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The Polyneuropathy in Patients with Chronic Obstructive Pulmonary Disease
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Soong Lee, M.D., Wan Kim, M.D., Jean Yee Noh, M.D.*
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The incidence, type and distribution of polyneuropathy in patients with chronic obstructive pulmonary disease
(COPD) were assessed and also analyzed the causative factors. Forty-four patients, mean age 66.1 years (42
male, 2 female), have been investigated with arterial gas analysis, pulmonary function test, clinical and
electrodiagnostic studies. None of them had conditions known to affect the peripheral nervous system such as
metabolic disorders or drugs. In a selected group of 44 patients, electrophysiological findings of polyneuropathy
were found in 22 patients(50% ), clinical polyneuropathy were diagnosed in 13 patients(9 patients were diag-
nosed by electrophysiological studies, 4 patients were normal by electrophysiological studies). These findings in-
dicate that subclinical polyneuropathy( 13 patients, 30%) more commonly occurs than clinical polyneuropathy(
9 patients, 20% ) in associated with COPD. In the patients with polyneuropathy, the lesions were predominant
axonal degeneration, the changes were more involved in leg than arm, more frequently affected sensory fibers.
We could not find etiologic factor to cause polyneuropathy in COPD patients.
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A BAEE T A HEd@e] o F4E B
ol9iA #H7|% HAM FEVI1®} FEVI1/FVCe] 70%
o|3}o] 1L provocation test 4 7}uk2-2 Holx] &
o, omE AR FE= YA FoHA, HAHd
4L oplshe oFE B89 #AAHo| Qv 4% e
e st} ol&L Wl 42, oz} 230
v Jg 9L 66.140|1, o|F 40™o] 61494
704 Atole] Al MG (Table 1).

A AT FAlzE BoE] AHE T43HA,
thiA SRAZWAEZY FFYQA AR AvAL T4,
A% 2 94X 727 A3}, WA 9F 9 37 &
A% A& UESE dEoz ol 2%
W Zzo] otz AFeoJsigit. M7 A HALRA
SEANA 27 A=A 2 ASAEE A3t
gon, o] ZAAAE thiA T2AEAEF oz I
gE FAES thr] 3702 A&t “compatible”
TS 43 AR 9] 95 & AAAUA ol &
7Ae HQl A9-0l1, "probable’ F& AR\9} BlA|Y|

Table 1. Age and Sex Distribution of Patients

227 ol AAY SRR 23 EFAT o]
o] & 7$-oln, "possible” & AR 3R
o A7 ofde] e AR FRIAY. Y @
AFNA 9% 2 FAFE AR Y A4 £
G olaksleta BekEe] Y 7k B4 HUlE
AAMe FVC, FEVI, FEVI/FVC, FEF25~
75% & T3t

EAxelEs student t-testE o]g3t] A7) A7
o g Ackd thiy DA = #3718l
g viasty g AAEE AL Zae dad
AE golrgton], %3t student t-testE o]g-sle]
A7] A4 Agez AEsE 47 ¥ATER o
& 7kx Qat & o], §48, FUE 728N, H
75 AAL Ajete] AABA = ZARBIATH

d4
1. F7| L1480 ZAL
44v39] A FAE Ar) AR AAL 2 oA
AR e s Add ¥4 = 229o2 50%
£ =X, ©]F compatible typed 89 (18
%), suggestive type& 7% (16%), suspicious

type2 7TH(16%) oI en, Ui 229 F 99

Table 2. Result of Electrodiagnostic Studies

Number of pa-

Diagnosis .
tients (%)

non-Polyneuropathy 22(50)

Age Male Female Normal 9( 26)

41-50 1 Lumbosacral radiculopathy 13(30)
51-60 2 Polyneuropathy 22(50)
61-70 38 2 compatible 8(18)
71- 1 suggestive 7(16)
Total 42 2 suspicious 7(16)

Mean Age : 66.1 years Total 44
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Table 3. Mean Values of Electrodiagnostic Studies in The Patients Group with Polyneuropathy

N:22
Latency Amplitude Velosity F-wave
Nerve
(msec) (mV) (m/sec) (msec)
Median 3.17 7.24 54.05 27.82
Ulner 2.59 8.57 55.74 27.80
Motor
Comm. peroneal 4.02 3.45 43.15 50.68
Tibial 3.75 8.36 45.63 49.28
Median 3.40 33.00 41.38
Ulnar 3.14 26.11 40.62
Sensory
Sup. peroneal 3.18 17.23 44.12
Sural 3.71 18.31 38.86

Comm. peroneal : Common peroneal
Sup. peroneal : Superficial peroneal

16 16 ] Median
[] Uinar
Common

peroneal
B Tibial

No of Patients

[0 , Superficial
peroneal
B Sual

Molor

Fig. 1. Nerve involvement of polyneuropathies

(20%)& B4 278 YT, 139(30%) 83 Uehidn Fat FAle] AdE ngen, #gals

23 N7422g HATHTable 2). T BaAZ  ASAAIME AvBAZT vlEAHe] 493
Yoz Agd 2299 27E Y LA A= Ad, AF Pa, AEEES] A& RYTH(Table 3).
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Total:22d

I Sensory
3 Motor

1 Sensory & Motor

Fig. 2. Distribution of polyneuropathies

(N)

demyselination

axonal degeneration

axonal degeneration
with demyelination

Fig. 3. Type of polyneuropathies
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Table 4. Relationship between Variables and Differnt Electrodiagnostic Categories

N:22

EDX Age Pack PaO, PaCO, FVC FEV1 FEV1/FVC FEFs.1sx
(years) (years) (mmHg) (mmHg) (L) (L) (%) @
non-Polyneu 66.7 30.1 87.3 374 . 2.34 1.14 50 0.53
Normal 67.3 35.6 88.6 36.1 2.44 1.32 55 0.63
LS rad 66.0 24.5 85.9 38.6 2.23 0.96 44 0.43
Polyneu 65.8 284 87.9 37.5 2.58 1.29 49 0.67
compatible 63.4 28.1 82.8 37.8 2.25 1.03 43 0.52
suggestive 67.3 27.9 90.5 375 2.75 1.40 52 0.73
suspicious 66.6  29.3 90.5 37.1 273 1.45 52 0.76
p value 026  0.45 0.43 0.47 0.10 0.12 0.48 0.10

EDX : Electrodiagnostic study LS
rad : Lumbosacral radiculopathy
Polyneu : Polyneuropathy

g 23 2971 B % 4 Ugich(Fig. 3).
A e A A7) ARA o thy B
ARl A 29 gl Z Aol 93, F9d,
FAYY 44 B 2 oses B, A5 A
AZo =g FVC, FEVI, FEV1/FVC, FEF 25~75
%8 vlmslel 4% BAE Yol A BAHo=z
#14& B2 HA B3k gIrH(Table 4).
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74 A7ZAEAE AR 271 ool e H
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3lo], 4499 A A B ALE 34 @
e 183, AR A} 7ie] A9 278, A%
2 X2 Mtz B Aee 8 an A
9&e] AL 1982 44FE 137904 YU
thityd LxARWFoa AQHC ol 1339
A7) A7 AAL ik 99 ok wxAAY
W, 3L QWRE AAZ WY, 19 FF 23S

JeERIIE. H7) AZska ARl thiy 22A17
guloz Avd 229 3 9(20%)0] Y A
H A AUEAE, 133(30%)e 248 2
B4 A BaAZREe R Avse) 24¢ &
23K FHT 5341 20| o Rsloh(Fig. 4). 3
7 AAsH o iy Bl e 23 8l
2 Alele] 94 ABSHH A} adTe) uA
ol ¥ AT &% AYE 34 VAT WA
d2e Hd B4 TN BARHeE felyol
gE ATH(p<0.05)E ML, U7 WA} Zas)
A% X 93 27 2aE fo4E Holx) ASktHp
>0.05)(Table 5).
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Clinical Polyneuropathy

[ Subclinical Plyneuropathy

Total : 22

Fig. 4. Distribution of clinical and subclinical polyneuropaties

Table 5. Clinical Neurodiagnostic Studies of Polyneuropathy in COPD Patiens

N : 44
Polyneuropathy() Non-Polyneuropathy( ) p-value
Symptom* 12 6 0.03*
AFATAL A5 15 12 0.18
AE R A 34 A 6 2 0.06
W& 95 11 3 0.01*

* : Tingling sensation of hand and foot

ORI ML, BRI Uk, AR WAL, F WAL 3 271K oliel A1 WAke) ASE K9 B}

x

: significant value

al chemoreceptor agonist'” 24 B9 $r)gke =
7W713, AXERe F7] FYSE 7MY e
AA4E A8 o2 wxA AZywe] BuEw Qo).
Allen 398 A7WWo| Qle WA YA HZg
A5 4oz Almitrine(50mg/day, 9~ 187}
4)E 583 59 F 49 A HNg Ws)
.
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R HA HAS FAA Ay Ageta Hars
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w3k 19683 Appenzeller $20] COPD &3} 8
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VT BTElgn, Narayan 3 Ferratids
1978 16W= 14%e Husdlo] 90%2] 2ynls
£ Hudtgul. 28n 1981d Faden 93 1984
d Valli 59& 2393t 1997 2}z 87% 9} 95
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