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Copper deficiency myelopathy: A case report, peizhe literature review JIA Peizhe , ZANG Lihui, WANG Jinghua, et al.
(Department of Neurology, The Hospital of 82nd Group Army of Chinese PLA, Baoding 071000, China)

Abstract: Copper deficiency myelopathy (CDM) is a degenerative disease of the nervous system as a result of cop-
per deficiency. It can affect the posterior cord, lateral cord, and peripheral nervous system to cause sensory ataxia, spas-
tic paralysis, and peripheral nerve damage. Anemia and/or neutropenia are among accompanying abnormalities. CDM is
so rare and little reported that there is a high probability of a miss diagnosis or misdiagnosis. In this article, we present the

clinical data and diagnosis and treatment process of a patient with CDM, and reviewed relevant literature, in order to pro-

vide a reference for clinical workers.
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il ke = 45 B 5 (copper deficiency myelopathy,
CDM) /2 H T4l it = B0 i 28 R e A8 PRy , AT 5|
BT R N ZR AR A e 72 ) IR PR R %
SRVH ER AR PRI K S B A 28 AR IR [ I A
BN () PR 20 B/ 1l v R 8 5% . CDM
IR EAEH W, DA HRIE , BNz k12, BE
245 1491 CDM &8 Byl R GE BRI IG i #, JF45&
AHOCSCRRHEA T4 2T, M R I IR TARF $e 2%,

1 wElER

B 2,54 % I THEARTR 10 AR, &
T 20224F 3 7 IF 46 T B A5 IR AT A N R X
T AR AR 2L 9% T, BRI AN SRR QN BRAR AL RE | 2%
PN, A DU BOR SRR AR, TE ki 0 K, e
R EIRE ETS , JCO BN, JC S KT ) R
TFHEAR T ATER, TR A0 RIXE , o R
PRAhE &R . T 20224F 5 A 28 H & A 1ML
B RHEBE 200 , T Ll 697 6 d Jo H B
ML AR (L2 1), 20234F 1 A 12 H 3 H 4T
AFRIERINEE , FF ALk F 58 AT E , FEUCR TR
iz, I TSR, BETE20154F 5 A K B 7T
Ber ANRH T RVIBRA I AR E 2. ABEA MR K
I 36.3 °C, Bk 74 YX/min, P 20 Y/min, I 111/
75 mmHg, R 42 kg, Bt 152 cm, BMI 18. 2 kg/m, FEAS
R E SR s, S R F (LK D), EE AT
WK 2512 em BRIHPE T AR , 0 i 25 44K UL B

Subacute combined degeneration of spinal cord

R PR A IR R, B AL AR R AR IR, B
#:3.0 mm, 6 R AL IRERSS Dy s sh i nl, e
P, TCHRAE , U 5 R 1 X FR Al e b s v A
ERE B LBV, ASCF BV 9, sk 1 IE%
UM SRR R A8 5100 S BRI R X A . U]
IR OGS DA R IR |, BT FR RS JaalR | Ui
SR F2 S 0B 555, UM FRAE BE 1 A ) 5% i B
P, Romberg fiF BH: . SEHGE KA < 10 H B, 21 41 i %1
G RRRAS K AY L 1o 14 534. 5 pe/l (%1
800~1 550 wg/L) , i ¥ 4 1 12. 7 mg/dI (S {H 16~
45 mg/dl) ,24 h JRER 12. 25 ng/24 h(ZH1(H 15~60 pg/
24 h), ML7EHE 12. 31 mg/L(S%1{H 4. 8~9. 3 mg/L) , 4k
AR B12 925. 0 pg/ml (S {H 200~1 100 pg/ml) , [
APEBEZIR 62. 1 wmol/L(Z%1H 0~20 pmol/L) , HH iR
7. 19 ng/ml(ZH#H 5. 21~20 ng/ml) . [MLIEZK =0, &
L4546 7133, 1 pmol/L(Z % {H 45~75 pumol/L) | G
1 48. 6 o/L(ZH#(H 60~85 o/L) FEEE 0. 84 g/L(Z
Z{H 2~3. 6 g/L) , AEFERES G 11 16. 0 pmol/L(S 51
31~51 pmol/L) o FFIIHE , EVIHLT 2 30. 0 pmol/L(Z
FAH 1. 7~25 pmol/L) \ FLHEMLLE 7. 7 pmol/L(Z%
H0.001~7 pmol/L) [A[4ZIHZL % 22. 3 pmol/L(Z%
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{H 0.001~7 pmol/L) | [ & 1 32.8 g/L ( & % {4 40~
55¢/L) o JRE M ZEMHEFIER B IhaE g iop .
WAL LT 86 1 O WU 2T AN TIAR R BRI 1)
Al D) IR AR A DL S8 . S HIN
PR N G S s TR M R e AR 241
PEo HEMEZERI R 7 155 A (CSF) & 8L A1k 40
L B A A A AR DL o O L] RS CT S
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7N AT IE R R G s B G T B IR RIS, 4 —
[EJRILAT D, B 2% FLANE 38 2l By FL AN o PR 53 F e T 3
F AN ILZ sh Py f I R 3E 5E , Ze R i 2is 3
1 R PP IR IR . SR AIEME MRI A WL AH (2 555
FHHE MRI 7R : 201 2-4 HEAAR K- B8 5 R 0T LSRR K T,
(H55 5%, PR B AU ST 5 S 2 (LE 2) o

x1 MEMETHEXRERS

5 H JRITHT BIT IR IRYTHI BIT IR BIT IR S
20224E5 H 28 H  20224E6 H2H 202341 H 12H 202341 H19H 202344 H8H
FAAIAE (x10%/1) 2.02 2. 66 1.81 2.36 8.57 3.5~9.5
I R AT L (%) 31.14 32.7 20.7 19.52 74.20 40~75
LA LG (%) 63. 4 62.0 51.9 69.9 19.8 20~50
LT 7R 1 (/L) 44.2 92.0 60.0 98 133.0 115~150
LT (x10'/1) 1. 14 2.80 1. 54 2.76 4.58 3.8~5.1
ZLANMF- B RAR (1) 114. 04 97.10 117. 50 102. 20 90. 80 82~100
S I 2T 25 A A (pe) 38.6 32.9 39.0 35.5 29.0 27~34
X2 AR FT E (o/L) 338 338 331 348 320 316~354
1M/ (x10°/1) 60 40 56 46 195 125~350

Il PRIZ W 4 il = PR B . ABE )5 45 T i 2
BERR A 2 me, O ARAEH 1R, V8 —4H 50N 4 mg,
PR AR H 19K RS A 0.5 mg, 1 IREE H 3 9 i IfiL
SEXPIEIRIT o VRYT 8 d SRR 4r 5% th e, 5 A 1l
UL 1, VB Ak 2 11 e A A IR A L A e e 2459
IGIT 8 WA A IR R A BE TR A A MRTAE:
3 A G REIRGE i , 2 A il FLIE S (W3R 1), 1l
A 924.2 we/L, Hil #E B 25.8 mg/dl, Il FE
5.1 mg/L, 4/ & B12 815. 0 pg/mL, FiHE MRI 7% : £
-4 MK B E R SHK (LK 3) . a4
WHRR A 4 mg, &I T IREEH 100 P4 0.5 mg,
FRE:H 10 e 2,

Az RSB R ] WACRAS T, 155 52 (77 3k Pm ); Be IR AR SR 5045 5 (3 Sk ).
E2  FiME MR A (2023451 H 12 H)
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FEUR R 2 a0d D 2l LA ED
G 5 R 4% 28 1 (hepatolenticular degeneration, X FR
Wilson's disease, WD) K Hil HE it 52 BH., 1 5 4 58 4 4>
B ZA AU E T B Bl 28 FORS ARk
PR K-F 30 B B O SRS A R

B AE AR N F2 B AR A T8 AL b, P AL
B L 1% 32 RN AR TR R N, L UESE 2 5 30 2 Fh
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12224 B 4 40 Ml E 5 Ve D ECh /N, AT A
SRR 2 R A T v @ S B NV O 1A 0 A
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IR Pf 25 B TP BB A R I/ AR s/ O L sk
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T B PR P55 A2 B, DU 0 PR P A By, i PR A
Rk, B R ik = ] L e 2 R v B 1 i, A
g P4 it SE A AZ TR ( deoxyribonucleic acid, DNA ) T4
ZRERHTE R, S BB LA 2 2T AR R
GEARPEN S AN M B T RE B 5 DNA S & L TE
DNA W 255 OB AT R 8 R 2 5 W) TE4E R %
R4 KA R PR SR T, k=2 B 1A A 1L

i Xof AR AR IE W S R ST R SR RN D BE R 4%
R, Ak = 3 R S A AR, T R
W T M K L 200 P 5 A 0/ [) N S 5 200
PRSP FNIRFE I, 451 G0 ] e = Ao P A 200 e 1) 0 -
PR A A T TG P A, S BT PR AR i 4R
e TR R L S R o X S R I n]
(4, B IR fe 2 A S P B PN D BRI S AE

CDM PR IfiL {5 5 5 5 2 KSR 5 1R , HE
ANBEAE A2 Wi ME— P o, Fo 22 52 AR~ MR A A A
X A5 14 22 12 W R RO A A SR . M
CDM 7E MRI SR A7 b B0 5 i e 28 A 3R 4%
KK TR W AR AL, S8 M M i b 2 2R L7
I L 00 10 5 Ry XE SRR S AR T R AR R
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8 MR A JC 5 H 42 5 10 SCD 76 MRI_E DA 2088 1
IR=3 RS Erd S N V8 ok ) =il
MR SR BB SR KT, K T (55, e b | %
HE hy B [ 8 V AR RO BE B E A S
BCOWfE RS T, CDM 289497 J5 MRI g &t
Al 4a/Ns TE AR AL, 50 PRAE PR AR AE 0 28 fb A 56
P 22 B A G A T A il vk 22 % R R 328 B 220
I, DUBE 2857 B UL s (AR IBF & HL AV A R e
Jii) PP SR i A A% e

P CDM 2 Wb E s (1) W7 201 Bl 18 v R 0
(2) A 51 RARH et 55 7 BIR 25 (3) A (a)
rP PR 20 D D 4 I A0 2 5 (4) 115 R e
AR R MR R e O R B S R A i A
FEI 5 (5) M5 HA A B 1 DA 24 h IRER KR,
I3 B /K 7T OE 8 BOHG &, TTAT R BE K CF 3
(6) - MRIKG AL il A 20 B e R K T, 7 % 5
T ARFIREEMREE, A E YIRS, K
R 25, S0 28 K AT /s 4 I 20 e /0, i 5 4 4
T M 24 h R K il v A L a5 S R B
CDM fy SRR R ARAE | AR KGR AR A AR A
CDMZWrBHAS . 1% T WD 5256 28 K6 2% [R) AR H B
TR R I, (R 24 h R B

H i, % T CDM 5 IR TT , S 8 A 3L 2
1 o) 7] , /620 405 76 280 W PR A Ak T ) A 2 ) AT
it i ] 45, Q0 17 58 T A T T AR 1 3R =2 R 25 T
P KRR , LA TG b 7 A P i 48 B B 1 I PRRE IR
JNEE o A OE SCHRIRGE O YA E BI2 = SN
SCD 55 CDM B I R4 AE Fe 52 A% 27 3 B FLAR AL, [R]
B 3 0 T LA A, AN B N 3 B AD s A R
B12. ZHUEH SAMIGRIT I , L5 A 5 bn S50k
AR IE T AR G A 818, H = O B AR
AN BT RL LRI R2 A TR s R U, U R
FSRRERE MR 3038 2 A, AT I8 33697 7 58
BB THRE2HRER.

2 Lk, CDM A B | 2 99 R A%, I R & 2
BIARZHE, 55 SCD MIRIE , 7RI R TAE b4 = Xz
9 BTN TR,, R b 58 38 A S R A B ARG (R, 45 37 1 X
PEIRYY  BERE SR 28 R e MBI -
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