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RBE B3R X R B 5 A 40 22040 2 4 K B T (nerve growth factor, NGF)/ B4 £ 8% %% & i B4 A (tropomyosin-related kinase A,
TrkA ) &k 89 T AL, ik R AF AR R MY A BF KRB Ao fask i js 6h. 24 h & 48 h 40,440 8 R 22 5 K P Sy kR X b By kit
M R KRG T &0 R ERBEL L KRG, M LR E / FE(W/D), A4 T HE 2 &5 41 22 9% 22 52 % % ; Western
blot M AfF4A 2% NGF . TrkA & & £k, &R 5HF R4/, ki )s 6 h fiZLL W/D A ¥ghe, £ F Rsiit 3 &L (P>0.05),
o B 5 24 h B 48 h 4848 W/D ¥ 2 EH 5H(P<0.05), 3 F L 24 h 285 9 2.(P<0.01); fmde o5 6 h MiZa 28 ik A2 JE A
dr KA R K PERCE 24 h B A8 h LAMELE MBR Y B RIS LR R, k5 24 h & 48 h 41 K SAFLL LR 9% 2 3F 5 248
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ABSTRACT Objective: To investigate the dynamic expressions of nerve growth factor (NGF). And its tyrosinekinase A (TrkA )
receptor in lung tissue of rats with cerebral ischemia. Methods: Thirty two adult male SD rats were randomly divided into four groups
using a random number table ( n = 8each): Sham-operated group, Cerebral ischemia group (6 h, 24 h, 48 h). We established a rat model
of cerebral ischemia by permanent middle cerebral artery occlusion (pMCAO). At different time points after pMCAO, the rats were
sacrificed and lung tisues were excised for analysis of wet/dry (W/D) weight ratio and HE examination. A t the same time, the expression
of NGF and TrkA in lung tissues were detected by Western Blot analysis. Results: Compared with sham-operated group, W/D of lung
tissue increased significantly at 24h and 48h after cerebral ischemia (P < 0.05), especially in 24 h group (P < 0.01). Mild hyperemia,
edema and inflammatory changes were observed in lung tissue at 6 hours after cerebral ischemia. While the destruction of alveolar
structure was obvious at 24 and 48 hours after cerebral ischemia. The pathological score of lung tissues in 24 and 48 hours was
significantly higher than that in sham-operated group (P<0.05). Interestingly, the expression of NGF in lung tissue increased at 24 h after
cerebral ischemia (P < 0.05), but decreased at 48h, which still higher than that in sham-operated group (P < 0.05); TrkA began to
decrease at 6 h after cerebral ischemia (P > 0.05), decreased significantly at 24 h (P < 0.05), and increased at 48 h, but still significantly
lower than that in sham-operated group (P <0.05). Conclusion: The dynamic changes of NGF/TrkA in rat lung tissue may be involved in
the pathophysiological process of lung injury after cerebral ischemia.
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IAEIFIE R, i I ek 25 i 2 MM 4% (acute lung
injury , ALL) i & 25 28050 B R AR R T B A SRR SR RO 22
B RHLE G ATE R . B RTIA 2575 &k B S5 S e
JRNR & ALL I fa s PR 299, 44 K IR T (nerve growth
factor, NGF)2 i 2E Fe R F 4R BB 2 — , BE = IR A
(tropomyosin-related kinase A, TrkA )2 H. 5 3£l f1 5244, TrkA
5 NGF #5455 FEN-FMEA AR fAGEY B s
7~ , NGF/TrkA fE R ZERIPLE . HuSen] S8 A OB IR Ao,
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251 I BRI Sk il 463473 1 s AR B AR FR A, A
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B 8 H,
12 FERFIRIGE
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J65 I iR 1PP6.0 R A B
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AR HIAE 22~25C, { it &, oK. fKHE Zea Longa 5 4 3¥-4y
%, 13 s KRR R EL 5,
132 $RARE A UWERE S DL 10%K 548 (30 mg/
100 g) 5 i 0 56 IR R, A RM 1 5, 2800 ISR I ) 57 220 W7k
ARFEA R, BCHE Al , 22 i FH DA 20 20 8 7K I s A il L Lo
MHZHZUR 4%20 T F B A 5 A A I B 2 250 2 A TRAEAS T
A -80°CUkFaIRAAE
133 FHAALER / FLLENE  BAMA S, i 40 T imK
SYIEFRE, RIS EE (W), 2R 5 HT 100°C 2L AR EEFIHLEE 24 h,
BUBFRTE(D), MiALUE / TEREN W/D,
134 HE $EMBMALRELT HoAMELNL 4%%
RHBE G, WA a2, U1 A HE Y6, R8s R g
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1.3.5 Western blot #& il fifi 2B 48 NGF/TrkA EAERIE A
RIPA ZUff iR 24 R U 2, 12000% g B5.0> 20 min WL K
W, BCA 3 M sl & A TAE e e o B 4t 50 pg
1#,15% SDS-PAGE #F7THITK, AEEAN, ¥EAKEE
PVDF Jif I+, 3%MY BSA & iREH4 2 h, 5351 FH & NGF . TrkA &
M —#i 1 B-actin 1Y) 1%BSA TBST &Mk i% & 4°Cad ik , TBST
VR 3 ¥k, “HUWER 2 h, TBST VER)S , ECL b2z &k iEeT
SRS, B EA T IR BE A4, D e D B2, LA HARSR 5 B-actin
P AR I WO AR i, AT AL A
1.4 it abiE

K HH SPSS 23.0 #4741, PRI LL 2+ SD
N, ZHEYEICVECR R E R 22501, AP LECR A t
k5, P<0.05 22 A G L,
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2.1 BHEKXRWEINEEEIRITH LB
IR L% P 2L RS 28, P I A A B B, SR B 22 )
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Table 1 Comparison of neurological functional deficit score in each

group (x £ SD)

Groups n Score
Sham-operated group 8 0.10+ 0.03
Cerebral ischemia group (6h) 8 1.08+ 0.36*
Cerebral ischemia group (24h) 8 3.39+ 0.57*
Cerebral ischemia group (48h) 8 2.21% 0.42*

Note: Compared with the Sham-operated group, *P < 0.05, “P < 0.01.

22 BHKXRMALR WD L&

SEFAREAME, KRB 6 h Z41fiZH4 W/D G,
H2E R TG 2E 7 L(P>0.05), i1 5 24 h & 48 h fili4 21
W/D #5815 (P< 0.05 ), b ) 24h 4R R(P<0.01 ), L
*2,

23 HAARMALR HE feaERILE

Jili 202 HE Be (ot ™ o AT A 2 Il 60 45+ Y T, i ot )
Wi G B R 4 P A M Y2, Bt i PR A 29 H W, i 1 A
FRFT L 5 R BRAL. 6 T 4 il 760 B =6 40 1l A5 AL, vt FF 4
B VR R AR ; IR 24 h 240 K% 48 h 41 Al 7] b
JEE i S5 R TR B e PR AN IR (8] 1), JRBRSE T4 45 R
7N, MR 24 h K 48 h 2 K U ZH 2O BPE Ay B TR A
B EFE(P<0.05), L) 24 h 2B B (P<0.01), WA 1,

2.4 HAAXRMALR NGF EARILLR

SRFAREM, MEti 6 h 415 B2 4] NGF & (1%
B ETF ARG 2 X (P>0.05); ik I 24 h £ fili 4] 21
1t NGF 335 1 (P <0.05),48 h 4H 5 H T REta s, {54
TR (P<0.05), WLIE 2,
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R2ZFEXRMALR WD b B (x 2 SD)
Table 2 Comparison of the W/D of lung tissues in each group (x = SD)

Groups n W/D
Sham-operated group 8 4.06x 0.94
Cerebral ischemia group (6h) 8 5.17+ 1.15
Cerebral ischemia group (24h) 8 8.92+ 1.36*
Cerebral ischemia group (48h) 8 7.03% 1.48*

Note: Compared with the Sham-operated group, *P < 0.05, "P<0.01.
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Fig. 1 HE staining (% 100) of lung tissue and lung injury score in different groups

Note: Data are expressed as x + SD. A: Sham-operated group, B:Cerebral ischemia group (6 h),

C: Cerebral ischemia group (24 h), D: Cerebral ischemia group (48 h).*P< 0.05, “P< 0.01,compared with Sham-operated group (A).
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6 AKT BERRILAAZ / MUK 280 . s PR FIs 4 — R YT /R
PRI AN A K AR R AN A A S5, ST AR oR
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Fig. 2 The expression of NGF in lung tissuesfrom different group
(Western blot)

Lo D —

Relative expression of NGF (fold)

Note: Data are expressed as x * SD. A: Sham-operated group, B: Cerebral
ischemia group (6 h), C: Cerebral ischemia group (24 h), D: Cerebral
ischemia group (48h). *P< 0.05, compared with Sham-operated group (A).
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Fig. 3 The expression of TrkA in lung tissues from different group

(Western blot)

Relative expression of TrkA(fold)

Note: Data are expressed as x + SD. A: Sham-operated group, B: Cerebral
ischemia group (6 h), C: Cerebral ischemia group (24 h), D: Cerebral
ischemia group (48h). *P < 0.05,compared with Sham-operated group (A).
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