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EE] BE9 W00 NER (AD) XIS 2285 (LPS) 3 F B I AU b sz 40 (AEC 1T ) A1 kit
ML FEMRIFSCH FsEm . ik BTEUE KRB KE AEC 114100 RLE-6TN 43 IE & X§ Il (NC) 41, LPS
20 % 625, 12.5, 25 mg/L. AD 44 (AD 6.25 20, AD 12.5 244, AD 25 41)5 20, NC 20 RPMI 1640 # ML 45 55 5 1%
3% 3 LPS ZH7F RPMI 1640 H M5 FE A 5 me/L A9 LPS YEATHII ; AR AD ZE40 435 6.25., 125,
25 mg/L () AD 4bBE 1 h J5 45 LPS flhR 95 . T LPS FIBLANN 24 h J5 oA 4 i B 4 i 3% 5% i, AR A
JE P8 BT R B8 (Western blotting ), SR 26 6 % 1 3R 45 BiHE SO (RT-qPCR ) 43 734 I 240 e v 2 4 PR 7 (TF).,
LH AR TR AR IR (TEPT)., 211 B JF0S Brm il 70 -1 (PAT-1) AR 1 B mRNA 3K 5 FH R G 3 e BHR 56
(ELISA ) A6 00 21 it b 375 3 T i i S (PP ), 58 1fi At — BT 6 i 6652 5 9 (TAT)., Ut i il I (AT-1TI0)., 3%
EE C(APC) KT, 58 5 NC4IHHLL, LPS 41 TF. PAI-1 (97 1} mRNA 23k B2 T+, TFPI & 4 &%
mRNA FEik i R 5 IR 4 B3 h PTIP, TAT /KA T, AT-TT . APC /KSEH KA. 5 LPS 4141
b, AD 6.25 41, AD 12.5 41, AD 25 41 TF ., PAI-1 [ & 11 %X mRNA &35 B & % (% ( TF/GAPDH : 0.86+0.08 ,
0.45+0.04, 0.44£0.04 [ 1.3240.10, TF mRNA (27**%) ;2,59 +0.25, 2.27+£0.05, 1.95+£0.04 [t 4.60+0.26,
PAI-1/GAPDH:2.11+0.07., 1.45+0.04.0.86+0.09 I, 2.56 +0.09, PAI-1 mRNA (274*).3.50+0.22,2.23+0.29,
1.84+0.09 It 6.60+0.27, 34 P<0.05 ), TFPL & |1 5 mRNA 3k B0 . 715 ( TFPI/GAPDH : 0.78 +0.05. 0.81 +0.03 .
0.84+0.07 It 0.36+0.02, TFPI mRNA (274%) ; 0.46+0.09. 0.69 +0.07. 0.91 +0.08 [ 0.44+0.06, %] P<0.05 ],
AR E3E W R PP, TAT /KSERA SRR, AT-TT . APC ACEBI B3 [ PIP (ug/L) : 13.59+0.23, 12.66+0.23
10.59+0.30 Lt 15.82+0.29, TAT (ng/L) : 211.57 +6.41, 205.69 +4.04, 200.56 +9.85 . 288.67+9.84,
AT-T (pg/L) : 102.95+3.86, 123.92+2.63, 128.67+1.67 £ 92.93+3.36, APC (ug/L) : 1 188.95+14.99
1366.12+39.93., 1451.15+29.69 [t 1 145.55+21.07,3 P<0.05 ) ; Bz AD FIE 38 H0, b RAEsE S Aamdi1E
N, AD 25 41 TF . PAI-1 (4 1 & mRNA FREFFIK, TFPI mRNA kT . LIEW D PP KRR
AT-TI . APC /K385 AD 6.25 21 b4 25 57 B Geit24 28 3, H PAT-1 25 (H Rk AR B2 i b PP /K-
PR AD 12.5 b R BG4 L. it AD 7F 6.25 ~ 25 mg/L A5 530 BBl Y, B0 AR P 1
0l LPS HIFL N AEC T 40/ RLE-6TN &35 K A i B A A1 AR G K 7, SR dERTBE R T A9 433 , L) 25 mg/L
YE P e BH

(A 20BN Bl b, TR, 2ErRR S ALEEAE s BRI/ 4%

E&WE : ARG E (2019-1261)

DOI : 10.3760/cma.j.cn121430-20200923-00647
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[Abstract] Objective To determine the effect of andrographolide (AD) on the expression of procoagulant and
fibrinolytic inhibitory factors in rat type Il alveolar epithelial cells (AEC II') stimulated by lipopolysaccharide (LPS).
Methods The AECIT cells RLE-6TN in the logarithmic growth phase were divided into 5 groups: the normal
control (NC) group, the LPS group, and the 6.25, 12.5, and 25 mg/L. AD groups (AD 6.25 group, AD 12.5 group,
AD 25 group). The NC group was cultured with RPMI 1640 conventional medium. In the LPS group, 5 mg/L. LPS
was added to the RPMI 1640 conventional medium for stimulation. Cells in the AD groups were treated with 6.25,
12.5, and 25 mg/L. AD in advance for 1 hour and then given LPS to stimulate the culture. The cells and cell culture
supernatant were collected 24 hours after LPS stimulation. The protein and mRNA expressions of tissue factor
(TF), tissue factor pathway inhibitor (TFPI), and plasminogen activator inhibition-1 (PAI-1) in cells were detected
by Western blotting and real-time fluorescent quantitative polymerase chain reaction (RT-qPCR). The levels of
procollagen Il peptide (PIP), thrombin-antithrombin complex (TAT), antithrombin Il (AT-1IT) and activated protein C



« 156 -

AR fE G A REE S 2021 4F 2 J145 33 %45 2 ] Chin Crit Care Med, February 2021, Vol.33, No.2

(APC) in the cell supernatant were detected by enzyme linked immunosorbent assay (ELISA). Results Compared with
the NC group, the protein and mRNA expressions of TF and PAI-1 in the LPS group were significantly increased, and
the protein and mRNA expressions of TFPI were significantly reduced. At the same time, the levels of PIP and TAT in
the cell supernatant were significantly increased, the levels of AT-Il, APC were significantly reduced. Compared with
the LPS group, the protein and mRNA expressions of TF and PAI-1 in AD 6.25 group, AD 12.5 group, AD 25 group
were significantly reduced [TF/GAPDH: 0.86+0.08, 0.45+0.04, 0.44+0.04 vs. 1.32+0.10, TF mRNA (27**%:
2.59+0.25, 2.274+0.05, 1.95+0.04 vs. 4.60+0.26, PAI-1/GAPDH: 2.11+0.07, 1.45+0.04, 0.86+0.09 vs.
2.56+0.09, PAI-1 mRNA (27%*%): 3.50+0.22, 2.23 +0.29, 1.84 +0.09 vs. 6.60 =0.27, all P < 0.05], while the protein
and mRNA expressions of TFPI were significantly increased [TFPI/GAPDH: 0.78 £0.05, 0.81+0.03, 0.84+0.07
vs. 0.36+0.02, TFPI mRNA (27°*%): 0.46+0.09, 0.69+0.07, 0.91£0.08 vs. 0.44+0.06, all P < 0.05]. Also the
levels of PP and TAT in the cell supernatant were significantly reduced, and the levels of AT-TI and APC were
significantly increased [PIIP (ug/L): 13.59£0.23, 12.66 £0.23, 10.59%0.30 vs. 15.82+0.29, TAT (ng/L): 211.57 =
6.41, 205.69 +4.04, 200.56 £9.85 vs. 288.67+9.84, AT-I (ug/L): 102.95+3.86, 123.92+2.63, 128.67+1.67 vs.
92.93+3.36, APC (ug/L): 1188.95+14.99, 1366.12+39.93, 1451.15+£29.69 vs. 1145.55+21.07, all P < 0.05].
With the increase of the dose of AD, the above-mentioned promotion and inhibition effects became more obvious.
In the AD 25 group, TF, PAI-1 protein and mRNA expressions decreased, TFPI mRNA expression increased, PIIP
level in the supernatant decreased and AT-III, APC levels increased compared with AD 6.25 group, the difference
was statistically significant, and the decrease of PAI-1 protein expression and PIIP level in the supernatant were
also statistically significant compared with AD 12.5 group. Conclusions Andrographolide in the dose range of
6.25-25 mg/L. can dose-dependently inhibit the expression and secretion of procoagulant and fibrinolytic inhibitor-
related factors in AEC I cells RLE-6TN stimulated by LPS, and promote the secretion of anticoagulant factors. 25 mg/L

has the most obvious effect.
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Jits VAV B T 2E RN T S 4 ) S MR I S A £
A AF (acute respiratory distress syndrome, ARDS) H
B BARAE , LA R Rl 6 N R R TR
IS 2 2R 2T A J8 338 0 D R )i I i A T i, S 3
I/ ML L R AR | Sl R B R 1 BE A
A5 2T ARDS R [ P4 48 0 ) TSP
A WFFEUE S, TRl 36 b 2 40 M (type 1T alveolar
epithelial cell, AEC T ) X} ARDS Jiii v 4/ ¢ Fn 2T 7541
i EL A T A VR L AR A A 5
W, fE 8 £k (lipopolysaccharide, LPS) $#% T A
AEC T 408 A549 J3-Wh2H 21K F (tissue factor, TF),
2T 5 T 530S W0 4 4 5] -1 (plasminogen activator
inhibitor-1, PAT-1) B2 30, 1iti 7320 BAT HLEEAE
AYIEALEE 1 C (activated protein C, APC) ZIyi/ (9] ;
HE— 2 5E a K B AEC TT 48 it 75 3 46 [5] BF 25 45
SO A FT AR ARDS i o412 55 1 1 5
LT B i B A RABITIR 259

20 iR (andrographolide, AD) J& KSR AT YY)
D MEM EEAROLSY . A THEPSE g b R,
J i AD FTBH A LPS 5% ARDS /N BUIMIZH 21
TF ., PAT-1 15, PRV e vem i IR Ak
JE K (precollagen I peptide, PII P). &t 1. fifF - Pt G
1ML A4 (thrombin-antithrombin complex, TAT) &5

PEEEY) K, A P e MLES T Cantithrombin 11T,
AT-11) K2 APC S84 1, #2875 AD e 1E ARDS Jifiifd
PEEERZF R S, IR R B B i i e . 5
G RVE I SRR 5 AEC LA 56, A 1 T4k
TR SERRIE . AHFSY B AR AD Xt LPS HIFECF
AEC TT 40 3235 K 43 DR B AT V410 i A DG PR -1
SO, AT BB iR ARDS Mili e 58 1% Ak 4F v i
) F P A
1 ME5HAE
1.1 405 F 2500 . KB AECTT 40 RLE-6TN
AT HE B 2 B mh R 2 A0 2R I 3K, LPS (935
1.2880). AD (575 . 365645) ¥ [ 2% [ Sigma 2%
Al TF (455 . NBP2-67731) —Hilly [ 2 [E NOVUS
28 A s PAI-1 (8 5+ ab222754 ), 4 [ F ik 2 30
il 7 (tissue factor pathway inhibitor, TFPI; %% 5 .
ab186747) —Hi S 1L AP e 304 F 32 [E Abcam
NHl. TF. TFPL, PAI-1 51 4))F 5 i LA T A=)
THRARAF AR, TAT (585 : F3299-A), AT-1I
1% 5 :F8612-A), PP (47 5 :F-2915-A), APC
P25 F3116-A) B S 2 W B (enzyme linked
immunosorbent assay, ELISA) i &0y B 51>
RS AT BT
1.2 SEER A M AR B - f AR K ARCTT 410
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RLE-6TN 43>k 5 2. 1E% X} B (normal control, NC)
ZH : JH RPMI 1640 U35 FR AR 55 24 h; LPS 41 - AR
PEA MR ZH RIS 070k A MU R L A
5 mg/L. LPS 7 il 4 Af 24 h 5 6.25, 12.5. 25 mg/L
AD 2 (AD 6.25 20 . AD 12.5 40 . AD 25 41) : 54>
I 6.25,12.5 2 25 mg/L i AD 403, 1 h J5hnA
LPS JIIF% SR 24 h

ARWFTERF A B A A0 B2 bR, O 0 5N EE R}
KA SRR ZE b1 2 ifE (it 5 : 01900560 ).
1.3 K5 AR By « LPS #4543 24 h J , 2 HK
21 A0 4 T T A R
131 40 M 3% 58 B2 40 Jf B PR A T3 3R] & (cell
counting kit-8, CCK-8) 4y il AD %I RLE-6TN £ Jif1
FEEHEVEA « H AD Ab34IM S , BEFLIA 10 pl (4
CCK-8 I, 37 °C. 5% CO, WEAH KT FE 4 h, FHREFRY
TEPE K 450 nm KM YERE (absorbance, A){H, 52
WA 3 W B,
1.3.2  HEH G E A (Western blotting ) £
RLE-6TN #Hfifi+ TF . TFPI, PAI-1 [{#E %3k : LPS
FIBLAA L 24 h J5 A RIPA 40006 U + 2 P it
B3 100 uL, 7K 2% 10 min, ¥ % 1.5 mL X4
71, B0 G B F W, Bradford e ik @ EEH, HEH
RGPS R SR TE R 1 s 4t TSy
RAL, BKIE A 10 ming £+ "L LR o -
IR BRI FL K L B L 5% RS AR 15304 1 h s,
30 TF . TFPL, PAI-1 AHR —$Hi7E 4 CHAF T
H 0, ZJ5 A i 20 1Y Tris- $hBR VRS2 itk
(Tris=HCI buffered saline+Tween 20, TBST) Bt 3 ¥X
(43K 5 min), FEINA 31 37 CIEE 1 h, TBST $Efi
3K (BEIK S min) J5 AL &G, I FE A4 KBk
BRAEG LR, SR)5H Image J A0 b 2571
JRPEARL, VA 3- B H I B8 Sl (glyceraldehyde-3-
phosphate dehydrogenase, GAPDH ;1 : 3 000)fEA N2,
T H B AR ek i, U i AT 3 Ik, BUE
1.3.3 SR % 2 i B A A% I N (real-time
fluorescent quantitative polymerase chain reaction,
RT-qPCR) ¥ il RLE-6TN 4 i # TF ., TFPI, PAI-1
) mRNA 33k : H LPS HIKAIAL 24 h 5, BEALIMA
TRIzol Z4f# 5] 1 mL, & 10 min, 5825 1.5 mL ik
5 M 200 pL EAFIR AT 15 min, 4°C 12000X g
B0 15 min, B E I 450 ul s IAZEARFRRD 450 pL
SENEEIRA) B 8 B, UOTE B A mRNA,
FH 75% < BEHE U 2 i, 730 8 XUHE BT, RNA-free

FK Vst , 8 NanoDrop—2000 Y63 / 435656 B 111
JE RNA W B Je 347 S e 55, L e DNA AR #4725
AR NI . T ATIC S R BB i 2k )
ATIER Y 1G R SRV RO, Cr (AR 5 7 ik 2
Ayt i 20O e R gk
1.3.4 ELISA ¥ ] RLE-6TN 4i }3 I ¥ ¥ ' TAT.
APC., AT-1II . PIIP 7K - . Hitid & RLE-6TN 4 fifd I~
THIRAELT —80 CKAE, ¥ i ELISA 20 & AF
VLI A7 A, FH AR AE P 450 nm 2RI 58
A A, 8 1 AR E £ T3 RLE-6TN 40 i b 35 i b
PIP.APC AT-TI . TAT /K.

1.4 Geit=forik « fdH SPSS 26.0 4o it 44 Hrkk
o THER TR IR T, IR + AnifE2E (R +s)
FOR 0] R AR 28 5 2250 #r , AL ) LR
e K56, P<0.05 MZESAHGIEE L.

2 £ R

2.1 A4 AD % RLE-6TN 4 J 7% 14 f8) 5% i
(1) : % AD F4 M 3.125 mg/L H4/115] 100 mg/L,
6100 40 B35 B, 24 AD R 25 mg/L B, 4
M R AR T 5 S5 Ik B 100 mg/L B, 40 L35
PRI R R 5 17 24505 <25 mg/L I, XF4R G R G
M, R AD &= R 6.25. 12.5., 25 mg/LL
PRI S50

1.2 £1.054 L 1.2+ 1.04%
9% 0.03
0.01 "0 0.0l

0
R B B R B DS B Ui
GRS SRR RS

» > Q
RS
2H 5

o IZRLTENER (AD) 7528 H —H LA (DMSO ) % i,
BCBEE DMSO 41 5 AEC T 4y T BRI b 7 08 5 AD 3.125 41 .
AD 6.25 41 AD 12.5 41 . AD 25 21, AD 50 41, AD 100 4153514
AD 3.125.6.25.12.5.25,50, 100 mg/L 4 ; 5IEH %R (NC) 41
LA, “P<0.05 ; 55 DMSO 41HA:, "P<0.05 ; 5 AD 3.125 41 H#%,
°P<0.05; 5 AD 6.25 41 1L#E, 'P<0.05; 5 AD 12.5 4LIL#,
°p<0.05; 5 AD 25 4, P<0.05; 5 AD 50 41104, 8P<0.05

E1 &4XKXR AECT 40} RLE-6TN FiEH:

2.2 4541 RLE-6TN 4fl Jifd tf PAI-1. TF. TFPI ) £
P13k (25 %2 1) . LPS Hil3#J5 , RLE-6TN 41 jig
PAI-1 I TF (8 F A & T NC 41, TFPI 2
FI 22k I AT NC 41 (3 P<0.05), A [R5 i
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AD 4H RLE-6TN 40 s PAI-1 F1 TF A8 (%A
%5 LPS 4H [ A%, TFPI Jz Z (¥ P<0.05), H B &
AD &= 3 InE S Bl 2 .

ks NC4L

e ———

T — D S — —
TV i — A G —

NC 2 1IEH IR, LPS 4 R g Z b 5 A . AD 6.25 41,
AD 12.5 41, AD 25 253 R 25 O3 N g 6.25,12.5.25 mg/L 4 5
AEC IT 4 TR 40, PAT-1 N £F ¥ BRI 4
) -1, TF LN, TEPT SN i A2,
GAPDH >y 3- B H-TH S i U
2 EHRAREEDIE (Western blotting ) A6l
KZHKER AEC [l ZHHf2 RLE-6TN H PAI-1. TF ., TFPI & A EA

LPS#  AD6.254] AD12.541 AD 2541

®1 KHAKR AEC I 4f RLE-6TN &

PAI-1.TF. TFPI I EERIELLE (x £5)

gy AL PALY TF/ TFPI/
ZHH

1) GAPDH GAPDH GAPDH
NC 41 3 0.41+0.01 0414001  1.20+0.09
LPS 41 3 256+0.09%  1.32+0.10°  0.36+0.02°
AD6254 3 2.11+0.07%  0.86+0.08°" 0.78+0.05*
AD 12541 3 1.45+0.04™° 045+0.04" 0.81+0.03
AD 25 41 3 0.86+0.09"1 0.44+0.04" 0.84+0.07%

T NC 2R 15 X HRH  LPS 2 MR A Al A, AD 6.25 21
AD 12.5 41, AD 25 414 5]}y 2 0 3 P i 6.25., 125, 25 mg/L 41 ;
AEC T 3 T RU |- He 400, PAT-1 H£F F A BOsOm M) -1,
TF A LU F, TFPL N ZUH F i 423057, GAPDH W 3- # R
H MBI 00 5 5 NC 4 LA, “P<0.05 5 &5 LPS 41145, PP<0.05 5
5 AD 6.25 4HILEE, “P<0.05; 5 AD 12.5 4H L8, dp<0.05
2.3 #541 RLE-6TN 4ffifg PAI-1,TF . TFPI [#] mRNA
Fik (% 2): 5 NC 4l H#, LPS 5 RLE-6TN 4f
Jii v PAI-1 F1 TF £ mRNA 223k & B @ 785, TFPI
mRNA &5 & ] B FFHIR (3 P<0.05). ANIFIFH AD 41
RLE-6TN ZHfifiH PAI-1 1 TF f) mRNA ik %5
LPS 20 i ZE F&AIK, TFPL U S BUAR I i 28 1k (3 P<
0.05), HRfi# AD FlsE g, Ve .
24 1541 RLE-6TN 4l il I 7% ¥  TAT, AT-1I .
APC & PIIP 7K~ (3£ 3) : LPS Hli , RLE-6TN ZH
Jitg b5 AT-T, APC /K- 524K F NC 2, TAT .
PIP 7K F B i & T NC 41 (3 P<0.05), A [ 7
i AD 41 RLE-6TN 4iiffd 35+ AT-TI . APC /K-
W15 T LPS 41, TAT. PP /K-F ] A% T LPS 4H
(¥ P<0.05), HEfi# AD 78 198, H T & sl b
ESEERINLEETAS

*®2 LAKXR AEC I 4B RLE-6TN

PAI-1. TFPI. TF i) mRNA FiAELE: (x £5)

1] FEA%C PAI-1 mRNA  TFmRNA  TFPI mRNA

) () (@ () (2t
NC 41 3 1.00+0.19 1.00+0.19  1.00+0.19
LPS 41 3 6.60+027%  4.60+026% 0.44+0.06°
AD62540 3 3504022 259+025% 0.46+0.09°
AD 12541 3 223+029%  227+0.05% 0.69+0.07%
AD 25 41 3 1.84+0.09%°  1.95+0.04" 0.91+0.08"

T NC AU IEF X REAL, LPS 4L MR 2G50 , AD 6.25 41
AD 12.5 41, AD 25 40 %3 51 O 250 TE N IR 6.25. 12,5, 25 mg/L 40, ;

AECT Sy 1T Ui b J 40, PAT-1 Sy £F Vi 500 i 70 -1,

TF A28 F, TFPI A 41 21 [H F- i 42 90 il 571 5

5 NC 4 M3,

AP<0.05; 5 LPS 41Lh#s, PP<0.05 ; 5 AD 6.25 4114, “P<0.05

* 3 &KAKXR AEC Il 4 RLE-6TN ;&% +

TAT.AT- lll. APC.PIIP 7K FEELE: (x £5)

4151 FEARKL(A4>) TAT (ng/L) AT-TI (ug/L)
NC 41 3 186.49+9.58 138.19+ 1.74
LPS 41 3 288.67+9.84° 92.93+3.36°
AD 6.25 41 3 211.57+6.41"° 102.95+3.86%
AD 12,5 41 3 205.69+4.04" 123.92+2.63 2
AD 25 41 3 200.56+9.85" 128.67+1.67"°

41531 HEAE(AN) APC (pg/L) PTMP (pg/L)
NC 41 3 1475.52+52.20 10.16+0.36
LPS 41 3 114555+21.07%  15.82+0.29°
AD 6.25 41 3 1188.95+14.99% 135940232
AD 12.5 40 3 1366.12+39.93"  12.66+0.23

AD 25 4] 3

1451.15+29.69

10.59 +0.30 Ped

TE:NCZH A IEH XTI, LPS R S 5B L AD 6.25 21 |

AD 125 2, AD 25 47390 O 58 0 BE I IR 625, 12,5, 25 mg/L 4 5
AEC 1 2 1T P36 1 Mo 400, TAT 3t i B0 i 42 44, AT-TI
o mEE, APC G L& A ¢, PITP 4 IR i A AL 5 55 NC
4 HLER, *P<0.05; 55 LPS 41t 4, "P<0.05; 15 AD 6.25 4 L4,
°P<0.05; 5 AD 12.5 41 1%z, 'P<0.05
3 4t i

JIts VLAV 3 iR S 2T VS ek BE A 2 ARDS
o B A AR, 5 LB /IN 00078 ) V2 A A T
LT AELH 238 2 | i oA K o 4 4 2 D URR Y B
P R S8 ARDS 7 PR ST L VA Y72
2= KR AC R A . DR, s i i 2
BERZF T30 A 2B IR WE I BB R
ARDS VAT | R IE R 45 B EBAEH] .

AR VR 7 T 90S  vh WL B I O O
AD AN IE LPS iS5 ARDS /)y UM /L {2 58 FI<T
V) S B RS B B W I O AP 200 o BRI TR A
BT AD FOFEFHER 15 FIEES, P R %2560 ARDS
AR R T AR R AR

AR B2 T B 5 O OUE 52, 7E LPS BT
AEC [T 4 335 K 53 W e Bt R LT 41 ] PXL B 34
S, BN T 193K B AM IR EI 2 BRI, K%
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A% ARDS Ffi 0 fe s ALy ) B A o S 5 7k
o A hFRATTRE£E AEC T 40 a1 R iF
FE G, R BN R SR I TP ST A AD 1]
AP EI R LPS HlPE SRS TF . PAI-1 3Rk i,
fEE TFPT 3k 5 [l B n] 8 38 B AR b 15 9 P TAT
PITP 7K, B0 AT-TI | APC & &

TF AP E A SNEIERE NSRS SR, 5
VILIX X R 425 4, i o A B s 428 0 sl If
RS PAL-1 R PSR 2 B AR i N 1,
30 3 10 ) £F A B i T T B AT AR 2 2 R
JOSZ I AL 65 8 T A P9 T G, 5 50T 5 ) e R A
S/ e AT TRPT AR AR IR S R H
TF HHCEE 7, Wi SR e R e i i A e 10,
AT TIT 3285 8 400 1] e o ke % JHL At B8 ot A1 10 39 44 Df 4
R BRI ST 7 PITP N2 = mbLiA 4
VT AEAL TR B R T, K s A R e TR P 27 4
AR AE ™ TAT SR8 I AL Y T B,
THEs IR A AT R ), AR T APC 2
FARMHTEER . AT BoR ) AD Pk BN,
A M LPS BT AEC 1T 20 it 36 35 K 43 st
BERLFFEIN I T, Sk T HUsE R 7 A 2k fori ;
[) s S S B o, AEC TT 40 mT BE 2 AD B2
YEHIBHE 82—, Bz 25 a0 4E HF AEC T 41 f it
X ARDS Jfiyfie St FEF s il &5 7 E R

AD N O TER FEA RN BFTEIESE,
AD "R LPS A1 y - THERES T K BN V-
SR 7 R — SR AL R A T ek 2 AR LA
ST R RRRE P DL B AE G IR IR T Y
PSRRI W 45 . ARSI gs S BoR, AD 1A
A TE LPS J3 T AEC IT 40 g PN 41 58 A0 2T 15 3 461
PR 1 S e3R8 B oy il o $27R AEC T 40 i A5 28 A%
k1 AD Biiif ARDS i 7 0 B8 AT 15 400 il A 200 HE 1 o
AD I T AN, G i 5 o8 K A0 A5, 4T)
AP — 2098,

AWFGE PR AT S A 0 M P S (CCK-8) W
T AD LRI, I e L B F NI T
NI 257t R I Rl HE SR 24 4 A B % 240 B i) B
YEM . RIS FRAT A B, 7E Tk B 25 P 5 Y T Y
Bl RN, AD ROVE R EG s, SR % 2 i fE
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