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(ARDS RV K R M8 FE A L T HbLA . 3% RECLP # ik B ARDS # %0, 43 51 A h0 3k B i bk A& 3%
BERLD ZFEHBESELA MBEABERGESEEHB (A T4 MAHEY  #TXBEWE. F 3.6.
1IZfM24h RMHFFTMSHH, F3hMI2h BMALNKRMARET-ER. &R SR AR E 50 bk &
BFEPaONFH TR sk — BB E(PaCON B LA SHRITFHARBFRALRERH AR EH
(P<C0. 053 P<C0.01), FAZ& PaO, HBREHAFA K ENEFRFARA(P<0.05 K P<0. 0D, KFh &%
A5G TARABERMERAK ZRIGAEEERH(P H<0.05);MENBIMNER ARA.BEFHAMSHAZ
@] PaCO, K T ABE , HYRBEAARE FREP<<0.05% P<0.01) . 5BFRAUBERH TS EH
(P3>0.05), SERAMRKATHBHM SEFRAKBREFARIBEF®HP <00 HAZHABBWA T
REBEHMAHE TR P<0.055% P<0. 0D, 5BFRAUBERHY LB EH (P $5>0.05), it WK
MkRGSSHEEHBRIYE A CLP /& ARDS R K R PaO..[E{& PaCO, WA, A — N RIER |
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Effects of modified Xianxiong Taocheng decoction (1M 3% B& B 8t & %) combined with Shenmai injection
(% T3 M) on cell apoptosis in acute respiratory distress syndrome MA Chao-ying', XIA Hong-mei?,
GENG Yun'. 1. School of Pharmacy, Southwest Jiaotong University, Emeishan 614202, Sichuan, China;
2. Jiangxi Xinyu High School, Xinyu 336500, Jiangzi, China

[ Abstract] Objective: To explore the therapeutic effect of modified Xianxiong Taocheng decoction
(MXXTCD, ¥ ¥k & %) and Shenmai injection (£ % ¥ §f #) in acute respiratory distress syndrome
(ARDS) rats induced by cecal ligation and performation, and to approach the pathogenic mechanism.
Methods: ARDS model was induced by cecal ligation and performation. Rats were randomly divided into five
groups: sham-operation group, model group, pretreatment groups which were pretreated with combined
MXXTCD and Shenmai injection, MXXTCD only, and Shenmai injection only, respectively. At 3, 6, 12 and
24 hours after model was established, the arterial blood gas analysis of rats was performed,and at 3 and
12 hours, the apoptosis of lung tissue expression was measured respectively. Results: The level of arterial
partial pressure of oxygen (PaO;) in model group decreased and arterial partial pressure of carbon dioxide
(PaCO,) increased gradually followed the time, and the differences were significant compared to those of the .
other groups (P<C0.05 or P<{0.01). Pa0O; in pretreatment groups was higher than that of the model group
but lower than that of the sham-operated group (P<C0. 05 or P<(0. 01), and the reversed extend of MXXTCD
group combined Shenmai injection as well as Shenmai injection group was higher than that of MXXTCD group
(both P<C0.05). The changes of PaCO; in the pretreatment groups were not significant, and the difference
was not obvious compared with the sham-operated group, but it was lower compared with the model group
(all P<C0.01). Apoptosis expression in the lung tissue was increase in model group (both P<C0.01). The
expression was little in sham-operation group. Levels of the other groups were notably different from model
group, but had no significant difference compared with sham-operated group. Conclusion: MXXTCD and
Shenmai injection can highten the level of PaO,,decline the level of PaCO; and the rate of apoptosis,abate lung
injury.

[Key words] modified Xianxiong Taocheng decoction; Shenmai injection; acute respiratory distress

syndrome; apoptosis
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SEHNREFHESZASIEARDS) EHEIAER A
HEEMARESZ - B THIMBREZBEARN
WIT B MHRIEENBERAT . HFER, RITK
RAE#ER . ZKRIEE, UNBKREkERBEGSE
ESTHIEYT ARDS, UG T FHIBKRIT ™, &
5% o #0038 o SR 0 vk B B Bk R B 5 5 2 ST OA
IrE L F LA (CLP) B B ARDS &k K3 Bk o
ANt 20 2R 40 B T 0 AR 4L, B RS 40 B B T
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1 HHE#MAE

1.1 K58 4 BB R A (Rnase A), H
4 A ) TR A R 4 7=, 15 4910010 ; 4 4 I
BECS, BRBAINAEH BB RIBE;
BB (PD,. B LR XEY LA HER
040604, #H LaXington 2 &) H600 ML 4 Hr{¥, %
A Coulter 24 & EPICS(XL) ¥t = 40 Ha{ .

1.2 2590 0 o BE B Bk & B K RO, | 0 RS 32 K
HHERELRPOH S HRRKE A 30 gD,
AE30gUET), HiZ3gWFRm) , EEF15g,47
SC 10 g, JBAR 10 g, F15 30 g, 77 AT 30 g, Bk{= 15 g,
M 30 g, KEE 3 g(HERM), KRB EZEFHY
1.85g/ml, § H AR 10ml/kg BR . S E TS
B R 2k AE 7=, it B 20041205,

1.3 BRHESHYHE . KEARAT1Zh#BER]. R
2K, UEREFP R IUHNELZH 1.5 ml/kg
R RS T 5 R B L A EMOL B S, B R LI S TR
HE B, 17 CLP,#|%& ARDS KRR, 23 &
£ 10 min, RIFFR . K. BERFHEFLSD kKH
B 200 R(lPER 2R LEERYPORED,
RE (250 20)g, MERE A, HALMSR . HELHE
BaRsH. BHBS RN 3.6.12M24 h 4 AN T4,
BAEH 10 RRKBR. OBFAR4: 45 FARAT
2.12 f1 24 hPAAEE K10 ml/kg¥H . RPBREH
ANEH AFHS  HAABRERNY, OBERAL.
ARRT2.12 f1 24 h DIAEFEEEK10 ml/kgHH . KRB
JE1T CLP, RGN & TS £ #EL K 5 ml/kg,
OBEA& A RAT 2.12 F 24 h DLbn ok s BBk & &
10ml/kg#E , HALBRENH, OSFEA:-R5
MEETEHSZEFEFES ml/kg, HRLALERIER
H.OB/HH ARAT2.12 F 24 h Liin ik B bk & &
10m/kg BB ARMNEE TEHSZEHTE
5ml/kg, KA FEBERIL,

&4 1 F R 5, O AR sl Bk I, T A R D A
LbFESh Y BUIT 4 AR AR

1.4 WMEHH

1.4.1 —BERERTE - NEFFHEMELAS
VEEM. ES . PRVRERKRE.ER BB
B 5 LA R FET-HE A BE AT T % .

1.4.2 FHkmS:AMKH> TR ARRE 3.6.12
0 24 h &4 30 B 84 3h K i & 4 FE (PaO,) #1130 Bk i
— 8 ALK E (PaCOy),

1.4.3 PH4HE M T - BERR £ 22 vh ik (PBS) I BT
#il:NaCl 8 g,KCl 0.2 g,Na,HPO, 3.6 g,KH,PO,
0.24 g, N WFHK/K 800 ml ###, A 27. 4 mmol/L #;
B A NaOH i pH N 7.4, HIMNEKERE
1000ml, FEESEN 05U WBEBMIERI R
10%# FCS ¥ iR PBS #ifE. HEMALIE . il 4
BYBE, A 0.5% KM 2ml,37 ClEEBEMA+
H1bh, BEARPLERG AT UMK
fik R S, B B T BOBME, & 10% FCS i
PBS 2 mliB 53 LA & 1k & B, f A 300 H M i 3,
1 200 r/min (B> 425. 94 cm) B .03 min,  F 1
Wi, 2ml PBS#%,1 200 r/minZ > 3 min, H £
HRCEFRELIX MAKRLSE R 10%HE Z
B2ml,4 CEESHK,BL,% PBS2ml EEH
H2,1 200 r/min B0 3 min, F LHEB.EE 1 K.
A PI50 pl, vk b ## X E 30 min, 300 B Mt 38, A
W= 4 A, UK 3 h A 12 h fA.

2 & B

2.1 —BRA-BFARAFIYARE —BERAEFIE
HEBASYARGHEMERE . IT3RE , WREXE,
AR K, /MMERMKER D, B BEE R 8 TR T
BB INE; 58 283 Y R E A B B0 E R RS
W24 hFET-RIE 60% . RAASHSIPABHEM
RAEEHHBL FRHBEE, OBFLEH  RENT
M5y 8, IR R R R R, R ROk BEAR
M, REM/MER L, B HEE A E M EK A BT
B, BHRARABEANHAmMERERD WY 24 h F
BT K 30%, B AR 20%.

2.2 mMEAHGED BFRHEZEREE PO, f1
PaCO, £ R ¥k B & 1 . BRI 4A i v 8] E K , PaCO,
HBAE,PaO, H B (P ¥§<<0.05), 5BF R
HAMHNNE SR ZRPHERBEREP B
0.01),3iB4 ARDS K BRI E il Ty, & /4 6.12
M24h 5 3h W ,PaO, Ff&,PaCO, A H,.EZRFHY
A B EM P ¥<C0.05) , SR [F] 8 8] 45 H 3, Bk
A4 .S FEMHSEHH PaO, F & K PaCO, TR
BB, EPUASHFHPO,AEEHE; 5BFEAR
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£1 HADYEREREA PaO, # PaCO, T (x+s,n=10)

Table 1 Changes of PaO, and PaCO, at different time points in each group(x=+s,n=10) mm Hg
fﬂsl] PaOz PaCOz
3h 6 h 12h 2 h 3h 6h 12h 24 h

BFEARHA 11.1445.08 10.0340. 87 10.8340.75 11.02+2.34 55.68+ 6.20 55.7943.80 56.83+3.07 55.9845. 42
BRE  5.33+1.97* "0 5.0941.03* % 4.5741.08* * 3.98+1.15% *  68.03+13.04* *4A  69.20£7.87* % 70.5343.30" *  72.4247.56" *
BAR4A 7.6743.20" % 6.8742.16% %  5,5042.59" X 5.2142.78 % 58,10+ 7.22% 57. 7445, 23% 57,174 4. 59% 59.7545. 45%
S%4 7.9845.29" XA 6.7943.58" 8.0011.83" % 7.06+1.58* XA 58.51+11. 09% 59. 74+6.54% 60.7343.08* 61.2544.32%
BHE  9.6744.41" ¥XAL 9743 2] XX g 534] 81" XXA g 1142 45 XX 56454 9 36XA 58. 631 6. 70% 59,7645, 70% 60. 434 7.42%

B E5BFRALE."P<0.05," " P<0.01; SHBH L. XP<<0.05,XXP<0.01; SRR LB :AP<C0.05; 5[d4H 6.12 M 24 h [

.AP<0.05;1 mm Hg=0.133 kPa

HH B, ZIRITH PaO, B T (P <<0.05 B
P<0.01),PaCO, 5BFRAUBABTAHE .

2.3 MHALAMBETCGR2) EHMAIhMI2h fF
HAMRBATCEHEBRFRAPEBFA TP H<
0.01), HLFERT Bl A R, 0 AR A T RUA B 3 (P <
0.05), Bk .S HMA J7 4 40 E TR A
R 40 B B MK (P<<0. 05 B} P<<0.01), H KR 6] &9
FEA , 40 R T SR B A 8, P B AR A K Bk
H] 8 (P<<0. 01, ffil & J7 48 3% fn & /> (P<<0. 05) , {2
SR LR E R B EM (P $5>0.05),

%2 HAIVARHREAAKEALARETE GLs,n=10)
Table 2 Rate of cell apoptosis at different time
points in each group(x+s,n=10)

A5 3h 12 h P

BERA (1.04540.213)% (2.82640.105)% >0. 05

BRI (2.15540.0510% " (4.27740.2050%** <0.05

BEARA  (1.05540.221) % *X* (2.974+0.262) % * <<0. 01

BEMA  (1.3174£0.295) % ** (2.944+0. 250) % XX <C0.05

AAHE  (1.42040.214) %** (2.78240.227) % **  <C0. 05
B 5BFARAALLE. " P<0.0l; SHERA . *P<0.05,

XX P<0. 01
3 i i

I B 1 52 36 BF 50 ¥ W1, ARDS i SR 4 & 30 Bk
MK HE, EEH PaO, F[&,PaCO, fTH B R &
i, B <A E RSB AR T MEEERS . F
MY IS MR ELES T ARDS 514
LAY 5T i BB L AT 9T 45 SR B, on R s Bk AR
MSEEHBERAVERBZMENE  BRELES
B, f K PaCO, MER.

KEHIRER, % ARDS A H &M MAMAE T
RH H 6, ARDS Bt XS b Bz 40 8 F0 P9 B 40 B ot
AL, BB EEEE N ZREEHEYRRL VK
&K . ARDS B, Bl 0 -6 40 1 B B3 R 4
BT 3 B8 B K B BB R 5k 2 ARDS £ R 5% B
A PO, BEAIAH ARDS B i 55 42 40 i 19
FETHRRIRIE . BEE 4008 8 17 R AE P 5 7R U
HRHABEA, AMEFHEED —SBREER

W AR 48 (LPS) | & o 40 M BH F % vl 5 B0 L
g o R, O O s o e S L R
BT " &4 F ARDS &R [ Bf B 1 By BX . ARDS
B 40 0 T B K B I L 2SR AT MR
B DR 5 i B R BB SR R 2 — 7% 0 B 3 ok 4 A oA
T X AR —ENRER.

AR, B FARHE BT E L E 4R AT A
ERXTBEN HASHA3h M 12h ARATFY
BERTEMMA HPAEFAIhARATRER
BE,H 12 h 540 TR B E R,
AH AN EEKARAT-ERAEB MBS, H
FetE SARATEBRFRAAKRBMAATRER
MELBABFRAERZREL T FAREMG; MR
RMAZZNAE LA SBFREAUBREREEE
H A SHEARENEBRFRAAEF LB EFNE K
MNASETH, S FHR2hHERHE. HEX
3 F4 B AT LUK ARDS R8I 28 29 a0 40 B A T
R NTMBEWHABRG, MEARASHRAEHF
R

XM :

CLIBKAR, DX RS AW BA PR F 855 1 RN
M. TFEPEF¥BEFH],1997,9:3 - 4.

(IO EX, B, 204, % BRI R S S S ZH KRB E
BB RGH LR ME ), PERE,2000,41:683 - 684.

DFEE AL BT, % 2ttt TR TER 191 FIFFRMRE .
PEEEFAMES,1992,4:162-163.

CAT L, D%, Bk, 2. FF A B R & 00 336 97 W AT ok o i gk
RIOABEERAR D). PR PAHELE S 2 KR E, 199, 3:
151 - 154.

GIGRELE. AUBRGANAUTPRFASESEFRRIARERA.
R B B ¥ 44 7 2003, 28,97 - 101.

CIEER,. BN, ZL£E, F.«-RAKARNTBEN —KITER
HRESAsATARNLEAKARBTmER 0. PEE
ERAMES,2004,16:596 - 598.

(DB, HIES ARG ARABT-SAHT AR BE
LRI R %A, 2002,22:149 - 151,

(8)Bardales R H,Xie S S, Schaefer R F,et al. Apoptosis is a major
pathway responsible for the resolution of type I pneumocytes in
acute lung injury(JJ). Am J Pathol,1996,149.845 — 852.

(R B #1.2005 -08-09  # [ A #.2005-11 - 26)
(B HH)


http://www.cqvip.com

