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[ Abstract JObjective : To define clinical associations and radiologic findings of posterior reversible encephalopathy syndrome (PRES),
and to further identify relationship beiween clinical conditions and specific imaging findings and its pathophysiological mechanism.
Methods : PRES patients admitted to the First Affiliated Hospital of Chongging Medical University from May 1,2007 to December 1,
2016 were retrospectively identified. A detailed review of clinical information and radiological findings was performed. Results : Twen—
ty—three PRES patients (mean age of 33.0 years) were identified. Etiologies of PRES mainly included hypertension, preeclampsia or
eclampsia and cytotoxic medications. Autoimmune disease and kidney dysfunction were also presented in some patients. Clinical pre-
sentations included seizures (n=16,69.6%) ,encephalopathy,headache (n=18,78.2%) ,and visual disturbances,which were all resolved

in a week. In 21 patients who received magnetic resonance imaging,the parieto—occipital regions were the most commonly involved, fol—
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stem and cerebellum. And 1/3 patients had asymmetry lesions.
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Patients with seizures had strong associations with temporal
involvement. Cerebellar involvement was significantly more fre—
quent in patients with a history of autoimmunity. Conclusion :

So far,no conclusive evidence supports a clear relationship be—
tween clinical conditions and specific imaging findings. But
atypical PRES is more common than normally considered.

Clinical physicians should have a full picture of the clinical
and radiological spectrum of this entity to make correct diagno—
s18. )
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FEAR S ARt R 3 ) K PR A AR AR I AT S 2 R T 40 A
BHEA R RAFAE)3 H(13.0%), 7 1 e 5 i
7N B (hemolysis , elevated liver enzymes and low platelets
count, HELLP)ZZE1E 2 5 (8.7%) , MU Ifl /MR I/ 1 0
15(4.3%) , FFEE{L | $1(4.3%) , 20 E 35 1 51(4.3%),

AABE D BH LR R L (n=18,78.2%) FIM
EAE(n=16,69.6%), MAEHIWERIENBE R 228
#(8.7%) BB FFERRT , 12 BB H (522%) B2 55
BH-MEERME,1 BBE(43%) BN RES HH
SHBE-BFERME, 1 BEE(43%) HBFFERE, BT
A EBREXTERARE , HAs s RERGE T RER (n=
8,34.8%) LIRS (n=4,17.4% ) LA B R M 2 D AE BRI
(n=1,43%), W28, BrA BE WK RER Y B R @E0N
% WER B HIE N 1~18 d, B8 (6.435 £4.775) d,
BERE 1,

H 22 BRE(957%) BN A MEF &, KH 1 13
£ (59.0% 0B MEZERE)RRT LR ILERE, BEKR
AT B B U 45 1 174.6 mmHg(134~240 mmHg) , B
3K E 3% 108.7 mmHg (80~146 mmHg), X 1 4B ¥
(4.3%) B ILEETF 140/90 mmHg, .

B RIR B2 LEF KR 111.0 pmol/L(38~505
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Tab.1 Clinical features of 23 patients with PRES
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pmol/L) , 4 8 4 B #& (34.8%)FEARET HH L T Stk s ig i 5
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W, 51 ZRETLWOEE S/ MRER, BN, FERRAL
BBRE S, H 4 BEE (174%)F B FREEERR S, L
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FrE 23 ZAEBHEZ T LM MRI S CT & 2 BB H
BZTLHCTREE L, S 21 ABEERZT MRI KA,
Hr 3 27 BE ARAT R BUINAUR 4 ( diffusion—weighted MRI,
DWD) K2, 1755 | 1K MRI BB B F ¥ ERBHF R 3 d(0~
12 d),

BIK MRI 875, 01 21 £ 85 (100%) 84 T % 2
(B 24) , KK E LR RIBA4r BIRHH (n=16,76.2%) (K
2A) HEET X (n=9,42.9%) (F 2B) . F M (n=8,38.1%) (&
2C) JRT (n=3,14.3%) (& 2D) /MR (n=2,9.5%) (& 2E) . 7%
MHEREFRTHE 21 ZHE(100%), BREFRNE 5 B8
#(23.8%), BRGEHMBENE 8 £ BE(38.1%), H 13

B9 B IR X R AL (n=7,3.3% ) (B 3A) (85K L B4t
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EREN 44.4%) (B 3B), SIAH MR T 2 £ 8E (9.5%)
(E3C), H7E 11 Z(524%)E% T MRINREEN B EF
F44(HRZHEBREREN 36.4%) B HBEH(E 3D,
E),

1 PRES BE3L4 CT BRI MHLH 2REER
Fig.1 Low density on bilateral parieto—occipital lobes
demonstrating by brain CT of PRES patient
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Fig.2 Lesion location and distribution of PRES demonstrating by fluid—attenuated inversion recovery (FLAIR) of MRI
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Fig.3 Atypical manifestations of PRES demonstrating by MRI
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Tab.2 Radiologic features of 21 patients with PRES, visualized with MRI, according to clinical subset(n )
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PER ARG BB 22 822 4 Rt 2 B 25 S BAT 4
HFE R (P=0.018) ; WA 57.19% 091 % 18 58 % (n=8)#i kL
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TESENR T X 22 R, 2 4l H) 3K X 32 R R g it X
(P=0.642) , WA, ARWFFEAIEST T DWI AR SRALSZ BRELA
(ESR L2 BRAL I b, 25 48R DWI R 2 R HSZ BRI AR
A A IR 2 i B TE]SF-44) 49 (7.125 £ 5.540) d(2~18 d) ;1M
DWI G IGHR I BRI B I AR IR i i 7] - 27 47 (6.000 +
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Fig.4 Atypical manifestations of PRES demonstrating by MRI
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5 %% PRES WY B R, XX —HIEHE, BEME
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B B E BRI DL R B B A, TNF-o 1
IL-1 3CA] 5 SR P 437 B9 3R (2 40 1) KG e o
F-1. MEMEREHEE-1 UKk E-%BE), AT
FEA P AR A TR, R AREE
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BB 4 K R B BR R

H BT, BN B HHEH 5 B 50 XT PRES #f IR
FHIE 5 AR A RRAE (B R BR R 53, T AR 55 8647
FESEHET, 2 HH PRES M ARPLHIRME T 2% H
BRRFE—E /R, TERAHBRELRER
s T3 AN R S A R B B Y — ¥, TR AEBE T
A —S A RBR

3L MRI 521 3] PRES BB 8UR FE,H
PRES (Y RHLAIRBEZ W IR TIEEF 2 mER
FoIG PR AR SRR AE J W0 2 (8] B S 186, 7 BRESH%R%
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