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REE, RTHR XA
(T RS BE e 2 AT Tty e JBORTRE: b, FRZEPURE, 1L 20 432000)

WE: HE: 2FlRBENS IEPOR th R e (CAE) MK & CT/MRT SEARRIURHE, R
CT/MRT £EZIR GRS W P IO EL. Jik: [RIBUE BT 32 B FER 7E 8% CAE EE IR A CT/MRT
WARBORL, REIUBAR PRI 458 CAE MRS B2 A R R e R gt (U
AR R GE) AR IRRRT, FOMURRE CT/MRT BRI N %4 27 4, ke 7 41,

FBUBEER 18 s 15 e a3 s DRIRGAAEYE 1 61 20 IF A7 24 Bl. 45ik: O CAE [
PR I 3 SO I A 0 TR A FRARU BT, LRI SNSRI SR AL o 2T A Fd B A 5L 5
@ CAE 5B R AR, JELL/AMI S| P22 4 A S A3 JE s i« IR AA AR I B RURR AR

CT/MRT fer i 1 M4 5 fOVE 5T B MARE A RS, WONIRIRZWT . W67 OPAS TR 3
CRISEE

KA WG ORI R AR EDEAR XETHENL MR IR

XEHS: 1004-4140 (2010) 03-0107-10 FESES: R445.2; R445.3 XEKFRIRAG: A

18RS P2 i (Chronic Alcoholism Encephalopathy, CAE) 2K K=K

WIE LA S AR L, IFREME R ERFEMN AR AE. ERE, WK

(alcohol dependence) J CAE [IRJK % REF ErHEAS, Mt PECRF WA, OB
HBEJ AL 23 i) R oS o OB AR S R TG it 3, U P iR R 4,
RS HNAOE RS T EEE N —, HATE A E CAE PSR . FHik
T 3O AR AS (R RIE 7 48 7 FL I R I AR 5 U KRR, B % CAE 112 W7 R o7 ik
BRI .

AR SCBCERHE IR T B BE MR T ORI R E 2003 4F 7 1 ~2009 4F 10 H WA )
Zell PR S CT/MRT S5 2412, FLBERE S 341K CAE 993151 32 491, %o FLIG P K pi i 463 25 FY) CT/MRT
AR TORIEAT I, B AR CAE PN IRFIRE R 2 Wik, 335 CT/MRT X% (1)
It R S AN o

1 ZERERHE
L1 —RRsEs

ARG NPEUAIEL CAE [ 32 i), b 55 30 B, Lo 2§, 4Fke 34~69 %, FJY 42

Fs BHEE: 2010-05-03.
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&, WS T BRI A 28T R (COMD-3) 12 Witk b ) 2 WK it )2 CAE [¥1i2 Wihs:
HE™ A RIS R S ORI R SR S K I 5 S A RIDRS o R 1
FU K 5320, SEH H G ST A FEALE 250 ml BLE, HIELOH 10 4200 E, il
WO B EEAR DR @ IR T M oA S S B R 2 2 B IR FIARAE s B A AN R
FERIRE PR s @ CT/MRI RS A it 3 @ FEBR SRR R INM I ABAREZ L RS -
® WA IGIT SOKFE B RYEAE IR AR DO e 41 4, R 12 4, Ty 25 4,
P 20 4ERUR 13 61, KT 20 4E 19 6. WEE A &E: 250~500mL/d 24 %1, 500~1000mL/d
8 W (H g TvE) . ARAWIEIAAT R CT P41, Horp 7 BnATHgss a4, 12 4R 4T MRI
AT

1.2 UBEEFHF*

SR H A Byt 4800-TE 24> 5 CT FIHiHLAT GE signa counter 1.5T # FHiILHRH
iAo CT K& Jvd: HBBEMENTEWIR, DIWTIE ALk, LUZE 10mm, JZEH 5 mm 4K K17
PRIV 2414, HERE 512 x 512, FIREHT] 3's, AR EHR X R A2 3mmy J2FH 3 mm 4
JERHE . o 7 RS 2N F KO AR SR 5 (Omnipaque) 100~150 mL 345,
HENEE 3~5ml/s, FHHISH S8 WRI Kdryik: R 8 i LMptALE, 17
I (9130 PS5 7 41 i KA P A A 2 457 0 S ARAVE 191 € [R18 TOWIL: TR 380~500 ms, TE 8~ 16 ms,
NEX 3; MBS A s RAT ek A HER e TWI: TR 4 200~4500ms, TE 90ms, NEX 3; Mffifr
AR Y S S %1 (FLAIR) = TR 8000ms, TE 90ms, TI 1100ms, NEX 3; Hi#hfr &
FARNIALE 24 cmx 24 cm, )5 5mm, ZFE 1mm, %A% 256 x 256,

2 48
2.1 IEERFEW

BTG T ARV RE RS RO PR R Horr 13 91 2 b, 19 1941
PR, LB TR LT 30— AR . B 28 BORMEAR 0 S . Skt
FINE. SPHTRED e, ASREREAT FI TAE, 2 DaiBas. J0R 7 BIRLISE. S, AHs
BOARs 2 BIFAABE. Rl 2 BIRERRI AR 2 GIIRIUBRSE: 4 BI3LYRKI; 5 BIVEDhAg
FHe: 8 GIEAEL. WKk, ERAeE: 2 BT BRARE: 7 BUEARR. A
SSAAREL Hoh U BIEEILA AT flE 3 01, JOP L0 SO R, 2 12230 oA Dl
Wi AWTHERAT RO . OBRIR . BB AR, BURAR 28, R
R .

MR e PR LR 5736 14 90 DLPb PR AR R L2 3 0, T I A7
B UL B SRR T Bl B RRRIARL 4 Bls LRSI 5 B, EIAIREA 4 Bl X
GV & 701, 3L 1B IR RS
2.2 #pENM

AU FTAWBIIE CT/MRT 524424 7 R, TEA NS RZE . i o i
TR MDA 5 FRBIZEAL, WU AR 2 RO L, BT 2RI
7, —RLLZRARME LI, A4l 32 Bl 2RI E 24 ] (75% ).
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2.2.1 PXESE

A 27 41, CT/MRT R AFIREEE N4, AR RINZAA NS R N 5
JeNmZESE 9 B, sl 5 B, AN Z W, KINZEGE 2 R rt, R
Y)Y o) [ IR S S AN R o 7 N2 S 1T DI )
FRB = PR EY R (LG, KINZEELUBU . Ui WL (19 6D, FLaCh bt (8
B, T BRVE G A i B AR AE ILEL T Gad MIEL T (b)) /NI
RIUNARRRGR N /N SCBERLEE, /i R R R B, b DL/ il 2 4 1 (L
K2 (a) A2 (b)), Fhi, /Mix bt AR ARkt y K.

(a) (b

BT 5, 428, 184N, HYIN 250~500mL, CT 7fiia . it 58 ik,
I 7 SRR A, A 00 i = A0 R 1 DX 2 9 [ o0 A1
Fig.1 Male, 42 years old, a history of 18 years alcohol use, alcohol use 250~500 mL
every day, CT showed sulcus, cisterna widened and deepened, cerebral cortex
showed slightly thinner, density in inilateral lateral body area around the white
matter reduction and semi—oval center

(a) (b

K2 Bk, 39%, 21 Pk, B 250~500mL, CT 7RHFRT RS B, /NI By B 58 . IR
Fig.2 Male, 39 years old, a history of 21 years alcohol use, alcohol use 250~500mL every day,

CT showed widened forebay pons plpontes slightly wider markings, cerebelli vermis sulci
widened and deepened
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2.2.2 PxtE3E

AT, 1 GIRETERL T By, CT B &t iR I B2 B FEWAIS, B AN, K-
JF R R CRyAlr i RAED, RS SR8 . Hok 6 9 s BRIEREZE, CT I A fix
DAL PBEL TE00 e 000 TR U A A AR B R, DA R B S R I
RN TR CRIE W D, WA, EAKMr . B AES, R IX
fis BRIk A 2 de 22 WL (4 51D (LI 3 (a) AP 3 (b)) o MRT FEHL A X TWI 24K
ARAE T, TWI EER GG, AH WG] 2 R I A [FRE SR A 30 ok V8 19 8 IR o =
PRGN E AR

(a) (b

Fg 3 ;’H;‘ﬁ’ 52 5’ 31 q:tkﬁgi! El/ﬁjﬂ\%@ 2500 IHL, CT %Hm?@\ ﬂ&Y@i@ﬁﬂﬂﬁ% XX
W ZPRAZ DX AT LT A AN PR BE 5, GRS AR
Fig.3 Male, 52 years old, a history of 31 years alcohol use, alcohol use >500mL
every day, CT showed sulcal, cisternal widened and deepened, bilateral
lentiform nucleus showed irregular low-density shadow, the edge showed a
little fuzzy

2.2.3 BBRIEHER

AL 18 1, CT B B2 15 S U0 i = ol Bl 11 Jo 38 1 s iR AR Ay
WRARE AL, AFRTHEW, o Ry, LK 1 Ga) ME T (b)), B iR st
MRI RIAHAZX TWE BAG. IR EE S, TN FERE(E S, FLAIR N2 &{E 54k, 14
GRRERMT . SRR DRI R B X i i et R W (L3 D, AL 16 BT AN
EVEIEYLE SR 38
2.2.4 FRwhNE

AL 34, Hor 2 45 CT 7 S 00N v Jisi R i 18 B 3 e, e 1 490 L Sk A )
AARE LD, 1 6 S ACE S A B2 X . 3 9] [A) 01 MRT R R ;o 28 =, DU %55 %
A R FLS A A IO AR AR AL, WD BARfES, TN R&EfE
7 (WK 4), FLAIR JREWEmE S BEMmKTEZRIY “HRIDURSL. JL5E K Ry
L RRRRG " = HRAE.
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2.2.5 BHBRIRTSE

AU 1], MRT ZRIUA AR S B 2545, AR, ARR4E/N, BEIRIKN S E S,
TWI BARAE S, TN (LB 5) K FLAIR R &5 5. AGIPEIRAARYE ek s, HIA
GIFTRIB N ZE S . A CT AR I ZE s, WA AR HY

K4 53k, 45 2, 22 FFGE L, HOW =500 mL, B5 Sk, 62 %, 36 FIEL, HIKE 250~
TWI 7RIl o g o A& 3 o L 500 mL, TWI 7= DFIRAARTRGE /N, DFIGAA
S5 DU i = i v A A HEEES, USTHER
Fig.4 Male, 45 years old, a history of 22 Fig.5 Male, 62 years old, a history of 36 years
years alcohol use, alcohol use alcohol use, alcohol use 250~500mL
>500mL every day, T.WI showed every day, T.WI showed reduced corpus
thalamus, midbrain and periaque— callosum volume and splenium of corpus
ductal, high signal lesions at the callosum showed a high signal, the edge
bottom of the fourth ventricle showed a little fuzzy
3 itit

IR HUA I B e 2 RGN 23, JCHGR R R 48, NILIRRRBLE
AKRAZPEEME M, HIFARES, TR Z 00 FUEF Rl
3.1 BMEBERETENHERFRENIE

WA B R A RO DIPLR R AN EER M, — e B U S IR A0 O 5
SRR TERIT, B ARELAIN e ACMHHERR I, Sk B S AR B4, 1 Rl
WA I IR, IS Fw MABAE IR, FER R, 2 2H, 1RO
NS AR R R, RN B2 AT R A% Sl s 1 s s @ RIIK R &
JRAS A SRR, WS TR R AR, 3 R R A B S AN A 2R ZE R
AL, 45 C EgZ, HUASTRAERE AR, a3l SEhaocty
WS, B IRYEERGZ, ERROSERHREIGER (TPP) SZIUREOLF, —JRIBRIGHAAGE
WA AT, SOANREZE R ATP, L5 S EE AT AL 28 ATP 1 RIS 10 i 4 e A
U es R A RS, SR FURRHERR IR th 3, TR I 5 B BRI B,
AR A A IR BE R A A R B, M g ARAE T, S EUP I RS RE
BEAG s @ Wk BN MR L CAB AR R BN LA —, X" 52 2% I
HRE K BN 2 8 22 B AE L 30] OO IV R BE AR, SRBIA /NS BE IS 5. B



112 CT P 5 N H 5T 19 %

IR, TRUTR I, SMBUB ETHE N A2 S A2, 04 B
ML 72, T S UM S A B BRI E B IR R R, TR
WERSE, SRAEPETEA MBER L VA0 L PO B AU B % B D 0 i
SUBTERE AT G0 REEIE (NPY)L WEBSZIEBIAIGRE (CGPR). P (ET) JRLMkp B %
(R B PERT TS L AT SR, SO B S R K T NPY
BT (RUEIRIEIR D, ST WIS, P, IR T SO B A
S HORIRE, DT R SUR A T SO Z , FTATISCNS f CAR ek )
LB

3.2 CAE Wl . BE3RMSHERMNER

A4 CAE Jo 5 iy SR x4 T AE CT/MRT 5247 3R L - EE D24 . A2 . fixi 1 ol
BERS . T3 )8 v s S D RR AR AR

TS 41 AR B R R 2 4y, BRI G B R K, DL AR BRI
REMEIR, Mg oiaeg Rtk g e, 2 W T 50 2 LU EAHE. B, X T4 4
WIS G NFRE . A, AR UUR S B SRR, R AR
By A A0 S U AT HERR AR B PR B TS SO R R T . ARML 27 Bl EESE A 50
LLLF 22 4] (81.5%), 40 LN 17§ (63%), #nizsds 5evtwikshaaoe, mik
FAAAE RS AT SO BRI A P T U O R R T SO R X I S T AR BRI, SR
MRz APk SRAE. Bk, Mgl iAZESs, Rlikb, ) SRR N .
KIN HFERATT IZ 24, A, i Mg, s K. imk EAA
AR BERE 0 ) VER ) Bz Sy ketts, THENME, PRI T RE ) R RE, HER A A
U . /N ZEAE DN I R S A A e, L 3 AR 2 A N I B TR M, I EA
AN BRI, H RIS IR RN S e . IRRR BN L5 IRERFE B, Hi5 5%
8. ATEANRR, Mo BE A I E A .

i T2 TRV T SR I I S A L s, DT S e ST I D e A ok 41 3%
B, UM A7 4 SR FE Ty, BEIN TP L A R B L, — R AR R,
DUJAEL 7 140 Ji 2] 3 ot [ DA e o S50 40 T R S o K 10 ) P P T AL L, 5 I
B AE, A I > o PRI I T S /N B SR Ty R AR AL R ] 4 v A S
B2 R N BRI D BEURARG, K- T IR BORI B 2k, A B A AE (AR D),
AR EZ R . WKL LS 5B KA G, Horh BRI FE IR R & 2 W, RI K
BT NEE. O FCRE . TSR AR, BRI R Bk S R, AR,
TN EEMES, A2 k. Wit MRT R AHRAEX TWT 2%, FEE S, TN 322
BEfE T, WA RURE, WA IR S . A FE A R ZE A AN ], I
ISR S BRE . B, EEARR, nDUE AR B — Ak, mTRUE B R
Fol PR B, JRHREUEMAE, EEATE, O, RS2 AR, MEEE I
RS RR . BEASR N 0] BAT DL B RRI  JURE, 17 s BRPEARE 28555 A n] ATGSE IR BAEAR
LB

AP 5 500D 0 1 ST, DR R ORI T R a1 i = L)
AP, TEHF LMK, SR D s 5E AR A M S, i HE L RK W
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P AR A L1k B 2 B BT, A R I 35 3~ 10 mm S0 [ P (R 2R X R A3 K I DX . IXRE IR AR
PR SR E T 1 TR A S S B e AL S, T e 2% S e o e A B s e
I R F I ARG AR as . AT WAL WSk . ERAE MRS . R 2RI Z N A
SRS i = J) R P i R 9 B AR B IR R RA 5 R A, I S BT, MRT
TR ATIX TIWT A%, RIS M2 28455, TN B R s S, FLAIR R s 94, &
IR W

T AER . BiiE. MiAMG . MR Y. DI RGHI . N W SR IR K
W22 4 . MR 2 L i 0 R A R B0 R 2%, DR LRk LR CAE 1) — PR R i 3%
.

FHJE Vil (Wernicke Encephalopathy, WE) J& T2 b Jii Ikl 5 | B A Jric i = Jir S5 i 7
FACU DT o PRI PR R O WA R 2 —, IR LA “HRIVUBRSER . SR8 A
Je R ARBRRS 7 SR R L. IR R RS AR R S B L DU 5 AP i K
R FUAR UB AR, RS B E TWIARAS 5, TN @55, T-FLAIR AH R HERR
B R T, FRIAE W IR A5 kL, SR eh T O B B AR T S A . A
/D DR W /N IR AZ « MR R 20A% . PRI . R A% B R B JE A T e AR A
AR Zuccoli AR I TL K AR O Ak WORS P WE MORRAEERBL. CT 3T &
T WE A5 XU e fi R 06 7 I 3% 8 B v 2 BE AR, AR T D B L Sk A R o, DL K
SKE R BEAIREERX ., —BekYE, X WE B CT HH A BE IR AL Bk R B0, S2Ee K
P MR L 2 AR T AR ARG 2 W) 32 2 dE bR

ORI A2 Fi P e R IR A T 4o, AR PE FR Marchiafave-bignami ZE471F, f&
— R IR TR Th D DL o O PR AR S i RS rh A 5 R IBEIRAA Wallerian
AR PEFNBE A R LR D IR A, IR Bar o Bk T RS . SR U A
REFIICAZ IR, TR FL SRR R AE, WA A A BORIE . KW FAT i, G
W58 AP 8, BRARANED, 25 KIS E, &0 T I RAE . XFFARAARARPE (%2 MRT B 2
PF CT, MRT FEZRIUA PR SR AR AR X 515 5 kk, DA = AR, &
PEW. 2R IR AR — B B FRPE . SRR, TWD RESURES, TN 2
T, SR, KB TE SR I AR S A, ARG, T
2, AR B BEES AR ZE TS, TWT RS 5, TWT S &15 5, FLAIR Af tHIRBEEARAE .
PR S e 2 W, BT BRI A, AR i AT AR CT 3R BN kA4
JASER 5 IR ER FOIRAR R B, W s), T CEOMEND ksl (B8R AR AE,
HEZJHG S XA i 2 i AR, JE AP AT A OSSR (2, S840 I AT I it ™ K, 39 5ok WL B
Bt HIAR A2 W N E R S DGR IIEAH S0, DEICAREZER G &, 2 KA R
O, AR R R I A AR, 2 A R SR AL A AT, LI PR A B A
WA R . KBS,

T Mg ORICERRZES . =58 vl s S DE GRS 1 1 5 ks vh 22 2 A oG, A
I = BRI W T A CAE FRFAEMERIN.

A BT S U e AKE (Central Pontine Myelinolysis, CPM)™'. CPM ¥ VK7E
1959 AFHHRIE T — BSOS h 2w, JLAR D) s BEALE A B A, 22 LT A

el

i
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R PARBAAE &, IR W] A DU e, BOPERRARSY, SVERORMRE, HE FREILT,
IR CT I i i o o R BEORAIG, MRT IR0 TWT W AIAE 5, TNT {5 s, sk
JHUE B8 ARORI o) R i 2 2R AN B2 52 o

BRSO IORS i 52 0E 22 5 0K, (B — ok U, 0 RO, R, 0 T
L, A TN B S NI 5 o AT R RR 2R ARG SR T S I A T R e A IE
r‘l%%[lz]o

3.3 CT/MRI #&EEIGKRIZIT CAE 9N BN E

ARG 12 490 [R) AR Skt CT/MRT A, X6 LA M35 PR R I, MRT 6] fii pA 9 22 1) S s
B CT AL, CT B ik 5 i i % (B3R E H . Jall. FEESE) WoR$ MRI
Bk ze, HXSA R e DFAAA AR PEAS H 2 MRT AR, A4 3 95 JE wefiniis CT Azt 2 431
(MRT AR, 1 BRI PEAL MRT A H, SRR T A5 LU R I AH5C: O MRT 4
HE P, SR RS @WRI G2 M. 208G KRH, B2 2R,
SR TIWT R TWL, WS R SR, 110 CT AR AR S g1 T IDE A RS s PR, [R]
VRN X H AL CT KA. DX CT S BEIRARAR P B S I AT MRT K25, LA
Hoik i

KIRIGIRRINE A%, AR B R IRR R A 2 LR 2 b, (H5AR S0 X
W25 5y, CT/MRT BAJLPRH . HERf TSRO0 S O A 302 W B O MRD,
AT LU R AR JulE . JEER . K/, BCSR MR AR, 0 bR s AN [
WM CT/MRT BERbk iy DL T i o 46 55 1R AR I A S ), DRI, 45 8 IR S 52, CT/MRT A
PRGN IR RS S b T S R 2= i, JLMME(EAR 15 2 .

AR, ARWFFILAAAE — SRRV WA 4G I A R B R, DR T ) i 2 4 A AR
MRS SR ST AR D, HEeZ KWWMY, X+ CAE IR 55 &M
gulfereEsgm, Rk, WA RFARSHAT RFEA . KB UTREST, SR UE S5 56 36 A4
FOM R

S35 3k
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Clinical CT/MRI Analysis of Chronic Alcoholism
Encephalopathy Caused by Alcohol Dependence

YU Hong-sheng®*, WU Ning-giang®, SHENG You-li*

a. Department of Radiology; b. Department of Neurology, Xiaogan City
Rehabilitation Hospital Drug Dependence Treatment Center, Xiaogan 432000, China

Abstract: Objective: To analyze the clinical and imaging characteristics of chronic alcoholism encephalopathy
(CAE) due to Alcohol dependence, to explore the clinical diagnosis value in the disease. Methods: A retrospective
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analysis of clinical and CT, MRI imaging data of 32 cases complete data in patients of CAE, its imaging features
were concluded. Results: CAE is characterized by different degrees of nervous system damage (especially the
central nervous system) and mental disorders; the brain damage mainly shows in CT, MRI: 27 cases of brain
atrophy; 7 cases of cerebral infarction; 18 cases of white matter demyelization; 3 cases of Wernicke's
encephalopathy; 1 cases of Marchiafava-Bignami disease; 24 cases of multiple lesions coexist. Conclusion: a) It is
the mainly pathological mechanisms in CAE occurred that alcohol use leading to brain vessels damage and
nutrient metabolism disorder, brain tissue ischemia and hypoxia and nerve fiber demyelinationis. b) CAE imaging
has its own characteristic, especially cerebellar vermis atrophy, Wernicke's encephalopathy and Marchiafava-
Bignami disease is more characteristic, there were great significance in understanding the nature, scope and degree
of brain damage by CT, MRI examination. It is an important basis in the clinical diagnosis, treatment and
prognosis of evalulation.

Key words: alcohol dependence; alcoholism; encephalopathy; mental illness; tomography; X-ray computed;
magnetic resonance imaging
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