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HEBR HWihnE S5k E T (Ang 1) JE 755 48 25 H 9 (MMP-9) A9 2 IR 7ERR I AR R Ji 1l (SAH) &9 9L .
R NGO PR 4 (HBMEC) #4329 Ang 1T 41 Ang I +SB203580 ZH AN IEZH . A Ang T 4104 100 /L Ang 11 4b 38
90 min.2 h.4 h.6 h,12 h /5B L35 WG T A SR ARKEIN ; Ang 1T +SB203580 41 L4 5 M (1) SB203580 AL H 20 min /5 L 100
peg/L U Ang T Ab 390 min 2 h.4 h.6 h 12 h /S HCAHME b3 AT A SCHR ARas Il 5 X BRZ A RPMI- 1640 5 572 1 5 97 90
min.2 h.4 h.6 h.12 h 5 BN I5 G TR GRS ARAa i - LATEER foe W B (ELISA ) A5 25 20 40 i 35 W MMP-9 7K, Jf:
PLSIZI 2856 08 1 PCR 1R 1 B8 32 16 D045 2 40 p38 22 %84 5tk A 2 3 (p38 MAPK) i) mRNA FIER A R3A /KT, &R
xR H A, Ang 1L 4L 4010 B 75 % MMP-9[ b 12 h: (4.21+1.36) pg/L H (5.81+1.72) /L, P < 0.01 /K- ThE , Ang IT +
SB203580 ZH £ fid_|- 757 MMP-9[ 4L FH 12 h: (4.21+1.36) pg/L [£(3.64+1.45) wg/L, P < 0.01 K F K (P <0.05) . 5 Ang 1 411
&5, Ang 1T +SB203580 £H 41 Y - 75 ¥ MMP-9 7K F-F&AIL (P < 0.001) . 5% BAZH H A, Ang 1T ZH 408 p38 MAPK () mRNA [ ZbF 12
h: (0.422+0.057) [t (0.538+0.071) , P < 0.05) ] Fl #& 1 2 35 /K F-[ (0.452£0.105) 1t (0.635£0.133) , P<0.001 ] F+ & , Ang 1T +
SB203580 £ 41l ifd p38 MAPK A mRNA [ 4bFH 12 h: (0.422+0.057) £ (0.375+0.066) , P < 0.05 ] FilE FH # 1k 7KF[ (0.452+0.105) e
(0.276+0.081) , P < 0.001 JFEfK (P <0.05) . 15 Ang Il 4 L5, Ang I +SB203580 £H £ ifd p38 MAPK [ mRNA F14E [ ¢ 14 /K -
R(P<0.001), &5t Angll AT BEH L H0E p38 MAPK {5538 % I 1% MMP-9 23k MM {2 3k SAH & 4= & 8
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in pathogenesis of SAH
ZU0 You*,ZHAO Qingsuo*, LUO Shike*,DU Juan”
Author Affiliation :*Neurosurgery Department ,"Intensive Care Unit,The People’s Hospital of Yantian District
Shenzhen City ,Shenzhen , Guangdong 518081, China

Abstract: Objective To investigate the mechanism of angiotensin II (AngIl ) regulating the expression of matrix metalloprotein-
ase-9 (MMP-9) in the pathogenesis of subarachnoid hemorrhage (SAH).Methods Human brain microvascular endothelial cell
(HBMEC) lines were divided into the Ang Il group,the Ang Il +SB203580 group and the control group.The Ang Il group was treat-
ed with 100 pg/L Ang Il for 90 minutes, 2 hours, 4 hours, 6 hours, 12 hours, then the cells supernatant was taken for the relevant
indicators detection.The Ang Il +SB203580 group was treated with 5 wM SB203580 for 20 minutes and then treated with 100 wg/L
Ang Il for 90 minutes, 2 hours,4 hours,6 hours, 12 hours, then the cells supernatant was taken for the relevant indicators detection.
The control group was added with RPMI-1640 medium for 90 min,2 h,4 h,6 h and 12 h,and then cell supernatant was taken for
detection of related indexes.The levels of MMP-9 in cell supernatant were detected by ELISA method,and the expression of p38 mi-
togen activated protein kinase (p38 MAPK) messenger ibonucleic acid (mRNA)and protein were detected by real-time quantita-
tive polymerase chain reaction and Western Blot. Results Compared with the control group,the level of MMP-9 [intervention 12
h:(4.21+1.36) pg/L vs. (5.81+1.72)wg/L, P <0.001] in the supernatant of Ang Il group increased,and MMP-9 [intervention 12 h:
(4.21£1.36) pg/L vs. (3.64+1.45)pg/L, P <0.01] in the supernatant of Ang Il +SB203580 group decreased (P <0.001).Compared
with the Ang Il group, the level of MMP-9 in supernatant of Ang Il +SB203580 group decreased (P <0.05).Compared with the con-
trol group,the mRNA [intervention 12 h:(0.422+0.057) vs. (0.538+0.071),P <0.05] and protein expression [(0.452+0.105) wvs.
(0.635+0.133), P <0.001] of p38 MAPK increased in Ang Il group cells, and the mRNA [intervention 12 h: (0.422+0.057) vs.
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(0.375+0.066) , P <0.05] and protein expression [(0.452+0.105) »s. (0.276+0.081),P <0.001] of p38 MAPK decreased in Ang
II +SB203580 group cells (P <0.05).Compared with the Ang Il group,the mRNA and protein expression of p38 MAPK in Ang Il
+SB203580 group decreased (P <0.001).Conclusion Ang Il may promote the development of SAH by activating the p38 MAPK

signaling pathway and upregulating the MMP-9 expression.
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PF-2341066) 14T Adooq Bioscience 23l , B G2 53
MY (15 ELISA STARIet) Il T2k K /RBHE (FHE)
A R A, MMP-9 Elisa i1 & (%15 JPinChem48T/
96T) A T4+ i Ak 2= AR (i) A BR 2 H], T100 PCR
(75 1861096) 1135 E1 AR A F] , RNA FE A
& (45 R0028) I T3 < K/vHl, PCR 51 e TR
FAY TR R 10 5600 & (F5 A3500) 1
F & [E Promega 2\ 7] , S} % 1 PCR A & (5
DRRO96A ) 11 SYBR Premix EX Ta (%!5 DRR0O41A)
W4T H A Takara A H], FEUKAX (B9 DY CZ-28) I Tk
ST S—AER T BEIR 22 phEh 7 1 (PBS) A H IE, f
Tl (945 13TS100) T H A8 Nikon 23l

122 %% %41 HBMEC 40tk 7 Ang 1T 4 |
Ang 11 +SB203580 41 FIXf FEAH 45 21 4 Mu 427 T 96
UM, 4 R v BE Sk ax 103 AN/L , 435 35 4544y
37 C.5% 58 Abhk , = 4 A K 2 60%~70% % &
I AT A3

123 E3a2 Hop Ang 14104 Ang IT 403, ffi
HA e 100 g/, 90 min .2 h 4 h .6 h 12 hJ5
AR A Y WA T A DGR FRAGIN 5 Ang 11 +SB203580
ZHLL5 WM 39 SB203580 4b B 20 min J& , LA Ang II 4k
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12 h J B AL 3 YRR A T AR G ARl 5 %o e ZE
A5 Ang 1T 2H 2K FR B RPMI- 1640 55 3% W 15 35 90
min.2 h.4 h.6 h 12 h J5 B MW T A OCHE
BRI, AU R 3K

1.3 MBISERFARN &

1.3.1 B3R 0% B Wk (ELISA ) 46| &-28 2 oL b %
& MMP-9 7K-F il sf [1] S 20 35 90 min .2 h .4 h .6
h 12 h BRI A9 LA 3 500 r/min #5133 em &
DR VEAT B0 S min, T3 2 5 BN 38 WG T
FHOCHE AT AN | ELAAKS DU AR ™ e HR At A AL LA
KA SR G A BBl 54T, i [A) & ELISA AHCKS:
295 =5 A TR

1.3.2 S AF B E F PCR A& &40 40 it p38 MAPK
89 mRNA F A K-F K st [E] A Ab 3 90 min 2 h 4
h.6h 12 h, B R, $2BUE RNA, DL cDNA i
) & Wi A L cDNA, LI B-WLsh # 11 (B-actin)
FHHERRMNZ, K5 W FH K B-actin: IE[H .5 -
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GGCACCCAGCACAATGAAGATCAA-3" ; J[fi] : 5" -
ACTCGTCATACTCCTGCTTGCTGA-3', p38 MAPK :
1E1A] 5" -TCCAAGGGCTACACCAAATC-3" ; 5[] : 5
-TGTTCCAGGTAAGGGTGAGC-3" , PCR JZ ) 51
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AT 45 DGR, 72 CCHEH 10 min, M2 2 24
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Mo THEFRI T + s 3R, 2 HEER PRI R T
L0 R LR ] SNK - K656 A 567K 7E o« = 0.05,
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2H p38 MAPK %K AR IA /K- LR 2 A Geit i
Y (F=18.762,P<0.001),

5% BB B, Ang 1T ZH 20 9 40 38 12 h p38
MAPK 1) & 1 R 57K FFt 5 (P <0.001) , Ang 1T +
SB203580 41 4b ¥ 12 h 4 ffl p38 MAPK 19 25 [1 % 15
IKFEFEAL (P<0.001) 5 5 Ang [T ZH %8, Ang 1T +
SB203580 ZH b H 12 h £l fif p38 MAPK 25 FH #ik7K
FFEAR(P<0.001), WA,

p3SMAPK
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a b c
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F2 YA AL PR R B p38 22 245 b AR 1 (p38 MAPK) ) mRNA kKT LAz « 5

2H 51 90 min 2h 4h 6h 12h
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WE: BN W2 SR CT R A 2 & Mg B is N2 W By i . A% J4E 2016 4F 10 A % 2018 4F
10 J 58 TH 57— 0 BE BE M R R} 58 151 28 i RIS 3E S5 1) 22 J M- e i 119 4 B I it CT R 2 A s A 2 Rk, DAL aEA 7
Durie/Salmon plus 739, [RIRFHEA TG R 1SS 4340 , LU AR PR AR 22 il — Btk . R 58012 kP B R A3t
K IN 558 Ab i B g kL, L Durie/Salmon plus 434 : T3 1241, 103 32 431, T3 14 815 IR R 1SS 4310« T 318 43l TH 39 21 43, T
B 194, PRI BIAH L 22 RS H45 L (= 4.241,P=0.120) , Kappa {8 4 0.423, BAT PSR —30E . 4518 Durie/
Salmon plus 73N 1SS M2 B8] 22 57 0G0 112438 S, 4 BRI i CT R A 78 2 & M i S e W B3 b B4 i AN
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The clinical value of whole-body low-dose CT in the diagnosis

and staging of multiple myeloma
ZHANG Shuanglin', LIU Chong’, CHEN Yang’, WANG Shumei’
Author Affiliations : 'Graduate School of Chengde Medical College ,Chengde , Hebei 067000, China;
*CT/MR Room,The First Central Hospital of Baoding , Baoding ,Hebei 071000, China

Abstract: Objective To investigate the value of whole-body low-dose CT in the diagnosis and staging of patients with multiple my-
eloma.Methods The imaging data of 58 patients with multiple myeloma confirmed by clinical pathology in the Department of He-
matology of The First Central Hospital of Baoding from October 2016 to October 2018 were collected and separated by the Durie/
Salmon plus staging and the clinical ISS staging.The difference and consistency between them in osteolytic lesions were compared.
Results A total of 558 osteolytic lesions were found in the 58 patients with multiple myeloma, including Durie/Salmon plus stage
I (n=12),stage II (n=32) and stage Il (n=14),and clinical ISS stage:stage 1 (n=18),stage Il (n=21) and stage Il (n
=19).There was no significant difference between the two stages (x> =4.241,P=0.120) ,and the Kappa value was 0.423, which
was moderately consistent. Conclusion There is no significant difference between Durie/Salmon plus staging and ISS staging.The
whole-body low-dose computed tomography has good application value in the diagnosis and staging of multiple myeloma.
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