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Clinical characteristics and etiological analysis of the peripheral third nerve palsy
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[Abstract] Objective To summarize and analyze the etiology and clinical features of the third
nerve palsy (TNP). Methods and Results The clinical data of patients with TNP diagnosed from January
to October 2019 were retrospectively analyzed. A total of 32 patients with TNP were included. There were
17 cases (53.12%) of acute onset and 15 cases (46.88%) of subacute onset. Monocular involvement was
found in 30 cases (93.75%) and binocular involvement in 2 cases (6.25%). There were 10 cases (31.25%)
with headache, and 8 cases (25%) with pupil involvement. The etiology was diagnosed as microcirculation
disorder (16 cases, 50%), non-specific inflammation (11 cases, 34.38%), posterior communication aneurysm
(2 cases, 6.25% ), midbrain infarction (1 case, 3.13%), brain stem demystification (1 case, 3.13%) and
eosinophilia (1 case, 3.13% ). Improvement of circulation (microcirculation disorder and midbrain
infarction), anti-inflammatory and suppressive inflammatory response (non-specific inflammation, brainstem
demyelination and eosinophilia) or interventional therapy (posterior communication aneurysm) were
performed. After treatment, 31 cases (96.88%) showed remission of symptoms and 1 case (3.13%) had poor
prognosis. Conclusions Microcirculation disorder is the main cause of TNP, and intracranial aneurysm is
the most dangerous cause. Eye pain and pupil involvement are not the specific symptoms of intracranial
aneurysms. Relevant examinations can actively improve the determination of the cause and appropriate
treatment. Most patients have a good prognosis.

[Key words]  Oculomotor nerve diseases; Ophthalmoplegia;  Microcirculation;  Inflammation;
Intracranial aneurysm

Conflicts of interest: none declared

Sl IR A 28 R (TNP) Oy ff 28 B8 UL |, 1% PR RRE R B IR IS R B IR ER N, DL R B s
i K 3 B AT 43 28 98 APk BN o8 PR R . 8 4 Bl A BEALAK A e e RREE LA Z B, &
B MR 28 SRR 4 9 TR AT 22, A0 365 ke i L J e
doi:10.3969/j.issn.1672-6731.2020.08.016 #%%*‘H:%EE ) 9I\Z’£Eiﬁ‘lﬂ£ﬁ§% ’ T ﬁgijj Ha {‘43 é’éﬁ“/ﬁ
(4 9L00:100730 FRBERHR MR e e e pgpy o OO PRRE ORIV DL [ 3 o 22 B U ) 2 4 B
i IHAEH : T AEH L Email: wangjweq@163.com i DR B N B R B I RS B v 1 sl Bk OR & ok

iy




rp B A 2 G 24 2020 4F 8 A 45 20 45 8 M)

Chin J Contemp Neurol Neurosurg, August 2020, Vol. 20, No. 8 . 747 .

OB BN AT RO 2 W A Rt TR A R e
28 N BRI AR WA 14 32 151] Bl R i 22 JRROEL A8 I R B
b BEAT [T 73 A, Al 45 o D g PR Al R 5 L, DA
WRe Ny H A2 W SR T RIS %

Il R 2% 434

— Il R AR A

TEFE 2019 4F 1-10 J1 76 3 Bt #i 28 9 BHE B iR
I7, I 28 Sk T MRS 25 W A Ay i T 2 IR ot 28 4% B 1%
T2 B Bl IR bl 2 RR B AR A 3k 32 ), 55 1k 22
(68.75%) , L 10 1 (31.25%) ; % 23 ~ 80 &7, F
¥1(55.72 +3.24) % s KW L2 HEE 1K 2 25 4,
H LB E] 28(5,32) do (1) 5iE IR 5 R AE : A 4 5 5 1
T BN, B 2R R 17 B (53.13%) 2
F1561(46.88%) o T R AEARFR I ARG T IR 2K
WIS T s gh 3z B, v i L R 8 il (259,
St VR ) i LK 32 B 24 B (75% , A 58 4Pk
JPRIEE ) 5 o R A Sk R & 10 1(31.25%) 5 LR 57 3R
30 1411 (93.75% ) , BUHR [A] iF 52 82 2 461] (6.25% ) - (2) Bk
A b 32 9 13 91 (40.63% ) & I A5 K IR 9w L2 Bl
(6.25%) 4 I I s 4 61 ( 12.509% ) &5 1 5 0% iR
LA, H A 13 191 (40.63% ) BE A (R fif . (3) 3256 = 46
A oS BB (6.28 ~ 10.50 mmol/L) AL I 21 25 A
(6.70% ~ 8.10% ) 7K V-3 55 10 611 (31.25%) , 21 41 e i
R (21 ~ 25 mm/h) 38 &35 2 191 (6.25% ) , W& g R 440
2 (1.18 x 10°/L Fb 5] 12.70% ) 3% 5 1 611 (3.13% ) 5 IfiL
TP WE IR A% AZ 1 CAChR) o 1A Fe #2847 15 g 4t
PSR B o X BE RL T P R L 1) 14 191 S5 AT I A 2
) A R A, T AR 5L (10 ~ 15) x 1091138
261 (14.29% ) . & F 22 7 (460 ~ 550 mg/L) F+ & 5 il
(35.71%) .24 /B 1gG & A% (1.10 ~ 1.70 mg/d) 34
S 1(35.71%) o (4) AR PR S 5215 24k 2 - 7R HEBR
I ISR R R S M A RE S TR LR A A
P2 AR AR 2 TR AR IR, X S i BE AL EE LTS H
R AT A A F RS (RNS ), DA HE RS i 22 UL P 422
K AE A R BAYE . Sk E M IR HE 3 3R MR R R
SR #2584k 11 61(34.38%) , CTA K 25 & B ) 58 18
Sh bk sl bR 2 611(6.25%) o (5) 8 37 (4 B 56« ir 5 2R
BB G YA R 0 B, DU S IS 24 AR Bk
BB, AL 1B (3.13%) i 2415 K 2 mm , 37 1 BH 3
6 ] S BH %

= N A A

45 4 A 41 s B RE R 5 RAE CBEAE L SR = A

A AL, DL KCH AR BRI R A5 2 3 AR I R RE AL
K 2% 1 DL T 12 8 o (1) B0 A B -« B 8 A 18 PR s 1
16 1] (50% ) & 3%, 55 5% % K A8 2/~ 1M b (6.28 ~
10.50 mmol/L) 4 4k IfiL 21 & 11 (6.70% ~ 8.10% ) 34
Fe MR T (B Sk 35 MRT A £ JC 5, 50 [l 3
MR ol 228 JR 95 2% PTG B0 o st T 380, v 3 ) £ AR IR
PR 1 il FL AR, H Ay 12 618 A 58 4k o IR b 2
JRASE, 16 151 35 S B0 2y IR b 222 52 B2 0 (2) A4 Sk 4%
HiE : L1141 (34.389% ) MR HE F1 (B ) Sk 14 58 MRT 47K
By IR Ak 22 5 o Ak 2R IR, MR M 2 ) VR D I R S
PEIRIL g X5 SR AR R S Ve R AT o I R 3R Iy R R
PRI S B W LR 3401, 4% 3 48] Dy A 58 4 Ak Sl TR
28 RRIEL, 11 51 S8 4 Sy BN ) IR e 2 BB (3) BN
SR AR LA 2 19 B A BE SR 2 3k EB CTA K A &
AT 5 52 38 B kIR, 7 R L 2 IR i 8RR A B
ok 96 JIT B 5 2 B0 oy KRR A e ALK, 2 9 2 R
) 2y IR Pt 28 BRI o (4) FL A AR DG IR 2 1 461 (3.13% ) 3k
I MRT A 2 I 75 o 1 A5 5, g 1812 W7 Ay i e 1 5] 2
R LA 2y IR ot 26 4% 37 B2, 32 8 3R B kg RUA e L IR
KR BRiz S 5 161 (3.13% ) Sk MRI 2 /18 ik T B
FOR SRR, S B Y o, e AR JC AR IR K
i FL IR S5 R, B0 S AR 2 RO 5 1 81 (3.13% )
S 3 A I S U I VR B R T TR A A X Y
I 3 8 T P R 41 B K 1.18 % 10°/L. e 91 12.70%
(0.50% ~5.00% ) , By i W IR 14 4 41 il e 51 Ry 6% , =k
03 B MR A A 0N 2 AR pr B g Ak, O R
I T 1 A 2 6 34 v T S0 4 R A O, TG RR R AR
AR AE U e L s HEOK o

SRS PR

LARTT IR (1) 508 T 0 o6 < 45 21 32 451 /8 3
W17 B (53.13% ) 3l R Bl 28 bR ( 58 4 1 RR 5 2 4]
AN S8 A VERRIEE 15 461)) 9 R 5 B0 A e i 2 i A8
SRR I = TR 7 SN | AN T X = |
Bt 0B Ry 2 o DAL AR 38 450 mg/d BRI T A
500 pg/d LTS, IFFE R 14 do Hirp | 16 61106 26
e ek R S S 2 B i T R 24 C — HR RO BT R 3
B JBE 2 R BT i /N B 24, 5 o | TR I A4S B
A5 191 F A B 51 DR G i s S o i 4k
B BT =] DE AR (100 mg/d) ,3 A~ H G125 (2) B R 3R
57 : 11 51(34.38% ) sl HR 4t 28 AE 5 52 Mk 98 0 FR 5 R
P 4 RE B2 IV LB IR AR 4 IR YT IR, T R e R
80 mg/d #t ki 1, L7 d Ja e IR R JE 1 mg/kg
R, 3697 2 ~ 3 A A T80 B 4 B R 46 ke 500 pug/d L



. 748 - e[ B 2 000 % 7 2020 4F 8 55 20 #4658

Chin J Contemp Neurol Neurosurg, August 2020, Vol. 20, No. 8

Figure 1 Head MRI findings of Case 1

cerebral peduncles (arrows indicate; Panel lc, 1d).
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Axial T\WI showed symmetrical hyperintensity in bilateral midbrain cerebral peduncles
(arrows indicate; Panel la, 1b). Axial T.WI showed symmetric hyperintensity in bilateral oculomotor nucleus region of the medbrain
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Figure 2 Bone marrow smear cytology findings of Case 2 Raynes-Giemsa staining Active myeloid cell proliferation was observed
under oil microscope (Panel 2a) x 100 Oil microscopy showed normal myeloid hematopoietic cells (Panel 2b). x 1000  Oil
microscopy showed 1 normal eosinophil were observed, and eosinophils were found in the cytoplasm (Panel 2¢). x 1000 One
eosinophils and other normal hematopoietic cells were observed under oil microscopy (Panel 2d). x 1000
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Figure 3 Head MRI findings of Case 2 Axial T,WI showed bilateral third nerve were visible (arrows indicate; Panel 3a, 3b). Axial
enhanced T\WI showed the bilateral third nerve enhancement (arrows indicate; Panel 3¢, 3d).
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