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matrix. (From Schoen FJ. Blood vessels. In Kumar V, et al editors: Rob—
bins and Cotran pathologic basis of disease, ed 8, Philadelphia, 2010,
Saunders.)




J8! 4-2, At Rt ZSOP"OI o= Eoo | cross sectional S10|ZAt
Zl. (Courtesy W. O'Conner, MD, Lexington, Kentucky.)

= 4_3 9_|§o| [HEE}H x-u.q
AHOICY, (Courtesy W, O'Conner,

z u>
rok
Y
- 0%
=]
rulo
_9
_|
=]
o -
rlm
e
ro
0

T FALYAL BT WY FHT AR SUU, BE 3

eI/ 22 9 A Bl

EE]X_‘ /\ggl.?ﬂ— Zo] 3
WS 243830 9 1) GFL, 139l B4oHlumi-

nal narrowing), ¥ W+9] &3 (intramural hemorrhage), @4

Z(thrombosis), MAZ(embolism), EMF(aneurysm) 5|t}
G bz o oFstoA] op7|E = E R 28 T
< U 5 Qlok 3 Ak Foe RapAE-S Sk &}
o 2 A9 JEHS slo], ZEIHcollateral vessels)?] FAHS A
o071 2 ot} AL shH FAE ujuko 2 ol H il (encap—
sulated), 4571283} fibrous organization)?} |42 (recanali—

zation)o| ¥ojd 4= Qltt.
ghef dEu SAEsES ol 8l op7| == s8] A=t 1
&2 oHH, 71 33e] AiE e Al 9

AL xeYE 4= Q) o|ghe Fule] FHF, A8 (hypotensive
N

episode), @ Q7] Z7} A AEHA Fo] ERE

o,
k1
>
[
1o
i)

A2}
o
)
1o
(i

=2
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i S (aorta)

quEI:IH

(pulmonary
artery)

A &L 2 (endocardium)
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(left circumflex coronary artery)

% HYsy Ay s
(left anterior descending
coronary artery)

24 AYSY HaY
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Hag gy Jdze 55

24 hr

J2! 4-4, A= HA) & AZTAR| RIS (From Schoen FJ, Mitchell, RN, The heart. In Kumar V, et al, editors: Robbins and Cotran pathologic basis of

disease, ed 8, Philadelphia, 2010, Saunders.)
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Box 4-1 rEH S 2xle| ofntH 22|

- HAES UsfSILE BRI 4 QU B Aol Solal AZ(HIE, 1
o, ZANHIE, $HR5ES)

- AEEEE 9E 240 ZA(THEY, Hil, TXIYE)

CHE 4F U HESTINEIS 22, 25)

- AEX|E
+ Nitrates

+ Beta blockers
+ Calcium channel blockers

- S
- T
- AHIES S5t ZU/K BASY B7 Hye
BYSY 232 oAl

(caffeme) Oﬂlﬂ A==11 0 phedrlne) A%%&%(cyclamates) ?—_Ii%
= T2 AU 4 Y o3 8RES 9Tt
ofof 5}‘:}

oF& ARole At (nitrate: UERZ2AE &-& ZAE 2
8ok Aatg)olu E 4 (antiplatelet agents), 2B
(statin), p—ot=ddd2HsA A (f—adrenergic blocker), Z4
E 2 2} (calcium channel blocker), QFAQEIAl HEd A 1A
A(ACE inhibitor) S°] QUTHE 4-1), ZAIYLE F2 AW o2l
AL FUSAA R, FAZ oL 2|50 71 WA AHEEL oF
wolo}, A o] 28 714l tisf ofA] s BHel R Al ghoke
, Aol 7Rl FES HRARC RN dutHo g Aba 9
< Eo0le 2L & :
S 3 = ok YERSYARS |
37| Qe AHEEZ|E sk, HAlS
7] A ARG A (tablet), 2 Z&o](lingual spray), A
3 (ointment), 294 3j2(transdermal patch) 5 TFoFst ez
ARGET YEZZ M- A= & Dol YAIAA &A= 9l
TE whEojglon, Axgole & ¥ B Yl AHESHES
A=t Ak %W He dis Sl U E ARSSHA vhE
ofom, A, Az 93k Ax, FARE A&EE g 4
A SiA] FEj= %" g}, a2 JHFe S dtste
ARGERRE WA Ske] ZeYS AL, A AAZIAL, S

x]_‘: Eé‘]—r,]-
HAZ= skro] 2 7o) mIFAQ) HlekH A (beta blocker)s, f—
ot=dld g8 (f—adrenergic receptor) F-¢lol 7+l =2t
Ul(catecholamines)?] 23S ZHAYH o 7 HFg)|5lo], Aupzo g
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H4d sigd dezst 57
Ak 2oL AL 22 M(myocardial contractility) s EUSE

o

A, A AR @ RRS FAA7I BlAE A (nonselective) H]
BRI A= pitt fo EAE BT ATt W A AEA
(cardioselective) HIERAFHA = A0l 27 koAl 242 o
2 fr - 8ARE XP:WH:} H_EH,XJ, “ﬂE}i}?ﬂ]h dl&"é%ﬁ‘o Hl
A& 5771
7|8t FARgol 0101 ’519] Hgo %\%% F=olA= }%%L-}P
glet, Eh Bl e A HeAdA & 585 SAA ooy =7l
(epinephrine)ott &|H = 29| Z&(levonordefrin)at 72 w7l
7d TRAE AE A B B e o e = jlem
2 Fofstofof g,

U ez A, B5o 2 FoloiA: 22 wepabu|e At
Ht 8ste] Fof Al wHy QP FAS SRk ARl A A o]

ok olefet ok ALE W 24 HES Sol TAET, Wy, v
o) AL Qoyel, 4720 £52 U ALESS dAAIT,

L 7oA 3—hydroxy—3—methylglutaryl—coenzyme
A FHaA(HMG-CoA)E Xﬂs}"% Y LEHEE st
AYEAGH(LDL) =849 HES S/ 18uE Ade

Sl Y5 e g
ok
‘—I

Qo] Gl TAEW Yug g} o 45 5.2 7 o
of Emhe 22 WG AR Aol ZJQlsHe A0 Bl

otA T H(aspirin) 2= FELWA = FHE TS S E o
2 22 Aol ojAamEo] A7]|Hel Bgo obyy FAE
oAl = AgARI Aol M-S W= bl 7|ofstal, B &
A5 oAl = ATANY HES BRI SAFe] 5, Frofl &

Aglel, 54 &2 WA 884 Agado] e BE A2 5
o] opAu]El 75~325mgS Y H-435H o] AHHL”
g amA el S2u) % 9 (clopidogrel)& oA mE T} 53 &
W5 Koo ofAT|RE tAls|A] AFESIAL &2 ofAT] T B

43 = o) ElZ 29 (ticlopidine)o|y Yu 2ot & (dipyri—
aI7E glo] Ag-o] HAEA] =t

I3 QP2 e =2 B Fals RbolAl SlojAl A
AFgHoption)oltt, B APFS Hlall 7Ha gt 412 Hd HE
& BAE A (percutaneous transluminal coronary an—
gioplasty; PTCA), 2~HE(stent), ZAFs 93] 2 A< (coro—
nary artery bypass grafting) 5°|th, &4 € A3<%(balloon
angioplasty) 2% 4#17l Zu4 ZE% P H S, oF
2 FedAHguidewire)7t 01 S, AaL B 7hae FAET

(balloon catheter)& o]83}o] o] uhg] Y& Eof 1 &
;}cj H

damole)&

8 2k 2 Ajole), FAlo] A2 ot WA Fupule] Zekast
U Qi B BE ALY 45, el 29
W ARH O R/ Z7150] 51 FAol AsHET. e 67
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Drug

ZIA (Nitrates)
Nitroglycerin
Nitrogard
Nitrolingual
Nitro—Bid

Nitrek

Nitrostat
Nitro—Time
Nitrol

Nitro—Tab
Nitrogard
Nitro—Dur
Minitran
Isosorbide dinitrate
Dilatrate—SR
Isordil
Isosorbide 5—mononitrate
Monoket

Imdur

Ismo

H|E}XICHA|(Beta blockers)
HIMENE]: f1, p2 +EX| ALCHA

£Q
0jo

Propranolol/LA(Inderal) uZIESENZ Pl 452
Nadolol(Corgard) OF[SHH, AFR A| 9|7} 2ot
Carteolol(Cartrol) (ZlcH  0.036mg  oflm|| =2,
Timolol(Blocadren) 0.20mg 2= 20| Z2)
Penbutolol(Levatol)

Pindolol(Visken)

Sotalol(Betapace)

AE MENX] g1 285 R

Metoprolol/XL(Lopressor) WZAASER|Z N E|ASto| H5F
Atenolol(Tenormin) USMOI AL
Acebutolol(Sectral)

Labetalol(Normodyne, Trandate)

L& EZXIHH|(Calcium channel blockers)

Bepridil(Vascor) =

Diltiazem/CD(Cardizem, Cartia, Dilacor, Diltia, Taztia, Tiazac)

Felodipine(Plendil)

Isradipine(DynaCirc)

Nifedipine/PA/XL(Adalat, Nifedical, Procardia)

Verapamil/SR(Calan, Isoptin, Verelan, Covera)

Amlodipine(Norvasc)

Nicardipine/SR(Cardene)

Nisoldipine(Sular)

Nitrendipine

SATSEAHIN|(Platelet aggregation inhibitors)

Aspirin ole

Clopidogrel(Plavix) IS

e Lt S
EETRIE TN REY, 5
Oj2f 8} BEEN 7RI HE
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X, EfMY
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eruptions)(E=
7| )
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2! 4-5, ZM(balloon)d St A&« 7IH|E. (From Teirstein PS. Percu—
taneous coronary interventions. In Goldman L, Ausiello D, editors: Cecil
textbook of medicine, ed 23, Philadelphia, 2008, Saunders.)

o ol xto] 10~50%0141 F2FEo] APstal, SAE thA] Lt
\;_H:}_%

A AW T & A AF2 5 (restenosis) o] B
2 oky WA 753t F4Y AHES A YA
of s

BPAR F, 2 A &

F S-S 20~30%71A) ZAaAzou, A
S QIok” @A Y4 (bare metal)B
—eluting)®, F 7H] &7 AHEZ} AMEE 1L
. HEE 7|AH o2 | /S fAAZIY Y
A2 2] B3} endothelial proliferation)S 9A] &3l A= A&
zho] dojupA| Het, oF & &g 3544 E4(antiprolifera—
tive agents)2 FgE o] AFP2HE 2Hst= d axHo|t}, &
FEy AHEE 19 52 1 o7 EHFY fddo] F7HEE

2, 2HE Aag 2 S0 oravjlely SRy 13
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AL o857 G o Y& IUFANPEAIE (ro-
tational atherectomy)@t #|o]#|¢] AF-go] Qit}, o] &4 74
1|4 24 (percutaneous intervention) 2, g 28 3y}
95% o] 2 HEEL Hol: X oIt ”

TAEY 32 2L B d4Se] 34 2dske b

SRS
o ARl o R o] &A1 2R ofd op(subset)ol

Hag gy Jdze 59

O3 4-7. R3£0 5. 282 UM RF HASMW@TK] re—
versed saphenous veing Z&H6ict S SMSO(left internal mam—
mary artery)2| anterior descending artery22| 0|Al(b), LIS [AS
(left internal mammary artery)0llAf circumflex coronary arteryZ7tx| QUES
SAMZ0H(right internal mammary artery)2] Y 0|4l(c), CHE0lA circum—
flex coronary artery/7IX| radial artery 0[Al(d), SEASY posterior de—
scending branchZ 2| 2|ti=a0|Al(gastroepiploic graft)(e). (From Lytle
BW. Surgical treatment of coronary artery disease. In Goldman L, Ausi—
ello D, editors: Cecil textbook of medicine, ed 23, Philadelphia, 2008,
Saunders.)

A7 AEES
HlE ekl 550] A&EE s A 240
HAolct, IAEH 32 2L T S FWo| gn B
(segment) & FofHol| A Algutol o]k FAHEH F9jof o]
sto] ParE Helol| 93|25 FAsh= SAolck (Y 4
919 FoARTE 2 ARGEEY, 3 e o] ol AR
& #9le 7159 Wi-s9(internal
mammary artery)°|th. ¥ 7H] F Wf5Ho] o EEstL A1
s, o] FL9je] 475t wh-go|ut safol] thgh H=Ado] Hur
o G Aok, &5 109 Woll B o]4]9f 30%7} afF oy,
5 oAl AL A Hick ek 7HgsiohE 93 R A%
of oINE 51 ol4o] o MTHL & H99] FEo} Fof £
910 B AT 2 As-E ofHtt, YA o AeE A

812 2489 i A FAYE-L 1% mlgo|ct”

(saphenous vein)©]1l,

ol




60 Hilze etxtel x|atx|=

A2 4™ (Myocardial infarction)

B4 2N AET BAES A S 15T T e
A Yol SR RE Wotof stk (Box 4-2), A& 7|2 Al &
i 4 39je] 27)8 Hasln ARE RAUCE g A
W& sk Aotk A F9jo] 27U A= AnE AHsk=
o o} Fasity 4ol SRS Fo|1, A FAS | 9

_Q_

3ff ofAu|glo] 27] Foj7} AAE =], 160~325mg?] ofAu|E
oA A7) e 2 sty A AlZAM gxto] 24 2] & (definitive
treatment)= AHE(ECG) | Ytz 3|8 #flol el 24
=, ST #(ST segment)7} EA =L, gl=tfol whe} E2pzict
(29 4-8). ST ¥/} YA ¢b= 4274 (non—STEMI)-> ¥4
WY AR7t REA O URthe AS 9vlshH, ST 7} UrE}
U= AZEA(STEMD)S WMol di77F 28] 1hs]|aL
Qg A —Hrrloﬂ o5 ﬁg 01@ | $S= oulgith, OIE* X}O]
L oA o g 243, A-94838) Q9(fibrinolytic therapy)-<
STEMIOHH% a3t 9 1 1} nonfSTEMloﬂlﬂ—t— il g ue
ofc}”

w73 ATAAL el SlojAl, IA e AX Fazgt Mapt
L}EPXIhEﬂ, 3-8 28 (thrombolytic therapy)ell |3t 271 A

4% (recanalization)o|y A4 AFE 2224 (percutaneous
coronary intervention)©] STEMIQ] o]&-&-0]L} AFLES dAA5}

o

. Streptoklnase

+ Alteplase

+ Reteplase

+ Tenectaplase

A

SH(ST segment S712t QL= SExtof| )
S5t U BASY SpeEs

2L-—=0
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3| grafting
N
H(glycoprotein 1la/llib inhibitor, aspirin, clopidogrel)
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+ p—Adrenergic blockers

- ZESEAIHH|

« OIX|QEIAl F25tS A(ACE) XA

- XEE JFE A=

- SISO H|[0|22/E §ntl(unfractionated heparin), MEXt5]TtzE!
(low—molecular—weight heparin)]

g f=te]

B34l = streptokinase(SK), alteplasel(t —PA), reteplase(r—
PA), tenecteplase(t—PA) 5] Qlth thEE 9] STEMI Zkx}of A
Qe Hasl= e g 4
A=wl A< (percutaneous coronary angioplasty)o]th STE-
MI, non—STEMI F& E0M SA1=(FA IAEHEZ34 acute
coronary syndrome) Aol A, n)E3= §atgd(unfractionated
heparin)o|yt &2} 3|9}#(low—molecular—weight heparin)

< o] 83t -gal(anticoagulation) A&7} &7} Qlow, F7}
207 it autE 9ol WA Ta/lb AAA|(glycopro—
tein Ta/Ib inhibitor, abciximab, eptifibatide, tirofiban)S
AL gk G4 ASAA SRS g AerEel o e At
A(nitrate), HEFAFHA|(beta blocker), ZE=2 A (calcium
channel blocker), 21| 2EIAl Aga 4 AAA|(ACE inhibitor),
A AA S (lipid—lowering agents)7} Sl 84w ojghs
T AFES 2A AeAFAL, ofAu]Ho] YAt o7 HEE = of

E(drug of choice)o|t} o5 &80 2 81~325mgo] A HL}) &
21 % J18(Plavix: Bristol-Myers Squibb/Sanofi Pharma—
ceuticals, New York, New York)¥} E]E=23¢(Ticlid: Roche
Laboratories, Inc., Nutley, New Jersey)= A& 7|53 3fd4
Aot TLefut SR 9w 1h o) o4k o AuE el Bl E R
o] ZEu & 1do| ofs thA=Ich F5 U35 fleiMe &2
=385k=(morphine sulfate)o] U} Algjefolar WA 9t 35
Q= AHE-E 4 Slok @l f Ak xSt S SR Ao B
B Har gAY flel, 54710 24 nasal cannula)&
5 1 2= o)k 24 Al 3

S AP A (revascularization) S

53 AnE Fojd ASoA FA
ol s, WA (antiarrhythmic drugs)E AHg-5Ho]
4402 NRE stojof = SFARE Austt}, FM T A
2 3 5ok Ao MZHAEA AL Ebste], AlZkeh Aot
A7Mo] HA UeR 4= Qlek Azket Aol &A1 T2 Qg A
FAdol| AEs 287 (pacemaker) E AHEE 4= Tt

X|2H|2

ojahs DaAY
o5k 22 Al 71

= A SRl =E Bl

1. Agke] A7 (severity of the disease)

2. A7 £4]9] 5 9 1% (type and magnitude of the dental
procedure)

3. 3o ek AT} Al B2 S8 (stability and cardiopulmo—

nary reserve of the patient)

2% A= sE ARas Bl A



