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SRS Wcap) 2.2 Hel AWal(Lipid core)& G435, o= ZeHAle] o=
ot 3t ZAstEet 23U cytokines¥ macrophage—derived matrix
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7] @A & 4= k. g THplaque)o] THEE, S48 A3 (procoagulant
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6, tumor necrosis factor—a (TNF—), C-HF-A ©¥(C—reactive protein,
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Aoz QR AYFINE 5 SAT TS gk A5 AEoA 7=
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(procoagulant protein)i= A=3kaL, WajA|3zof Qg H{as &afist= T
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9] A28 HolE A-L3t Third National Health and Nutrition Examin—
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AIEAEFol s HAH e A AdH Aeh iAol 594l 9
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Angiotensin Conver—ting Enzyme (ACE) inhibitors F+= angiotension II
blockers (ARBs)@t Z-2, tissue angiotension II $X& TaA7|= B2+
AT A} AEHATE A F7HE O] Qs Bty EAblA o]2Rt 2t
A& AAD Aol

19.3. H|2F2| M FXl(Nonpharmacological interventions)

Q4R 442 AL RS RS ARSI A o1 Ui, 4
Aol ol H A% Favt Uiy AR BAE] ARG A% gas
S BtE Ao Zee) BEnt 3 A7 227 o Fast,

FHHQ) g5 BAT A Ageo] 282 A o

oA 40%7HA] F7FA71H, HDL-CE #0]al PehS Wt dA)|, 4o |

\ dSUE / ACE inhibitors Angiotension Receptor Blocker

— Blockers
Statins Fibric Acid Denvaﬂves Calcium channel Blockers Diuretics

Thiazolidinediones

Insulin Metformin Thiazolidinediones Aspirin Clopidogrel Ticlopidine
Sulfonylureas Secretagpgues

a1, SxHoilM SUHE X|E
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H 2. Thiazolidinediones®| Zt24st stz As} 1}

a7 afel e

B0 2134
IS, 7|5 7

9| ASHE A (nitric oxide)

Plasminogen activator inhibitor—1
742 (Fibrinogen)

IL—6, TNF—alpha, C—reactive protein
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S X9 (Tiiglycerides) ™

#3kst= F2|X|HAHcirculating free fatty acids)
KU X|CHH QIXE 37| (LDL particle size)
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HDL: DU = X[ || : interleukin, LDL: A2 =X| SR TNF: tumor necrosis factor, 4% S7F 41 Z4.
* B E thiazolidinedione0ilAl YLl & k= ORLICE

o, 24l G A8, 53] e gl FE vA = AR
biguanides} thiazolidinediones (TZD)°| It}
| AR&-o] 7Fsgt eFAolt, o] oF
decE 1:/\]-/\] l:]— F3 TEEY

T Qledl RS W5, AFLRE A7, AT O A,
TZD AZolA= et A MAAE Izl kAl rosiglitazone,
pioglitazone®] AHE7Fsdlth, T1E52 FAAFe] HARS 2dst= o 4=8A4%
PPAR—y (peroxisome proliferator—activated receptor—y)oll 2grstct, TZD
< AA ] £33 FX8kaL, EF f I347\]‘j}”(f1“ee fatty acid) +21& 4
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48 GAARIC, S8 ATl A TDS| AL o] 2148 A
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hydroxy—3—methy1glutarylcoenzyme A reductase inhibitors (statms) A
27} e SolH, Kol TS 3ol DEY A EEZ| G B
A, A4 HEFE B 4T 2718 AT, nod2
G 3RRjoll A Yokt thxste] AdE U} oHrALel Collaborative
Atorvastatin Diabetes Study (CARDS)OA] statin &= AT 231o]
WA 2), W SAE, B HEFTY A9 37% HaAZ T A,
A, floF di=, olgWHLR o]Fofl MAEF oFF AR YU TES
it wehE A e A, Bt Shatoll Al st Wde T Aek WA HES
Qfofa} Blad wf A} AT A= 21%, o=t l%oﬁ ol A= 21% ZHaA]
Zt}, Bl gl A= 7ﬁ7¢ 23%, 25%—4 H ]

e, ilE% ‘ﬂcb— AT = o3 w2 HA=E Heloh
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15
HR HR
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T2 2. YAt ofeiTolM BSOSt PatEol ZSto] WMS(TA FMEE 7|7t 4.5H),
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