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[HE] HY UR2BSRFARBONSEEEREMERTHTEEM, Ak 8 Wistar KB
HANEEMBA SRPENS BEKEBERMEERK A, S4 101, SEBRESERERR
(STZ)F LB B IR RS E S M & 2 RS RR KRR, RA R 6% 58 3 K B 5% 5E i 5 TS & 45
% M E Y (TAFD K, Ji 8 % -5 4 M5 B (RT-PCROYM & 30 Bk SR &4 3 B RS 9 (- PAY LW
YT REEREYMHF 1(PAI-1) M mRNA #3%., &R BEFEBA MR TAFIKFfMEFRK PALL
mRNA ZEAHWHESE MAHB M, 30k - PA mRNA FHEREXMBAHZREP<0.05 8 P<
0.01), 559 R #0 AU 41 L % , B8 0 ok JEX A9 481 0 6 58 B 7 4 TAFI K M1 PAI-1 mRNA #3539 9 8 T K,
t-PA mRNA 5k B #7% , FL K% 18 bk 7 4146 FA B3 B (P<<0. 05 B P<<0.01), #i¢ 2 MBWRRKBRAFEM
RERA B BRI R0 B E bk 7 808 BB AR T Rl 2 AR, ST MR T BRI .

(@AY KEEKT: P25 ; HRR,2 8, KB BOBMEOTTNNY, AANIERENREY,
& 75 N IR WUE Yy AR 1

& 5> %8 .R285. 5;R587. 1 X MIRIAMW: A DOI.10. 3969/j. issn. 1008 - 9691. 2009. 06. 004

A study of protective effect of Jiangtang Tongmai prescription (f&#%i%Bk77) on coagulation and fibrinolysis in
type 2 diabetic rats ZHENG Cheng-hong * , PENG Cong, HUANG Bei. * Wuhan Hospital of Integrated
Traditional Chinese and Western Medicine, Wuhan 430022, Hubei, China

[Abstract] Objective To observe the coagulation and fibrinolysis states of type 2 diabetic rats and the
intervention effects of Jiangtang Tongmai prescription (F#:E Bk 77). Methods Wistar rats were randomly

divided into four groups: normal control, diabetic model, pancreatic kininogenase (PK), and Jiangtang

Tongmai prescription groups (each n=10). The diabetic rat models were induced by streptozotocin (STZ)
intravenous injection into the tail vein and treated with high-sugar-fat-diet. The plasma thrombin activatable
fibrinolysis inhibitor (TAFI) levels of diabetic rats were measured by luminescence substrate method, and the
expression levels of tissue type plasminogen activator (t-PA) mRNA and plasminogen activator inhibitors-1
(PAI-1) mRNA of aorta were measured by reverse transcriptive-polymerase chain reaction (RT-PCR).
Results Compared with the normal control group, the plasma TAFTI level and the expression level of aorta
PAI-1 mRNA were increased evidently, and the aorta t-PA mRNA expression was decreased significantly in
the diabetic model group (P<C0.05 or P<<0.01). Compared with the diabetic model group, after treatment in
the PK and Jiangtang Tongmai prescription groups, TAFI level and PAI-1 mRNA expression were decreased,
and t-PA mRNA expression was increased obviously, being more significantly in Jiangtang Tongmai
prescription gorup than PK group (P < 0.05 or P<{0.01). Conclusion Pre-thrombotic and fibrinolytic
function restraine states exist in type 2 diabetic rats. Jiangtang Tongmai prescription can ameliorate
coagulation and fibrinolytic abnormity. Its curative effect is better than that of PK.
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P& EF, AL LR B ALK i A4 % 2 AR
B FEMREABEOBBEENTEARNY
(TAFDEXN—~HMF T B RERTBTHREKEE. 5
RBZAENERFEH AR, HE A EH
B30T O R R R AR PRGNS
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1 HEE5RZ%E

1.1 ERBHSREEE (STZ) H X HE Sigma 24
Bl 7=dh (#6 5 : 2101401) ; FR4E fk 5 B /D BB (R O
HBFHAARREAF #5:060909), )1 & B8
(ERTHREGLERREAF,# S 07010D). &
AFHRBEY (G ARAWE T REOH R Bk
FBARO I EMNTFAEAMNAGARAR =5 G
5:061215); TAFI 5 & (X H ADI A ® =&, it
5:072701); TR L REBERNBEARER A
71),RNA ¥ % F iR 7 & (32 H MBI Fermentas 43
FHhY2A T, Taq B (EEH Promega 247]),

1.2 S aAMmBERBHRKBREEMNERY.SPF &
WMtk Wistar KR 50 A, 4k 190~210 g, g F ¥k
ERB 3 Y B 5 P 0 GF AT HE S SCXK (562003 -
0005], TR BFRESNERBAQ R
BRAW B, ERAKXBBURERREN,
LR KARES STZ 30 mg/kg R EHERHR
B, UmEABRRELHEEFER 1 RENH
BERhiRAE. BJEBEsY 30 R, BHRENS IR
RERA BEKASA. REER A3 A. 84
10 R, SAHEGERERTEELBEAGR. 5T
FREHE A, BB R AR 15 mg/ml B
PR RS KB 2 ml; BR5EE Bk 7 A ¥ R 62 mg/ml
FEVEE BK T IR A W 2 ml; IR AV 5 1F % % R4 AR
AEHhK2ml, FAGHET IR . EL8H. TH
FEREHRKBRER S h ML, RBEARIATE, B
HEsSKEH.

1.3 M3 TAFIRM.TAFIRMEAEEREY
5 BESRIE RN &R A BT,

1.4 RNA #£H Y5 t-PA,PAI-1 # mRNA &k #M
E: R TRIzol ¥ M —FERMES KA RNA,
KM H M E B KN 260 nm 1 280 nm &b
I??l%’d’ﬁlﬁ (A)ﬁrﬁsk AZSO/AZBOtEﬁE 1. 8~2. Ovﬁ
AT HEERNAESR,-20 CRESH. BAE
F-B AWM RN (RT-PCR)ME t-PA f1 PAI-1 i

mRNA %35, % AN & HEA B SRR, -PATY
5. k¥R 5'-GCTCAGCAGAGGGAGTGA-3',
TN 5-AGGATTGTGGGAGGATGG-3 , ¥ B
Y K BE K/ R 412 bp s PAI-1 BI 95 : LA
5'-GGGGTCTGTATCCCTGTA-3', Tt} 5'-CA
CTCGGCTTCTGAATGTA-3' . ¥ Rtk A B KX
/% 353 bp; BA B-ULBh B H (B-actin) AN S, 514
FE3: E#d 5-CCCATCTATGAGGGTTAC-3,
TN 5-TCACGCACGATTTCC-3 , 46 L ¥ 1%
FEBA/MNN 143 bp, SIYBHH EBAYTEERL
A4 . PCR R %4 :94 CHAEH 2 min,94 C
4 30 s, actin 47 CiB k 30 s,t-PA 58 CiB X
30 s,PAI-1 56 ‘Ci8k 30s,72 CE# 30 s, ¥ 1§
FRBH 30 K, RS 72 CHRWKEEM 3 min, PCR =
YEHERERBXF LR AERBR IR
GiAAHT, U t-PA PAL-1 5 Bactin EH RO AE
M FERHE mRNA £EK¥E.
1.5 Ziit%4b3 R A SPSS 13. 0 G it A #4743
o XRBERABRLFREE @LORR, Z4H
HERARERT E4H,P<0.06 hERE LI
¥R,
2 & R

HA1~2RkE21ERER, 5EERAKE,
BiR AR 4 A B TAFI K. £ 305k PAI-1
mRNA F#ix %8 B8 ,t-PA mRNA 7238 B %
£ (P<<0. 05 5} P<<0.01) , 5 R W E R A L, B
Bk IR B 4 0 MR B Bk O 4 TAFT K #1 PAL
mRNA %34 # 8 FF#,t-PA mRNA Rz B ¥ &,
EJBE ¥4 Bk J5 B8 41 & % TAFI K E f1 PAI-1 mRNA
3k R t-PA mRNA 3K/ S a8y
#85 B (P<0. 05 8 P<<0.01),

B -ac

M:Marker; 1+ 1E 5 X3 FR4H 5 2. B 5 8 Bk OF 4 5
3 RWAK A 4 - R AR A
M1 HAAMENG -PA mRNA REBREKE
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M ;Marker;1: 1F % X B4 5 2. 6408 8 Bk 0 45
3. Bk NG44 MR AR R Y
B2 £AXREDN PAI-1 mRNA 255K ikMA

%1 FHAMME TAFI Kk F R EZNBK t-PA
# PAI-1 43 mRNA Rz LB (x+5)

A%  HMK TAFlmg/L)  t+PAmRNA  PAI-1 mRNA
EXMH4E 10 2.10% 0.86 1.4540.21 1.1040.13
WRFEMA 10 39.13111.66*  0.99+0.18 1.4240.16°
BMKRSA 10  31.29% 8.34  1.16+0.23%  1,2240.15%
RSEEpkOT A 10 24.39% 5.92*°  1,3040.19% 1.1440. 16%

%5 EX X R4 LB, P<0.05,°P<<0.01; S RFH B A
He $,°P <<0.05,9P<0.01; 5 M Bk R M4l L P <
0. 05,/P<C0. 01

3 W

2EBRAR AR M. RS R BN
I AE 25 AR B L, X 055 B R W 5 R M A N B
AT . /MR RERE RN T BB R
%, SR RTRE , BT R il # 3 1% R i B 345 .

EBEBAT IEGERFEAEIBLETIHE
WA, BREBRNSAERASHETH RN
BEREEMBEERY, HALRE R EEZNH
Z-RAZBONBR . ORERN AEEES SR
Hhn , 50 % i B Y R 4R A R, t-PA & ,t-PA G
ERBEBEARIBEMELE S MEFEEAFERY
B, BRRBEERAMER R, BREABEEL, T
1 B B P9 R 40 MR gk o L iR IR S A Sh RE RS, £
BN R4 I t-PA S RABRHE S HL, B
i PAI-1 FE#EAxt 0, BERRERT ERBOTH
BIR, ELT I ThRE 2 DIM B, VL4 s B il A2 BT AR S H:
SHMmBAER . B, B mAE . S R AR
Be AR AL T B ¥ N 4 PAL-1 & R A
WM % PAI-1 15 ¥, {8 BE & B PAL- $m, A\
MR B t-PA KPR B 5103 — B R0,

TAFI & 1995 4F Bajzar £V R —FEH
MR, EUSEOMEE RAMNIERAEFEEN
fER. TAFI REBHMESRBRERE,  EFEARSE

LABE R T R 40 00 Bl 3R , A7 7 T 1L /AR 73, ZE /b
1R B35 B B HE A LR . 24 VR AL T iR BT AR AR,
TAFI g EN M- ENEATEAEAYHE &%
RAEMIEE M TAFle, TAFL Ai R AR 545
BEAREMAEGAMANAEEAREREH B
BMAE NMAMIEBRERYEL, TRIES
B MHEE, R RBEB N MR AN R
mRETHRFE—-FER, SR T LEREN
EHERB. TAFh ERBHINLHEM, YK H
# TAFIa ¥ B35 1. 0 nmol /L Bt , BI A f 3 t-PA
ENTENEEKZESRENY—¥, XNHER
i ¥ TAFI WER 2%,

PR R, 4R 188 B 7 o /N B B & o T R
BYAEA B NBELEE. AW MRk ESEEME
A NS B A T Tk %m0 AR B B R
B.BHEONREREEM BBEAS PAEH,
&M% PAI-1 A, EARB BB HNERAD, &
VRS 41 AT B 9T (o TR 3, W S B O BB B B RE MR
WBESERLEBKE. BEEE, XBERBEKXR
BRI E A KBS RIEIRI .

AR P ERA KR IMLE TAFI K 8 %¥
%, 3k t+-PA mRNA # ik & {§.PAI-1 mRNA
FENBEME, RABRBRE T EEMLATTR
AR A EEERE. AREEKYTBTE, LXK
TAFIK ¥ & £ 3§k PAI-1 mRNA #3559 B &%,
t-PA mRNAZEHBHM . KE T t-PA/PAI-1 )
A MR, B8 B E Bkoy B A 1 ) moR BR
B YUEABFHENER TE—ERE L BB ME
ZRRFLERENEERR. A THROBRRE
mBHERERRNEE.
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RERFREEANERRYFLET
AEBARFERORKE. HRERE
£ F 546 B 10 X, O B2 U B A S
BREMBEX 22—, BWA BB ERBUA
B 5 40790 B 4 2 % T 0 TS R HO R
BBRTREREMT .

1 EEkHE

1.1 — %M. %k #% 2007—2008 £ 7E
ERAERMBERBREE 5B KPHB
49, 14,12 % 141,35~55 F44;
BRABREERBAB MNP E
PIBHE o R B R 2 W AR

1.2 RIT K QBREIT.5 PIBED
KRBT E RN (BT A) 18 mg, &
BA2XOKR, 104K 14A7FR, AR
UVARHTTMTFR.EHA6MTFBRE
REYRAMER(FAHAGAERAAB
24 ¥ ¥ H32021380) 180 mg/kg, 4 4 d
OB S 1K.EH4dR1DMTE,
mWeodEHEFTATR.ER 3~
AT, OBAN IBMAEGSHEREY
RA.@PHRIT BERIE BYWAR:
54610 g, B & 30 g, BIRTF 50 g, Bk IR
10g, %X 10g, W% 10g, 2% 10 g, 8k
feg, O 6g. HE6EH 17, %

T B A - 3 AR (1962 -), B (WK,
HAEA ERENR,

X WkiRIRH B

LES
(HREREPER, A RE 742500

RS, B R, MEN: FIRAM,; tEM, BERE
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s%RA3IATA.
1.3 BIFER.SPRERITERES
BHRE,BAEL100%,
1.4 REZR-BEBE2H.HN
HBREELRER BHERERE
3AAME 10d, EEEIREERRE
ERMEATE ARNERK. 258K
HRET/NEY, RS ES, kMt
BB MRDREREBEBR. EBE
Bp4g H L4 FRTR LM 1 350 mg, W
2EAM.ERI0d.FE 14d BHTT
AR, R EAL Y R L EX
WOEFFR R, RS
OR,EMR3ANFERE, EELMAM MRI
iy L6 &k T ¥ 3k F:Fid
SMITREREMEME, H HEA X
RERERE ERIE . B, 2K K.
ABRNEHBRT IR, FTHEM
180 mg/kg, 8 H 2 KA R . A 4d K
1R, EIR% 60 d FHITTMTR.E
ST INIFRELASM MRI R ER A H
3k B ALIBIT 2 MIF R, kM MRI
RERE, RN RITHE4%%
REBIRIT R BRRARERG.
2 it #®

5 2 B B MRIT EE N B R BIT.
AR MFERRIT URBRTIE

B, mERTHERGEEEFELW
Famkrg B0, PTEKM O EEERS
25, AT AEMERNELR, NERMA
o 301 1 % A Ak 4% 7R B o 5 i e R
RS RS , AREDARTRR
MAHERRWEE . 45 MRE
IR WGP 4R BN, i o AR O 3 E B
EUBBERARITRAVMELHER
%, RAFHAE BEKITBRITIERE
SR KBS AR » T R % X
2 o1 0 IR R I OR R Kk e L 3 3
B 2 % v oi 26 S8 69 3R 7T BB I k7R
B UM, ALK HERE
BAFBSRERER AT BEX
wTHBEEREERTFREADE R
BHSWEREREF BB,
. ¢ R 11 70 A9 R 3 L R BT
t 254
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