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Lead-induced impairment of learning and memory in the nervous

system and the mechanisms of pharmacals repair

RUAN Di-yun

(Neurotoxicology Lab ,School of Life Science, University of Science and Technology of China , He fei 230027, China)

Abstract; The advances made in lead-induced impairment of learning and memory in the nervous system
and mechanisms of pharmacals repair in Neurotoxicolog Lab in University of Science and Technology of
China were described. They include: (Dthe effect of lead on synaptic plasticity in hippocampus; @) the
mechanism of effect of lead on ion channels; @) lead-induced impairment of NMDA receptor, non NMDA
receptors and receptor channels; @the interaction between lead and neurotransmitters; ®the effect of lead
on gene regulation; ©the repair mechanism of pharmacals (Taurine, Ganglioside, antioxidants, etc. ) on
lead-induced impairment,
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Fig. 1 The possible pathway of action of lead

in neurons (from Ref, [32])
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Ha ) R 5 Al 22—, OF BLA-RE R v] B4 NMDA
SAE M, B2, A T T 2 3 A A A P ) 3 i
P, B8R PN R A P 3 0 I ot i 5 R P D g Dk
RS EHEA SIS O HE B LTRSS A S A Y
P2 R GER P 1021,
3.2 MHEATHEEMASIENFEIBIZIEBRGHT
EEEH

WA HNE (Gangliosides, Gls) & & A ME K R
IR VERE RS . T rh1 S35 7K AR S WA R 57 7K A o 25 1
JHe T 3 3 20 . SEAL S MR R GML(GM,
GM2,GM3) &% ZME 2 GD(GDla, GD2,GD3) .
H=ME W BR GT (GTla, GT1b) Al & DU M & R
(GQ1b) &, Gls /21 FL 3l Py 4 Ao R i) 2 22 20 138
A3 AT G E H AR A 28 22 0 R S 2 i 40 P
wAEE. SMNETER Gls vl i b s, - A 2 pf
eZzpved il oY A R X (YRR Lk i Op Rs  R
LB PR B NE. AR I I AR e 2 B L TG B e 1)
AN LR, AT T B 3 e i R B 43475 | BT JR 2R T
BRAE (AD) (A4 279% (PD) K ULZE 46 0 2= 8 AL B R
o FIPAR VPR 20006 55 h A Bl 22 RGNS B 2 R G0
B, T H IR M YA EHEEA. O
GM1 Ry XA R LR (EAA) Z AR 33 5 300 1 45
LA XL EAA #H & 8EEVEH; @ Gls BB el 451
M ZEHL A B AR R . GMIL BB A x4t
H LA B A SR TEBREE T L B
fIC H 25 5, IR REAM T NMDA 32 M B 3005 ni
SR MFELHL Ca®" TR IKE LN Y Ca " F Al O
PRA A 25 AT B, I Na® -K ™ ATP i X
FRMEAS AT M 5 AR . PR & R gL
(45 AR 3 I F iR, JF 5 Na™-K* ATP B I%
PEBRR AT G, GMI BefR P Bk E Na™-K" ATP i
TG ML > w2 o0 R 2 e TR AN B B ) R Y B
R @GMI T GQU A 2o P8 1 288 35 7 (3=
SR AR 45 LTI 2 SE AR SD 55 73700 22 240
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SR K EAR, A ] AR HE R AOE Y L GQla
PR Z B pp 2 e i P A FIHLRE K &

FATRTEAL AR FHORASE T AP H R TE
PR 2 58 T 5 | 2 1 K B T DG X8 il 98 14 45
G VR R BRI s v 5 ik 221 1 i e B S 4
o RS Y 2 il AT SR P A L G K TP A B L B i vt
i OB N A S LTP B9 BIE ; il REHL 2 ph 2
T AR I AR B T AL Ca® " -Gls B A1,
P 2R A DR 1, B TR AR B T i
1) NMDA 22 1A dbi 175 5.
3.3 MENFIESIENBRGNESER

CT) #gLREAB G EEILE . D8 Hes S
TGP A A SE T TR PRI o A A L e I
ZLER A B G 2 Al G a8 & AE RS ) TS 5 1
PEAEU P AR B S B T B 5 AR B Y 52 Fk-y-
Pl 3 R Rt 7K il (5~ ALAD) FTILET 24 il (HS) L Al
AT &2 Jk-y B SR A B (5-ALAS) 45, T
S LLR MG B BT RSE R, 202 16k
ZBH 200 - ALAD JEPE, B = XL &
8 AR 52 T R A IR AN PR FR AR 7E pH 7. 0
~8.0 &M, - ILN IR T & A IR BEAL , B 10 1
X S-FILNWR 5 & BE A A A I 21 2 LRI = 28
AH I AL E AR A AL AR R
P S-EIL NIRRT LA 40 740 P AR B A A R
SR AR AR A 3t - IR A
FERVA A 2T 8 PRI S — 25 7= AR 0 M B i 1 2
H 3L, BREA ML ER A8, Bk 21 25 (A A
PO TR o LN A A L
X S-2 FE N IR R SEE 23— 2D IR DNA, 2 I,
HfaE, A0, M 2r 8 A2 B AT LAY B e
JE RSO 358 T 12290 o Bk TS B At oy T i B A5 o
R T ' fOR N 4 4 T R B BB T Al
5L HBE R AL, AT 2 | R fEE ]
MUTAL QFE AR AR YE R . B T A S
MRS AR AN AR 8 ) ST R A0 S 3 A4 S 1 A
TR R [R5 0 PR AR A KRR E AR ThAE
GBS R A3 (R T B RE AR L 9155 1 - R 0T S
Sy 55 85 T 1 S AR 22 TR I 3R 5 A DAY
XoF 44 FEL Y B T AE 21 A0 R R ST R 2 L TR A OV A f
BYHL St 2 L 20 20 X 45 19 2% R D) B, R R
LB AR IR | A0 RREAR B L B R N L &5 A TR LY
it AR 1 O A R A R B I 1) 2ot S A K O 1
ORI 8 MDA & EFHmD s 58 L B, 24 Ab LY

£ 40 RSN B /K XA U Bl P 3 R, A 1 A el
KA AR R A = RS E SRS A
{2 XTI  AR AR 1 AR BG4
AN B R ) 1 Ak, i LB B 5 18 2 [
By, AR R R T SIS | i s e B AR 5T ) 20
J IS K SRA Xl i T LA LA 5 2 SRR
B TP R S I 21 200 P I AR A S R KT %5 4
TEARANGE S BERE A 53+ B BB 45 AL R SE B ik
B, 1 e 4R Ak 7K T 1 184 At i 7K ST 64 e 5 M
DX PR VA B S S AL %, TR UL A 1 S G o i 43 1T
MR SEHE M 158 B8 J7 072 Ak DA T 3 0 41 A X
B A AR Y SRR Sk B2 R 4R T T
PR B S AL B, AT S0 1 B A S8 Je e, ol S o 5%
A RS, @ MNP R EIEH DIRE. K
WOFCIESE R A i S A T B R B D
BE S PRAC A0 AR rpr — St 4 A il 4 8 401k B 05 £k il
(SOD) 3B AL AU (CAT) . & il H ik 2t 48 1k Wy ity
(GSH-Px) &5 1 395 P F0 20 it 9 e Pk 570 2 i,
SO By 3 T 5 AR A B G s S A A
SR LR 0 ) 5 T A T L A e T GA
i Tl 1 5] 7 - 6 - TR 0B S 5 45 o) ) 70 - 6- BB TR
S I 1 2 50 3 ) A8 W5 0 30 1 7R L i A
AL -6 W2 = 4= NADPH, Ji& # S8 AL B 45 g
H R ARG B 78 25 e BB 075, B5CE 7E 4 1Y
PrE e G AR, BYBR T S rh AL g A R
RS AN  RAE A AR TE S A R L 52 e 5 2
-6~ R FNA I R 4 1 (NADPP) 454 5 i Xt 55 —
BB, 1 SOD,CAT ., GSH-Px., M| 23 23 52 i filg v 114
Tl o0 R A ROE K AR Y. AifiJ2: GSH-Px Y2675
BT RN B R il 2 SOD Al CAT 1 4l 4
ERERSZ I T AT IR . A0 L T 32 A e e R R B AR
AR 230 S TR A T O, A I 0 ) ) 25 -6l
i JI8 S RE L E LA A6 38 BT e S LT 2
RRMBEL S TR e R EPUE AN, B2 8
Xt S AT TG P %) 400 i FHAH 400403 40 P B AR AR
R BTN AH T A A s ) B
I B2 FG A 5 R i S A B 403 i 48 2 A .
TR (LA VE b —Fh R AR i bt A Ak, bt & kT
A FERIAEQT T LA T - OVE Bk B H 3 AE PR
FLBERR AT IERR R AR O it AL A
(H,O,) HLEAC O . —FHA A HAENO « ),
S EAEW A EE C « OONO) AR AR (HCIO) , B8R
T E TR AN BB VS B2t 24k 9 B 1 3% (ROO ) AL 4
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FITESF F L O, ) HR B IR 1Y i JR A8 — &0
FIR (DHLA) B8 bR 526 5 E LA HoA (3
PRI, B R A DHILLA 76 2 944 A (4 A0 28 A AR
AR R L BRIE PR R H L B0, HL O,
FIGE R IR RE I PR 56 04 T B, DT 5 | 762 b 26 40
JHT . IFF 8 Alzhemier 5 (AD). i iR 8 % 1 1L
0 B, B A L, O, FIGE A JIK P 41 M 2, I 0
i 3, 2 IGTT AD B— RSB 2591 @ %
BEEET AN R OR RS SR T
Ref ik SR - A s R R R A 2, &
HH L. TR A DHLA BESHE 53X S 45 i 55
T NI [ 2 A T2 B 5 2 R X L 0 7 1Y
EATEMA R, MR SR EE R Lo 8.1 B, AT
SE4 B 1B/ RO B A b g B R 5 — R SR E R
T A 4 2T SR P 2. Wilson i £ 5 418
WEAL, FEUFP R Rl £, mEREEE S &
T A A 28 PRVGCHE L T B K 52 OE L DT ek
Wilson J 1 28 KA #h 3K ALLE AR, @5 HAthHi 57
(A AR . DHLA J& —Fp ik JF 5], o] i J5 AR
VFZ S ARAIBTE G NPT MR 4 E 2 E A BEH AR
(GSH) i i} Q. i %8034 25 11 %5, B R Al DHLA
(R AR JE BT T A2 A A At e 80500 A9 A1
T B AR 1) A T AR P AR AR RN 45 AL
IRIE A HTE AT R R R #E A YT E A ER. @
B T 5 | AR s s AR A A2 000
mg/kg MIEERR LA M F334 KL 5 J&, T )5 145 K
25 mg/kg AT E BR RN, 1 FE]JS ki L 21 40 B A op
PN T 2 T AR A T | 6 T ) 4 AR I S T
ZEIE H KES s Gurer 217 A | CHO 41 Mg il
Fischer344 K RIEATHEST . & B =R (LA kb HiLfig
BRI Fischer344 KA CHO 4011 GSH /K
- FEAR T B (MDA & 1t il 7R B8 1 e A Ak
H. ARG R B 4 T S TR I B 2 v e
(i 5 CAL X LTP #5405 FVEH  IF BERFRAR LK
AR MDA [ 5 i, 48 = 1 3% | o5 4 ik
GSH FLEL SOD i J1 . & A i ¢ TR RE 18 2 51 ik
AT, OF B S A OC SRR 25 mg/ke
i HAE & A F i . (55 F 25 mg B, HABZ/EH
FMAT B 3 7R 0 3 R ik — i R AT 1Y
Hy g R BRI,

(I A ZWmxars e B2 ER. 3
IR AR 1 2% Z B B A B E 4 | ke
(i 5 CAL X LTP #i05 VEH L JF BEREAR I K | i

hA 4 il MDA 5 38 R T R 4 N
GSH Fl& SOD i J1, £WIZR Z B a8 18 Z a5 1k
AL B0, 5 BS54 K

4 RE

T G AL R 2% [ JE R e e v [ 5 3t
APAE R TR, LB P ag () AL R AR 5 . —
AN B R R T R A PR T I A i
AR P AN m 00 i B i PR (o ) 2 700
REFEAR AN B BT &5 1, AN BB R IE 2 40 5 RS A IR
HRER . DL, s 8 b 2 5 )y i — 2B 5T
BBV FIALEEL, SA 250 52 5 5 |k 1 Jiki 2 e 4
AR 25 )2 45 I s 2 i R 1) B B R

B ALTRERZROERFLRE, ZTA
SR LT IENHER e LA, ML A
Fa KA 0T dk B — S G AT R T Bt
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