WM OE R E K ¥ ¥R 2022 4F 4 145 42 %55 4 1]
542 Journal of Hunan University of Chinese Medicine Apr. 2022 Vol. 42 No. 4

ARG EEE REFL T B R, W BT R R R P ¢ B I 2R O T U R 4 3 1 2 SC R BRI
P EE 2 R A, 2022 ,42(4): 542-547.

He TR PSR U DG F R 2=+ 9
FERIF R A A 2 R AL

IARREFLE LR By R
(L R BE 2GR EE B, W Kb 4102082 K70 T A HRL 27 B, W1 s K 7> 410100)

(HZE) BW UEARERMEATEERNFH G, WAa 7 BLE Y M4 B H F %5 K [ (divalent metal transporter 1,
DMT1) . % 4% & & % & (transferrin receptor, TfR) % ¥ % (hepcidin, Hep) % fi % # 3% & & (ferroportin, FPN) % i 7% 1t , % i it % 77
HEBHFRGHETRPANA, FE BERERARHETHANA b3 (CO)4 ARHFHA (OGD)4 4 7 T HAMER
FHEA(NTF) 4L, MTT 3k A T & 41 #4270 40 ML 77 78 22 s ORI AR U & 41 4 4 70 40 L 9 — 40 4% 8 7 (Fe®) 78 £ £ (reactive oxygen
species, ROS) K JE ; Western blot 3 # Il & 41 # % 75 %8 1, Hep DMT1 TfR FPN & & %% , %58 5 CG 41141 ,0GD 41 NTF 4l %
0 4 LA 7 2 B R (P<0.01) 5 5 OGD 41 Ho 8 NTEF 40 4 0 40 8 7 7% 2 1 2 7H 8 (P<0.01) ., 5 CG 41t 22 ,0GD 41 NTF 41 ##
2704 LA Fe™ ROS % 2 & 7t & (P<0.01); 5 OGD 41t ¢ NTF 41 4 £ J0 4 il 1 Fe™ ROS % 3 # 2 1% (P<0.01), 5§ CG
41 %5 ,0GD 41 NTF 414 % 70 40 J8 Hep % 3k 3 W1 8 [% (% (P<0.01) ,DMT1 TfR .FPN # 3 3 ¥ £ 7t & (P<0.01); 5 OGD 41 l. % ,NTF
414 % 70 40 it Hep 35 W1 & F+ % (P<0.01) ,DMT1 TfR \FPN % 3k 3 ¥ & £ K (P<0.01,P<0.05) ., £5if fij & Jr 4 33 (% 3 # 2 70 40 J
Hep fy % 3k , 40 % # 4 70 40 ) DMT1 TR \FPN % & 300 A4 2 27 4115 & # & 0 40 il 9 Fe® & ROS R AR, R E| (R 40 & 70, W8 &
BRI FHRTEER

(KBWR) WAF; D4 AF;, MBS FHIR LBEAZAZH, ERBEEL ST, #4T

(hESESIR255.2 (SCHEKAR D A (32 E 4 2 )doi:10.3969/j.issn.1674-070X.2022.04.005

Mechanism of Naotaifang intervention on oxygen—glucose deprivation injury of neurons based

on hepcidin regulating iron metabolism related proteins
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(Abstract] Objective To explore the protective mechanism of Naotaifang on neurons by observing the expression changes
of divalent metal transporter 1 (DMTI), transferrin receptor (TfR), hecpidin (Hep) and membrane iron transporter ferroportin (FPN)
after oxygen—glucose deprivation injury in primary neuronal. Methods The rat neurons were maturely cultured and then
randomly divided into the control (CG) group, the oxygen—glucose deprivation model (OGD) group and Naotaifang interventing
the oxygen—glucose deprivation (NTF) group. Cell viability was measured by MTT assay in each group. The intracellular concentration
of ferrous iron (Fe**) and reactive oxygen species (ROS) in neurons of each group were detected by fluorescent probe. The expression

of Hep, DMT1, TfR, FPN were analyzed by Western blot. Results Compared with the CG group, the survival rate of neurons
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in OGD group and NTF group was significantly lower (P<001); compared with OGD group, the survival rate of neurons in NTF group
was significantly higher (P<0.01). Compared with CG group, the concentrations of Fe** and ROS in neurons of OGD group and
NTF group were significantly increased (P<0.01); compared with OGD group, the concentrations of Fe?* and ROS in neurons of
NTF group were significantly decreased (P<0.01). Compared with CG group, the expression levels of Hep in neurons of OGD group
and NTF group were significantly decreased (P<0.01), while the expression levels of DMT1, TfR and FPN were significantly
increased (P<0.01); compared with OGD group, the expression of Hep in neurons of NTF group was significantly increased (P<
0.01), while the expression levels of DMT1, TfR and FPN were significantly decreased (P<0.01, P<0.05). Conclusion Naotaifang
can protect neurons and reduce damage of oxygen—glucose deprivation injury by increasing the expression of Hep, inhibiting the
expression of DMT1,TfR and FPN, reducing the accumulation of Fe* and ROS in neurons after oxygen—glucose deprivation injury.

(Keywords) Naotaifang; cerebral ischemia; hepcidin; divalent metal transporter 1; transferrin receptor; ferroportin; oxy-

gen—glucose deprivation; neuron
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