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Abstract: This article summarizes and analyzes the clinical manifestations, diagnosis, differential diagnosis, and treat-
ment of two patients with Kennedy disease (KD). The two patients had the main clinical manifestations of progressive limh
weakness, tongue muscle atrophy, and lingual tremor. Laboratory examination showed a significant increase in creatine ki-
nase; electromyography showed peripheral nerve damage of upper and lower limbs involving the sensory fibers ; androgen re-
ceptor gene testing showed a CAG repeat number of >38. KD is a type of disease with the main clinical manifestation of low-
er motor neuron lesions. Genetic testing is the gold standard for its diagnosis, and it needs to be differentiated from amyo-
trophic lateral sclerosis, diabetic peripheral neuropathy, and chronic inflammatory demyelinating polyneuropathy.
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178, B 2R 1, TR R A , TCAR K M 0% 7 WA PRI, S
RIFEAFTE JFB W, R1T123R . 2021427 H A%
JCTE eI EE , A 9% ) AR R FE IR E A TR AN B
L RIXE , P 55 WA, £ M R A AR K e %

A R AT PRI s 7 AR PR R RIS
B R (500 mg/ik , B H 200 &1 M8 A (1 mg/ik, & H 1
WO IRYT MRS M A . IS, B 17 A8, Kk
BRRIBR R K )E

P2 R G A MRS RE DR B8, BU AL SO0 R
XU i L A5 A B, X6l i h 2 i, SR P H A g, JEHR
R, U S5 1 X R, A TR, 8 L8 4 £ 7 0, LA
SIS, FL IR B, AL B L AT S 4 4, XL i
UL 490, 22 R 4 9%, A7 LT 474, Lk 0 1
B VU R SIS, DU BOR U T R R IR
i, XU Babinski fiF(-) .

A Bt J5 58 35 HH Sl B ARG A - H Il =15 R 3.47 mmol/L
(1.7~2.3 mmol/L) , Wl & % i (creatine kinase, CK) &
336.60 u/L(26~174 u/L) , L5 H B DIfig Ao L0 LB
Y B 435 PR BRI RE S I RE L K/IME HT CCP
PUUA ML ANA FUZHTAR I A WL B 55

3K 5 MR P49 +DWLAR WL U 5%, ik MR -4 .
C3 ~ THERIFEEZ (K1) .

U A HILEE A - P 2245 S 0F 5% (nerve conduction study,
NCS) FrRs SN | TE b2, 2o MiHE & R &z g i 5
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IEH S RIE K . PRV R A2 B RO TR
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JE R P e 3 (G Bl SR 4T 412 2R o

FEDUARG I (3l 22 ) - AR B IR 56 18 i+ 9 = 4% IR
CAG HEEHC N 4T IR(1512).
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HRAJEAH G AT BI A A B B PRSI 25 2R, 2% &I W7 KD,
ABEJG 45 T 1 U 8 SR AR XA IR T T, B TE T 5L
B FTGE , thBE i Akee FH2Y , H A S RS2 50
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FAEEHERT . WHo W, IRFWE B B kR 2
AT T 225 ) 2 g | R JIURR R AR B RS  . AEARAIT S
i, 1) 2 BB TEAS T B AR T T 8S B S LR B AT T
e, FIEBR IR 255 R 1) JUIR Dt A B T s R4, AT )
TKDHYLWr. WURREL G = 0 R AE W B pikie h
WU A B ST EE , F8 53 112 W A JL 25 40 1P 00 2% At Ak e
(amyotrophic lateral sclerosis, ALS) Ay & & sCbr B FH
KD, KD 5 ALS i %51 32 24 LU T LA 280 : DALS R
R R Tissh M I, i R bz s 22 oo b S 4 T
HE UK Ty 3G AR AR ) . @ALS RN T KD
SR AR, ALS HE IR, 0 W KR S I v, B
ALS £ 35 1L 75 Wi 12 LT V3Kt R < Tk AEL B T T4 v, 1MLV
WUELEE FKF- (14~72 pg/L) , B R TE RSN 5 KD B2 I
WAL ER AR Y 5 o o8 22 W, VAL 3 1 e B ik
KD f % JULET 2k 458 003 72 13 Oy T BLF- e CK SR U . @
ALS F8 5 LR P 73 0 Jie S KT WL e L A7 R
HL A7, e A 2 S VR HIL AL IE 5 KD B8 25 L Ha [T T s B /0
I E R AL, RS AL B IR IRREAR Y . ©ALS Bz P4y
WARIAH GG R BE . ©KD [ 4k 53 1, Lotk Ryl
# (TCRER RN S S R LERZE )

KD 518 1 4 v B0 8 85 1 22 K M bl 2 4R Pl 2 0
(chronic inflammatory demyelinating polyradiculoneuropa-
thy, CIDP) % 5l 25 A DCIDP J3 4 & 95 AR T , 955 2 4
T KDHHRL KD & 4 k. @CIDP BRI T B I 3
I6) 30T 3 42 JB 5 KD AR TG 7 1 30 S ) S8 o .- (BYCIDP i A T
R 2 -4 43 2 . IERTRYT CIDP AR

KD L] C HEA B, (H H i sk = A 697
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KD 29097 e SRS HT ] 12 58 (B 5 Sk, TEIEARIA
R R 3, S A2 W, SRR ST, TGP 1 &
o B E DR L B AR TG e . H HTTE KD /) BB
T AP E R B EIR T BT ) SE N ERARAE g — e
CRUSHES /¢ ESCEIR BT EuE ! IFES TP SIEE i
8 HE B, D80/ G T VR IS i 28T S AR ZERZ NI
B, DT 3 KD AR o 78 13000 R I8 v, 48 J&] 1 B
ML LR BEIA YT e, 0 96 J& (4 22 TN A MRIE 97 i 25 ek
H TAYWAZHRE . 7553 VIR RIS P, 1252 So-idh I B
) 350 CRE At Bl e ) ¥ 97 1) KD S5 38 XL S 50 B T 24 90%
BT LR g (2 ) 35 79 3 3%, Tk BH 52 L3
L AT A RR AR 28 AR PRI A Bom iR ek
PG YT I3, AT LA B SCEERZ AT BRI S 22 1 AR A B
FIYT KD o KD Y3 RIAYT 75 Bk — 05T, A4 AR
TP RIS LUK s R p SR AR A5 T T .
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