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fmBIER W1, .61 % R AEYE R 3 A
H e 20 d” ABg. & 3 MAREZ T95 R)5 3
T8 by ) B J T M SR A T R (] 25 10 ~
20 min, R EE T % . 170 EIR AR Il vavE S
S QU BEAE e s 5 4R I IR AR Al Jo s
PRI A R R o s A i s . 2017 4R 6 IR
ABE 250 B R AR BB T 1. 799 ug/L(S%
fH 0~0. 10 ug/L) , S H [ f 5. 66 mmol/L(Z % {6 <
5. 20 mmol/L) . K% FIEHE H 3. 54 mmol/L(Z*1H
<3. 12 mmol/L), #B# C J i & 1 (C-reactive pro-
tein, CRP) 4. 9 mg/L(Z#{H 0~3. 0 mg/L), ML 7L
32 mm/h(Z%{H 0~20 mm/h) .

5 4k 3 ik CT (coronary computed tomography
angiography, CCTA) 7r Z£ 1if B 3Z (left anterior de-
scending, LAD) 7 Bt K 4t 5 IR gl ik J4 il i 105 48 %% 4k
(pericoronary adipose tissue stranding, PCATS) 4[4
3E 7 [A] g 37 (left circumflex, LCX) 11 Bt/ 4 PCATS
P BE B 2% A5 5 IR 8 ik (right coronary artery.
RCA) R W54 . @ LAD 47 28 B 5 IRk 3l ik /i A
VA J¥ (percutaneous transluminal coronary interven-
tion, PCD) B [ i BT B8 12 97 » SO 25 W ok e =C
2, mF R G AR CRP. i U0 % 8 0K B 1E % . 2017
A8 H AR IR 56 — R A Bt CCTA 7R 34T
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IR )2 BREE SR AL 25 W) 55 22 FhR T 7 s 1 T W] AL
) 2 U AT o AR 8l ik 55 % # AR (coronary
artery bypass grafting, CABG) ,(H R Z 4., HPH

fEFEBAL:116011 L7, KEER KZMNESE —ER
L IE CT fa 45 B}

TEF B AEEE (1999 —) &, Hol IR A ZE e £, &
BN I B AR TAE .

BIEE . T2 E ,E-mail: wzx1128@163. com

TR (R IERS)#RIREE (OSID) :

5 WAE BN CCTA /R, 4k LAD F1 LCX & 4 PCATS
JE29 14, RCA 1 B th B0 it PCATS frp B8
ITEZ 3 > H J5 PCATS e s 38 i £ pe 75 i e oy
i, LAD.LCX fl RCA ff§ PCATS ¥ Ji#5F- 4 37 mm,
RRZMRE R A D,

Wl 2, 4,50 % TR Ta] T R 3 4R M0 1 h7 A
Bt o HE 3 AN TR W BN R . 2 B o5 B ek
FEVR I N TEMERESEI 1548 1~2 min, AR B G T G2 fift
PR ERA R V3-5 FECR 3 ST BE T #. B K&
T . BEAE @RI H o s 3 47, i Fe 45 0 mT s JGBE PR %
W R B G s AR B . 2014 4F 8 H B IR ABE . 55
5= kA LR B 220 TU/L(Z%{H 30~150 TU/L) .,
ARG 13,095 ug/L(Z % {H 0~0. 100 ug/L)
LR 3 1 W] T #-MB Jit &t 61. 52 ug/L (S % i <
5.0 ug/L), MY 27. 00 mm/h(Z % 0~20 mm/h),
CRP 17. 7 mg/L(Z %14 0 ~3 mg/L), CCTA /&
LAD 6~7 Bk # PCATS £EH %€, LCX 11 f1 13 B /b
i PCATS 04 2£, 42 56 4R 8l ik 3 F (left main coro-
nary artery, LMA)/DH& PCATS i F k%, RCA R
LS, @ LMALLAD fl LCX 47 PCI(Z5 ¥y ik
JiE S I B KRR BT BE iR 97 . AR J5 CRP. I I0 %5 3
WAEIEH . 493452014 4F 11 )% B EHKHE
AHARUEE PR A Bt » 5 tR 3l ik & 5% (coronary angiogram,
CAG)/x LMA LAD J LCX 348 A ¥ e 3 i Jig y 141
JE, AT CABG, #9 1 4EJ5 (2016 4 1 H),CCTA
AT E S K-LCX, I 3 8l fk-LAD. N ZL 8l ik-%F /i 52
SR AE T L LCX 1) PCATS B, 4k LAD #1
LCX %4 PCATS J5.RCA 1 Bt 4 8/ & PCATS
PR P . Bem, 2019 4R 12 JTZ B &5 3 IABL .
CCTA 1 CAG 7R = 3Z#r L& ¥ 15 . RCA ) PCATS
HH 0 348 B e A e O T RE B % % RCA 17 PCI
(ZiWyemi 228y, LAD,LCX fI RCA f#§ PCATS &
BEF- 37,6 mm, B RGBRILH 4(E 2),
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1 4,61 %. a) CPRA=b) A% CCTA(2017—6) 7+ LAD # & i £4F K & PCATS (47); o) A& CCTA

7 LCX it 8 b E 4% PCFS($7); d) £ 4 CCTA 7+ RCA 5% % ; o) % —kEi CCTA(2017 —8) &
LCX #t B ZEE K F PCATS ¥4 (47); D s WA F (2017 —8) 7 LCX L RALE R 4F; g Miz CAG
(2017—12)= LAD X R AME . LCX X RAEEF®E (47); h) CPR A 1) % = kki5 CCTA(2018—8)
7 RCA £ A AR T4 K E PCATS(H); ) A2 k) % = k5 CCTA2018—12) & LAD # LCX ¥ & A
& (Fr) . E:CCTA, BRIk CT;CAG, k3 hki&#;CPR, b @ £ & LAD, £ 9T % #; LCX, £ &4 X ;
PCATS, & 3k 3 bk B B fs By 42 F 42 RCA L & B IR F) Ak .
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SORN: EEE B RS R D RS- SR NI s
AL T RE O 2 A7 AE I D BE R 98 PCAT 2y i e &%
PR 1 R R A A1y T Bk A0 - T e AT AT
P HCE A RE fR L 35 e Bl bk ok R Al I AAE 2
T ER T 5 |6 S 40 PN A o R A B p e s B —
BIAS TR S 265 = ) 58 3 e SR N Pk e A 1) 26 R AT
CABG, ARJa 5 AR B MR FFE % . NI, 76 H AT
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A RARIT K PCATS g 3 T . CABG J& 5 H 1
BT PCLIRYT A e — 2 IR E. 73 5k, H A i %
A/ MK PCATS 940 28 BIE (A 3R AT 5 4] 8 2
PCATS By B ¥ 42 FR 5 W] 8 K T Hedgire %7 4
W) 19,2 mm F1 2.9 AR H U IRATRZ K E
PCATS DUt H™ B FE S,

BRI Z A0 FRATT P 491 58 5 3 B O A — A R
% LAD F1 LCX #5 H Bl K B PCATS. 4 1 4E )5 .
RCA P &4 PCATS, HFfi# i [ ZE K, PCATS ik
B B B e R Bl K BE B B e 78 e B G HE R RO I
Fifk %k 4, Goeller %5y BF9E 5 & 7k PCATS #4
£ B S AR 2l ik B B 67 Ao 36 0 R Z IR AR . EEF =
M4 PCATS (125 [a] S B[] & A= Ok e AL i AN T 28

2 %.,50 %, a) CPR#A b) £ % CCTA(2014—8)& LMA ¥ E# %, LAD o LCX £ B £k X &
PCATS(#7); o) A% CCTA = RCA # & E®kF. L PCATS(47); & ki CAG(2014—11) & LMA,
LAD # LCX X Z A B M £ ($5); e % — kM5 CCTA(2016 —1) 7 RCA i B 47 £ & £ 4 7 % PCATS
(#)3; ) CPR 4= @) % =k K5 CCTA(2019—10) & RCA € E % %4 PCATS B 23 m(47); h) VR % =
KB CCTA T AR RBHFAE 5 F . LAD A A A LCX 0 = I A B i@ ¥, . LMA, £ 7 K3 bk
FF; VR, 2R T &,

A VF /R X F LAD fl LCX ki PCATS 1564k 5
bkpeAE Hida 41 CABG ) 4 FE3R 7 1 7 v [ I 56 3
RCA {922 4k ] & SE A7 F T MR A R B
B FRATPIO 8 Bk I R TR T 3 AR R4S R
PR ¥ T A KB PCATS [ 5 R 8l Bk B 45 B 47 F
ARTBUEFE . CABG B 77 ORI W UG 2507 e i 08 T
PCTL (A5 2 Hl KAEABFE i — SIS
S Xk
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mEIFER BE L8 B kR AT R
AT TR 4 dInE RS ARG R AR, BEA
Bt 4 d A PR Bl S L R Ul IR R RIS . &R E
ERFANFIRER R 17 EEREARIER . At
KT B E AT A NREN L0 B S A 2 X
= i vl = RO 2 I R RS O R 7 N SR o il e
PR LS o T U A B, B E B
20 M S BT i (218 X 10° /1) ik 5 VAR A XL 440 i L 6 E
200 . WA E R IR AR W . k8 MRI R
KA BT A 000 50 T P B J5T B /0N i e o 22 K S A
# . FLAIR 2 & 5% (K la.b), T, WI 2 5155 (A
To) s HE5 X b7 s i kR WL a4k (& 1d) , DWI & &2 5
7 (K 1e), ADC B B2 ALAE 5 (B 1D . ki CT. g
W CT K2 CT R A 7 PERR AR . 1 B e 32 PRI %
FHOCHTAA I - i W T AMPART ST B (1:32)
i W HT AMPAR2 Bk BHME (1:32), WL 2, i ¥ )
Hi NMDAR, GABABR, LGI1, Caspr2 & FH ¥, &%
KL Wi Pt AMPAR Jili R % (72%0) .

e B & M AR (autoimmune encephali-
tis, AED I R b AT 43 2 43 2 5t N-HJE-D- K & &R %
{# (N-methyl-D-aspartate receptor, NMDAR) i % . i1
G ik R A Al AE LB AE 3 R P - BEE-3- R JE-

PEEZE B AGL:510080 7N, 1 U7 BEBL KA fiE IR TR A IR

BEBE () R4 B 24 B2 Be) S BE GRS 3 4% 0 ) 5515300
TR TR B R = (BRZE LIRS

PR 000 (1098 —) B¢+ AT o B 7E 3
ZNF PR Z RG AR LW TAE.
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FHEZE(FIRRSE )RR (OSID) :

5-FH k-4 S 18 1k TN 2 57 1A (alpha-amino-3-hydroxy-5-
methyl-4-isoxazolepropionic acid receptor, AMPAR)
i R )& T AE s gt i 2 . AE 2 B2 1Ok IR
O3 R U2 N B 2 A S BT A0 A T 32 A I R
i AMPAR fili 28 J& T~ 0 240 Ml 2 T Ht J5 52 (R i % . Lai
SFHF 2009 AR RARE BT AMPAR il 2. 45 Guan
S5 0 Gu U RE AE R [l 4 1 8 A RS 8RBl
NMDAR i % & AE S W25, 2 5 5o R 46 ) B
PERK R B & 8020, 1 BT AMPAR fiii & 5 UL, AL 24
0.6%~1%" . SCilik 2 K I K I8 97 Ko B 2% AR G i
L HEBRAER M AGEAE R L. AMPAR 2fi F
20 i B T ) — o 1 AL R A A T R P %
Ay PR 2 3k A 3 - 2 15 O T S L) Ky S R AL
it . B AMPAR $0 0K W) 3 22 XF % 2 1R 1
GluAl F1 GluA2 W5 /) 4 i i . $t AMPAR
i LLh B4R ez RO £ RN A G REM R
SRUREIR , 3 B A5 ATy B AT | M I 1L 3 R R iR
g

i AMPAR fili R AR F R INA — & R IE M, H
12y 80 %0 HL AMPAR il % /8 % 3k i MRI 2 /R 1 4% &
g8 Cln sl i el |l B AR 2Rk R E S
FLATR fe Uk, 38 5 49 4 — A 5 4k DWT 95 72 97 K
A2 IR A IS /N i B TS Y S IR i B B A5 G At 78
DAL AT B AR R AR R, R
T RUAN 35T A0 SXSUA0] 450 T8 0 B JB LA /1N i B2 S5 AT
2 3T 2 W bt AMPARIK & HA 3 258 LR



