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Abstract: Central pontine myelinolysis (CPM) is a relatively rare disease in clinical practice and is often caused by the
rapid correction of sodium ion abnormalities. This article reports three cases of CPM not caused by the rapid correction of
sodium ion abnormalities, among which two cases were caused by extremely high blood glucose and ketoacidosis and one
case was caused by low potassium ion. All patients were improved and discharged after the treatment of primary diseases and
the nutrition of brain nerves. This article summarizes the features of these three cases and reviews related research advances
in CPM, so as to improve the awareness of this disease.
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Fiti % b e BE #5 %5 % (central pontine myelinolysis,
CPM) J2& I H v e 32 37 P B A RS | e R e B0 4 A 2
BESF W AT BRAT 0 | DU R ol T R A, B nT A TG
iR B K A TS R W 2, T ] BT
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2 ) M v i BE G O B IR B E R th B (diabetic
ketoacidosis, DKA ) £ 1 40 & 7 58 S 3000 CPM,
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Bto AHHT 4 A REREE T 20 ke, 3 dHTTE S M A7
HEAT T 4 5 B IO AR, RS A A I, 1 44 56 AR 1E 5, A%
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A BT RE R, ik 18] EO8 A 1) ) RN R AR 1A
fRj BRLIR] A, DU A= 07 XU BT ) P38 ge IR AR
2, 0T, 2R, IR T

PRAEAG A - FON R, MG R , b 1) SR, A R, 01
FATCERE, W B AL A o SRS 59, SUF AL
A%, U LER I IE R R S S IR R o A2 B e i BEAE FH
P A 00 2 0 AR B i e SR - M - IR EG B
P, e DURSAE PR, BRI A A AR A

S A A pHAH 7.36( B3 %1 :7.35~7.45), &4k
& 43 JE 28 mmHg ( 3 % {f : 35~45 mmHg) , % 43 JE 71
mmHg ( 228 : 80~110 mmHg) , £ 128 mmol/L( S .
135~145 mmol/L) ,#11 3.5 mmol/L(Z#%{}:3.5~5.5 mmol/L) ,
5 1.17 mmol/L ( & % {H : 2.25~2.75 mmol/L) , T iz & AR
15.8 mmol/L(Z % {l : 22~27 mmol/L) , 3 43-9.6 mmol/L
(Z%1{d :-3~3 mmol/L) , i % 63.93 mmol/L (=% 1{H :
3.9~6.1 mmol/L) , C JZ I #& [ (C - reactive protein, CRP)
94.54 mg/L(ZH#AH : <10 mg/L) , I BB PE

el B A P P T R o P IR AR (magnetic
resonance imaging, MRI) $&7R : (i 477 5028 25 7 1ot 4 ¥ s
A5 @AM/ BR85S, AR E AT BE s B ZEM T &
FAE K .

W 5 DKA &2 IR AT Y CPM.

TBYT T AR MBS b TR A4 K Ha fife oA

TP 28 (PR IR DU AR 2T IR ) LBl I IE 2F (K 5
PEIT) PURERIRYT OIAFIEL 400 553897 -

B MR R AR S DKA B8 5, B MRV 28 ik i)
FE [0 TR R AR AR BT, TR Bk T ek
AT REIE R SR ERTE shmT, JCHRAE , U L) KL
5K 7 E, DU S S I RO B 30T SEAE M, g D
FEAEBEE , SUFE B g T, SR - 4 - IR 4 PE A

R
1.2 &2

BB, 628 LR 6 dMEARE . BEIRE
104R4F

ABERTE R, S PR, FIBAR, OB IK
M, B2, B OO, AR I R, RUN MR S S AE AR ST
N

ST EE KA . MM 47.4 mmol/L (FF &) , IR {4 3.0
mmol/L (F+ 5 ) , Bl Ak 1L 2125 1 19.70% (F+ 55 ) , bR i 44< PH
P45 127 mmol/L(FEAIK) , CRP 4 217 mg/L(FHiE) o

FLHG MRI P49 + 4 800 A A% (diffusion - weighted
imaging, DWD 4275 : A7 22 B 5] v Sork kA AL 5 i #f7
SRR MR E ; CPM RRHE 25 G I R /3 Hr M btz &2
. QMR kL. GO B, k2546 (B 1) .
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TGIT T LARR A , B, BE /AR 2R 4 05 i 7
W EFRANZ YRGS , R R BEH RN IR YT

BRI TRAE 2 A K R e SR a5 L5 d s B
1.3 5%f%I3

BE L, 51 % W= ) AR & AEFREE E AR
REAEA BRI R 104E, R R G2, K2, & 5
RERRTC ST, A 560, B

PR R PHRRIR I, A PUBILT 29, sk g
B . ARG IEH R ARG H

SCH KA R 1.3 mmol/L (FEAR) |, JR R 146.00
pmol/L(FFAR) s BT SS-A PR FHE , T Ro-52 HTA FHE

WBHAYT : T LAAME P/ IR B AR,
PrE B FIR AMFERER AR . (RS E S
B S, RN A ORI %, 4 B = ) AR
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A:T2545%5; B: FLAIR 3125 ; C:DWI&1E5; D:ADCIKZ 5,
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. Fiy ZRENTR At A A 47 At 4k FEAL fn L s PERCA
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el B 49 3 63.9 2.9 128.6 18. 1 b M ZIREEEZA 6
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B & VE B OBE B 4% A AE (osmotic demyelination 35 I 5 ILWE L DKA %532 S B2 A9 J5L R, K301
syndrome) £ 5 CPM Fil fii #7 A i 84 % /% (extrapontine Kb e CE RN R OBIERME IR S OMGRERE VB R
myelinolysis, EPM) , 2K i 28 1 BT % 68 T2 @& 1LY R 2 AR ZE AL A 2 L A CPM Y i A, CPM
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Ml i WA R o (IREILAE M35 PR A IE AR B AR PR L R LT H> 120 mmol/L IR AT 41%
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R Bl R I IR (24 b 1fi 3 AR T >8 mmol/L) L IfiL
TR BV BRI I 92 3 e ) DR T v — L e K 3
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TS G 06 R 2%, & 1 T AN B i 4~6 mmol/L, 75 W) AT g
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T 1, AR N PMRIS ST, s A W S RE R UL e A2 6
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