [0] 17 16 5 6, K 30
% FT198 2294 97 B9 AD % 3 R 3l ot E o 3% A 0 RE ) A AT
Syt i R O 22 T, N K T IR O R T R A
i, X 22 W18 20T TR TP M 2 B AT P B, e R R e =2
IR T 47 R AR
1.2 HYURE Y

B LR L 1999 4 S BLIK — il 28 A 03 R 41 R 10 2R
KRR, o T AR A 5 8 R A R —— 7 DL I 7K F
T, FIRRIE TR 84 BILRE . A OU0 #1945
AT B RV R 3 T LA AR K R S W T A A R
AL TR, 90% 1 B YUK LLBE 1T R AE TE , H R
R RAIF R T HUURE 26" . B UM R A LA o T
A A K BRI T R AR I, 3 T R 2 Bl A ) 2 R
A3 R A T B R A N A VA S AE A2 )
Bl 35 i 0 0 5 R 2 0 A SR € I P AL B O L P 2R
T w3 00 0L D Rl 4 0

B E A2t B A A S S R R R & R G
HZ SRk AT AR A A R R R Y i T e 22 T A2 T R K
TP 2T 5 2 TR L LR 2 K T B % A K
AR Ak, FLA% 5 08 59 A T A 0 I RE % B JE kL R B 3K
AD = T A 1 B B 19 SR B 4 2% % (Parkinson disease, PD )
HH I YU A AR X PD AR R R A B
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AR P4 98 R 22 (77 45 F RGC #1598 \RGC JZ P /Y 3T 2k I 45 7%
DA A 2 B e T R R T O IR R 2 A
MEMES RE, 4625 S BA B AL Janus B 2 52
B 2 B9 BTG FREE S T ORIR LR M 0l B A e R F 5 R
WK 4, 3% STAT3 MEK/ERK il PI3-K/Akt JLA> 3 % 4% 551

3l 1 R RGCs 532 U8 T SR AL N0 R % Ay M e U 7E 75
FEIR A v 2 45 AR AP R

IR TR Y5 7 26 07 A L 37, G A O I 4 A O T
55 T 4 A0 B A A TR R P R AR TR B R RD AR L X
5 058 A P PR R R IR A T B A I TR SR e A A T 97
SR A S 2 VD AE 560 2R A I 8 A T PR TR T i
TE AR JEAE AR 3] — 2 B PR L A 98 B KV I B i A
T30 T 5 P BRI S R AR M S BRG rh RAVE F
2.2 R R HLE

JRTEVF 2 XA 2 3R GL iR A7 M A8 i B M & AR 1k
PERI 4R R T T RE AL YA YT OGIR RGCs iR AT VA8 —
S TER M 2R 40 o 75 OGIR LM 28 (R 47 R 48 IR P RGCs %2
JAT B AR M A F A, ok 2> RGCs 8 T2 8048 M & 3R 97 5 B IR
MEEDE, RCCs LML N RAIFIRIET & A& E R
IR RRAR A B R A G 2% Ay T3 R0 Ry AR AR o ML A
A A S RIRIA YT B E T Bl 2 WORIA T T
ARBEARIR I , B AT IR ¥ JC s % TR m & skmg . A
W, 98 3R] AR A R R O IR I PR YT 8O W AR VA YT T B
2.2.1 EEMH RCCs Hoimpg HRMEIF LR RGCs 1y
P05 B N TRPE AN AP TR AR AR . 2 I, A A B, O
I M T N TR IR AR VF 22 00 TR B AR S AL 2 N T %L )
0RO S A O L Bel-2 AH G FE TR Bl F (Bel-2 associated
death promoter, BAD) il Bim-EL i & §il| 3 5| & £k KL {4 Py s 19
AL, SR T F AN AR o Bk B 400 A, OS2 A
e K 4 i ( Caspase) 4 T2 9K [ B, G 4f Caspase-9/Casepase-
3. W ANEME ER W LT £ 5 RGCs R Z K454 1“5t
T AR AR, 38 1 Y5 & Caspase-3/Caspase-8 1 1k 3k 5 = 4 Jfg
FET- ., Caspase-9 K H F T FIi#JiE Y Caspase-3 7 RGCs P 7E Id
TR AR R AR, 2 U050 A T I I X R
RGCs 77 1% I 18] 52 71 A7 26 2800 70 98 2 50 5 4 M 4 £
59845 1 B ( extracellular signal-regulated kinase, ERK) 1/2 {5
R FE A 2 AR P T A A0 I PE T LR O R T 40 i A
T/ B 7 15 s, A 3 B R 1L BAD (Bim EL % Caspase-9 5§
— RSP T AT TR, 98 2 5 4 R OB RGCs SE TS
B ZE AL PR, DT SR S R AR PE .
2.2.2 MR EEAMMERPHEEFREF MR KR
P 2578 3% A F ( brain-derived neurotrophic factor, BDNF) & 4%
AR VER . BDNF J& —Fp 4y 7 B i O 14 000 [ it 22 R 47
B, HAE S m R M S TekB3252 (R 45 4, Bl 5 W00 A2 45 ERK A
WENE Bk LA 3 1% B ( phosphatidylinositide 3-kinases, PI3K) 7£ 4
M5 S g 2 o FE /N BUOL Ml 2 48 5 B8 ep | EAE B T
A1 1Y) BDNF % 33 fil 4 40 W0 90 JE e 2 00 F 0 o 22 4540 i
5h, BDNF 98047 i iz it RGCs A7 il i — M 2N R, 9ok
AR & BR 85 23 98020 BDNF [n] RGCs (1l 3% i i 8 3 2
BEIESCRE SR B F B (9 BDNF A0 R g, o#f 00 98 22 )
AE e 10 1 42 75 0 ) I R BDNF 7K S % 4% 00 Bl 28 08 3 1 00 o
A1 RE Wl R 2 5 S #F BDNF TE#L I & R 7 48 i i e 82
TERLT 4 A 8 28 10 1 AR 3P VE TS A 0 9 IE i
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2.2.3 RN EARH EREERTER R OGIRA A
Z99i A8 T RGCs 1) Sk IO 80 23 W K 3t 52 il JHC e I IR A R 1Y
1295 , 77 BAFIE C SR W] 3 22 540 J5 500 X RGCs Y A7 1% A R 1E
FANE L A I R 4G P U I 2 1R 18 1 F DNA B 45 19
BLl SR M 2T T, S B A 8 k2 R BOE LR R &
RGCs € T2 19 fil % B %21, # % L 9 L 4k W§ ( superoxide
dismutase , SOD) fE Jy —Fh K IX HT £ AL, © #UE W1 nl5d i 8 R
30 ERK B KSR ME M. AA PR K H, W4k e T
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WSS 55 R 55 0% T 3 (signal transducer and activator of
transcription 3,STAT3) il PI3K #{ Iif 2 (1 W B 5 1l 2 40 i
TG, Bk 2% F2 ] F (ciliary neurotrophic factor, CNTF)
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X — & B T Tl STAT3 3% 42 %) RGCs 7 2 i 2 fi
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2.3 AR T O IR AR 1 i AR VE
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J R FE A 9 ML v B — 3R

T ¥F iy 98 R 28 1 BBB, 5 RGC il 5 111998 2 Z 1& LepRb
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RGCs f7f & P12 0%

B, X8 Bk W) R O RGCAL
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3.1 BYURRTERIPHLAMERIRL

I IUHRER mRNA JEAT A 4% 52 52 55 78 K B AY 0T %
Ja bRz LR E R BEAR R T A R b R A B B LR R
FIE KB ) 0 RE A% B ot R L 4 24 LA R UL, R] B 7E B K
s K B H A FE. B LR R % MK (growth hormone
secretagogue receptor, GHSR1a) i T 434 T BER L& R &K /N3
0 52 Bk 4 B S XU 38 € S IE S G A R AR 1
ik Miller 41 i (9 3 35 17 26 36 [ 2 £ o B YLK 3 104
R HUREAL P TR T, TR XA A R A L N B L OGRS
IR AT A 2 o BeAh, H YUK & e 4R 57 RGCs Miiller
20 AL 5 3R b B A L L X TR A B A B IR T A O IR
500 0 B A B — A R A

T 3o BHL 1k DR A BT B R 0 DR A R 40 4P A
P K P T2 LA K e R AR IR A LB Y LR R R B AR 2
YIRETT N B R TELE A L 53 A LR K B 4T 4 1 FH AT RE X
A R R E A MR . R 2 TR R OCIR B B
Ko B LR KT B, HLAS TR 28 A it O IR 40 T A P T
FH IR H B % IR ( pseudoexfoliation glaucoma, PEXG) H
Bk OUVERR ACEREAR A 22 5 A Ge it 22 B 3, TP A B
Mg s/ m K P EHIERREELEREFTOCRA
BTN DR I LA K A B T RS OB IR R R A
RIEA K,
3.2 BYURZEAS SR PLH

TOGIRBE B K T B UL R K P i 2 REAR, T AR S IR
PR AR BT I e D A R B I — 4 TR R Y R G B H
HIAS T B YU 3R 8 3% 1L - b5 /K Bt B 10 B8 1 i A 3 2 . PEXG
S DK R U R W AR TR RN, T B 25 G AE AR
KEYURRRE B#F & T IEH AR PEXG B3 , Al fg 2 th T
LR 2 7R R I &3¢ 5 F 825 40 MM A 6 5 1) AR 2R 0 HR T A4 < 7
IEEIEE N, — B 5K B U R W BE AR, 0 B0 255 A R
BT 86 B PEXG' ™ . g4, Al Humphrey ¥ %F 43 i AL T
LR R K1 5 J50 R TT A BT DG IR AR 2 0 B 45 s # R W
EARSPE T SRR o 32 VA BELWE R L B R 2 AR B R
TR Il 400 1 ) SR AN SR R K P B R OK T, B 5
PR TR BRI R W, LR R Y R R R A R i
He— 4 fL 2 Cnitrie: oxide, NO) 1 i 91 I % 1 # GHSR-1a 4t
T
3.2.1 HOUUVREME RCCs -5 AW BHIVRRW LR H
FEARHR B T 2 5 B i) Caspase-3 8 H 7K 38 i, F 80 20 48 15 &
AR JE ( chronic ocular hypertension, COH ) zl 4 £ &I o 4 [
TUNEL BHPE 08 T 40 B % 80, 32 = RGCs 1 A7 18 2, 1 1 iy R
JEF 30 B WA G H ) LC3- 1/ 111 beclind 7K /9 F+ &5, AT
KA 2 Rk DR ™ AN % S R B LR
RIAYTREGS iR COH MM o Akt/mTOR {5 5 3 % I 15 19 Fe
ik, M Akv/mTOR 15 5 i@ & 0 PR A 3 B Wk, SR S AN -G A
Fl L X — R —BAE S T H LR R A RGCs 1 410 )

fER . B FRRIMAFFRUESS T GHSR-1a & il T RGCs, B YL Hk
F )G GHSR-1a FRIKKF- T8, /] e N R RGCs 4132 41 ity
TR AL T B .

3.2.2 HUURREHERR ILEAMERREPRANE 8§ I0R
KB 5 MPLEAALAE B A3 BI00E 5L, 40 35 70 i I 5 o 4R 4k, 3
T Sk SR A D6 O a4 Ak i R A Ak 4 I A R Y 3 P
ST 4 AR L B 7R 7 O IR A B 4R 40 A R h R HE s AR
FE o A BRI I 4 e ok e ST v R TR 0 4 D Y — T F 5
o, m R R/ R OB K Al A AR N U ONO il — R AL A A
Bt -2 K T IR /N B R S U R 0 B K
AP ESES/ DN TR EZS, B _EWREHHE
A T i R BN R

3.2.3  HYLHR R > Mualler 41 i i i3 4 B YL K i 2
FH Miiller 20 M g BT 35 A= PR AN &8, IE 3 &0 T, Miiller
I AN FEAE R AT AE R M B, 4E COH A 1) JiSE v Ji Joit & 4
e M 5 S S e, 25 0 Maller 40 B 1 BE % A e i o A 1
WAL Y Miller 40 Jd m] L3R 51 45 Fh #2850 (5 5, 98 715 00 9 B 4
g oh s [E] op — 2o (40 KT H) DL K — 6 bl 28 380 7 (f 46
BRI y- R THR) WKE " Jld Bk A EH T,
W R F o I AL FR 1R NO {2 3 RGCs T2, &
i YUV Z A I7 3 43 B AR T 00 B Y i BT 2 4E R M AR
Ko

SCH 53 4h 2 A Maller 40 g bR 25916 B VLI R T BiS
BEMAR. DB 1 (Vimentin) = Miller 41 #h K 44 9 41 1
RS, Miller 40 A0 L TR 5 BT 40 8 Hh 1) 8 8 28 3 I T X
PRI B Pt 22 2 8 )23 R 400 405, T A 2 R A U s o ) A I B 1 34
T 53 8 KA 561 S-100 2 [ E 40 I N A O
5 5 B B 22 o A R HEAE T LR R Ak R LA Y 40 M il
T P R A R A DL AR A i S 32 S AR 5 05, S-100 £E T 6
HR 2570 Miiller 41 A% 35135 3l o o2 1, 2 IR 58 Miiller 41 ifg 458
iR > . E YUK Z AT G £ Rkl 2 B0 Maller 2 i
PR KF T %, R E YL R -GHSR-1a R 48 1 M & (- 37 1E
2 3 a4 ) Miller 40 Jfd 5 B 185 28 A S A9 .

ISR T PRI S B L 3 6 A TR A 2 Y A i P R HE
A0 ML 9R T 5 8 W TR P AR Ak B e 0 R A P R v A A
e, 1 Miiller 4f Jfg 8 3 F I TNFo/IL1/NO 45 f) B, U 52 40
) o 22 A 24 )22 A 5 AR L BB, A A S B Y R R A R Bl 22
(E2),

3.3 HUYURFE NI E LR &% i 1E A

B YUR 2 HEHT R — B AL, AT 26 RS R AR A A W Rl s R
BB b 1 0 R e i 410 o MR B AH S 1 T UL 2 R BT A
AR B HL AR A, a0 YUK 25 98 3R K S B AR Ll 5 BBB 1Y #%
837 45 GHSR 2 3k [ AR Bk 3k 5 28 48, LR o B AH O 28 1 i
ZMKY U0 A 0 R AN LR 2R 9 0 2R B
MEPE RS BIRE M A 2™ . EImE Wit s
AD  PD 55 b 22 3R AT M 95 0 HH OC DN A R AR AIC A2 e R A
STV SRR T HRH WL AT Al L NE M T O IR AR B ko P R
fER .
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] Vimentin —
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~
, Rac 5
RGCHTL < y 3 Caspase3
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RGCEHL « {: LC3- 1 /1. beclinl 1

Akt/mTOR
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RGCHFHE « S NMDA#Ek ¢
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B2 BUNBETHESREEBEDLIEAMBMRIPINEE  Ghrelin: H YLK £ ; GHSR1a: H YLK
FHZ M RGC L 9 55 4o 225 21 5 Caspase : <4< 2R 4% 53 1 2 b 408 4 A i 5 LC3 U M R R A 1
B85 35 Beclinl : 45 [ W2 € , ILBREE (AR BCL2 25 & 28 A 5 Akt 25 (3 B; mTOR : i 7L 3h ¥ & A1 %5
ZRLEE ;MDA Y ; NO: — & £k & 5 NOS: — Ak & 4 i ; NMDA : N-H1 JE-D-K & % Jig ; MC:

* TNFa/IL1/NOd
- RNFLEE/GIxd } MCRIF ML [3] Dogan B,Kazim Erol M, Dogan U, et al.

I 5100 1\ TR
e o S\

[2] Teberik K, Eski MT, Do an S, et al.
Ocular abnormalities in morbid obesity
[J]. Arq Bras Oftalmol, 2019, 82(1) :
6-11. DOI. 10. 5935/0004-2749.
20190007.

The retinal nerve fiber layer, choroidal

thickness, and central macular thickness

in morbid obesity: an evaluation using

spectral-domain optical coherence
tomography[ J]. Eur Rev Med Pharmacol
Sci,2016,20(5) : 886-891.

[4] Agarwal A, Saini A, Mahajan S, et al.
Effect of weight loss on the retinochoroidal
structural alterations among patients with
exogenous obesity [ J/OL]. PLoS One,
2020,15(7) : €0235926[ 2024-08-10].
http://www. ncbi. nlm. nih. gov/
pubmed/32645116. DOI. 10. 1371/
journal. pone. 0235926.

Miiller Zfi }fd ; GFAP . Ji¢ BT £T 4EFR 1 85 F1 s TNFoc: B SR SE IR F o TL: (1 40 A 2K 5 Vimentin: 3% T 2R [5] Wang YX, Xu L, Zhang XH, et al. Five-

13 RENL : UL 5 4 22 27 48 J2 5 Gl 45 2% 5 S100 : AP K 1 2 4 S M B

4 RE

R BYVRE N T T HF G R IG 7 16 T ZEFT Tz 1
PRRMESET, WA 37 45 2855 D6 IR Ay 40 i N7 38 3 4 A AL, e 14 4
X B S 4 AR 0 5 e 29T A I AT BT ST, AR IX 2 R 2R
Xk 0 AT 15 A M ) I I o B 3 M AS TR ) A0 0T S 0 5
AR GE = 3% 76 AN [F] B0 5 o Xk 4 MR A7 3% WP Ak 22 5ot TR
G Y PR R, O LA 28 A0 T AT 52, R Ok f 0 R Bk
WA 3 o BeSh, 8 28 A0 B YUK AT LA I 2 A i 4 ok B 40
P, £ 456 fR7 B 1192 TR, A BB 4 D9 B R 3 4, B AT
—ER R

Mo b, B R AR AT G AR LA 2P A O T B A — 2 Y T
T SR y-EIE T IR LI TE 5 R b &, I 9E %
o 2 MR I TIE A T 98 3V 1 e 2 A AT
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