MG S IhREEE - 20184F 10 H - 45134 - 45 1041

R PE A I 6 2 G STk
A, G T AL, R, P AR

HE BB IEAR R (EF) fI6 RAVR R S . 7733 - [k 2 R B 2 19612 EF #9285 191
PRI B M AR AVOR S BAG A, I 455 SCRRIEA T MIBPE oAy . S5 SR 2 LA b PRI k4%
VA5, 2 ) Y430 30 Ay o o e P e A 5 5 24970 & o 1T g PR M 4 i 22 B L8 1 5 1461 o PR b ok 2 19 LA
L C J )0 25 11 5 JILPA MR 7 ff B4 V5, ToWT 52 i {5 5 5 52 3R DXl 4 2 B TR JUL PR 3 A T D 7 494 )
RUEAMMIEN . KRR IE ) EF 855 496 141, d5 5 WL F IR X PR UL A MK LR . 250 28 A6 A b/
AN L TR R AR I 22 o AR AR 1 IUAE R TG PR . A ALY MRI R B T IAUUS (s 32 23
FRIE IS, T A A S 35 5, I R A 0 JEE P R o A M TR 0y SR B 2 7 B JBE 2P AL T 58
PEANMIIRAE . Z518 : EF S —Fh LI FRUE AR i BKAE £k 1 1l mg R M 2 1 22 3 PR BR 2 1 I00E L 1L 390
BRIl FEERIER D UL , REE52 REUD  WERIRITA R
KRR EIRVEAIIEIE ; I R R 5 o B L5 SCHIRE

B 2SS R741;R741.02;R746 CHFFRIAEE A DOI  10.16780/j.cnki.sjssgncj.2018.10.009
Clinical and Pathological Analysis of Eosinophilic Fasciitis: Case Report and Literature Review
XIE Yan-chun, ZENG Yan-ping, LIU Yin, LIANG Jing-jing, LU Zu-neng. Department of Neurology, Renmin
Hospital of Wuhan University, Wuhan 430060, China

Abstract Objective: To investigate the clinical and pathological features of eosinophilic fasciitis (EF).
Methods: The clinical presentation, laboratory examination, imaging characteristics, and pathological features
of two patients diagnosed with EF were retrospectively analyzed, and the literature was reviewed. Results: The
2 cases (1 female and 1 male) presented with symmetrical edema and stiffening of the limbs. Peripheral
eosinophilic granulocyte increase and increased erythrocyte sedimentation rate were present in both cases, and
hypergammaglobulinemia and increased C-reactive protein were found in 1 case. Muscle MRI revealed
thickening and high signal intensity on T,WI in deep fasciae. Full-thickness wedge biopsy of the clinically
affected skin and muscle showed thickening of the muscular fascia with accumulation of inflammatory cells. We
reviewed the reported data of 496 cases of EF. Most of the patients presented with symmetrical edema and
stiffening of the limbs. The characteristic laboratory findings in EF were peripheral eosinophilia, increased
erythrocyte sedimentation rate, and hypergammaglobulinemia. Muscle MRI characteristics of EF were
thickening on T -weighted images, increased signal intensity on T,-weighted images, and contrast enhancement
in thickened muscle fascia following gadolinium injection. Pathological features of EF were fascial thickening
and fibrosis and inflammatory cell infiltration. Conclusion: EF is a rare disorder characterized by symmetrical
edema and stiffening of the limbs, peripheral eosinophilia, hypergammaglobulinemia, and increased erythrocyte
sedimentation rate. Systemic involvement is rare, and corticosteroid treatment is effective.
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