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REE & KM AR T 240 3R X 10 B P B AR 75 R iE R R

3F HEHHE ERAE

(EZERKRFEMBPRELFIZYHE WEEFFRE) EK,630038

£ E ATHEIREFRAOEARTEHRELZBOVIE, RIMET EEDIEIR 4000 m FFK M
k32 1l 3£ 89 M1 ¥ (shock plasma,SP) Xt 3% 3% ) B 2h Bk P9 B2 41 B (pulmonary arterial endothelial cell, PAEC)#
fE . PAEC TE& AR SP 3EH M I3t 24 h BT, AR E SP £ TR SR . K%, K#5r4
MIFET, HARE A B B R, L BB B B B A IR B AROR & (r=0. 985, P <C0.001). MIBKIEH) SP £
N E AR SP AP BMS . PAEC E& S0%SP WA H 1~3h 5. ARENHUBAR.3h
EEE,3~6h S BREM,6 h REZRMME  12~24 h KEHTEFA . LREREXY  BREE S NEKRRHY
1€ - H 3 PAEC BE fih 1 A # 86, e A R A BRI ME FHIRBC R . 20 M R BUR, 7T
EEEANE. FERR/AOLERNEARGME - ABE TTESSBEE G ROBERTHRBLERE.

A Bl de R B BB
P EESHES R605.971

I B P9 B 40 B A A #4 R I o) o B 4 L, T L
REEHRSUWAM, EEEMREIBRFEEEY
BEENER. NEARSHEZRRLT eI, %405,k
EMRRELHREARSRE. I8 NRARERE
HeRMERTELIGIBIHERAMIHERE. RI1HE
W R UG KA IR T 4y 3R] R N L 2
HAER, PR IIME T oW TG L mrs Rl
3KXE I Ir B Rt Bk P9 B AR BT 7S e N B TE 1R

1 #HEFE
1.1 EEHH5XA

FE AMEQ(EEELRRNTT) ., - 75 F 8 (DMF,
L4550 ) RPMI — 1640 1 Trypsin (Difico) . B2 ¥ &
(Thiazole blue, MTT.Sigma).SDS(Sigma), K B ¥ 5 H
7 AR 4,96 FLEEFAR AP =5 .
1.2 BAFEX Mk RO &R L2

BAEIES N EMA Y, AE 10~15 ke, FILEREMS
MBI 4000 m HIRELE 2¢ h EEH R MK E
B, KRR ELSITRLS, RSB0 6 m E 8T
6.0kPa 1 h, SRJ5 IS A H My LK, R E M B A Z5h 581 R
KIKE/E 16 h MH , B0 (12000 g X 30 min, 4°C )4 B M1 3% , B
AR L0 A S If ¥ K 3L ML 3K (shock plasma,SP). B 4% fik AT
W1 3% (plasma ,P) B &k & 24 h K 1) 3£ 11 3 (hypoxic plasma,
HP){E ST, (L3R4 0. 22 u P4 TFLIRRE T SR BR B 20 3 L (R IR 1K
TR &R SP TARBNETT TR . O K SP(heat de-
natured SP,HDSP):SP F 56 Cn#h 30 min; @ A H QT TE
SP (protamine precipitated SP,PPSP). i A E B AT H.37C
BH 30 min FEUWE LE @R KIGE AT AR SPHD
+PP)¥ PPSP F 56°C fili#h 30 min.
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1.3 thA fe X ATAEBHRKR AR B0 1 B 49K

1.3.1 W BB B /N 4 Bl B BK P9 B2 48 B (pul-
monary arterial endothelial cell PAEC) K HIL S RBE R G %
R2% 104 /AL EEMT o6 LIEFRE FAHERELT 204
/M A RPMI—1640,38 5 2~3 d LGB HER E
BRSNENEGERE, mEREDPMA L 2°~11 2 FF
RREMMK . FF 4 b GHEMEBMEATURFRR/RE

BRI 20 )] MTT HW G mg/mD),37CERTF4h EIMA

50 % DMF + 20%SDS A # B €18~ 20 h, £ BEtR X £ 650
mABHK PRI ESIS nmiy A (ODXE, A (ODMEREZMME S,
1.3.2 BHERBURY  @MEEREL. R b S8R m
ASO%RER LRI, F1.3.6.125% 24 h S4B AT R
2£,MTT @MEHHHE L.
1.4 %it¥abm

FRBERHEERFEIN ERUT L s BRUEEE
HHRKRE KRR O BT HFERP THEERARR,
%t PAEC #§ A (OD){H 55 SP W B it T AR 5HHT .

2 &3
2.1 SP 2t PAEC H &) ¥h

HEBMETWE.P M HP X PAECEAXHEEMW,
HREBEEHIIESE. . ORE B ERAIRE .19 PAEC 5
HBASPHEH24h EME, AHSPERERT, FRAGE
H.ELI00%SP AT, KBS W TR, S W RIFHR
YRR FES%USP AT WA RER, HATHH
JHEE  BRBE . REANFRHEE, B ARYREEZRE
D) K& SP R B RRK, W EE AN B 2 i 3 & (2. 3) K g SP
BAENEAVIE SP X PAEC G HUBES, . ER—%KE
T H SP A NEEE AN M4 (HARIE PN AT LB FI 2 . LR IR
H AL 5B i K iE BB — 5 W55 SP X3 PAEC BY#{G1EA .
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Bt ML N R TS T S A R BV E MR M
AR, RAOTRAMBIZ O T NRIESRIE S
AT EME T G e 4 5 M K52 I3 X+ PAEC
MR .

MTT B:40 B35 7 0 A P 3 . YE Bl b SR B 40
HHHREEMTIT #HARBREL2LERNMHS
B§25 16 FH ¥4 & B % (Formazan), J§ & #£595 nm
W AR’ S SRR E R AR ERSRER.
[ 2t #2595 nm #] A (OD){H BP B] 5z bt 40 B 7%
HARLBMET SP X PAEC EFHE N FHE
Ay HEAERKRERBAR MAKERAEERLL
HHERB SPHEE. LAERER SP & X
PAEC R &% ¥:/E AP R .. YR A&, B FAR
RAFBRIM/DMEEEERF: ZYRTHAKEAN
EHEQR—HEHETER. EF AR F R
), BRE R TR RABEAFNEE AR
k2 . P #1 HP 72K He BE R X PAEC 3% hA — MM
1 73, T e 2k BE B U T3 58 PAEC f93% 7, L
AR Ti#—$HT.

SP 3t PAEC & /1 9 % W B B[R] 2 B 22 U AH . B
MOA~3MDHREIHBAE. HARKEEERN
RL&WBHE, HIE TR PAEC #3005 ™
EELZH RS AMIE R, E6 h IBREK
T RS LEALH 55 M 4 A8 B, s B 40 Al
PR 3 &, 4 BT ) i PR R RH PAEC 3230/
g, A R IRAE IR 12~2¢ h IRIE H AT
EH . LR PAEC 1& S W B EHR Bt AL AT RE R B T
M B 0 M7E SP {E B T A B0E B i) A/ s R 8 —
AESE KRR HN PAEC EF20% ¥ M1
FriE P AR B FORRM ) BT P 4 PAEC i)
Wit e [ 32 1< 2 57 388 0 v RE A2 el T 40 B 380 7 34 o
3 HP # PAEC 1% Syt R AR AL th 2 XU %
EAIEER /N L B R R, 24 h ILFEMEK
FEELSEX PAEC 805 fim /2 A B sl 6, % 2
Yy R AFE Sk I ¥ 4K 52 16 h 5 K E BE 3% b0, AN T 9K TR
PAEC, #1153 PAEC #iff, & £ PAEC L=

% FZHAREFOTRE HRREEF AN K1
FAMIEMAE NEAES NEREBIER REES.
THRE A AU A BORE , g A AR K | 5 AR AT P U5 R 34
L, WERER R0 FRE . SP FRESH B
4B F o R IE R 7R iR S PAEC RER SP #(E M
£ » i L HER 7 5k MR R TE 34 PY » L8 P9 B 40 B L 7T
RE 2 A A ST B 40 00 48 05 1 AL X SR T RE A
REAERRIBTEEEER.

BEEALEHERTBHUTE R . REEZGE
I A R T Bh 490 L 3K o 77 AR 3 3R SR 49 0L P9 B 4 B
ERMBROGERBR O X Y B> 4 TR R, Bl
SREBTREE RS, KA TH— SR 0%
NE RS — RO S 5 S5 B E & KK
TR RBELE.
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The effect of plasma from goats in hypoxia complicated with hemorrhagic

shock on the activation of vascuar endothelia cells in vitro
Wang Peiyong, Xu Shuming, Sun Bingyong (Research Lab of High Altitude Medcine, Third Miitary Medica University,

Chongging, 630038)

Abstract The effects of plasma from the goats in hypoxia complicated with hemorrhagic shock on the
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cultured endothelial ces of pullmonary artery (PAEC) were observed. It was found that the goat pasma dam-

aged, devitaized or decreased the viabiity of PAEC in a concentration-dependent parttern. The toxic effects of

goat plasma was significantly decreased after heating (56 C for 30 minutes) or precipitation with protamine.

Goat pasma exerted diphasic time-dependent effects on PAEC, that is, the activation phase which lasted from

the 1st to 3rd hour after the administration of goat pasma and in whihc the viabiity of PAEC was increaeed

and the damage phase which extended from the 3rd to 6th hour. These findings suggest that goat pasma dur-

ing hypoxia compicated hemorrhagic shock may contain certain substances which can activate and damage

PAEC and the activation phase of PAEC may pay an important roe in the pathoogica process of hemorrhagic

shock.
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Use of polymerase chain reaction in the detection of respiratory infec-

tions pathogens

¥ A it
EEXIXE VS, RIMBIT =F4E Y PCR B ik,
HREMERH20 o, K514 & H10 pmol /L, AR B K ng K
F,4F dNTPs %200 pmol/L,10 X PCR E M ¥ (& Mg")2 pul,
Taq §80.5 U. L W % 1.94C 305s,50C 30s,72C 30s, )5
T2CEE#10 min, 35T IR . T 1 =4 31T Southern $6FI 2R 3T
MHENE.ERR=ZFAE PCR QSRR T, RILE
XX W TR fg KF, ML TILAREEEA
DNALOBI BRI PR SRR A &5 RN W, T M = R R
PEXE 1T Southern ¢ X F0 M B M 3] TIESL.
BRNBI T HE PCR k3300 RSB AREHEITT
B EXRPFRNXATHRET HANATERTIUHF
B RBRTRKEBRYT MRS MOE &R REE PCR M=
i 0 O A R O v LT L E ST 300 BB AR A B R B P, K R K
o136, FRm LA & 100, i REERE 7/ HP=F A%
PCR Ky R 30], “FRE sB 5@ T R ma
HREFEETR, RHPRRE LIRS PCR AFNBARAE.
H & PCR 8 0L (15 — WK o A 0P R T A A Ry ) ot 3 T
W BT R LY WY B8, BR 22 B AR BE R .
RENBYLTAMRREIHIE PCR =R HEH=
FAW DNA BBGHETHE LR, S B R MITPCR I . KV
RERRNEZGRSE-4, B0 T HEHERETUE. &
—RE R R B P AR AR, AR R D B A AR AR
WERBESDFELSE2 o), M FREEMNSH PCR =4, %

(FE=ZFEEXFHEMBTERFRABTFRA) HKX,630037

BREUAKRTERS BEREE, 2~3 min FAEBES T
DNAMER . B—HNE R . ARERTETEFHER
FE, BTERKLRERT #HH.

B T4 PCR A &7/ PCR & B H %k, & EE PCR
HADNAHAMBRASHRE BZ5R0WEHR—RT
PCR, MU MR A3 Y6 , DU W AE o AR, B HE AR AR
WEARARER MEMARIZE, T M HEH R 0 BAR
WE,.XIEEMNEH.

BE,RI1MH RAPD B AR XM JLRIFRIEH L fIER &
LA M FHEGESFT T DNA I3 . R £ H10 o, S8 h
5 nmol , Rk {F:94°C 605s,34C 605s,72°C 120 s,454 953,
B ARAEEEE DNAHWERREMMERYTRE
A B EAWHOFERENT MERORERTHAIR
HEERDRE.

ERER P, WATE SRR E B 7 R0 T BGHE B B A
FRAE/PNBLA10 ul, 5| BB A BI5 nmol , XEEFT LY T K5 , 48
ETEMHREL,FARARENER . RAPD ERARERT. &
HEE, RSB UFE ng X DNA, AHER FRMEAK
ZR KEEFENTEEERGMEDH N,

XEBE) EREGEER N MR BEERE  BURE AT R 5K

W EELH
pEZEHES R517.6
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