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WEE: RPERTHIE A 0 b B4R B M R d i 1 RIS 22—, ARG O R FAE A e R il R rh &
VEA e B OIME R . HATIG IR i 267 2502 27 5—o 8 IR M 71 (So—reductase inhibitors, 5—ARIs),
EJZHB A IR YT IO B Wt B2 AT, DLRIR B, KRR R, AR nEEs . 22E . #ig R
S, S A FH T I AR T R £ 52 1A E 5 0 750 L 5 40 R ) o 2 e gt K 2 A A

KR RYENTFURE A WIRE; AR
HESERS: R697°.3 NHERFRIRAD: A

PRSI AR 24 (benign prostatic hyperplasia,
BPH) 250 B4R B YA 6 B i i W Z —
2 FEC R PERT YIRS K (benign prostatic enlarge—
ment, BPE). RYHIZIMEL (benign prostatic ob—
struction, BPO) N JR & AH BHLAE K (lower uri—
nary tract symptoms, LUTS) ", BPH i % i i
HAER IR TS, R RIE 408 B Eh 2
H5%~10%, THIFE70~80 % i) F P MK E] 80%™,

B9 I R U 25 B, AR GO R TE
BPH il 2 h A 45 36 e EBEPE I, 2280 ol J5t g
5 (5 a—reductase inhibitors, 5—ARIs) i BH
Wi N 1 220 (testosterone, T) [ XU ZEHT (di-
hydrotestosterone, DHT) ¥4k, W55 MM EHHEAF
S, FFEAIR R T, 465/ ETS R
L, el T RBEAEAR , J2 HATIG R iRy BPH I —
LY, RRAEHEZ 5— ARIsIAYT 19 BPH B,
Z /DA 30% 0 B n RAE R A B, R
g it N, IR BPHIE U R K 4y BPH SB35 5—
ARISIAYT IR0 i Ji i AL i HA 2 5

BPH i) EA R A BN F AT A B, BR T
RO, ZMEBCERMMERER . AWK A REA
FIRETE BPH I & AR & e B S 2 mfE ], A SO
BPH 5 ¥R 19 5C 8 KA FE kLR I

1 fEHMESEISIRIEE

BYEERNG T EEHEZASW, PESHE L
By, BART &M i EZEAMERME, AN
B R o A 2 7Y Soif R (5—o reductase 2,

XBEEEE: 484, E—mail: 18601020160@163.com

XERS: 1674—7410(2021)02—0096—04

SRD5A2) Ak LG P38 = 1 DHT /E I T &R
%Ak (androgen receptor, AR) T A& # 4= BN
THIDHT 7E BPH &A= & el EE 2R 1], N B 1)
I R) 38842 2 B 2 A0 T 5 501 A A e 3 2% 1 R AT
15 P AS 23 & B BPH,  H 7 BPH &A= i3
FRef, BRI DL E Sr Bl 55 4 w1 O AR T A1 A
2 I 5 40 ) S, DTS B A R 40
B RS RPE T  AA

RAEMEHRERIIIRER ERKEZETHENT
S22 B T )ZONAT, (R TCIE AR R4 BPH & &
A AER N B KOE TR B BL . LIU 451745
A RNA T FIESE 0T & 8, BPHAZINM AR
EBEIEAS, BRGNS . AR VN
AR B VRN MR AT FEAT, MR (estradiol,
E.) WK PORFERAS, MR /M5 0 R,
Az K PR - 5 28 e 2 22 1) A AH B AT RE 2 kAR
5] I 200 J6 5 5 5 AN M P T =2 D) 1 P, DT B
T BPH", itz 4h, ZHANG %858 % ¥ BPH
PRAE I B AN rf AR 1) 263K B AIK 15 R 38 iy 471 i R
i B FE TR A OG, BRI BURT 9 R A8 I b Bz 4 A
ARTFF IR SR b B 4™ A= 4 i R F ik
T, PR ERBRREIIRE, SRR, RAE
AR HE— 25 AR T AT AR b R A M i B 5 . SR T
H 2B SR T 251 6 i 5 i ga A LT R 5 v
WEAKTY, B THDHT I RAS &R Y
I3 R A A DG, SRR TS R 2
T DHT 7K R B AN 32 AR 8 1 520, ik e 4 1] fig
S AR B VAR N R AP REAR, BRI S R A
BPH 4 J A
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IR b, KE 5 BPH B E 4 5—ARIs QiR AR i
Jie . PEALHER IR YT IS, RENS A RS T PR A B
AR, A0 WY B3R AE A A R G AR R R T O EAR
FH o SRTERr 5 5 2 1B 5— ARIs 4K HUR N 1 1l AR v
f— AN E LA, LIN 25 C0F 58 & B R 51 R 4 21
SRD5A2 [l A FIDNA H L RS il 1 1) 335 5 A
K, Lot 2GS, ANk SRDSA2 A
BPH—1 40 it # 37 % 35 SRD5SA2, #78 DNA 3L 4%
WAl L33 SRDSA2 H 54k, M ml GBS 308 &
RN SRD5A2 FikFEAL, 5—ARIs K& THERIHEL,
FECT BPHR#E R, A5 £ Y] 5—ARIs fE i
a2 A AR R A0 L % T o 4 i 1 s T R
BPH fyk e,

2 WEMESEIIIRIEE

HYRNOMESR R FEH TSET &ML (aro—
matase) FEALN E. 5=, BIF0 RN B MERL R K S
L IS ARG I B IKTP 2 U O, MM E
VB F M i £ Z K (estrogen receptor, ER) & 4%
EHCERON, ERALE A S WAL Z K. ERa Al
ERB, ERa EZAFAE T RIFIMEI R0 T, 1 ERB
FEAFTETRIGIR b 52 4n it

R TR ME IR R /R LU A9 2R A P B S B BPH Y
JERAL R T BRI A7 AE HA AL 5 me BPH 1 A&
A= . ERAEFT A AR A BAAAE T E ET A
ik A b ERa7E BPH HRAESEAE A, 1 ERB R A
PEVERT . M2 T ERoS W] LA 3§ 370 i 20
B B R A TR A ) BT A (epithelial—mesen—
chymal transition, EMT), #Emifieit BPH & Jg!" ",
1174 ERB S J5 AT LA ) i 50 B g 35 4, NICH—
OLSON F1758 3o /]y BRUASEY J& B0 # B ERac /N BL S
ERQ i bral FI By A= BU LU AR LG, MR R b B S
A5 & JBPH, W#t/R ERafE BPH &4 KT &k
PEFREAER . e ERa 32 PR BH I 5770 47 5k 7T fig
2 CHVRYY BPH I T 22—

T A SR A e I — B TR R R —— M R
ZAR G—H B R Z K (G protein—coupled
estrogen receptor, GPER), GPERIJ& T35 [H 4
WMRESE T CRE B ZAK, AT LR R 15
SAEREM, AT ARSI . cAMP A LK
PISK Al MAPK {5 5 38 P& 1) J5 S0 0% S i B, E2A7F
FE T 200 SR P 5 Y, LRI GPER 24
N AT A v 55, B ALAN I F RS 7, 5ok
RAGO %% 3 GPER TEH{ 81 i 1 1 5 )i 20 i o i
Fik, TERITAN M g5 %A, AR I b R 40 i

FARFE, COMEGLIO Z 5% % PR 24 1if 51 i 6]
FTAME PN A GPER B 30E B, 242 ifF RAE F - 11.—8
M50, BTSN AR 1 M A E 1R 1E BPH 1)
K AR YANG W58 K B, 7EIG IR BPH A A
1, GPERFIFTS AR A AR S A S, 0% GPER
AE A% 51 P T BB Ca®*, 2 E i 20 B L Kz 440 o oA
T2, M6 BPH A JE; WA B A7 & 5 & 8
% GPER J& mT R ya 4 5 81 i 1 Bz 20 B % 13 s 32F 1
7 5 Kk GPER X T BPH & A= F1 & JE 1Y
YEFH i A B

I R b 343 8 %) 5— ARTs H AR HTE, K IH:
R BT IR 2E 21 SRDSA2 JE K & 2 W Ak, T
FEXSEREA T, TR KRR ™, 47 e %
5—ARIs 254 & A ARPL M B, SRDSA2 Fik[E
fiX, THREFEAMDHT 538 T KRR, W
TS AR AL T e Ak UM R, MBS
R A B A e AR A 2 BPH R
P L 366 75 7 P OB 9 22 475 Bt 790 i 3 05 A Ak 41 ) 590 T
REINCN BPHIAIT % .
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TPMBEAENR P LS SR WA BAEN
X HEDE . e R FLR Y T 8 Kk P AR
PO HE . SRR AR AR A AR E L
MR, R RE PG, mrE B RN, 2
MR EER SIS FIREG R, ZMEESERT
T E ZAK (progesterone receptor, PR) K44 B
RN, HAZ R B 28 AL PRA FIPRB,
23 38 3 25 5 S TR I R A7 AR R AS () £ L 3 R
IR & HERON Y, PRE RIS R P9 ) 43 A LK D) 8 B
FEAAFFE R 1 41 o

YU ZEPF 5% % B PR 32 236 18 i 81 i (4 8] o
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WM FEAE T PRIG R84 400 ) 40 i A B & 0 AL B AN
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8 of 400 o) T 50 B D T 4 AR Y B A, B 2R R AR
BPH M s & MG /R . SONG %758 i Heo 4 541
1E 5 AR IR AR AS F1 40 49 BPH A5 A % B PR 7E
240 B R[] J5 48 L rh A K SR A AE . H BPHARA 1Y
PR & 5 F1IE & 5050 BRAH LL I 3 2 $R 23 = 7
BPH i i J it 88 v i 2 #EAE . i CHEN 55290 R
PR 80 AL 35 28 1) 22 8 3 AR OS2 i A
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455 % (oxytocin, OT) J& T —Fh MLl i) £ 1k
M TEARBE, T o I S0 JE AR A 1 —Fh
BE, dE St AE T4 E R 21K (oxytocin receptor,
OTR) BEAYFRN, 15 15 51 71 300 ke 1) 42
PR R FLIFE T . OT WAFTE T P47 &R
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OT e, RS, AR TER BT LA B Ak
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BPH % . GOULD 4™/ L7 1E 5 i 5] I 240 fifd
T, OTR 3 EAFTE T 40 M BT BE /N s 1, e
OT ARE/EM T OTR, M b et , /INesiHk,
OTfEHF OTRJG ol LAfE #F 4 a1 58 . 1fif LEE 46°
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