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The influence of thyroid hormones on the expression of NGF and BDNF after cerebral ischemia-reperfusion injury in rats”
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[Abstract] Objective

ry in rats and its mechanism. Methods

To investigate the neuroprotective effect of thyroid hormones T3 on cerebral ischemia-reperfusion inju-
SD rats were divided into four groups:sham-saline group,sham—+T3 group, MCAO- sa-
line group. MCAO-+ T3 group. The cerebral ischemia-reperfusion injury rat models were established by right middle cerebral artery
occlusion. Thyroid hormones (10 ;1g/100 g) or normal saline were given respectively by intraperitoneal injection twice at 1 h after
the onset of ischemia and 6 h after reperfusion. Neurobehavioral score was evaluated at 24 h after reperfusion; TTC staining was
used to label infarction area; RT-PCR was used to detect the mRNA level of nerve growth factor (NGF) and brain derived neurotro-
phic factor (BDNF) in brain tissue; Western blot was employed to determine alterations in protein levels of NGF and BDNF. Results
Compared with MCAO+saline group, the neurological deficit and the volume of cerebral infarction of MCAO-+T3 group was de-
creased.,and the mRNA and protein expression of NGF and BDNF of MCAO-+ T3 group were increased (P<C0. 05). Conclusion
Thyroid Hormones could promote the nerve repair, stimulate the nerve regeneration and improve the nervous behavioral function by
up-regulating the expression of NGF and BDNF.
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neurotrophic factor

e o A A L A S I A N 2K Ml R A A Y BRI ZH 2 rh NGF il BDNF 335 (0 5% W #5350 T3 X i 6k 1. 75
o BOBIR A I 2H 2 I VR AL 0 s A M 2 AR 1 1 o A O T e ARV S L AR E T .
bR (E 7 1/ 105 5 e N s @7 | RS R e TR e 2 1 MB5F%
TR 404 I 0 A sl 1L 5 A 2 T EE K A2 ok B RiIF 5 A 1.1 #k
Sz = WhIT & B B G i 28 2E K T (nerve growth 1.1.1 SE3Gh%  SPF ai4F SD KR 32 B, M, 8 A, &
factor, NGF) I g I 14 #4 28 8 3% [} F (brain-derived neurotro- J5iHE 250~280 g, HH AN K 4S50 sh i H o 3R 3
phic factor, BDNF) 7K -3 i, 38 i S00E A [l 19 15 5 R 4%, e it 1.1.2 FZRAH T3 WA K E Sigma 24w bt &£ K K

Z 2 G T AR o Ak L B 4 oG G BRSO IR
WEERGIIMAERGE LT RANSRP ERTEEY, EE
Ko ANMTEBREMBAEEELFEHPRMERREIAEREE
WA, Mendes-De-Aguiard %174 HUOR R #E T3 mA
B 57 00 10 5 40 A v % B, T3 ] B fin X BiE v v B AR A R
HIRE T - IF 3G 0 55 e JoT 40 o 3 1% 5% i 2 e W AE IS R, W] L T3
XPER SR GO A R VE R . B T3 7 I ik i 75 % v 45 4
A ST B0 . AR S E SE S E ST T3 A Mk il i P K

*  EETE A BEFERHBOCHTHRITE (16A310021)
A @{EEE .E-mail:liuhf1965@163. com,

FHUA Canti-NGEF) Fl A 50 I 35 2L 208 75 B 5 B Canti-BD-
NE) I 3 % [E abeam 24 ) s S Bt B-actin HT 7K BUR i 4246 W) 6
(HRPYFRiCIIFE St % Z i B £ E CST A # ;s Trizol 1 B %
Invitrogen /A 7 ; NGF .BDNF X p-Wlzh & = (B-actin) 5| ¥ H
S S AR LA A BR A m 5 A Western blot A1 561050 18 A
ff S 1)+ 1854 7 s HotStarTaq Master Mix 7 £ 19 1 46
Qiagen 73 7] ; TagMan Reverse Transcription Reagents s 5| &
W 8 NE R Abm 24 w) LY A M (TTO Wy | 3£ [E Sigma 23 7 5

VB2 8 v« S8 (1988 —) A1 e = 0 o A8 -, 32 B2 DA = It 287 9 95 O Tk OF 5%



FTRES 2017 %5 A% 46 K% 15

Foax 150 o B 7 43 i a7
1.1.3 FZULE  Nonodrop M E 4366 111 CL31. 1R
AV R 3 250 HLIE 3 2% [ Thermo 24 &) 5 3% 38 /8 B PCR {1
4% [E Eppendorf 23 &) ;DY Y-6C 7K 5 1 3k AL g B 46 50 77 75 —
{48 T s Mini-PROTEAN Tetra % F 3 B B KXW B £ H
BIO-RAD /A 7 ;s Amersham Imager 600 4k %% & 6 1% & 42 Wy
B2 E GE v #],
1.2 J5¥k
121 Semspd esnzy ¥ 32 HSD Rk 4 H. 54 8
Ho iR TR+ ABE KA BT AR+ T3 4. Kk )
JpkAg 2E (MCAO) + A L #h K 20 . MCAO+ T3 4. 43 5l F 6k 1
G 1h REHEER 6 h B ES T3 10 ng/100 g, DL K 24
LIERY
1.2.2 0 KRR B i AR i 2 AR PE R 1Y Longa ¥eil
i MCAO i £ i e i P 3 3 A A T, RBRA 100 K &
GAIE (30 mg/100 @) JIF 6 33 5 JBR T4 o AN Bib 57 ] 7, 5 B0 75,
T AT B e o 1 B T SN TR & ) D A B B s &
Sh3l Ik, B 3l ko O i T 3l bk e I P . 7 SR Bl Ik 43 B
N Bk 0.5 cm AbAE 1 AU 0 KR T 28 S A SUN 3 ik A
LR VR B 2R (18. 042 0. 5) mm., Jak 31 5% fa L A7 BsF 57 B 455 11 4
&, AN, BELL TSI, 2 h 554118 2 308 30 Ik
P9 58 PR E T . BT R A5 AR R R 9 F AR 25 3R (LR 3 A
L. RIGHEREHAE 22~25 C o H 38 T 00 1F i
BHRET . B BH#R K.
1.2.3 KRERMAIREES SR Longa 119 5 40 HIPE 4 b
WEHEAT 2 AT 24 37 43« (1) TC A 4 Ty il e 2 e WK L 36 3l 0E &
#5048 (O RRRSE AP R ZAEMIFT N, 1 435 (3) B W IeAT i) i3 30
MZES B GERBELEL) 2 435 (O B i ) Z2 D5 & . 3 435 (B) R
REERATE . BIRTERE 4 5. PR 040 4 40 H P 5
B A DRI 7 TR E T IS 24 h BUM AT AT .
1.2.4 2,3,5-50 46 = 3L 00 Zme CTTC) Yo £ 45 5 1A BRI 4t
EAT R F V3 58 UG« Wk BU . — 20 "C 37k 30 min, A4
WG 2 mm AbFT L TRYI A R 2 mm. HY F A 2% TTC
b, 37 CColE Y (4 30 min 5, AN Z R BB REE 24 h )5
MR IE R I S e o ) A (o, ML X S ., R
G 53 R GeTH AR S8 T FR 8 & I R A S T AR R B Y 3
AT B R4S HEFE IR
1.2.5 RT-PCR#iA
1.2.5.1 gl¥dcit WA RBER A F IRt Y, h i
S A LA B A W3R 1.

1 519 5 i

AR S19F51(5-3" P 5574) (bp)
Bractin 3 : GGGAAATCGTGCGTGACATT 253
Tl : CGGATGTCAACGTCACACTT
NGF LW : GGACGCAGCTTTCTATCCTGG 129
F i : CCCTCTGGGACATTGCTATCTG
BDNF I3 : TGGTTATTTCATACTTCGGTTGCA 251

T CAAGTCCGCGTCCTTATGGTT

1.2.5.2 RT-PCR Ik i i g2 JZ i 21 218 F 1. 5 mL RNA-
free EP %, F| ] TRIzol 532 B RNA, 28404306 % B 11 U
E RNA /K, %l TagMan Reverse Transcription Reagents
KA Bk mRNA R 5 cDNAL R 5% 5 7 9 % i Hot-
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