bR AR

= AR AR AT
e

A
»

¥ X
OB EAR



kals

s

¥ - & * 5 (shock)

5,\]5 F\;}i 3;_7 %fg;s

A\

S A FERT RSB UTER ST R %

N Tg&}iﬂki\’é&% : j.'i::_ji@“% [N SN S S5 A A S X
W‘IF Pl»sz“‘l /é\‘gf;f\

~ TRbk A BE ¢ Mk 3 1 ik 5 (hypovolemic shock) ~ ww Bl ik s

(cardiogenic shock) ~ 4 i 14 ik 5 (distributive shock) ~ fe %
1 ik 5 (obstructive shock)
- ~ & 3 Mk 5 (hypovolemic shock)
e B B PR R A o TRA R BE R Y
ERERALEIM o F LR AL R 2 40% 2
PE o rhoeril )i € R o
=~ & Fl ik s (cardiogenic shock)
B LR FIEE L R ER DR S LR
FIR G S IR B o B F S iR o 8

AR KpAdd

\\-\1

P s ™ mﬁi%J £~ > ¥4 F e dr(systemic vascular
resistance) g 4c ~ M F R4 P R le ,g,,, R

= ~ & ik s (distributive shock)
AR DR AERIM - P UF BTROE T S
Lok BT A 4P o 5 8 5 hyperdynamic
response - u* FFc e s R S 1 K A A e 2
Eon g LR K0 @ W E R4 (pulmonary vascular
resistance) t = - i F w 3R g - @ 88 5 hypodynamic
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response - 4t A 4 i BT~ sl HEE O p R
ARV B 7 Sl T
=~ JE % M K 5 (obstructive shock)
dOT R TR S TR R R FReH IR
Mo b e R~ AR R R E o
B Hiri
d 3t 35 7% B (mean arterial pressure) & *J a1
(cardiac output : C.0.)% % ¥ » ¥ F24<(systemic vascular
resistance : SVR)2 i ff » Flpt w4 Mo BpEFF LY gF &<
fﬁ%l (BN IR j VB E M TRk & HcE 3 F %R (narrow
pulse pressure) ~ = # k4 & & delayed capillary refill ; Iuﬁ%]ﬂ
R ARG BORR(E H A ARER) ~ w BIE 9% - rapid capillary
refill -
FRERBREFF < *l:'::é‘_"% Ml a) > BT Ok E P

55 % 4% (cardiac volume) i

C

% #% (intravasuclar volume) & «
e B RS HRE A S 2k i @ RRFE A IRR S (jugular
venous pressure)t =~ F % = o F] o~ IR~ kR R > g
X LT a5 < HEPE~ > Kerley B lines 2 % AR ¥6 38 % » 397 &
CERFRIFROATREEIR A FPASHEERA 2
AERI S E S ER R @Qﬂ?ﬁp%m~%ﬂ‘&%3&%o
FHLBREET '»fﬁﬂuﬂia%cm'ri“' R N F e p I

L MR Fo Tk ¥ Lk FlE T Jg(sepsis)c H @ 4z
PR R S B E AL AR i T R # %2 2 %% SIRS

(systemic inflammatory response syndrome) % /% o & f&k
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JIENZETPE > T G R A AUR & 3Dk

L~ 2 AR

o b Bt e o % PRGE 0 A RIER 2 R G
R REEEEE AT GHEE G L% LT KR
f 4 Bl R R RS ok 1T A e IR A oD

BP0

Rl ek RE e ol BB F R AR
& LI S R G §ER

e
LI 1 ! 1 !
Al N N-| 1" ! N-t
CESTRE N-| ! t-N i

| + decreased s 1 ! increased * N : normal

ie R e £ Pk Hee IR H e § F 4 ) 2 (oxygen
delivery) » 4= # 2 H FRF 5 40T
1. e2e % s
SHEBEWE R f SRR PRI 0 S
ﬂﬂ&%u%@%&iﬂﬁﬂiiiﬁﬁ’%ﬁiﬁ¢ii
< FE R LT B
2. WETk i s
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R L Y R T DL LA TR e
:uia'n'/ %‘F ﬁ:‘i EJ ? = :uia'n @

SISMMH FF > B4 oo %7 i 8w @ WO E Arslde

T X PSR R b o B Y o ERER <15 mmHg BF
)iy &pﬂie?l e ﬂia?l,r‘é SRE T & * crystalloid(ds ) 2
T E#L 0 P 5 CVP >15mmHg & Het

Hed B 4R L ek

colloid(*} &) » # %
>30% - G i IR F A S AT AR AR E
CPE S Y Bk R i o k45 cardiac index 2 ¥ 575

LR CESRED A RS
Bl & & * = R | (dopamine or norepinephrine) g 5 « |
(dobutamine) -
3. AL g e E Rk enFF
G R F] AR ARG L A FHE 4R
e f o 4% contributing factor 2 & 3 g 2. RJE T

B £
TR B F

FEEER o hoo B R R BH R L
MAREE o

PR s FlREH O AR ALY RL ) BRE RS
2.3 & F]lzo— > 2004 £ d W% R R 24 2 € (Surviving
Sepsis Campaign)4- ¥+ Bc & prs g % o (R s ) g2

RSN VS 1 TR TR RS SE TR
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31 %% (Consciousness disturbance )

*
Iy
2o
3

HER L FP ﬁﬁ*

Fo2F ARG
- SR
1.k 1 k5
2. R p -y
3. R~
Ry f4 - BAGFEAER
1.02 ¢ ¥ fE ; awakefulness ; "giF &2 AR F 7 iy

2.7 1 sk 5 alertness 5 < Fag X If it ay

AN
- ~RPREG
THPOIRE T fF @ > mILa 4 el
248 /% L RFEY AR A E A
SEE el T BIA B A AR
A.zzla(amnesia) ~ g 4r(agnosia) ~ 7 fi# ~ f# AR 4R ~
%2 (aphasia) ~ #f 1% ~ 2B =i 4
B slet 45~ B
C.7 F7¥ 52 H - # i 4f

S t A X
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5 G R

- VRPN ;’ﬁ*‘fh{%‘_r P ARA S S

In

D:

-4 Zz m = m

degenerative, depression, drugs

: endocrine

: metabolic, myelin

: epilepsy

: neoplasm, nutrition

: toxic, trauma

atherosclerotic

* e &2 A # S5 % © baseline condition
Tkt b LR

1.
2.

R AETE AN LT N 72

k3RA w44 4F ¢ localizing sign

“WE” U2 RE

. infection, inflammation, infarction, inherited

A:

B.ig|¥ 4¢3+ : “WORLD” ~ * 4r &2 # 577

series : 100-7

2. e R N1 R CRiTEE

APl E 2 ~p s B

B.3

CRF LR *F I RARKRIR?
D.i,’r‘;fngiﬁ‘%;tﬁf%%%r;z? " Fd* hE
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3.8 @] &
Allafsaeaifz & ¢ Alertness
B. 5 284 574 i 4 4E

a. 2 il i B

4.5 VD - 15
I ~ ¥l (myoclonus)
1.2 w
2. 1% P e s %
A T %
Z 4 : lithium -~ phenothiazines -
butyrophenones
C. BrE 243 ILup %
+ ~ # ¥¢ (asterixis)
1
2.7 REpEBNFEH(?): £~ 3
.ERED> RBHE ag;,f—iiggs
A. *=% & ~ hypercapnia
B. F4 ¢ 4 1 buRR B
S LR A AR B
2t FS
Tou gL e s x A1 L2 pe
2. % A
3. &4 .
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A.c %G "Edg R FUR] © meperidine
B.l &5 vhiF]~ v X RE 0 G fghad ¥r
4.3 &
APz R %
B.LIAFAF 2B AP
6. h
A A e VS A A AR B
1.Beclouded dementia ?
2.4 Fryg s BB AL
AFREBRLERRE  FARALRPET <

B.w i3 g
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BEBAMFRF AR A i A

AcicTy & 1A ARG L FaR

a.iz® oy ke T E 4
b.:zit S #8 ¥
C.ioR & #

Buss &MA iR @+ Fe
aftRpbz: B RoRE
b.% # a8
c.% ~
dESIHREFNELFT Lo
€.R 5 T | A TS L pER A &~ # & (immobility)

R4~ R

SRR EREE RS XY T
-~ %
1. ?r i# (comatous)
A iE (stuporous)
3.1& ¢4 (drowsy)
F‘l ¥ pi(somnolent)
S.fed ARk fE -
AR~ T R
B.¥ 7 p#itisd
6.Minimally conscious state
7.AKinetic mutism = abulia
8.FE > e 2 B#
9. RIE P~ FEE
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10.f & =catatonia :

A
B
1.5 & e i 3
A~ PR g - 87555 F
B
i SRR
AA e pe g
B. 7 %4 o % : Guillain-Barré syndrome -~ Critical
illness neuropathy
Z o~ fE A R
iR
1808 1k s o 30 %
R A~ ¢ et ONIIL IV~ VI s i de ~ P
7

2)% 22 %fﬁ'ﬂ < ’?%}/\:‘ ﬁz;fg éi,g;,'zg_g
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3.8 = P;%-f#fé f“—’t—iﬁﬁ%fi ﬁ‘ii DR ORR R s B ORG R T
fh

Bl gib et Bh P BBE R
C.ryp & jFu

Dpmgl 18 /i & B S THBUZ Y

SAT < Py

AT 354 5

B.x /& : T3555mL/100g/min ;
% # :3.5mL/100g/min ; + 5% £ : 8~10%)
A F ¥ 1 5mg/100g/min; * ¥ s E 1 24 4
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EATa 7 & ¢ "plmie B 8 15 5 "l ¢t BRI
6.3 i i B R ¥
Ade s WBEERE JE ~ B8 g~/ T %D
B. % 4h -
a.z ¥ ;% #% /& >350mosmol/L
b.- § "R EH
C.» ;Peﬂxju% it T o~ 3 Vit-B12 - <87
7R TR G
AER ¥ 5K
B i & BB
R A B
A< R4 57 3
B. R Frid 551
FTREET RIAH STk
=R A
1.8%
Ao ~ 3 F
B.F &
CEpigEefR
23R A R R
Ao ikm Rl PERF G~ wRRIRE
#
B.£g:
ad SRk L PRBE L ER
b. % g
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C.Ey ~ I
CERTE R R S AN AR N
e.7p ~ e d <

Bimhp A - AL RE e
BR
A
WA WAL NN N INY
b.? Al &4 1 2Ly 2ty b
C.3 35 s
d.? B ~die g ®EY 3 1 42~44% - Go i
B. 428 -
a.® & :FH - ¥ L~ phenothiazine
b. i< 5 %
c.¥ F Ak
da%%ﬂﬁ]i
e.31 &
4_;&,’—;,;]};3 Ao — AR
AeE e AR ¢ RER A
B..< pif -
a.fpe
b.5* X
CaoR:
a.%n BEE S BNE
b5 % ¢ i

53



D.i< s B :
a.v & O~ T LR
b.p 4w
C.u Wil
d.pxo g
e.P AT LT q%a;jué it » &_; Addisonian

crisis
5.?—:’;:]}% Al - SR

AP k¥ 12 ’{FT 4
a. Subhyaloid hemorrhage
b. b.Exudates, hemorrhages,

c. Vessel-crossing changes
d .Papilledema
B.A Bk s
a.TTP
b.7 %% 7
Coptn £ ¥ 1 &AMl
PR GesaiT
1H GG BB
Ai ~ PRI ~H% ~BYr -~ T ~ B ~ 75 sl b
P-pE |
B.- 7 iaf ~ - F7#
C.ovp b 8
D. 5 # B
a.¥ -4 % ~ 7 #F ! lithium ~ haloperidol

b./& W& ']“3‘_’-’&%3:)]% % ~ Hashimoto diseaes
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E. SRR @ S B3R
PRANGE ST R =
AL A
ad AP gt
b.2 = %%
B.¥ % H ]
A LB e
A.+ B
B.# # 3
ChREwRF LI <urigs @ HWEIEG
43 e BT L gER L Il
AFBag  BEHR > VREXAH
a¥F LR @mi<2mm: kF )
.k £ Ji4# o [f] » 2.5~5mm : ¢ i n ¥
B.#Rip I f
a.FE ¢ Mopin t R
b.acm A > due i Mg WA - P
C.H¥ R 45m :
a.d R gH gL
> {6 TARF ~tegmentum ~ FEIN A B
> g on BRI R
D.1~25mm: sk x g ¥ :
a. e s

b. B iR+ iR
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E.<1mm
ashrt, TL LR F
b. B Mfi%edi @ P27 # > naloxoneil <
SA S BIG L giF L RIFED
AFcR e g %
a.p ks e
b.p% ok b e
> B R s AT AR R
(divergence)
> O FERJESR AN E A LT
C.hp #FHERKFRKIHH
> P il
d.i kT rEgsn- @
> e
%%%&:%é%&ﬂ:ﬁ%i
e A R SR B
R
B.Ocular bobbing :
a BT ot kTR
b. B Rl o df 5
C.Ocular dipping
a. T SR ARE S FEP KT ER T F
b. B £ ¥
C.Ef % & % : Oculocephalic reflexes

SRS S SR L REL
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D.= gf: F %+ : oculovestibular response= caloric
reflex
A B FEERE & ] %
b.COWS
> Wl Rl B $p
> mes o BERRR DS TR
> ORI AR B RRiR
6.4 S HIEL L AgEE L & R &
A.1ie=
Bl #H
VAR LIESE- ST EHE S E s S U
LA R Y A URE 2 Rk 1 .k
B.Cheyne-Stokes : ]« " ~ ~3#f
C.Kussmaul : #3#H ~ ¢ /%
D.Agonal gasps : R ™ iz
I~tah
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148 P
RFEF 45~ 23R BUN- NH3
B.& # ; Fp
2 & A ERRE
3% A ik
A rom® ¥ & ey ?
> T e CID -~ ge gt
BARBRAF R FPR L GHRIPFER
ORELER P S ok VAN R
D.R £ -/t (beta) : 44 %
E.Alpha coma :
> i ¥ chalpha > e o 3R
> el Bl Tep o TR A
Fgiufa ey :
> & #7% 2 ~ Catatonia ~ Lock-in syndrome
4% R
> R R LR ARE R
#u|Z ¥t NE/CT,/CSF & %
# & ! alcohol, sedative drugs, opiates, etc.
kB I
(1)anoxia,
(2)hyponatremia, hypernatremia,
hypercalcemia,
(3)diabetic acidosis, nonketotic hyperosmolar
hyperglycemia, hypoglycemia,
(4)uremia, hepatic coma,
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YV V. ¥V VvV V VvV ¥V ¥V V¥V V V V

(5)hypercarbia,

(6)addisonian crisis, hypo- and hyperthyroid
states,

(7)profound nutritional deficiency

Bt SME 4

5 9

B

B8 BEGRE R
Bf# % s

FENeH 1

&iokrm tNE/CT 34 i CSF7 14
SAH

& M m F e

Bk 1R L

Fat embolism, cholesterol embolism,
Carcinomatous and lymphomatous
meningitis
NE#zx+% >CT2x%
X< e B
11 & (basal ganglionic, thalamic) # % (large

MCA territory) & & #oiz &R ié
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> ‘"Ll & ' basilar artery thrombosis or

embolism

> ‘*2%F Brain abscess, subdural empyema

> HY%Wl /T i o g

> et E R Rk

> ] RardE ,fﬁs&;ﬂ h

> RiLlEEicet g

> #3*r (see above) with preexisting
focal damage

> Cortical vein thrombosis,

> Herpes simplex encephalitis,

> Multiple cerebral emboli due to bacterial
endocarditis,
> Acute hemorrhagic leukoencephalitis,

A\

Acute disseminated (postinfectious)
encephalomyelitis,

Thrombotic thrombocytopenic purpura,
Cerebral vasculitis,

Gliomatosis cerebri,

YV V V VY

Pituitary apoplexy,
> Intravascular lymphoma, etc.
IR
1ok WA SHTH G
A:
B:
C:IVline

" R
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a.¥ 4 #r ! naloxone - thiamine with glucose
b.Physostigmine : Anticholinergic overdoses
c.Anexate : % ~ i+3
. Mk Z R ¢ KRk
f.3+% : % abrain CT
2. nf LA SR G
A. L5 #% g% : CSF
B. %7 it £ & 7 {=>%1 @B/C - Té@avg R

w34 2

¥ F kL kiR : Harrison Chapter 257
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%= & #ivig i (Gl bleeding)
AN R for

N
(
e

- ~ i d » j%(Hematemesis ) : w7 i itig i (B
Treitz w3 1) ¥ 5 & @ F R H%L F
o R o

oo~ et D F G BRA B (B R £ 3

+ i & (Hematochezia ) : &7+ & ) it ig 15 > » ¥ F]&

n

BEEHMEF N NS RS TR o
-~ 2 (Melena):: ¥ a7+ iy
LEganlad VIR oL F YL B
100~200ml pF4 ¢ N2 > h- ZFE DI B2

f{?%fig—ﬁ'g;ﬂ Z_5 0 Hh — i%\ﬂ'%fig—f’} A o

*** Causes of massive gastrointestinal bleeding in adults***

Area Disease or disorder

Upper gastrointestinal tract
Common Ulcer(duodenal,gastric)

Gastritis(stress,alcohol,drugs)
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Uncommon

Lower gastrointestinal tract

Common

Uncommon

Mallory-Weiss tear

Esophagitis

Angiodysplastic or other vascular
malformation(e.g.,hereditary
hemorrhagic telangiectasia)
Gastric or esophageal carcinoma
Duodenitis

Hemobilia

Aortoduodenal fistula

Bleeding diathesis(including

iatrogenic)

Diverticular disease of the colon
Angiodysplasia

Inflammatory bowel disease
Colorretal carcinoma and polyps
Ischemic bowel disease
Meckel’s diverticulum
Postirradiation enteritis
Hemorrhoids(common cause of
minor bleeding;massive bleeding
rare except in portal

hypertension)
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AR 3 L 1 2
%%%mi%&’%iﬁﬁﬂﬁﬁﬁﬁﬁ%ﬁo
-~ RN P fon BRenE 2 ER(E 2 2% 4 >

10 =/min & o &

A
- REFLWERAL D RERE R BRI RUR
& - Keep vital sign first.
S REFOErRER S
(=)F IR G LG NRT FIEAT FfE o on i
Mgy ML T EfoRaR I B B F)
Fpd T SE RS SERF DL T F L N F0FHR
7 @ ¢ oMallory-Weiss 6 2 (7 50% <34 e & #
FEREEHY) 0 D L (R AT & )T

AP A- AR WE (e %) £ R B R



R A RS :),';‘5(-;%:1;7'1“3‘_.%;- % X -ulcerative
colitis » 5. % @ j-Crohn’s disease)# g % 1.5 %
LA EAE DP AR $9H P E TR %)
o R A A TR E T N LR RIL
sk (K L Ed 45 A F R ) 60 st
FLEFET gL AT LARFEL FFET R
¥ (angiodysplasia) 7 3:},’;‘5(diverticulosis)1 T "
(malignancy)t R L f > 2258 T &5 F 5 8

TN kP RBEF o ) RE L o 7T

BEWRE e HEF TR L > F0hG o A
R SRS SNl B R i M U By
SRS A3 LR ACE R L L 2p o S A
RS P i RO
(Rendu-Osler-Weber syndrome) 3 # » A % 43 &
foif v s dmak FAFET B AR
(scleroderma) 2 i & 1+ 4 & %5 (MCTD) G B - 2
WA L ETHEL S o o

(Z)e2E%® 2 &30 # ik & (platelet, PT,

65



APTT) » 334 i 222 (GOT, GPT, Bilirubin,

Albumin )12 2 x ‘= % e b= lw iz f4f R 4

N

i#] - Panendoscopy ¥t fx ¥ érforr 2 0w F0

B RFE e pABY P ENL Y A E

PR G 0 TR BRI

Bl

Ti\4
N
K2

EEESIES & & SRSV IR

b
RS
o

3L T e Rk 25 84k 4 (flexible
sigmoidoscopy) # ¥ # Wik =H k% (4o o LR
lﬁp%%,}%pﬁé ‘é-*‘]% ) °

FHEF AP RLEN L =8 0 A I Ak P
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HRELN L Db H > BEELR YR
Bich St A P FELETE Y B A 1S F Bk
IR g R EE o RAER 2 L H X
BTt b H BrERTERE
FRBFHEALFES TR HBRES
( Double contrast )frz jk %5 G m Lt & .5 &
F R frd QRL RHRBE RS RKRABENE
AR o FAABHEY oo Ry B 43R AL
BHAERTRE O MBEFSYEKEF T
PER A A R LR BRFAB LS
foali A AR R T R ARG R B
DAL BB AR A R EIA S K A R
HRETFFHE S By REFER RS G

AR 0 SER A SRS e
etk h oo P W AR (capsule

endoscope )¥ il H e 2tk h o

67



- R R A
WAL G &k L g he R F R L
Edpm I 33 SRE o PR GEL
A R TR 0 AREY I o BN A ]
Fogr it 2ick RN LHEL DL F Y b xrn
RATIRAWE R E X FE AT S LR E I o & D
AERF I AWEREF PEEE TR YR

CEE R B R g A

SRR S e S RS STRIE ROy A Rl
(£80% @ PP g Reh b v Mk BFF R (FiBAL) e &
e ¥ ARG HRF >0 =0/4 o Jeig/E <100mmHg,

B2 e BT HE=16mmHg 0 0 B o m SRS fod N g

SEALR S rR ehE AR e B (A R e 4 B

W RRE LA 0 FH) 0 ma FH AL L T

gt bE e A EwE L > P - LR TS

Wi R 2R FEF R

F
ﬂ_m)ll(ﬁ’ﬂ_?lqiﬁji,rfq ]h[?a@éﬁg;ﬁﬁfﬁia%ﬁ
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By @ ¥ FEML R s SRFHAF 23021 RIH

B s g w3 RGRRAG BT R

o ST R (PR AR A e o L RTT R O PRATH & R 0 f

A 2 1) o

In

o

SEFRSR AR IR A 2o

F AL B s N AR (B R T 0 %

bosmin L4t )7 HEEEIAI AL Fe F & “f%—‘“

M R E R B I DL VR

F o 2 %7 p o} Losec & Pantoloc ( IV and oral

form) % Nexium, Takepron, Pariet.

Al R SRR M h T % 5 F 4o R F (pitressin—

e 5 glypressin) & (sandostadin, somatostadin), @

¥ % # % ¥ (Sengstaken-Blakemore, SB tube ) » ] iR4k

;':
e

PHEVL) & A |5 % (EIS) - 4B > Hm™ & - 4

#F(TIPS) - * %8 & o & jis o fr (Portal systemic shunt) &t #+
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HHWRLDRE DL T A F RS ESTTRIRP i e R
% (IA pitressin )enu g 3 B> 30 jE for RN
w F R e T AR S T A P BT AR
2o HPNBLISRE A Rh BB R O TR SAN0R

s T ibiﬁﬂ:iﬁﬁ&(&r,@ BORE)T ARSET T
Pﬁkﬂﬁ; h.kyufﬁ;r} Bt A e F g p AL

B R T G BER Y Bl SRR L REIA S

.

e

N

T
AL Bep ov¥ 4 k2 Problem-Oriented Medical

Diagnosis**
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Fr & Pax B A }?5
( Cerebral vascular disease )

WERP FREFE

-~ %as E A Jp 4 $-ICDICM
1& e (hhs § %
(1) ‘s o g iv 435
A. FEH % ks 435.0 B. A& & # 7% & 5t 435.1
C.# g% & 3L 435.2
(2) #x2? b 434
A. & 1% (thrombosis) 434.0
B. # 7% 4>% [ % (embolism) 434.1
C.-]' /¥ 1+ (lacunar) 434.2
2.5 P rad PR
(1) ®ap hm 431,
(2) % s 431.8
(3) Lk n™ i n 430
A. Congenital aneurysm 430.0 » Giant aneurysm
430.1 > Traumatic aneurysm 430.2,
B. Bacterial aneurysm 430.3,
C. AVM 430.4
(4) A Pgret B 432.0 0 A %55 i 432.1
3. & ax B % 436
4.5 BHR YT 438
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= s mER—¥ Lk
1TL2RIEMER I EELF ~FH R4 27
28 % AL~ HE T EfELA
3. % 2 I 7R
Stroke-Mimicking
4.1 FEA R
(1) =4
(2) M g~ Mk 49~ B ik 4T
(3) "3 1 5

(4) F%&E~R %

3.3 45
6.7 ¢ N~ BR - k%
7./ ER A

Z ek Rl E
1.7 @R S Wi &
2. LY LEFR
(1) B % e asf ~ eI - R
(2) iF:MF %L
3.8 LF %
4.4 4] % 4% : 200mg/dL
5. 2% B
(1) 7wtk § 2% #4 © ACEl - ARB
(2) Bim o Bophk
(3) wredha
A. Betal blocker # * :esomolol, labetolol
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(4) 57" & B7p i35 & x B % >185/110 mmHg
6.7 k" ~ & & i s

(1) LEsr- 3T 5L

L
(2) foig 75 ¢ f’\%a HE el E
(3) ief

A. % B 5% mannitol, glycerol

C.'Uk~ BRIEF ~ gt B

T~ R R e tPA

1. hge T3 CHES-FF &S
2.Aspirin @ X BIEH 0 RIS F G %

3.4-# : Heparin, <4 3 32 APTT &

ER F S TLIEE T
1904 % &

(1 ) ¥ 3‘%)‘1 % §E€KL ’F? ,;‘ﬁ o .u}?;ﬁ\ o Hj;/;}% j‘:}% N I
(2) W EB b H 5t i 3

A inheHE CFANERT B%
1.Chest x-ray - EKG

2.Urinalysis

3.CBC, PT/ APTT, ESR ; Electrolytes, BUN / Cr, sugar,
lipid

IRCEIS A 2T
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= e R EHRET D ik 2
1. % W# : atrial fibrillation
258 i B
3.Paradoxical embolization
4. e %

SRE L MeAB X
6.8 i p i I g HERT

NCSRITER R BRRRS
LS RS FHRA R AP BT AFER AR
B5% + kR e %

(1) 5%
(2) & g P %FW‘ % i g #355F ~ EC-IC bypass
(8) %4 : Aspirin ~ Statin
4.8 "% 2] 3
(1) BEeh @ 3 2 i ER&n [ HE BN D

(2) ¢t i : Ehlers-Danlos type 1V, Marfan's disease, cystic

medial necrosis, and fiboromuscular dysplasia

L iRHEEHBT L EFHE
1.Lacunar infarction : 3mm-~2cm

2.4 Freg 130t0300 pm; %A & FRE S
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S

3.Lacunar syndrome

(1) Pure motor

(2) Pure sensory

(3) Motor and sensory

(4) Ataxic hemiparesis

(5) Dysarthria-clumsy hand

(6) Pure motor with motor dysphasia

T hie R ECEHREFRE AR
1.# protein C - protein S ~ ATIII
2.Antiphospholipid syndrome
3.Factor V Leiden mutationa
4.Prothrombin G20210 mutationa
5.Systemic malignancy
6.Sickle cell anemia
7. B -Thalassemia

8.Polycythemia vera

9.Systemic lupus erythematosus
10.Homocysteinemia

11.Thrombotic thrombocytopenic purpura
12.Disseminated intravascular coagulation
13.Dysproteinemias

14.Nephrotic syndrome

15.Inflammatory bowel disease

16.0ral contraceptives
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Lo SRR AR RE AR
1. B % %
2. #% - #RERE
(1) #Z2
(2) BEAR ~ %4 S8 38 ~ o~ B RO

(3) st Al

Lo e REECEHRET L ERE
1.Fibromuscular dysplasia
2. B 2%
3.Nectotizing (granulomatous) arteritis
(1) Polyarteritis nodosa
(2) Wegener’s granulomatosis
(3) Primary CNS vasculitis
(4) mA~ BPAH #5
4.% % : % 2L & - + 4 ;5 Phenylpropanolamine
5.L L it ¢ o (Moyamoya )
6.Reversible posterior leukoencephalopathy
7.Binswanger’s disease

8.Cerebral Autosomal Dominant Arteriopathy with
Subcortical Infarcts and Leukoencephalopathy

T ik ECEHREFCTIA
LRV R ok i N o 7 I
2.- IRFN R E
3.%pFH pt 4 P © Amaurosis fugax
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R 13 e L LEER
1.% -k

2.7% %
3.SAH i ¥ #4
4.5 Fi

S. A5 1L E 1

1IN HE B RRAE L

128 Foep?
2.4 F ¥ L g FF

(1) %%

(2) % & &

(3) # 7

(4) %% LDL ~HDL
3. H

(1) Statin

(2) v RS &

LA SIEBHE Pk ol E WA
1.Aspirin
2.Extended-release dipyridamole
3.Ticlopidine
4.Clopidogrel
5.7 sLjg > 25~30%5 B A R H 2
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LS IR E s A
1.EkE e ¢t & 1%
2.0 FHMEEE 29
3BT HEE
4.7 g5 FE%E %

AT E CHERAR
1R7 28 FpFHT
2.4k o) 1 WA 7 PR A ?

7ok %R : Harrison 17th edition, Chapter 349
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>

4
%P

& REg R (UTD

TR FEE %5 EF

- % &
AT R R A @ 3895w L (cystitis) ~ FkiE L (urethritis)
Bl]l X (prostitis) --- ¥ LA & KA FEEF T OER S
TR R R
B.F iz kgt % ¢ &5 T T L (Acute pyelonephritis) , &
1% & % L (Chronic pyelonephritis )» & |+ 712 % W (Acute
bacterial nephritis) , ¥ % (Renal abscesses) , & # 1+
% % ¥ X (Emphysematous pyelonephritis) , -k g 4
( Renal cyst with infection) . --- T W RE R AR R b
+ fever, chillness, knocking pain

&M% F % U (Acute pyelonephritis) 2. Clinical Traid ---

Fever, pyuria & Flank pain

B

=%

A.teif % 0P T sculture £ 2V E - FE >10M5/ml Bl A 2 B
ZPNE I

B.¥ *t &3 £ Al 2 case, £ 41 10"2to 10M/ml FiZ,» *
R

C. & suprapubic aspiration f-¥ ¥4 & 2 urine,» & £ 1 1072
to 10°4/ml 77 3.5 & #

D.5% B& 6 5k~ Bl % R 4 FiE ¥ ) 10°5/ml

H s N
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I

s¢Urinary analysis(U/A) = ¥ §l | &~ # 2_ 2 %7
I. Agw 2 f>1/HPF mEor WBC 7 it 5 B %.
o B >10/HPF mFor WBC v it 5 B %.
Gram stain 7z 7~ 7 §es.

H @WK (Pyuria) - 245 R4~ RRRT
rF A UA®KRE? € IR Nit(+), B IEEAR 27 3
Z 90%p * 13 Nit(+) - Ps— Nit 4 Nitrite -

,
%

O~ w0
5‘4‘3\‘/‘

CFARBE

1. 85% communicated acquired case i E.coli g%, H g
g oA S g R bt AR R

2. ifar onfoley 2 case ‘i1 G(-) 2R %

3. Proteus and Pseudomonas spp. # *if ¥ &k +2) =
biofilm % = g % g 49 "f

4. Proteus pF ¥ i JRig B 7 7 B

= ~ 4f #27](complicated)z. UTI

“73 UTl 2 ¢ 3024 3 5 complicated UTI, ] 5 i #-
&€ BB Rk AR IRk > 5, T 7 5 - & complicated factor :
1. Anatomy 2 B ¥ or s 4ok % B ), sl AR
2 % ,neurogenic bladder, BPH, stricture... %.

AT LT or B 22 pH A e

BE 24

S EX

THad 2254
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I ~inh:
1.

FRALE - ERGR AL R UFEI LA e
cefazolin » fe4otdnd % Wac - 7 e i faFnd & s o

grk L WE3L T X chfud 2R AR

3  TAMTITY , SBEF s 2ok HpkT
398 3o gk 3G fiESF 2ot PR complicated
factor ~ @ B #2 B4 v :E 7]10-14 < o

TER AT L - AEREZADERTIT N A4
BETREFRLF e g B > £ ATk 5 I
Voo RS AR R0k T EE TR ) e
515 o

TERTRREY Y FMAFFe o RS TAF
MEFITL o Ed- P AtV ERETE F BETRETE
Fo FHEL AR REIEERF 0 B R 2 TR e

FUERA SR R B TR TR
RER SRR
&L - R AR AR B R

—\

i
m

B2 oo
%}T\f 'T;l ra‘-;;,; _ﬂr,—tﬁ%,%,ﬁ -‘EE;?’E‘J J‘;}’%

\x\‘-ﬂ

SR
(1) H|E 254 -
(2) %"ﬁ%m&'ﬂéiﬁﬁmﬁ;& .

(3) "AF R MT or 2 22 54 o
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* ~IE
1. % &

B RAERS P R § - mEEL
FREFIVRRERTHEIRLSE °
2. T F Fehok

- S AE P EagrEKE 8 A4 (+ 5 2000-2500 7 & ) -
.f‘:’a:#?rﬁ@,%’év’vﬁj;{&_% 7 ?i&mﬁ,ﬁgﬁ@f}g 4 TR RS F 2
Bt oo

3. AL A YR

*‘T—W

— R Ld WAL

— FAFLRRER R TERUMPIFBRE e o

— BHFESEEREG - T RE PR B B R
v i.f‘:m”’;?]‘)ﬂ’%éto

Bop ks AR F R E R mERS o

RIpATE R F F AR RAF P 7 bz v

< }gk:

1. Harrison’s Principles of Internal Medicine 16™

2. Oxford Textbook of Clinical Nephrology Third Edition
3. N Engl Med

4 ?ﬁ)ﬁip/(\:’\' ﬁ\z‘j’:ﬁ
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>
>

MD
'.?;

5 T ety ) 4/COPD with

asthma
e p L TR E Psga:

% \T@F}.iﬁ}é%

ER R F LR B LA il R -
g ﬁ—,k%?mxa-}-& = '\}?5 SRR Ve o UR S LSl e - S ES
OISR o B A i R FIAR R AT SR G 5T ) X
73

-’E& "/(}» é’u I‘éﬂb)‘jﬁ’\'i;‘z’aﬁ; )\'7‘ n‘c _-‘__;)\f

PoREF S RRFEL A7 RFZ - o

—_

S
N

g E3

-~ TE

% X (pneumonia) : dp ¥ F Flic A pralde 2 g L o

—-\

?L’»

AR LML (pneumonitis) @ 2o B 3R & A L 7P

g

AN

Behd g o RA* SR ER p A auE R N 0 Bk
g M Zh AR L o LR H AN 2ER A MR G deiT b AR
5% i (radiation pneumonitis) - i AT L

(hypersensitivity pneumonitis) -

e i (alveolitis) + W PR 2 AP F v LR B o 5

hEEE SRS S ff o AR FREREZR L oo
AR ]

T R TR PREIRTEA L B A - b X

F i (lobar) > £ F ¢ % L (bronchopneumonia) » /&% 1+
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(diffuse) - & ;{*'b‘_ (interstitial ) - = » |+ (aspiration) *
SR X Y RN U I

22 mpEl L pA o RE - FAA  RAME
SER A L LB B BRI R R
R A B A E e SRR LA

d A ap Y K BERT P o TR KA LA L (1)

A % 1 (community-acquired) (2) rep £ (hospital-acquired )

IR

()AL ¥ L ede Bl & F L e d % W4 F 7 (Streptococcus
pneumonia) ¥ it 40-60% > # =& 5 R (TR B 7E A 1
(Haematophilus influenza) » © "%:p R f > QL F L 2
¢ #(Legionella species)’ % 7 5% Eé]'(Staphoncoccus
aurius) - £ fIEAEEF o H R B RAG BIEF A K
Bl AR EFE 0 - a5 ) 40%p bl & i 3y Bl R
T H

(2 B E LA 6 %k F (Pseudomonas
aeruginosa) &% L B G F 8 W LR

(Klebsiella pneumonia) ~ + % & (E.coli) ~ % &
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—_—

(Enterobacter) -~ %754 5/ (Proteus) % i § < [
(Serratia) - & @+ ?—]g BEE R Eﬁ PEA @11\?]%
PoATIE A g bR R A

“HRRE

W2 RS F R A o dop A 8 e
PoRoo X H LA VLB R SRS Gl R
1o Sz EAT B R TR AR 0 Bl T e

F ook AL TR AR e BT
TR FA AAER T LR R HRESF - SRk

i TR EBEL] LTS R Fla TR

=

Fend o0 A MY o ApF o dok B A TR E R

A A R P-R B A T R Ko e

mh
W

Ry
Y

D RN RS S N R E RS EIFC - ]

ﬁiﬁ,mwﬁﬁwoiﬁ&ﬁ%%@%’ﬁﬁr
P %eﬁ .H-_F_ELE:H’_’W ﬁ-]}i?,i f‘f- Jﬁ i mq% L B
£ H

(w
S
ﬁ
b3

Ko T A2 e 4 LE K °E£%‘??%£ﬂ

WM R A F Rzt m AR R oo

A AR L wmFE g2 BTG 2 (1) s
(inhalation)# § #c2 2 ¥k F st g gL 5 8 (2
|- £« » (microaspiration) 2 (3) * &:FA ( large

volume aspiration ) T fF}e i 4e Srgai i 0 F E R FOF o
i § aspiration H_d >t B P 2 sz% 2T A R
SHFRCE T AR

EEDFFES R L LD K L g
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o PRl APER Y o & R AP R LR Y R R E

lﬂ,&g&;éﬂ)\ﬁﬂ}m?]‘ v ] %i%'\au' A AN ] "“F]

51‘7 moEd PR ?ﬁ AT Wik L
P AR EFEFH ORI LREL G mET A Bk

P A o R DRI E R

g
g
¢ H

T~ fRh Ak

F e fd Fr 5l Ae et L Rk & ik S 4
PG R RRORF L A AT S R e B R T
PUGR TRk F AR B fe e AR
TR R ER o

)

[a]

g1
=

£

firs

B AR FEE N AR O S vy~ 1R M RE
E s F\—:'fﬁifﬁ:"“’“ﬁﬁfﬁfggi"?’ ’«P\fﬁi* et Igllxj?]f’}
W G PEE RS R B A E I L o ok 9
(RS SN S A :f,;a A G TTIESICI A o ot B (R
BORANEFW O RFHES A

TEIT AR S S SRR P
AR o g A K

BV ARIVEIEE o okt R

WS A o rE S PR R A o A9 3R4R

\mL
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e 3. A ﬁ%ér‘%’%%‘%ip‘%’ﬂ fzk o W kA

(band form) -

P g KRG AR RWE AR
FHS R Nk F L () BN 2
ﬁa:jﬁ:,&ﬁ"ﬁ:jﬁgitfijwichlﬁ B2 B8 g Fo

(2) AR A Lo R L TR Rt R R
O R o e LA Rk F R LR R
¥R oo e AT EFRPR AT L TRA A RAE
Lo FgE A BB (B, ek E LR LT Paf,%’igﬁjgl

4

S

(3) # Fxk FiEr L2 E IR L U 4 A
PSR c SH LB AR AT R B AFRDAR O
Por 335 A ERESy  AATTY R AL F 0§ F

Prig N (TR h g 0 F PR AL 7

(4) RF Bl 0f ¥ a2 b L HREA B R AR
A TR RBEFECER RPSEFE o wATHFIRT
FARAL > K F TRNA T B o L TR IR G b
BRI T EL BT AR AR E o FlARF B
R R B o Ft Y AR 0 AW LSl -

(5) i & 4 = ¢ 7 (Legionella pneumophila) 31 4z c5*
Yoo ¥ AL G QL E 4 gp(Legionnaire’s disease) G B
FLEEBRHO o R ERS SRR E e A
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2}

2o R o e kSl G A A R R et
%°ﬂ%%ﬁﬁﬁ§&i’Wiﬂﬁﬂﬁ’ﬂfﬁiﬁ&
FTRoom P s B g2 A blhe g ¢

BAGF2 T2 g B o

A0

CTRA AR T AR (B e R B Z MR F v

© ® N o

L

Ei3

2 H W >EFMER) o

BA ARSI ER o

E A W | I | R A

IMX K2z g gl (R L g g W Lz B
.]:}_qu ,’\)

LR A Z A L A e dep o 9 TRiEP > L A%

R PARPLE BB TEAL P L L T g TR
#p 4+ 250

&R M ER A

P ]

WA R

EREERL CAFEHETERENy P LA

Wi h s A F EAMEE kA RS A E R

R AR s o
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10. AR 2 e h 7 ¥ QA TFHS > PELER - MRS
P g o & pEE (T 2

e 2 B A (1) TRAZE (2) HRE LT
% (3) i ER

o

I

(1)|Fm 2 %7

B & g E L o - MR R ek i A Rl S
T~ BECGF IR g X RS L BF R KT B Y o
PG LB G EEMPE PR RAFIRI PG R R
G PR B R s LR RRE RS DR BT
et BERE PR F A AU R R R
Pea o FORRIRE RS o ORI T L R IV R o BT
St b Pl o R RAE A P AR PR B
WA FERERE R EEUBE - BB T T R R
*@%&1%%;ig%%%ﬁ@?ﬁgﬁﬁ@%iﬁﬁﬁ
T b PR T IR Lok o s

B RIS G AED o blhet T

(
W -ﬁf&
-
~=$e
i
‘.H-
_—1
\_

METHR AL B AREL EARFE LA BT s

R

ETIS

WA 0 RS g IS BN P KPR
I I DY Sl I Ui IO LN S (RN g I
B o Bk 4 R s ek S R R R
ik 2 L2 Al Ae et o AR Ly 1R e

7
A
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7o A AR e o Bk R iz R A D
YrpE B E ST o ET -"‘é-‘},%ﬂﬁf] chri A X FlE A > BEY R
EREEER £F T FRE RS A5 F 0 R B8
S Q# - B frﬁ&ﬁﬁ(hlstoplasmo&s) AT P oE A e
FRLEE G SRR PR TR 0 0
Fl > RF F > BE EH 2 B g 25 5 (chronic
obstructive pulmonary disease, COPD)& % g i {7 & % w%* e
£ F 7 LAk A~ T B 3 P % F(Moraxella catarrhalis)
BARRRIE S R g L RSP ARG pAE S 0 R
YR LA E EX TR A AR Y
M (cystic fibrosis) » P& 4 g Sk~ 3§ § 3 F o 7 LR
TRRA B REE S B R

3

L
WA FRALHTFRAUFIRICE ARG A -

()2 Wik :

PRI LA R R L R 0 AR 2 R
SO BE T A s LE AP B AL T

ER G ORES T R m T R %ﬁ}@ 4 ; %25 %xsi(erythema

multiforme) f & 77 5 F 2 O  Bie 4 ¥ w om0 sk B

2R L NG E'Hﬁwﬁuﬁw echo;,%» ﬂi\ﬁ,jﬁa?m%?
'@-&;‘i Bk L@gﬁim e f—r);L pd’ﬂ_%g,r F] ]\‘;ﬁ : %»eﬁ ;ﬁf"@' Al
AT A G RN B R ARE AR BB £

T

B X L4 3 :
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{'l‘w—’i#fﬁ%‘rﬁﬁ Bi‘ﬁg?limﬁx 1 B oo R RV UET

LT VEE A I LN s TP gjaﬁﬁ] G ORFIET MR BRI

2o FIRSET o 0% & gt < IR AU LR A L Al e
%X%%ﬁﬂﬁ@ﬁ%ﬂﬁ&ﬁ#i%ﬂ&ﬁAﬁgﬁﬂk

KR ERANESE LT
AL AR HP R R
A ZEMRREY A ER G EIE LT AR
MR BEE AR ] BEREPRRAILE A6 F
L L2 e X L giapg 5 SfRplc? L e o Foh
EALR SR Ll R Y SRS A B R N
T2 FE o IR X kg B NN Rks G F e W L

g
X

*

g

. I
=+ 5

T T R FET S N R R HIF
g oK },;{&,ﬁ %5k e

(4) 7 cBEicdi e & ¢

95X A 23R 2N £ R o AR - g
doeE s gk L L et D F 7 A e 2 e B
%R S FIE L R T § AR P Y Rk Lk
BERLE & 120 LR 3 A5y ¢ ikt o @ H AR e
G oo ,\;j;*ﬁz] g“gﬂzﬁai e “‘B?]:j,ljf\ms;l; » R A
e LE «Jfff/{%ﬁ:mm?]‘ o R %ﬁ%l:}ﬁﬁ’léﬁ-cﬁ'f’iﬂﬁ ¥ oo F G AT
Flw FErslAe o Sl D0y 35 SR 2 b almpE o 30T
ﬁ‘ﬁ%ﬁ’ﬂ%&ﬁuﬁﬁﬁ%ﬁéﬁﬁ¥ﬁ’fﬁuﬁﬁ

N
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TR RS BRI ¢ R R - A0
P mERG EE AL I A AL £ AR RPEEE gL
FPHFEES L B AR REREE o P b PR RS
Btk o R TR E AL &

ek A A A p FErk o VR R AR S ey

AN

A REEP B PR F e REEA TG

fl"\‘l:‘igéxll’gﬁ p‘\ﬁ"l‘v)ugﬁ J\f];%l'l"l rﬁﬂ].@f"' %*7’5#_

%ﬁﬁiﬁﬁ;g*’r o LR AEMNEN KRS TR
fﬁiqﬁf] B faE & k}ﬁa}%'[;]. JJ% &ﬁfj‘_ﬁk]‘%g‘%ﬁ-
Fd HMRA - LARLG o FIDEEF AR & T
wh BTHFAZAMEA TR R RAR HEE R
PR R 2 et o Hde b e ORILRIE R F o bl
6ok IR S PRk T L 0 TR S o & R L
R R R RRARATICAARE R - BE - QE
Em%@%@%o%ﬂﬁﬁ#ﬂﬁ%@g&ﬁ&ﬁgﬁo@ﬁ
E0 P & TR FILE LR b vE B R L

> ‘I‘::'%

ECRERLEE Y 3 TYE Ean (Bl ) R R Rt
P2 F BLET) PRAR g FIEL - Flot F & TRk > MR X R
R TR AR R 5 A U JRDE FIS B i o e R X
B L A& AR R o H LRI L B 4
HI®E? #2850 - SR FHRELEGE OEF - §F
WA E AL FHAS > FIF R HET RS By
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W2 > dooxacillin kisR o n T P % 7 /& L % ampicillin
FREM RifE AL PEREEbH S R E G Ep
4ok = NEpIz S #E & ampicillin #5 4c B-lactamase Fr41]#| &
e e WIEEAERT V72 35 80 A
A ¥ 1 EEH 8 (aminoglycosides) » 4 gentamicin g
tobramycin & %
B FEEEE DR imﬁié%#o%%ﬁﬂ{m“
Lo B * Rinf A iE & clindamycin e i E 25
RART XA ITHE AR R Bz EHd 7 - L FiL
LR e TR iR o o R L e o (2T E
i@#us)ﬁaié‘%iﬁf’ﬁ BRE GBS AT RTHFRY o His fiE
AR Ay WP ok o Je g PR A i g
2 I fp A A Fehe B G EEE L LG
3 PR 0 Aok $0% ;fmga\ﬁ:sé% RIAE ME b B

“‘)‘
a

.7.

hpant
=
ED
I
S
E
R

FA(1) WP LR R FEL

m

W AT R
m‘%m‘%%% fhﬁﬁﬁ‘ﬁ%ﬁ@‘ﬁﬂ xS

(2) # b & E R PG RN PSR~ s R s 2

«
N
p

w

ERSEEE SRR 1.2 R A
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AN ;E 18

e

B

<

RiFE Rfd oz o REDEH > Ra W L

TARRA R S FERRARE R DY R AR
A% B E

AL SR S5 A L S N

B
o

f

5 A 4BAE B0 = o fedpa B 12 90mmHg - 60 & 11k

,ﬁ H ﬁ;)];a ) i?é%?ﬁb NN ;%gjgfm S EMW LR R
EFHEWA LML Y RF § ACE 4OMG/DL s v v

%+ 30.09/DL mmHg » & ¥ > 60mmHg > ¢ & Zk#ic b
4000/mm3 > ¥ x 2k #cdZ 1 20000/mm3 fr e g F 0 RIFE IS

7 % o

1~ FRRE

Tk Bdeio s FA e B kX B RIF S
B EAF R % (SUPERINFECTION) & & Am:=f i > £t
R E R A LR EBERLFRZ Aok L RS
Z PP R o T A B 2R s s R S SRR
BRTE B EEATRR c W H X EH RS &
HER YA FIIIREA8 ) E A 10114
Poo R FRERIATr v JRRL F o Drw Y
MRty > ZROTWMX kKR ERWERILTE x>
FiZ ok e FRPR ALY BT RIS F AR
B F R AT AFENRE B RS

"L“J\L\
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g\ ~ COPD with asthma
-— ~» ii

rilﬁ;fi}‘i%;fi’i#ﬁﬁJ % qd r[ﬁt}_i;{:? N Fs#:;,—;
W orrAlASF ORI E 2 - RN o el R R F S EMh
BEAM P HARAE TR AL F R BB

AR R T ol Rt TS I GRS L

THRELFE L R - TRABLETT I 2 qprt e A
WHARR O URBFA A FET SR DRI
B3 Rt o A BEIER i b ER PO

if A ARiREE R RO

3

gy
i
®

>
)

TR F R ORI Adp Rl FE T 2 F

FFALAE AL L EHE e BRERL R

VLA Tl (0 E TR BB R B
RN A LN WAL R AT % Fledey :}ﬁaﬂﬁ‘g‘%i R =y id
BOREEE o2 A TR preie BRI R 2R s e 1L R

B R Y o (W)
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,

?L.J’H "'f'f"'h" o ”'f'} lfi-"',f:{'ﬁ"—' ¢ (2R

N Oy S

b o N I S N

LT ST ——— o TEER

{
| 9
!

3 A FF L B F iR (COPD) -
4 1 FH o B4 FmtEEk (COPD) -

5 tRPEAFENEFRFEE §REE (COPD) -

6 RPEAFE N HF FIGRMBELFEE (COPD) -

(COPD) -

9 ¥ x> F ek (asthma) o
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£ 10 ;F/;]KP_E ’ ]aér}y\g fr’)%r‘] ,f }\)% IL s e

L EERE AR

i
T+
pos
ikl
i
g2

138 T

&ﬁ%&ﬁmﬁﬁﬁﬁﬁiiiﬁ%ﬂi’ﬁ%%i
Fl+ | A L34 Lo AamFEhAC e 5 A2
g ]fl[ﬁt}rp%,v}a#;],%

o

=

o
Iy
Pt

3. 2FAR

4. w3y kR 58 (hyperresponsive airway) - 4orged ~
£ % 7 (atopy) °

5. k]t TR e R E R

6. fa*% o

7. AR T IARE R x'ﬂi ) PE},%—T B XA g e

9. 7 - A1F% F-v %2 (al-antitrypsin; ATT) # 2 g :
ATT 2975 cn- fApEdv > 1L & %% Zdrdlo 5
Rl NESE T SRRy RS ST
(c}ffﬁ—‘ﬁm L& @7 cz‘ffdﬁ [T LK TR

W) o
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=~ PR

EEATABFELA =

(FEVI > 7 i fi- 8 ) 5 £ 958 2

Viﬁ?—‘ﬁ}m e o

BB

0 J BT LT e L g AR s 4 o

£
FRARIEE P E A5 S0 WA T

1_;;;?;@ ¢ 4L A0 g ¥ (centriacinar emphysema) -
FEBAp It §F ek BACH 0 A e wIr
e
AR o
2. »%ie 3" § *(panacinar emphysema)
EREEBE LR THE  EE R AT ATT £ 4R

EF -
3.4uie i 4 3] § *d(distal acinar emphysema) :

)

B R RS R AR g
5 o

I~ TeAkFik

1o 2 TRk sk
B FE e 19 o B P RR h A B R R e et e 6
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Boo EW i mASF S p R B A AR o d WL A
AR P HR R T dp e R s o sk W T
B 2 X B o vgeienf B EWINW N HRIIR T & AP
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Classification by severity-GOLD 2003

Stage

0. x> 23 Bk e 7%
FEV1I/FVC <70%%, ~ = ¥ :

I. FEV1 = 80% pred.

II. 50% =<FEV1<80%

III. 30% =FEV1<50%

IV. FEV1<30% pred.
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5 = & % 7 (Diabetes Mellitus )
PO GRATRS B B L FEF

— ~ Introduction

. Type 2 diabetes
- a major cause of premature morbidity and mortality
(CVD, cerebrovascular disease, amputation, renal
failure, ---)
— Part of Metabolic Syndrome
. Management—not only control of hyperglycemia,
but also other CVD risk factors (hypertension,
dyslipidemia, obesity, ---)
. Many of the complications of type 2 diabetes are
preventable.

= ~ Diagnosis of DM

1. Fasting (> 8 hours) blood sugar = 126 mg/dl

2. Symptoms of Diabetes plus random blood sugar = 200

mg/dl.
3. 2-h glucose = 200 mg/dl during an OGTT.

= -~ Classification of DM

1. Type 1 diabetes (B-cell destruction, usually leading to
absolute insulin deficiency)
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2. Type 2 diabetes (predominantly insulin resistance)

3. Other specific types (diseases of exocrine pancreas,
endocrinopathies, drug-induced, ---)

4. Gestational diabetes mellitus

z ~ Guide to the Classification of Diabetes

Type 1 Diabetes
Type 2 Diabetes

. Generally < 30 years
Mostly > 40 years

. Rapid onset
Insidiously

Moderate to severe symptoms

. Significant weight loss
. Lean
Obesity
. Ketouria or ketoacidosis

Very rare spontaneously

. Low fasting or postprandial C-peptide
Positive

. Immune markers (anti-GAD, ICA, 1A-2)
Negative

Family history in most cases

7 ~ Management

1. Education.
2.Monitoring of Glucose Levels

. Essential to improve the safety and quality of
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treatment.

Monitoring procedures

Test before each meal & at bedtime.

Monitor well-controlled patients on 1 or 2 days per
week, or less frequent

Daily in unstable patients

3. Food Planning

© FRARERF LI YK REET RS IR
Frfc BUARM R AR 2 B~ B F ~ 2 09
AL ) ..ﬁ‘zo

Principles of Nutrition

Weight control

25-30% of total energy from fat; <1/3 from
saturated fat.

55-65% from complex carbohydrate
<15% from protein

Even distribution of food

Restrict alcohol intake

Restrict salt intake to < 10 g/day
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4. Physical Activity

* WHABRFNICFPHER hd d o Fhc gk
SR Mg TR ERE -

5. Treatment of Hyperglycemia

. Drug treatment should be added only when diet,
physical activity and education have not achieved
individual treatment targets.

. If the patient is very symptomatic or has a very

high blood glucose level, pharmacological
therapy should be started without delay.

+ ~ Pharmacy

. Sulfonylurea

. Biguinide

. Alpha-glucosidase inhibitor

. Thiazolidinediones

. Glinidies

1LY

> T E-TEoL E mre (B-cell) Ak g 2

Bpd+ B-3 39 FHEF (90-99%) > 1 & A 5~ #f
ECE I E R

BlIEF - g, HEH

iR

o« HOSHE- - KB
cFETHNG A2 XL AFFOEHRE 0 R )oK
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c HWEH 4
 UKPDS 37 12 SU ##&ic W o 3 3 € 3 4c ok 94 0%
B 4 F .
s WA REMRAFA T 0 PRLAFRIN- A SU 3 Rig
»ck o
c R
> B RSRE R
* Type 1 DM
* RZ
o AT H LR Lo

s EXARBEREBEHL R o

A~ Metformin
> SR DRT E S, TR ik i ek ek
bR
» Metformin sie*
> 7 "Ls 4% 60-70 mg/dl, HbA1c: 1.5-2.0%.
off 14 % W froAR (s chn B ioiL | &
o'} 4 TG & LDL-cholesterol 10-15% -
*HDL #§+4cztiz§ %i- o
*PAI-1 (plasminogen activating inhibitor) | : improves
fibrinolysis
€ Rz 2-3kgs

» Metformin g it %
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* BT HE IR T A ¥ L0 20-30% - i ¥ =ik 2
el FURBAFERE RS -
c b A £ Mi o
* Lactic acidosis—1& "> # 2 » + #F KEFL TH i
B SIRR BRAF FH R LA
> Contraindication:

*Serum creatinine > 1.5 mg/dl

*Severe liver impairment

*Hypoxia: septic shock, heart failure

*During major surgery

» Metformin 9k & * :
*® 411 500 mg BID 4<ispR* » ¥ & = & #p 3 4 500
mg/day > & < & & 2500 mg/day.

osu;l;,-)]% AFVBLYgRT o
*UKPDS 27 B¢ * v i+ & ¥ & g
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1 -~ a-glucosidase inhibitor

>

T sk

c EBSEBAL G kY RS tha & B —
glucosidase -kjz= H gE > 1 it =z - Acarbose %% i
M2 A b ehg-glucosidase %4 0 E i E R
Fe =~ HAE -

* RUMBRKI PRI FARE X H o

Acarbose eh#E - fs 4 &

o3 1-2%d HE o> WP E 2L N F-

WRERLFRENALFIRY A AR Y GHF-AFR AT

FIL R Rz e

Acarbose s # :

oH jpit * » ¥ F X7 a4 25-30 mg/dl - HbA1c
0.7-1.0% > 4<{s = ¥ 40-50 mg/dl -

12

- PR TS R DR R R A e

- o AR * sulfonylurea 2 metformin > g & f "% i< 73 #

» #& 25-30 mg/dl -
- RIS MR 5 L H A o
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> Acarbose g (T *
*%) 40% ik g RS CEF CTIHCERZRAEER
% o
B AET (200-300 mg tid) - ¥ 7 A B ¥ cdE
2 BERTRTY o
* 3% i, serum creatinine>2.0 mg/di 'fa’ P ERE o
cH it * 2 € i & sulfonylurea & * pFgf 2 i<
¥ Behy BN it o

-1+ Thiazolidinedione
> T B
_ WAL G F AR o

— %g d 2 e i ek PPAR- v (peroxisome

proliferative-activated receptors — i & 5 43t Fq 95 e

%f.‘v v) L s AR R A (Y B LW & i

* oo
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> B @3 Pioglitazone (Actos) 2 Rosiglitazone (Avandia)
g

» Thiazolidinedione =gk iT*
*Rosiglitazone % Pioglitazone ¥ *# ix HbA1c 1.2—
1.5%.
s YL RIER
| TG, 1HDL, 4LDL -
cH A HE -

» Thiazolidinedione =g iF*
*Rosiglitazone 2 pioglitazone # % 3 & {43+ % e
2 o

*Fluid retention: may cause mild to moderate edema,
avoided in NYHA class lll or IV heart failure
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-+ - ~ Glinides
*Nateglinide and repaglinide
M B S-cell ATP-sensitive K channel, binding site
¢ sulfonylurea 7 F
o {5 B-cell & ;x% § %, first phase insulin -
o fF MACTS & R
> Repaglinide %12 it%
efiEjr XF- B EREe? AFRR -
cpg g 2 EH < 1hour
ol ~BEFrEetr A3 4kA (<30minsto 4
hrs) -
AAFERAB ARG AR (90%) -
» Glinide @] i®*
oik x #& > 2 # sulfonylurea %4 ¥ &7 K& o
.jg’ e E R -

L - ~Insulin & * p¥#s

> Initially very high blood glucose with weight loss

> OHA failure with weight loss and persistent
hyperglycemia

> As first-line therapy in lean symptomatic subjects with
uncertainty
about the type of diabetes.
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-+ = - Treatment of Other Cardiovascular Risk Factors

> Reduction of weight

» Serum lipids

> Blood pressure

> Cessation of smoking, and reduction of alcohol

consumption

<+ = - Targets for Control

1. HbA1C < 7%.
2. Blood pressure < 130/80 mmHg
3. LDL-cholesterol < 100 mg/dl, TG < 200 mg/dl, HDL> 40

mg/dl

-+ 7 -~ Hyperglycemic Crises in Diabestes

Diabetic ketoacidosis (DKA) and Hyperosmolar hyperglycemic
syndrome (HHS)

DKA

1. Pathogenesis: absolute insulin deficiency, or relative
insulin deficiency with stress

2. Precipitating factor: infection (most common), new-onset
type 1 DM, withdrawal of insulin, ---.

3. Symptoms: polyuria, polydipsia, nausea, vomiting, deep
and rapid breathing.

4. Diagnosis: Glucose > 250 mg/dl, Serum ketone + (or urine
ketone 3+), and HCO3 < 18 mmol/L

5. Treatment:
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> Fluid: Normal saline 1 Lin the 1% hour, 2 # & 4p 35
% ;4% * Normal saline or half saline. Deficit about

3-5 L, replaced within 24 hours.

» Insulin: IV bolus ( 0.15U/kg)—>0.1U/kg/hr by pump,
when sugar < 250 mg/dl->D5W continuous infusion
(150/hr) with Insulin 2-4U/hr to keep sugar 150-200
mg/dl until HCO3 normalized

» KCI: if serum K normal or low, add KCI 20-30 meq in
each liter of fluid, check K every 4-6 hours

» Treat precipitating factors

HHS
1. Pathogenesis: stress induced counterregulatory
hormones
2. Precipitating factors: infection (most common), stroke,

myocardial infarction, drug (steroid, diuretics, --), acute

pancreatitis, ---.

3. Diagnosis: Effective serum osmolarity (2 [measured
Na (meg/L)] + glucose (meqg/dl)/18 ) > 320.
4, Symptoms: stupor, coma, dehydration

5. Treatment: Similar to DKA, but fluid deficit more.
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-+ = -~ Hypoglycemia

> MeBEREA NI AFTHA 2o REA e P EER
R A RAFRL e o R
ARFERAT IS W ML BB gARE o
* £ »z sulfonylurea £ insulin —',5’ » iR lEE ko

Causes of hypoglycemia:
Insulin or sulfonylurea overdose
*Decrease, delay or omission of meals
*Increase of physical exercise

*Excessive alcohol intake, particularly without food

-+ = ~ Chronic Complications

» Microvascular complications:
- Retinopathy, nephropathy and neuropathy
- Related to duration and control of diabetes
» Macrovascular complications:
- Coronary heart disease, cerebrovascular disease and
peripheral vascular disease
- Diabetes, 2-4 times risk
- Increased risk before the diagnosis of DM
- Related to coexisting hypertension and dyslipidemia

-+ ~ - Retinopathy
>REERRA MM WL BARRR
> APl &R F e

> Prevention: control of hyperglycemia and

118



hypertension, cessation of smoking
PR AR B (IR) (A BT RR A R 12 E -
FLIRPERELIEY

-+ 4 ~ Nephropathy

> Microalbuminuria stage: spot urine analysis 0-1+
proteinuria; urine protein: 30-300 mg/day
-Increased risk of progression to overt renal disease
-Increased risk of macrovascular complications

> Overt Nephropathy: 2+ proteinuria on dipstick
urinalysis

> A b § ik F]

> Treatment:

—Hypertesion: most important aggravating factor; control

with ACEI or angiotensin-2 receptor antagonists

—Control of glucose and lipids

= -+ ~ Neuropathy

> Risk factor: duration of diabetes, poor glycemic control
» Distal symmetrical neuropathy:
oh ¥ LR SRY  BEREA T
o i A L R IR R PR A
oA TR AR A F 0 REFFNP A M R
& W |
PR PR 3 AT
» Autonomic Neuropathy:
o BRE i 5 %

119



o Gastroparesis, diarrhea or constipation, neurogenic
bladder

o Postural hypotension: severe autonomic neuropathy

= -+ - - Diabetic Foot Problems

B AR & ¥

BHERER L FREE AL FRETM -
B HEFREERRAZ S EHRA

h: R A B

R4l M 2 LINERFR -

vV V V V V

120



= -+ = -~ Macrovascular Disease
80%:r b f s 4 7= d W BRE F AR —FREIRA R
EEAREEFELFAR -

i RE-A RS v BAZHEE BRTFF o

» HMG-CoA reductase inhibitors (statin) *# <& % &

primary & secondary prevention 3 »z - (4S,---study)
> 2 E A e
> ACEl tigt =)k 8 2% A 95 3 % (HOPE study)
*L?@ GG B Jad
HAFATRIEGLTF AL ERRI MBI -
*:3 % : - claudication s 2 ¢ p ek o E L
B~ B
(EE A BRI LA B
eUrine protein, or microalbuminuria
*Cholesterol (LDL & HDL) and triglyceride
o FE

iR IBELQEY -

121



% = /& (Hypertension)
SHR P RETFE
B REEHALE OB EEA O RBIERED L B 40
gortbendo g 2500 B B @ L AV EY o R 2 e B
P b 3R 0 % 4 BB % 8 R RETR 10
i RIAHIE A FRYF LR

I. Blood Pressure Classification ( JNC-7)

BP Classification SBP mmHg DBP mmHg
Normal <120 and <80
Prehypertension 120-139 or 80-89
Stage 1 Hypertension 140-159 or 9099
Stage 2 Hypertension >160 or >100

Il. CVD Risk

- The BP relationship to risk of CVD is continuous, consistent,

and independent of other risk factors
- Each increment of 20/10 mmHg doubles the risk of CVD

across the entire BP range starting from 115/75 mmHg

- Prehypertension signals the need for increased education to

reduce BP in order to prevent hypertension.
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lll. Benefits of Lowering BP

Average Percent Reduction

Stroke incidence 35-40%
Myocardial infarction 20-25%
Heart failure 50%

In stage 1 HTN and additional CVD risk factors, achieving a
sustained 12 mmHg reduction in SBP over 10 years will prevent
1 death for every 11 patients treated.
IV. BP Measurement Techniques

BB BEIL I PRI B -HRAZTEREEF ©
R HERFT LS %f?-ffr&frdv o Xt 30 A B A RIEH AR

G HL s MR BB S kBT ET

(0

Method Brief Description
In-office Two readings, 5 minutes apart, sitting in
chair.

Confirm elevated reading in contralateral

arm.
Ambulatory BP monitoring Indicated for evaluation of “white-coat”
HTN.
Absence of 10-20% BP decrease during
sleep may indicate increased CVD risk.
Self-measurement Provides information on response to
therapy.

May help improve adherence to therapy

and evaluate “white-coat” HTN

Office BP Measurement :
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8§Use auscultatory method with a properly calibrated and

validated instrument.

gPatient should be seated quietly for 5 minutes in a chair

(not on an exam table), feet on the floor, and arm supported at
heart level.

8Appropriate-sized cuff should be used to ensure accuracy.
8At least two measurements should be made.
§Clinicians should provide to patients, verbally and in writing,

specific BP numbers and BP goals.

Ambulatory BP Monitoring:

ABPM is warranted for evaluation of “white-coat” HTN in the
absence of target organ injury.

Ambulatory BP values are usually lower than clinic readings.
Awake, individuals with hypertension have an average BP of
>135/85 mmHg and during sleep >120/75 mmHg.

BP drops by 10 to 20% during the night; if not, signals
possible increased risk for cardiovascular events

Self-Measurement of BP

Provides information on:
1.Response to antihypertensive therapy
2.lImproving adherence with therapy
3.Evaluating white-coat HTN

Home measurement of >135/85 mmHg is generally
considered to be hypertensive.
Home measurement devices should be checked regularly.

Patient EvaluationEvaluation of patients with documented
HTN has three objectives:
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1.Assess lifestyle and identify other CV risk factors or
concomitant disorders that affects prognosis and guides
treatment.

2.Reveal identifiable causes of high BP.

3.Assess the presence or absence of target organ damage and
CVD.

CVD Risk Factors Hypertension*

Cigarette smoking
Obesity* (BMI >30 kg/m2)
Physical inactivity
Dyslipidemia*
Diabetes mellitus*
Microalbuminuria or estimated GFR <60 ml/min
Age (older than 55 for men, 65 for women)
Family history of premature CVD

(men under age 55 or women under age 65)

Identifiable Causes of HypertensionEssential
hypertensionm, ) it 90-95% > secondary hypertension % it
5-10%

R B2 #8030 & | refractory HTN | #5883
secondary hypertension 2. # i fie/k & fices 4 0 Bk 3 &%
FMF e B2V e

Sleep apnea

Drug-induced or related causes
Chronic kidney disease
Primary aldosteronism
Renovascular disease

Chronic steroid therapy and Cushing’s syndrome
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Pheochromocytoma
Coarctation of the aorta
Thyroid or parathyroid disease Target Organ Damage #t3%

= B4 = 7 & target organ damage -

Heart

« Left ventricular hypertrophy

 Angina or prior myocardial infarction

* Prior coronary revascularization

* Heart failure

Brain

« Stroke or transient ischemic attack
Chronic kidney disease
Peripheral arterial disease, aortic dissection
Retinopathy

Laboratory Tests Routine Tests

* Electrocardiogram

* Urinalysis

* Blood glucose, and hematocrit

» Serum potassium, creatinine, or the corresponding estimated
GFR, and calcium

« Lipid profile, after 9- to 12-hour fast, that includes high-density
and low-density lipoprotein cholesterol, and triglycerides
Optional tests

» Measurement of urinary albumin excretion or
albumin/creatinine ratio More extensive testing for identifiable
causes is not generally indicated unless BP control is not
achieved
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Modification Approximate SBP reduction(range)

Weight reduction 5-20 mmHg/10 kg weight loss
Adopt DASH eating plan 8-14 mmHg
Dietary sodium reduction 2-8 mmHg
Physical activity 4-9 mmHg

Moderation of alcohol consumption  2—4 mmHg

Treatment
1.Goals of Therapy Reduce CVD and renal morbidity and
mortality.

Treat to BP <140/90 mmHg or BP <130/80 mmHg in patients
with diabetes or chronic kidney disease. Achieve SBP goal

especially in persons >50 years of age.

2. Lifestyle Modification
“T % & BUm L W ¥ F 6 lifestyle modification > 1245 JNC-7
FEE 2 o A FA T R M BAeT 4L
3. Algorithm for Treatment of HypertensionLifestyle
Modifications
- Not at Goal Blood Pressure (<140/90 mmHg)
(<130/80 mmHg for those with diabetes or chronic kidney
disease)lnitial Drug Choices : Without Compelling
Indications :
stage 1 Hypertension:
(SBP 140—-159 or DBP 90-99 mmHg)Thiazide-type
diuretics for most.
May consider ACEI, ARB, BB, CCB, or combination.
Stage 2 Hypertension:
(SBP >160 or DBP >100 mmHg) 2-drug combination for
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most (usually thiazide-type diuretic and ACEI, or ARB, or
BB, or CCB)
b.With Compelling Indications : Drug(s) for the compelling
indications
Not at Goal Blood Pressure :
Optimize dosages or add additional drugsuntil goal blood
pressure is achieved.Consider consultation with hypertension

specialist.
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Classification and Management of BP for adults

BP SBP DBP|Lifestyle Without With
classification mmHg MmHg modification\compelling compelling
indication indications
Normal Encourage
Prehypertension|120-139 or 80—89 No Drug(s) for
antihypertensive |compelling
drug indicated. |indications.
Stage 1 140-159 or 90-99 Thiazide-type  |Drug(s) for
Hypertension diuretics for compelling
most. May indications.
consider ACEI,
ARB, BB, CCB,
or combination.
Stage 2 >160 or >100 Two-drug Drug(s) for

Hypertension

combination for
mostT (usually
thiazide-type
diuretic and
ACEI or ARB or
BB or CCB).

compelling

indications.

diabetes or chronic kidney disease B J& ¥ #1<130/80 mmHg -
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5. Special ConsiderationsCompelling Indications for

Individual Drug Classes :

Compelling
Indication

Initial
Therapy
Options

Clinical Trial
Basis

Heart failure

THIAZ, BB, ACEI, ARB,
ALDO ANT

ACC/AHA Heart Failure
Guideline, MERIT-HF,
COPERNICUS, CIBIS,
SOLVD, AIRE, TRACE,
ValHEFT, RALES

Post Ml

BB, ACEI, ALDO ANT

ACC/AHA Post-Mi
Guideline, BHAT, SAVE,
Capricorn, EPHESUS

High CAD risk

THIAZ, BB, ACE, CCB

ALLHAT, HOPE,
ANBP2, LIFE,
CONVINCE

Diabetes

THIAZ, BB, ACE, ARB,
CCB

NKF-ADA Guideline,
UKPDS, ALLHAT

Chronic kidney disease |ACEI, ARB NKF Guideline,
Captopril Trial,
RENAAL, IDNT, REIN,
AASK

Recurrent stroke THIAZ, ACEI PROGRESS

prevention

- Left Ventricular Hypertrophy LVH is an independent risk

factor that increases the risk of CVD.

Regression of LVH occurs with aggressive BP management:

weight loss, sodium restriction, and treatment with all classes of

drugs except the direct vasodilators hydralazine and minoxidil.

- Peripheral Arterial Disease (PAD) PAD is equivalent in risk

to ischemic heart disease.
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Any class of drugs can be used in most PAD patients.
Other risk factors should be managed aggressively.
Aspirin should be used.

- Hypertension in OlderPersons More than two-thirds of

people over 65 have HTN.
This population has the lowest rates of BP control.
Treatment, including those who with isolated systolic HTN,
should follow same principles outlined for general care of
HTN.
Lower initial drug doses may be indicated to avoid symptoms;
standard doses and multiple drugs will be needed to reach
BP targets.

- Postural Hypotension Decrease in standing SBP >10

mmHg, when associated with dizziness/fainting, more
frequent in older SBP patients with diabetes, taking diuretics,
venodilators, and some psychotropic drugs.

BP in these individuals should be monitored in the upright
position.

Avoid volume depletion and excessively rapid dose titration
of drugs.

- Dementia Dementia and cognitive impairment occur more

commonly in people with HTN.
Reduced progression of cognitive impairment occurs with
effective antihypertensive therapy.

- Hypertension in Women Oral contraceptives may increase

BP, and BP should be checked regularly.
In contrast, HRT does not raise BP.

Development of HTN—consider other forms of contraception.
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Pregnant women with HTN should be followed carefully.
Methyldopa, BBs, and vasodilators, preferred for the safety of
the fetus. ACEI and ARBs contraindicated in pregnancy.

Children and Adolescents HTN defined as BP—95th

percentile or greater, adjusted for age, height, and gender.

Use lifestyle interventions first, then drug therapy for higher

levels of BP or if insufficient response to lifestyle

modifications. Drug choices similar in children and adults, but

effective doses are often smaller.Uncomplicated HTN not a

reason to restrict physical activity.

Hypertensive Urgencies and Emergencies Patients with
marked BP elevations and acute TOD (e.g., encephalopathy,
myocardial infarction, unstable angina, pulmonary edema,
eclampsia, stroke, head trauma, life-threatening arterial
bleeding, or aortic dissection) require hospitalization and
parenteral drug therapy.

Patients with markedly elevated BP but without acute TOD
usually do not require hospitalization, but should receive
immediate combination oral antihypertensive therapy.

6. Additional Considerations in Antihypertensive Drug
Choices s REZ L& * » L AESH v 2 &+ 2 &
o GRFIFEA DR 22 HEFORIR o FRAABREL

4% B % «n favorable effects and unfavorable effects -

Potential favorable effects Thiazide-type diuretics useful in

slowing demineralization in osteoporosis.
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BBs useful in the treatment of atrial
tachyarrhythmias/fibrillation, migraine, thyrotoxicosis
(short-term), essential tremor, or perioperative HTN.

CCBs useful in Raynaud’s syndrome and certain
arrhythmias.

Alpha-blockers useful in prostatism.

Potential unfavorable effects Thiazide diuretics should be

used cautiously in gout or a history of significant hyponatremia.
BBs should be generally avoided in patients with asthma,
reactive airways disease, or second- or third-degree heart
block.
ACEIls and ARBs are contraindicated in pregnant women or
those likely to become pregnant.
ACElIs should not be used in individuals with a history of
angioedema.
Aldosterone antagonists and potassium-sparing diuretics can
cause hyperkalemia.
7. Followup and Monitoring # ¢ & * & f&"% &R % > & * % -
® ~{s ¥ 7F followup and monitoring > fadF 22 R 2 % 242§ 47
Patients should return for followup and adjustment of
medications until the BP goal is reached. More frequent visits
for stage 2 HTN or with complicating comorbid conditions.
Serum potassium and creatinine monitored 1-2 times per
year. After BP at goal and stable, followup visits at 3- to
6-month intervals.
Comorbidities, such as heart failure, associated diseases,
such as diabetes, and the need for laboratory tests influence
the frequency of visits.
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Pathogens

Antimicrobial therapy

Necrotizing
fasciitis

Gas gangrene

Fournier’s
gangrene
Invasive
cellulitis with
subcutaneous
abscess

Group A
streptococcus
Other
B-hemolytic
streptococci
Aeromonas

Vibrio vulnificus

Vibrio cholera
non-O1
Clostridium
Aeromonas
Klebisella
pneumoniae or
mixed infection

Mixed flora

S. aureus
Klebsiella

pneumoniae

Cefotaxime/ Ceftriaxone +
Minocycline/ doxycycline

Penicillin + Cefotaxime/ Ceftriaxone

Cephalosporin/quinolone/aztreonam
+ Metronidazole

Cephalosporin + GM
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