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HE . BH R EF R ST AWA B (ALD/ S0 rf ok 8 22 448 (ARDS) K R B ik & 48 75 —2
(Bcl—2) /78 =% B % & Bax/Caspase—3 15 583 09 A T AE R , AR B4z an loe A o E R ALEl . 73k 48 R
PESD KA AL A 640, HEFBFTIK T HATHE, TOW, M SR M, W E RN, FFH8 R, #AT
ALl KRB A H . BAZH T3, TR KA BTRTLE, 11/d, %5434, 2984 TAREK
1.0 mL/kg, B % ABREAR LR 245-T 5 % 45 5 mo/kg, Ho R AMAL T 1 ERANER 2 mg/kg, HEFHRFTILF 5.
F B A 2T T IR T 7% 0.60,1.20.2.40 g/kg; 5 3 K425 )5 , 5 20 mg/kg B % #E 75 T 100 WL B8R 4%
iR (PBS) ¥, A e E AR T SARRAAE NFE; 2 OARAAE WBEFARERZL K, HA
H— P4 (HE) 3 GO AL LR R 32 25 5 AL ; B BR S 98 R 3R 36 (ELISA ) A i) &40 K o 3 B i 48 22 84 Tk 523
T B F—a(TNF-a) . F# & —y(IFN—v) . & 28 A% —6 (IL—6) 7K F ; Western blotting # ] & 28 K T A 41 28
Bcl—2. Bax. Caspase—3 %& & & ik ; 5 0 58 8 % & R & B 45 B & (QRT-PCR) # 7 X & Bcl—2. Bax. Caspase—3
mRNA &k, R I EBEAENARAMARREGRERL, MEEMRF, TILRSIHEE@mZE, 5
e % M AR 20 YL &L, 3h R AN Ao o KRR KL LB A E e T B 44 IL—6 . TNF—a . IFN—y 7K -F 4%
(P <0.05),Bcl—2 % & % ik & mRNA & iA 38 Jm (P <0.05) , Bax, Caspase—3 & & & ik & mRNA & i BAK (P <
0.05), 5HEFBFTENFTHE ,HEFES THELARRFULR Caspase—3 & G AT L X FFH(P <
0.05), ¥ EFEF & x AR FMUEL Bcl-2 % G Aaxt AR I, Bax.Caspase—3 K A AT LK F FH(P <
0.05), S5HEFRFMEA BT, HEFBF P S F AR R L Bax, Caspase—3 mRNA AG5F & ik &
T (P <0.05),Bcd—2 mRNA A3 &2 & EA(P<0.05); 5HEFET PHEARE, HEFET SN ZTHK
FAT 28 2% Bax mRINA AG5F & ik & F B (P <0.05),Bcdd-2 mRNA A & ik & LA (P <0.05), &t HEFES
Tl it AT Bel—2 &k 494 Caspase—3 Bax & K 8,22 i 354 AR 2042 4w BEL R =

FEIE . AWRBMG ; AN EA S AE s KR HEFES ; @A T ; BAREMIE -2 ; Bd-278
XXEG ; FRABRRARRK O3
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Ganlu Qingwen formula inhibits apoptosis in lung tissue of acute
lung injury rats by regulating the Bcl-2/Bax/Caspase-3
signaling pathway*
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Abstract: Objective To investigate the effect of Ganlu Qingwen Formula (GLQWF) on the Bcl-2/Bax/
Caspase-3 signaling pathway and its role in inhibiting apoptosis in a rat model of lipopolysaccharide (LPS)-induced
acute lung injury (ALI)/acute respiratory distress syndrome (ARDS). Methods Forty-eight male SD rats were
randomized into: Blank (saline), Model (LPS), Dexamethasone (Dex, 2 mg/kg), and GLQWF Low, Medium, High
dose groups (0.6, 1.2, 2.4 g/kg). Drugs were administered by gavage for 3 days. On day 3, ALI was induced by
intratracheal LPS instillation (Blank: saline). Lung histopathology (H&E), serum and lung tissue cytokines (ELISA:
TNF-a, IFN-v, IL-6), and lung tissue apoptosis-related protein (Western blot) and mRNA (qRT-PCR) expression
(Bcl-2, Bax, Caspase-3) were analyzed. Results Model group lungs showed extensive consolidation and
inflammation. GLQWF (all doses) and Dex significantly reduced serum and lung TNF-a, IFN-vy, IL-6 levels
compared to Model (P < 0.05). GLQWF (Medium/High doses) and Dex significantly increased Bcl-2 protein/mRNA
and decreased Bax/Caspase-3 protein/mRNA expression compared to Model (P < 0.05). High-dose GLQWF showed
greater effects on protein expression than low-dose. Conclusion Ganlu Qingwen Formula alleviates LPS-induced

ALI/ARDS by modulating the Bcl-2/Bax/Caspase-3 pathway, promoting anti-apoptotic Bcl-2 expression, and

inhibiting pro-apoptotic Bax and Caspase-3 expression.

Keywords: acute lung injury; acute respiratory distress syndrome; rats; Ganlu Qingwen formula; apoptosis;

Bcl-2; Bax; Caspase-3

2P Jili 353 473 (acute lung injury, ALL) /2% T W%
&3 4 A A Cacute respiratory distress syndrome,
ARDS) /& & T 2 Bl 1 4% A ] 45 5 A 51 &, s il
2B R DR BRI AR i S R Y L
A 1 I W DR R 2 P ot [ R 46 IR 5 18 A il 7K
i Ay I R 2R BB £ A AP . R R B R, 30 d
o B8 N 21.5% ~ 27.2% , 7 T R W 4 BRON 26 fiE
FEM i R AR I ST I AT S R, 5 AR
Caspase—8/ Caspase—10 JE WA 1215 % & G ¥, T 1k
PO T B WK L 40 B 9 2 (B—cell lymphoma-2,
Bel-2) 5 8 T2 % W &5 H Bax (recombinant Bel-2
associated X protein ) [B] (14 -7 5¢ & | P0G 98 12300
1 Caspase-3 , U5 5 20 I 04 T2k #2100 e AP

ALI/ARDS JiE AR 22 UL e AR Wi 25, S Jg T =
< DXL IS A 9 ) 9 W, AN i o o2 7 it 55 P R T
SEUEEE i N 22 TR TR I e B R
SR, BT Zh RE A2 4, I Ok R, A R . TRYT
Z DR ik . H BRI JT 2 AR EIRIA
I7 I W 3R G0 B G MR B 2236 7, 2 H 3 T 2R K
TR A T R, R R TR S T
A POURE PR R E B A MRk
1=, BAE B I AR Z T HAE IR RIR YT
oo B P TR B R R DX R A R i 58 A

g rh, BUIS RAT RLO PRI R AR 2 B2 B SR
S, B AR AT A AR DG AR R T R 0 R, X A
B G AN T A A P R A — R R AR T,
T B8 i ] 38 3 45 TLR2/MyD88/NF-« B {5 53l 14 45
P11 2 35 A 3R I R il 2 R Bl il 2H 40 4R e M e ik
AU LB RE L AT A B it 2 2R B AR S %
TEPLR KRR R BUR PO 3 S 28 R G P
7 R B PG RS ST AR Bk S 1
W AT i 22 W75 3 1 I 450 0 B DR AR T Bl S
U2 A4 L R - W a5 R 1 AR AR 0 4 L Bk )
R I i R It 5 R 2 Al A OGN T RO R ) AL
AYUR A BUR BURAL TEBR Bl R A
I T A B O C TR AL RN A 2 AR L X
Z R AN T | T A RE A I AR L R R R A8
i SN, BA PR RNE BR A f SRR ae Y, TR
B EA i VR PUR (BT PO AR T
B DB o iy S B T B3 S 65 A A W P DL B
AN DY DU RR T , BAT B AL R AR L B DL R H
A NE TR e A 0 28 B A AT S AR
SR B 2 R0 48 R 452 1 M B A R
AR AT, AT LAGE 2ok 35 o 0 M AR BOS #% I E2 4
IR PR 22k B 3 Al B VY, vkl BRI R I Y
T 240 0 73 A T B 2 1 A A Dl A B o™
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ZEFG, 55 HEREIE T B VA Bel-2/Bax/Caspase—3 15 518 B il 2 M40 K SRR U AN I T Y HL R 55

A o VA H 5 TE R 7 6 ALL K B4 4
)T TR, 3R H 88 1 R J5 % Bel-2/Bax/Caspase—3
5 AR, B AR SRR T ALY HL ]
A AR AT 1)

1 RS

SNITe L)

VI 8 ~ 9 & S K 1 SPF 2% SD KBl 48 H | fA &
180 ~ 220 g, M4 3K I 1m) 5% T ik B2 BL K 2 s ) 55
HO [ 52 5% 2l ) A 77 VR AT R S 2 SCXK (7 ) 2023
0001, S5 % 2 ) fdt FH /7 AT UE 5 : SYXK (B ) 2023-
0004], fAFEIE (23 £3)°C, MR IR JE (50 £10) %,
H K . SEE0 T 58 BT R R R K 5L B )
& o #H A, S TACUC-IT-
20230831-52.

1.2 Y RF

HEEE AR5 TFE 15 12 g,
WEg HT g FEFH6 g WIEE9 g BRI g 35
Y HO6g T AEMWH g LMB 9 g, 51
LT R AR A B R T R B B . B3 R H R T R
D W2, 25400 10 £ B KR 30 min, Kok RS
B /N K 3830 min, TC Y5 A L U6 2, S2LL 8 fE UK,
PR o B 2 WS WIRAT, 4k Lhke 4 AR LT,
RAARARL) 40 g TR B, BB R0, BEIRBIAE
TlHT L 0.9% SEAC AT W %

o ZEOK N E W CBR Z M L A 4 A R -6
(Interleukin-6, 1L.-6) . A J& IR 3E ¥ — o (tumor
necrosis factor— o, TNF-a) . v T 4 EY (Interferon—1y,
IFN-y) (RIS Em s A MR A R AR ) 5% &
H BRG0P ARE -4 (HE) Y 63857 & L =L
RIPA 24 (Jb 23 S RHE A RA | ), BCA TR H
e I 2 N & L ER AR AR ECL AR 2F R OB IR W (db
ZRMIRHECA BRA R ) |, BR 2 F L ) 1 HRP #riC
FO 1L 2R R BT L R Bel-2 , Bax, Caspase-3 FL A (3£
Abcam A ] ) , B-actin ( [ I3 25 K AE YR AT BR
OS] )T AR AR R A (U AR
TEARAFE).

1.3 4§

DP-16B %4 5 3 25 .0 Hl  Multiskan FC I BARAYL |

ABI7500 5 B} 9% % % 1 PCR A (3¢ [ 38 Bk G /R B

1.1

BA R ), /N A A E Uk A A k() (3 [ Bio-
Rad A ) 5 Leica ST5010 %I 4> [ 25 B Y% (A AL (72 [
Leica 2N H) ) o

1.4 FHik

141 a5 ALER LS BENMEFEIE dE
(1) 48 HSD K BB AL 20 0 H #5987 A% b L R
LA, R, s JE RN, B8 H
Z IR LOU Z519 7 28 #E 4T ALL K RURE B 52 4 o A 75
SHIET3 d, % 6 KRBT H 4525, 1 IR/, 2
3d. AHALS TAERELK 1.0 mL/ke, I 2 HEBIALZH
BTN ZHE S me/ke, b FEKMN 20 25 T ML FE K ANV T
2 mg/kg, H 88 W 7 4 o0 AR b A
2 T8 R T IR 0.60 . 1.20 ,2.40 g/kg , A 24 T 70 kg
AN #4527 .10.53 .21.60 g/kg) 5 55 3 K255 4%
20 mg/kg & 2 B T 100 pl B R R 2% v R
(phosphate buffered saline, PBS) H , }i F€ K #5 41 F1 H
FE RO A AR B N s E A RRAEN
TSR EUE B K . 24 WS BUM .

142 HE#FE& HREAM L EA4% ZRKH
BERI , FE40 16 GE 24 h, BB LB K L R
W a7 W 20 21, A7 B 40 3 )5 R ] Leica ST5010 4 4> H
Bl B A LT KA Gt K, DL 4 pum R
VIR, 3R J5 (0 FH o S o0 22 20 2005 B2 ol A
143 EBEREAEAWRE SAKXNESERE
Y5258 L 24 h s, UK BUE F 3l ki, 3 000 /min £
> 15 min, BUMTE T =20 CAEAF R . Bl 5 4b 58
B, UK BRUA il epvt TR i B RS A PBS il 4% 41
BUSIRME o R P Tt 106 i 72 VR o o A 000 o, 375 0 fta
2H 2 TNF-o  IFN—y | IL-6 7K -, J™ 6% 4% B0 B 45
REAE

1.44  Western blotting % M & & & % BUKRZA
Jili I RIPA 3 2 (1B I TR A, fT FH 264K
SWE-FP I LA S AUl 5 L 25193, 3 000 r/min 50>
15 min, B BU_F 35 8 H A, BCA & 55, K B
RIPA .5 x FFEZE 0 RIR , & FE 10 min, B4 20 pg,
#E4T SDS-PAGE #E Ji¢ FL UK S G 8. 5% i g L =5 it
B2 b, AR $8 B8 —$T (Bel-2 1:5 000 | Bax
1:5 000, Caspase—3 1:2 000, 2 B—actin 1:5 000) ,
4 CHIRMR . Ve 3 ¥k . P I F 50 min, Uk
JIBE 3 WK, A2 R iA% o SR Image J 8 430Br K B
8,5 B A8 A xR IR

o

=4
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%35 %

1.4.5 F R T B A Bk RN (quantitative real—

time polymerase chain reaction, qRT—PCR) # |
mRNA F ik BOR U421 100 mg, A TRIzol .5
P PR RNA 300 565 1l cDNA . W FEFF 2 95 °C
T4 30 min, 95 CAEES 5,60 CH 1420 s, TH 404
PEIR . NS5 R GAPDH, D 272%C e 6 il A Bgl i
2H 41 Bel-2 | Bax | Caspase-3 mRNA M Xf & k&= . 5l
W& i E R Y R SIS LR 1
1.5 SitEFE

B 5 3 M1 K FH Graphpad Prism 10.2 48 7 844 .

&1 51¥F5

1E[1]:5° ~ACGAACGGACCTGTGGACCTG-3"

Caspase-3 82
JZI] 5 =GTTTCGGCTTTCCAGTCAGACTCC=3"
1EI]:5° “-TGGAGAGCGTCAACAGGGAGATG=3"

Bel-2 171
J2Ji]:5’~ACAGCCAGGAGAAATCAAACAGAGG-3
1E[]: 5" ~AGACACCTGAGCTGACCTTGGAG=3"

Bax 169
J21f]:5° ~GCTGCCACACGGAAGAAGACC-3’

LI :5° ~ACAGCAACAGGGTGGTGGAC=3"
GAPDH 255

] :5" -TTTGAGGGTGCAGCGAACTT-3’

HER AR

HEsli

>

T BORLR B0 £ bR 22 (x ) 0%, O
25301, PG HL ] Tukey 2 LA B . P <0.05
hEmAGI R

#HR

HERFEAM AL AR EFEHZN
B A ) 24 b, 28 UL R RS AEI. B AR R
100% ; g 22 BB AU 2 K BRAE S 5 2, A A7 % 62.50%
HFEK S K FRAFIE 6 1, A 473 75.00% 5 H #2 1
AR 4K BRAENE 5 H, A7 62.50% 5 T #5315 T
J5 R 2 R B TE 6 L, A A7 3 75.00% 5 H 8 1
J7 s R KBTS 7 2, A5 87.50% .
22 FHHEAXRIMALREERN

ZEAH SR AR B IEE
£ L ) J5T I 7K b B AR E B 5 i 20 M S AR 24 il 2 21
R TR SR A i 25 R ST T DL R 18 M A% A0
i V0 5 L K i 2L s 4 20N T R S R Ak i 2
FANYE | AT DL Kt 8 R 40 L3 i), il 76 [0 s 38 5, il
WL A 5 H 58 T I 7 45 201 359 ] DL s Ok £ 0 i 3 B
AT UL H 22 1) R i 4N IR, K T AR R R A
JEE it 3 i) B 398 B, B s B A . LR 1

2

2.1

H T R

FMEA

SR SR RIS MRS AN IR

& 1

BAKXRMALRFRERS

(HE %2 x 20)
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RIS, S5 H R T L IR Bel—2/Bax/Caspase—3 {5 5 0 B 2 ME RT3 K BRUSTAL S BB YA Lo ROBLARI T 52

2.3 HEFEAFX AL KRIMF TNF-a.IFN-vy,
IL-6 By 82 HE

2 K UM TNF—a JIFN—y 1 TL-6 7K F FL 352,
G NN, ZFWASFE X (P<0.05), 5%
F 2 b4, Mg 22 B 455 80 21 K BRI 3 1L-6 . TNF-«
IFN—y K- F 5 (P <0.05) 5 5 IR 2 MR 21 g, b
FEARPN 5 H BRI 7 A% b & ) i A IL-6

K2 KBAKRIME TNF-o JFN—y.IL-6 7K ELL B

TNF-a ,IFN—y 7K FEAK (P <0.05 ) 5 55 i SEK A4 HE
B, HEE RO L ) 4L T 1L-6 . TNF-a |
IFN—y 7K - AR (P <0.05) ; 5 H &5 15 95 5 57 4 41
Fb g, &8 1 95 5 H R R 4 TNF- o 7K BRI (P <
0.05) , H & % 95 Jr = ¥ & 41 TNF-« \IFN—y  1L-6 7K
SRR (P<0.05), W#E2,

(pg/mL, x +s)

21571 n IL-6 TNF-« IFN—y
234 8 9.79 + 0.41 16.09 + 1.14 464.90 + 50.24
iFEZ ik 5 19.74 £ 1.077 35.19+3.217 818.80 + 96.09%
HZERAN 6 17.40 + 1.04% 29.00 +0.97% 679.50 + 16.61%
H R AR TR A 5 14.22 £ 0.652% 24.69 + 1.092% 575.50 = 11.09%%
H g AT R 6 12.28 +0.392% 20.51 +0.7929% 541.20 + 5.142%
H g E R R R 7 11.88 +0.242°% 19.07 + 1.2829% 516.70 + 7.082%%
F{E 82.540 75.030 32.730

P1H 0.000 0.000 0.000

TE - QY B, P <0.05; Q5 IEZ MR LU, P <0.05; @G HFEKFAZH LEEE, P <0.05 ;@15 H S8 T Jr (0GR 20 LU, P <0.05.

2.4 HEFEFXALIKRAMALR TNF-a. /FN-y,
IL-6 B9 0

2 4K BUIM 41 20 TNF- o IFN—y Fl IL—6 7K °F Fb
B, AT 2NN, ZRBIA G EE X (P<0.05).
52 4 #, IR 2 0B R 4 R BRI 2 21 1L-6
TNF-a  IFN=y 7K T+ 55 (P <0.05) 5 5 g Z2 M55 70 441
FOB5, b ZEOK P21 5 H 5 T 1K b v 7 4 A

*3 ZHAKRBIMAL TNF-a IFN—y.IL-6 7K FLLE;

H L IL-6 . TNF—a  IFN—vy 7K FE A (P <0.05) 5 5 4
FERMN AL FL B, H 78 1 95 7 1K 57 o 21 il 41 20 TNF-
o IFN—y 7K - B AIK (P <0.05) , H 8835 95 5 b . i 771
it 40 il 2H 40 TNF- o, IFN=y |, IL—-6 /K F F& i (P <
0.05) ;5 H &8 v 5 570 e 4l b, B @R v g o
e 70 2k 2 i 40 20 TNF-a  IFN—y . IL—6 7K - F A (P <
0.05). W33,

(pg/mg, xX+s)

2851 n IL-6 TNF-« IFN—vy
254 8 162.00 + 15.36 18.60 + 2.38 315.00 = 24.13
iEEZ ik 5 430.80 + 28.737 4324 £3.127 749.40 + 22.377
KA 6 345.50 + 11.44% 36.15+ 1.28% 631.30 = 24.08%
H R 2 5 305.00 + 17.43% 31.55+2.11%9 558.50 + 23.72%%
H g E R R 6 223.80 + 17.2729% 27.01 + 1.10%9% 470.60 + 13.12%29%
H g E R R R 7 192.60 + 12.622%% 23.11 +1.3429% 421.90 + 42.92%9
F{E 64.270 78.800 136.400

PiE 0.000 0.000 0.000

T - QY AH I, P <0.05; Q5 IEZ MR LU, P <0.05; B G HFEKFAZE LLAE, P <0.05 ;@15 H S8 i (R5RI 20 LU, P <0.05.

25 HEFEHX AL X R A 2R Bel-2, Bax.
Caspase-3 & B RIZHI M

£ 2H K BRI 2H 2 Bel-2 | Bax |, Caspase—3 5 [ 4
XPRIRE B, BT 20, ZR AR X
(P<0.05). 525 F4 AL, IR 2 a5 A 41 R Bl 21

21 Bel-2 5 1A X 3R 35 5 K [, Bax | Caspase-3 5
AR X 26k = T | (P <0.05) 5 5 i 22 A A R 4 Lh
B, Mo ZE RN ALMTH S TR b v 700 2R B
fifi 20 29 Bel-2 3% H AH X 235 8 715, Bax. Caspase-3
B AR A 2235 B R B (P <0.05) 5 5 b ZE K M 4L 1L
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EBREAE

4135 %

B, W ER IR b e ) K BRI 2H 2 Bel-2 2R
AHXF F 8 18 T+, Bax | Caspase—3 25 A X Rk F
K (P <0.05) 5 5 H #8160 5 AR50 i 21 e 3, 8RR
Jii 7 T 3 e 2H K BRI 2H 2 Caspase—3 45 A X 3634

i N (P <0.05) , T 58 1 8 7 i 70 i 41 K BRIt 2 2
Bel-2  H M X 2 15 &8 F+ 5 , Bax | Caspase-3 #& [ AH
N F ik T (P<0.05), WFRA4HE 2,

R4 BEAKXRMZEL Bcl-2.Bax.Caspase-3 E AN RIEEHLEE (rxs)
25 n Bel-2 25 A AHX FE ik i Bax 25 AN ek i Caspase—3 i [ X ek i
2 HU 8 0.85+0.13 0.11 £0.04 0.10 £0.01
e ZWEETI A 5 0.17 + 0.03" 0.51 +0.06" 0.67 +0.01"
HIFEKAAL 6 0.41+0.11% 0.36 +0.02% 0.16 + 0.01%
H 28 s T I = 4 5 0.50 £ 0.01% 0.34 +0.05% 0.16 £0.01?
H R TR A 6 0.67 0.05%% 0.23 +0.06%% 0.11 £0.012%@
R IR R 7 0.78 +0.022% 0.17 £ 0.022%% 0.12£0.012%
FAg 36.250 32410 10 791.000
Pl 0.000 0.000 0.000

o Q5 AU, P <0.05; Q5IES AL HAL, P <0.05; @ S5HIFERINL AL, P <0.05; @5 HE&E R 7 IR 41 HA, P <0.05,

Bel-2 o - — e —— w26 kD

SN 21 kD

“ i B ¥ Wl
— — — — — — " | |
1 2 3 4 5 6
125 FdH ; 2B ; 3. HhFERIAA ; 4 H BRI 7 IR a2
5 HERIER I TR ; 6. HERVEIE =7 ik 2 .
2 FBHEKXRAHEL Bcl-2.Bax,Caspase-3 EA XX

Bax

Caspase-3

B—catin

2.6 HEFES I AL X R4ALE Bel-2, Bax.
Caspase-3 mRNA & i% #2201

£ 2 K BUM 41 2 Bel-2 | Bax , Caspase—3 mRNA
AAXT 3k 5 0 LA, &5 22000, 22 A Ge it
B (P<0.05), 525 A4, IR 2 PR 4 KR
JifiZH 21 Bel-2 mRNA AHX 2655 & T ¥ , Bax . Caspase-3

mRNA A Xf #5355 ETF (P <0.05) ; 51§ £ 44 A0 4]
R /N RN R K NG N B T N
B 2H 210 Bel-2 mRNA A X} 3 35 & F It , Bax.
Caspase-3 mRNA AHXf # ik i T (P <0.05) ; 540 %
KRS b, T O AR e 7 e A A 2 2
Bax . Caspase-3 mRNA A X} & 35 T F# (P <0.05) , 1I%
7 i 2H Bel-2 mRNA A X ik & L4 it 2% 5 X (P>
0.05) , 1 . 75 7 & 4 Bel-2 mRNA A 4 6 ik & [ T+
(P <0.05) ; 5 H &8 i 5 7 A7) it 4 b, T 6 T i
J7 R 7 2R BRI 40 4 Bel-2 mRNA AH X 3¢ 35 ft
I+ F, Bax . Caspase-3 mRNA A X £ ik & TR (P <
0.05) ; 5 H & 4 h R AL i, H 88 Im 7 =
)4 2H K B 4H 21 Bel-2 mRNA A % £ 35 & T,
Bax mRNA A X} Rk & FFE(P<0.05) . WEKS5,

R5 HHEKFMZELBcl-2,.Bax.Caspase—3 mRNA 3t RIS HIEL

2H 5] n Bel-2 mRNA HIX} ek Bax mRNA A%k Caspase—3 mRNA A ik
2HA 8 1.00 £ 0.02 1.00 £ 0.04 1.00 = 0.10

[EEZ ik 5 0.13£0.017 7.06 +0.76" 6.34 +0.62%
HhZEAAAYL 6 0.60 +0.04% 5.04 +0.35 456 +0.39%

R R (R 5 0.59 +0.05% 458 £0.34% 220 +£0.16%%
i A 6 0.69 +0.032%® 3.15 £ 0.402%9 1.24 +0.13%%%

H R R 7 0.79 + 0.06235 2.42 +0.19% 1.02 £ 0.072%%

FIY 574.400 243.500 451.200

PAE 0.000 0.000 0.000

TE - D52 PR LEL, P <0.05; @SR ML LLEE, P <0.05; @S HLIORFALL LLEL, P <0.05; @5 T s R ntdl s, P <

0.05; &5 H &R 5 gL L, P <0.05,
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151 ZEFG, 55 HEREIE T B VA Bel-2/Bax/Caspase—3 15 518 B il 2 M40 K SRR U AN I T Y HL R 55
3 it g PU AR S AR AV Il 38 IR YT i ALVARDS VR T

ALI/ARDS 2 LA i 35 4 A S5 W o 3 BRLRFAIE , 3%
IR A fir K e 7R B % e ) R AR BT, B
it MG A R IS P B 4 A L B M A R I
A= LR L 2 AT T AR A T A P i R J5E K
fidn 45 2 PR BRARRAE o DRI R A R E NS BOR
SRR e T S O e O (1N ATV S 7
18k 0% Jili 6L 45 00 L Ml 96 B 4 0l A5 R b e 4 M 2 g
B 1 2 IR AT | 328 WY JE A9 02 ok, 6 T O ol 6 4 1t 4
YIS o 505 AR A AR I, 43 A1 T JB R T 174 A
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