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Genitourinary Disease
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o o} A(dialysis)= =3 &
S oo R 013}5}7‘]‘/} A% o] Al(kidney transplantation)
i Ax), o] AollA= v AlEzgte] digl &
XW—% HEs] H X]i}@ Helo] Y2 AAlskaL A} g,

F2 ohadt 22 oY 7HA] 283 715 S Rt Al
o ?ﬂi%«l AHE7] B8RS 243, A4 k¥ (nitrogenous
waste)S WjEsith og|AR ol (erythropoietin), 4] ]
el D(1,25—dihydroxycholecalciferol) ¥ #d(renin)2 $HJ3t
o}, ofEtAtel] Fofgtet, B4 28 (parathormone, para—
thyroid hormone)¥} &= ~H2(aldosterone)l tjet 27|
(target organ) & & Z-g-3tet, AAFAQl A2 Aejel A= £ <
S NG 25%7} Al BReth AL A 71E TIdl W=
E A, nephron) Well 9= Al=Htubules) 2 AR EAIE
T(glomerular capillaries) E3A1E £ oJH=cH( 1y 12-1).
Ao A LEAC] Zu|HojutE(ultrafiltrate) 2 oF 125mL/E2
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A (drug intolerance): 9F% #}714(drug sensitivity)o]gtil e
o] 28-S 4o & Q= AA(threshold)7} Wobxl AeiE &
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Chronic Kidney Disease and Dialysis

AR (National Kidney Foundation)ol| A= AFEA] o k&
(glomerular filtration rate; GFR)ol| whe} ghA] A1-2gke: set
AR BFAL JrHE 12-1)" 194 of= HEo] A AT
AnEo] A E= o S7HE AFA o2& Hol= Aol
o] WA=t FE5AelH A7lsol et 4(10~20%) =] $
o}, 2eAlE ot A AR ofib& & Kol Afolt}. 39
= A o Thgo] AFes] ZanE o] A 4752 50% o) 4
H AE Wit 49A = A AAE AFA| ofihgE Kol
ot} 5eAl= °F 2008k H|ZE9 75% ool 7ls& &
. Ao] 2etAlof A SHAIZIA] 71
5]*7 AAS w75, LH_‘:T'_I:]]
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o] 27| AlA3Hend—stage renal disease; ESRD)S kit et
aHg Ao FHE-S WA oF 4%4 S8k §lem, 654 ol

fus =

oAt Bt 1S 7HAAL e *Ff*oﬂfﬂ % W=7 37}
2 E, oFZETEY, A, oFAloHA| 1]

=Q, 45~64A4] Ato] ARl ARllA B §°l AR A
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212/ M £ (distal convoluted tubule)

SENSH

(efferent arteriole)
_— MNTH FHL
(glomerular capsule)
QUM S

(afferent arteriole)
9 = A 2

(proximal convoluted
tubule)

>

=
(collecting duct)

sle 22| (loop of Henle)

12! 12-1, WZZE, (Courtesy Matt Hazzard, University of Kentucky.)

121 Ok MEMEIStO| B 28 I 2 SHE Eat
AR ofzte
Obd AE (GFR, mL/ St Zgto| W
Egto| thy| M™H min/1.73m?)  HIZ
1= Y E= 427t 290 HIS 4%, et
SIHE AFA| 40%, Z= 9%
otes 2o
= AE A
2CHA HMECL et Z 60~89 IS 7%, 1Y
AE A 40%, Hhr 13%
(hnis==N=1
= AR A
3T S5z olA Z4A 3059 HIE 7%, D
A o 55%, S 20%,
it SL4MI|I5E
X5 >50%
ATHA| MSHA ZAE AL 1529 IS >30%,
T ozt DL >75%
S 30%, SA
MIls&8TS
>50%
5HH| MEM—27| Al <15 (EE B >70%, 18
At =25 o >75%, Hir

40%, BUE|
SIS >50%

Data from Mitch WE: Chronic kidney disease. In Goldman L, Ausiello D, editors: Cecil
medicine, ed 23, Philadelphia, 2008, Saunders, pp 921-930; Pendse S, Singh AK:
Complications of chronic kidney disease: anemia, mineral metabolism, and cardiovas—
cular disease, Med Clin North Am 89:549—-561, 2005; National Kidney Foundation: K/
DOQI Clinical practice guidelines for chronic kidney disease: evaluation, classifica—
tion, and stratification, Am J Kidney Dis 39:51-S266, 2002, Whaley—Connell AT, et al:
Diabetes mellitus in CKD: Kidney Early Evaluation Program (KEEP) and National Health
and Nutrition and Examination Survey (NHANES) 1999-2004, Am J Kidney Dis 51(4
Suppl 2):521-S29, 2008.
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20%, TOA] o1 19| 25% =7} ‘jf7:“ ol ‘:’}é AlgEghat
WAdHe A 274 BlLE
29

B7] A Y2 2s 2sh Aol Qs - 27
AASE op7fsh= Yl 714 7HE &5 Aol Y (37%), LEY
(24%), T4 AFFA|1 A9 (chronic glomerulonephritis: 16%), thd
AR S polycystic kidney disease: 4.5%)°|th, 71 th20 2=
AAIEREZEA (systemic lupus erythematosus), £k v 7]
ZHurologic diseases), T34 HAAHUSZ I AAEZ(acquired

immunodeficiency syndrome nephropathy)<=o]t}” opgl o=
Z(amyloidosis), A4 A% 1A= HAZREL A AR
Z(immunoglobulin A nephropathy), ©]At&}F4(silica)oll tijgt
3 5 44 9 2744 aQls A Aol 7]ofgitt

ZEY 7]% ofo} gl up)7} A9 714 We) apgolt, v
20 A A (glomerulus), Al (tubules), @A (vascula—
ture)® o|FoA qlrt, Aghol whet AFolle YZE9 77| e
o og‘k_g_ FARE A=olle AA YzEe] s W=t 9
e Aol detAlel FF& AR ARG A

TFA A IS FI, Y ZEL gyjE Fof= Aol HA
et SRR ol Sl A w9l B vtz Qlef ket
& A A 7150l fAE 4= Qiek ofeRt AHiA Al7])E Ast
(relative renal insufficiency) AYElollA = 440l FAIHLE o]
23t el A Bk F5Aolm AR ofdbe Aot o] Y
e ARl Aulet ol 2k Uehdth A4 715 =29
50% ool uhd w7l A ‘:} 1 %o BA 3 WO] o
o[} A5kl Felal amSo A E A
SFAQl Hol A w7] AEeke] - Al =717} “’%é 7:- ﬂ
of Qa1 FE7} Qo ™| Fejs Holth(ad 12-2).

27] AR S RS 4 ‘213 A 01 21yl uhet A
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o} AN 7] 5ol YEE :éE(sodlum pump)—J ﬁ"’“

AL op7|sle] LERS] Hj&E Tt UERT} 317 We oFo] 2o
o] WiZE] =, ol &3] U= the(polyuria) @4l sf
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T2 12-2, AlIRO| S0t SR A7 A, KA Al
ic glomerulonephritis) &xte| ==l AME (From Klatt EC: Robbins and
Cotran atlas of pathology, ed 2, Philadelphia, 2010, Saunders.)

AL B, BHY AbER|AE (chron—

FY3)9) 919 WY, AP S o Slefai, ofeid A
P TR AL v 7] AEE B At o of
WS g

AEA of 3t S o] AR Qs Y f Bidk A 33HE,
2 847 A9 A 485 (azotemia)olaL Fct, A4E
Z0] A d29 A2 4 (blood urea nitrogen, BUN)Z 43t

o Aleto] 715 R0 R QIsf AF E1E SAE e gEY
=] =S

JIN' i

of7} Aol 4ke] BRAYEL= thAR] AFS(metabolic acidosis)& ¢
°7)= 7|2 A Agsit) ARA o= Aol 04] A8 2
A, 925 FEstch g AR BAS] Y3l BHego] LEL
g4 ek, @] Alghe)| Abgo] FHbE 49 A8 7] ojn]
A =EE dojd Ao, 4w rt SR At S
o] AT 4= ek, 15 Sol fEE EE Ay AV A 45
- - 2

S Farst 5= glom Apgof| o274 3 4= Qlr}:
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H]x%x}@o 23 4 o] & o] =3 401
XM] A &) e =2 ugdAel dan g4 9 73

o A3 & (platelet factor 3) 74, T2 EEZW(prothrombin)
T7gofio]] 7131 ‘:}. @-’l\—“'ﬂl 873
27 A 3R = & SaLRIAo|| o TREFHIS ER
(thrombin) & 2 Zgkah= A& F3H”

therosclerosis), =M743}=(arterio—

BB

T

AE= 54735
sclerosis) W EMIE(arterial hypertension)of 2Js] F3FL
Bt — WY HIPIEFC) ;‘“ﬂ Aol 2pELa} FAHEA
=2 fd Fxo 71Q1gt), e RE A T ¢ e &
G AR #AA Bt 1 £39] ‘E‘nf*ﬁ sict, olgsh gS2 A
sfiElo) it oA 7] AlAek SRS AL Mol ofgk FAY] 91
of Az skt

L7] AAgtof| A= theFet TS| Yehdt ol 3k
A8t AdE019%S(renal osteodystrophy)oletal gheh,
A7)59] Fae A4 vgkd D(1,25—dihydroxyvitamin D,
1,25—dihydroxycholecalciferol, calcitriol) A4 #AAE oF7|3}

Aol K9] L F47t A "okt Adwdsol 7
ofght}), XIeY% v AAZto A= Aol A Q14 (phos—
phate) &0 1 8% 9l(serum phosphorus) ¥=7} &
7hetet atEgh Ql Fe g Qlsl) % Zwo] M=, osteoid)ol] A
e F o) et ot W R E o7 |3t W @ 7
& skof gt ¥h3o 2 Fide] R 2R (wtetE 22,
parathormone; PTH)& £u]gtt}, o]t 4
A8} % (hyperparathyroidism)©] @AYgtch RS 25
Theah 22 Al 71A] 25 752 g
Aol A 219 g A
o Z iAol B=AQ1 vlgk] D7} Ao A AAE= S EX
« 2% Yol A vlgkRl D S48 £

Ty 7] A M= 715E AHE o4 Kk Ao
/\4 H]E].u] DE ’61—A46‘].x] Ea}ug _‘,ﬂ_@—/\w\ig 22 = ]. =
AHct, 2B R oA Zg F4e dAEH FAEAS
& ™9 A (remodeling), MEFE Q| Z4 o], ¢l ¥iE 3
of Tofst= FF A o1& (tumor necrosis factor)2} QTE|F7]
1(interleukin—1)2 EAJs}aloiA A1%9] 43]3} 9l HolAd A3]s
= o]:7]z‘ﬂ— 2~ th. o]_L} H]E}D] D EH*]'QJ A A o]z}?_] é-ﬁ—
A3 A7 91A} 23(fibroblast growth factor 23; FGF-23) sk
E3}F Z7)slo] ERAE A< (osteoblast maturation) ¥ 27|22

fd
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12 12-3. BUMM7I5ERIB (hyperparathyroidism) 2iXH2] 5ttF M
off 2rAst 251A B (lytic lesion). (Courtesy L.R. Bean, Lexington, Ken—
tucky.)

L7188 (matrix mineralization)2 W8t Zuisto] AL
&3 2}, 28 osteomalacia: 7SR oF2 57149
370 A T A4 FY(osteitis fibrosa: 44 HAaet T4

ARSHE Hols 254)0] Ve (T1d 12-3), uRAete. 2 ot
et Ao =72k5(osteosclerosis: FUE F7ho] WAYRITHL
H 12-4), oldo]9] A EZo|GFTollAl= AdEA(spontaneous
fracture) ¥ A+ A, LS (myopathy), LHE9| F#H AL
(aseptic necrosis), F&43|3Hextraosseous calcification)?] 7

a3t 37l W) o] st

o

o

A9 Qg Aol Box 12-16] U= o] Qlck. H‘fﬂﬂL %
ik 1 Qe AR *94 A7 o} Bbatol| whet chekshA Lk
1A AJeiE efsfAl vlefrofof GFE} E
AR A9 ke %%i 3 %’46}111 thibd Algol weld 4= 9
S8kE| 1 15% o)A
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TH AR B SR AR S A A
A2 A9 A 52 4 Sl o] B ool Al Bt
Mo of L7, T2, £ o4, 4% PE, AF daD

A

l-o{r

AFREE| 715 (glomerular function) 24

Bk MEA (chronic renal failure)

|
!

5

& Ol(serum phosphate) £7F 27 HIEHZI D(1,25(0H).D,) &

3 Z+5 (serum calcium) 24

|

EZ(PTH) =H 37t
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urebd ), ojefek M w3k ATt 7t ol
7HE e 20 2 o] 23 & dof 9l 84 A (urea
crystals)oll OJ8f &2t Z uj o] M ato] A7 4= QT Q5A]
2)(uremic frost)’].”

ARA 22 = W FF(bone pain)& B A BHskH A& K
A, o4 W FE, HRHAQl 9184, —’1\—9}*3 Jl%kf’—} ZE A
T 9 o] A AR, asSS
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of W]ol YT S Gl Aol FAAY 2 ArjFO 2 1}
ehts WAL 12-5)0lLt ofstiigel F7h2 Lekd S gl
alole), 43l Wajel 2 T kA 4 glek

7] Agtel Skl 28 A9l o] &Y, 53 484 &
B3 £FL SBA) o) BRI et FAS W g B
853 20 B4, 8 4 U3 22 ol Sl W ERlec
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Box 12-1

o
2

=

=)
=
&2t(hypertension), 281 A= F(congestive heart failure)
=83 (cardiomyopathy), &8 (pericarditis)

AA3E (atherosclerosis)

o> Ropx

=

11}

X
O

2 HXl(anorexia), Qﬁ(nausea) TE(vomiting)
5

S

tH(hepatitis), %E.*%.'(pernomns)

=S

(weakness), ZEf(lassitude), Z2(drowsiness)
(headache), AIZZEol
EHO—2t = Al A (peripheral neuropathy)
tseizures), 2@ (muscle cramps), £4=(coma)

r

N

oy Hn B orx

19 o 19

19
>

3

U
d

| 2A
7242 (pruritus), Y(bruising), ZtH(pallor)
TICH AA ZIZHhyperpigmentation), 2=A2|(uremic frost)

=

i
[ILL

S(anemia)

oo ek
0z A po 12
r

-Tl?:.%_ (lymphopenia), B8 ZA Z(leucopenia)
tH|CH(splenomegaly) 2! H|7|[S&RIS (hypersplenism)
HAA
ZEof| Fof
CHALA|

ZH=((thirst), OFZ e (nocturia), Chez(polyuria)
Ol=2l XM&HM(insulin resistance), 2= (glycosuria),
CHAFA AtE(metabolic acidosis)
=9 A (blood urea nitrogen), Z2|0}E|H (creatinine),
X (lipids), LAHuric acid) 7}
Hali2! 2 (electrolyte disturbances),
O|xtM BZHAIMY|S8IRIZ (secondary hyperparathyroidism)

T2 12-5, 27| AEe xtol M Lt FZHCI0HS.

12K (peptic ulcer) & QIR £&(gastrointestinal bleeding)

27 *Jal' o] AT W 242 18Y, LA ARARS
35, FEE(orthopnea), &5 Al &t Tz B AR}
2,9
& 5ol ek

AR 2tk WY AAIRAL 24, YL £ E
AL A Aol EAsLo] o] Folxith AbEA] of 1}
AL 832 444(BUN), 8% E’-EﬂoPEM(serum
creatinine), Zdo}Eld A& (creatinine clearance), Haj| 2
A, chilA 7]0)% (protein electrophoresis)& A3H] A3
Alghz d AHEET A7)l tigt 7 712280 HAR AW
At BlSat chl o] 2 of 17t 53] Fasiet A &4 5
FA A= Aol A Tl Eo] 2|42 0 87 HEE= Zlo|n, 54
A7) 52 2 Yehfs AARE AR ofzhgoleh

9 12-6 WY A dAlo] w2 dRbAel e
AL 2AE YeRd Aol & 12-2& A7)53 7] 5ol YE

+ YA SRS 9AS Zolt 3 Adoted gk
5] Ef(breakdown) B HIZZ0] of3} HE oju[it), 27
otE|d = AFA| ofalof| ulgshn] AHE ohet FHofA &
A = ook, Aofeld HAE2 Pt AHR4ATE A 2

oA e] Zoted s=E Bk Hojrh, @ A A
O 72 &3] AHEEY Agoted Hagolu A otEd
2 Eolio] EAE g’

Al 0] HAES wf AR ol kgo] 20mL/A ofskE HolA|
o, Aoteld o] 20mL/& o5tz HojA|al, d4a s
27} 20mg/dL o|Ae 8 etz friR| e EE fEZAtolt) AlA)
B QEFIIE 847 60mg/dLe 28P] A7 =
EaA| ATt AERES A S8l AREEE THE AR
A7) 24 9 ) 2l diatel HeE R A S (&%
12-2), AA| @5+ AlXHcomplete blood count), FUE Z4o] 2]
o}’

_IIN

o O it oy Y

4

il

~
>,
=

r_‘;' ofr

12 120
— 3EH 25 TEH o
g 100 5
£10 5
§ °
S 8 g0 3
g o
S 6 60 5
uy} @
B >
S 4 40 <
= Ki
rr1 <A
of
% 2 20 g
sl il
0 0
0 20 40 60 80 100 120

AR Of 2H2 (glomerular filtration rate,mg/dL)

T2 12-6, AME7 ST HHE A0 A, (Courtesy Matt Hazzard, Univer—
sity of Kentucky.)
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AM715 XMaHrenal insufficiency:

ULHR| A 7|1E% 2~4THA) Q| x| & MEH(renal failure: 5THA)2| X|E

AH

FotEl  HA8(creatinine clear—  85~125mL/E(0{A) 50~90mL/£ Z55:10~50mL/2

ance) 97~140mL /2% () £Z <10mL/2

ATH| o 2FE(glomerular filtration rate)  100~150mL/£ 15~89mL/2 ZE5E: <5mL/E
=5 <10mL/2

a3

HZ=Q AZIA(blood urea nitrogen) 8~18mg/dL(3~6,5mmol/L) 20~30mg/dL Z55: 30~50mg/dL
&&= >50mg/dL

F2{|0tE|H(creatinine) 0.6~1.20mg/dL 2~3mg/dL £S5 3~6mg/dL
=5 >6mg/dL

AETIS9| O|XFA K|, HAb 7|Z2E 24 (calcium)—8.2~11.2mg/dL, &&= (chloride)—95~103mmol/L, £7|2l(inorganic phosphorus)—2.7~4.5mg/dL, ZZ(potassium)—3.8~5mmol/L,
LIE E(sodium)—136~142mmol/L, H2& ZEt Zk(otal carbon dioxide for venous blood)—22~26mmol/L.

Adapted from National Kidney Foundation: K/DOQI clinical practice guidelines for chronic kidney disease: evaluation, classification, and stratification, Am J Kidney Dis 39:51-S266,
2002; De Rossi SS, Glick M: Dental considerations for the patient with renal disease receiving hemodialysis, J Am Dent Assoc 127:211-219, 1996; and Zachee P, Vermylen J, Boo—
gaerts MA: Hematologic aspects of end—stage renal failure, Ann Hematol 69:33—40, 1994,

oja}H g tj=rof| A BuHE AL 36 0007 ol4te] Alggshct 2|42 F717
1 -
EHoE X(continuous cycling peritoneal dialysis; CCPD)o]L

= . . L
BEX @ A&7 @) BHHEA(chronic ambulatory peritoneal dialysis:

0|2 YA S (National Kidney Foundation)& T AlA¢ CAPD) WH o2 =EA8 A|3E 4= Qlty T 717] Bps m= j13)ol
Agte] wajo] tiat YA AFS AelAe)’ A7) ErE A% (hypertonic solution)& G EH2HF4] =3 (permanent peri—
O] YL 3L Aoy AR ko] A& fAIsH= Aolc), BE toneal catheter)& 3l Hul7tol FUgtct YA AZE Fof £4
2 Aye ol 717 B A AFE 4k gl 1, 294 (e 84)0] Ho} o Solg whlch 25 EuHEH(automated
Agtol] A, B2 del= A4 ki EY A E Sola 18 peritoneal dialysis; APD) Q.2 or#jA] Q)i 2|44 F7]%] Buk=
o Al A A EdtEe 2EsH= Aol ol A ¢4 A2 eafe W o2 A AL A= FRHE~10A1Z) 7IAE o8
A Ak Koot g =&, YEE 9 ZF AF Alsht 22 4 3o 3~53] A= B4 weto] o]FofZIct Yol F4o] Al
o|xH g o itk Y, Y, ST AR, BT 7] o] Bt Eotol| = wj g Hoo] Fhajo] HBo| gt
NS e 5ok Qe 71538 3 27) 9AfA A8 B= 23 A&7 Qe EUEAL o Tap ARSEE E4]olcH 1Y 12—
ok gic}, Wi, gz, ZATHe|: B sIE) S A 7). o] ¥ 30~4584 3} 4~53] APt Wk A|7ko] A
2o 2 3etAlo AZEo] 2AHEY, 4TARE = AGHE7L T o} 1.5~3L9 BN Buppo g UG og N 2F o0 WEhS:
25k Zlo] FHE W A4 o]A1& gt Fu|7F AJRHEL) sekAof Sic} T3S whow 3~6Azte EANo] wig 9l FHUR
A £48 Azl v Ao A8e L5a SN AgS T3 A28 EAdo] Zof 2a FYEch 244 9 &
z24s7) 9Jgk A1 3 A& (renoprotective strategies)o] sl & TRE AL )44 27]F BRE ARG 2L o A5 & 4 A
12-30] QoFshglet ™ ok 2y F 7R W R SR gk A7 Qo Akl 2

(ol 27, 1) & 4 ek

4 HupE o] 4He 27] ulgo] ArjHor ua dho] 419
EAL HAg ogHo R ojafet ojstxel ol Y=E  u 7he4 AE9] A JH5AS Fol, F3a 8] Bashy
9] 47} AaB o] wste] 2AHA Y AETA FaHH £ o) By RE 23 Ags)oF 8ta, Butg(peritonitis)?] 9]
g Ao AlTIh AR o] 7k-go] 30mL/R/1.73m” o] (3 A 1,540t} oF 13))0] glom Hwlekz(abdominal
3l& Wojxw AiANe] Eabo] whet BAlQ) A2 AAFIT) vlSo]  hernia)d A¥Ao] HIWiEtL, FNEARTIE FaL AYE] W
AL 368,000 o]4Fe] B} FA1S Hhol A7k 700 o]4te] u) o}, 34 AR B 718 A0 Eafo] Lot Bhtol|A] o WY
fo] A&H), B4 W BulE X (peritoneal dialysis)d EH & F2 g3l
% 4|(hemodialysis)o] e}, |l A Tt Eo] B4 BXHE0%)E FATA S Wt AT
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70~110pg/mL, 5ZA: 150~300pg/mL

=5 =2 |

gt dhAlof H3} =, MES MS 7Kl FEHYU 2S oY, 2 ZEOH 3~6e7HE 49| 712l oSk HAt

X|& Rt MU Z XIRIEHE( DL) <100mg/dL AlO| AYEH AELE(statins) Rt

sloh =3 1g protein/day 0[2t| Htlikr (proteinuria)2] 2 HX|QEIA MEtE A AKIKI(ACE inhibitors), EX|EIA =X A

<130/80mmHg (ARBs), LIEZ st 0|'=X|(diuretics), HIEFXICHA|(beta blockers)

11g protein/day Z1}5h= Tl O AL <125/75

CHRE 3l 218 M3 Ast 242 0.6~0.8g/kg/day ¥ 40~70mEq/day Alo| M

Chitlr ZkA <0.5g/day QUX| QeI Tk A A, °fII2‘f-ﬂ’.‘_| +EH| A

Yz oM A(HgbAlC) <7% Aol o, 37 235, s

Gl al2=22¢I(hemoglobin) 11~12g/dL Tz ofl2 I*EiOIOiIE[OiIiOiIEl fTHepoetin alfa), CHIZOEN L}

BAMS 22(PTH) 3Tt 35~70pg/mL, 4THA:

darbepoetin alfa)]

KQIAH (low—phosphate) A10] + H|LZ20|E QIAH ZEHA[nonalu—
minum phosphate binders, 0i: EtAMZt(calcium carbonate)] + H]
EF21 D QAR

ACE: Angiotensin—coverting enzyme, ARBs: Angiotensin receptor blockers, HgbAic: Hemoglobin Alc, LDL: Low—density lipoprotein, PTH: Parathyroid hormone.
Adapted from Carey WD, editor: Cleveland Clinic: current clinical medicine, ed 2, St. Louis, 2010, Saunders; and Abboud H, Henrich WL: Clinical practice. Stage IV chronic kidney

disease, N Engl J Med 362:56—65, 2010,
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a2l 12-7. XI&H 2 29 EA(chronic ambulatory peritoneal dialysis)

QI5t 29| =2Kcatheter) YXI. (From Lewis SM, et al, editors: Medi—

cal surgical nursing, ed 8, St. Louis, 2011, Mosby. Courtesy Mary Jo
Holechek, Baltimore, Maryland.)

e é‘f‘g% | RS o YA oz desfof st W
A71A g AFgeljof gt} A g Qo] wet 2~3Yufct A
th, FA ARES di7l 3~4A1%F A 20T IE 12-8), EHE
Ao Fatol A W A7HS ARsH dho @a ko] Ao we
Aok ot ey FA1E Aldshe AlRE Qo A ARl
Ayee g4 ek

u]stof A FHEAG vh= AREo] 80% oA thAf ofejE £

o)Al = /SHZg(arterlovenous graft or fis—

J % 12-9), 2 A4 v A=
etel 0] olelal ek o] o 1% At A5l
Sool} thE BE W2 WS RS u UAH B G

O3 12-8, SUEMS AT Q= SHXE (From Ignatavicius D, Work—
man ML: Medical—surgical nursing: patient—centered collaborative care,
ed B, St. Louis, 2010, Saunders.)
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W= (central catheter)& 3 FA1S Alggstc} 49
4 7oz dARA 7|A7F AAEH o] 7[AE FHsto] o
E31 Shxpo A TR Sof7ith FA 5 SALE ] Sl Al 8l
3

H_hl

S HE = o

5} (heparin)o] Fof g}

AR 4P 1T 5

rug’L' %0
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A7) oF 15% < 35 .2
& 2% Y vl D[Z ZAEg L (calcitriol), S E
(alfacalmdol), 22| E(paricalcitol), SA1ZAHE (doxercal—
ciferol)], Ztgo| 3 FANS ALGoto] @ 2 55 & 2
Aol Fhe}” HAHT FFFrE 299 257 (tetany) T 5
Wz 2o ot FHE et} £41 AfE ofdRol=
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O3 12-9, QX2 St SH AZ(arteriovenous fistula), H2o| &}
Z(dilation) & BtH(hypertrophy)7t S8l AEH. (From Kumar P, Clark ML:
Kumar and Clark’s clinical medicine, ed 7, Edinburgh, 2009, Saunders.)

Z(amyloidosis)> 9 Y EA5}l+= whaf o] T4} ol A2}
wo] TS5} %‘Zl(stlffneSS)% St 59 ol FAE Bk
ArgrollA] o] WA RIE2 AlE 9 RAoA o] WA=
Aol Azt 0ﬂﬂliiz‘ﬁoloﬂ,ﬂ_(recombmant human eryth—
ropoietin) & & |23t} A7) AL Z7hole gl AEdA] 3
sto] gt ofe] dollof| =Ed 4= 9JOEE BY 7, C¥ 714,
*]’aﬂgﬁ-ﬂﬁ}olﬂij\(human immunodeficiency virus; HIV)”
S7keteh 20029 =714 ZAtol| SlatH HATEA]
7\}— oA BE 71 }On“ ;—i@ T A TSR EAAY,
R ke e 7.8%, AFHY
L5%%Et, Al 714 Biolg|ie B
A (reservoin)7 8 o U= BE 7Fgulo]
28} CF 7hgutolg| At nl=h B4 AE Y] HAWHHO R A=
o HuEge ™
ZAW 2o FAF 7he] Th=AJo] Qlo} w8 (septicemia),
YA (septic emboli), 74 T A(infective endarteri—
tis), 794 AU (infective endocarditis)?] &4 4> ok
BFA 3L a1k (Streptococeus aureus)S B E2 749 YA 9
o2 Iz FF WAle] 1 Ea Aloleh, 2o &4 v
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RAP|, 37, Ak )0l dg A Ahe) g Age gel
A QA ot THe A e Ao R AZkEnt 2§19 9 @
AR WA 2ol S-elsle EAlole, Astat wisitolAl Bl wjej
W WA el Qukelert A7) BAREAS W gl 2jelA ¢
EHE ARl 5ok gt

7] AR FiatolAfet o] T2 AA Ak oFEolt
AEAJ0] Gl OFE-E FAG WAL Gl SXjelAl e wsjof gt

BAT g E o2 BAE wgAEel Fdelt W) Adg
o g Haw 83 2% L Haw AR g 3| £ A
ol ik, ARAL =4 3o O3t 7144 oo 2 As) Ha
o] mtujEl 27Hael #AI7L ek, EAde] dulFo] L

B AN 2= Gk FAS W B 1 AEE-L 19%0]
ok 59 AERS 3497 7T 70
of Bjohe A4 ol Alo|cHAIZLE HaE), AV o4& B4 o]ol

AR o] Wt A FAE 4 QU

l-

X2
CE= R ERn IS

O|at DE{ARE: vlw YA Aol ofstH AeFT
(©: T % o] Q= FhelAl= v AlAgtel] gt A
A AlRe Farshal Qlok e E e ot Aol il thE 9]
EAAHC: Hg, A, A AR W] AEEe 7HEE)7E 9
© A5 A HAFE Y=sfiof gtk 39 olste) v Al eke]
785 2] Aol & 2 HEA melS AlYstaL ot o
HHA o = o) AT RE AlFYsheE ol 2A7E Qi 49A oo
uHd AlgAgol A= A2 AlFEh] Aol AR 2190 A
g ook gtk AlFHo] ZI3YE AJejol AL, oh& FHE e
(O Fxe, QL AAGHRF2)0] AL, Aol EwtFo] &
Aot 5ol HeT Aol $29f A Fofl A7 E Al
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ot 289 7hsA "ol A& =
Shol| dhgh A AAFE Al Aol /‘]E“OHOF O}E“] dau 4
fjoF gheh(H|24% %Li) Lk ’%H‘H 3
(hematocrit) %
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