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Abstract

Transient receptor potential (TRP) channels belong to a large and diverse family of integrins, which
appear as cellular sensors for thermal, chemical and mechanical stimulation, and are the main
contributors to Ca?* signals, playing an important role in a variety of physiological and pathological
processes. TRP channel is related to many diseases, including hereditary diseases caused by many
genetic defects encoding TRP channel (TRP channel disease). This article mainly reviews the TRP
channels and related hereditary diseases.
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1. 5]

X TRP #IE FIHF 746 T 20 22 60 FEAXA, Cosens & Manning AT I S2I6G[ 1115 H T —Fh & A1)
G B8 (Drosophila melanogaster), X HE g %] K ] T8 % 7= A2 58 B T AERF SR AL P B FE R M R, 3K
HARWI2]. BE, O 27 M FLEh Y TRP IS 8 205 A 3 € ok, FE890 8 6 MR, A4% TRPC
(L&), TRPV (FHEREA). TRPM (M %), TRPA (#i# ). TRPP (£ % (43%)AI TRPML (i fig )i
), JTRFIETARPARAHELN (3],

H 20 t20 90 FEAR LK, Wil 7L 504 TRP I 1K) 431 b B 25 5 S YRt i RS [ /) B ik DR 2R 7 %,
S NATZER IR TRP 3 ) RFIE LA BR A Dh RE D7 THIEAS 1 B REfE[4] [5]. K2 %4 TRP 1@E A PR
PER R IR, (HHA R 250 A0 BRE 0] LA AR R 2 800 . ZHZAMES B . W TRPVI @i
FEEMAERGTRIE, M3 T AHFENREEREW6], EWAENEIRRFBREL, Hd TRPVL BBuEE
PR ANE] AR VUERRS RIAR R G, IR T 2 SR AR A I 2 A BN 1 R 15 (7], ST
5, TRP JE@E A B A E D) G AN ML s ma G e ATE R A E R o 8% — i A> TRP i@iE n] LAgz
PRI IR BT VF 22 008 7= AR VB 97 R 3]

SCE RS T TRP HIE ) — SRR A S B AL PR, TRP I IE K)o e nT e 5 TRP
10 T8 Ty R B ASAH DS & M BI6 9T T K BE5E 1 A

2. TRP @& RY4SE

TRP 2 —Fh o] A EE 5025 SH0E 8 & FIliE, 0 T i gn i i 4u i ss -, 2402
L SR LA T 13 19 (4] BF 3R, FAGRIT LB Bs —4% TRP i#i&, 41 TRPV1-4. TRPM2 Fl
TRPM3, iR 545 5800 3 380% TRPA1. TRPMS8 1 TRPCS [8]. % — ey 3 PRl 2 % IR AR 12 7] DL it
TA RIS 5 S TRP WIE. fEREES, TRENSE SMEBUR M NG, #raiEd B
HHEEEAL S, MMBGE TRP EIHE[9], ks =AM AR 7551 3221 T LIS TRPVI d@iE sk
FLIX S R BB AR FAE D, AR B T TR 4T F[10]. 24 TRP SEIEHEIE T, ATLABE S D =4
BH S 7L B DML RE & F R R 4RI Th B . Ca® MiBiE & SRR Ca® /K T2k, itk e
SHARARPHUT[11]. Ak, Na IR FEAR T 20 A M5 ol A2 40 25 5 - 1) 2% i fl e FLA. . — 2% TRP JEIE 41 TRPM7
A TRPMLI, *f—$64:J8 5 70 Mg™" . Zn™ F Fe* LA BiE M, X871t KAE =X T9E TRP B 138
RV, (H AT DU R 3 KA B T AR NTERCR 1 TRP FLH 8 A S5 [3] [12]

TRP J8 38 FL AT 3 [7] 1) 45 B RFAE » N-AR St R C- A ity 235 K4 SR T 1) P 5 B 75 S1~S6 75 A 15 B 28 1) o
S1~S4 il — A FABh i AR R B8 I £5 #3(VSLD), SRRV V2 TRP (@B — & FE 2 2 R 4%, 2
ERZ 4 TRP JEIEH, VSLD HAEEATH RBUSRMER R 2 e K% [13]. FL bk, VSLD £¥1% TRP
T TR N ECAARZE B3, S5~S6 S K T i 1 BH B8 - 1 1 I i 38 DA Bl e 17

3. TRP BB FE L 4 EKR

W% TRP WiE #5815 E 55, 3% TRPAl. TRPM1. TRPM2. TRPM3. TRPM4, TRPM6.
TRPM7. TRPP1. TRPV3. TRPV4, TRPMLI1 1 TRPC6. 7FULHHKTE % TRP i 10 8 540 B (1845 P
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DRI HEAT B 45 o
3.1. TRPA

TRPA1 FITHAESRAGFPERAR N85SS 5 FRMERE & ME IR 42 S 1E(FEPS) A <. b4, TRPA1 ffj—2Lf
R 22 51 vT e 5 A FUEE I BRFG 55[14].

3.2. TRPM

TRPM1 KA 4 S RV H IEYER T E(CSNB), ML 5% e [ b i) DB 52 S R ON RURR 4
ZICUIRE AR, XA T TAPIRFIHERO G IR Z 3 R A2 J5[15]. FHLLZ, 7 TRPMLI FFRi
NER A EZ R L) ERG NHRFE T ON BUR A0 A S8 [ 72 2R [ 16]

TRPM3 [T AE RIS A8 LU0 8 2 R B M AU 14 09 (DEE) [ R I [17]. 78 5 Y5 & TRPM3
) HEK293T 4ifE, DEE 5HEAIZAE, 41 V99OM Fl1 P1090Q, £ RIER TG I, Xt BR 42 ) M
FAR A RBUBE G 55, X U0 R 2R3 B BB PR AIK . E4h, TRPM3 5845 18M A 165M 55 38k £ 1tk 1) Lk 1k
HNEEA G, FiE 17 A TRPM3 [ 165M RASHIFEHmN DN, HI T AKE N R K Rt iR .

TRPM4 ] ETK Z8748 & 3047 P S P O 5 BH 1 BU(PFHB ) 23 FR R B 55— 4> TRPM4 2845 18],
I 7E &SRB oA R BRI (CCD) B 2 R B T A2 I D RESRA PE B D) RE SR R PETEAE[19] [20]. BEAL,
7£)LE CCD F ORI UL R A DK B A R EE I T TRPM4 154

TRPM6 1) Tl e dii 2K P 5848 ] G 350 S0 P AR B8 IAE A 4k & AR ME(HSH) . 7E HSH &3, Mg2+
{14 Jip TEE W AT 5 IR P P RSO3 AR AR R B [ 21

TRPM7 B DhRe sk R ME TR AL W] e 5 15t % Pk B /MR REG 9¢[22], H TRPM2 F1 TRPM7 [ HA% 1
T8 2 A5 AT s CAE R B LB AR M R AR - WS AREEAE - R A E I B TR P e B

3.3. TRPP

TRPP1 A% (5 3 Ju i ik 51t %2 B8 06 JEE 1) 15%,  FUERAE R . B R L g LA R ok [ s o 9472
RIBHI KA ZEMP[23]. PR B 1 2 3 B RGIE 2 51 O I R G H, 40O WE AN KN i /N5 ik e
DL Rl TRPP1 SR 5| L A O R 8] B T ) B B [ 241

3.4. TRPV

TRPV3 ITHRESRIGME R 2 G5 Olmsted ZEAE(OS), X2 —FE WA MACRERG[25]. Hah, HEiH
TRPV3 ' G573A KAL) & & B A 2 P D Re ) B .

H AT 2 AE 2 M R AT M 8 R B T TRPV4A RA%, Il WLZESE 2C B, )8 IS5 86
PEWLRI 248, i O BRSSP AR . I G BEE LA 245 . TRPV4 SR 2 SRR, G &
HHAKEAR, MENBEEEARMD), KW, KTEG, XEFURMER TRPM4 RABF KL 8T
IhRESRAFTERAE[26]0

3.5. TRPML

TRPMLI1 [ NG A 54 2 T 30U Yt ARBRME F A 2218 1T MR IA B AR A, TV BURE R TS R
[27]
3.6. TRPC

TRPC6 1575 5 44 M iy ke e A0 BevE ' /N ER AL (FSGS) I N 2R 1 JR "B 995 45 5%, TRPC6 HITh e 345
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5 I RE B SR A A 5E S 8 FSGS [28]. FSGS &35 15 /NEREE M T RE RIS T e S 3 T & H IR
DL AT REE . LA, S8 TRPC6 iR Th e M Bk R 22 A5 1 55 i M Bl sl bk v R A 9% o

4. BEERE

TRP JEIEEL ZAME 50 TR R 20 A AL B 5 1 AR HE T ORBER], IERMZ . Ol
B R E LR A E BRI R T T HE R

H AT FDA LA (5 TRP S8 I8 19 254 80CH MR Qutenza, {H AT 2 TUEAEHEAT (0m RS AE
PP EL TRP SETENRE RIS, Wk SIANR, 1E8 TRPM4 RE§UHR 4 i3, SRk g% IIA
Jig HATIEAR T TR RS . BEAh, RORSIRZOH AT 770, IS B IR 68 TR & LK R
FPVELNIRTY NS TRP JEIEAH B -
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