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Abstract

Kennedy disease (KD), primarily affecting males and clinically characterized by damage to the
lower motor neurons, is a rare condition. The early clinical manifestations of this disease are di-
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verse but lack specificity, often leading to misdiagnosis or oversight. This article reports a case of
a patient presenting with “progressive limb weakness for 12 years accompanied by abnormal
breast development,” who was admitted and subsequently diagnosed as having KD through com-
prehensive genetic testing. As specific therapeutic interventions for KD are currently lacking,
symptomatic treatment is employed to alleviate the patient’s associated symptoms. The patient in
this study exhibited prolonged and subtle clinical manifestations prior to genetic confirmation,
emphasizing the importance of early detection, diagnosis, and treatment of KD. This information
is provided in the context of a literature review to serve as a reference for clinical practitioners.
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1. 7

][l

H JR 55 (Kennedy disease, KD) X F/HE 58 1E #E AL 254 E (spinal bulbar muscular atrophy, SBMA), %7
Je—Fi P X Gt A B R B AL 2 W R I2 P& 0, B Kennedy T 1968 4F g X #liE w44 [1]. %
W% Rk H ik, ¥ Lindsay E. Rhodes %5 N A 5T & I 88 rI R I A AR EE ) FIg & o F . %
WG LA N G R G (2], NI R G BAR AT RBUONEE IR . BEAERE . A EEEIR3].
KD LA X Qe fREBFRIE L I T iz sh Mo, K Xq11-12 BB Z AR AR) R 1 S48 T
i 2 BB E ML CAG R MG FTE4]. 2BV 2 AR I RLIE RAEIR, A5 21tk 4 7y
B REENGARIEIR5] . MEGEvHE e 1 £ 3% [ IV A RO %09 1/40,000, 7 5 KR H Je i ) &
JARAE 1~2 A/100,000 N, [ Y AT5FR SR Z X5 1295 RT3 2 1 & [6]-[8] . 2B DUARIE T B R B K 2458 — B
JBEBE A ARHSA ) 1 4] KD TEF BEE, L8 H2raR, milnkKE RN S% .,

2. fwmfl

B, Bk, 51 %, B “IpmE R EFIATIENEC ) 12 47, T 2023 £ 3 7 13 HAFEEEE
FORES IR R Be A 22 o RL. 855 T 2006 “E BTG L, WIRRAER, T 2018 AT FLARIE AL VIR
A, FSEIFHIEH B FE BT S, RIEE ST EE, DAT 1A BT EEE RS, 5
Wik, TATEANRE. BEBRRR. 1. SEAE. RREE, BERER, RKi2ih. WE LRAERE
ATPEINEE, RIAXUNBTC I EINEE, AR, M EBTE ), RINIREDN KT )y, #T 2020 4
6 A 12 Qs THrsmER RS — R ER RYT, 768 WUBNL R IR R | iz 2 Yk 40 35 (S i A4
J), PUBCR S 2 B8 35 OB PO AT RENE), 2 WONIB AR TR ? T YER LB T RETE R, B Rl A
Frobhe BEJGT 2021 45 3 A 4 Hit— Bt TAbstBE2R, el RREEHIZ N “HRMWR" . Ih &
EVURTE ), PRI RR RS, WFAE, T 2021 4 3 A 2 HIEEF AL /R AR X hEER 2,
SEEHMIME MRI SRR B REZE LS, 167 L2 T RIS FERE . B IRAhee . B I AR e DB SE X AE TR T Ja B
e fE B E VU T AT N, AR IO, RPN EREBE IR, 17720 200 K5 BT EAT EA
Fa, ZEARESE, BEARE, TEEAE. TR AE IR PR IR . HEE DR AR BRI .
NitE—Lin, HokREBEEZ, BLH R WERE
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BE A B SRR 7 4, HZE: DR A28 A 30 mg B H — k. EERIE/K 5mg & H
— W EIPHEA R 50 mg BEH R HEIRIE 4 4, FHZEN: DRI XK 0.5 g B H =k K RE
SRS R 14 B H K. AR AR . R 17 SERT B B A AR A, T 5 [T

“CHBRDIBRAR” (K 1), B U, 25 S4E, MEAREEN 2 70 %, M@, I BEIAFIRNK &
A AR -

Figure 1. Patient with breast hyperplasia (postoperative)
1. BEIREE(KRF)

Figure 2. Atrophy of the tongue muscle in the patient
E 2 BEEAES

EREA: BARRE, MEHERE, W20 B, WRAWIER, TEEARE, XS R
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E2ET), MBS R, SRS, UL R VLT WAR L) 2 e, DUBLTK Jkss, DALY 4
G, SLASEE, VUM K, DUBRRIE SR W2 5%, WU Babinski fiE(-), XUfll Chaddock(-),
SIS Eh B AR IR 5, R EREAE R . BT, BT R R fich B WS K, T s R S B
Mtk B BE, XTI 5 DA R 2 ) b8 T WLk (1 3)o A7 L5 ml WA R R (K 1)

Figure 3. Spider nevus on the left upper arm of the patient

[ 3. BEE L EHIKE

SEUR EA A PN H 6.1% (1), FLEE 4.3 mmol/L (1), R4 MK 9.41 mIU/mML (1), 10
#% 6.18 mmol/L (1), ULETF 38 mmol/L (), R 598 pmol/L (1), H il =M 2.98 mmol/L (1), IR 398 U/L
(1) MHEH. B RS M5 BT FEEFEM. MER(TH). JREMR + TTERLHER
o

WA MR+ IREG: AU AR 2 . MM MR S SiME MR P4 30 3-4. 4-5
HETRIBEAZ 201 5-6 MEMI AL S (A M55 8Y) (1] 4); SIMEIRAT ek 3s; A 6 MRS (55, Rl
E(14 5).

Figure 4. Patients with cervical spine MRI imaging
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Figure 5. MRI imaging of the patient’s lumbar spine
El 5. BEEHE MRI K&

WU B A XU IE R 2e . R, RMiashMae e Sl IR, BEIEs, XS H &
BERGIM, FOBIER ;s XUIEP L RENE R G T a e, Bmmsis; MgizlRml. a5, ik
AL 28— AL L VS WURT W2 AR LT B, IEBi, Iaah AL B s, I PRAE; 2518
TR E R EN IR R BT 2021 4E 3 H 5 HALRURSEE — BB R F ki, ff H

PCRIEY 1Y i AR B[R, 450UR: &5 AR A 1 541 CAG B # 51 (£ 6).

P JERRZS — R B ER R (6]

M PIRL LI 54T 5 Flnih
Huhk: bR YRS PG AT R RS 8 FUEEYuiD: 100034 | 2021-03-25

EREITAEAL: MRS JFERKNIE : AR 2R

AR ZKHE a5 GElhy 49 F

MizdS: 8134 i%: 18097559777/18997790667 1

HERWLRAE

BETHHKMIZAL DNA, =M PCR A48 AR 2P, X4 S P=H1EAT I,
K CAG HIERIRH>40 KIIBRRE GZBEESI RIS K -

« e 100 10
30C 15 ChGCH8CRoCAGEHACRAEC ISR CHE &6 T ACAG A

T \ \
A

) 135 40 150 16 110 18 150 0 10
GLiGCrGCAGE GCABEAS T 65 BCAGOIEDHGCACEAEEAGCIGEROTAGCROCHGEAGCAGE GChGTAGEAUCIGEAGCAG CAGCAGTAREAGSA

Figure 6. Patients with genetic testing results
6. BEEEKGMLS
3. Wig
KD B B ARRI: 1) AR DURMERZE . B XTI ) (i 32 R 9 ) FIm R I ,
WIS ] K T I TG g IERERS A E R LA 246 . WURERZN . # S FEaG. R FFIR
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PRSI R IN[9] o 2) ANMALREIR: FE BRI JPREIR AT HILES 70 A ALREAR, B0 5 RoK 57 . JWitE
T ORFERRERNIAZEDE . R, BRI 2 E0E k. UGS RN AT SR RN LR, 25
BT R E WIS 8, (HBIETES) . WS 2B, B OKMRZ . 7 PR A R R s
[10] [11]. 3) W4Tl WEIRG . BHABERE . NEERIG]. 4) B 2 EESE A ERE
FERESE IR0, T 7EHAth B NI PR T, AT DA 4% A & P R I [12]

KD S35 AH ISR 00 S A A B0 RF s 1) NIt A AR 185 v R A6 ML 375 UL TG R 7L I it Sl P S 5
75 VBRI 5 1 8 2 KL 8000 1) B3 LR W I v, 29 KT IEHAR Y 3~4 5. 7EMENRAH
KA, Bln. S, SRR, RIEEER. EARARREACT R IR . A EEEE R H U &
SZ A AN () e AR 0L S5 5 7 A AN (B MR D AR 00 S o TR I i VA 2 — AROC B (B W [13] . 2) R BRAS
AP AL SR A IR R 2SI E AR IR RS, B et SRS . JUEE 2 BT M A
PERE, HAFENLEE L jiter BRI Y, @sh it i Bk [14] [15]. 3) WLPATEAS ] R Bl & 5
PR, AR AT EIIEVERIERE . 4) MEIER - HEpeh & skl WA RE L g b, e a4t
BERY, AN AR TE[16], BRI R BE LT AR, 5) BRIz &irdE: AR JER T CAG &
HIFHIEH >35 kA2 li[17].

A B IR R R I LA S RS B 5 REAE KD B BEATT &, (AA/EREME KD B AR Ab: 1) B
HYELEL s A AR B () B HR LB RORER 12 4, HAIR) AR R R ARG R R I . 2) FL A K
A BE, AHARE, WaptHER. LTI ERIR I . R FIHIG R RERAS LAY, AN Re AR B B B
&, I HEFERIMAERAT i R, WA TR HIE S, IF AR B ILSRLIG RREIR 5 R
SRR, A RERIZABEIMA TR — AR R, T EERRNEST IR, ERH
THIE . P BUEE X KD PR AT SR B Z R a7, H RTAE 2 — 307 e R R 97 R SEIL T3 iy,
B, SEPETAR . SOAGKE R S ZGLE S T JE e /N B )t gk Xq11-12 b SR IR A2 R
DSR4, MG 15 e 0 A DG FRREIR [18], & 15 RE BT T ARG 75 — @ I 1Al ol PR | 22 AKX
BT NE, FHRGER 8 A R PRIE IR 9k G2 500 1R ik — 25 R R T4 i BB AR A7 T B [19] . 45 B FTik KD
RZREZNRGMNFENR, FHIEKREMZFRE. RIWFEIR, EIRKTSEZm AR, REGH
I KIGREEAE 3R KD (1 R AL W7 LA ARG YT 7T RAE NS5 .

kA
ARSCFIA #4975 1A LR35 e
RIEHALER

AW FRE T RERIRK P E W EERE AR R S H AL (F LS 2022H021), AHE7T1EAE 1964 4F
WoR 3 E S P IUE A AR HESRTE T B At F =

E&ME
BT R 6 X AR 3E S, 2022D01C273,
S5
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