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Abstract

¢ Glaucomatous optic neuropathy ( GON) is the difficulty
of glaucoma treatment. In recent years, a variety of
theories have been put forward about the pathogenesis of
GON, but none of them can explain the principle of optic
neuropathy caused by all types of glaucoma, which
makes the disease difficult to treat in clinical treatment
and is not conducive to early intervention. The latest
research found that the transient receptor potential
channel vanillic acid subfamily 4 (TRPV4) in the retina
plays an important role in various pathogenesis of GON.
This article will review TRPV4 and its role in the
occurrence and development of GON in order to find a
common “connection point” for the multiple mechanism
theories of GON, which will contribute to further
understanding and clinical treatment of the disease.
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T OGHR ( glaucoma ) J2& 4> BR % 9k 8 HE 44 16 05 1 A 1] 3
PEBCH IR, HECH M 5107 XM S e T2 B 5 R A L
P g A8, ITAF Ok, BE X T O R M AL A 2 i
( glaucomatous optic neuropathy , GON) i & ALK HEAT T K
WS, I T Z ML A U, AR UM ) 2 R
MU R ML~ 50 | B e S i o Ul SR Ul A TR
R A PEREMEAE I — %A A (nitric oxide, NO) HH1
PR RN PR 2828 L 451 (R AR Ao —F AL
il P B TC L A GON T A 2R LAY & AL ] , LA
Ji2F Ui AN BE X IE W IR O ME 7 % FR ( normal — tension
glaucoma , NTG ) 7 5 S50 W0 4t 20055 A8 18 H3 A B, CTE IIf IR
e Bl SR IR IR TR R TSR 7 NTG, % Tt BUIR
FH—FIE XS T GON FIrAy 288 1) 3 [+ S o ML i) g 3 ] 2
SR B TR ST

LA IR I 52 4 F o7 30 38 7 R IR I 58 T 4 ( transient
receptor potential channel vanillic acid subfamily 4, TRPV4)
Z B TEYIRTE, BA B &K B TRPVA TEAL W I 1z
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G3AT, FE AR S W0 T Bl R R Bl 22 T 4 B ( retinal
ganglion cells, RGCs) JET=" | 1] GON fx A% 0> B 75 B i 2%
HISh RGCs FET=" 0 TRPV4 J& 4 AKE GON (1) £ Fi & i
BLIIER FR AR, (EAF T, A SCREXT TRPV4 K HAE GON
Z A HILR BT R AR R AE HIVE— 283 | LU oA 1200 1Y ik
TliBIFFE R RI2TT B 2 5 0l

1 TRPV4 §Eif

1.1 TRPV4 254 TRPV4 J& T Wk i 2% & iy {37 3 38
(transient receptor potential, TRP) HF KM A Z —, &—
Ao B TR 0 1 BH B g L AE NS4 440 i h
ML, J& L TRPVA JE K g5t , Holy 871 > B IR 2H 1L,
TRPV4 #1438 J& —Fh DU SR AR 2544, A DI RE Y TRPV4
HA 6 MBI B (S1~S6) Fl 4 NS, X #55 A B
FC BN X IRAE TP AE S5 R S6 2 )Y B T i L, 1% AL
AL B B B - B AR e, A5 B T (Ca™ ) 45 TRPV4
JIT A 5 A = ki ()RR B I ((C) Xy 1) 400 g o ), BoAy
LRI DIRE X IR, a0 N KuGHAE 6 MHEHEE T
1] (ankyrinrepeat , ANK) , 3 $& ANK 4] J8 1) XU e 45 #4) 7]
Y& TRPV4 W& LB 45 5 17 & ( phosphoinositide —binding
site, PIBS) , 124V i P JER 45- h g B A 27 SR8, DA i 80 1
TRPV4 KAHEAE 5 C AR HA 1Y Zh A8 B 3 2 A0 545 4 8
S L e AR 2R AR A A AL AR R S S A B T
A SNy JBE i TRPVA J871Y BLA 238 38 14 40 i P 40 T i
A5 T B FEARRZL . TRPVA 2546 L 15,

1.2 TRPV4 MIThEE  TRPV4 | 250 T4 LU 28 f
TENG O I DK HAUh B Rk, 124 ik WE5E
ELUESE TRPVA Al B4 A4y R A~ ) s | A 45 I
B s AR LG VI F) | SAE R T SR N O™ )
OS5 KRG TR R AR R T6m L%
JIts 20 JK e e S5 o AL A5 5 0 T 5 e B, 42 TRPVA 4 1l
AT Ca™ LI AT 5 R M4 s a7 sk . 7 e AL
9 ot 97 RS W R 55 RAEPE MR W58 h & 3, TRPV4 4 &
1 Ca® {5515 T3l 6 W] 4 JE IR -0, 2 5 i — DR
DA B PR 0TS S 92 20 A3 o 4 0 1 Y Ak
R RO LB P AR 7 70 I O ) 0 S 0 LA
Pt A 5 vh B iZ R A B vh TRPVA 25 &
KUY A AN Ca® W EERG N, 51 & BT B AL N
R, AL =i 22 | HLANME N 2R Dt & 2B 35 AL, I
IO LA M54 o 53 A sk PSR | B 45 45
D5 28 R GEPR R BIFFE & B, L SR A SRAE S SR
RBARE—FRIFERH, WA LR KHLZ0R TRPVA H
R, T AR M 28 T TR P A I 5% B 75 A I ki
HARAMAE " VAN TRPVA FF 5| & (1 Bk AR | H 32
BERPETXE Ca® 20 M AN T, AR AR 4 43 A £
B SRS, AR AN R AL . e N
TRPV4 A A B 9 % A=, NI TRPVA 7 HAT 2
L ES IR L R B R B

2 TRPV4 7 GON H1ER

2ANMES (e85 L ERYHUNE J) 2200, I A B B¢
JIr A AR GON, Hiam 5 BEAE =1 HR R ( pathological high
intraocular pressure , ph—TIOP ) X %0 3% T 25 &~ 9 I JIsE ) 1
FEE30 , BHIET RGCs 4 ML 5 Rl 22 18] 145 5 4% 3, X 40
PRI 22 °5 3% A F ( neurotrophic factor, NF ) i 21| 4171 il
YER, R 3 w] g 20 28 rh e 7L Sk (optic nerve head,
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COOH

E1 TRPV4 ZHE,

ONH ) B ] BB 4 2 1 ot 30 (48 1, DA T 25 A 0 ol 28 95 5 T
RGCs SET-" | H R H I A BEXT NTG iX — 2 B 1y &
WHLTIE L R, NTG At # v, AR HA GON 1y
MW HY ph-10P JF R H K &R, AR, CT NTG (1 #F
& B, IR N & (intraocular pressure, I0P ) 5 ffi N &
(intracranial pressure, [CP) Z [A] [ & 7 25 X5 1% 25 70 11 400 pf
0 K AEE EEAE N, B2 10P &b T 1F # 40 1 F N
BF, BT AR Y 1CP 23 3 B0 i M s ) 26 T e, Tt R
B 10P &b 1EF FUOE A0 PN, [R) AR 25 6 00 bt 28 1 1 45
P 3N A 28 R R A T A A 7 A R
PR 28 1 3 SR 2 R 2 X LB g B T 524, R
PEAS AR, F0 1 22 X HUBUE 7 00 T 32 1 D00 A 5, s 2 R 8k
YR SRR, B TOP M T 7 Y 1, %o i 22
WAL R, B0 R e IR TR AT . 22, 25 Ry S T
R, B TOP A2b T 1F 5 1l th 25 X 0 2 it Jlc bt 4 , B
S NTGH™ st 38 W o Ik, MLAK 1 5380 GON 119 i
NI HUR TOP Ty, AT RBIE 5 ICP B MR 2 s )
BRURME T ek = 2Z B A B E A E

TRPV4 AE Sk — Pl i #0073l i, n] sz
AN MRS R T R 1 AR Ak, S HLAUE F1 4 5 AR SC B pIL i 2%
YA, 234 T O R RGCs 1) TRPV4, A 4% ph—T0P
HUBHREGHGE A5 Ca™ Na™ 25 BHES 70 A 40 9, 34 m
RGCs (B2, I 7E TRPVA $57 82 8005 ) , 48 {81 28 b 1A iod
FEAREEEREYE , S5 RGCs 6T, 2 51 F ph-10P AT
PR R R S A A T /INGR I BREIR A S AL
() TRPVA U AT B K (8 A ™= A= Ve . A9 & 3R,
AN TRPVA S0 W] 5 RSN, ) £F 4 5 00 R 2T 2 1%
P R, A B KO 8 AR B 0 84, 1 W R R ph-
TOPM* i IR A4 ) €6 2 IR 1 B2 40 B (non — pigment
epithelium ,NPE ) F1 TRPV4 & ik, AL 0] 4~ F NPE 4b
Ca™ I, 5 I s K A K= A, i TOPH7 ] {fi NPE
SR B KT 1R A ZE T IR R e 1
A DA TOP'™ | it 4h  TRPVA (93800 i 1] $i2 25 10 bt 25
JE FT AU | AR RGCs X LA I AT 32 1, 5 1R 40
2o B4R, JETT 51 GON (1 & A1 N R BF 5 ok
FAFE TR RGCs K HR FB HAb R4 1Y TRPV4, H
B HUE JIHLE AT DLf# RS ph—10P J¢ NTG H4 iy
W 28 T T B T 3 BT SRS 1 GON & AL, A it
TRPV4 A] 408 GON &5 HL | Hh ML I 4 FH i 8 2
LTy
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2.2 MERM  BEH LS AR BOARTEIR B/ 2 0,
TRt R A5 B O FE K2 ONHL 114 Jeg #40 ALVR AR 7 s i
& GON B 1 B ZARME 22— 7EG R b, WO i i #
A% (laser speckle flowgraphy , LSFG) A%< A0+ Wi JZ F1 4
M55 1545 (optical coherence tomography angiography , OCTA )
PRAE T Ik Joy 0t PR L 9 2 3 B GON 22 P 3R Y iE
W5, AT EIZH LSFG X LR HT 5 OGHR ( preperimetric
glaucoma , PPG) #7419 ONH J53K ML im yEAT W, & B PPG
A ONH Ja 8 ML I 1 W 2 R R, EL ONH &5 453475 45 1
ViL s A OE BE DDAR OC S TTAE OCTA 1932 F L, W % B
ANTRIZEBY 8 75 SR AR SR vl R I JRE T | S i A DA R 4
HA G ARG SRR AT ST A R, AR R e o B T iR 1 B
PR R A 22 00 3 e o AU R A, 0 1) e 2 2T 2
JZ (retinal nerve fiber layer, RNFL) JE & JCHH By /> | i J&
B B TB] PR RS JHC Il i 2 5% 0 R B2 R e, JF AR A
Kok RNFL Sz RGCs £ J3Ah 36T A5 1 4 B iy
Rt 55 AR A FE R O 1Y 4 B HC Al 2R R U AT 5 )
IR 1f ¥ 2k 7, 2 77 S BOR A 2250407 , ATE NTG RIS o
K mkF  Flammer 25 & AF (J5 %& P I 5 08 5 B 65 ) 45
HAh RGP H NTG M KA O Mz IR i
AR ERT 5 ph-10P —#£ J& T GON K A= K i 2 G
BHEZ—,

TRPV4 75 I 6 3 2 At b e 6 448 ) A 3 22 %0 1
R SR RIEAT I, G T AR Sl DKL 4 ) A
BT A, TRPVA AT A Ca® HE A P K20 3, 389 5 5l
ARSI A FOET K 10 FE AR 199 6o 7 P 2 4 A
(human retinal capillary endothelial cells, HRCECs) H 77 1E
fy TRPV4 T ¥ 40 1 /b Ca™ N, & # HRCECs 5%
FUVHTAE A8 B VE R, 25 1T 2 55 22 i b 1) 65 05 1Y)
KR I % K9 TRPV4 34 7] 878 HRCECs 2
() ) 552305 R A0 1T — 0 ) I T s 1 3 25 P B 0 o0
PRV TR L O O A /N0 G T R R dpl i,
TEASUS IOAIESE i B, A R0 ] TRPVA 3Rk T s b 4 1 Je
RGCs PAT- R A AT R o 534,38 HT R 1 I AL i
TR0y i 25 T 15 IR RL/IN R B, 128 25 m] A 28
TRAL RIS i TRPVA 25 3Rk, T & #5037 0 p 48 S
RGCs (FER i BRI SN Ay v B i o A8 24 2 %2
RS R U TR I A BR A T T TR) B2 TE BH
TRPV4 F] 38 i 9 75 4 R0 K2 ONHL Jmy 8 IL A 35, % GON
PEATEE . 25 A IR IR L X GON FR 25 SR B35 Jad 3 i Vi fak
PEERE I 094 S0t S TRPVA X i A5 W 45 5 4F 5k 10 78 5
VEFS 4 TRPV4 RISy GON I A5 5k ALl v 1 o 2 2
SRLEGIVAW
23 BERERE HEX CONUIRMIEA, H F s
WA R GON LIk iy X —HEHLH, A0 & KA,
TETT GHR 2 0 A A v 451 4 1) 40 1 2258 3] L 35 - 7 1 1 200
J T AR IR, H RGCs B 5 287 25k 51 RAE 2R
MR R B B AR, WAk, K& GON B, %
I PR 2R AT 38 FSA0 10 v e T 4 L e B 95 A, 4k T 7 A=

AN 7, I R AR AE SOV, B 2 R AR TOP $E R
JRy Al AR 5 i iy PR A 45 S 1 I DU, TR AT R
A M1 R/ i J5T 40 e 5k B 3 Ak, 5 | L R IS & ONH

TUEREE ) BTk s AL 454 4 TR 19 A RV TR 46, i 4
B RGCs FETHHREAL 5 A2 BT I 40 i M2 A /N i
[ 4RI AT b R BT AR A BTN B NF, 2 5 R 3 4 24U
S Maller 2178 75 0% IR % 9 - 400, AT 38 5k 48 i 42
FIR B 7y WA ALY BURT NF, X RGCs 2 2 {3745
FH 5 BEJS H X0 12 40 M 1 3k B B0, A i i) — R IR R
PRF T XA 2 R B AR . BRIR R B AE 7E A AE
N AHSCIESE A1, 42 B f i 5 W L 5 GON 1Y &9 BAT A
ORAE WA GON 8 v HLAM ] il L w3 240 Fir 43 WA AR A%
T 235 4 o B Ak 48 M e AL 2 K 2 19 3 (nucleotide - binding
oligomerization domain—like receptor protein 3, NLRP3) % Jif
AR, 45 NLRP3 A T A CHORL R 11 (ASC) Rt
KA E TR T 1 (caspase—1) , S LG FEEAF1E B
F AR

TRPV4 75 2 Fh G 5 240 g v 947 7 0K, AT gL
T3 R EE AR R N S SO H I 77 A A L R A5
6 AT 2 5 Z R R GE B & R Z R . Sun
SR S R BRI R B, M) TRPVA (¥ 3% 35 7T
38 3 7 P A (reactive oxygen species, ROS)/NLRP3 {551
BEAT B0 AT RS ML 4 P 32 0 Dl A SRy 8 4 T
SR EECE A ST A I G IR AR A R A R A
HY TRPV4 FFZ280TE , 7Tl i JAK2/STAT3/NF-«B {5 %
18 B85 S Mller 20 M I Bk , B 0O 5 40 M DAL 7, [l i) 5 |
LA IRE PR AL I F- — o ( tumor necrosis factor—o, TNF-a) FF
B, IR R RGCs JAT1 L 76 BLAT 5 0 I 5 Ak S0 %
TR R BRI R SR G Z AL TRPVA Kk, KB
ARG R RGCs A7 48, H s 3 3 52 5 9 583 J Joie 40 il e
N, AE R GRS 20 L BeAb, e HA R 1 1 F 5T
)RR AR AT I 2 R R0 JIES TRPV4 55 48 0E 0 38 VA 6 |
QO TR I B B ( retinal detachment, RD) Y 5256 % B1
RGCs HYSLT-5 Miller 2035 1 A7 75 9 TRPV4 JIE A K,
HERHLHI TRPVA 235 i, Hl3 Maller 20 i A& 1 5
ANk 1L 5 B 1 ( monocyte chemoattractant protein — 1,
MCP-1) % 48 V£ 20 ffg X, DA 6 0 9 s 7 28 1 ] 5%
M7 DA EAFFZESR 0 0 e TRPVA (14 3235 7 38 43
P RIE RN S 5 GON By RS e,
2.4 ERE O THOGIRM — R F I IR S H il 55 56 A&
1% 2 IR R a4 U AE B AL B L (oxidative stress, OS) FR
Y, o RS I 28 R T ) If 4 A 2H 4L, Bz iR
2T 15, AL LI R RGCs B B AR 4P 3800, K W]
0S FIREFE GON [1955 2% aof 2 rp & 5 /E I Edwards
SR8 T WE(—FP LU Q10 A 2 B IE R 4 i B 4R
A3 %GR DBA/2J /N BB B 34T 1 9, & Bl bt A
A7 ] I N SR T A R R R 1L A B R
ADIRATE A RS, IR B & RGCs A1 R EH . 5
W IFI B A BFSEIESE ROS RIS 5% 0 248 it ) fig A2 43, B3 7K
PEIREN 12 S 1, BRI 51 ph—10P By % 2B AL 38 L
Mz FERGCs W= 0 534, Gk iR ) e s 1 2 b A
#iJe GON KA M EE—3F, Hass 55 W57 LB, 0 5 #
R R A A IR B 1, el S AL A P B A, 1m0 JE 21
LU A 2253 2KOF AR 2R PR D) R 3 5, 7T 3k 3] i /D>
BOCIR/N BRI RGCs FET- B H I, TSR ARAE Ry 7
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A= ROS [ £ 23 it , o e 65 vl 530 GON i & A=, ik
D GON B9 & S VT BES ROS ISR A %,

TRPV4 BYRIR T 5] Z WKL L 0S K, X — 5K
ELAE KRBT A5 UBRAIE . HOR e 8 =R (1)
TRPV4 BTG5, MU A Ca™ K3 NI, 40 MY N 45 & 1 i
Wit 5 e BTG, 5 A A I S B B A L W S SR A il
HET R EROS 25 A fh ZLHCE R ; (2) N Ca® Wk B3
TNFTE Ca® KA PEBE NG W A2 , T A 46 /1 D045 R 189 %2 |
FEI R A B FIAS I RO VE FE R 7= A R E 35 (3)
UMY Ca™ B8 n] 5[ #2 i & 1k &l ( catalase, CAT) (2 bt
H R & Ak ¥ i ( glutathione peroxidase, GSH-Px) ZEHA
PR PR B, R 1 A LRSI S AL 302 40 B BE 1 R
5T & B, 7695 BRAR A T vl 23 #00% TRPV4 il CAT,
GSH-Px N3 im— 484k & & Wi ( nitric oxide synthase, NOS)
BTG, LR OS 250 hy 38 5% A 46 T, DA 1T X i 28 4 g
TR Ozsimsek 251732 AR B8 2 X Bl 405 S 10 401
A AT 100, e BUAR PR 2R o] Sl F ) TRPV4 B0 4k
T FAARZRRL R [ FR G 1 S B0 A i T AR S
GSH-Px I P 40 A i 0 Sk BE 7, DA 2 442 40 o A 4 1
o B4 AL THR R A TRPV4 &5 W #E t il 8 i 08
SRR 28 T RGCs & BB AW 7 &t X T TRPV4 7E 7L
Do) B B A 22 Jmy 3 7 T & #E 8 OS AR, I 1A AH 56 3¢
BRAFFE EAT S8, BB B H BRI i TRPV4 5 0S Z [H
KRR ) HEUE I FE 75 OGHR & 9 ok #2 v TRPV4 A 0S 2
T X PR i 225 S HR D 35 20 40 A . A SR o R 4
WA 5 A HIR Jey R L 2L ) TRPV4 FIARRAK OS SR, DAt & 4%
PR3 RGCs 1EF B9 B HGER A 77 B T IR AT
2.5 Hfth B LRHLEI SN, B EIRE NO XTI 28 1) B 2
S, FE GON Kt B b i & mEAE R, 1 AR Bk
AT, A X AR Y 85 & 8 & RO,
B4 %4 GON B, ¥ Jizhs & HE i £ 4k 1%, A0 4% ph-
10P Jry £ 2 e il e 40 | AR i S 7 9 980G <5 , Y3 AT 1 4y
SRR HERL 0 N-H 2-D-RA AR Z K (BRI 2
) A AN Ca® i I, AT X AR 28 7 1 A 1 B
PR T NO 7EHR B3R 2H 4 2% il NOS 484k )5 4
A, 6T SR T EOIR 204U 5 E A R A L N IR R
HCAT AR E Pk 5 | R 9 PR L o 4R RE TOP A2, (H2Y
NOS/NO £ 4¢ <, K& NO A al, vl [Rl i 7= Ak Z2 /0 H i
F Wt A AEEREL , 51 & SR B AP AT AR PE AR
N, T GON Y %A % e i A SR 2R i T A
PR NO XA ZE B2 RGCs 7= A 4t 3 A N S i F [k 4 Fif
ML A, SIS I TRPV4 S0 nl 3 ad 52 i 43 2 R % NO
BB E T A B GON I & A, 248K i HE IR 415 75 AH S i

ST RIE
3N

H T ELB BEXT GON A HLI AR i Z RE 1L, A5 7E
I AR IE T 12 1 i B A LA B X, HIAC BB 22 R
TG T GHR T i IR e B HEA TR A, 4R AR
GON A #2 rp Z2 R bL I 0 < 2 3 057 W B Fizw i
A2 B AINATY . A S GON 19 LA BB L AL 4T
TR LA U AR 4 T TRPVA 16 4L I JIE Hh 26 3K (1) 4
KBEGE, KB TRPV4A [0S 8 vl i GON [ 2 5k &
WX 28 Je RGCs 1 B3, A4, 8 3 AR SCLR IR

1976

A AR TRPV4 Y25 )02 5 BEAS B X PR T GON 1Y
P 2R HAFHE— 2D R R X K S 1200 B BT 24 F A 2
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