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EE) By SR /(2R e- @ EH BelxL/Bax XL, IR K EE (EMD) AR E
YR (PMN) BT BUE . 5 RE 5 BHERSIEE K 16 BIMEAE B & PMN BHTHRIMER . K
BB M ARAAE 3t B (HC 40); BREERE AR E /0 MRS AE 4 (SE 41, 8 ). EMD T HikkaFiEH (EMD-SE 4),
KRR - BAMRN (RT-PCR) KA ML 223 AR PMN M 13K Bel-xL B2 T K Bax
B mRNA REBAFSKEMER, SR SEAMPETEE BelxL mRNA (BOLE (4 H) ) RAME I AESE
Yo%t HC 418 1 ( Bel-xL mRNA : 0.98 +0.12 L, 0.32+0.07, Bel—xL B H : 87.5%(7/8) tt 20.0% (1/5),34 P<
0.05), TR T-2E Bax ¥k 5 HC A LB ERTH T4 E L [ Bax mRNA (A {&) : 1.13+£0.08 Lk 1.28+0.13,
Bax B :62.5% (5/8) 1t 80.0%(4/5),3 P>0.05 ); EMD-SE £ Bel—xL ¥ik39%% SE 49 88/0 ([ Bel—xL mRNA
(A{H):039+0.06 tt 0.98+0.12, Bel—xL % F:25.0%(2/8) t 87.5%(7/8), ¥ P<0.05), EMD-SE 4 5 SE
HBax BEERY IS T ¥ & L (Bax mRNA(A {H) : 1.19+0.11 £k 1.13+0.08, Bax & H : 87.5%(7/8) Lt
62.5%(5/8), ¥ P>0.05), SE #H Bcl-xL/Bax mRNA 81 B & F HC 41(0.87+0.07 £b 0.25+0.04, P<0.05),
EMD-SE, £l Bel-xL/Bax mRNA B 2% F SE 4 (0.32+0.03 I, 0.87+0.07, P<0.05), &t EMD A[ffik&EiE
A8 B 84 Bel-xL/Bax Ho{E T8, 327876 EMD {2 PMN BT s 30 / {2 T2 K Bol-xL/Bax RBZLATRER
HAFHHZ—, '
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[Abstract] Objective By detecting expression changes of apoptotic gene Bcl-xL/Bax to investigate the
molecular mechanisms of emodin (EMD) effect on apoptosis of polymorphonuclear nentrophil (PMN) in patients with
sepsis of abdominal cavity infection. Metheds Peripheral venous blood was collected from healthy volunteers and
patients with sepsis. PMN was separated from peripheral blood and cultivated in vitro. The blood samples of healthy
volunteers were recognized as conirol group (HC group), and the patients with sepsis were divided into sepsis group
(SE group) and EMD intervention sepsis group (EMD-SE group). The changes of PMN mRNA and protein expressions of
anti-/pro—apoptotic gene Bcl-x1/Bax were detected separately by using reverse transcription—polymerase chain reaction
(RT-PCR) and immunocytochemistry. Results Compared with HC group, the mRNA [absorbance (4 value)] and
protein positive expression rate of anti—apoptotic gene Bcl-xL were significantly higher in SE group [Bel—xL mRNA:
0.98 + 0.12 vs. 0.32 +0.07, Bel—xL protein positive expression rate: 87.5% (7/8) vs. 20.0% (1/5), P < 0.05]; however,
the mRNA and protein positive expression rate of Bax of the pro—apoptotic gene were not obviously different in SE group
from those in the HC group [nRNA (A value): 1.13 + 0.08 vs. 1.28 + 0.13, protein positive expression rate: 62.5% (5/8)
vs. 80.0% (4/5), both P > 0.05]. Compared with SE group, either the expression of Bcl-xL mRNA or protein positive
expression rate in EMD-SE group was significantly decreased [Bel-xL mRNA (4 value): 0.39 £ 0.06 vs. 0.98 +0.12,
Bel—xL protein positive expression rate: 25.0% (2/8) vs. 87.5% (7/8), all P < 0.05]; however, the expression of either Bax
mRNA or protein was not markedly different in EMD-SE group from either one of them in control group [Bax mRNA
(A value): 1.19+0.11 vs. 1.13 +0.08, Bax protein positive expression rate: 87.5% (7/8) vs. 62.5% (5/8), both P >
0.05]. The ratio of Bel-xL/Bax mRNA in SE group was significantly higher than that in HC group, being 0.87 + 0.07 vs.
0.25 + 0.04; the ratio of Bel—x[/Bax mRNA in EMD-SE group was obviously lower than that in SE group (0.32 £0.03
vs. 0.87 +0.07, both P < 0.05). Conclusion EMD can down-regulate the elevated ratio of Bel-xL/Bax in sepsis,
suggesting that in the effect of EMD in pro—apoptosis of PMN, the expression changes of anti—/pro—~apoptosis regulatory
gene Bcl-xL/Bax might be possibly one of the molecular mechanisms.
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He B SR SR AR I A B BN R 3 R A B
FE AL 84 JE 7 5 1 0 5 B A 2 B AP, s 4
(PMN) BIEREEN—F, ERERE I Kk
FXRBEOER, R R~ EEEEW, &
AFRAT, PMN BTG, HAT/ MRS E B4
T, MERIERA T, PMN IR AT, HAE A
¥, HAREFRR W, = ER ST KK B
BE” RAER Lo B PMN J8 722 S AE SR TR R M —
AMREEE", EER, EERERSGEPHITH
TERBIT FYERRRAR R Y, E sk s
WFEAE PR B — ek B IE S A B R B
SASER KERE RS Z—KEE (EMD)
BB 4 {2 ik SIRS B & PMN s -0, &=BrFE T
KBTI B W / {2 T Bel-xL/Bax HFRIA
K, WEE EMD Xt HEERAE B & PMN i TR0 i ]
RESrF L
1 #RERE
1.1 mELEE A
111 FFFEXT R AR B8 2013 4F 6 A 2 2014 4F
12 A A B 2 BUESM A BGE R 24 h WG IR 2 W R
AHBEL AMRERSSEERY FRA
18 ~75 FAEZRiA R E . FIBFFS 2008 4F “HFrbk
FREE UKL R E LR,

112 RHY . AMEFAEFRBEERE, L
ABACHEE B SHUAE, W8T AR ek B A
ZBAEREHEZNERES.

113 WRA4H  BHFEARRERIREE B &%
BEL BT FR 4 M REA (SE 4, 8 4]). EMD T+
PikkEfE 4 (EMD-SE 4, 8 ), FI#IABEA g
R R X B (HC 4),

1.2 EEH¥}: EMD HFEE Sigma 2 775 (257
AT H X T (DMSO) H#, ¥ BE 10 ¢/L, 20 C
372 ) ; B % - BRA NS RN (RT-PCR) I &
3 H 2 Takara 73 7 7= & ; Bax. Bel-xL B i REHi {4
(BN ) % H Santa Cruze. ZYMED A &= &

1.3 RIFEhs BT

131 PMNWABEEERD . BUFR NS
kI 5 mL, AR (FUE 30 ¢/L RS T500)
d; BB 45 min, B ESE S EBUR B4 5B
B, BRI | mL KB K BERRLL 4
Jl, PRMI 1640 357 W YE 400 3 3K ; 4 AU HE R i
BRI B R PMN FE1E % >95% , 25 >95%., ¥4

B9 PMN F RPMI 1640 355087, 55 R4
YR 5% 10° 4 /L, EMD-SIRS 41 8% PMN HinIA
EMD 5 ng/L (DMSO £k <0.1%"*'),7E 37 T, 5%
CO, B FE &M THE 24 h,

1.3.2 RT-PCR ¥l Bax/Bcl—xL #J mRNA 57K F .
EBUE RNA, B E G RAFT -80 CHATRER,
& 1 cDNA, & Bk R H9 20 uL; & UK HR 30 C
10 min, 42 °C 30 min, 99 °C 5 min, 5 °C 5 min, PCR
BB 488 Bax . Bel-xL B2 Y cDNA JF51 (Bax
f) GenBank & 5 3% AX057142. Bel—L ¥ Z23115)
wits1, KESEY ARSI Y. RUERN
20 uL; R &AF : 76 95CIRE 15 min, & 1 MEF
H94°C455.72°C40s,.72 C90s, B kMR 1C,
8 MEFIELL94 T 45s.64 C30s,.72 C0s ik
29 MBI, 72 CHESH 10 min, PE Bax. Bel—xL 5
WBEE B - IEIEH (B -actin) FIRIEEE (A {H).
133 SR BORR IR BN Bax 1 Bcl—<L
ME B REAKE  ARAMEKER 10°4 /L, 2%
FEREE ST EH R (H,0,) ZRBE, B
¥ (PBS) Mk , B A% Max Vision™ 30 ZIBBFE .
PBS Mhik/a , b 3-3° - “EEBERL (DAB) B, K
P 10 s (FRARE ) HiK Pk 10 min ; BB LB T4
Bk . HX 10 4B AEALEF (400 £5) THEUE M & N
Bk EIERGTR KB 1 4, BN 24,
BEEN 3. A HEEREIET 5%, 1 08
5% ~25%, 2 4% H 26% ~ 50%, 3 43 4 51% ~ 75%,
453K 75% A b5 B3R 2 MRS B EUE
SRR 1~ 447, PEHEERN S5~8 53, RN
9~124)

1.4 Giise4bE . A SSPS 12.0 Sk

EAH, I ERB U + mEEGL) BR,
SRR AT, PR UG FE R VD BE RIS T T OB RL
P<0.05 HERABHITHFE L.

2 & B .

2.1 Bel-xL i Bax ) mRNA FiAKYF (K 1;H 1):
SE ZH#M AT K Bel-xL mRNA #iA# HC HB ¥
W (P<0.05), MR A T-EHE Bax RIXEREL
% & X (P>0.05), SE 4 Bel-xL/Bax mRNA F&ik
% HC 48 B F+E (P<0.05), SE 4 BelxL mRNA
7 3% 8 EMD-SE 4 ¥ B % 4> (P<0.05), H W 4
Bax RIAE R LG IHEE L (P>0.05), EMD-SE 4
Bel-xL/Bax mRNA 3¢ SE 4B 838/ (P<0.05),
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Mcl-1, Bel-xL kA a1 84, B2 A =& & Bax.
Bid 1 Bak W#F42K 3K, X & PMN Z 5 R T K] §E
FEREZz—, YRTEERNMARE, BT
B ARSME Y Bax, FFIRER LR B S 554 (PT)
FLIE, B B3 T SMBEEE Y, RS BS IReR r,
T 40 B 2 & C(Cyt-C) &L, BTE caspase-9, it
caspase-9 RN K £ W T, MR, 7E Bal-2,
Bel-xL #4ER T, Cyt-C W25 MR T, AT BB
PR S Bax 856, =4 F R ZRME, #WMF PT
FLESEE IR,

ABFI 45 RIER, it HC 45 SE A, B3
T-H) Bax i mRNA B REHXRBKFHEHE
=5, At EMD THiF% Bax RAEWHARE, A
5 HC 20 138, SE 4 Bcl—xL F 5 8 B3, X #
LGB Bel-xL/Bax LLBIS A, 3X BT 682 e B 5E
PMN A T-F BIER MHLHZ —, T4 EMD THIS,
f# Bel-xL RiIAWL, MM HHKBEREREATH
Bel-xL/Bax KA T B, X R ASfL7E L R B HKF
R—B A, 7 EMD R #E{RIEEAE B E PMN F-
BT BB AER.

25 FFTIR, BelxL/Bax 7£ EMD 1R BEik R B
PMN -l RERE T —EW/ER Bl TR
— N ZEEHRE AZHREFREAZHEER
W R E 23R, v 88 EMD 1€ ot M8 4E 8 & PMN
AT HE T FAERMR T REER SRR, {E
R - RBRTEEEARBLE, AT Bt
AT TENEERATRITRAE T
b EMD 577 e ar SR AL B0 SRk, Wi EMD 5%
KEREF LN TIRIE B E BB .
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