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HWE B 4 (XB)) 4k st 2 LR £ (SAP) X R 545 AR 6938 55 Hubl . 73k 4 80 R AEME Sprauge—
Dawley(SD) R SUREAUS ) 4 40 AT R0 SAP ARV 20 XBJ AR 2697 48 XBJ S A 20477 40, 4- 40 20 R, Tt e, B4R R
BN 4 ik 35 4T IR 4.5%F AR RR B 4h 7% (0.1 mI/100 g,0.05 mL/min) v & SAP, #8555 30 min J& , ¥ XBJ 4k, & #) &%
T KRR RBIES XBI(FZ 254 5.20 mL/kg), TR RAEA A4 TSR A A T 3K, 24 h J& , INAF2 F AL IR 10 R
KR, 2 RAHIRIEH Evans blue A0 A48 42 £.20 dn i@ 50 AL FB 4 TF 89 S48 KR, BN & FARAR ; BUIR 5 R AR R 28 4R 31
F BT RE WAL AN L (HE ) 3 E IR JF IR0 R B BCE |, Sk AT R 23 5 5 B IR o JE B % (ELISA ) Al LR i
Brf-A-% ; Western FFIE AR 2L 22 F ROCK1 . MYPT1.pMLC #9AR%T & 1% 8 45 5 : SAP #27 40 45 % BB LA M K B BB K I 4 B
A2 R FH (1=-21.73.-40.72, 34 P<0.01);SAP £ A 28 XBJ 1% 57 & 20 . XBJ & F] & L0 /K & R MK 0 B &8 38 i AR (F=
39.66.141.78,3% P<0.01),SAP BE A 40 2% s P20, e T I8 F HoA AF Ak T 0% & 1A 9A B e 4K.(1=19.83.15.47,39 P<0.01), B4 47
¥ Evans blue 7% £ 280 2.3% & (1=-27.9,P<0.01 ) ; SAP A 20 XBJ 1K 7 &4 XBJ &7 T M T8 T AL Ik T8 T
B H B (F=75.19.15.47,34 P<0.01), Jii 2822 % Evans blue % &3 #7 E4&K(F=99.52,P<0.01) . 4L K RMARLL R 45 H) 78,
SAP BEA 28 K M IR 9% 2243 50 B9t 3 (1=-42.79, P<0.01 ) ; XBJ A& #] Z 41 . XBJ & 7 & 40 K KM B2 % 2243 5 3% 31 1%
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MitA g2 ROCK1 .. pMLC & & % i 5% #f K F=84.89.50.84,34 P<0.01),MYPT1 % iz & 2 % & (F=48.68,P<0.01), #&it:
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Study on the mechanism of Xuebijing injection in treating severe acute pancreatitis with lung injury

WANG Shun',ZHANG Guixian?, FENG Zhigiao®, SHEN Hongsheng?, LI Wenchang®,ZONG Wenhui?, CAI Jun?, LIU Honghin?
(1.Graduate School of Tianjin Medical University, Tianjin 300070, China;2.Tianjin Institute of Medical & Pharmaceutical Sciences,
Tianjin 300020, China; 3.Tianjin Chase Sun Pharmaceutical Co., Ltd. Tianjin 301700, China)

Abstract Objective: To investigate the therapeutic mechanism of Xuebijing( XBJ) injection on lung injury model of severe acute
pancreatitis(SAP) in rats. Methods: A total of 80 male Spruge Dawley(SD) rats were randomly divided into 4 groups: control group,
SAP model group,XBJ low—dose treatment group and XBJ high—dose treatment group, with 20 rats in each group. Except for the control
group, the rats in all groups were injected with 4.5% sodium taurocholate solution(0.1 mI./100 g,0.05 mL/min) at uniform speed retro—
grade through the pancreatic bile duct to induce SAP. 30 min after successful molding, the rats in the low—dose and high—dose XBJ treat—
ment groups were injected with XBJ injection through the tail vein(the dose was 5 and 20 mL/kg, respectively). Control group and mod-
el group were given equal volume normal saline. After 24 h, 10 rats were randomly selected from each group,and Evans blue was injected
into the tail vein to detect the capillary permeability of lung tissue. The remaining rats were killed and their volume was measured with
ascites. The dry—wet weight ratio was calculated by taking part of pancreas and lung tissues. Hematoxylin—eosin ( HE ) staining was
used to observe the pathological changes of pancreas and lung, and pathological score was performed. The amylase content of ascites was
detected by enzyme-linked immunosorbent assay (ELISA ). The relative expression levels of ROCK1,MYPTI and pMLC in lung tissues
were detected by Western blotting. Results: Compared with the control group,the water volume and amylase content of ascites in SAP

model group were significantly increased (t=-21.73,-40.72,both P<0.01). Compared with SAP model group , XBJ low—dose
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group and XBJ high—dose group,the water volume and amylase content of ascites gradually decreased (F=39.66, 141.78 , both
P<0.01). Compared with the control group, the dry—wet weight ratio of pancreas and dry—wet weight ratio of lung were significantly de—
creased in SAP model group(¢=19.83,15.47 ,both P<0.01),and the Evans blue exudation amount in lung tissue was significantly in—
creased(1=-27.9,P<0.01). Compared with SAP model group , XBJ low—dose group and XBJ high—dose group, the dry—wet weight ratio of
pancreas and dry—wet weight ratio of lung were gradually increased ( F=75.19,15.47 ,both P<0.01), and the Evans blue exudation
amount in lung tissue was gradually decreased(F=99.52,P<0.01). The pancreatic tissue structure of the control group was intact, and
the pancreatic pathological score of the SAP model group was significantly increased (1=—42.79, P<0.01). The pathological scores of the
pancreas in the low—dose group and the high—dose group of XBJ decreased gradually( F=175.43,P<0.01). The lung structure of the con—
trol group was intact,and the pathological score of the SAP model group was significantly increased (¢=—37.57,P<0.01). Compared with
the low—dose group of XBJ and the high—dose group of XBJ, the lung tissue lesions were reduced,and the pathological scores were de—
creased gradually( F=126.00,P<0.01). Compared with the control group, the expression levels of ROCK1 and pMLC protein in SAP
model group were significantly increased (¢=-16.97,-13.53, both P<0.01),and the expression level of MYPT1 was significantly
decreased (1=23.30, P<0.01 ). Compared with SAP model group , XBJ low—dose group and XBJ high—dose group , the expression lev—
els of ROCK1 and pMLC protein in lung tissue gradually decreased ( F=84.89,50.84 ,both P<0.01),while the expression levels of
MYPT1 were significantly increased ( F=48.68 ,P<0.01 ). Conclusion: XB]J plays a therapeutic role in SAP lung injury by reducing the

formation of various cytokines and DAMPs, inhibiting the activation of ROCK1-MYPT1-pMLC signaling pathway.

Key words severeacute pancreatitis; acute lung injury ; Xuebijing injection

MR 22 (acute pancreatitis, AP) & FF 2 P il
P52 M 30 55 A (ALI/ARDS ) I Ry HAE 2
PEIFIRE R (severe acute pancreatitis, SAP !, SAP A
FEAR T S22 T G AR B U R A IS 7 [
AP FUIT, py T DR A S o O S BB iR S A L
ZURANERAE , 51 & 41 M DK 73 B AR OC Y 31
B (DAMPs ) K i RIS IR G MR AE SOV 255
fi: (systemic inflammatory response syndrome,SIRS),
"] B K ALIVARDS fJE 7, ALI/ARDS H95
PRELA A R I PE - AN B, T RIIER
S SE E N (e ST B RS e S AN i

Rho A5G4 i 2 & & H Ji 1(ROCK1), AT
HUER B B JE 1 (MYPT1) B3Rk, L
BREE FRBE (MLC) BERR 1L IE 1) pMLC, 2 5 40 i B
B KE AR RERERIIE RS SR A B A, O HAE TR
B0 A5 P B2 40 0 30 A P kS A O aff
1 B (Xuebijing Injection, XBJ) 7] L i 35 0 3%
SIRS. £ #& B 2 it % 9 25 5 1iF (multiple organ dys—
function sndrome , MODS ) Y TiilJ57 , 22301 S 4 57 4 IE
SEHAE SAP A7 b BYRCR B, (H AL
KRB, AWTFEE ] A SAP K U s Ad , 2
F ROCK1-MYPT1-pMLC {5 5 i % I & 41 1 45 18
BEVERY SRR XB) AIRS AL
1 MRE5FE
L1 #H 5 A
1.1.1 S2565h)  SPF Z¢lfEtt: Sprauge—Dawley(SD)
KR 80 H[I4 AMHIE 5 : SCXK (5% )2021-0011, b5t 2
AL, B 250~300 g, A LI 28 KT S 25 )
S BT B W S 40 B e Dy oo R At RS

S21DYZD3097.,

1.1.2 EFEGR LSS XBICKEL H 25, 477
L5 2212011 ) 5 A+ R I R 6P (Sigma ) 5 I =0 3 250
HL(Eppendorf) ; ft.2% & 3 H71X ( Tanon-5200 ) ; HE FL
1,9k 248 (Bio-Rad ) ; CX41 {3 HTC1600 1F & . fi%
5% (Olympus ) ; K BRUUE #3 BAS I A7) 65 (S5 Ak T2
BCA & A5t B : 1855 &1 (Thermo Fisher Scientific);
ROCK1 #4& MYPT1 #if& .pMLC #1714 (BOSTER),
GAPDH Hti&R (b)) , Fdife IgG-HRP AT 1gG-
HRP( Affinity ) ; DAB {2 8350 & (AL st A2 865 ) o
12 F#

1.2.1  SEERSrA MR & b SD KR FEHLSY
4 40,5y R BRAH SAP AR RIZH XBJ (R E IR
Jrel XBJ mRIEIRY AL, B 20 H BRXTHRAL, T
4.5%F-EEAERR AN 0.1 mL/100 g, Pk 0.05 mL/min 2J 3%
AR EUBERRAT Y, 45 SAP KRB, WL 51 fik
JIRZE 2 R R IR AT (5, K e A K38 M e AR
FH] SAP KRB & ) XBY IG5 7 i 4 A
BEREE 30 min J5 2 REHHK ST XBY 5.20 mlkg,
X R Je SAP BERVAH 73 S SRR A H AR K . 24 h
J&, N IR 4 A& BEPLRIER 10 HRERARSE , B3 HK
WK BB il I 55 2H ZUFEAR s Evans blue 325K 4%
ZH A% K U A = 40 L4 )3 s

122 WSERREK AL TR E EMNE T
PARBAET , UITF R BUE EE , H1 10 mL 3 4 Ui gk
JE K, 0 B B R I K AR B O 58 5 G 43
B R 2l SRR AR FREAT AR T my omy, K
LFIRFEARE T S6°CHETARHET 24 h JSFRE , 43 5I%F
ﬂjlﬁﬁéﬂ?ﬂ*—jﬁzl@ﬁﬁijﬂ m3\m4,m3/m1 ﬁ m4/m2 ﬁj\%’u
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1.2.3  BEHRGE W Bk (ELISA ) I R M 7K 3 95 25
#3000 r/min B.0> 20 min BUE K 3, B 10
L BRI A B ARG BE 2 50 WL, BHAR IS fe
37°CHAE 30 min JG VRS, A 50 wL BFhn iR & 2
BEEVES, IMARAK AB & 50 pL 2{1,15 min
JE A 50 wL Z b2 0k 6, BRI E 450 nm
WA WG E | AR v o il ) G 156 P 3 I A
P AR PR LR, T A A K TE W 5
124 FRAKE-DHL(HE ) Y SO BRI 4 BG4
JREE . AR, 2 4% R EEREE 48 h
Ja, TE T5% R P K 1 h 80% A /K 1 h,
95% K FH /K 2 h 100% R ik 5h, 4 H
HIEI 3 W, AR 10 min, FH 56~58°CRlL 1) £ i £y,
WAL, BHEHAY R HLIE 4.5 pm U] 7,
60°CH5 1 30 min f5 37 CHEARIR, 26 — R MBS JiE
WAE L K, IR AR R YL 4.5 min ALY 2
min, 28 78 WK FE 43 vhgk L W 2R E W S, A
PER IS B R, BB TR UL S F ek A,
M 3 Schmidt F5 FEE MR AEDEFTIE Y

1.2.5 Western EIBKG AR SCHE IR 8 £ 4H I HL
2] 5 o ilid1 41, 25 RIPA 4 St e (i FER 7~ AL 5]
WARBURAE [, 8 BCA 5 SR & E 8
W FE , 22 loading buffer BC°F-J5 , LA GAPDH(1 : 1 000)
HNZ, & FRERE SDS-PAGE BERE HL Ik 73  F5
JiEE 5 HA], B —PT Anti-ROCK1 HifA(1:500) , Anti-
MYPT1 $i44 (1 : 500) . Anti—pMLC Fi#&(1:1000),
4CH G 2 TBST B VEG 3 K, I E I FEHi
IgG-HRP(1:5000) —%t 1 h, TBST %1% 3 YN
A ECL 265, HFRENFW KRG 4 Image J
AbFRIEAT HLAE

1.2.6  Evans blue WA i & 40 1L 45738 i PE - SAP
R 24 h 5, & KRB # K 2%Evans blue
TCHETAI 0.25 mL/100 mg KB E , 30 min J5 Bk
WBERER, TERAMRIRE, BIBUGHEREA, &
SECHE TR LT, BUSE B 414U A H BERE A1 0.5
mL/(50~100) mg FRAS,55°CK ¥ 24 h $EELEH 2
Evans blue, MEIE K 620 nm AMWOGEE(E , 1@ i 2]
W —WRO'G BE AR 1 i ZedE A 7 158 B o il 2 21
Evans blue &1, Evans blue B H = CE I B4 1M &
B,

13 %itabs®  SRJH SPSS 25.0 M TS24,
TESMR IR R xes 205, PILE ) HLAER T R
ST FEA ¢ K56, 3 20 8] Fb AR B R R 2250 #r
TG K36 35 AU, P<0.05 h 22 3 Geitr i .

2 HR

2.1 BKRBAMOKEHBAZIE SXIRAM
FC, SAP B RIZH K B . R K E Ry B B 2 TR
(1=-21.73,-40.72, ¥J P<0.01);SAP #AI4] XB]J Ik
FIEZE XBY R B RIS K B K SR Al 2
G HAR (F=39.66.141.78, 35 P<0.01), W 1,

®1 BEAERBEKENEEELE(n=10,x25)
Tab.l1 Comparison of the water volume and amylase content of

ascites(n=10,x+s )

207 JE 7K i (mL) JEFK V€ R i et (U/dL)
pagikaEl 0.19+0.02 2986.20+151.40
SAP f5RIZH 6.79+0.96* 15 212.20+937.40°
XBJ %721 5.25+0.37 13 263.50+748.40
XBJ &7l 2 4.12+0.55 9 117.00+782.10
F 39.66 141.78
P <0.01 <0.01

H : SAP: FURE A ME AR 48 s XBY : ML 064 s 53 HRAUA HE , P<0.01

2.2 4H4R TR F AL a9 M 2 & AT 20 22 Evans blue
HhEerbi 5XTIRAIAH L, SAP BRI A iR+
MR LA TR (R A SRR (1=19.83,15.47,
¥ P<0.01), fliZHZA P Evans blue B 2= 8 75
(t=-27.9,P<0.01), SAP #i#IZH XBJ fik7 &4 . XBJ
o 7 2 AR T B AR A I (R A
i (F=75.19.15.47, %) P<0.01); ffiZH 21 Evans blue
B R (F=99.52,P<0.01), W3 2.

F2 TFRELENERMAL Evans blue S H 2B (n=10,x25)

Tab.2 Determination of dry—wet weight ratio and comparison of

Evans blue exudation in lung tissue( n=10,x+s)

BEAR IR i I2E e fiZHEY Evans blue 5&

o (x107) (x107) 2 (ng EB/mg tissue )
X HR 2 3.43+0.19 3.34+0.20 0.23+0.05
SAP L 2.04+0.11° 1.91+0.27 0.82:+0.04°
XBJ EFIELL  2.38+0.13 2.30£0.10 0.69+0.04
XBJ & =LA 2.67+0.10 2.72+0.14 0.49+0.07
F 75.19 15.47 99.52
P <0.01 <0.01 <0.01

T : SAP: FAE SRR 48 5 XBI : L% s 550 IREE A 1L, *P<0.01

23 HE F& BRI

23.1 RARZAZ HE Yo SR FRIEsr X R KR
JER MR 2 R 25 0 52 5%, Byt 4 L HE S, S EIE S
H AR, IS T SR S i, AR L AR MR A0 M R iR 1
SAP AR Y ZH I BRI IR IR v 235 4 TR 12 MR IR, R i
HLAH MRl G IR ST g D7 4 2R A, 18] 5 6 4 1 A8 1%
£S5 27 NE SN i U8 W - A % v 1) U9 &R A E
WA . bk L 40 IR 5 XBY IR s 4 A8 45 SAP
TRV P85 , AT UL 40 B R IR BE g D5 2H 2
fitf , 7 A A4S T SRR A A M A i i, ]
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DA, G AR A 5 X B 1 0] e 2 A R e i
TR AE 52 RN, /N TR A S5 3R 58 3K, HUPE
Jo S SR S8 A ULEH S H I R A P AN iR, DL
1o M Schmidt ARifESEA TR EIT-53 & B, SAP A5 5
ZH AT R 2H A R s A0 B 3 (1=—42.79,
P<0.01) ; SAP FAIZH  XBJ AR 41 . XBJ #5577 H 41
(19 R BRI AR s BRAS 53 1 Wi P AR (F=175.43, P<0.01 ),
L3 3,

VE:SAP: FOAE 2RI AE s XBY - M6 A - X 2 5 B SAP A5

20 ; C: XBJ fIKHI & ; D: XBJ 7l i
1 BERRZH4R HE 25 (100x)
Fig.1 HE staining results of pancreatic tissue(100x )

232 W2 HE B2 Sm s il 2 s,
Xof HRZH R BRUIH 7Nt 2% 20 A< T i e A S <A
WA S S5 R T SRR, I N T S i
B PN B 20 A S R, DN B A L HE S B I N R
JGHE, TR AT DL/ e S LG 2 5 SAP R AU ZH
K BRAR B G ZETL , P20 =8 s
T P K o R B Y il ] B R 8 PR 1S R ) Joig
PR AT LA U B £ M e b 4 A L T Al A
JED 5K TR, /N A P AT D a2 B It A R s XBY AR
T 2 K UM () P 15 SR AR B 4 SAP I AIZH REAIR
Ui B 24 M /b s XBY =3 771 24 K UM [ B¢ SAP
AR B I AR A8 | RSB A8 I R B P2 B
WD MR Schmidt FRUfESE T I SO 50 & 3K,
SAP 575 2 55 X6) BE 2 il 26 2095 BAS 43 BH b T v (o=
-37.57,P<0.01) ; SAP #5120  XBJ {54 . XBJ &
T 2 2 Ml 28 205 PEAS 43 3 Wi AR ( F=126.00, P<
0.01), W3 3.
2.3 MAZP ROCKI-MYPT1-pMLC &3 54 N
3 7~ , SAP AR 2H X R 41 il 2H 21 ROCK
pMLC & &K A &I B I (1=-16.97.-13.53, %1 P<

0.01),MYPT1 ik i % FEA (:=23.30, P<0.01);
SAP AU 4] XBJ I 5 &4 L XBJ =5 57 & 41 i 41 2L
HROCK1 . pMLC & M 35 7 B WK ( F=84.89
50.84,3 P<0.01),MYPT1 ikt i T (F=48.68,
P<0.01).,

®3 BRIERAMALZRETS LR (n=10,x1s5)

Tab.3 Comparison of pathological scores of pancreases and lung

(n=10,xxs)

28 51 JERRRLA SRSy IZH SRRy
popita) 0.28+0.18 0.50+0.20
SAP I 13.45+0.96" 10.50+0.82°
XBJ 2 10.15+0.88 7.90+0.94
XBJ i 4 6.40£0.66 4.50£0.78
F 175.43 126.00
P <0.01 <0.01

1 SAP HURE 2RI 48 5 XBY « L0655 55T R EE , °P<0.01

T SAP: AL 2R BIR A s XB - L5 A 0F B4 ; B SAP #5274
41;C: XBJ A5 23 D - XBJ #5577 1t
B2 MitH4 HE B4R (200x)
Fig.2 HE staining results of lung tissue(200x )

170 KD s e wmm— w1 ()(K |

140 kD S s s SU— | DT |

20 kD — W —M].C

36kD WD WD WS W CAPDH
VLIPS SN
%@n“ 92 )ﬂ% AN
* 2 ‘IS’X‘{& ‘{&\é‘
oY REZ m BEEIZ] oXBJ ) o XBJ E R
b b

a

ol L L

ROCK1 MYPT1 p—-MLC
T : SAP: HURE SRR 42 s XBT « ML 5 S5 HREAAH L, *P<0.01 5
SAP I  XBJ {574  XBJ w5 A, P<0.01

a

AN R 3k
SO~ — -

3 FfiZE4® ROCK1.MYPT1.pMLC Kj&RiE
Fig.3 Expression of ROCK1,MYPT1 and pMLC in lung tissue
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3 iTig
it 346 40 10 45 5 8 a5 1k 2 SAP i 45 Y A
FHIE 22—, 1T SAP N IREE ™ 8 2L, Rz 4l A
DI REREAT , 51 & 40 M MR] BRI T8 MRS B T,
R[] S5 K e AR SR R A AL G 18] R
ok R ALI/JARDS™ ¥, Evans blue A LL5 M 57 4
EHEESS, M BN E B EEYNSFBAEA
B HBHH ZH ] T Evans blue & 12 7] 2 T &, 41
41 Evans blue 7 2 ] R B4 1ML @ B RS
ARSI I 4.5% 4 B AR R4 22 R FRUBE AR AS 16 4 77
5t 24 b J5 LB, SAP AL K R S, K &
JE K VE Ry Tl 5 S T v, DR R AR A £
AE, I AK i  HZ H Evans blue S EW IS,
g R S St A 2O B 2 T, A SAP i 4
KRR Dy o A2 Fif e o P AR [R] 52
PR SAP K RUBERL & B, SME Il Hh SRR DN A
(mtDNA) N-H B (NFPs ) 2545455 40 26 1 4
(DAMPs) LA K it A AL P il (MPO ) | W98 SRAE R -+
(TNF) o, FA4H M/ 2 (IL) -1 IL-6 %5 22 Fh 41 g [
FEHET R, R 2 5 38 AR Z 1k 1
(FPR1), I HHFHEFEEE S SAP AR K M S B )
AEREAG 2 E A OIS0 2225 F Wenceslau 5524 H
DAMPs fEH T FPR1 5| & ¥ RhoA/ROCK/CDC42
T TS 5 PN R A M L T B K ]
ZUK I G & , SRAEZH HEN ROCK1-MYPT1-pMLC
FT S S R AR AR AR A R A A B
PS5 T SAP Wi IE i, XBJ v RER AT AL
L FEAIK DAMPs K 20 i B 7 B OHVE F 1 3 B 4 e
P AREE 2P
IS AT 45 R W, ROCK 5582 5
R PN R A S B0 B A A B e . YE 48R
I I N Dk 9 B2 4 S (HUVECs) H RhoA |
ROCK 5 7K - LA B 4 it B %% 7 42 2 1 an PR Bt/ DNk
I 1(20-1) HFEHRH A, TNF-a LI T RhoA
1 ROCK MRIE , i 2= e iR L /5 1 HUVECGs Hr
Z0-1 FIA ZER A RIBREAL, (Lt N i g 48
HE i A A TR & A . YANG 205 B, 1
ROCKI1 7% PEAM 417 Y-27632 A & & i TNF -
31 HUVECs J8 T-IFORAF 045 N B i s Bk X
7 SV P H PR 2 W T RS O A T A P
Hiiff ROCK1 Ak, it 42 55 MLC BEIR 1L T 4% b
MR 43 B3R, i AR 1B s s B /N Y
it MYPT1 J2& MUK AR 1 40 B 0l I il 1 16 PR I 2
R T T 2 R B P R A0 A R, FU
S0 53 45 I ROCK \MYPT1 1 VE—cadherin HJ %%

ik K F-HIUBhE A ATEZSIBIE T TNF-a/RhoA/
ROCK {5 538 6 2 5 101487 P9 Bz 40 i e 38 38 1 1 285
W ARWFIE K BL SAP fili #5145 K BB L e il 4 21
ROCK1 .pMLC 2584 /i1 MYPT1 &3k FRA , #iE =
FIKM DAMPs M RAER 25 TIZ05 5 W B
TG, FLB1 K 0 P B A0 B A | % 3 e B
/b2 ] B 4 T A5 R i R K i Kt B ALL/
ARDS #yJi A

XBJ TR 78 B2 45 6 5 TR PR A SR T4
T A IR HAZ AR YA B2 5 T AT A M 2 7 1k
BRI, B 252046 B P2 306 mAkws 1k L B2 1]
EFUIRAT IR MALIRE . A 245 2405 3% 1 45 9 A T A
BRI IR Z BT I 8l 5L 5 B AR
Il PRI ST 5% % B XBJ 75 2 FhiF K 5| & 1Y SIRS.
ALI/ARDS \MODS &7 R DI , JEHAE 2019
SEE TS 98 2 155 Bl i TP T AR, AR R
B, R XBJ ARG & B 0 BT SAP KBRS, K
FRAATRAE JE/KB 2B K I 6 B 40 i
0 15 P R PR O SR AR R T A 5 RIS XBY 7
MG L A AR T 2148 ROCK 1 ,pMLC fiY 335 , #2
W T MYPT1 63k /KRBT XBJ Xt SAP i1 K 47
FAITVER, JFRIEUESE XBY 25 7 il 20 2140 i
ROCK1-MYPT1-pMLC 1553 Rk Y 47, 3 n]
BEJE XBJ JAYT SAP ffifhi 135 () —FP L]

MRAZERFZXNEFEBE R T Wi -251%-
IR Ik A h 25 QT & LK, ZE3EF XBJ
AR EY MR Z B, BRI EOE A
(HSYA) PF 2 B(Sal B) AjZ54F I 5 N iR 45
AW & ES XBY 25300 5 B PO, SEEGIFSY
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