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WO TR T E A% G b 2 IR M R A T i P e
Wit (triptolide, TPL) & H A i B M TH MR Z —. TPL 2 M
AT B RAMN R =EAENELEGY. 77 TH Cy
H,, Os M %F 4 F i & 360. 39" . TPL 54 & (454 )5 @it
LR AR R HE R R BT A8 BT L e i R SR,
{8 B AT TPL i B R AVE AL AS 58 438 28 IR A SOt TPL
2 LTI B9 A — 253
1 TPLEZEAH

H a7, TPL A SCHF Y 225 BRAE TPL 4 1 4t i J5 (% 2 e
PEWCAE b TPL W88 O sl i 45 6 O oF ot £ 20,
TPL 5 22 Ak 2= 45 4 B 22 Fb A W) 2 2000 38 7 TPL 76 4 oy Af
RAAGZMINEOSY RS S HEO. W XPB, £ %4 0 (poly-
cystin, PC)-2 i S = B MR I 1 FE B IR % 1 (dCTP pyrophos-
phatase 1, DCTPP1) M fi# & 2% DA M 4 )8 H # 10(a disintegrin
and metalloproteinase 10, ADAMI10) ,
1.1 TPL 5 XPB XPB X i ERCC3, j&#: 5K+ TFIIH ¥
WAL, TFITH 76 RNA SR A B ) R 3l 5 R i stk I i e ¢
BVER . RIMIFSE R B XPB A P Rk B A D gL B ATP 4K
SR 1 7R JE T % M2 DNA K ) ATP g3 24 . {2 TPL H 2
XPB %y ATP F§ & M . i AS 8 m fig g B 0% ¢ . TPL W 5 XPB
MGG 0% DNA KRy ATP B AR L T d 2
e st ¥ 2 500 RNA RE 08 1 A S 0 7 Sl I 3% STl
b, FEERIN T 208 1 Ak 52 BH A% 9 40 it 38 7 52 BH. . 3% gk 5 34
R T TPL M40 4E | o g5 30 1 K Bt I I8 240 Jitd 38 78 1) 28 900 2 3L
R, A XPB R 2 5 DNA 55 R IRk &,
TPL 5 XPB £545 5 /I A8 T 40 DNA il £ i 48 &2 D s, X 50
FRMG IR 12 TPL H I8 YT RE 19 53 1 A4 W 3wk
1.2 TPL 5 PC-2 £ #'% (polycystic kidney disease, PKD)
J2 B Y o Rt k8 AR R L 85 Y0 S i PC-1 Ay PKID1 %8
AEFTE0.15 % i 4 Ca® @B 2 1 PC-2 /9 PKD2 3k [ 28 25 5
H . PC-1 [ PC-2 R 4E 5 1K B B0 45 F4) ) T BEE A L 7T 38

A BIR4EE . Tel: (023)63833604 ; E-mail ; haojin_cq@163. com,
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/N AT Y Ca™ ¥R 24 PKDI 5§ PKD2 3 [ 58 45 5] iz
PC-1 8 PC2 I fig 5 B, IEH B /NE 4l i Ca®' P 32
BEL . foff 400 0 5 35 A K B R LA b, 5 3k PKD Y & AT
TPL A2 A — o i Ca® M R , 7T H B T8 /N E
i j 45 B 7l E 2R 1 PC-2, fiff Ca " Y sG n . BEL IR B NE
Bz AN A K 0 2% 4 i A R . fE PKD /) BRUBE R o, TPL
A fE PC-1 Bz 307G PC-2 a8 JF ™, Xl i B T TPL %t
Z A PKD1 €45 5| 2 i) PKD B H IRI7 A 5L,

1.3 TPL 5 DCTPP1 DCTPPI1 17 7€ F 40 M i & b . ik £
2k Wy Ak R T PR IE AT 0 sk A A IR 2 5 DNA 4
Corson %57 fF 5% % Bl TPL K HoAd 64 2E 9 ol H # 5 DCTPP1
A A 25 A o (o £ 5 R il 3 1k B 7 4 L {2 DCTPPL 33k TPL
RIEPAER B O 45 A ¥ 1. TPL 25 — > Bk 52
Sy DCTPPI (3 51 . %+ LA J§ DCTPPL ) A & 0F 58 $2 4t 17—
AEBH T H,

1.4 TPL 5 ADAMI10 ADAMIO 48 % 4> F i i 84 X 10°
NI v = I I (1 e e [0 o S 2 A 7 N o < U
Jiidgg i, ADAMI0 fi 3k K P34 & . #F 58 kK 3 ADAMIO
TPL 947 24 5y F #0085 1 . TPL @ i 1 il ADAMIO B9 4 2k &
FEHE YR AE T, W07 A% A0 A P O A e U937 K L g
MCF-7 4l ffd v TPL 7] 33 2 40 ff 2E £ 8 J1 J F #8l ADAMI0 3%
ik, BIL. TPL & ADAMIO [y — 357 260 40 sk 5506

2 TPL 5224

2.1 HihE

2.1.1 TPL @Ml RNA R G &EHMAE  RPB1 &
RNA AW 110 5 KW 3, 72 mRNA 5% 5 b i 4 16 /B .
TPL X%} RNA 5] J& mRNA ¥ M Sk & i & il 4, ml #1
il ik 80 % mRNA M LG M . TPL & RNA BA& B 51k
MR, EAREHE T RNA BAEE &Y. 28 3E
b U B O G O M S A i R b (P-TEFb) 5| 2 RPBI [y
B AL . RPBL 2 [ W 14 & 2B W i, 4 T 90 1) 93 40 il 3k
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BT R SO HE KRR S R T L A0 M R R R
CDC25A) e BUHF I (i MYC Fll Sre) 76 4 9 mRNA J 27
J3—J7 W TPL Al 3/ RNA R G5 8 1I C Kim 2R 2 BIBER
EAVER Tl RNA R4 11 A5 0 % %R 1§ & mRNA
ST sh, TPL G n] 4 il RNA R A 1 266 2 46 40 i B
W A5 S A B0 B Vs S o A0 DNA B 45070, 3 s34 a2
TPL 5 3050 e BB 4 A 1 7 i) ZE 7

2.1.2 TPL i 3 #K 78 2 19 Cheat shock protein, HSP) i
EHUME  HSP 8y 3R 3k K AR 2 M o on] 4R S H I S A
RIHEIR. s F BRI AR e T (55 5 5 0 Y 45 0%
207 A AN R AR, — SRR Bk 09 4 F R 4R 40 HSPYo,
HSP70 J HSP27 4 n] {¢ it Mg iy 2B & . TPL a3l i3 5 5
T FI ] HSP70 f) 25 25 X A8 473 it I8 200 Jt0 o 40 wft 22 55 240 M 0 e
JiRJi 2 MY 5 55 A5 WF 9T & BA, TPL i o B 1 HSP1 K HSP27
) 0 ST U0 ) R 0 1) IR v ik R 9 2R 3k L 8 S 5 o AR K 4
TR A TR0 DT I B0 3E 7 MR G J gt

2.1.3 TPL@E MG NF-«B P Mmoo 3558 B+ 41
R T-5 T BCAAR CTRAIL) J& b 35 58 I 7 CTNF) K B IR 2
—, 5 57 /K (TRAIL-R1/DR4, TRAIL-R2/DR5) 45 & A~ {H
REF5 3 I8 40 B 0 T, T L3R R30S B B T SR I AR
B NF-«B ik . J5 & # TNF i 5 09 08 7 9 2 — & 90 1E H
TPL i@ M 25 NF-«B 36 b bl S s 7F A Y p65 3% R 7% 5f
WMl NEF-«B 35 k32 B, 880 17 TRAIL J TNF-a 76 i 98 40
PN B 20 A B A L A B RS Cln S A= AY pS3 R W D 7B
ot 21— % f IR T

2.1.4 TPL@AMG p53 LB MR 9 il 3% [ p53
TE 20 H T 5 4 R — RO AR T 2 R B 43, p53 B
T 8 20 5 1k A A 2R Y Gy )L R R 0k A2 AT B S
B4, WFAERY p53 JR i b i 40 M o L ZE A MR A 9 pS3 AR Y
WHISL A OIS 3BCGSK3R) A % F » TPL H 6 p53 35 K 86 33
P T E p21 3 AR A B IR L I A IE H B B AT R
ot A7 245 W U S S5 b A FH T Mok e 00 L R i JE T g 4
AR GIER . Rtk TPL B4 WTEH V6 77 BF A= Y p53 IR % b J%
A0 g AR U IR PR S (B X 98 A8 TR p53 9 A i A I R R I b
i) o5 G

2.1.5 TPL @I ¥TE caspase-3 BB MEAMEAT A
X e 6 R A0 2 R T iR AR B XTAP B2 R
R P o T 20 MO T B DG SR B B caspase-3 {2 Z Ak, AT
{EHEVE AL (Y caspase-3 [ MR . A6 H ML M 2 Kk M #9840 Ml
o, TPL ] 3 o 28067 i 3% 12 T~ W XTAP 3% 35 K %, 33 i 3 4k
caspase-3 , i i i3 40 Mg & A2 W =17 5 1M Leuenroth 217740
JESE TR TPLiE R TR EEEM, v 682 I N 45
BB B S LR R 453 15 R caspase-3 1 T 1L , 4k T 42 #F
PR A A B F 6 Z Al 4R TPL iR . H ik, XI-
AP [ J caspase-3 MG S5 T TPL o5 5 40 i 09 8 1=
2.1.6 TPL g H A& 2B TPL & n b i 3 i 42
s A g RS A i, TPL TAE P A
fif SUV39H1 K& EZH2 43 B /0 4H & B H3K9 K H3K27 H 3k
PR BEATH AR . BEE S T 1o (HIF-1o) 2 5 40 i 76 &
MARAECR SRR W — N EE RN . S 5 W8 E K R
Ko i 48 A B, TPL ] 2> HIF-1a % 5% 06 ¥ . AT & 38 3t b i

LV GARE
2.2 Hi%k
2.2.1 TPL il i # %] NF-kB-COX-2-PGE2 & 2414 1E%K
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R 56 95 4 (rheumatoid arthritis, RA) 19 & 9% i F2 W, R 4E
(a0 1L-18 \TNF IL-1) Y33 JE 32 ik 380E NF-«B. fg i COX-
2 WA G S Y IR 2 E2 (prostaglandin E2, PGE2)
A G R L 4 iF PGE2 & AL, T PGE2 7E RA ¥ & 4iE /2 it
W EEAE A, S B W B S SR T MK AR T, B
JETIRG IR, TPL af )il RA o 1L-18 K H: 52 ik i1 JL A
FEIR A Al NF-«B 535 4607, F R COX-2 il 3 H 36 1k ff
PGE2 H: B0, 4% RA REIR . 76 40 1 A5 2 M5 ke i 4 22 R
G W . TPL 1] 5@ 3 310 i NF-«B 19 {5 5 @& 42 COX-2
T — 6 SR 48 0E AH 6 40 i I F (TNF-o, IL-18. IL-6 . INF-v) fiy
FEIR UG A 5 DT I e A S IR A S ATt
2.2.2 TPL @it # il 4 )8 8 0 B (MMP) K& 2R 4 8 O R Ak G
ik MMP JR SRR B0 B S RA B g 3L i
1 R MMP-1 0] Ry 5k B AR R 3 s 1 10 I 2 g i
HALCMMP-3 R EEAZSE LN X KEEA . RER
[ 5 OME D0 1T 5 | SRR R A A I I S R . TE
IR R A I B i 2T 4t B A B b, TPL W] R 98 MMP-1.,3 J¢ 2R
SRR IR -4 B SE R KR, 1A MMP IR 1.2 LR
ikl MMP RS TE [ R BEE B k35 bR AR D
WREM . BLAh, MMP 0] 451 5 A B T i I 28 11T A T 05t
3% » T TPL J8 b 3 i) 5 WL 375 5 7= 25 MIMIP-1., 3 ff A Ji6 B
WS BB 1 G % W L 3 R TPL 78 £ B85 19 38 97 h i 81 —
i FE I
2.3 fryEdnid TPL =L 00 T 40 5 K B 58 4k 40 i 2
fil R HE o e Ml T AR AL AN R < (1D CDy /CDys 25
PR 5L T S IR A A R B B LAy . e AT AL R T
VR E 48 L ol H 8 B 9 A R G 2 IR IR 2 5 g B
TPL 7] T i CDs, & CDgs (19 2 35 7K -, BEAK T 40 Ml (¥ 3 58 )<
B 5 (2) TPL 3 52 #4075 9 1 8 (AWl caspases % T 40 i 94
T T B 40 B TE S M 25 5 (3) TPL 3l ik 3 ) NF-«B #3151k
Jo Stat 3BERAGEMR M RE FHESHEMHES 1
(SOCSD) g3k TR0 14l 48 T N 22 W75 5 ) B9 9 AR 40 it 7™ 26
#ak A F (40 MIP-1a . MIP-13.MCP-1, TARC.RANTES J IP-
10) o ff PR 0 B2 T 4 i 4 e Ak AR A 55 ) 5 (4) TPL wf
Wit P13-K/Akt & NF-«B & &0 CCR7 J& COX-2 3235, M
SL WA SR AN TE RS 5 (5) [ B 4 g3 1 A 787 S R TR BB 8 /N
FUBE R H, TPL 41 %) Thl % 40 g A 7 (1L-12p40, IFN-a K
TEN-v) 9 2 35 Kbk B 40 i 1 43 46 F 98 Thl R B, A 3K B B
B G 28 1 0 20 DO IS 48 A 2 A2 5 (6D | B A i o
A/ BRABE R vp, TPL 410 4fi JBL IR 55 4% 48 Ff &% 45 8 41 21 b Thi,
Th17 }% Th2 #1 i B+ mRNA 223k, b 5% B A% 40 i X 3k
TG S 3(FOXP3) ik , i 3 il NF-«B-DNA 254 77, 3
Jin NF-B o 410 700 Az 5, 38 35 98715 T 40 635 1 K 40 il B 1 3¢
K AR X 1 B G R A A A AR R T
2.4 PUAEF MBEMN  FEZ Y SR b WA R TPL W] APk
AN BB A AT AN A T AE AR B 2 L S B R R A A L
M TPL 1~2 ™A R N E IE# EFRE, /Nl & TPL
FERI KB A E AR 0 KGR = 00 2 B R fe g5 RN .
TPL 3@ it 310 i 4% F B R % B JC =28 193 3l BE 51 R A
LN I AL R UL SR & G O - e B U N S N
BRSO, TPL AP0 A B VR AL A — 2 0 770 d s (8] 45K
PE, TPL 33X — 24 B 2% 4 Al ] B A oy — i 76 19 B8 1 i AE
He., WA TPLAEEG — M ENER. B 58NN
fifl Ca*" JEIE & 1 PC-2 454 .4 Ca®" I3, Wil 2 58 B M 3211
i3
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i 25 ek R IS P 900 B B 37 O AT T AN R RO i T 1
7R AE IR 22 A R B AR (A MOR B 2 1 2 H T IR E LR A
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RifE NATT 5 i 00 389 s 55 48 0% A OG 1Y % 0 e A2 45 B
LG 10 2 45 I Bk A5 1 9K 9 (pelvic floor dysfunction,
PFD) . #R#RkiE . 32 Ed % & F RIGY7 2 & B A (pelvic or-
gan prolapse, POP) J JR 4% 25 (1 A4 17 W1 K& 29 o 11% ~
1265, X FmEM AR POP & F AR R 12 ik
BEfs N IREE R G MBI RE AR IR k. AR EREA
(T-prolift) J& — Rl 7 19 F- A 77 20, BRI SR FH 2R 79 4 ) 2l 3 4 117 4
O KA A LR 25 f 79 A0 A1 B 1A A0 28 SHEOBR D 4 28 1 L [ T
B IR HETR s DT X 058 0 730 B I L 48 B A AT S A
LM A FHEREAPREEMNEN. REZFRAEMRE
D0 AT U0 BT AR5 B D 3 R AR A0 T 4 (H HL 0T O
I RAEW AL B A SO H A I R AEAE— 2538
1 #RARHEXBHFLE
1.1 #HEMH  #HEME T-prolift FEMH KAEZ — . (H
OB A G, SCBRIRTEH & A% 0. 700 ~12. 5% . LA
WEA 20%, HE A AEARE 6 ~H WP i BIg S0 )i,
BH 38 42 4k s B RS 1R & T-prolift R J§ 30~366 d. 44 197. 3 d.
AT LLTGAE AR B L (F T 22 3 R B 3 S R 9 SO L 9 T HE
W BAGE i A R B A A 2 SR

AR AR Al 43 S 1o A b AT i A AR i AR el SR R T
A ARG RV, FEA RN E S RE., Rk E
B 5 ARE T AR SR E A SRR RS BT RES LT B
FA (DY, A BB R B A TG PR Y 8080 1 K
Joik @A De Souza 55 GE A I & BB BL G AT 51 A IR 20
5 R RIERTIRA R B Rz — . (2 B Ah F i
KT K. b R R R B4R A I R TR BT i 2 45 )
SRS 55K I8 A R PR B K B R B2 20 I O 26,
ZATE BB S L 2 B AR R S BB R A A R
R, e 2 P HOM R S L0 LB, T 5 R B JE R kL R SR
AR R A TR A B TR i KR T — IR RS T A 3 A
FURWRE M AW . ()M 28T A PR A FH 9 & Bk R
i, B Prolift #h J o A, B AL AR B0 K, BB 1 0 40 Jif % bk
B 400 4 0 2% T TR 3 st s LT 2 i 4 A 2T A 200 B )
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LR KT 75 nm 19 Prolift i IR 2w, # T A 2F 441
Ko AN R SR SR A AT T8 E T B I8 A B, ) Pro-
lift #b )7 2 SUMR 25 M 37 L R 2R IR e > 1 {4, Baessler 25
HIE L b (4 RF 5T 4 407 3045 4R Tl i) R AR L AETE AR G L il
FI¥ CRFLBR R B A 5 R b 7 17 B A B AR S5 1R
TR AR ARk 3. 800,17, 306 ~20. 0%, W & 2 7 Ge it 2%
B A A R BB 2 AT B A A T IR Z RDE
I BR 5 T BUS  JY I SCRRIRGED Y AR LR S
SEAN TR R AR B fE R R R LB 70 2 T AR S B 38 1=k
BV RTINS B

R R A AR A 2 5T 938 BT BE IE L W] R I 18 AT
BEIE R 32 ARG MU E. Hof=r b g A 5 T BR /AN S5 L 4 3C
kAR IE" AN R AR /N 0.2 em X 0. 2 em, Ky
4.0 ecm>X 1.5 cm, J5ifi B , 2 47 T F] 18 77 RE IE . 7EFN ARk
1 b 3 e Kobashi 551 Ay /I 161 BR A2 kRl S A7 00 Rf 6 97 AT
REBAEA . HIEIERNE . BREETREEA K. KK M
R MG YT R BE B2 A R WAL B B R B A A
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