EREF 20145 11 A% 43 5% 33 8

4547

mEREE eI B EHRER

HFoOd R EME TR

= i® doi:10. 3969/j. issn. 1671-8348. 2014. 33. 047
(F=ZFE
XBR . FHAEORE ;B AG;LL-37; B #H &

hE 4 %E S R329 XERARIRAD : A

PL A K Cantibacterial peptide) , B 10~ 50 /> 24 3& 8 40 % »
AT L s 80, A ST B 28 PR 36 1 . A
ZEHT T A R T MR e RS e RIS — BBk 9 2 0F
EDRRINN = 1 8 3 AR S0 7 N O R (02 E B N | 1
B 2S5 B R EB Y 1 — R IVH A W25 3 f R A
Bits . B A SR b B I 3 R s kS B i 18
B R R T,
1 LL-37

AR LB ME— Y cathelicidins TR PR S HE B L . & 37
A G SR, 3 Bk I 0 VA T 40 B R 4 T A
P U0 A0 B AE) A TR B AN A L 0 2 B A % R s i Ak 4
5 00 W e A A RE SRR s B 5 5 T A . DFSR
CLUESE LL-37 o ¥ 2% B0 A0 PH M T A ) S B 1R DY . W
Dorschner %M 78 [z Wk TG F AR B 2K I 8 LL-37 w5 %35, #fE
Ml S HEAHE. AGEaLE - HEMAERKE T
SR B P AE S T B R B R R v R T L 2 R A T
B R MmEHAESEZAH, HATHE R &4 & W LL-37 GEWg i
HEMERS S50 L EEE.

Heiborn %50 % B, J7 Jtk 52 &bk G045 5 - LL-37 kg,
48 h ik B g L A AL G S 2R A K IE R 5 08 1 A
ATH £ LL-37 mRNA 523k A HE AR i 5
R G S o FR e i O, fh Db B 1 LL-37 KF 5804 IE W & A
M, HE— 2B TFIE R B, LL-37 Prik a8 4R 41 21 T 7% K ik )
Pite 52, HL35 Bz 200 i 3% 1 33 7 e bR ic B Ki67 gk 2k, $2R LL-
37 W RE R I 52 WA 2% B 4N M BG4 T Rk L o AR E R 18 2.
iMi Carretero 251 (A1 5% & B, LL-37 Af LU 5 5 S W bk 36 e
Hacat 40 Jfl ki 5 3% 8 2 A8, 3 £k 2 B A OC 3506 . 3 i 40 il
R % AR5 K BANIE PR 3 b 7E LL-37, W 2 4 U8
L R F R ERE i P . B G 40 B B A AT RS 2 R Y B2 e Ab
LL-37 Rei8 12 F I 4 P9 B 40 B B4 4 i 75 3 08 A= I 8 .
Koczulla 257 & 3, B = L1-37 3 H 22 35 10 R LA 455 )5 5 A= 1
B HMED LL-37 A 52 09 I 5 P A= 2 R P R Bk 61 495 38 A i
TR EEI T, BRI T LL-37 fE 814518 &2 iy i H
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[ Bz ik 2l 2 4, LL-37 S HAth 35 A2 59 01 453 A & TR A i e 3]
{23 . Shyakhiev 210 % 81, LL-37 7€ (& 4 BEfR 3 K& I

B 20 i DA B S AR UE AN Il dk NCI-H292 SFE AT H . 2 5 <l
BIHBEE . BNAVIREY LL37 I TSR sE THH TR A
AL 4, % B A B HCECs 41 M #k &R €045 & & e . Wu
00T W IF 9 & R, B cathelicidin 8% i R rCRAMP 5§ 41 41
B fE G A %, H w5 0 H rfCRAMP %3k |, rCRAMP 3
DRI YA T 308 2k 40 380 0L A A L 40 3 e 0 T

H i 2 8wk 55 8 LL-37 R E 0 & & th 2 R A %

EER N K HE 1980 —) PRI 1 4o . EZNF QI HLRI TS .
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LL-37 {EF Bz Bk 22 Bz 4B J5 10 min B BEAG I 3 36 j A K B+
Z R (EGFROBE R 1L, f# F STATS3 3 % & 1 2 15 58 4% {& 1% Yo
FARRAN AT LA I LL-37 5 S 1T B ok, % LL-37 B f
TR F %S EGFR DL K FUf STATS @A =0, dh—
HuE5E & B, LL-37 fE Fl T . Hacat 4fi it 3 55 4 J8 & (1 i 1 i
SME 5 JH T B EGFR 8k G R [ B 32 (R 2L [F 35 1k, 4 1k 4n
MRS, LL-37 X5 38 % & 40 e/ A i Bl 55 2 25, i
EGFR.G % H #1214 . MAP/ Jg 4 8 95 58 g% ™ . i LL-
37 T AL B ER BT AR B AN A T i B AL A 95 R L LL-7 Rl
SR BRI Y EGFR & 28, %iE < 1238 1 %3 61 45 1) 5 B, 3
/R LL-37 7] fig & EGFR 78 #% A9 #5850 . i i rCRAMP fi¢
B B L B A0 4G A 32 2 T EGFR e X 3E & T R
ERK1/2 WM F. . F iR Eigl LL-37 Alge 2R K
M) X —2AE KR F0T, AR LL-37 fF B8 A4 7 I
N

2 EBZEHAFKK (histatins, Hsts)

Hists J& 3% I 45 5 M 7= ) o AUH7 76 1 28R A 32 K 26 3
Y, 12 S R B 41 A, DA Hstl Hst3, Hstd Jy 3
Gl R 95%, = &ty 1 s 3+ 1, Hor, Hstl \Hst3,
Hsts J& EZ M HF 58 47 . H Al 95 A A Hsts % 2L O
56 T 40 o 3 10 22 b 40 5L A R 0 B T B Th i

Oudhoff 2557 ) F A 4101 105 fir A 450 B 0F 9 e Y 43 5 11
s o TS0 0 A R O L T Ol LB SR S A O T
B P fr A S R T, A ARk 5~100 pg/mL
JLE N EA A EE S, I DFSE E 58 T Hsts X R
AR M 20 58 b R 2N L I T A 0 i R G S L &5 R —
PE L HE I & 4 5 G A dE R O A T 4 4R 25 R 5 R R Zh
BB, BT R A A B L AR R N R A8 B 2 PR 405 A A L
CHL Al 4 i 0 Y LT G O Zh R L T A 5 Lt Y U 43 90 286 2 1 4 4R
MMEER A AR EOS Hsts Z 0] 19 4H ¢ o 1 A 1
T, Hsts {10 2 B0 £ 4 B BL AR AR 35 28 L S0 O 3
2 B LA 5 FL B B R AL AN [t A TR Al B R KA o A
il . BUA AL, 18 & Hses fEF A KT EGFR, 5 I 2
M EHTRE R @S G EAMBE 2R ARG NE, =k —
RIS . ¥4 & B Hst2 42 645 @& & 09 1% 1 e 9 ERK1/2
0 S 760 0 5 AEL I R 1B R 40 O A R B I MR B g 4
PR fb i f G R it — B oY, 54 Hse2 fE R B 45 r
P S D-Hst2 oA 10 B A0 T RS o

RETAE AU ER N ER, B K7 H MK RN L
B AHA WF ST 8 1 B R R SR Ok A0 i [ AR LA S e T
. Murakami ZM R & B, Hst5 52570 8 4R M0 1k 42 2F 5 i
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Hst5 1 fig /& EGF (£ T 5. Oudhoff ZM B 55 th % 2K,
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i 5 T AL A R A bR Bk EFFR F1 ERK1/2 58 B LA oE %
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i 4 22 %k i 3 B K BN 40 ) AL A R AR B R A R RS O 3=
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KEER A KRB WIREARICA A8 E M
FESES R4 X EKFRIZAD A

11 45 %95 (Parkinson’s disease, PD) J2& — Ff it 2 1B 47 11 ¢
g« 32 L B R Oy R B SR £ B i (dopamine, DA) G b
ZICHEAT M B SR R SR AT i & T L3 1 ¥ 2 /MR (lewy body) JE
B HEZHLH AL O BTSRRIV 2R IR T g
FEfG A2 T M L RORE RN A A T, BRAL A (HS) 24k
—AME(NO) F1—FE Ak (COYZ Jg RBLIEE 3 F N IEHEX
A5 500 7 BAT B4 A N B A0 08 T B & R G R E A5 PE
FH 5 T 3 6 A5 BEAE X B 3R PD AR R 2% I B (Alzheimer's
disease, AD) i ZIRTHEIR I A B R EE L. AU WM
H.S 5 PD M4 X PEWE 58 347 R 24538
1 AEEHSENERSEREEEER
1.1 H,STEENMEGR S H.SHE Y 3 FhEgiHE.
b i B -C- 224 i 1 CCSE D | JDE At B -B-5 B (CBS) Fl — 2H A3 Bk i
AL R T & E R & W CAAT) 35 3 7 R IR % 5 % % il
(MPST)™), Lee %5V & B, (& 40 35 572 49 529 68 5 40 i LA 4 /N
I 15. 06 pmol/g #5 F BT Y 3 & i Ho S. H & 0 T J2 /D e
FEANMLAY 7. 57 £5 . SH-SY5Y 20 it CA b 42 B 40 it 88 4 it #%)
M 10,27 %5 NT-2 ik i 11. 32 £, SLgwdon . A& W %
M H. S 194 8 FE 2K T CSE ik CBS, ifiBk CSE FPH 2
SEUME 0L F Sk He S 1A B AR, T CBS it A f bk
JE W& SFERA LN HeS &Y . [H ik, CBS £ fi 41 4
WR Rk CSE FERE TOME RS, ILHh, MPST £ %
FIETMAITAMENEHS . M Ho S 22 d L-2E kA
2 L-cysteine, Cys) Fl[A] B 2 it 2 & (Hey) 7 CBS.CSE ffL T
PRI AUE R H, S B EEEE CBS. 4 1 P CBS LA
PR W % 1 (PLP) S 4 DY 7 i Ak 2R e 20 R 5 A HL S AL 45 B #ERY
B Ik B0 @ 2 1) 5 40 B B A (B o B R ) I RS B R T L 5B
2 F i CSE AU T 0 B8 ik % i (PLP) i o i 46 2 bk = R
W H. S, W& H,S /3 i AF1E 3 Fhig 42 . (1) Ho S FEZ R

VEF B v S8 (1988 —) . Ml b, B 22 B AR R AT MO T B e . &

com .
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N B AR IR TR ER (S, 0,2 ) B ER 28 (SO, ) FI i e
(SO RGN HE S . () BB L #E R B (TSMT)
fEAL Ho S O Ak A il B — PR B B o D 0L PR R RR . (3D
H.S5@mgimaEasaEmmamate. it HS ik
Al 5 NO EA R MWk orff . 0B B Fr Ho S v 28 i Jili v
JRRE T

1.2 H,SHARMEM  H.S 78 K4 4L 2UR I3 b (9 e g7
N 50 pmol/L, HiAe i & 58 b i A BEAE T £ B R BLE 4 4
J5 1A (DA 32F i T K B BR 3% 3R % (long-term potentiation,
LTP), —ofe U, 3 55 B /el F98 S R B 5| s LTP, H, S
AESL HEIZ I 5] & LTP, 3% — % 0 5 B8 4l e fin — 4> 58 21k s
BT 5] & W LTP HoAg %5k tk . (286 NMDA Z & i i §
BB P24 il NADM 24k & H, S #8532 (k2 — , 4=
FlH B Ho S AE 25 B0 d £ 40 NMDA 2k b 8 SR 5 i .
Mustafa 2517 % 81, GAPDH (H, S 19 53 — 4~ # 3% 44 B i 4 2f
ot 4 1 v i T 2T B SSHL g (il iU PR 6 LB s T —
A H AR 25 ZR G5 P I A I HL S I I 1 40 i RE R 1 35 L
fil. IFFU A Z AN EIE. M HeS fgifk 2B
G S5 200 PN 6 90 7 A R R S 4 i a5 0k 5 R L 4
115 BAS e, DT A 5 i 22 0 400 1 2 T8 JC 50 400 i =2 1) £ £ 5
B3k PR SR E S, (DOMBITREPER . KRR EEAH 3
Tl — 2 35 75 20 i 9 8 e H K Celutathione s GSHD i 7K F- . GSH
AE A 40 0 P 2 B 1) B S Ak A 5 T BEL R R Ak SR Y R AR T
WAL ATP Utk #1388 (KATP channels) , 3X 2% 38 18 i) T ik
T 434 5 i 22 T8 R TV 6 5 A0 ) e 0t L ) £ B i 2 4
12 5 = 00 0 et T A I IR B A e A i P A R R
FELIBT ¢ E IR F mRNA §%6 5t 3P g 2", B irseii
RSB Ho S il 6 IR s A0 i 2 AT AR 9 5 B HL S {1
P S AL B P Je A I AT g i gt

BIESE, Tel: 13983989050 ; E-mail : yyanpro@ 163.





