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Table 1. Characteristics of hypertension

Patient disease characteristics
Asymptomatic
Chronic
Condition suppressed, not cured
Not immediate consequences of stopping therapy
Social isolation
Disrupted home situation
Psychic illness

Treatment Characteristics
Long duration of therapy
Complicated regimen
Expensive medication
Side effects of medication
Multiple behavioral modifications
Lack of specific appointment times
Long waiting time in office

Table 2. Hypertension classification by JNC
V1 guideline 1997

Category Systolic{mm Hg)  Diastolic (mm Hg)
Optimal <120 and <80
Normal <130 and <8
High normal 130-139  or 85-89
Hypertension
Stage 1 140-159  or 90-99
Stage 2 160-179  or 100-109
Stage 3 >180 or >110
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2% ¥} (sphygomanometer) 2 &3 718
(Clinic BP, office BP, casual BP)-& 7]—r-_i ?‘}
ojn}, AAZ 1YL FHT = F v Al
glo} gl & ulE AR 5F HeE ‘2’15—‘?— 351
olARe AL L F AlY A ¥t s HsloF ot
tgo] aHoz Aol HA ¥k 2 A
9 Z wlo) 13t (white-coat hypertension) o] 2F

iﬁ, n:EL

20-30%% 2jste] o] gl LYo Adshe
RS BYed SoFd #xle) FEE FIsla B4

& oplah Yo FoF st



In Soo Park: Diagnoisis and treatment of hypertension in general practitioner

ngete) Ael
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I HEc}
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A A 712 FAFF 55 tiekstn of7)e) Al
A deth ot 2k e n¥Y) HEr}
7shal dviete GuzAn @4 54 28ty
gl Agsfjof Hoke 7 Fa3i)

oEetol et HAb

24718k wle} o] Wsle) AEE HYriske A o]
o, gxrle] f-79} 52 IGT (glucose intolerance)
o FE setsial o) 4 faAskE o] a3}
ot 2o 39 AR fabso] 18ty
A% WEe| blunt 34 =%, non-dippers] AeRZ
Holx BAA7| £44o] Frlol & 7lsAde] @7
wZolt}h. non-dipper®] Ao)e} ojejol thsleirE
EgEr}

1. ©]8}2 734}, Bady mass index (BMI), F-2-A}x13}
AlAE

2. AL (FEEG AF FAI ¥
HbA,C, BUN, Cr, Na, K, Uric acid& X3¢ #)

3. ¥AAAZIA} (cholesterol,  triglyceride, HDL-
cholesterol, LDL: Al4te]u} 2 %2A])

4. 24717} % 3873 AH(Cr, protein, Na, K) &4
9 Cr clearance |4},

5. 24217k % VMA, Metanephrine 24,

6. 7V&strl Te9om ApEal)ojzhg- &7,

7. ebx7AL (funduscopy) © AA iz gkalele) A
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8. &89 (echocardiography) & ©}-8-% A2
224 219 (LVM: left ventricular mass index), &4
0]+ (left ventiricular diastolic function) 2] 223,

9. 24417k BE¥s}(24-hr ambulatory blood pre-
sure monitoring, 24-hr ABPM)

10. 7]e}: 75 g AT A 2 e &4
(32 4 U IGT A7, 4A7 R & vlA)
o571 &8 (microalbumin excretion rate) & &3

A7) AAEFES 18 99l R Aegr 3o
FA7 A el g3t ey 7 13 Aso)Re) =
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g AR A7) "ol ookl B 559 oFE
€ 3-457) ZEA8h= drug-free period (wash-out
period) & A 71 Foll ZAAE Ash= Ao| Fasit}

7] Z3AL 9ol stroke®] TAZEo] lAY A &
Abo] 9)AlEl= 3% Brain CT+} MRI-Z-& MRI-angi-

Table 3. Follow up strategy of hypertension

Initial Blood Pressure (mm Hg) *

Follow up Recommended

Systolic Diastolic
<130 < 85 Recheck in 2 years

130~ 139 85-89 Recheck in 1 year

140- 159 90-99 Confirm within 2 months

160-179 100 - 109 Evaluate or refer to source of care within 1 month
> 180 >110 Evaluate or refer to source of care immediately or

within 1 week depending on clinical situation
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Table 4. Management for hypertension according to stage

Risk Group A

Blood Pressure Stages (No Risk Factors

Risk Group B
(At Least 1 Risk

Risk Group C
(TOD/CCD and/or Diabetes,

(mm Hg) Factor, Not Including With or Without
No TOD/CCD) Diabetes;No TOD/CCD)  Other Risk Factors)
High normal Lifestyle Lifestyle Drug therapy §
(130-139/85-89) modification modification
Stage 1 Lifestyle Lifestyle Drug therapy
(140- 159/90-99) modification modification
{up to 12 months) (up to 6 months)
Stages 2 and 3 Drug therapy Drug therapy Drug therapy

(> 160/ > 100)

E.’
tage I Risk Group CE £33t} o)

A7) BE R
o] =g &

ography & d2she 7S @z
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shet] 2 F3e] gt
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2o 55 F 4 5 oA B AR o] X 5AH
9] o 33k Frh. AT n¥YL A oY
A} M A7) 4ol (AY AR B¢ 2
&k 71749} life style modificationo} BA®T) 18]
v 2owidle) Ay, gade] sle Atw FA
FE2HE APt

HArdnte| s

AR ule) zho] Bk H-F LEYEALY A
Rej| o 203}

wdh idg} ATl oFhd AAteldd EeiAd
2EYAY G 97 Fa-IGT Ael2 o],
AA QA E Fo] & 5 srk A FRelA 24
Aol = 2417 Hgst HDACE S sk 2
& A F8sic) ] FHAHQ 7L )
FBS/pp 2 hr Sugar=126/200 mg/dLE =i 3lo,
BE FE] grre] 110-126 mg/dL Akeldll e A
% RATFFHSIAALE Aldsle] HAlska AR AL
2 AL ARShs o] vigt]sict

¥4 creatininee] 15 mg/dLolste]x, creatinine
clearance”} 50 mg/dL/min o]Arel 739 & A7}
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& 5w, Pl Hatol 142/92 mmHgo| 2 LVH7} 2+ 7% stage 1 32¥}H(TOD and major risk factor),
S E74Hq HEARE Hopsle AL 2

w) ghet,

Table 5. Major risk factors of hypertension

Smoking

Dyslipidemia

Diabetes mellitus

Age older than 60 years

Sex (men and postmenopausal women)
Family history of cardiovascular disease:
women under age 65 or men under age 55

gicka 2ot aeh, 7 9eE ek A
AARAg oAlshof 3oz, &3] ¥3 creatmlne°] 1.
5-20 mg/dLAtelel] 2 Wske] A3 we AtE
accelerated hypertension 5 malignant hypertension
o 27} wor] el FLYY oAlo] Hhgo] WE
Sl 497 goh gekd Al 7S Al =278
AYslA FAstodof gl

o A1) Z7)7) vl AQAakel™ Te®Pm GFR
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Al 713 (reversible) o1 €A creatinine® A
A% S A9 Bk 24220l A Cor g $A3)
=) glo] 7FE &% creatinineo] A3 W2 ofo)
WAEE 7} Jleld S8 Fashl she gt
et CCr& AR = 24*1339411:} on] A7}
oAAE thl YA el g Role A97) Wek of
3 A3 B} olAE a5 ALEA, TP
E 2§ wzkedS A1ty e, AAEA



In Soo Park: Diagnoisis and treatment of hypertension in general practitioner

9] g7} A HUd HEE sjHojof g}

Na excretiono] &3] W& 73-¢-(HA 20-30%
ol&l) & A)7-& §-3}o] salt sensitive hypertension
o} ohd7}E ojAlsfo} qhc}. YukA o2 2447t R E
AL CCre thE 84 H3g o} YA
2, ¥z 9 gt 4F AlFA o 34-F (radionu-
clide GFR) & #ish= 7= & whgo)c},

24217}z | 4] microalbumin excretion rate (UAER)
9 4L 23tk FAHESE 20-200 microgram/
dl/mine]|i 1 oAb w2 7R} ruho)
ofdold HAR AlEARS il o) Fo ZHe of
A ez F2APFEE gFc) A A AR o)
#2257} ¥7] dfolnl,

UAER®] o}Ahg-2- T12§4 early detector-early
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28]t 89 ohuie}, Fae A% coronary vascular
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predictor=412] oo} b=t} HAHE oA ddo
2 gote] A EY UAERS "ojxle 21 B &
sich. 2 Gxke] M@WkA] 92 oo #HAlE o
Ao 2 g A d7ATe] o, o] Alede ¥
kel A& (stage) o YA FAF}E dd, 233 9
a]ol|412] non-dipper hypertensiond= Hg Abzal
Azb flsdct. ey} YubE o2 non-dipperol A A
FAudivt HEE 5 ARV SAe] Wit
22 FA 9] Aol

A7 BEEAT|(24-hr
pressure monitoring, ABPM)

ambulatory  blood
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& A Bo] Holof gk 7ot}
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L A EshE @, FHA7] Aol 5] 4
th oldE AL 24X VIR ST A d
ubgo 2 ofafola A WH e vt}
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Al Folelz A7 el =gsiAe Rl
v, gubdo R JNC-VI9 7|EQl F7kHd 140/90
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FFol| ALH AF=HoR FoHo) =2 Ao
2 2}
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=P Azloltt. oiA] A o] 2 AL
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o|RE Bt Ze ¥ coefficient of variation
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(dry cough)E #¢aich e} iR 27)9) ¥zt
folzlar A7kslr] ok SARF a7t Bgsle A
% dry cough® ol ¢ rpr] 248 2= T
F2 oJ3, why FL7 M1HFE B4she e
AE FAE ki) vl Wske dE
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BAE sl o Ao GAHlE Ak A
o] BEo|t} vF A% ke oA &3]
gajol Al = o2 FARE o] ARtk 2y YF-
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obs}, = Tl A 29 #Erl Fole] dglal
2 4] EahA He Aol whdelr). sl Al
&9 Wiz} zjAe] w3} UAERS $3%%Fo] mask-
ing EE 74 Besfol Ach 7 A= fEst
2] 43 228 a2 wew k¥l #algr uhy
& 3-671Y A0 E 24-hr ABPMS- ©o|-83h= 7]
th 22 #xlel| 7| home BPE #}4le] wial &3 5to
718384 sk Zlojrh. 3% 2 3] 10-124)12F AL
2 2430 xEo 7|E3e] FX A AHE3HA
e SR 5ol &5 E ey, JFEETE B
Ashed] AdEr T8-0] ok
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w3k FdElecgs 24-lhr ABPMA}  circadian
rhythme] AAstel o $48& Fuf D] 8%
AREI ] Frvsle AL AAsasielr & Ao
o ojate] Adtel) gyl FAolv}t riE FHYsIt
=7 night dipe] HA¥ dipper oA old 139
AupA o} Foi7p gbAolct. ey, F7F S A
9] Ao} Axelx ofk¥stul FobA non-
dippere]™ TOD®| £A7} ZvjstAl Q. 2dY 7+
540 e A 3L op|gith e ot ¥
gt =k FHehat . F FokS = 7% excessive
dipper7} =le] &3 (strokes) 9] ¢igd w22 3
ofsfjof #hct.

=3 283 P AP} Ak oks AdE Bg
SeAE & TS slolo) Yubao® ApoF B
4] 80%°13H2) 749 (non-compliance) F¥-3+ 83
£ ARISE Fstel Aspp} dojAER FoE
L8t} £857) FeHE o)AL B4 muy
(refractory hypertension) o2}z @hehsle] sjrigl <F
g Fosrg g4 dEE vHRe AL dWEA|
Zslct.

Fxr} §E% A SF Y 130/85 mmHg %
& 1 o= F o] A AAgct &4 J-curve 7}
Ao BT glevg AsHA Aok g
dee giok 22y AR e daEat
ke thE-E non-dippere]il circadian rhythme}
7hold] glerm® ojRE A sk 7o) T 4%
F= st

EHHA

24717k ABPM®] F-2 2315 A9zt 6704 7t
7 28 2 & o ek AWk Ao] vigAsht
2xo] 2¥ske] A9 IHY vin} Hakshs e ¥
Aoz Akw ik 2 99 AWt ZAs TDD/CODE:
Bl 35 disted A A2 AR A
of 27% Tl Al FA| A7l o] @it

UAERe] ofAd<l 7% 23A4L F e
2l Aldsha 670 Foll g 135l A3k
o} o] At~ Al Yo AL Y UAE w3
732F 2 GFRE#4-& W3t Doppler A¥253=
1wl Aste] Al 558 FAYc) ol

PAHAE Bt Frrt Y A= ofo F3}
of, W¥u] dielel ddstA Adelshe Aol B3t
o} Fx] HAsA] X 24 YEAel= A3
& 9L 0] A7) Wit

22N 2 NN D%9 (Refractory or resista-
nt hypertension)

B34 T MFgA UYL staged BFIIAL F
7ol 371A) ol Fa YA A} fle 1Y
w3t} ol M 1Y < 5%l 2T AAE
QM E AE-F5wo] Yl G UF
€ =7} ol A E¥ XBxE 1 f1e]
< $71 gt ohE 29le 2 Alg viuk, 23} %
9] A8}, HaFo)s}2) <FA| (suboptimal regimen), <
o B, AR e 234 1Y, FHE
F5¥& &% (Sleep-apnea syndrome) LB |8
£ w3 wel AR g2 oAl E (Refolut 7} oF
A)) o]c}.

o skl A3l Qidele AL 537
ojtivel me} zZixpuic} o] ohE = Uk F
374 FEX(140/90 mmHg & ¥g7] ¥k 10
mmHg) 17} opdH G437 Zkske] wEge] Fuk
of upe} ch2ch. wF 71 ol I dAFT D
Aol A uhgslA] g AR Slvh deiEl ut
o] 2la}™, African american®) B-& ¥-2-& wela}
AL ACETl 215 olaeAlg} ThgpxitAlolle &t
4%k}, Wk Hispanico|“t European Z34AE
& ZAel] o A whgRtls o] dEixlvt et o]
= Bkl QlFE, AA zelr) sloke A& 9]
gk oj2ldt At E8AolEl Welvle o T
ol gzhe 7zt YAt} & 20-30% A= ¥kl ¢l
At B& gl giekastelriela Sdske AFE
= qlddoh el Aedt uhel o] B34 IAA
TR vimjElthe o70] tielrt. s A
g ohE ool oJsl, ub o)) Qe FAte|
g SeEEty FoHE 7). =gk WA aEste]
Al A= gt} webd dA= 24-hr ABPMS
o] 43ty b HYFEA7] Feke] 5-6 mmHge |4k 7
ot 54 ¥ opitlely A7st 0%
A gk A g gohyu: Aol FAt
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Table 6. Target organ damage (TOD)
and clinical cardiovascular disease(COD)

Heart diseases
Left ventricular hypertrophy
Angina/prior myocardial infarction
Prior coronary revascularization
Heart failure

Stroke or transient ischemic attack

Nephropathy

Peripheral arterial disease

Retinopathy

Table 7. Factors to be considered as refra-
ctory hypertension

. Lack of patient compliance to treatment
. Ineffective intervention(eg., suboptimal dose)
Drug interactions

. White coat effect in clinic

. Unrecognized secondary hypertension

. Progression of disease

. Excessive Obesity

. Sleep apnea syndrome

. Excessive salt ingestion

10. Undetermine secondary hypertension
11. Interfere by unknown medicine
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