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BETHIE [REE S 1R 7 C3 (AKR1C3), AR A58 17 3% 5 2K [ % fii & 8% (17 8-HSD 5) 5k A 51 B X F (PGF)
EHEE, EREBREMERTERBIER . BREAHEEE. R (EHEER)NPGD24 H A N R
R(EBFRNSa- —E2H). 174-H _FE(RHERR)N118-PGF2a. AKR1C3/K A HBIEHE R4 (AR)
85 5EE, (RHMEE RAMSHEERIT A . AKRIC3FERAEA—FMBREE T, RIEMHR
R, BRMER, FSBERENARTEMEAEFM. K AKR1C3 CARIE II7E &) iy 3k
A TERIGIT R 25 A SR KRRk . Bk, AKR1C3HIHIFIMFF R3] #E T BT Rkl
ZHINE, HERNBTERHERE. AXFHENB T AKRICIH AR AL, HXTIEERIERE M
AKR1C3HIHIFIIBE R BT T 458 . RATH B R AR R Y RIAEERIGIT T IR LS %,
B AR, EFEMRAKRLC3HIHIF] .
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Abstract

Aldo-Keto Reductase Family 1 Member C3 (AKR1C3), also known as type 5 17#-hydroxysteroid de-
hydrogenase (173-HSD5) or prostaglandin F (PGF) synthase, functions as a pivotal enzyme in an-
drogen biosynthesis. It catalyzes the conversion of weak androgens, estrone (a weak estrogen), and
PGD2 into potent androgens (testosterone and 5a-dihydrotestosterone), 17p-estradiol (a potent
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estrogen), and 115-PGF2a, respectively. Elevated levels of AKR1C3 activate androgen receptor (AR)
signaling pathway, contributing to tumor recurrence and imparting resistance to cancer therapies.
The overexpression of AKR1C3 serves as an oncogenic factor, promoting carcinoma cell prolifera-
tion, invasion, and metastasis, and is correlated with unfavorable prognosis and overall survival in
carcinoma patients. Inhibiting AKR1C3 has demonstrated potent efficacy in suppressing tumor pro-
gression and overcoming treatment resistance. As a result, the development and design of AKR1C3
inhibitors have garnered increasing interest among researchers, with significant progress witnessed
in recent years. Here, we briefly review the physiological and pathological function of AKR1C3 and
then summarize the recent development of selective AKR1C3 inhibitors. We aim to provide a refer-
ence for future drug discovery and potential therapeutic perspectives on novel, potent, selective
AKR1C3 inhibitors.
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1. BY

ik

AKRI1C S EEIE JF B (AKR) KR — AN WK, AKRIC HKEEER 4 AL, 4572 AKRICL,
AKR1C2. AKRI1C3 Hil AKR1C4. AT MR s e —i% H BRBEBR (NADPH) ZE 3-8 17-F A1 20-F2E
] 30 o R A @Eﬁf)ﬂ[l] XL AT DU 2 PR, B P VR SR [ R BT SRR R R ANEM LA
[FIT AKRLC BEiE 2 558408 5 )Ri[2], 8% NADPH 30 B &S5 F1 /), AKR1C3 FEAEMKN K
# ﬂﬂﬁvﬁémo

AKR1C3 5 AKR1C1. AKR1C2 fl AKR1C4 /7 ¥l [FlJs 1 #ermy, KZITE 86%, 4 M4 idEH Al
Bk, ARARATT 20 R B T AS [R5 A i AAE Y5 D . AKRLCL il AKR1C2 fE & FhH LR rh # G T
ZFik; AKRIC3 REFRIAT WM E [4] (AiFIE. B IR, AT E), 55 FIRA e o2
BRI G , AKRLICA NIRRT HHE, 2 5MHER G %[5]
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Figure 1. The basic steps of androgen biosynthesis and the role of AKR1C3 in its regular path (green), alternative path
(yellow), backdoor path (purple)
E 1 #EHREMESRNERLRIUL AKRIC3 EEHTHIERAENBEZ(RE), BREBRES), BIIBERES)

DOI: 10.12677/hjmce.2025.131008 71 2tk


https://doi.org/10.12677/hjmce.2025.131008
http://creativecommons.org/licenses/by/4.0/

R, Rk

A K AKRLC BE#E AT AAE N NADPH 481 G 3- 17-F1 20~ 2 [ B ik J5ims, B/e 1 3E E A1k
EREVIAFTIAR . AKRICL F (L3 (1 J0i% 3], FEEAE A 20-HH 25 B 6 5, AKRL1C2 {iEitif
WK Sa- A MM RS, FEAEN 3-FK B REIL )5 . AKR1CA Xf 5a/5p VS E [ BE 0 T8 BOA e fa & 1)
AR . AKRLC3 [HE9(174-HSDSB) | 3= BAE Jy 17-Bik 5 E, £ A4 HEIE-3,17- B A Sa-HEks-3,17-—
i 43 5 Ak RS2 A AN Sa- A SR EA (& 1). SEEAA 5a- — S B FHHL L SRR, SRR 2R A RBR K
SEATI6].

2. AKR1C3 #EH&HTHIER
2.1. HIFIBRAE

1T 471 AR (PCa) & 5 M B T2 R HE A2 58 i R IE[ 7], AE T A RESE T St , 40 1/10 ik
FARI[8], 1T A e AR T i R, I8 I A 2 B T AR B 1) S BHGT T A ER 1R SRR B X R T VR AR
HEBER FIZFITVE(ADT), A& WA 271 e 16 2 BVR 7 7795 [9] - SR, 7825 MR RSP T IR Y7 1 — Bt
()5, A5 B A BT 3™ B ) e e M 2 A4 BT It 1T 471 i (CRPC) [10]. CRPC (W = ZRFHEA, M
WG R I B IGIN, HERER AR B ) AR S AR 1) T S 53 2 TH AR A [11] o X AR 3 S50 e A AR
ARG I, Wi BO5E A EE— 25 R JE[12] [18]. CRPC &R BUEIEME R VERRIL, ErhE
%3] AKRIC3 it RIA R . Kk, #0f] AKR1C3 B AiEYT CRPC H—Fi HA T St 15K ME . CRPC it fig
() = BN B e 20 P ) P 003 ) e 3R i PR B ot A 2% [l e 2 e B (B 46 Cypl7Al. AKR1C3 I
5a-34 5 i) BT B S [ 14]

R ¥ GEO %di 5 A1 Oncomine % , AKRLC3 7K1 J5 & P i 51 s A IE 5 117 71 it dees v =& IE 5 11
BB R 1 A 2 s o B 2 T [15] . tbAh, AKRLC3 # K HL5 ARG #1 I 40 i (R RS A 0%, X B
EAEFR MG GE . IR A B A B (1 245 1 o R] e R AR A FH[16] .

AKR1C3 ik 2 FioL i A i 12 52 i g 47 s A R 1 AR ORI B . 4L PGD, #5 46N 118PGFoy, 17
AE AR BE ET A IR A K IS RS 5 . F SR, AKRL1C2 F1 AKRLC3 A $35MBUH PGD, #%44k, it FP Al
PI3K/AKt {5538 B 2E T 51 IR 4B MO G B [17] BEAh, AKR1C3 #7145 N AR &£ 3L U0m 8 7, 78 PCa 41
. SRR AZE CRPC #E i S AR A EAFEH . XM BAE AR T R Ot PCa il CRPC
SEBHEMAER, FINEE R EE S FEOE[4]. TR AL, AKRIC3 F1 AR-V7 TR E &%t
ADT Ab#E 5 1) CRPC AN A K Z O B %L, Jl] 13X W P &R (1 IR B A [ 18]

AL, HEXIML #iA A e — N AT 7, T AKR1C3 76 7L IR AT PCa 41 i T i 255, SEmaisss =4
BRI FRIE RN MG 5E[19]. AKRLC3 1E4 Siah2 [ RN, 7RSI FIfAR Py s T H AL 75 PRI 5)) PCa
A, Siah2 $HI PR T AKRLIC3 BRI, BEAK T 40H N RERER AKSE, 30 T A=, 1M Siah2 mkRam
firh AKRLC3 B FT RIAIE S 7 Siah2 |AKT. 2 NIEIFHIE, AKRLC3 HIFEME I %A i Siah2 Xt
H A SRR BTN AE[20]. 95— TIWF A E ], 7£ CRPC 4Hfirh, SULT2B (— Rl 41l iR 252 A #2532 ] i
i ) kg, I AKRIC3, Uil ERKL2 fEiE(E 5, FEIlRBMLEMT B28fh[21], XK, 1T
) SULT2B-AKRLC3 il {3842 1] fig N #E H] sult2b Bff PCa $24L T # iR e . AKR1C3 @it i 15 4 5 A
TRVE S IEERAE I EMT, e 40 i SR 7945 8] 70 JoR A0 R A 5 LR 2B M RN B MEIRRAE[22] . BR T 25
YL FEA EMT, AKRIC3 &2 5 B K. HVMEEF o MI)ae R R H - E£ Y], AKRIC3 @i i
e AR A T (IGF)-1. Akt AILAE Y B2 A2 K IR F-(VEGF) I FRIE 7K, itk 1 PCa 4L F) I A= il A
122814 23],

AT ER R, ERTFRT, AKR1C2 1 AKR1C3 7E4} So- — & S TE 4k i BAG 58 4k S
b IfE . AKRIC3 123 So- A £ L%, 11 AKR1C2 #0141 5a- S S Fi i A2 . 4 4011 AKR1C2
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WEE, NSt w S R IE TR AE 5 1A% 2 [24].
2.2. SLIREE

AKR1C3 AT FE Mz M L e A 78 ) MR AR A I AL e i) R R T o R L EH . &
SHiFIR RS A G, 1T FIIRE TR AE A OBIS R 8515 5 [25]. AKRLC3 ALY 17-F0 20-f 25
I ) k2 T e 2 $R s FLAR PP 178-ME —BE S5 2l B A, VB LE A I ME B R 2 AR (ER) o AN AR 22 i 52 A4
(PRVES, RAEFX—EBTEL ST . 4, AKRIC3 KK PGF2 Z [ F M al LLEGE F AT IR &
ZAK, 5% PPARy HIPTIEHE PGI2 Bifk. BIt, AKRIC3 BUAMEHE S S HIMTR, TRV 2 M SR
e AV 3R A0 e L PR T FE VR T R A [25]

TEARE A B MR, FP 2RSS AKRLC3 BHMEIR B AN RLIG PR 45 SRA 9% . ] 118-PGF2a
FR1k ERK ll CREB 577, lil#ih MCFFP 32{ki% S MCFFP 4l Slug HI3Rik. SapANHRAMLL,
XY 1 1k 2 AR PG [26], XS R I, AKRL1C3 f/E AT LA 2E FP SZARBCAAR, 05 (2 32k SR
e o 4 LA PRI AR

FE— T4 e 38 1 AKR1C3 mRNA ikl i s, 7E CRPC &3, AKR1C3 ik [,
1M ER BHPEFLME th 308 R if[27]. dhoh, AikGETRH, S5EWEARALSAMEL, AKRLIC3 fEFL MR &
B R I[28].

2.3. I

JR R A I e AR A R (HCC) MR e, | T TS 2, HRRME R FAHE S, Sk
ok 7 B KPR . it Oncomine. CCLE 1 GEPIA %4 FE ¥ /A K B, AKRLC3 75 i 20 SR 21 Jfa v 1)
FILKF Y B E T =29

AKR1C3 1 AKR1D1 25 MAPK/ERK Al AR {5 51l . BF7tEH], AKRLIC3 [#fial AKR1D1 if %
1%, 2 FEAR KCE AR ERKL/2 BERR AL, AT 0] 240 ff 4 5 A g 2B K [30] . IX W] AKR1C3 sdid i
7 MEK/ERK #il AR {5 5@ ¥ 7E HCC i Jg b BB fEMBURIEM . b4k, AKR1C3 i#Eid %S TRAF6 (1)
H 52 F AR FIE NF-xB, BEJERERUR K N1, 3458 STAT3 BERRAL, ik /ifss 40 i g i A2 28
Ak, AKR1C3 I8 IL-6/STAT3 il % (2 i0F e e FE AR 28, W SEEe Frik BRI, 8K STAT3 B
45453 AKRIC3 Jash 1 b, #SL T — AN IE RN RO [E S [31]

NRF2/MAFG-AKR1C3-PARPL #litl & HCC " 5 CH HZ &1t . NRF2IMAFG H 4 &
AKRIC3 JHE) T, HuSkESt. AKRIC3 &L F#K PARPL 172 &ALk A4 E PARPL, it HCC 4 o 15 F1
XA AR [32] . AKRLC3 A Bl T HCC HH IR (LD) FIAR 2R, 3 A — Fofr 15 4% Folt Jiev g 8 204 (R e 75
T4 G T AN AT TR 25 A S OB 4 [33] . e4h, AKRIC3 £ HCC Hilid YAP/SLC7ALL {5 Sl ik i 45k
M. AKRIC3 N FE YAP &% G A/, btz B is t 1 SLCTALL, AT 3G INAH i P 2k K P
fRBEERIH T-[34]. AKR1C3 M1 SLCTALL HIHKEHIN 2 HCC Tilfa A R4 RO A1, 5Rif 1 Xy
FHHEAE F G R AR S [34] . IXTZE G AT B T AKRIC3 78RR R I I S 216, iR
7 TS PR R AL T I AR R4
24, SRR MR

SE A I (AL) F EEALFE PR AY . S bk T i s (ALL) IS PERE & B L% (AML) . AML 2
— ot p A2 I 5 1 D L R G0 P R, AR I A B AR 3 AR a6 4 L 1 e 14 5 [35] [36]
AML 1 AKR1C3 [k 5hriEE ST RIT 206 %, Rl AKRIC3 AR R K251 L R [37].

JRUE 5k A 1 s fd B AL SR T, AKRLC3 75 A I R %A ik Rk, {85 HoAth (i s 2L (2.4 AML
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A1 B i St bk E R i A 7 (B-ALL)) A EL, E T 40 B St bk 2 REGT i 1 i (T-ALL) ', AKR1C3 )
FIRBIN[37]. A M T (LSC)br &), B4 AKR1C3. CD34 f1 MMRN1, 7t TCGA K T 4%
PEERER ARG -3 (Tim-3) R4 A B L. LSC A Tim-3 fIRIA S AML IR B TG ISR i 25 7 2k
IEA 2K [38]

AKR1C3 7E A ML HE R PGF, & fclly, k2 fssd ve  FHATRE4E ML 7> 1k . 75 AKR1C3 [ F,
PGD, # i1k i 118-PGF2,, i MAPK 15 538 B8 FHLISTBEAN A 401k, (e b4 bt . 75 = AKRLCS Kt
WK, PGD2 #4k°A PG, 81 15-Jii & -A-PGJ,, X /& PPARy I IC/, @id#E PPARy &t 4 1L AT
T2[3] [39] [40].

W RCRs S AKRLIC3 BT 245 (I R AT 78, f1 AST-006 (TH-3424), CLAFEARSNRIANAIEN] T AKR1C3
i FIER T-ALL 4030 A4 M 35 e AU R iE 1 [41] [42]. b4k, B AKRIC3 0B HIRTZ5 1 PR104AA F
OBI-3424 7£ T-ALL Hllm PR BT ARt L3 720, OBI-3424 Hllm PR /7 H B IEFE HCC B CRPC 31
172 S AR5 b B AT PEA5[43] [44]. IE4h, PR-104 CAiE B Al LLRE j /5 88 G AKRIC3 mEik
M2, M ECHL AKRLIC3 i RIAFIEENRHER] T-ALL B3 1 — R4 NS IRV IT 5B [45] .
AKRIC3 1E Ny —F AWk &4, FW] T-ALL AR N FASN ST PR-104/PR-104A [N o

2.5. B

B W g A — i L EL B R R, AR E R S B . R SR T B e R AR
EHEBREEMER, 75T AL B AR A RER . £ Frycz KR FAUF 0 — DU 7t
oh, FEARMR A JE R VR B ZH 2 AKRLC3 # sk 1 5K -F g 38R 15 B 9 (GC) A i AR 22
FRAEROA 1 . 4 2R 1 25 ZBEAR BRI 57 T BR AN (NaBu) i 2 B0 AT DL &7 B 9 4 il & (EPG 85-257 11 HGC-
27)H AKRIC3 # WA F/KF, #1278 AKRIC3 RIAIMREA it 25 7 B@IKRE, H @il NaBu &
$[46].

AR AKRLC3 7E & Flo i R A b i %k L, E5IEFHLMHL, BrEs i d g b gl kR RIE
A — U 7t K I ARID3A 5 AKRLC3 (1 55 [K -1, $0i| HCAE &5 [ e 4 i v (19 2 58 . AKR1C3 #1 ARID3A
Z AR BAE 5 45 s 45 5-50UR s g (5-FU) Ik S BUSHE BRI E 58, 1IX R B ARID3A 5 AKR1C3
{17 LA AT REATE Sy TN 45 et K53 LIS A AN MEL I B 5 471

3. AKR1C3 53877 Z4
3.1. A hiaITNE

P AR YT S FRREIRTT I — PR EE B 705, e A5 FH 288 I I 24 00 R 3 e e BT s R 2 e, AT 4l
IR . SAREITIEANT, NIRRT VAT RO, SRR, (R T

TERTHIIERIT I 50N, WA TT B4R 2 R UIBRARFIUE R 250, it R E A B A B ik,
SR, 0 TR 25 B AT TR BT Lt AR 8 e 8 A 2% 24 0 P i 2 1A 55 e 0 T 1) s V0 7 R B T R R kAR
[48]. AKRIC3 CL#iffiE NN /b 25 %S 5%, Frnl 2 RRE R AT 5. BHiRy,
AKRIC3 7B 24 it 25 i AR A0 i bk 0k, A B T il JR Ak R A e (i 2 B 1) Py 43 Wb I
B AKRLIC3 T4 A o o IR B 24 5 e i 24 AN v W 0 T 27 e R0 3 AR A7 SR I SR [15] . b4k,
AKRIC3/AR-V7 il 5758 SN 24545 9%, e xRk 8 Jr RIS L ASr T 243 F) T 71 J s 200 B3 — 25 5% B iy 8 i
ML B S i 245 . FR R, PR AR-VT BAE ] AKR1C3 AT {4 i 24 4 o o 3 6 24 4 5 5 URK, AR e it
245 I R AL T I AR IR AR [49]

EFALEY, AKR1C1, AKRI1C2 Fl AKR1C3 i A ILAE Mt 5L S5 i 24 i FLAR S 4 i o o X 1
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A5 R S T 2 M 26, BRIV T AKRLC SRR B 7E 9 20 WV 77 T 24 T 46 P [50]
3.2. MEARTTIHE

L Y — S B SR R 0 S PR T IR O 25 TR T SR, AR GTIRIT AR EL, R 4R
HVATT AR, BRI D . XS RN TR B B A RSB 25 . AR, R
YETT TR 25 AT AR — AN B B

FEABPEBAYE (1ML (CML)H, AKRLC3 54 I %5 J (— s S Wi b 50, A 1 — 2R ¥ 10 25) 1
M 2651 55 . AKRLC3 (X85 283430 7 CML 4 /N BRI S6F A7 T 85 JB R 251 . 10 5 JR 5 A B e 52
SE(AKRLCS [ A0 50) T 5528 2E K /N BRI ZEAE H, SR80 IR IER A, 609 AKR1C3 4015 B A5 1 o A7
B JRETT W AT
4. BREIBHENE AKR1C3 #p&i3
4.1. RIRFAK

4.1.1. AEBRITEY
)jj@/\iw %/d )QV°D/\)O%H
(jxkf (j\*i Cka

3
AKR1C3 1C55=110nM AKR1C3 1C5,=66nM

AKR1C3 IC5,=0.11uM

F\©\/ i /©\/ i |
O:©/\)‘\0H "o ODA\)k(DH
(0] (0]
H
©Mo ©Mo N ~_OH
6

AKR1C3 1C50=0.11uM AKR1C3 IC5,=20£4nM AKR1C3 1C50=0.07uM

A o A \
Q ~ OH D i = OH
= OH N
N o H o)
[e]
8 9

4

H

AKR1CS plCs=6.4 AKRIC3 plCso=7.1 AKRIC3 pICsp=7.2

Figure 2. Baccharin and its representative analogues
2. Baccharin B EA R M4

Baccharin 2 B PEIH I RARAL Y, AREURH) Baccharin G821 AKRLC3 i i A1 %%
(ICso = 110 nM) [51], R 5 SPLAHEAEA, HMEks SP3MHEAEH, LIS SP3MHEAEHKIZ
Pk S L AR 3 20 CUIE BT AKRLC3 F 4 83 1k A B M 1R K BTk

KV-37 J&iid % Baccharin AT 45 &1 20, BAJLANRHIIEA, (&9 2 X AKR1C2 A
A HGRAAMEEE(1Cso = 66 nM)FIE 2 (135t AKRLC2 5 109 %), HHHEBKffaeEtt. 2 58
e A HZ AV RVER, TR 2 CRPC 4iJi 5 22Rv1 4 fiid F1 LNCaP 4H it X 18 & i 1) fU 1 [52]

Endo 2 N 1T T — RIIA S M1 baccharin Z84[53], 45K, &4 3 1 4 v 7 a4y
B 4 RS EERN 3-HORBEHUY, A5 baccharin AHLLIAMHIETE . 5 Baccharin #HEL, L& 5 A
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HAHAE) AKRLIC3 IR AF) AKRLIC3 il RE, X2HTALEY 5 WIZREET 1) 3 ks
AKR1C3 4 IE ) Tyr24 Z [AJER T 2. BEAATAEY) 6 X AKR1C3 [54]. I H By Ak 10
HNEE. ZEWs SP2 HERRAH/KMEIEH, RABFHMLAMERE. 6 MIASEIRSE TS
WE

Baccharin F.A5 R 4F¥] AKRLC3 #IfilyG G FEM:, (HILE5H b i ERE QAR &, KIS P2 s
PERE RIS D T SE4F 4 baccharin fiTAY1E v AKR1C3 #5176 97 AML B EhEIVEH, Verma
NV A BT = B 1Y 5K fR AR B R A & 5 R 2 R SR B B AT AR [39] . FEIX =A
FIAEMT~9), WEY 8 RILH e m MW ALE RN, MG 9 RILH BRI IHIGE. X =MEW
(7~9)% AKRLC3 I H AN [FIFE FE R H il s 14 ( 2)

4.1.2. 4w

Hulcova 25 N\l it it 28 Rl st A0t AT v MR, 53 7 — PR SHUEE 2R () AKRLC3 411l 7 [55]
EOR 10 (] 3)% AKRIC3 JEARKF AR, (Al T HAFET T IZ RIS, SR LR it —8
FRIIA RS FHEY)

F— R, NEEBR(BBR; 11) [56], 4TRSS KW, BBR L5 SP3 Hiff) Phe306 il SP2 Hiff)
Phe311 JE i« — n AHEAEH . AHIERH, BBR BA LU WL 7 HLF (140124 /7 (1Cs0 = 7.26 uM)o X Fif
TEPERTRE A T BBR IR AR FEHURIFBE TR P S [ AR e e ah g S e e g e, BAR S
SP2 4SS R RSN G KA BAEH o thAh, TELFHA/NRE T 7F LNCaP 4 i i, BBR 7] LLAE
SRR CRPC kR .

AR, WI[2 + 2 + 2P =BT EA T — RIVEA AKRLC3 JETERFN ] (1 IU S R kb A4
[57], 5 BBR AL, &4 12 XF AKRIC2 g FEMEA Frig & . Mg R 2R, 12 ZE{f3] AKR1C3
() SP1 Al SP3 H4&rh, 7R B &5 1AL s A BEAH BLAE FH o tHT- SP1 S [RMARR I 22 57, 12 A e 5 AKR1C2
(1 SP1 MM EAEH, XN AR EEFERER 2 —. A, XMERNEGRONENESHFRES
TETEI AKRLC3 #IFER A 78T i) L .

0\
<O Q. oH ° i
5 . L O/\
AN
=N ~ N? N O~
%
\ (@) O 0
O

-0 H
10 1 12

AKR1C3 [C5p=15.8uM AKR1C3 1C50,=4.08uM AKR1C3 [C50=11.69uM

Figure 3. Representative alkaloid inhibitors

3. RF M IREINHIF

4.2. FEEHAIER AKRLC3 #1117

4.2.1. RIS EH(CDK H5)

2111 0 ) 491 2 79 A s i (C D) 401 71 Purvalanol A (13)F11 Roscovitine (14)t G54 il AKR1C3 i
PE[58], KifH/r74 1.4 uM A1 5.5 uM. X B 259 5 25 91 % 8 AKR1C3 1) HCT116 41 () DAU 1t
o TR SE24 44, Purvalanol A #1 Roscovitine 5 DAU BAfif F I SR80 A W [R50, TEAE e v Bl
R Z Wi 25 a7 T &
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4.2.2. Dinaciclib (CDK $1#I31)
Novotnéaet % AIESE T Dinaciclib (15, 1] 4)iiid 5 BUIA ST AE 2208 7 B AR BLE F Rom A R W0ia T
197 %4[59], Dinaciclib AU A FEH AKR1C3 1) DAU it JiA 5055 i £ H1 (1ICs0 = 0.07 pM).
TEANAR /K F(HCT116/ AKR1C3 4Hfitd, 1Cso = 0.23 uM)_EABWIEL X Rl M. h4h, Dinaciclib B
A LA AL T 26 DAU X AKRLC3 ik ) HCT 4t 2/ H o

4.2.3. PI3K HpI3

PI3K #7551 Buparisib (16, <] 4)7] LA %4H] AKRLC3, PRI dau 1k )5 AREI[60]. =LA
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Figure 4. Representative CDK inhibitors
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Figure 5. Representative sulfonylurea inhibitors
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PR T A G IR Tk . R ] AKRLC3 (1Cso = 19.62 + 1.67 M) RIS 25472 55—/
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Figure 6. Naproxen and its analogues
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Figure 7. Indomethacin and its derivatives
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Figure 8. Flufenamic acid and its representative analogues
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Figure 9. Representative bifunctional inhibitors
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