F38 % 3
2023 4 3 ]

N b BE B 27 4% ( http : //noth. cbpt. cnki. net)
JOURNAL OF NORTH SICHUAN MEDICAL COLLEGE

Vol. 38 ,No. 3

Mar. 2023 429

doi:10. 3969/]. issn. 1005-3697. 2023. 03. 034

o MR Z Bt RB 52 40 B 2 Bl 497 1 v 95 4% A R0 T e

HY B 33 i3

k', RE’

(L NHEBE 2= B 26 — IR PRAEBE - M T ol BE Bg BEAZ R 2, DU I B 5E 6370002, DU I R 24 A2 74 I g e 52 B2 24 rhoes, DU 1]

WE 610073)

(HEZ ] DA Rl R A5 2 0 40 P A 50 40 2 8 A0 I PR AR A, 3 A 301 7 199 TA 0 3 R e 5 15 ol 422 BB AT P B A 1 R 2 R
B LERAEFRRER N E . o MHHE8 2 BERE A AZ 1K («7nAChR ) 76 o MK 1 28 00 B 8 40 M0 )32 40 A, 26 98 3 R E A0 L3
B T R 28 T ) (A S 5 T LA A T R A A 40 S A AT D R 2 R ) BEAL . A AT SR o7nACKR

7 A 475 1 0 453 475+ A T T R s A AT 4 F 5 i e

(RG] A0 P55 5 AR BE 5 o7 AR BRTEL 2 T JIEL 0 52 5 ol 28 A 5 S i 22 033

[HFESES] R651.1 [xHkbREmB] A

455 PE I 35 473 (traumatic brain injury , TBI) J2& 1%
BA LA BLARE N B B E T W i W I 2 — , &
BREFAER ik 5 T 07 N 32 3 i A5 1 52 iy, Hovp
AT Al A L 3R O R AR WA 5 S Y
NN RE B4 R B R T8 28 1 82k 142 01 B Rk
fTRE S R, 50% LA | TBI 3% 2 KW fE A A 2
AW A9, 24K 1T A0 480 1 1) f B R 32 2 0 TBI S A0
Ty e W05 5 i 45 4 B 05 B B AR OC , HL A 5 B ik
DXz B e HZ R B2 HERNRZ —,
o7 KH B B Z, B BB 9% 37 & ( a7 nicotinic acetylcholine
receptor, a7nAChR ) A] i 45 8% 56 I 1 L 388 JoT g ke
LT O AP % TBLS BN AT o R A %
YEHT, T BEJ2 TBI J5 N M D) RE B i3 iR ST BE . AR
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HAE WL IF 2534

1 o7nAChR ENX K IhEE

nAChRs 2 —FECIR T8 il EE N, B9
5 fith Z [ PR HAF 5 A5 38, XPC A2 7 2] s sl GEE
NAEEAEH . o«TnAChR S8 T 0 5% 5L £ Bt AH 65
RESZ ARG, 132 43 A 76 vh WX i B T 400 1 2 L R IS
B B R JZ A DI, A T T, T O T A0 ) Y
A% L B 2 R B . o7TnACKR L 7E
AE#h 2o 4 M (N B I Jo 40 B L /)N JE T 40 e ) K b
A G 058 0 B (L B A% AT M W A ) A AT
Va5 BEOE BE T & 385 42 ( cholinergic anti-inflammatory

pathway , CAP) ™, 7 il I I S0 & % #5450 4 VE

AN, a7 AChR 1847 1 5 A2 & DN HTRE T 7 1
Rk Sl Sl SR (S I E Nl 7 N Tl P A R
o7nAChR FBEZ 5 T AR WINHAT N, 78 2 Fh ik
IRAT Mk 9 b R 5 R AE R n KRR I A R T Y
«7nAChR 15 TAEICIZ M = g2, il 5 iy
a7nAChR £ 5 75 0] id 12 5 25 8] 5 B 1Y % 175
a7nAChR 1] i i Wnt/B-i1 38 & H 17 5 9 5 i 5
AR TR AT B3 5 BT 2R % g R v R8N T B
ET 5 a7nAChR XK #4324 B A J5 WA 00 3 fil s 1
PN g AT — & BR3P VE .

2 o7nAChR 5 615 1% B #5115

e B 1 1 458 405 =2 I 1 R R = 50 o R
5o MU ERE B B R R Rl B 23 32 3] 42 o
il JE , a7nAChR ¥ /0 50% , 5 3 1H §8 58 40 28 o0 M
Hohsedt ™ o 9 oK i 5P Y o7nAChR
EZM R 1 h R TR, 24 h k8 &g, 7 dJ5
o7nAChR $i A7 Pk &, (R AE 52 i 5 21 d I K
W1 T R, 1M H A nAChRs .mAChRs 52 (K7 8] 1 J5
A RN, KW o7nAChR & TBI Jii
PR — AN T oTnAChR 1 R A TE
KUK 18 %l 32 45 407 (diffuse axonal injury, DAIL) J5
R R B 2500 AR AR 2 3 R AR, O R 4 4
K SF IR 45, H a7nAChR ik /K F 5 DAL J5 i
Morris 7K 2 B i, % ( Morris water maze , MWM ) 47 4 3
BURIEMKE " o Murdoch % I} o7nAChR 44 7]
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MepxVERE TS T Z R -Clu 32 14 i 2o B 47 4%
Wil , e 2 B & ot i B 2wy AR IR AE A
T2 LA EE R AR VW KA Ca® Y i
BET WS 5 SRR B A A2 40 LR AR D) e R A A
AERE, T B 2890 2 5% o N-H1 JE-D-R & H R
( N-methyl-D-aspartic acid receptor, NMDA) J& F Glu
SEAAR S X B 28 2 T v B % A PR 28 32
P NMDA 37 45 g 11 38 37 Pk e v,
AT L AR A5 0, U5 T AR 5 Rk, 2 5
ZRUNM Z 15 S . EmiR iR 1 h o,
Glu R it Bk, 5 B NMDA 32 (K 9l s, IF &
WNOS 1 Calpain 57 B 5 I c-Jun 203 A 26 4
1 B ( c-Jun N-terminal protein kainse, JNK) | & 1 —
W TR-1% B £ B B ( poly ADP-ribose polymerase,
PARP) 3T, M4 H 4 B B ( protein kinase B, Akt)
A B ORI AR R T T R R T

o7nAChR Y% Al {5 37 Bl 28 I fi 52 2% o 5 M A
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Ca” " MRS PE ML X NMDA 32 1A 301G T 9 2% 6y 1 1%
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HAEDL I % , aTnAChR T 2 5 40 jg P 1) Ca* " 5%
K IF 0% 2 8 BB ( Ach) /%5 38 25 11 ( calmodulin,
CaM ) H 4 1) 40 Ji A 45366, 3 1 e 3 38 38 1 NM-
DA 21K 06 LR a e
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o7nAChR 7&K il D g b A7 8 28 1) i 28 O 47 A
L AFEEA R T8 5 Glu 55 IH 8 RE i 25 328 J5T 1) B¢
TG S S 3 A2 T A B A R PR SR A 5 %
it 2230 e 6 1T AR A A o T 2 Mol i
¥ «7nAChR 3 2 1 i 46 J2 5 R 240 i A Ca™ " R A 5
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Z U AR 2B b 3R R 50 0 P S5 o 25 8 T 1Y
TR, 1A 7 9 B A 28 0 Y I 2% i 35 RN Bl 28 T TR) 2B P
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PHERS JAK2 B30 % ) AH OC , JAK2 a] 38 i % i
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transcription 3, STAT3 ) i& 425 S U I 17 [H 7 3k , )
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filh, 368 5 Ao 2 S S A P A ) 2R AE S L ) Al 28 - B 82 ]
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BBB 2 I 1o 1004 9 Rz 40 i LR T i TR 4 i
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i 3 B 18 8h o 7nAChR 52 14 8 3 57 5% [8] Fh 23 4]
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L KR 77 Wy Je H 45 kg 2 LW o 3 5 1P 9 3 5 0
o7nAChR fY1d B S0 I R4 M 2200, A £ TN 2D
RE RIS o < Tk IEL 8 T G 400 ) 590 (22 % UR 5% )
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T 0 NI D RE s AR JE il T F 22 23 UR 5% 16 Bl 35 A
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7L AR 1 500 AT 43 Sk TE MR AR A 98 5 5] (positive al-
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FEMEMT
o7nAChR A5 5H 45 &AL . 5 a7nAChR ¥ 5)
FIAH L, PAMs 75 2245 & IR PE G AR A fig & #87E T
HEAES SRR G . PAMs 255 (7 4 |
BRI A PARR o Gatson 2517 A A [l 44 il 4 5 I
f# 7 ( controlled cortical impact, CCI) Ji5 #4174 B {7
T I A 7-PAM, % ¥ TBI J5 o7nAChR B9 % 7%
Hohn, 5 2508 5 G AR A5 s N S el 2 B
W Titus %5 1 IE 28 #9985 70 AVL-3288 397
TBI R R, & B AVL-3228 1 g3 R Bl 1) 4K 4 1 o >
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DX 2% figh £ 32 A1 LTP 365
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Z W5 5 10 B 0 A 4R 0 40 M [ TNF-o 12 3%
W, 2% E 4 Bl 3 (vagus nerve stimulation
VNS ) J2— i o8 I8 40 28 S P 2 I £ DA T 48 1) A FH
T2 Mgy ML i A B RS DRR IR T
HARDY Ak 4l VNS AT RE IR k% TBI A
1Tl BE B RS B — Fh T FE T R, BFSE K BL, VNS Al %
TN SR AN 1 9 o 7nAChR , B A% Il 83 3£ 58 B F o
(TNF-o) \FH AR 1B (IL-1B) AL A K 6
(1L-6) % 52 AiE 240 M PR 14 7K SF- 9 52 i 48 43 0 A0
e . BLAh, AR VNS F
TBI K 14 K5, KRN HAT R K7 2 8 .
XA HES VNS [ T o7nAChR ik M T & #
¥ IL-18 . IL-6 \ TNF-a il NF-«B BB A %, H
J& , VNS X TBI J5 oA 0 Tj fig B A5 1 100 (1) 43 - B ] AT
i it — 2L W .
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o7nAChR 7 B F ji o 4 495 14 i 452 473 45 2 Fh 4
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ANTR) R OBE R W, OF 5 IN A T fg R R OAH G,
o7nAChR Xf 52 TBI TA K1 ) e F& fi 1) 1 Bl 5 32 H
R AL F s FEmbh wF 5%, 9F B H sl K 2 ¢ F TBI
I AR EE H 7E «TnAChR AYHT R HLHI , A1 5CAE I HLH
AR t—4 583 , 4 «7nAChR 7£ TBI & 4 1 f118 4
1 A2 A K R ST ALER AR oTnAChR XF TBI A K2
A VE R AL AR 25 9076 97 19 o7nAChR 243
TBI A A1y 6 19 7 HHL I 55
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