55:18

TEDIERE

$ 70 —EREGEHEOGOM, MZEMERMEOMERN Y& % o7
WRETEDYE 2 S N7 ZERE D 1 61

s e AVx
PPl 25 JNH

e g W

RS S

B EGISRBUETHD. RAREOCERE L ERKICHE S h, SMHKEEDZE T recombinant
tissue plasminogen activator (rt-PA) BEXEEIPTBITE N/, EROUEHI & K BERNEAMTERM 26
ZhHof MiWMEI 2B EVWEAIBEEE A1, TORBHAEZ /- LE ARE BEARPE7/LJTIM
EOHFEEHLISBEREB AWV, AL7IOqM K= X C&dx 70— EEEBEZIL . 2 70— EEEEIC
b3 M/ RMERE & RERETTEY, BREONERNLTHERNTFORENEBREOEERT & & - - alaEEH

HBEEZONI
(B R4 2015;55:18-22)

Key words : Jixtfige, 47 o — CEMER, FHHLE, MENGE AL7 I8/ F—Y A

LI

Recombinant tissue plasminogen activator (rt-PA) #d:/E:
2B CH BIAEEA 2 5 e 2 PEI AT ZEE B 20 L C
VL, BRI N I AT AR AT ARG & LB s NG VY,
L2 L, [FERIEERGeRE 2820, BEOGIHEICH
Lot Wk CitiEE B2 ) ddbnib 5.

SlEbivbiig, AL7 384 F—Y A2 L2 4 70— Vi
BEREOAED, MEMERHEOHER T THo/zEZLD
N 1B ERER L7z, 70— BEREFTI, 19 3%
EEAHTHEMESNTEY Y, KEFOBBERBE X7
O — VIREEREOMRRE IR L T E R 4 N 2 5 5.

E Bl

B 65 Ik

FFF  ETRESE D\

BEAEIRE © 15 4F Hi L REMERE I~ OV = 7 O Tl RS 1) . e
TETIIREEERINZ LE R L.

FIEHE AT ORERE: L.

WESFIE ¢ B2 1 H 20 A% 40 4R, 2 4EHT L 0 NI SN
1T E—)L 350 ml & BERT 1 A& .

BUWEE © 2013 4F 2 H 3 H 480 8 IR 30 47, At &g
BRI G ORI S LR L 727230 AR BRI k% &
7z, A JEBE CUEEL magnetic resonance imaging (MRI) 7%/

fra, SN OZICOal 10 B 27 4 (38E 1 FF
57 43) 12 rt-PA SR EATHEAT S L7z, #5711 O National
Institutes of Health Stroke Scale (NIHSS) (% 15 5 CT& - 7.
L L, 0%k MRIEIROYFED %  YEEATEAHEE S
TR 11 B 30 4> (B84E 3 MR 1CEREARE L 72

A BERFEE - — e B RFT L, 156 cm, 54.6 kg, BMI22.4,
M 115/76 mmHg, WR#1 90/ 45 - 26T, MPEERIC FE T /LIt
HeDimols, WRFNIIL T, BERIEHTH 722,
HHERRE A Lo, HEIETAEOAPTREL, AL THRIZE
T L CE 2R/, BRERTEHEZ S OEELD
BALICT E B BEEA D Y, EEOL LM ZEREES L O
RERE, A E A LWz NIHSS 1313 B THh - 7.

AT L - M Tl WBC 11,800/u &R E FH LT 5
DAVEESE 2 L. AL RATIE, £EE5.0gd, 7V
73Iv24gd LT L, BNP 400.4pg/ml & L& LTz
L A7 —)b 236 mg/dl, LDL I L A7 1 —)b 146 mg/d] &
B BERED D ), BRI A L DR h o2, BFEZHRET
12, rt-PA BHIBEERIOMALTIE, 74 7Y/ —% ~ 560 mg/d]
(FLHEME 276~471 mg/dl), FDP 22.2 ug/mi (5 ug/ml LLF), D-
dimer 7.3 pg/ml (1.0 ug/ml DUF) & EALTBY, ABEZROM
A Cld, TAT 3.44 ng/ml (3.0 ng/m! LLT), von Willebrand factor
352 (LiEfi 60~170) & BEEADITHEE A L ©72. Protein C
11 %> Protein SHURIZEE 2 {, PUEBUAR N — T AT » F
a7 7Ty MIBENTH oz 12 FEOEXIL, FARE - %
TIL I, aVF I Qe AL o7, FEELT I — Tl

*Corresponding author: FEARKEEREEBE A B A SR EB AR08 (T 860-8556  AEARURAEATT Hh Je X AH: 1-1-1)

YV REAR KRR B e AR R TR S B R P R 40 BT
YRR KRR R AR R JE AR B P L 243 B
(ZFHH 1201443 A 4 H)



70— BEGEEOA, HEMEFREOMERNT & 7% > 720 REEDE 2 5 N 72NERED 1§

55:19

Fig. 1 MRI obtained on the day of admission.
(A, B) Diffusion weighted images (Axial, 3 T; TR 3,400 ms, TE 67 ms, b value = 1,000 sec/mm?) showed high intensity signals
in the right basal nucleus and deep white matter. (C) MR angiography (3D-TOE 3 T; TR 20 ms, TE 3.45 ms) showed right middle

cerebral artery occlusion.
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Fig. 2 Perioperative digital subtraction angiography (A, B, C, D) and MRA obtained on day 7.
(A) Digital subtraction angiography showed right middle cerebral artery occlusion. (B) After the mechanical thrombectomy using
penumbra system, the occlusion site was partly recanalized. (C) A few minutes later after recanalization, right middle cerebral
artery was reoccluded. (D) After the mechanical disruption using balloon catheters, angiogram showed partly recanalization
thrombolysis in cerebral infarction (TICI) grade 2a. (E), (F) MR angiography (3D-TOE 3 T; TR 20 ms, TE 3.45 ms) showed right

middle cerebral artery recanalization.

Fig. 3 Microscopic findings of renal biopsy.

Renal biopsy revealed amyloid deposition in mesangial area, glomerular
capillary walls and arterioles by Congo-red staining.
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Fig 4 The mechanism of coagulation cascade activation.

Abbreviations; tPA: tissue plasminogen activator, PAIL: plasminogen activator inhibitor.
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Nephrotic syndrome might be an inhibitor of the endovascular recanalization in a patient with acute
ischemic stroke

Toshihito Nakanishi, M.D.", Masaki Watanabe, M.D., Ph.D."”, Makoto Nakajima, M.D., Ph.D.”,
Nao Nojiri, M.D.?, Akira Oda, M.D.” and Yukio Ando, M.D., Ph.D."”

"Department of Neurology, Graduate School of Medical Sciences, Kumamoto University

“Department of Nephrology, Graduate School of Medical Sciences, Kumamoto University

A 65-year-old man with left hemiparesis was referred to our hospital by ambulance. Diffusion-weighted magnetic
resonance imaging (DWI-MRI) showed a slight hyperintensity area in the right basal ganglion and deep white matter, and
brain magnetic resonance angiography (MRA) revealed right middle cerebral artery (MCA) occlusion in the M1 proximal

segment. Receiving intravenous rt-PA therapy, the patient showed no neurological improvement. Therefore emergency

neuroendovascular revasculization was decided. After the first evacuation of the clot, the occlusion site was partly

recanalyzed. However it was re-occluded after a few minutes. Then, mechanical disruption using balloon catheters were
added for the occlusion site allowing it to be recanalyzed. After the acute ischemic stroke therapy, the patient was
diagnosed as nephrotic syndrome, because his blood chemistry test indicated hypoproteinemia and urine examination

showed proteinuria. Renal biopsy confirmed nephrotic syndrome due to AL amyloidosis. Nephrotic syndrome causes
hypercoagulability and increases platelet aggregation. Thus we speculated that nephrotic syndrome inhibited the early
recanalization in this patient.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:18-22)
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