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Abstract

e Transient receptor potential vanilloid receptor 4
(TRPV4) is a non-selective cation channel responsible for
sensing changes in cell swelling, temperature,
mechanical stretch, shear stress and osmotic pressure by
regulating transmembrane calcium signaling and thereby
influencing gene expression, cell morphology, and
cytoskeletal construction. TRPV4 is widely expressed
throughout the body. Intraocularly, TRPV4 is functionally
expressed in the cornea, lens, ciliary body, trabecular
meshwork and retina. In this article, the expression and
physiopathological functions of TRPV4 in various tissues
of the eye were described. With the in-depth study of
TRPV4 in ocular pathophysiological functions, TRPV4 may
become a potential drug target in corneal injury repair,
glaucoma and retinal angiogenesis, but further in-depth
study is still needed.
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i} 57 /K B, {37 ( transient receptor potential , TRP ) i i&
AT UBON A & Z A5 5 5 i ae ok 5] S AT R B R 5.
TRP 3 18 AR A2 1T TR 7 9 [FIR A 530 6 > B 500 . 4
5 M (ankyrin, TRPA ) 4 4L % ( canonical, TRPC) | 22 £ &
4 ( melastatin, TRPM ) | BE ( mucolipin, TRPML) | £ %% £§
F ( polycystin, TRPP) | LA J 7 H [ (vanilloid, TRPV) "'
Hrh F R R WAL S 4 AR, 435518 . TRPVI  TRPV2 |
TRPV3 Ml TRPV4' | TRPV4 J& Tk i 52 1A o v A R 52
PREGIE SR B, T 2000 47 W 75 il B FT-2e L T0 5 AfE 3 )
FEH Osm—9 [5G 38 R R Y P g L B . TRPV4
Je—FhAEE £ BH 2 7l 1 2 1, TR FLsh ) h 2Rk )T
2 AER R E NI IR R ST 8 W 1 AR R UL
21 b B IS PN B A I AE ] L T LA v 2 A R
ik, [EI), TRPVA 25 40 i b ik RLEE BILBR 2 5k | 59 D)
1 B3 A A D TR A = W 85, FLBAR sk Bl
T B AR (% TRPVA, T F: Ca™ 3L, {1 i I
[ Ca™ Ji VR BEIYG &y, A AT 52 e B R 23K | 240 BTS2 R 4 i
Al
1 TRPV4 ZERA LA FHIRIESIhARE

B X TRPV Z TR ABIESE, TRPVA 16 1 5 iR
A AR A /NG DRI D0 Ji o 44 Dl et S A
5 Ca 38 3E 0TS 5 45 Fih A S B AR A 48 A
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1.1 TRPVA ERE LR HRHRIZESINEE MK L LEH
B AE IR BRI R 0 E 2 R A AL AR, B 5 B AL 3
IR AR f T he ., BB R A A T A B
REDIRE LAY, AF5Y & I TRPVA 75 % A 5 1 By 4 i 2 o
BT REMEFe A X B B IE R S AR R R B T4
SHAE AR F S T A E s ANE S 5T B b
W If RE B9 # 7 A BF, TRPVA 1 & k4 K 7
(epidermal growth factor, EGF) X '8 % 4 $22 A998 %5 /E A B
DT, Lapajne % L BUNR L R AN TRPV K
WRHE BT REE F ik, L TRPV4 4 &, 335 J& TRPV2 Al
TRPV3,TRPV1 fRiA it /b, Hib TRPV4 # i 8 %
RN IAECS | L BH B 7 PN, A8 1 > 30 3 AR 1 ATP BRI,
XA TRPVA-2: 38 38 - ATP 15 5 %l AT & /2 I 15 & BE ALK
P B3 M AL 2 MR S R Y AR B 1B B, Sun
ST AE KR 2 e HR R B R oh % B TRPVA 1] RE i it
TRPV4-ATP—-P2X2 i 5 W f B ATP ¥ &£, TRPV4 if
RS E5BE RN E T T, 7S BRI R
T, A A R 0 A g B SE . Pan 4RV H
siRNA X TRPV4 J&, & ¥ 40 o i 35 PE 28 B >
(regulatory volume decrease, RVD) ¥ i ¥4 # #1 il , =% BH
TRPV4 P ML L 2 INB 3 Iy i R EZAEH . 1t
AN, TRPV4A S5 T M R B iE 2 #2200 7K
TR A AR )5 | A 2T 4 Ak 1 T AL 22—, Okada
5 USRNSSR 5 A5 R, BRI R TRPV4 J5 Al i
YA FH R, AT I8 & BLAE Z A0 = XU el 2 b i A
TRPV4 K&K 7] D) o b 3 #2842 K P (nerve growth
factor, NGF) et 5t b e iy fr &', £ BBk TRPV4
FEAERF A b R RS K38 B 07 1 R E A TG

12 TRPVA ERENEFHRIESIIEE  MINEZEN
T AN Z & 7S 8 40 i 20 A% A B2 2544, 38 2 AL
B B 2 B IR T RE R A 2 A I L T R 3 B
FEAE T AP HE 20 A 2 A ) e T 1A A £ 32 ot
IR S ENHT AR — A B AR P [0 f B9 R 38 5
JEA R 20 R R BEL L R B i 5 RS () A0 B Ca™ R S AR 4k
SRR EGE W R E B R, 2011 4F Mergler 55 % 54i
BT TRPV4 76 N N K2 4l R (HCEC-12) WP AFFE D)
REME R IR IR N AGNB B BURME R (1, 7EMK5 A S5 34
JI (<40 °C) ZAF FRIG1HE Ca™ [0 40 N FE % | 95 /GE
FE M 1(aquaporin 1, AQP1) Zi7KiE B M 4 (AQP4) FE AL
AR RVD 3EPE 0 5 KR, TRPVA 3 52 £
FIEE P Bz A %) 35 M A7 95 2R, TRPVA Rk (1) 1 R 2 6 3
AR A RS R S5 R RN Dy RE R | FLIARZR IR 2540 50
RS | I EL 3 i 24 % 20 3% 7 3t 2 i SR E T
SR, TRPV4 i iof HAh v] 58 ¥ & Na' /K™ -ATP i -1
B2V EE(ATPIBL) (AL 8 5 40 M08 =, 300 Fh 36 14 2 7
FEB AR M J& Fuchs P9 %28 35 A B (fuchs endothelial
cell dystrophy, FECD) FJ#E 452 — {H FECD H P4 52 2t ifd
AR AR A AN 2 i T ATPIB1 BYZhfiEZ i ek 5 TRPV4
FIMEAE A, A R — 05 BFUESE, TRPV4 1 38
it R I PI3K/AKT 15 % #% 1 114 p38 MAPK {5 5 i %
HKREAR Bel2/Bax HUAE , DT 5 2 A4 25 200 M A 0 T, (L 3K S
T FLEICA IS PN B A R T OB A ik — A
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FANR P B2 38 3Z BB T VR 04 B K T 7= 2 1)

IKJEFT( hydrostatic pressure ) G K AR 3 14k & R
ﬁiggmjj(hydrokinetic shear stress pressure) , XTI A
e 5w F P PN B2 A 5 T v K LR R T g 22
Theériault 45 30 1 A A A 4120 T 88 A B8 LA 6 N
BN TS 0 A 20 AR R R S T 1 B A — g A L 7 R
FUNHIR 55 7K 7 203 23R 110 25 i w0 7K i R e D 2T 4
Z RN AT BRI AT R W, U BH s 7K e 1 3l 0 %o A P B2 440 i
RS B O TEBE AT R A, A0 L E xR i
N e Sh AR E SR 25 R AR A B LS 5 5 b o fk 2R 1
S HAWR R, COROIE R AT RS 20 B R AL Sh A R
A1, TRPVA & —Fhxt HLAR 77 I # S Y B 7 3 3 2R
FI X RSO T I S 2 R A i gL gV h S B4 A
AHOG , WA B9 A5 4 i | T 70 00 1 40 R <Gl i i v
Z 5 MR SIME S EERESIM(RET)
W L3N F AP R 4 P R B T — R g 4T B HOAN Y
A Bt PR B 7 (078 A 3 0 g 2L B [ 4 i R
IR T4 R R KO B I FE ML 105 )5 A1 B P Bz 3
it S i AR O K R T i G A N R L
[ TRPV4 Bl Ca™ NI, 5 B0 45 38 325 1 34 i BEL Dep
TRPV4 1] 547 b B P R 50 3 1 A0 il R 5 ik s
FEAESE S22 0 TRPVA A S S -2 557 5 2
A SE T Ca™ P I 42 40 R 2R 28540, AT 9815 PN B 4 e
() 5f BE D AR , 3 — [ A Fp ik — 2%
1.3 TRPV4 FERREFHRIESIIEE WG
[ )5 55, s 7K R B B B 325 T 0 R T o 2 45
AR IEF R R HEEER, EFEMPE5E R, TRPV4
AL T bR b Rz 4 v 2 e AR A 48 2k i g v
[FAEA HF A . Nakazawa %' % TRPV1 I TRPV4 1E
TR /N B ARTR AR v 58 TN s () v A T TR 5T , WF9 e B
TRPV1 Fl TRPV4 7 iR IR I fe Fh e iz vh 5 38
{ELTE S 40 i 7K S A R[] 78 L B2 R4 B2 i, TRPVL Al
TRPV4 ENLFANMLH , M 7E db R A%, T2 e T 4F
YA I

TRPV4 75 &R A2 P4 1) 38 22 D) BB S B AIHLAK FB i
HIARA A A AR R Y O T, Y R IR R R TR IR
If K& A I AT 38 5 BOE TRPVA, J3 35 5 9k, 18 m
Na'/K"—ATP B 76 2, 7= A 5 R B > Pk = b Ik 1k
PRERET A, B P debR AR i 46 U3 3 38 hE TRPVL il
NKCC1 BEER AL , I8 Iy 1 O 7= A= 9 35 28 B,
AR AR 2R B & B IEH KB Gao 281770 R BRFE otk
AR A 5 2 T 200 22 ) A7 A A AR TR K R Tk 3 32 7K
AT DL A SR B2 A RE R, IR R ) A a2 B — R
XUHE [ iR A7 i A R 45 BRI TRPVL A1 TRPV4 43 5]
JEERK B N BB T 22 4 2 B 0 T R
i3 LIS TRPVA 3 — 5380 Na™ /K" —ATP i 3% M
S22z, i TRPVL 4] Na*/K*—ATP it (1915 P | 3 i
T 8 45 2 2 A5 R A 37 B RO 24 R P T L 75 1
1.4 TRPV4 ZEEERE R RIZESThEE IR AR 4 %
1) F (B 285 48], R AR, 5 DA 15 5 o R4 T ik 4
I, FEAIE T EE [ AR B B RER LR R
& L s A8y, BB T K W AHE S PFIT R
W1, TRPV4 7E G 3 I R 40 A D g e ik | & 1 Tk
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B EEARAL, TR bR ALK b 7 A AR B RO
PLA2 g 42 ¢ i A6 2E VU 4 R Je G A5 A= 1 AT 8] 4% 3803
TRPV4 41 Ca™ T, e KA T K AR i £ 4
RS BT HE U8 TR AU U o B A B A v
RAFE HEAEH] AR & AR T OGRS
P RS A5 B W E DR FR TR R . Alkozi 5 &
B TRPV4 Z: 5RERIRTC R b e A0 53 W R PR 35X — it
TR TE R AN E ) TRPVA SIS I, AT 30s
W R G BN A D TR AT« e SR N- Tk 74 ity
(aralkylamine N-acetyltransferase, AANAT) iR 1k 38 i LA
S T R 2R R R 2R A A e L R R UL
bR BB W] G 1 S AR N K AR R A, Y
AR A B AT S A I BEAR LA s 3 m 1 BEAR A5 Atk i
2 I) | R, AN M PN K R R B, O AT
TRPV4 I BHIT ; BEDR A4S 4 155 B R AR 1] it R AK 5 01 3% 3
o | JE 200 Jf PN KO T v T Ak BER A3 0, I Bk TRPVI
MR PI3K pl110a {1k 0 2437 56 N ek BT LI

1.5 TRPV4 ZE/NEM P RIESIHEE /NEMZE—Fh 7
IR LAL G R T 5 K B ) 2R IR oA e 1 A
BRSO M B M PL R AN TE R . IR ZWE90 R IAE N
INGE L 40 K Schlemm % 347 TRPV4 3 fig t %
RO HETESE T T TRPVA XTHR P3RS w73 4 4
W, Ryskamp 257 %3 TRPV4 3 18 /N2 ) 4 HL AR Al sk
1) Ca® {55 HLHI 4 DL AR 43, 3 H. TRPVA A 4 2
i R S R o /NG I R I B R 5 K R TE IR A R
GurE L 2530 IR P9 ST TRPVA R4 550 45 1] 4 75 e AR AR
ANFRIRHE R | Patel 55 (R RF 58 R TR 539 V1 77 7T 334
I /NAE I 1 (¥ TRPVA @B 512 Ca® Y IO P 70— 4
A A ( endothelial nitric oxide synthase,eNOS)Mﬁﬁile]
DKt R /N G R R 5 1 TRPVA JE R 25 5 350 BRUIR
FETH i, 25 BRE B TRPVA 38 38 0] AT DL A0 s 7K B4 9
MFEARR I . Uchida %557 & BLALAORI % AT T TRPV4
et/ N 52 O i 51) B 2R R TG T AT B AR R .. TRP V4 R
M 2 B B8R 5 W BR B ( inositol polyphosphate 5-
phosphatase , OCRL) 7 {3 FI| /N2 [ 8] 25 £F 36 DA 1 5 1 for
MREEDIRE . EIEF LT, TRPV4 55 OCRL #H HAEHI Al
S eNOS i P43 5 M T 368 o0 38 Jonn s T AR 1 5 | ot f e
MIRHR Y Yarishkin 557 % SUALA ] 2 04 46 4= DU 05 2
05 ) B B 718 18 — 1 ( mechanogated and arachidonic acid—
activated TWIK -related K* 1, TREK-1) 5 TRPV4 H:[5]/E N
/NG JIEE H 57 ) SRR | R A R I A iR s M Y 6
5> W% TREK-1 AT /NZE PY Ca ik BE 3 i, H X
— it BT B TRPVA 5505 I 40 i, 2 B /)N 528 19 1 5K ) £
A A RESE p P MO TRPV4 FITREK - 1HLBR A%
AR IO SRR T BRI DL ERRR A 2 i AR
SN PIAEIR A TH], H HTOC T TRPVA 33 % /)N 32 9 (1 R
AP A TR R

1.6 TRPVA ZEMLMEAME R RIZSIIEE LRI
PZE b BRI R B R, B AN SR S, e R TR,
T SHRHDCAE T I AL 15 5 B s i & vh 3l 1 3k 22
MR BT, TRPV4 75 AL I JIE A 28 755 4 MY ( retinal ganglion
cells, RGCs) Miiller ZHAfl 4.3 I 2 LRI AE 9 1 240 Jfd v
YR, 2 5 A IRAR SRS A .

7 L e G 2 5 A 0 X et 42 40 i 2 53 5O 461 3 1)
FEIFNZ—, BF5E &I, TRPV4 J& Miller 2 i i )i 15
757 BRI | 20 Bk I B PLA2 38 %, CYP450 %
TEE VR AL R 5 ,6-EET, HET#0E TRPV4 1838 , k5
S Ca™ BRI P e 03 14 A i) TRPVA A5 B AL
] Bk BRI I 50 R 22 2R /0 I A e i R 9 Ak
FRE SO A, TRPVA FA 5 i 00 9 JI5E R iy fi 57
W AARAZ L AQP4 38 18 Bip [7] I8 45 10 I 5 Miiiller 20 9 1) f4%
BURESERES , TRPVA ARHH ) Ca™ B 2305 AQP4 JE[H %
R o Toft—Bertelsen ZIBIIR B 91 TRPVA A B & — A%
FRAL IR | 15 240 i Ff G R R L2 3 3 o7 Ao B 428380005 | i
i T B B AN DA PLA2 T | 40 i R 4 O T
P (PKA \PKC PKG) 19 5 =X & A= 1, i 2 DA N I
FE , HA R AR Ak (AR SR ES 2 A TR i, 7E /DR
L RR) 5 5 5 A R rh | Miciller 200 i i K 23 3406 TRPV4 4K i
PE Ca™ PILAEE Miller 20 R ACAN IR Y MCP -1 BOBIR
SZASANM AT X FR R IR TRPVA 7] G 4% 37 00 19 Js it 25
BERS

1L~ ¥ 5 5% % ( blood —retinal barrier, BRB) AW IR,
2 SR A VR I A P A 2 2 AU AT B R S R A S
Ko PR N K7 20 B (retinal endothelial cells, RECs) J2&4k
FEIE® BRB M H Z 4 42—, WF5E & B, TRPV1 Al
TRPV4 YA W0 JIE P K2 20 i - ) BE 1k 3 ik, AR 9 B A& A1 5
GG IE B R S P A P 8T w TRPVA BT 5 38 0 3 P9 Bz 4
JIL 1 A B A A% B 7, 33 T R 0 L A A 1 O A
%, TEE 1SS U W R R 22 (oxygen — induced retinopathy,
OIR) /N EURE RS th 4] TRPV1 B TRPV4 T — i 16 24 ] Ik
A0 T RS A A5 TR B O 412 A I P 400 TR A A -
AL DL bk se gl R I TRPVL DL TRPV4 J&: f
DO JES 1465 A A 9 DR L ) o S 5 T AT LA A1 o R R
B r g B O A A AR AR B TR T SR I, T BE AR R 4T
VEGF J7 1k B AR D 78 5 [ B, BH DB 5% £ 38 38 g 4 58 Bk
AR D) B A A 038 o K A R S A s R A T R T
JrERESIA A, RECs #2530 BRB 38 32 P 39 i b5 R 9
P S A8 P AL 2 — . BF9E & B, 7€ BRB 1 PN B2 Fl AR
W€ 25 | Bz WP A TRPVA 363k, i T JH 2 48 P 435 i )
GSK2193874 1] LI 44 i 5 K BL BRB [ 3R 5 [R] B, BF
5 A FH A M G 2 | JZ (retinal pigment epithelium,
RPE) B 2 40 i Al N 2 40 i R &, oF — & & B
GSK2193874 LEKH R Al = MBS T ALEAS 51
EIHFEXT RPE FTIE B4 5 B 75 P i 9857, (5 i 45 4
il 2 AT LA BELIr TRPV4 Jf-4ERF N Bz 4 M 2 1 A 7 3 375
PR, XG5 AR R VEBEPE TRPVA H53470 30 i 45410 1) 2% 14
PRI A AT LSRR IR 5 2 A9 BRB AYRESR )

TRPV4 7E RGCs , N M M\ IR JZ R SURK 20 it v ¥ 3%
ik, Dhfg L, TRPV4 il 15 Ca® PSR 1T RGCs B HL 3K
R TRPV4 [WFFEEIE 2 530 RGCs T, 7] TRPV4 7]
BN RGCs 775 , i TRPV4 1] GE 2 0 2 75 L IR M 40 1
E VAR 2
2 RE

YER —Fp LR T 2 3k 10 8 7l 36 2 1, TRPV4 7£
WP JEIR PRZE TH AL PR 45 22 22 5t 22 200 M o A 28
KIEEHEEMEH, TRPV4A & Tl A& A LT AR A
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S A e R P8 25 b A2 24 A B Bk AR 4 . 7 £ 5
P PR A6 B 5 DR AR 55 R0 N 5 s /K A i
PR G AR 5 A0 10 RS e R4 1 A A R R B R 5 R
i s 2R AT AR A5, AR TE IR BHEMG AH C ST TRPVA
MRS 1 — ek e (EATS AR X A T2 20 B B, Bt )
TRPV4 TENRFR IR & A= & JE i AR RN FUR W IR A, T
IR TEA R A2 5 GHR | 1 P B 3 2 £ 158 % TR 2 95
Uk, TRPVA A B2 HR VR 7 BT 24 A8 s, D BRI 12
W5 U 4 B AL
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