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[ Abstract] FK506 binding protein 1B ( FKBPIB), a member of the FKBP family, is mainly expressed in
myocardium, brain tissue, and smooth muscle. Its roles in the heart and nervous system have received increasing attention
in recent years, and a number of experiments have confirmed FKBP1B’ s involvement in important physiological activities in
heart development, disease, brain aging, and nerve dysfunction. Thus, the regulatory mechanisms and mechanisms of
action of FKBP1B in the heart and brain have become matters of increasing importance. Through continuous exploration,
FKBP1B has been found to be able to control Ca** release by binding to RyR2 receptors in both myocardium and brain
tissue. This article reviews FKBP1B’ s functions and regulatory mechanisms in heart and brain tissue in order to provide a
theoretical basis for understanding the physiological and pathological mechanisms of the cardiovascular and cerebrovascular
systems in the fight against human diseases.
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1E8 F, VERZAET A, BATRES 5 G Ml
FK506 #1% H % & ( rapamycin, RAP) § 5 1 45
4P, HH FKBPIB 5 FK506 454, i 1 41 il 45
BRI (CaN ) 76 , DO H0 il 6% S, FKBP1B
LA RIE A 20 S A i M, 5 B 45 A e gk
FFaE EMP . FKBPIB 19 3 D2 5 R (Gin3l,
Asn32 Fl Phe59) j& FKBP1B %54 3 2 J& 0% 2 1k
(ryanodine receptor 2, RyR2 ) il il I~ 3k % & 2 /)
WP FKBPs K o 55 48 £ (9 5 & FKBP1B I
FKBP1A ( FKBP12) , Jf: H FKBPIB 5 FKBPI1A %}
i 5 [ U8 0 ik 889% M [k Itk 2 A1, FKBP1B 3
PRl i i X 91 A 22 vl 2L 8 i b EL A o TR O
FGRSFHE 76 25 PP 2L AP b, 108 AN & SE R X
FA7E 10 MR LA BB IME D ML
FheH 80 & 8L FKBP1B &4 —A~ K/ A 45 bp AT
AR BT BRI — AN B F R AR B

TENLAN I, FKBP1B 78 3 HIR A T gE e e 46
A RyR2, 55 L2 4 65475 53 14 485 8¢ i ( calcium
induced calcium release , CICR) , K ¥ H4% Ca®* YEH .
MG Ca®* ML I s T8 5 800 i ot o, k45 o 7 22
Ca’* Z 555 BRI, B O PR TS 2 1E % iz
7o HETSCEIESS , FKBP1B 446 T0 L G 2H
UM IV 41 8, B AE i 8l vh Rk w7
EO ML, R4 FKBPIB ) & & 5 B 2 % T
FKBPIA {H FKBP1B %} RyR2 A W i 4 35 Ak
AT LMESE S RyR2 4548 FKBPIB 2 5LEART .
2k, U LA L 2 78 434k o0 BIE 45 44 T BN U fik
TR BTG Bl XU B0 A FULAEJEES s A
U EER R A K ¥ PR 45 /E T FKBPIB
WS 5 AR RS K A, B (8 3F pil 28 f AR
wa e iaet " . R4 FKBPIB i A R Z )5 i
T RETT B HRR 0 B RIATF 5T $k 32 2245 h e O
SR R G WA DT

1 FKBPIB 5Bk

1.1 FKBPI1B 5./ BE&SR
1.1.1 FKBPIB 5.0 /15

SR R IR, TE0 1 v 1 B 3 0 L RyR2 %
FRALRREERG 2 75 R 00 1 3 i B A rh A 2 &
B, T SRR P 250 0 2 AR A SE B X RyR2 647
MRAL# 2 S84S5 RyR2 KA TEEY B
FKBP1B & 2>, i 1M 34 i RyR2 38 38 FF 5 89 7T fig
PR AT, O ) IR S 25 SRR AT B 22 5k

HERWAE T EPIRES , Bl cAMP 4R (%
fif A (protein kinaee A ,PKA)i&72ffi RyR2 1= B WEMA
fk RyR2,RyR2-Ca®* {43 453 i 5 FKBP1B 52 1A%
G IIBEAL, 538 RyR2 & & 14 FKBP1B ZZ {1,
NS AL Y Ca®* B0 18 50 T
FER IR0 T 55 v S g0 v, B JTVS19 (2R I WE &
fiHEY) nl ] FKBP1B 5 RyR2 4385, it — A olst
Ca® B XY R R — H RyR2 Bk,
H5H45 41 FKBPIB 5 RyR2 & /£ 40 B, RyR2 [
Ca’ il PR WS & Ca’" BIRIA FEH LN
B,
1.1.2 FKBPIB 5.0 JUAEE

FE/NEL FKBP1B B A5 280 v A0 8 1 /N B
ST AR A S, (R4S /0N B 0 LA K
WEPE /N RO AR R A S o P OB 3R 32 AR5 i
BHPEIS A TR MEYE FKBPIB B/ B, B0 LA
JEREAR ) WFSEH A FKBPIB 3350 L% A5 ik
ARFRIC T ME R AE Ca® " Y R S B .O WUE R
PER N R VER . AN, M SC S5 & Bt ik
FKBP12. 6 R 55 M 32 sl ko 46 ( TAC) 1753 19/ B
O WUAEJE , 3F H. FKBP12. 6 AEfgi i Ca®* N5
P55 8%, B 1O WUIEE 278 FKBPIB &5
O NUIE R F s R & AR AR 7 (H At
FEUEWI IR EEA 1Y FKBP12. 6 33 2635 v iS85k
BRLCo LA AR AR SR RN 9 1, 5 ELAE A A9 A JE 7800 L
15 Fist G F o 45 R % W] FKBP1B W] RB AR E0%
FEHE0) TG T FKBP12. 6 75O WU JEE Hh i
VEFATAEAE S I AR 2225 PR B/ 2 9 o S8
XA T 38 1A, G N B LR B Ry 52 2%
AR SR AR PRI ME A DR 25 ), PR T B JR B 2 (1 5K
AT BT IR E
1.1.3 FKBPIB 5.0k %

FEOERE 51 B O R — A R
N ENER:N RN S ST/ FEP R N L/ L N
TR 25 5, DR I 6 B A 000 i O ORI 4 1 R
3K, Wehrens %52 #:47 7 FKBP1B 3 [K i [ 52 56
KB 51N RO E DR, S BOL I
B, a1, 4-2K I UE AT IR JT 3G R FKBP1B X
RyR2 W36 A 77, B4 %€ T RyR2 OB HADIRZS By 1k T
FIRODERKEN Ca® Bilw, HA LM s, i
55 FKBP1B B{ZH /i1 FKBP1B 5 RyR2 £ A1y A]
DA TS S TE B, T R 0 g AR
$E7~ FKBP1B-RyR2 i i & 5.0 R H %, 38 i
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M5 FKBP1B X} RyR2 fUZ5 & J1 0] e 1R)T # L=
PEOHER B I —Ma 7 FB, BR 1 FKBPIB #HH
Ah U Ca®t A BRAT 5C 1) T 45,/ 85 1 2R 1A
PR U 1T (CaMKIT) \Na/Ca 22 #: 85 1 (NCX) |
RyR Fl T Na- late"™" #4E A IATT OB H BB,
EAEIE A FH A B S 2 A7, SRR A ML T g 1 24
VI S S B
1.2 FKBPIB 50 BEEZEfEN

TG &2 & FKBP1B %Rk TO0 0, H3#E
RS, BB E O NER F, FKBPIB B 3 ik & %
%, IR o0 B . R A LA B 43 46 F FKBP1B
BRI FGR BA — 2tk /N RIS A& B o 2 rpuo LA
MUBEREIE T i AE /N B 2B JS 3 FE 45 1E s FKBPIB 4
A DR R B R FGE, /N R A 5 A bk
JEBRTF 0, B FKBPIB 2 5.0 A F JE
BRI HOG O LA AR A% &7 4 A I 5 24
FH o U NIEZE Ak 2O WIE ) i e A5 60 Ll 0 U 95 6 1)
FHEIFHNZ —, W5 FKBP12. 6 H: R Bk /N BLU& I
FKBP12. 6 19 2 5 30 1 20 B S5 301400 o 5% ple A1
pl9 FhEr, om0 WLET 4 b, A I sE T, DL R A Y
Uik o I LS/ IS B B0 R AR B B Z A
AKT 4k .mTOR T 34 5 LA K [ W) fig 52 35 91
5] X BE ST FKBPI12. 6 1 8 A Bl 2 fi2
T O IFEP] AKT/mTOR 38 B H9380E 76 1% —
iR R A MUAE
1.3 BEd FKBP1B %t RyR2 AT #HlE

O, Ca®* J&5 5 U - R AR R 11
HEYIT, —H Ca’ WE R S RBCOMERAE
AR DA | O = WSO T RE ZE L, 2E T B0
hegdeR > HAETC AR Ca® " 1A RyRs il
1 = % BR WL B 32 1K (inositoll, 4, 5-trisphosphate
receptor, IP3R) WA A a2 A L 4E L RyRs
FIP3R B FE 0 K A2 1 T B 58 N G R0 3 0
R H O NUIEE LR A8 00 45 45 e i 1Y
A= BRI RE AN BEAL ) A B AR L o RyR2 3 3 fE
FHAURJE IP3R M IE 1 50 245, BF UL W T
(1) RyR2 38 18 2O UL 4 A 3K o A o die JE 22 11—
Fies 7 iaE "2, RyR2 fE@% 5 FKBPIB 45 &
H ( calmodulin ) . PKA | & H B 2 B I ( protein
phosphatase-1 , PPT) % 45 £ % # A1 By 8 #5467
Kt , FKBP1B A 5 ALK M ) RyR2 454, F2
FE Ca’ " IHIH , AEFEC ILAH M 0 B2 T S Ay PR E i
PRUEC Z2F50E FLO R IE 8 22 1, 4 RyR2 #% PKA

WimR 1k, FKBP1B M RyR2 /3% RyR2 %} CICR #
JERVERRE R, K Ca™ DAL 378 1 M2 PN 65
B, 5 RO ET 4R DI e AL

2 FKBP1B 5fx#i%

2.1 FKBPIB 5#Z &%

FKBPs FiEHA et fh 20 i AE f 2 oc it
YERT, FLXT 22 Ffr v Al 4 28 28 45 93¢ 0 20 ) 2R 2% 0 3K
KE A4 AR A B E R, HAE M4 R g b L
FKBP12 FKBP51 F1 FKBP52 #ff 57 % £, FKBP1B
HIRIFFE AR %4 /0 . FKBP1B 7 ik 41 23 40 it & 4%
L S VN PR O 23411 e SR SN X P 11 4
AR AN AN A I R T A A R R 2
ZFp R Ca®* 2R I8 5 5 2 AH S I DA T R R A
A TEFCSE BRI R (AD) 19 K BRUFIZN B AD
RIS R 56 9E ) FKBPIB 7E JJL4H g P fE % 45
4 RyR2, #8797 Ca®* B, 7E.0 N4 Ml FKBP1B
FYELR B IC BEAE T & Ca®* M RyR2 Fii s, Mk, ¥
I FKBP1B 7E #f 28 0 v Al fig 38 of RyR2 >k 8 15
Ca®" M A HEAI S TIRE

A% R T LURIC RyR2 E i) FKBPLB, i34
ML Ca® BE N . RyRs 25 T Ki#iZ o0
Ca™" R A" AR RN T Ca> B>,
PR 4 o0 FKBPIB 45 & nT IR E RyR2 8
PR Ca® Bk, A PORHE R FKBP1B JE R 75 &
7% I BRL Vi L RN R BT R % vl R TG 3R 0 R R
IR IR TR B h X FKBP1B i 5 36 1 B 45 4
U R A I, L 2B A T T IR R 1%, ZE AR
SR 0 S I S AR 2T B Y B 5 i — 2P IE S
XY T4 R S IX FKBPIB 351X, 18
JE WAL (slow afterhyperpolarization, sSAHP ) 3 /il ,
Ca" R, SN L, 28 sh i o pp 200
[ Ca® " KSR SAHP BT K, BIRE 5 AR I8 3 4K 1l 5
RN LA Ca®* A5 10 FL A B Bt 22 436 5 )
2, KR X it ik FKBPLB, i 72 41 i
Ca®" JZ N, % % 32 2 AH SC 17) Ca®t 2K I AN 0 B
3120 sl ¥ ok e W] FKBP1B 2 Bl 45 JC 56 B (1)
Ca®* R FIA A B8 5 7, A fE 2 R
TR H E T B, BE AN, KRR D X g £k
FKBP1B, & T /022 4F K R B0 2 8B | i RE 8 3
PR ORI T JE PR SRR 37% 25 5
AIFIRASAE ) SN AR I AT A — o T Y
PR ZE A AL LU 55 S W 245 23 Bl 8 0 20 ), (.
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FKBP1B T4 2K &, KM, FKBP1B 14 4 il
R 2 30 A e AR AR — B IR Y TR
2.2 K& FKBP1B X} RyR2 #1 L-VGCC ¥

KIS 2R Ca®* S 510 B C, FHoh
B CAL & Tt R E AR R L AU R
I J4% 4% 18 18 ( L-VGCC) M1 RyRs™ . FKBP1B T4
SEBSEEFAER] FKBP1B 1 1] I il #2256 A LA i rp
RyR2 415 1) CICR, Jf H FKBP1B &g % I i #11 5
VGCC HL 3 77 4=, 3 FKBP1B i i VGCCs 2K 41
Ca’ " PEAANMILL K RyRs /S Ca®* Mg N BR AL HE (1L
THIARGE S H BT A4 FKBPIB o] 4%
VGCCs, {H 7] DL B (1) J& 7 VGCCs-RyR i& 12 17,
FKBP1B ifi i CICR #4/in Ca®*, L-VGCC i T RyR
) 7, RyR 5 7 VGCC-RyR i % i) FKBPs %5
4, VGCC-RyR i #F CICR ¥4 Ca>*™ . K 1k,
FKBPs 1] gEifiid 5 RyRs B9 45 & — 2520 VGCCs
T Ca* HLUE, BN 2 A B2 FKBP1B i 2
— i A E 1 BAESR BT VGCC T 3l .
2.3 FKBPs #l# mTOR i& 2%

FKBP1B Fk 75 RyR2 E &4 A4, 8 54100
WEEAHE AR, FKBPIB/1 A 381 5 40 240 il 571 5
AT 2 45 G RERE I mTOR 38 J% b g 5L, 45 K
A0 A A K A ] BB R A B 3 X FKBP-
RyR #l FKBP-mTOR A A 2 B9 4E 1, 9855 T FKBP
X} RyRs ##1, (H3458 T FKBP %} mTOR 1, #2755
FKBP1B/1 A Fil mTOR (JAH B /EH 5 FKBPIB/1 A
MR P RyRs ¥ 5 Ca®* B W AE 2 b ST 10,
FKBP1A B2 S [1] P45 K mTOR 388 B i AR B
20 Ak F2 3k FKBP1B, mTOR i % 24 /> 5t
PRI Hiflan F1 Nfkbl B2PH & 4= A8407) Siit2¢
£ BV mTOR 3 %% A 06 FKBP1B fUsk 5L A
JT7E 35 , ) i FKBP1B JEASHE2 U FKBP1A Bk
JE¥E mTOR A %, [R5 FKBP1B A9 3 PR 4154
W A% mTOR #A2NF,

2.4 K&t FKBP1B [E{RHIEZE

18 55X FKBP1B ik & FEAILE Ca®* 2K i i
RIEMIOCHERIER X Bl R 7] R i T Rkl bk
B S s M . 45 & 4 B FKBPIB X
VGCCs 1 RyR2 45, 3%} FKBPs A4~ 420047
TBGE B ACRLN, R B T 7R IR R X FKBP-RyR
M FKBP-mTOR i #% 19 o ) 4 #25, W 3K il 5
FKBP1B IIBER LIS Ca®* k1M, i 5 (bt #i v
LRSI R A — 2, T2t T FKBP1B f#

ICPTRE A il & 90 U 2 AR D R — b mT RS 7 2
EZuy L U EZSTw IR EZY: i R A T o aa o
Ak, E A AR A A WA R /b, s
FKBPs"™ | A —Fhnl e S5 E A &, Gl LR &R
BBz T 22 ) KAV T R I Ak, %68 A G 1) 5% i
Wi 25 AF B H A T s 0 Al R AR AT AR Y
Ca’ " sAHP™ | B, 3h J7 i R fE A 4k FKBP1B
Pk, IR RyR /S0 Ca B, L, R
A/ s AR b v] BE 30 FKBP1B 35/ RE R,

3 RE

TCIB SR TR I IR J2 i i 28 T HH #f AE 7E FKBP1B
FER IR, HAERS IR RyR2 2 1A i A =X 1y
Ca®* B, RAEMCHIThReE R, A8 A MLiA
B— KRG E M R R G, AREAEE AL
ol PR 508 K 4, (A& FKBP1B N fff P JJE
PRI R A 28 R G | D RE R 5 (] AR AL Tk
B ME AT B B ANIESS T, B2 5
Bn s R R O I 2R Ge e & R HL G T 20
Yoo, Ry HALZH 288 FKBP1B (92634
e B R T RyR2-Ca” " AL 35 2845 H A4 42L
S
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