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FEHEAE

MERFEZERRAHERRRAHRAKR AR E R EREI LB AT AT
Vio. WERGAGBETSR LA LUERHERFRAR “BREMN Wis REF¥H,
E S RERABET RS, R OB OR LR E REEE AT ET FEHH

WAEERERFPREBEMERF TRARAFREEAWEHEL BTN T ERA.
(WERGERAEREEFM) REXHF —AEHLANTE, ZHLEEHEFL2M.K
XTTREMERFREMRFRNER LW LS E LB RE PSS, U BB R, 1% F 7
HA,EMEAROERE BREN BBERE S E5EHNDH BT 5HE%, HHEERE
& cat

2HEL: ONEFE: AP ERHERFAHNXHFR B2 F RANRFEESIE
BES; BZFHEE  FPRAMERFENTEHEIXLFR. QFEHHE: HRTEHR
B, P SRR R B R G, DRI K XS R 8 FH A~Z AT 23, BB 5 KA &
ARE PP REURRSEMAARARIERREEEERT. ONA FE: A F XFH
B EARY EMEEFFRILUXKERNNBBYLRRAY 2K, YIERLH 56
TRERAENENE L.

MERFBARR BT T X WERCEAASFTHERAMEHREL, GHFRAKXYL
HURE, REWERFRI ARG, 5EF L LB XML, A ZE, H+ — 248k
RAFEREHELMERMLREL, A TRINFERT -5 THREHBFERNE,
AFELMERERELRMEXMERTHMA, A ESRFRELL DY LK EF, X
ZEAGRFEXAESE.

EAPBMELSRY RNAKENEREL, RERE REME “FEATI KERE".
FEHANE FPFHA - LEVREBERAL P XEL HNAAEARXHBRHE S
CHARBE, AR AR T #E, ETELER. dTRNFRER, w2 B LR,
BUEHAAEAR AEEFNEEREATEMZIL, REXNRKEBE, EFR, BE%
URBRE, H P HRFALMER, R KEHMIFHIE, MERN KA G THRE EH.

AHREEAZ W Lamner BB A AHBELHL T T AHIFHHFEHFUREF,F
MEXARTXHHFANZIFPFEFRARL T H S ERENL, AR ERTHERH-

B E
200643 A1 H
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Foreword

It was a great pleasure to learn of a Chinese translation of the A-Z of Neurological Practice: A
Guide to Clinical Neurology (2nd edition), originally published by Springer in 2011. I am delighted
to provide this foreword on behalf of my co-authors.

The huge demographic changes taking place in the Chinese population will in all likelihood re-
sult in an increase in the prominence of neurological disorders in the coming decades, if the experi-
ence of Western countries is mirrored in China. As the population ages, age-related disorders affect-
ing the nervous system will become more frequent, and as standards of living rise infective
conditions will become less frequent.

Hence it will be necessary for clinicians in China to become more familiar with the clinical fea-
tures, investigation findings, and treatment of the huge array of disorders which may afflict the ner-
vous system. As in the United Kingdom, the number of neurologists per capita in China lags that in
other countries of Western Europe and North America. Practical sources of information on neuro-
logical disorders which are easy to access and use will thus be increasingly necessary. I hope that
the Chinese translation of A-Z of Neurological Practice: A Guide to Clinical Neurology will assist

many clinicians in their work.

AJ Lammer MA MD MRCP(UK) DHMSA PhD
Consultant Neurologist

Walton Centre for Neurology and Neurosurgery
Liverpool

United Kingdom

15th December 2015
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A

Abetalipoproteinemia ( 7t B
A& 85 M%E )
[OMIM#200100]

Bassen-Kornzweig syndrome( Bassen-
Kornzweig £ & 1iE)

Bassen I Komnzweig T 1950 4F & ¢ #
W7 SO REI SR A A BT AL ) LAk, RN
BEAT M 3L 5 K VA 45 A A e O I R B A
gAYt A A R A8 R A i 0, DL A
P AEdE . G B e A AT 2 —Fh
LA B G AR R g AR, L L R IR
T EAREE B RREA (Ml ERE
[ B i34 i 8 BT TR D) 23 R 3 WAk
W. DM, 2K FR o | L v h AR L = BT
UL R G s o A L R R 4EAE R E IR
FEE ARA » AN TTT L B0 FED [ 4 22 9 € 3 A R KA S
2/ A P A% I RRE R . L B R AL T
4q22-24 YLt ik FgmASTRORLAE — B H
# [ (microsomal triglyceride transfer protein,
MTP) (IFEFIZA, T MTP 1241t i
A BAENMBEEANLFEA. 5N
ANHISE 5, MK B IR & 1 IMAE, O R R (B
th SR A%, R BT A B B &
R ps, Ak Fai s RER, MIELLS
7 B HEH FILAE 45 o

s RIRFAIE

o WURERS: BRINTS, LEAK KBRS

o MMEAME: £ 1E 10 % AR, B IER
£ NS BAR (REAE) , 4k T ELEEAT
M BN MR F4F A RZATRELL
BWHE. ERNREEATE,

o ML BRI B EHE R
K% A EERFIE, BT 10~30 % B I 4E
HEEBRZAIRHEHAE.

o MR KA IE: RIN M HPERS IR EKR
Bi. 3L #% 5 C(head titubation) , A& K] J& [ 4
22975 A0 B /) i R R B A ) /0 i 45
SCREER P AR IE AR B (20 U B FR U
B E RN YE SR SR KD dEE R E SR
Al BetLE ]

o HBE G R I BK AR L R AR LR MY
(extensor plantar responses, B[ 2 FCAERAYED

o JaHART A IRULARSET -

o HERH: DA AEMN; Rk T
JE B 0 E

o FERR T HERESG i FARP LA KM (4
R K BRZATRELLA B .

o T HEMZ IS, (HOMZ RALHE
RE K 7 35 B S P AL

A

MR A MU 3 AR R 3T
s M3 AT ILBREL A s 2 (REA ZR B
DI HE B i B 1 5 51D, 1 H 50% B B/
4T 40 i S IR AT A0 ML T 3 (ROK-T e 2R

1



2 #HEAKRFMEREEFH

(B GE i % Bk IESE) AR L R ik B
(19 FLBETHORE « AR AR 35 P AR B 1 o () 2 BE Mg R
H KRR . AH [ B2 A0 B H i il
® Ak R K, 7 A 7E 1~2 mmol/L Al 0~1
mmol/L i [F . MEwTE4E A £ W, Kl
A EE FAERMC. e R A
(CT/MRID) A WBE . WFH (CSF)
ZIEH. MLEAH (EMG/NCS) #rF
BRI IZsi e (g R, N e 8 A sR
HRY) , RIEE R HBAL (SSEP) n] BonHHE S
RINRESTH s IOt A AL (VEPs) AT FFE H1L
LR L LI ] (ERG) AT 557 M
RS P 5 IR IR RS T e A 75 s iR
KPR/ IR 9B 450, {2 0] W A% 18 B AR 40
=5 Ak, 2 DR g g 0 35 AN B T R 3L B TOR 43
W H 25 7E 40 B 9 AR BB .

el

e Friedreich 35t % ifi .

o R THMBEKARGEMEMNYELERKE
B (B FLEEYS AT ) .

o MMM E BZIAE LR RIAEYE L
EEBRZIE) .

B9 S HUN

RAWCAS B £5 4 il (A 77 T I A Qe A R
AR BN LB (S, 8E =B H ik
). BMEMMAERGLE ML E O R4
AEEU~10g/d) Fibh. HAbMEarhdedt %
(HEHEFE AL D K IEART 2 2 FH.
HEATHRIT, BERNFENN, EF SARE
w7 BE B IRAEEIL 40 £

&k

Hardie RJ. Acanthocytosis and neurological impair-
ment-a review. Q J Med. 1989;71: 291-306

Rowland LP, Pedley TA. Abetalipoproteinemia. In:
Rowland LP, ed. Merritt’s Textbook of Neurology. 9th
ed. Baltimore, MD: Williams & Wilkins; 1995:594-596

Vongsuvanh R, Hooper AJ, Coakley JC, et al. Novel
mutations in abetalipoproteinaemia and homozygous
familial hypobetalipoproteinaemia. J Inherit Metab Dis.
2007;30:990

Abscess: overview( BB . 48
iR )

o i 2 JE e B B M) S A B O AR T
DLTE 22 4 4R N BRPE FL AR 3047, 51 A
RGFER UL R R G E RO .

o Jl e A+ S B P B R AR S A A
A ] DL A — R AVREARARAE : L9 Rkt
PRAE BRI F O R AE . RIAR
WA, K, WA R HOFARE7E 2FR I
o Bk 12 W7 o 155 DR 0 468 ke it 2 8 45 (L
PEPERRB () g e o R L S 4
#l (a0 HIV/AIDS) , {H 22 B 5 WA g (A
AR IR G IR Bl B2\ B 5
o EF . BRI B L Y KA
(Osler-Weber-Rendu £ & 1) 58 & f fifi 2%
7 28 o e ek XUBS H n . ECPH (B
AR R T R EBER) MFZ2RE
@5 &4 03 SERR I ES Ui A

o FARERKAT: BE MM AR F W AER AL
5 g 71 e e 1R 3 DX 531

o il 5 R AR oV R i R A A . A7 TS A (D
Jigs 5 % 2 (6], v DL A AR Bk, B2
R 2> WL P fii 47k e
— T I AP e - 28 43 EBOR U T 4 A

BRE R, PRGBGSRt AT

P E R AR A AR F R

R GEIE CHRRER SR EHAER

) Al AW (U RSB AK IR A BHE |

FEME (BIUME) , B AT B e (1) 3L fth 4 B} E

K. MALKIRR ARG L, M.

X 7 BontE R BRAEERM (8D WA

o . MRI ] LLSE i 2 b 2 7 ik B



A3

N A B AR B . MRI $2 75 HEE RERH,
AT BB AE 27 R, o6 R AT AT L 13 4
% (% <100/ul) , 2 A 7 &, B I
W I FBROUESNRHEEAR KA IER
PLAEE: A OREERE 2T LK
93 B, S a0 G5 4% 3 BOAF A L & b B A
M., RHFRTHBEEL. EiR
EHEAESBIEAR .

— BB AR R AR s LT 5 B 2 2R A
HHERBRBHE BREELEE X, K
RN A3 77 K S RERE T AR ARALL. o
F ALK WA A8 £ (20~100 /uL),
BHNEOLEY. RAWERSRT. &5
6381 4 BR A B LI SRR . MAFAE
B B B o 87 R, B A D ot % % A v
B IR AR, TR B RV

o FEHME TR BN {7 TR () S

WRIARE 2 (8] BEFFHE TR LR G K AR A

L5 B T S P e X 531

B 30wk

Calfee DP, Wispelwey B. Brain abscess. Semin Neurol.
2000;20:353-360

Infection in Neurosurgery Working Party of the British
Society for Antimicrobial Chemotherapy. The rational
use of antibiotics in the treatment of brain abscess. Br J
Neurosurg 2000;14:525-530

Pradilla G, Ardila GP, Hsu W, Rigamonti D. Epidural
abscesses of the CNS. Lancet Neurol. 2009;8:292-300

Acanthamoeba( BRI E )

TR AT K 2R — b AR A AR RO BT K B2, () i
% BBTK B (Naegleria) —Ff, il S BUH R M
CIRRCE ) BAT K B Fi 8 i 28« HE A B2 BB C R Bk
7)) B 2 AT # G 4 A A2 SRR T REAN
A EBE (4 HIV/AIDS . 8 BB AE G ) .
ALK T WA B % . (B A RS R R IR
AT wEAE. 2W ERSMEN &

g5 K% T Mo B A2 55 . 2 ) HE A R AT B
(pentamidine) . 1 2k 84 figi il A v] 2% 1 T+
ARVJER. B K B i i % SE T F AR 1

&% 30k

Grunnert ML, Cannon GH, Kushner JP. Fulminant
amebic men ingoencephalitis due to Acanthamoeba.
Neurology. 1981;31:174-177

Aceruloplasminemia( $Fi5 %
B 5 )[OMIM#604290]

HOOA b o L0 o B e AR B P B A
LA 3%+ R WA B B R R R AL K b B
/R (Wilson” s disease) AHfl. HE FE
RN A /NP L BF KR R AN B EiE 5,
HA4 AU IEH, T AR R BRI X
YT A IR R R . HAGHR
T E S & (i SR s = A A gk
HEDE) MZERUEH . BEEA HRE O AREk
AR SeEER .

8% 30k

Logan JL, Harveyson KB, Wisdom GB, Hughes AE,
Archbold GPR. Hereditary caeruloplasmin deficiency,
dementia and diabetes mellitus. Q J Med. 1994;87:663-
670

Skidmore FM, Drago V, Foster P, et al. Aceruloplasmi-
naemia with progressive atrophy without brainiron
overload: treatment with oral chelation. J Neurol Neu-
rosurg Psychiatry. 2008;79: 467-470

Achondroplasia( i B & B 1
2% )JOMIM#100800]

Chondrodystrophy( 3% FERESIiE )

KERKANSAERBRELNETEEAR
KR, bW RO EHRE RBEEA



4 WERGEKMIEREEFAH

1225000, B A% 2F 4 40 g A KB 73

(fibroblast growth factor 3) [ 5825 fd 15 11

HIRE WY RBERG, TBOME R & B, 5

PRI o BEAE B8 18 ANk PR 2 3 0 2, 31X S5 4

A AN 7 b s s 5 RN A 1) 8t ) 1 B T

Ko 21 20%~50% I8 & 7] H B R4

HRAE, QHE:

o PR K8, Fx AR K, 5 8 2 TR E , AR A A A
23 BRI, HFREA -

o FRESMAM A WA A0, (B
LT INBEIERERS AL CBLE KALEGEATE,
SIEFATH T RE MR R KD
.

o PR B RS, 0,47 BH 28 4 Rl AR PP I 8 452 1Kl
[EGEIE.

o HRESIMAR BB LB R, X
R THEERENRERE, N TEREEM
EREBK. HFRBEXN —LEFHTL
B, HEE IR Fr et R A fe R e

S & 30k

Gordon N. The neurological complications of achon-
droplasia. Brain Dev. 2000;22:3-7

Acromegaly( B AB K %E )

— R AR T B A KR
il CAEKEER MG ZAE) , 4k B I
AER Chn)LENRENE) . X4k %
RmEREZ —. B, REE T B L
KAE B #H A P AR IR G RN L RGO
MR TE R . At JBm AE AORE HAth 2 2R
ety B g
o L.

o BRI

o WA (IGEMRED -

o SEdm AU O o FE ACRE A XL, % 5 U
P> WLIRTED

o R ENAHEAREMER GLin
BEFE LN REH K et FEE
A8 RH LT e R Z AL

» BELEIL.

o FHAK Y B RS R R BT 4

L7 T e £ Bil o UL PR g ) 7 =, UL P

P SR R LR P 400 5, UL DAY i A T L LT 44 K

AL T RALET 42540 L FiBE B SR R0 A8

REFFRMERNE .

S ik

Khaleeli AA, Levy RD, Edwards RH, et al. The neuro-
muscular features of acromegaly: a clinical and pa-
thological study. J Neurol Neurosurg Psychiatry. 1984;
47:1009-1015

Woo CC. Neurological features of acromegaly: a re-
view and report of two cases. J Manipulative Physiol
Ther. 1988;11:314-321

Actinomycosis( A Z&E % )

TR T AL H TR I R ) 25 b 2 2 PR
PRV sl T ARl 1 (2R ) 51
HocH R e KRB T K 2 R
(lumpy jaw ) , SE A 0 SRR A B T 1 R
A UL T RO AT R O A 5 1
AR AN (B @A R A . B
VB AR A A A S A, AN A e R GE LSRG
TR AT . BB B3 003
hE AL IR BRI TR B R B
B (nocardiosis) , # 2 K M dF4F R %
BRAHIRI G R S8, LR ERARFHA]
A P S TR R -

B 30k

Jacobson JR, Cloward RB. Actinomycosis of the central
nervous system: a case of meningitis with recovery.
JAMA. 1948;137: 769-771



Action myoclonus-renal
failure syndrome (AMRF)( 3

{EHEALPEEE - BRIBLGE1E )
[OMIM#254900]

PETE LR 4 - B SR 45 B AR 2 LR
B 20 PR LR 2 /s i RE R 8 R ' 0
HRFAE ) — P, —MRAEH DAL 20 2
Z B . B F G HROE R BBk
(Quebec, INERHH—E—FEE) W—
AR INERKIE, AR —FhE ik
BB ER. ARWERGERUT 5=
iy A B 6 2 KORBR, T 2% RS FH 8 A5 PEAC A B
Faf K.

IS RAFAIE

o FH.FHEH: 8 17~18 & Ffih.

o EMIR: H 17~18 & JTth.

o FYEMENIREZS: B 19~23 % TFHh; B BERK

o FEEM: H 20~22 % IFif.

o /NIARTE, 3L B IR, M E BERS: H 21~23
UG, HFATEE,

o W (AMEMEMmELIE): B21~23 %
FFi

o MHBMMIIBITHMER.

o LHEMSIN R R HEK RIAME. & J1ATRE

=34

|%o

B AL

MRS o A S AR K B/ i
45, e B R A R A B TR
R o A T AL A R 4 D A A 7 £ B
KL, BRI R A K

SIS

A 5 PR 5| D8 A 1k UL R 2 VIR /)
Ao REAR , 5] 2 1 2R o 8 R T ARLAE o 2 T A
48 BLUTARAE (Kuf 75D Al H R UTAR 1044
ZB4TMH 9% (neurodegeneration with brain iron

accumulation) .

VST

bo P gillN iz o b P = o vy e
BRI (SREBHEE, ERARED .

8 ik

Badhwar A, Berkovic SF, Dowling JP, et al. Action my-
oclonus-renal failure syndrome: characterization of a
unique cerebro-renal disorder. Brain. 2004;127:2173-
2182

Berkovic SF, Dibbens LM, Oshlack A, et al. Array-based
gene discovery with three unrelated subjects shows
SCARB2/LIMP-2 deficiency causes myoclonus epilepsy
and glomerulosclerosis. Am J Hum Genet. 2008;82:
673-684

Acute disseminated
encephalomyelitis (ADEM)
( BRI E AR )

Acute hemorrhagic leukoencephalitis,
acute necrotizing hemorrhagic ence-
phalomyelitis, acute postinfectious en-
cephalomyelitis (APEM), Hurst’ s dis-
ease( 21 H i Pk B R 4R . . PR IR BE
P o A R . SRR T B
R .Hurst %5 )

SERR M R 2 PR AR
B R e AR 5 LRI 2% R0 i 45 8 8 £
B BRI AR R GRS i a4



6 W% RGEMIEKEEF MK

AR B B T R AR R . FLAEIR R AL, A A
HUEERERZ KX A F R
F R R R A MR L R R A
L, K EIBE VT AT BE R ME— B AP H I T
ADEM #AE W, BEJLEXLFEANFE
BRI EREMILT- R, ZRHAKFIES K
SR IRIT (BRI L~ B LA o

I ARIFAIE

e ADEM £ —FiiEKZFE1E, AR A
HIZ BT bR o
o RUREEGL: BRIZ . KIE /KT, BB AR 28 \ IR
il ¢ 32 R AR WL o
o ATHIZ Wi FERFRILKEE, B4 R,
MEEFN.
o HIOKHA: KA, Z 41, DI,
o B (BUNNT, HR) .
— At a2 4t A R AR 5 i R A
fE: BlANALAHEE K CATREXNM) 3R
W TR (BERHEER) HREEE
FHBEN.ERIRERER, 5% KR
WARLL, Rtk o B Rk R AR (Bl =
ERERS BUR R AE . B W) £ ADEM E
W
. MEIRBOH B B SRR B Bkt
ARAE, TRTHRASRE BEJLEES
Wo
— Sk IR R AN ST 58 L % MR 1 A R
RAJETT BT 1 A ADEM &3 .

FhEhE: A

M AFR A WK, TRAH M
B2, R Al R S IR BE H o i A R A B
JEEEHEAR M & MEEHE¥E: MRI T
VUE ¥ 4=V 8r s 385 € 8kt LiAER 3wy
BN 5& KM+, ADEM it
AR R E. B S Z REENAM,
ADEM )35 kt 76 i o 2 8 & & R 1 et

&) fa — RSP B, T X B [e) AR /D8 it 2 FA).
F O AER S AALE , 3879 MRI AT L (55 1t 76
ADEM &% 4 F 5, X HM, FHFEE -
WRAEMEMA T2 KRBT, KW
ik, [ RG— BB I8, ARG IRR EH B T
% %] ADEM 5 MS. EBRE: EHEA
A G EL ) Boge, BREIER . 7
SRS LR ARG (B
@A ADEM HIFEEAHR, At E L 53R
PRRRRAR ) , BRI A W P LR £, Bl
LR, AR RINEEN, A
ZH—dH: KEFENFERETE XS
REBKIZN . MEmAER: ERBAM
i e, B B 7, B TR AL KD 5 4 A
W B R D . B LI R B
it R0 B A S0 KSR R = I AE , A K B RD
7IN B TR 40 P £ S, i R A R B/ 18 B O R
KEEF TN PBRKEAR (HRME RS
A% &), 7f ADEM B EHHKA S (SH4
o I R A, Hurst 5575, 8 WL/ 1 8 LA
T it B JE) PR i 48 2R B B0 BE, 3% 65 4t T R e
Pt N RS YR Srtc e d: afirgii 2N
.

S

ADEM # ¥ B 145 52 W = H KRR
2 R APEREAL . FoAh 7R B R R R
s TRILE,

o FREHERN AR
o RIZFMR (AR TTRD .
o ME K.

Wy SHUE

FRRICT-HA 10%~30%; HR R H M2k
RBRETERBHEREHT . 4 5%HEE
BETHEAATERE. TUREREXR: £H
% B i A 88 £ (multiphasic disseminated
encephalomyelitis, MDEM). HEIH&H —



AT

M 4™ A& VR TR YT ADEM, {BAT 52
{5131 B & Ak v S R o R I B A L 1T
KV S S BR AR 1 (A IR SR AR X AN 2 .
ALIE B R R A AR TR E R 2
— ] ADEM M &9 K KK, —L% &
WA M. ZH ADEM B IHEE L KL
RS, Jk i [Tt 8 2 & B, 35% HIRA
ADEM B & 1 EZ G HEFH WA 2 K
Ttk o

SE M

De Seze J, Debouverie M, Zephir H, et al. Acute fulmi-
nant demyelinating disease: a descriptive study of 60
patients. Arch Neurol. 2007;64:1426-1432

Hollinger P, Sturzenegger M, Mathis J, Schroth G, Hess
CW. Acute disseminated encephalomyelitis in adults: a
reappraisal of clinical, CSF, EEG, and MRI findings. J
Neurol. 2002;249: 320-329

John L, Khaleeli AA, Lamer AJ. Acute disseminated
encephalomyelitis: a riddle wrapped in a mystery inside
an enigma. Int J Clin Pract. 2003;57:235-237
Weinshenker B, O’Brien P, Petterson T, et al. A rando-
mized trial of plasma exchange in acute central nervous
system inflammatory demyelinating disease. Ann Neurol.
1999;46: 878-886

Adrenoleukodystrophy
(X-ALD)( & LRI BERE S
AR )[OMIM#300100]

Adrenomyeloneuropathy (AMN), Sie-
merling-Creutzfeldt disease( ¥ |- Iif %
HE#hZe%5 . Siemerling-Creutzfeldt 7 )

XESME ERMWE REFAR
(X-ALD) &% W — it E ALy ag i,
HRF fl R I R R 2 2 4, BI(EAE [R] — Kk o
R WM. X-ALD Km0 52 Rt i,
I A B FEVE B RERS  H & R R R

ALK S ERRThREA S thERELIEEN T
BT i 2 oA FERME L
MREREM S (RS LHEHE) . X-ALD
B HLE 2wl Ak BRI & B
(ALD &H) RE,FEHEHBT ATPE & &
( ATP-binding cassette, ABC) HAXIK. &K
B FBHAERKEEENT B (very long chain
fatty acids, VLCFA) SRS, B 42 5 BUH MY
PG ACER R

Il ARAFAIE

X-ALD & 7 At ZA R Ea, BT
F—xKiEH. BHEAREEE 1:25000.
o JLEMA K BIRER <10
— BEATHE AR ORI ) R R, AT BURIR .
—~ SERE TR R R M.
— MR BT h R RS AT R, BT
HUREERIKBH
— B RAEFE W
—~90% UL ERFEAHYE LIRIGEA S (K
mE, FRREENE) ,BEESR. A
Lo\ R R B, IR IR
1E 70%~80% [¥] % &, 1 22 Th fig R K
HIIES ERRINBEA 2 Z 0T .
— HBRHAR A FEFAR, X-ALD HE
FERMREERE,
o FH/AEMMRIL: BFELL 10~21 %,
- BRAGERE ) LE B H ML, B AR
%18, nLEHZRMERE.
o F LIRHEBEMZLR (AMN): IR FER 28
+9%,
— AT TR
— BRI i o R T
- LRI L.
— PR ThBERUE -
— K& 45% M B EMIITH NI RERH,
L 2R o B0, BB (¥ dn o RUFE RS
9 R R A L RS .



8 MERGHKAIEKEEFH

o AR 7E 21 B
— PR i R AR, AR S LB R AL,
JC AMN RI; 7] 2 I H iR BIEHE (F
DI
o {UFRILAFTEIK MM (Addison’ s disease) ;
LA RGEAEIK .
o JTCAERAY: ANA BAL ERFE, oW 3wk
e RGERM.
o LUMIET
—F 1 20% AT 47 K AL AMN (15K 9% &
M, EEREASA— (NBEREENRT
Ji 2 R B R AE T ) 5 1%~3% K& A ¥
R, AT h RGBT E 2 .

A

i H i AR ERR R B E (ACTHD
R FRRE W e vTAESE B ERRThRE A 4.
VA 4 R B A AR B SR AT 4E G L (R
£ C26:C22 Itk @) AR B AR ERAKF
. MAEREFRNERATP 488515
TRERE, SR 500 FRE., WLER.
filii CT / MRI 0] W72 (¥ 5 s B B, LATOIRL
X5 B, U FEA4E 45 FBIR; i B o 9 kL (1)
it R GoomAl R ILAFIE R I, 0 EEE
LT JE S ak AT &8 REILREE TR N- &
MR L E B>, RIS 2. o o 4 A
HWE, HEHEFAEAS. B AR
(EMG / NCS) &7~ it BBt 0 20 .

SRS

BN B, T 5 AR A TR R
RS RN A REFARERN . HhTHE
FEHR AR
o Bt EE.

o HHEW SIS RM.

o LR

o S JQAE At At R A 2 e 2 A
P fE A -

U IEST S

B EREESRTIEATHE TS LR DA

ARG . BRI TR TS,

ALD K 5657 fufd:

o REHl: B84 (Lorenzo” s oil) AJ
I 3% 7 VLCFA IE & 4k, i R R34 F 8
SR A 55 F% M A, ] k2 i 8 MR AT I 5
kb AR D KU 5 KT 4R & A T Sk A MIRI
IEH BRI 55

o HRERAE: (RN TR i R C A (B AE &
T 5 3 nT o RE 2% S i R, B 2 n] RIS B
FAR AL . ANIEH F CAERE

o GIEHIIETT RHEUE L ATAT .

o HEGITINAR—FEE.

8% 30wk
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Albers—-Schonberg disease
( Albers—Schénberg 4% )

Osteopetrosis( B M{L#5 )

bA4x B B B 9 BT N RFIE ) — PR
T B /R &= 5 A 2 R B BK



Alcohol and the nervous
system: overview( ZEz5##
Z RS iR )

ZEEN PR A EMERETH AT

. KR AN HR AR BR LR R 0 1 Rk

K. R, ZEEHA B RS R H WA,

WSt Egt . XRENS ZEHEA

B UARAER KR B IR IR e XK. 5%

LR RS AE AR T LR B AL

o AN 3 5 RS 7B TRk = (9 i fig 2% sk

Z ), LA K — 45 H AT A IE SE 8 A 5 iJ A

3t REIER . 28 HAER TRERANZ A,

{B AL AT 5@ it GABA/ ELHL % / K —H %Ak

BRI B BE S AN, B R AR

Fil s e A —— M

ML RGEHE AT el T

o HEFEMIEM.

o ¥ —BHEIEA (Oxidation to glutaralde-
hyde) .

o fEWIMR ZBRAEEAARBIER .

o BEFAR

% 5| 72 9 BRSO R E A 1

o ULPA: LA 4ER ERNR , S KRIKE G
5 2R TEE AR (BSUERE)

o ML/ MME: MR ER (AREMHE
W ML EE) .

o N Y BRI 5 K AR N A ]
L8

o KANFER: 7 RESE, B ERBAE AP
BRERS AT e .

o it = VUM ERE. FKE ALK T
i P9 0 A 20 ER 0 FR A S e (LR
B5), AJ #5 H 1l (Wernicke-Korsakoff 45 &
fiE) .

I AR FAIE

AT BRI AL HIME R
GHKIE. BAEAHEREIT 2R H —EH
BHIAMA2 B R G0 ACAE T H A AA
P
o LEEHE:

SHERF iR B, REKIRES
FEAE T 2 .

—> 54mmol/L; BEF . LEXE (£
HME) NS ARE S TR

—> 21.7 mmol/L; H T EE A /) o A,
] 3 2 1 RE R S G 6K o, F AR A4 iR

BB, tn QBRI R IR Q4L AT E

—> 108.5 mmol/L; % PKIWFW% 1% T B It
T

— A, 4 B[R] 9 E AR AT R KRAZ, X
T 0 3F A A 0 2 2 i A R K - il B
R A R A B0 » e R A

o ZEERMTIRE:

— T PR i 2% PR X AR B AL KD O R
HRE EEMAE. FERM™E
FREIRBELRE, HEF EREE 4 K
W, L 13 K. BFEHEN
AL KR L) 28 RBAA
HE M 25, al ik FE S ZAHRMK
B RR 35 I

o HRTFHERBEHMHERAEFIR:

—Wemnicke-Korsakoff 45 & fE. Wernicke
FEAMERDL N S o £ B £ AR LR
FERILHF KA, & T 184 Korsakoff 475
fE IR, J5 & LA 3 B RAT P A AT
2B T ERFAE, AT RE (BB A5
TAKATRE) HEMEL. REKERZ
BN RER .

— HE S o
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