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Abstract

Autosomal dominant polycystic kidney disease (ADPKD) is the most common genetic kidney dis-
ease, mainly manifested as the formation of multiple cysts on the surface and inside the kidney,
leading to a progressive decline in kidney function. The incidence of the disease is increasing, but
the current treatment is mostly symptomatic treatment, only tolvaptan that is a drug for etiologi-
cal treatment is approved for use. Moreover, in recent years, with the clear pathogenesis, more
therapeutic targets have been put into research. This paper systematically reviews the progress of
general diagnosis and treatment of ADPKD from traditional Chinese and western medicine, and
looks forward to more drug research prospects for the etiology and treatment, aiming to improve
people’s understanding of the disease and provide more ideas for clinical diagnosis and treat-
ment.
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1. 518

W Yt A S 1 38 A% %2 B2 55 (autosomal dominant polycystic kidney disease, ADPKD)J& 24 il & I %
e B AR TS IR, 5 BRI 52 B IE B AR T B 7%~10% [1]. S i f iR, ADPKD
TERRIN R #2079 112500 [2], {6 EAG L 150 5 ARZIH, &5 8RS 2208 1 58 DU AR A,
F 3 ZRBUXUN S WA 2B MBI EAT K, AT 512 B IE e 44 F5 (total kidney volume, TKV)1
K, B IhAEIZHT T, 50%0 B EAE 60 % B i AR A 2K J1 5 9 (end-stage renal disease, ESRD), [A] 97
PR R R O MU e . PR A5 2 P AR II[3]. ADPKD B3 55 240 T & i AE ROWRE[ 1],
PR LA BRI [ RRE R SO RN R AR, B R AE O AT T B iR T T HERLA Rk
3% ADPKD S35 A3 ot B S TS, 0 2046 0 S22 A IR TT TS i s AR AR <

2. ADPKD BYIlE PR BRI

ADPKD 5 Wi & PKD1 8 PKD2 A2, B340 M2 b 4B R AR ) 85% 41 15% [4]. ADPKD
(1) 2 BEIG RAFAE R /N R AR RS R R B 7k, S BT ThREMSE MR IR 5] Bl 25 505 1)
B, WHBLZ K. Baa. MR, B REGBIRIEBEEER, B EEE D MR, ek
JEIL 2 (estimated glomerular filtration rate, eGFR)IZ#&T &, 17 bR 2 F/VLETF LU AR NLZ S T i [6]. fEHIRZ&
KR, FERP RS R, Fae J B B S, 5k SRR AL R A, B TR — 20 84k, B K9 ESRD.
ADPKD MUAENEZ RIRIL, EHEEAZME IR WO E 5. BmIE. N3k,
ZHEVERTR . AL T IR (RS RE . JEAR. WRIEL. RN ) A b g L 2 6] [7]

DOI: 10.12677/acm.2022.1291225 8488 Il R 125 23k i


https://doi.org/10.12677/acm.2022.1291225
http://creativecommons.org/licenses/by/4.0/

LI %

3. ADPKD MAEIGKIZTT
3.1. IGEKICHR

DRI R F BEASE G ik T e W, UEIEE SR EE v E ik, & RIFH AT CT Ml
— B IRIZ I, T MR X R A0 A2 55 A SO GEE 75 AT MRI ] e HH B ) B4R R /N33 4 0.5~1 em Al
0.3 cm) [8]. R4E (i [HH G ik B 2 FE B WA IR SC AR ) GRIX[9], Fri23 A B ¥ BH 4 50 sk HLXX
B S RAEAE S ANTRIEREN, FEEEREE B hAE AR BT — B AR BN Z AT . O AR S . iR g o 25
[7], BIWTIEPRiZr. FIRIREIN « 2 /MR BAnT S8 GBS —i2Wibsifk) [10]: 15~39 %, #
SR B 22 /DA = AN G, 40~59 %, AN I A 2= DA AN R >60 5 1 e ANHE, BRI
B DH UM . X FRKE SRR . AR FA A LIRS WEURAT AL 12 W S UT-Ail B TS AR E ik
A LABEAT 2 TR RGN . (B 7T B, 7E2 11%[) ADPKD Hi bk & Bl PKD1 BY, PKD2 %50 1 5838,
T — DT DRI B KK DNA EHE[11]. ADPKD H4r T2 Wi R Wi e, Bofdp R ma iR nl
RN H 25 2 I 5.

3.2. IGHRIaTT

3.2.1. $¥RMETT

FEAGE R M MR R V2 2RI DIRIEFE TS PR, FDA #EHEHAE ADPKD H ) id SE 2 k2% A
PR R R ) A R B ThRE TR . CHFRARE R T Us i ADPKD (SR fe M) [12]821,
Mayo 7335 1C. 1D 5 1E SKEFIE R, A rReER T P2, Bl — TR B i Rs, Fk
LR P A 0 20z B AL AR A R V2 SZARIGPE R, BN R IE) SR, B R INE K
(R IR, AR HEEN I EEIR, K T DK R 3 1 TRV B KR R PR 2 50%, eGFR 15 3 035 [13].
{EFEARE 1) R R PEAE I PR B FH Hp 75 22 8 0007, Rt 18 M H A H T F DRk &, <58 341 H
A — IR [14].

3.2.2. Hamiary

1) AKMEFZELY): Hogan MC ZE[151E I I RIRIE I, A= KA 2 A T LAVR Sz B 0 2 o A=
AR, (HHRH RIS eGFR TR, H HIGTT 4T 5 K AL & IUBEFURE R . H BT 75 52 2 B3R R 58
WEFAE NG RIATT T A e S w4tk

2) A% & (mammalian target of rapamycin, mTOR)lI#I71) ke HATAEY): ADPKD hH AR 7 B,
F2 AR mTOR 077 76 2 5w v PR FR (A AR S 4 ' /N A A S B, IR LI A IR 3% B [16]
B 55— T RS B, 70 %Sm0 S 1 B IR D e A i ) R/ AR R I R AR sE e, TR T 411K eGFR
FRAREL 2 KX IR [L7], A RE YT VR A R 2K .

3) MeS BRUSEEHI 7. HAET B e & — M AR Src/Ber-Abl B BRUSHEIHIF], Al RIe 45 Bk
B, 522G, IR B2 200 mold 5 B 2R A K AR 66% [18]. (HIX IR FLAFASE T B Thie
BETRMER, KEPRATERHE.

4) ZHRUNC: — HOXSUICRT RLA B 7 A R0 AMP S AR OB [19], ATk B JIFE 28 i
A=K Kramers BJ 5 [20] 30, — XML AT DAYRAR L FEARE3H 512 10 22 SRR I BAN 25 B iE T Rk i
FRAS RLEEA,  BLVFICA YR IT T B AR 4

BRibZ 4b, A 2R TE RGP B, Bl 4R R AR R . R AR AE . 22
TR WA RN RBARJE . MEMebT A FEME Ak I S R R . KCa3.1
TGP X S ERRIEI ) BT c-dun SR b B UM TE MR 245 [21]. MIETEARARIARK,
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XA ] T A RS s 259045 9 ADPKD FR Y7 e i B 2 it %

3.2.3. ZRATr SERENAISH

BRI TT R B FRAR AT 73, HHATCA SRS, Li A SR[22]58@ 6 A2 PKD2 SR N /N
P G S FE R SR, R IILAT AR PKD2 SR/ BRI RREOE:, JH R 2R ADPKD R R
1B, X—WF NSRRGSR At T BB IR, )5 SR R B 2 B SR LI R R I e A S A A

T4k, BEERRMB AR R E, BRI RTZEXT ADPKD 8% 3E1T BT A /I AT B6I7 77
o EHEARE XGRS Wy ADPKD H A AL & B 1) g AT LRI, P i A oh 520 Ji 05 14 H ik
BEIRAR, e b R, ORI RIES 16~19 BT F/K R, AA H 20w 56 P ) 4k £ 4T
UR B & A7 [23].

3.2.4. SpRLETT

E WA ER, SRR R B 2 R B, s/ DU TRV RN FARIBIE AT I st 2 22
B ETREAR . i TKV 2 500~1500 ml B, NARKRAT 2 385 X TR AR GBI [24], (HIRIT 3R 1A
ARG BAMBA LT AMNRHAIT AR AL, AR B R RIBRAR . PERE B R B DIBRARSE, (Hi A
RECS R R, X B I ThREH K KB [25], MUARAS FiAE IR

PN BB LRI, B IR B VAT T . SRR AT AN R S R AR, YIRS
B AT RE BRI R RIBE T 2 1) 3 TE i [6] X T2 Fh AN e AT B I R AR VR T B8 R S Rt i
TR R, O] DUAR IS £ 3 B AR (0 3 8 02 W BRI A

4. ADPKD M EIGKIZTT
4.1. fwEARN

fEPER L, HEZREWOEEMA . H UK « AR B B RMERER, S00487, (R
WX« KD idEl “EK” . GEZ < BRDBIRIEEIL) B CEIKE, OIS ROk, R
REHGARHEL Hk, EPE ERAR B BCCURIKT o IR ERGEARRA B, R,
M PR EUK BOR & SR, TSR ER 957 o CRREET O CIRILT © “IEYE SEIGTT,
MEARMLZRYE R i DRER AR LIRER S, SRERAL, MK, s
K57 L LU ARSI ER A RN, AN 2 gt R, IR KRR ISR, s T A
FRPHZESS, PRk TR, FETE, KON, MOZRARE DTS SR E, T PSERE
AARNIRA, ASLLURR . AR, FORALAEY, W RME[26].
4.2. HERA

AN 1 HLAAT 8 — B BRARIE 7 bR, PR AR H IR R SR PHIE IR, 1677 BRI E
WMEEARME. KEBEHIRIN B WERNGL, Hoa7 b2 A tEsx— 88, RIESIERA
)70 73 AN TG I RKAAIR S 22 UFRBA S BN« 2R P T i e B 4 KR 7 [27]. M5e 28R
WA = KSR i DA N, AEI6R T ESRR%0m 70 B IR AT R 2 0], OF AR 28 DA B AR I AR
%, BRI MR IEA S TR . SRR AR, fERARZGY) LR, MR ZH
HMAE AN TEM R, W UFLZHEKE, B2 AH; AEZE. RN, L1,
I Y5 PR EE U T 25 BkA S PEA[28]0 X T B R A5 73 9 ' Th R i 00 B JIR e v )
B, (U DIANE SR, TR B 2 R [29] .

WA IR, 120 EEERUON 'S U R . TSR MR B R A BB RE, b DU
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FH K& R AR B 22 DL[30] . FH B FIDRE AT 07 ANE 7 AR J7 5 36 47 DAR R a5 i 22
Wbz g7, WHRAYSAINRE. WK, AR =K. 5. R FAL KRiE. BT B0,
BhA=. hgh. BE. a4E[31].

4.3. BEGRTT

FNEA — e 2568 100 A R R TR T, I =k T CACSCE W ORI, B I, R
e L R AAN[32]; B R A N A A L B AR A B [33]: TR AT LLE I RS 2 igie
T e A B R A SR L 5 R AR T, AT A A A [34]

5. REERE

ADPKD {E A AN PE NI # DLt A% PR B s, it iayr J sQU5 IR REVR YT« BEAE T 0 IZ T
NS EHTAFEE R 25 B ARRm L, (B2 B KT ROFANERAR,  (UA FLOCE SH gt HE Il R AE
Mo B, s, ARG MR R S —Jri,  ATRUCRBUBC A 25, i — FOSUITRT ARIFE
P HB A ], OB FTIE IR T ORI 2 JRAEIR; AR PUEREE friadT, PR 25 m] DUAH B 5 04 2557
M VLA RIIA R PSS, 55—, Bi% ADPKD 2 FHLEIWE S TE e, 562 ME Sl
WA, UL 2 B 2R 2 AR IE,  BRVFAER R AEN Bl R 2 B 5k %
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