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[ Abstract]  Stress response is the process that our body produces a series of nonspecific physiological and
psychological response when dealing with pressureand dangers. The hypothalamus - pituitary - adrenal (HPA) axis, as the
central nervous system, plays a critical functional role in regulating stress response. Glucocorticoid receptor (GR) is an
important regulatory factor for HPA axis’ s homeostasis, and its function needs to combine with heat shock protein( Hsp90/
70) and co-chaperone proteins (FKBP51lor FKBP52). FKBP51,a FK506-binding protein, is a negative regulatory of GR
and HPA axis function. In recent years, Fkbp51 has been identified as a significant regulatory in the stress-related
psychiatric and metabolic disorders. Here we will review the recent studies of Fkbp5lon stress-related psychiatric and

metabolic disorders.

[Key words] Fkbp51; stress response; HPA axis; GR

1936 4F, N3 %% %% Hans Selye ¥ HUARTIXT B AN h— FR A EE N 43 0 B9 A2 | T He v fe 32 %2
B ER AER — R AR AR BB R 1Jc 3/l Sl LR N ﬂ? ( hypothalamic-
ZAISLINE FR) sk FIRR SRy I B8 B W7 ( stress ) ) o 7 T8 ) pituitary-adrenocortical , HPA ) fill ity 5 8 JU &%, B

[E4&THE ] ERE AL LR 973) HHI( 2013CB945001 ) ; A 4EGIHT 3 4 (3332015054 ) ,
[{EER N ]k, & W5 ) R 5 A F A2, E-mail: 1152156788@ qq. com,
[EHEE AR, B 5 A S B EWS . Email: wyong@ cnilas. org; #3546, 3, 0F 585 .. SRS & 1K . Email : zhw _

yang@ hotmail. com,,



o F A PR A 2 7 2016 4F 11 H %5 26 555 11 ] Chin J Comp Med, November 2016, Vol. 26. No. 11 91

B i 2 24K (glucocorticoid receptors, GR) J& T {$
R ZIR RGN R 2 — TR N Tz 3Rk,
IFHA S 05 B Bk R S LR T S AR 45 1)
REAYIAY T AR BT 5T R W], GR X AILAA i 1o 5 |
KA S A = L B A HEEN . GR
J& HPA FAR S AR 0y 2y K, I RE 0 L 4%
e LG PR (IR TEH 1 Hsp90/70 45) K 3hpE
1B A (FKBPS1 5% FKBP52 %) 45 &I & &9,
HPA DJREAZ A6 I RE 51 2 22 ok 1t R4 P 9 1)
& Hih FKBP51 X GR Fll HPA By ZhfiE EAT 1
PAER], T FkbpS1 BEPR Z2 25 M 55 N SO DG 1) —
FIVKG A ZEFL R T AH G, AR SO XS FlbpS1
T I IBORE DN A3 52 05 LA B 4y o A i 35 L 8 s v Y
VEFI RIS A T25AR

1 HPA %5 Rz R

HPA B2t 28 N 73 i R G A R o), 5
STV 2 EEE S, ATHAL S O A
25 L) KRE B A I FE , O ELAE MR B4 107 8B
R EBEOVER . HoAE BALHIY 2 Y NS
e UL R EZE PPN T T 2 A I Y R (|
T (1) EBHENMZTTE MO R S IR R B
R B K ( corticotropin- releasing hormone,
CRH) ; (2) CRH ] UG #ETEAR Fif -5 180 b 02
R Bt Z ((adrenocorticotropic hormone , ACTH) ;
(3) ACTH P it B _E R S 5 5 1A 53 s LA B J e
SO B B ZR (glucocorticoid, GC) 5 (4) GC
i3t s it R ] T S b Y GR 3820 ACTH 1Y
FET; (5) A, GC Ji i 5 TR E AR 20 Wi
GR AMHEAEH, Tk 2> ACTH 1R 75 I HLBH Wy H:
PATHIAEIT . HPA S — R A IE G 458 7, fie fi
DL B A2 2R A A N 19 I 3840 7 0 S5 i, s L A
PREFFR I N PR BRI ERE

2  HPA #H7ER 3= B A 9 1E R ALE

FEIEF G OUF, S LR 32 2158 210 S 500 5%
B, 23 S A A L I8 I S8R I, RO AR U0, HPA
R T LR N ) S HE R B, BN AR 2R
PR IR RS & A p 3L R i A FgE R,
PIARSE \PTSD 3 1ML 3% o GC ¥k B T+ &, B HPA
hfezal Y WSS A R 2R
YT, B KRR GR ik, X HPA il #1111
FCEA R ER] . (HRREE TS ) GC 5ilE 5

i
\ .
Y R

B 1 T rehk-a -

Fig.1 Hypothalamic-pituitary-adrenocortical axis
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