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[FE] B T IL-18 5 TM. EPCR S:P7E & B 8 BUIT S 2 I R i %3k, ik 90 A sD
HEMER B AIEE ST (C4 30 H) . BEMPEFH PQH 60 ) . PQH—MHHEE PQ25 mgkg Yeii, C
HPARFUEIEOKHEE . MERHRBAAEPRG 6h, 12h, 1d, 3d. 5d. 7dMALUEIMAS, RIS
- BAWHER)Y (RT-PCR) J7yE I EUZHZE TM . EPCR mRNA 3535 ; XM ELISA J7 Bkl g i 1L-1 8 2%
K. BSW C AN S, BRSNS L. PQ AN MR E B B, B R IR
JNEE. C 21 T™ Al EPCR mRNA 5 —E/KFHiE; 5 C AL PQ 4 BUIIZL 4L T™M Fil EPCR mRNA B FRIkIME, 2
SAEGFE L (P<0.05); PQZH TM Fil EPCR mRNA fIZKIATE 1 d A2 J5 PR, 55 3 REARWKE 2 ¢ 4K
T PQAIL-18 5 TM RBEIEME (P<0.01); IL-1B 5 EPCR FikZIEMX (P<001D) . ik -1 5
TM. EPCR S:RE SRR AE RN S5 B FOR h 8 AT 8Uisi .
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Expressions of Interleukin-1f3 and TM-EPCR mRNA in the
Lung of Paraquat Poisoning Rats
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[ Abstract] Objective To explore the expressions of thrombomodulin  (TM) and endothelial protein C
receptor (EPCR) mRNA and IL-18 in lung of paraquat poisoning rats. Methods Ninty SD male rats were
randomly divided into 2 groups: normal control group (C30) and paraquat poisoning group (PQ60) . The PQ
group rats were given paraquat by gastric perfusion (25 mg/kg) ; The C group rats were given saline by gastric
perfusion. Histological changes of lung tissues under light microscope were observed. And the expression of TM and
EPRC mRNA in lung tissues of rats were measured by RT-PCR at different time of 6h, 12h, 1d, 3d, 5d and 7d
after poisoning. The expression of [L-1 3 was determined by ELISA. Results The relative magnitude expression of
TM and EPCR mRNA in PQ (6 h), PQ (12h), PQ (1d) and PQ (3d) subgroups were significantly higher as
compared with the C group (P <0.05) . The content of IL-18 in PQ group was higher than that in C group; The
pathological scores of lung injury in PQ groups were significantly higher compared with C group. The expression of
IL-1B positively correlated with that of TM  (P<0.01) , and positively correlated with that of EPRC (P<0.01).
Conclusion The aggravation of lung injury induced by paraquat in rats is related to the expression of IL-1 and
TM, EPCR mRNA in lung tissue.
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BT PQ WS 2 tEifi i ALs MR e 2, H
ToRERR B A, TRV A BEALE R R 2
—. IL-1 B R A —FhZ ik, BHAT
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HEEAEH. MR ER - EER C- N4
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PO AR

1 WS

1.1 #FRRIRF

TR SD HEPE R 90 H, A 200 ~ 250 ¢,
BB ERRELRm S h ot s 80h
20% 1 E EATER (LR =0 TRAMRAR), 5
6 K R 43 0N 20% 19 PQ AR 1%. 1118
W& CR#EEAEY) ;5 RNA 2 B0 5 Trizol
Reagent (3 [H Invitrogen 22 H]) , RT-PCR il &
(Z5[H Promega /AH]), TM, EPRC & B —actin 5|4
AR (£ Promega A F]) .
1.2 KWzh¥sr ERIRAFEE

90 H SD MEMEFBENL AL 2 4 . A TG YRR
(PQ 41), 60 H44 T 50k 1% 19 PQ (25
mgkg) —IRMEVE B QAL IEEXSIRA (C
), 30 HgG TAHN AT AR FER K HE B . PQ
HTYFF6h, 12h, 1d. 3d. 5d & 7d LA

BHCN 10% 897K 5 S IRRBEALAE 10 H. C 4R
TAHIR I ] SALSE 5 H. B AR TR] R, HE 3
CRREILES, R LU0 A B K sk -70°C R

f£.
1.3 XA ELISA FEMEME IL-1 B A7k FEn
Fii4A4H HE &

I ITESLI IR R4 6 h, 12h . 1d, 3d. 5
d J 7 d AR, B e HGE K 250, R I
—70 COKFEIRAE, 5 IL-18 , FRAE ™ 1 IR
Tkt WHSEM G, HAAY R, HE Ju .
1.4 TM #1 EPCR B

F RRBRVE VL T, SR AIZUE RNA, #F
17 RT-PCR. TM #5149 5'-AGGGACACTGGA-

CTCGGGAAGT-3' TiE5 14 5'-AGGAATAAGAGC-
CTGG-CACATCA-3"; EPCR Fiif514) 5'-AAGCC-
TGCACATGCTCCAGAT-3' Fil#5 |4 5'-GCACTTC-
CATTCACAGCCACAT-3'; Beta—actin #5149 5' -
CACTGCCGCATCCTCTTCCTC-3" F #if 51 ¥ 5 -
CTCCTGCTTGCTGATCCACAT-3' § 3 4 4 . 94°C
WAEE 3 min, 1 MG 94 CAEE 30 s, 1Bk
(TM 51 °C, EPCR54 °C, P -actin 5 H )3 [H 41
/) 30s, 72 CHEA 30s, 335 MER; &G 72
CHEH 10 min, 1 AMEFR. B PCR =¥ 78 i it 4
BN 1.5% (MBENEWREENE L rTk, FIBER USR5t
24 (ZE[E Media Cybernetics N ImagePro Plus)
TR, DLH BT /B —actin A HULE RS H Y
PR (R A X i K-
1.5 SEit=abiE

K SPSS Geit iy, iHEERILIRR,
FEIF R LSD-t Kt Jr 25 A8 S5 R FH AR G 5
A 43 M K Pearson 5, P<0.05 NERA S

NES-9'8
2 &R

2.1 CHAKXRIIMMALRLEN

SERE, TCARAEANAIE 1. PQ Z i [ R 1 IR
P BE WSS, o R A B A R AE A R, L
BifiFsF (] (R I SR PR AR 2, Il S e B
JnE.
2.2 Mm% IL-1B kE

PQ 1M IL-1 B /KP4 CHBEW M (P<
0.01), W& 1.
2.3 FRAGZAZR TM #1 EPCR mRNA £i&

PQ 21 TM #1 EPCR mRNA 7K~FFE 1 d ikl
JE N, A3 REAME R C HKY-, 5 C Uit
HERAZGIEE L (P<0.05), WK 1~3.
24 IL-1p TM #1 EPCR Rz W H X H &

Pearson it EZ&EX O h AT

PQ 4 IL-1B k5 TM JK B {H H] & 1E A ¢
(P<0.01); IL-1B Fik5H EPCR K H A &2 1EAH
* (P<0.01) .
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F1 BARHHLAF IL-18 . TMmRNA 1 EPCR mRNA HighZsRiE X +s)
Tab. 1 Comparision of IL-1 3 ,TM mRNA and EPCR mRNA between two groups at different time points (X +5)

ATl Hif 7] A n TM mRNA EPCE mRNA -1 (pug/mL)

CH 6h 10 0.89  0.01 0.94 +0.02 6.25+1.43
1d 10 0.85 +0.03 0.96 +0.01 6.51+1.30
3d 10 0.90 + 0.02 0.91 +0.02 6.84 +1.52

PQ 41 6h 10 1.27+0.21% 1.18 £0.15% 992 +2.12%
12h 10 1.51+0.28% 1.35+0.25% 11.86 +2.64%
1d 10 1.72+0.36% 1.67 +0.324 13.57 +2.95%
3d 10 1.05+0.16% 1.17 £0.134 15.93 +3.23%
5d 10 0.91 £ 0.01 0.97 +0.01 12.46 +2.58%
74 10 0.85 + 0.04 0.95 +0.02 8.86+1.24

5cCdtbi, 2P<0.05.

B1 HEAXRERESR EPCR mMRNA RikKFE
Fig. 1 Expression of EPCR mRNA at different time
points in two groups
M:maker; 1. 2, 3, 4.5, 6:PQZH6h, 12h |
5d. 7dMFEE; CHH6h . 1d, 34d.

1d, 3d.

B2 ‘AFFEIES B -actin mMRNA RixKkFE
Fig. 2 Expression of B -actin mRNA at different time
points in two groups
M:maker; 1, 2, 3. 4. 5. 6:PQZH 6. 12h .
d. 7dMFEE; CHARI6h . 1d. 34

1d, 3d. 5

B3 AEEESEE TM mRNA RikkFE
Fig. 3 Expression of TM mRNA at different time
points in two groups
M:maker; 1, 2, 3, 4.5, 6:PQZH6h, 12h |
5d. 7dFE; CHN6h . 1d. 3d.

1d, 3d,

IL-18 A UL A —Fp RAE 1, YER TN
YRS T 51 RS N K A B 25 A T RE RS, TN 2 20 A i
FH 5 ZAVE DR LR G IR A L A M. Bar-
bieri SS FEPMF 5 R 1L-1 8 w3 VE-cadherin 3%
RGN R AN B, PUE N A e . 5k
HH 35 SEORIF ST 2B TL-1 B AT BA B 7 A B 8k
A (ECV304) E EPCR (93ik, Milngk—4
S ECV304 AN hEFISEH.

TM-APC-EPCR 1E R 5 S Bz IR N R B A8 1L
IPTEE RS, M. A, il - bkt

J A OV A5 T T R AR 2 A A BETIRE. TM
e g B i I I D DT T TR B PSS NN
B R e AR A L. EPCR 22— K KA T &
RN E R r, HAPER SR, 2
N R AR RS A ThBE SRR 1 o IR 2 —. Y
I R GEHTE T, B A RS A B I A, TM - %
MEIE R SR sh&EN C 24, EER C
(APC) RIKIEEEMLIN T Va fiVIla, M7= A= bk
YE. WIRANIEZRTE B EPCR A #8411 C G 1b/K Eh
KHgag, BHIkMARE—TER. EPCR 5 APC 454
Je LT P B BT 2 AR (PAR-D) , [RIB 305
BERR N R 2R 1 (S1P) ¥ A Wi 1 (SK1)
T B KPR N B A E . B R
B EPCR-APC 75 F il WL LA sh A 044 P 4 i (K]
AL )| i O R N R o D1 )
PR, B EVAERR N S AR BRI T RE. A SRR
eI -TM &2 A4 ml Sl EMA C3 1 C5 FEH .
TiH R Y 7= A2 B2 TNF— o0 1 IL-1 8 BB TR N
M= AT RAE AL

SERRW], A RIAL R TR R IR iR
IL-1 B . TM M EPCR ¥ &L, XHRZHWI
ZER—3 C HMHZ TM mRNA . EPCR mRNA A
—EKFEFE; PQ 41 TM mRNA, EPCR mRNA
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FaRMEGE, O 1 RiEmEZ G TR, 25 3 RIEEAK
SEE C K5 A S ] 1% il 2 205 B 45
H.OIL-1 B £iX5 M 2IEME; 11 8 £k
EPCR ZIEAHE. AIREMIHLEIFL— PQ %L A fi 3
P2 40 A il "B 4 457 PN B2 A B AR i L iz 24
PO, e AR Al ) S AU K P, [ s AR I
PEEE I T2 2R T8 30TE S sh RAESR. 55 Ak
PQ B, B4EEHT « B (NF-k B) S5¥H
BT IR EE G5, e SV RO B A .
SLIRHEN TM-EPCR R4 M IL-1 B ¥Z 5 PQ
FrEt G AR, H . RS FEAT
Z—N APC, TEHT PQ &g T UM i 45 et
JPIEREE T, EFH BT LR LL APC S Z59iA
JPIR. OB ORI R —aE T, andiE
TRBAPESSIRE R, FRIRIARIRTT PQ HERfe Hbcds.
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