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Abstract; Pinl is a phosphorylation-dependent peptidyl-prolyl cis/trans isomerase, which specifically

catalyzes the amide bond isomerization of phosphoserine-proline or phosphothreonine-proline in mitotic

phosphoproteins. Pinl induces the conformational changes to control the function of phosphoproteins.

Depletion of Pinl on various human cancer cell lines cause mitotic arrest and apoptosis. Pinl is an

attracting therapeutic target for anticancer and its inhibitors might be potential anticancer drug. In this

review, Pinl inhibitors and the catalytic mechanism, the biological function of Pinl and its role in

oncogenesis are summarized.
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BRI YR b B EER R, K S B,
Zhang %" Z 4R 4078 B) Pinl %5 &KW A Ac-Ala-
Ala-Ser( PO,H, ) -Pro-Arg-NH-Np (1, k_/k, =9 500
mM 's™") o i D-Ser BAURY 1 HHY L-Ser, B33
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BB, DML EHALG Y 7 UK BE 2R, 3 %)
T YRR 100 % , HE:0A(UR B T Pip(2-IRBER R )
TS Pinl WEKER, LT REEHFILEY
REHHR T, Pip RIEFEF RERMER. T8
BRI Thr KA TH LAY ILFERTHEY,
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4.2.2 RIFEWHFA

Uchida %" 3 33 15 3% & A XU 45 4 9 & R /D
SFACEYE , R T —ZFI% Pinl 35 M 76
FEIR KR FASFAL ¥ (15 ~20) (B 8) , H A PiB
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TR R, PIA f P AT 5 Pinl LR 5K
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XA TR B, WA, PIA 1 P PR EEF AT
5 Pinl JRY LA I Arg68 F Arg69 R4 SBIE
A, B%EXRLAYARER Pinl K355 4 H
o fL-A% PiA 1 PiJ REGS D Pinl 33 %X K M
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OH O O
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R RIEE RS Y 22 19 15 14,
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FAER, — SR A AR B T Pinl M HIFIK
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%245 NRUREREMIE K 25 K ERm B
260 B AR s 0 TR 3 271 | V- 5 oo ek % 28
Pinl #4157, ERLIEHEBRE . Jerini AF K

OH ©
o A
.4
F NO,
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B, RAIREALA WXt Pinl AP EIERDT, Hop ik
A% 29 3t Pinl 1 ICs,fH/NF 1 pmol - L', B X i
EOMMARAEOME B B L EEM (IC, > 100
pmol - L"), HIMBIEMERE R, LAY 29 %
B 40 g HL-60., HeLa., PC-3. Caco-2 il MCF-7
A B A & 1E A, EDy (/M F 10 pmol - L7,
Max-Planck-Gesellschaft /3 &) 5 B 7 % & P12 31 i
RERKAA YT Pinl FHWHER , KFHLEY
309 K, fiN 6 pmol - L', ZE¥RER 0.1 ~0.25
mmol + L™, BE 5 H) HeLa 40H A58 . B
HAFRBRITERT 2-EEWEBERK Pinl 1)
T R EAPHFI Y D-BERARERE A
HEREHBR, REBLIABRER, BE& N-
AL BB, S| A SR EHRAKEER , P RFHL
A4 31 % Pinl B K, #1 K, ¥/ F 1 pmol - L7,

B G T L, Pinl /N43F P 31 55 £ B B AR 4
BB EG A BAMBREERD (WRE R
KB ERE) , X5 Pinl 454 8 &8 6K M X85
PRI E—BU .

&

Pinl 1 — % i (8 £F B3 AL 1 0 40 B JA 3 R
EE AT BRI — B0 b e 28 A8 B B AT
Pinl RAEWMFHME: (1) Pinl BFHERIKRYERF
¥ 48 RPHEH pSer/Thr-Pro 5 i ; (2) Pinl
5RYNERERRME MW, AETEN
Bt E M S M Pinl MHIFRET S E
T30 5 (3) Pind 30040 5 AT AR A0 8 & A4
REIBF RS ME S 1558 B, AT IR 40 i
RBAE AT AR AT 5 (4) Pinl BB /D RA
WA UERRE,THMEEESEHNBOE®ER
B R HREI B 0 10 48R Pinl 0 IR T SR D EY
ke REEE, M Pinl MHERANHFRELTES
WrEe, LHE Pinl NG TFMFERMTR. FFH
Pinl /MFFMHERANRT FEDERARNEE
TH,WEHHFHIBEAYNTER, ARE4
FFRT Pinl /NI FHIEIF KB 58RI/, RHR
T Xt Pinl B53RIA R 40 L MCF-7 1 3P i 36 M AE 1R
BER KPR R & 4, #E— B L & R & TE
T EEHFATH,
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