8l
=
i
E
il

J Med Res,Jan 2016, Vol. 45 No. 1

hE%Mw MRI R K ENAMNE

T

TE E4mAE

Ak

M T hEEPEMRIN (toxic encephalopathy, TE) & i3 5 Bosk BOERY R WIS P, 2 BRI 08 Kk ilfs M ok 55—
Z I A2 2 G E R AR 18 W K e A 5 o PR . MRT X ik i L Bz 5 T 1 J5 A A e A% P s A4 1) S /0% S U T VA A 3
AETENMT TE B2y . DR R W], MRI AT R % 8 TE B9 P AR 22 R G0 AL  (ELRR % B P 37 L CO P s | FUIT R A 2 5 R
i TE BATFHE M MR R BUAL, KRS TE #) MRIBUEAR BA R4k . MRLAUAT UG @ TE f9 1830032 Wik i H. 3h 235 S v
TE B 1§ WA Bor SO R A S B o A SOt E WA 6 T TE 1) MRI 85 BUR M — 2538, 7609 TE 1 K26 R AR B

KGR MR
RESES R4S

W8 MRI
XEkHRIRAD A DOI

HH 2 PE Ik 5 (toxic encephalopathy, TE) J& 48 £%5 Ff
A FEYBALSE &8 AL R 2 DL S LA g
JIT B LA 22 R G 3 O 3 I PR AR B — 4R
TR AR o SR B PR 2 B P B T AR Sk R
S AR S AL B Bk SRS, TE FARTE,
FEEHR A, B &R 2k i Rh i 58 e,
W2 W A i+ U kg TE #5102 T- B, SR,
H AT R _EX5 TE 9 5719912 W0 S PAG AT 8k R )E , MRT
X§ TE 1297 BN i R R R 2 o AR SCIml it 1 4%
F2ME P EE VR 9 MR & B0 &85 552, JF 20 #r MRI 7E
TE F W12 W o 1 WEAG S 7 S0 v i e A

— B RS IEKR MRI £ 5

L. 4 Ja v B 1 o = 4 J v B MR IR S 7 22 R
G e B 1] T R, K 22 LSk K AR A il R
F N 3 Ry F2 R, ™ A AT B, 3
LN T AT Ak G T = RO AU URE A A= ey [ B
R LARBLAE NG 2 T 5 R AZ B e i AR AT
SEAE  MRI R B FR AL T, IAUIRAE 5, T, Nl
EAE S B #E7E CT J2 MRI R B RRAEE i
WG 1 42 J8 25 7 MRT 9 T, A EMR 1155 15 5
M T 5R T AEAS 3 BB A 3 DAL T, B

FEATUE WA T 7 R B R TE WA B
BEEr BRI A (11 - CX26) 5 #F 04 1 BE 25 8 il 22 BH ikt A
(2012 - XK - A28)

Y B4 1325000 3N B A R 2% B 58 — I R 2 e () 0 EE
HRAR) ;325000 RN BERL 2 B AR — BE B (5 Hh k)

WIAE S PRk, R, AT W, WA S, A
12q640815@ 163. com

- 178 -

10.11969/j. issn. 1673-548X.2016. 01. 046

SR BRI R 1, T LA MIRT A 5 X 4 19 4 28 5 B0 2% 5
FEE L b B 7E MRI -3 % 5 7% XU
i A% A X R e SR8 (5 5, 9F HL FLAIR FfE S mss ™,
AN, MRT 7] L SR BFAG AR [8]36 97 77 15 17 A 45
IR 5 A5

2. ERMR PR AP EE R N2 Y
e 4R, T A0 S X (ol 40 o MR B B R, A P A
B I R A B T R R P R R R 2 B = K
B S M B A R B CO B MR % Y o 25 4 s
UL, 2 R AR 2 FR BB IS, MR T 3500 2% il
W . I H MRI i P AE T RS 4h
B AT % B A, 2 B e k22 K (A SR L
) RO Ak R AR R B T
XU 2 JE A% (75 0 i X Fk o T, WL AR 45 5, T, W J¢
DWI E {55, Bt B /i 2 BE AR T, WA
5%, T,WI & {55

3. e 2 b 2 VR iR T - A5 06 MIRT B 5% 4 24 2 4
iR 19 30 B /0, % [ A 24 v 7 B A ML %
RELAZG . A HLBE b 2 IR 19 28 B0 0 Sk & Sk
WA 22 S 22 IR B Rk, L& o IR 1) DA B4 de 3
12h R4 5 HAE R R AR LR ROA i %
YIAH G, 2300 B 2 ot U5 3R el i 2 55 00 2k
EEI %, AR EEPEE 2 ~ 4
JET S A AR P 22 R 25055 . MIRT AE XU 28 B A% XL
)45 100 B, 7 2 45 b LA — S B A, T, W ] 5 45 5
B oPE R EE RIS, R =6 RS
PR L, MIRT A il 7 i ke 190 165 o e i
HIOLEBE R S0 15 55 = R

4. 25 P RPN - 25415 ek A 25 1 A LA R 2



BEAERSE el 2016 4R 1 H545 % 45 110

- GSHR -

Pt T 25 b W LI 259 3 5 1R 1
S PR RO A PORT MG R IS BT 2R AR
I Al AR ) 2 5% A2 s ] B0 rp B2 R i , T MIRT ¥
DL B R pUR #iUR W 2 h g R I 48 2 L,
{FLSE w5 305 2 11 DR 3R e 2, ol LA X 73 2 5 O 245 49 P
B, 45 A S R PR i LA e B R 6 v
i 1) 2 R B DI il 52 3R R R B 2 B [
HROCs DA SRR A /0 R A B A% FR R P S A v
KA A B E B ARPE R T, AR T fE 58k o e
F VA1 32 SRR B Dy 1 A0 /N Jiki =4 B 1A PR A% A
Fe i AMUAZ X PR T, FIK T, 55 o 7EF R 28 b3
PR 3% DRI B0 M 22 R GRS R IR A AR
P, o /N A R AZ H BLBRE IR 52, MRL R K T,
KT, S W A P AT B P B A A o e TR
e I A P R O T RECS . A R A
DA M8 T A ) A 3% DR 4 fih o2 R SRS Y MRT 2 B B AT
#iis" . MRIBESS A I PR 32 41k 25 ) I 5 2 1 op 2 4
i 5 | A2 i ) K B O R R R R AR T R
AT

5. AL R N - A LI R 2 5y 45k, 32 2l
A PR S R 51 A A I T R R
FJLF R, RN K2 R0 B K S R U AE
IR, JEE R 45 o A B R K E T IX
(BZJUT S £ 4 ) (2 B [ v | b 988 1 /0N i 145 R
Bio — b WL R R BRI . 18 A BILIE R R
(1) £ T BUDF AR AR 22 4, S AL kA LI R o
TP I G 1Y) R MRT L DA SSU 6 ik 1 5 7k 18 1
it HERAZ X R AR 32 RO 3 A7 S8 R AT R L/ ik
BRI+, HEAE R AT LS B O A i ik L R
PRI BB K i K B0 BT o A8 AT BL I 1)
o P A 7E MRT 3220 3% B R Jm kb 1 i R 18 1) i
FB T, WLAR 455, RN B ot S/ il 2 Bk 28 v
ZE4H, Pl R A% X T, WIS {5 5 kb, w] DLt
A Y W R R LR A
B WUt SR A6 e HE v B Y B BLRRAE (9 B2 AR s R,
B S A 3 Ao FR ) R AROR % 30U R SO A 405 1 K e B
B o A HLE R AR R Y MRT R B i
IR—20, B B I RAE AR B 4 5%, B2 e it
AT LA B 5E KA o

6. Sk S WA rP 3 PR R - S £ P B M
Je 8 AN [E) P RN 3o A £ B B0 2R Ok B s 1 i
Ao PR R M 28 2R G %Ay S B B AR, FERR e 5k
W MR B A G 18 T O R BE SR I Bk

Fe AR R B R I, G OR I 45 T R RUA 2 Rl R BLE
S N DY N R R R TR = R B v S
MRT 2 B g XU Fr J0 11—+ 118 368 Bk 1 o 22, 0 H 2 5
R I o N N SR 7 1 S P ==

gy (10 ~12]
g o

7. SR ) RO R R T R BRI T
ARB P22 B 3R Ml PR 26 3 O B ) g | e 0 SR | W e | I
W BRR 5 45 o T K, BE T N PR BRI i | DY R
¥, HETT Lo BRI 452 1k o SR P B I IR 3R B
0, S0 = 4R bR SO, AR OGS AR A HGE R L,
MRI (%5 5 T 2 — 2B 5T

— . MRI EH FHKFISFTHEAMNME

1. Re 5 M SR - MIRT R &b 78 I IR R i 22 2
B, A PEAG I A P o PR AR T — AR
(B A BF T R M B i R 2 1% k'™ Bl 4
R, FAS W, A R R VR N I DR 3R IR Hh B
MRI I 204 8 ™ & () kE £ 3 . MRI 5 R7E b i &
i 4h BIAT % 9 55 i ol A, J2 R 3 CT &G A B 14 45
AL 10 775, 5 Bl 2 X SR PR 2k CO HRE R
PR MRT A A BAT %0012 W & o 38 STk i
IE , MR fE SR AG RO IR A A 2 AR v 2 5 il 75
155 B 5 1 2l I B 3h 25 WL 4 i AR S AR A0 T
AE | WA Sy B TR A S 405 % W0 36 1 e A A T
S B ST AR BT, MIRT ] bR S AR 10y 45 331 b o R T
5 ARG R R I AR AE AL, B MRT XF TE 9 5 4512 by
K 1 7 R R 0 TN B R S, EOR R
R Z UG B, RS R E G E T aEE
i MRI S EE, X1 2 1697 7 %8 R I R 7
SBOIR F IR A G 0 P 24 i T AR R K W LS A
TR PR MRI GBS s R, 455 TR0 1Y I IR
Py a3 ar LY Bl i DR B AR G A ST TE A Y 2
X AT BB 23 U AN A S AR I O A Y A

] 356 % J5 %% & fiE ( posterior reversible encepha-
lopathy syndrome ,PRES) , Ilfi JRK 3= 22 32 8 oy & 1 =k
SRR, IR R BT S 2t B 5, MRI X PRES
YIS JCHEPE A" o T L, 5 2 T Y
PRIRTE MR 1A F A i i, B A o 2 4 i o st A
fE MRI b IJEHRAE R I, W) A A %000 5 o W
MRI A] £ — 5 B2 o2 W 250012 1B A il PR R )T 12
AEAR A, Bl 78 Bt 26055 31 A= BRI i R B o 1 1 0
T, MR AT 5 1 PR X e 25 i 1 15 9 12 7 %
X G BB AT R AE 1 Y 9 AR, 45 5 s B RT A 2
FRAE MRT AR A R AE R AT LRS00, IR 802 W,

- 179 -



- GSHR -

J Med Res,Jan 2016, Vol. 45 No. 1

T UGE 23597 7 o /N BUR IR 5T & B MRI
AT LATC A B W0 4R = X /0 B A 4 1) A 45 o B 2
M 28 3L, o] L MRT S Hb 25 1 G 104 3 18 3 Al K )
W A7 B A . DWMRI A] 4 38 % 420w 5 10 A% 40 g
BRI, T, WL AT W 0035 1 1 A2 4k, DT B 4f 1 DA
NN R B R E 7 o VA BT E N i

2. fFTER R JE : MRI 7R 2 0 LARA R L.
e, R4 v 2 I A A R B AT R S 0
A ML B3 TR R 0] TR 25 A5 0F 9 & A5 T s 007 R JRR O
I B MIRT i A4 53] 1 358 408 0 DX A ML gt v 23 51 2 26
2 PP R RS 01 ol S0 o T 5, L A A 92 I T
INE TR AR I, 2 U145 & I O 58, B0 1) 1%
FEPE AR OGPk 55l R R S 56 = B8 8 o B 1 PEA R
B XT3 R TR R G N I PR R T
MRI H5 5 5 SO 5, AR 9l MRT R B0 vl #7112, {H £
Bl RAER ) WE R H MRI W e C R F R #1655
B, 512 RS R. HR, g ohE b S
BB ERILKN S HIESMEE G950 5%
o B CO h 8 B AR R IR TR KR,
5, B4R CT Fil MRI 2 H A Sz il Al il 28 2 G52 0
W PR R0 7 3, i 3 305 I W R e 2 75
- W AL % By P 1%, DRI I 5 4 2 A i 1sF (1] 32 81 PR 461 .

3. T HIN M IE & K 3 H - MR 2 Fh v 31, £
05 L AR T LA 5 W f P BSR40 £ A ) R R A AR
b, BE & BE CT BT A RE & B A 6 kb, DT S I A $2 43t
WEEEENEE . HEr FLAIR 7351 g B 40 &l v
5 TR HA A2 S A A J 31 L ASL 3 ik bk ic 77 81, SW i £
TR S BRI TE K, SR 0912 W RIS 1Y ) DR
BT Z 098 B . B An B B A R HL A% T R B
ik ¥ 458 3 B BB T, A I R T ) B B M 2 T B R B R
A 500 55 25 W (IR 97 B AR B

Zr LTk, MRI RS A X6 v 5 14 s s 12 W K il s
PEAG 25 A9 35 LU 40 R LR LA : DMRI A6 i i 7 1)
RIS 5 R, U H XA MRI | B R 55 0
6 TR0 mp M A, E AR R R S R R s @
5% MRI gh 8484k, 6 0 2 3097 O & B I K B RoiR
S IRE 4 i FH 24 e e AR T AR AR I P S A
SC; MR X6F g s AN T 1 o 25 B ok R 35 A MR AG Hh R
CT T AU @ JC 5 S 10 B s 5618 6 B0 S 4% b B v
BB MRI B 506R T Im R R B R B Z Ak, IR R 1
A& VIMEE . i H A MRIFRE R TE + 4
AR AR SO SE B, N A TE (Y 5 30 1 6 12 W
o R PR 5 A T AR AL AT S A AR A

- 180 -

15

17

&% ik

Dobbs MR. Toxic encephalopathy[ J]. Semin Neurol, 2011,31(2):
184 - 193

Kim Y, Kim JW. Toxic encephalopathy[ J]. Saf Health Work, 2012,
3(4):243 -256

Chalela JA, Bonillha L, Neyens R, et al. Manganese encephalopa-
thy: an under — recognized condition in the intensive care unit[ J].
Neurocrit Care, 2011, 14 (3) :456 —458

Kim GT, Choi IJ, Oh YH. Can MRI findings in carbon monoxide poi-
soning predict carbon monoxide encephalopathy? [ J]. The Journal of
Emergency Medicine, 2012,43(5) :934

Muallaoglu S, Koger M, Giiler N. Acute transient encephalopathy af-
ter weekly paclitaxel infusion[ J]. Medical Oncology, 2012,29 (2) .
1297 - 1299

Tamrazi B, Almast J. Your brain on drugs: imaging of drug - related
changes in the central nervous system [ J]. Radiographics, 2012, 32
(3):701 =719

JZSC, 7S A%, 5 1 TR PR 2 R G I R &
BB AU L R 3E K Sk & 29 [T 4 b 5 40 4 95 0,
2008, 15(5) :293 -296

Xk, EZ AL T s 2k b E R A CT 5 MRI 20 Hr (1],
S5 E O R 2%, 2014, 32(8) :621 - 622

I, BRAESC. AL R i R OF R R (1], e 22} 2
i, 2014, 47(1) .55 -58

TN, B 6, R R A A AL AR 25 FEAY IR CT R ILLT].
i E S A BE A, 2010,19(3) ;188

Welch KA. Neurological complications of alcohol and misuse of drugs
[J]. Pract Neurol, 2011,11(4) :206 —219

Geibprasert S, Gallucei M, Krings T. Alcohol - induced changes in
the brain as assessed by MRI and CT[J]. Eur Radiol, 2010,20(6) :
1492 - 1501

Sutter R, Kaplan PW. Neuroimaging correlates of acute encephalopa-
thy [J].]J Clin Neurophysiol. 2013, 30(5) :517 -525

Wic e, a0, A b G5 B0 AT O AT MR T B S I 04 3l
A MRIRB[I]. P E BRI, 2011,19(6) 1442 - 445
Amran MY, Fujii J, Suzuki SO et al. Investigation of encephalopathy
caused by Shiga toxin 2¢ - producing Escherichia coli infection in
mice[ J]. PLoS One, 2013;8(3) :e58959

Haughey D, Narsipur SS. Posterior reversible encephalopathy syn-
drome after renal transplant: a simple solution for a complicated pa-
tient[ J]. Case Rep Nephrol Dial, 2014, 5(1) .20 -25

Jumma O. Posterior reversible encephalopathy syndrome secondary to
peritonitis [ J]. J Neurol Neurosurg Psychiatry, 2013, 84(11) :e2
Fugate JE, Claassen DO, Cloft HJ, et al. Posterior reversible enceph-
alopathy syndrome: associated clinical and radiologic findings [ J].
Mayo Clin Proc, 2010, 85(5) :427 -432

Mueller — Mang C, Mang T, Pirker A et al. Posterior reversible en-
cephalopathy syndrome: do predisposing risk factors make a difference

in MRI appearance? [ J]. Neuroradiology, 2009, 51(6) :373 - 383
(%% 108 1)



e B

J Med Res,Jan 2016, Vol. 45 No. 1

H WK 1 28 Ak, T R s I R P R SRR
i HAE SN A o AN [R) K SF- 18 13 T 0 AT AN ) A
S, BEA K - A8 LA B e — T Al LA
V-8 JULAN Y1 5 5 A S | E % S Ik ok A A Ak A2 A
J& | 53— J7 T L AT LS 4 o K RE e i A2 E | 42 F 40
B AT 5 e B Y T L S R B R I 2T 4 i
AR USSR 1] T AT E & TR KRR, 51 &
Sk Y . P, A LAT I A
SRR FERE ALY K A R e PR A EEAE R TR
R B AN TR [ B, A W PR T 2 AR AR TR . e L
I B B, A S AMPK A 53 e TG A W, A ]
FI W0 3 — MA BB Bk 1l B B O JIL 41 AR Y A= A7 36
TSR AR AL T RG I 3 U W AE B I B B, R X0
JULAN B 3 OR AP 1 o T A Bt LSS R T P B, O L
2 M 38 5 Beclin — 1 481 1% 15 5 380 I J34005 400 M ) e
WK P32 AIR  Beclin — 1777 35 BRI i B /0N B HG 97 28
/N O LA B R T2 2% i R 3 150 WD 7E B il 5 -
WY B, WO LA LA RO

EH USRI, AGEs 818155 T I B i 48 1 15 UL
20 L 19 i O Bl A 8 I T) 04 A T 4 R, W T 3 5
AGEs 5 S (19 1ML 8 V- 18 JUUAN i 15 58 A0 0T B | fin 5 5l fik
ok A B A 1 R B, 003 I W AT A9 8 1A T T L 4
WA GE AT RS, UL B A ] LUGE A PRI Bl Kk s R
B A 1 2 2 O L 0 M0 A S Y R A R
I, X 20 1) W KT R AT T B0AT BB 2 IR T W R I
T IR B 0 SR 1T, H I LA ) Bl W 2 S 0
TTHRAMNIE

5% 3k

1 Simm A. Protein glycation during aging and in cardiovascular disease

[J]. Proteomics, 2013, 92(27) :248 259
2 BRI BROSCHR ARG AF. SN M A A TR AR DGR R R

555K Ko e RE AL BE e G B R G R [T o [ Bl ik 1 Ak Ay

A5, 2014, 22(1) .37 -42

12

13

Kobayashi S, Liang Q. Autophagy and mitophagy in diabetic cardiomy-
opathy[ J]. Biochim Biophys Acta, 2015, 1852(2) ; 252 - 261
Hu P, Lai D, Lu P, et al. ERK and Akt signaling pathways are in-
volved in advanced glycation end product — induced autophagy in rat
vascular smooth muscle cells[ J]. Int J Mol Med, 2012, 29(4) ; 613
-618
Hou X,Hu Z,Xu H,et al. Advanced glycation endproducts trigger au-
tophagy in cadiomyocyte via RAGE/PI, K/AKT/mTOR pathway[ J].
Cardiovasc Diabetol, 2014, 13 78
Liu H,Cao Y, Tong T, et al. Autophagy in atherosclerosis; a phenom-
enon found in human carotid atherosclerotic plaques[ J]. Chin Med J;
Engl, 2015, 128(1) :69 - 74
Doran AC, Meller N, McNamara CA. Role of smooth muscle cells in
the initiation and early progression of atherosclerosis[ J]. Arterioscler
Thromb Vasc Biol, 2008, 28(5) ; 812 - 819
Hou FF, Chertow GM, Kay J, et al. Interaction between beta 2 — mi-
croglobulin and advanced glycation end products in the development of
dialysis related — amyloidosis[ J]. Kidney Int, 1997, 51(5): 1514 -
1519
A H %, W AR AE L IR 3 S kR il A8 7 W LR I O TR A
WEBFFE[T]. B4R 2 88 B P 2=k, 2010, 9(3) : 217 -221
g AR, PE Sy, 4. PLK/Akt/mTOR {5 5 il B 75 15 w40
JHL L K S bk ok A AL BEER AN FRE AR R LT ] o 9 B A P
Ze, 2013, 29(3) : 390 —397
Lander HM, Tauras JM, Ogiste JS, et al. Activation of the receptor
for advanced glycation end products triggers a p21 (ras) — dependent
mitogen — activated protein kinase pathway regulated by oxidant stress
[J]. J Biol Chem, 1997, 272(28) : 17810 — 17814
A, TRIGERI, R Bk, W R 10 27 W5 S0 LA I 48 RE S B 1Y
BT[], v ERHEA B e 7, 2007, 23(12) : 2341 - 2345
Liao X, Sluimer JC, Wang Y, et al. Macrophage autophagy plays a
protective role in advanced atherosclerosis[ J]. Cell Metab, 2012, 15
(4): 545 -553
Sakata N, Meng J, Takebayashi S. Effects of advanced glycation end
products on the proliferation and fibronectin production of smooth mus-
cle cells[ J]. J Atheroscler Thromb, 2000, 7(3): 169 - 176
(ki H 9 :2015 =06 - 08)
(& 18 H 1 :2015 -06 - 11)

(% 180 )

20 Bathla G, Hegde AN. MRI and CT appearances in metabolic enceph-
alopathies due to systemic diseases in adults[ J]. Clin Radiol, 2013,
68(6) :545 - 554

21 McKinney AM, Kieffer SA, Paylor RT, et al. Acute toxic leukoen-
cephalopathy : potential for reversibility clinically and on MRI with dif-
fusion — weighted and FLAIR imaging[ J]. AJR Am J Roentgenol,
2009,193(1) ;192 -206

22 Dorandeu F, Barbier L, Dhote F, et al. Ketamine combinations for the

- 108 -

23

field treatment of soman — induced self — sustaining status epilepticus.
Review of current data and perspectives [ J ]. Chem Biol Interact,
2013, 203(1) :154 - 159
Rosman Y, Eisenkraft A, Krivoy A, et al. Using MRI for the assess-
ment of paraoxon — induced brain damage and efficacy of antidotal
treatment[ J]. J Appl Toxicol, 2012, 32(6) :409 —416
CHcH H 91:2015 -05 - 15)
(f& 1 H 491 :2015 - 06 - 04)



