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N &l (CAS: carotid artery stenting) @ ji 28 % B & 1L 5 78,
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APl E 2 W T X EN B D, MRS E PR O S8 E MRk %
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W S N7z FUBBIEIMIRAICEIY 2HICEITHL, ESR., 7
fem i, EroER2EAL, ATP R EK SN 5, FDGIX., 7 R 7§
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BT HEMBGENZOND (Fig. 1), &M FDG X7 v =2 — R
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FDG-PET Z i fT ¥ 22 H 72, LEOZ M, MEEEOHMF L IO
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18F o W) PR A - J 11X 110 43 T, 18F -FDG I 7 R U B & B A L T
fWICIRY AE N D72, mEEfE %2 130-150mg/dl LL T4 % 2 &
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FDG O & #H# ik & 3-a23 v X — kXA v bETVICHESL
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M7 A NP/ LD 6,
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tarv bua— vt d spill-over Zh R @ 72 v K & 22 Ik @ H 0 56

(blood-pool #i) @ SUV & otk Th 5 (Fig. 2), & & IC B0 #H K



NTOFRHMEERKMBEDEE IS, Asabella 51X, SUVmax,
SUVmean, TBRmax, TBRmean # th# L, SUVmax & SUVmean
T, RIEOBRBRWNWT 7 =27 L2 TRWT T -7 O0EMNMPAEETD
> 7oz % L, TBRmax & TBRmean TE# A FTEE Th - 7= & ik
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S8E LU FIC FDGHEMM AR O EDOHE L H 5 M 15, Tahara & 1

BIEM O AR SFT 7T —27 Aa7 >5F% - IMT >2mm O b # 89 #%
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— AT, BEEa—07 7 =7 TIX FDGOEMIZIET DL X
WhHolx LT, EETa—TIEANTY XN FDG 4
bEWZI CEEMLE D, GEETa—FTEIMLTRES T — 7
MWE O3, —BHICALZREE VDO DIIERBEE == — 8 CTIXRR
HWENRBEL T DATRRMENDDY ., T oA FDG-PET » A
M TdH D AHEMN 2K X T W5, Moustafa & 1%, & It © JE & M 5 &)
REZEIEBHEORFEE Ry 77 —BHEERREICB T

microembolic signal (MES) & FDG £/ & o BH 2 M L 72 20,
ZTORME, MESZRB OB ED ST — 27 TFDGEBENEH» - = &
WwE L (MBI & 0 SUV b THF Rl 1.05 vs. 0.76, P=0.005) ,
ERWERVIDIDALE S 7 — 27 OFEIWC FDG-PET XA A 72 2 &
o L7, Poredos H X, MHP RIE~—H — & DOEKICDW T,
HEBRPEEE LR RKBRBRMAEO RS T4 E2HLRICHZF L. FDG
DEITEKE CRP (r=0.417, p=0.010)., IL-6 (r=0.603, p<0.001).
TNF-a (r=0.374, p=0.023) & HHBH 2 R D 7 & #®E L7 20, MRI ff /&
Lok T, WA LEKRMEMEKRIEZAE T L2777 27 B XT
EEBL 77—/ 77— 7 HNHEMICBW THELLO TBR A& W
ZEBHEINANTWD 22, £, HBAK CT & DIk v TIiE,
CTOARRZRE T 7 — 7 %R f 25 3 % 3FE(positive remodeling, W
e > K~ #  low attenuation) O fF & L R G5 A, FDG © £ & & fH B
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EBEOME A X PRIELEOBEENEER IS, Rominger 5 I3
& A4~ b (FmmMEM2d . O/, mMiTHEN) Z2%8AE LT
WhRWHEEE 9324I Cads— MR AT, HEBRE S DAY
Mm% ~o» FDG OE/MIT. TOHOME A X oM L=k AR
THREFER2D 5D Lx2@RELL 2D (FY TBR>1.7T T £ & #
BT oS — R 14.144, 95%CI 4.823-41.482), Paulmier 5 b [A
FRICH B R T 101 4 2R ICHRF E2 4T, FDG & &£ BB v T
Refil o 2 L 72 0% 4~ b (48% vs 15%, P= 0.0006) ¥ L O
R 6, AUARNOLME A X2~ (30% vs 1.8%, P=0.0002) #»° &
LBICHBICE o2 L 2HE L 29, Joseph b 1L, dal-PLAQUE
trial (2 L X7 U b= X7 ik & HPMEFIHK dalcetrapib @ RCT)
O T E LT, AHM o FDG-PET L o 8 ik B & JE i B © £ 1k
N, TokoRHMoOHRMEILERZ TR TE2@ELZHRSE L TW
D20, 24 fl o B FEICIHE W T, Bk L 6 A %KOHB R
FDG-PET/CT k@ FDG ®» % % th#k L, [[A K2 MRI T ® 8 Ik B B
JE B m A O EbE B E 24 D AK THFFLE, ZORKE. 18
Bl (42.9%) THHEH O FDGHEHBEEMZzRB O LN, ZOHTE XN
UANAORFICH L 2EZOHIIRBEEES LOCBEBMEL & BIZAHEIZ L
A LTk (BEREEOE(E 17.49 % vs. 1.74 %, p = 0.038, HE [
E D E AL FR 25.50 % vs. 3.59 %, p=0.027), @R L O W T EE D
RIEFELLEZREZLOANLET, BRNMNALZCEIVZOoERZMH TE 57
B2 H 5, FDGEMRMELEERE O REMARHEBEIIS LR NEEZE I LR
TWLDI 2, TORENEPEEL PRI, S HICEHHEOK
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513 12 FDG-PET % [ {7 L 72 % ICF ¥ 4.2 FF DB LT > TW5D
2D, 44 I E A N b O AT TTA. &M E i BF . M A7 75 &
fir . Bk OLE, KREBRESRE, OAFA2, LEX) OXELZRD
N, EATKEAR O TBR T, M A N> FFIE O M L7z F¥HEIK - T
HY (~NYF — FH:4.71; 95% CI: 1.98 to 11.25 p < 0.001) ., FDG-PET
EMA2 5L THEHBRA X FoFH A= 7 Th 5 Framingham
risk score P& FEINTZ, S HIZ, BEMIEM TCORF LITHONT
B Y, Marnane b [, L FE L 72 JE & S8 IR Bk 22 & A 3 5 JE
DO/NHHE A — M EREL TWD 28, IE 2 BB LA O MK F
TIA, MEEKR OB E T, 2> 50%KEL FOHBIRKLE L2 HT 5
AR HF 604 xR L L, RIEROHBIAK Y 7 — 2 FDGHEHE L =
DB OMEPHELEOBBEEFHELZ, 90 HLLWNIZ 13 #l (22%)
W HF % B IE A2 D 2N, mean SUV X B ¥ #H CTAH B 8 7
(1.85+0.44 g/ml vs. 1.58+0.32g/ml, p=0.02) 2 @& ®H THK H . mean
SUV 28 2.14g/ml # # 2 5 BE1X 90 HMIZ 80% OHREEREZ R LEZOD
WZxf L. 2.14g/ml UL F OB CTiX 22.9% CTdH » 72, Cox bl ¥ — K
ETNLNEHVESZERMATI T, FHROKERIHEEL TE LT,
mean SUV 2 HF R ICEH T 2MH —0FHKNF+TdHo7= (MIENY—F
e 6.15 95% CI, 1.3-28.8; P=0.02), 4 #% O® KHE B % & L T,
ANA DTN =T Rl ey EARMELOERICET S 4000 A
M ofimx 24— NF% (PESAstudy) 2B 46 S v, &R 2 @&
Snoob LN, £TOHT 1300 Ao B RB L O BE KRB KO
FDG-PET A TEENL THEY, TOBERFLI D 29,
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Simvastatin 22 & KBk HB Ik O FDG £z K Fs¥ 5 2 &
30)  atorvastatin 2% 12 WM & W5 e E MM ICHE 2K FMHEICE
ITRBAR BB O FDGEBE AR T S 25 2 & 3D FF IR W 76 3K
Pioglitazone ® 4 #l ] & 5 12 £ ¥ Glimepiride & fb L T, i §5 & T
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Wo4-6mm T EANRA T, HEBAIR T T — 7 OWNEHEE E M IS B
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IR ERAE &2 i C & 5 FDG-PET/CT B X 8 FDG-PET/MRI . ¢
koRBEZHOEEZBE X, Zh T TCHRRXTETELIRHZRE®RZ
3 2%, Fic. FDG-PET/MRI X . Black blood ik ikiC X 5
ko 75— 27 MRIZWIC PETIC X 2R #EREMMT S 2 & T,
REETT7— 7 OBRMBEEREAAHTE D, E-FEASTE ORKEE
B WT, MERIBEMEDREOBR CEBRKLE D ERF L & -
TW2s A fEME %2 FDG-PET/MRI # HH W THRH C& /L o ENARI

nTED 33 45 7% embolic stroke of undetermined source( ESUS)
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UEdR~TE X oic, 208 YWERSIOCEKABRICEID . B
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Figure legend

Figure 1: FDG and glucose metabolism

Both 183F-FDG and glucose are transported into the cell by
GLUT-1, and phosphorylated by hexokinase. While glucose 1is
metabolized into glycogen, COz and H20, FDG stops metabolism
and stays as it is in the cell, what is called metabolic trapping.

GLUT-1: glucose transporter-1

Figure 2: Two methods of quantification of 18F uptake

Figure 3: Various patterns of FDG accumulation on 3D-mapping

of FDG-PET

Figure 4: Demonstrable case

74-year-old man with symptomatic 92% stenosis of left carotid
artery. DSA showed severe long stenosis and contrast-enhanced
plague MRI (T1WI) demonstrated a large necrotic core with
fibrous cup rupture (arrow). FDG-PET revealed marked

accumulation of FDG at the site of vulnerable components.
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FDG and Glucose metabolism
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Standard uptake value (SUV)

SUV = radioactive concentration of 18F
in the tissue / (dose of 1F/body weight)

Target to background ratio (TBR)

TBR =SUYV in plaque / SUV in blood
pool







Contrast-enhanced _FDG_pET
plague MRI (T1WI)

#
LY

mean SUV 2.6
max SUV 3.4
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