(E)

(A)

©)

(A)

1. Fﬁ%ﬁ? f"?fﬁiﬁﬁifﬁ’?ﬁ » MY LR ﬂﬂfﬁﬁ?@g ?

A. Py EVEFT (high-flux dialysis)$fBeta 2 BAEFirf
p@ﬁﬁ&ﬁﬁ}IvEﬂ%ﬁf”ﬁﬁﬁﬁk?(conventional
hemodialysis) f

B.f”ﬁﬁﬁﬁ??ﬁ’ai§ﬂ4\ﬁﬂﬁﬁﬁﬂ"Bgﬁqf”ﬁﬁ

C. el e [EIRY R > = LRl 2 B iR
(Ultrafiltration) [ )i/t

D-éﬂfﬁiﬁféfiﬁﬂﬁﬁ??ﬁﬂ"* ﬁﬁﬁiﬁlﬁgﬁiﬁiﬁﬁ

E. it B % i (carpal tunnel syndrome)fl~ %
o it ot~

271ﬁmﬁﬂﬁﬁﬁffﬁ@ﬁ%lﬁm%(mnmﬂ anion gap).V (N3
%R 1) (metabolic acidosis)?
AT T TR
B. A
PR,
D. i1 (ketoacidosis)
E. I (methanol ) fl 13

3.7 B 62 BT MR SR - RIS TR SR AT

K .

Na 145 mEq/L

K 3.0 mEq/L

Cl 95 mEq/L
HCO3 14 mEq/L
PaC02 34 mmHg
iR g

A, TR0 P B o
B. AT i o5

C. [RHEPR TEABE o
D. P LA g5t
E. (SRR A o

4.7 SN R ] T ?



A.Methemoglobinemia vs Amyl & Sod. nitrite
B.Acetaminophen vs Acetylcysteine
C.Organophosphates vs Atropine + Pralidoxime
D.Opio1ds vs Naloxone

E.Benzodiazepines vs Flumazenil

(B) 5. Sl Rl A= po L
A. '?T’ﬁ”ﬁ*f’%ﬁf
B. ¥
C. NPT
D.?T§§?§7fﬁﬂE§ﬂi(external compression)

E.JJ AL
(B) 6%~ 30 BEFME ¢ VRS (R
BRIEAS 120/70 mmHg
f”%ﬁ Na 140 mEq/L
K 2.5 mEq/L
HCO3 32 mEq/L
Cl 98 mEq/L
pH 7.2

I HRL R 7

A.Primary aldosteronism
B.Bartter's syndrome
C.~ S I

D. ™A

E.

(A) TP R [T 36T N IESC R H R
A.Azathioprine$mﬁﬁ TA@REr Interleukin 6 (IL-6)
B.ﬁﬁﬁﬂﬁiﬁﬂﬁﬂﬁﬂ#@fﬁ%%HﬁInterleukin 1 (IL-1)
C.Cyclosporine2§Hﬁﬂ§??ﬁﬁ#'T%Eﬁaﬁiéﬁ Interleukin 2
(IL-2)

D. KR ETEA I (Pul se therapy) 0 - SIERR
RIS R RREY

E. ftkft OKT3 Sl R € s

(E) 8. lIife 7 e B2 5 v PR B LB L:"’Hlﬁfﬂ ?



ALRIF GRS
B.F B
C. k=
D45
EJT IR

(B) 9. Sl IR s 2

A.Certain heavy metal (Hg, Au) with membranous
glomerulonephritis

B.Penicillamine with membranous
glomerulonephritis

C.Non-steroid anti-inflammatory agents with
minimal change disease

D.Heroin abuse with focal segmental
glomerulosclerosis

E.Intravenous amphetamine abuse with focal
segmental glomerulosclerosis

(C) 10.7\ﬁﬂﬁf?%Tiﬁg?ffiﬁﬁﬁﬁﬁﬁ¥ﬁéfil?
A.Reversible renal involvement
B.Ability of conservative measure to maintain
useful life
C.Psychiatric problems
D.Active glomerulonephritis
E.Previous sensitization to donor tissue

(D) 1.7 .%,Hlﬁ%ﬂ (e 80% 21 95% - H il Set-
(hypercalciuria)‘5fﬁfi“*\ﬁﬂﬁﬁ‘>%%ﬁ¢ﬁq3ﬁ§55?"j\ﬁﬂ%&
P HERELY
AT ﬁ;”dﬁ\?jﬁ'{ £5 1000 £ / :\FIU‘FF?I?“ ’ ij"H[?TTﬁE'r
fio LT, 300 B/ <
B,YJWQH@ﬁ§ﬁqﬁﬁ§%fE(absorptive hypercalciuria) #

A
C. P g e o el
D. e g5 T SO U A
g3

B. FE 4 (renal hypercalciuria) 3 yopip!
HEPREAT 5



(A) 12.?J%%?T1‘§Tﬁﬁf”ﬁﬁ(renal tubular acidosis)fuffict » ™
Sl & i ?
A.ﬂiﬁ%(proximal)%Tﬂ‘ﬁ?ﬂﬁf”j:%ﬁﬁiﬁ%IQE@‘

(bicarbonate) [F [T il
B. ﬁlﬁf 4 E*EQ 5?345§ﬁ "% (hyperchloremic) »

ﬁ'ﬂ““’lir*ﬁﬁﬂipy“’ F(hyperkalemic metabolic

acidosis)

r}(dls‘[al)ﬁ‘_’yJ FT‘& J:lr_ﬂ‘_fk}'ﬁ ﬁa‘nrli

(hyperchloremic) ° ﬁjﬂ““'lir*ﬂﬁﬂiﬁy“'ﬁ@

(hyperkalemic metabolic acidosis)

ER T RS TR R [ (alkalization) F|

fﬁ%

Ey“ﬁﬁ“j\ﬁi(glomerular insufficiency)59ﬁ359ﬁﬁ?7

TR (ammonia) [UPRE T R

4_

(B) 13 M FFAEfFIb » Fm pl ek s 2 RIS P (BUN- to-
creatinine ratio) HyHEL < 10: 17
A BRI S 1R RESV E
B. ﬁ%?iﬁ”?ﬁﬂny(Rhabdomyolysis)
C.F [y e
D. RS (Corticosteroids) FY PRk
(Tetracyclines) FYfl*™]
SRR ER I

(E) 1473l fﬂﬁ%?”fWﬂ[ LR @Tﬁ??fﬁi(Acute
interstitial nephritis)?
A.NSAID (Non-steroid anti-inflammatory drug)
B.Allopurinol
C.Rifampin
D.Penicillin

BIJ AL

(C) 157 IR PR > T FIRE T LR (Cor<iOnl fmin) fhi
15 1 2
A.Tetracycline
B.Digoxin
C.Erythromycin



D.Carbenicillin
E.Captopril

(D) 16.ADH Tiﬁ*@%rﬁ“ ngfﬁb’ F S nee BV E T ol
A. Prox1ma1 tubule  C:TE T i)
B.Henle's loop  (H+#*%ZED)
C.Distal convoluted tubule (Eiﬁhj‘ﬁf)
D.Cortical collecting tubule (RU@Tﬁfﬂgggﬂ ()
E.Papillary collecting duct (?*ﬁﬁf[ﬂfggﬁf)

(E) 17.%%5¢%lﬁ?ﬁﬁﬁﬁ?fﬁﬂﬁa(acute uric acid nephropathy)

Al B ALY

Aﬁﬁ’ﬂf"??{%‘l‘?ﬁé”@*{ B3 RV fi i i T [EAY

BLNRLPT I ORI i SR A PR
N2 (intrinsic renal failure)

C.ﬁqﬁﬂ; A9 Allopurinol » Fi'Va PRI, » kLE 355
[V By JR 4 3k

D. i (7 S P (forced alkaline diuresis)
AER e pH e 6.5~7.0

E. ﬁ “'FEEﬁ Wk 271 (Sod.. b1carbonate)ﬂiﬁﬁ1ii
Tk > S RLSEIRY

(D) 18 MYl T RLE I EE R Y B 7
AR
B %
C. e e
D. [ AL E(Hypoaldos teronism)
E I e S opiae & [ 1 Bk 14, K

(B) 19.Faar g =1 ijﬁ%m%g BT [ B 7
J

A. ‘ﬂﬁﬁli?f % (Lupus nephritis)
B. 25L 1% 7I % (Mul tiple myeloma)
C. 5T 14 % (Membranoproliferative or
mesangiocapillary glomerulonephritis)
D. aijﬁ%ﬂinilﬂﬁgé°fﬁ?7 % (Poststreptococcal
glomerulonephritis)
E.iﬁﬁ%ﬁ%}&flf”ﬁﬁ-(Cryoimmunoglobulinemia)



(A) 20.- 9t = ??4:@’[%% SypE ﬁﬁ?&ﬁﬁ%ﬁ? EEET ()

©)

(E)

(E)

21

22.

23.

» ATTER 12-20/HPF, 1005k 6-8/HPE » = PH/f bl

FIEL 3.5 2 '{P‘B’JH ’Eﬁﬁl EE‘%‘W??T"/F MERF g

PR ETHERR H g (Tram Tract)™f% £

EIisla A (Subendothelial ) FEpE Ay 1
Nk

AR 2 Iiﬁ??ﬁ‘*ﬁ‘ % (Membranoproliferative
glomerulonephrltls)

B AR % (Membranous ON).

C.t%| ”Eﬂ’"l 'ﬁ‘”ﬁ‘“ﬁ 23

D.IgA H'%“\FTTJ % (IgA nephropathy).

E.Goodpasture's syndrome.

—I\TJEP‘%‘%&)F Fli s ]H ﬂﬁ Fﬁ' {E[ﬁkf’?ﬁ?ﬂ?ﬁ;ﬁ}ﬁ‘gi%

)

A.Goodpasture “IFfafE -

B.A f{JEﬁl@ﬁéflgﬁ”ﬁ (IgA nephropathy).

C. UL % L4750 & (Membranoproliferative
glomerulonephritis).

D.ﬁﬁ‘lﬁkﬁ’ﬁ?@(Membranous nephropathy).

EJI PR

T e
ARG ﬁl}ﬁﬁ;’/ 25%8 )N [ o T R
b ST R RURND -
E’*%ﬁ:ﬁﬂ“fl 25(0H) vitamin D Y& ) » LRV~ -
’E'JF' ‘}V‘%ﬁ FF RLRIR D~
D. | 5 ehoRy & -

B | 47T -

%%ﬁ?ﬁ%l?[ﬁ@f%’yﬁﬁ(Renal cell carcinoma)fiv#i™ » [ H
MY
lﬁﬁ[qﬁrgﬁl [gyﬂjmyﬁq@t T B
B. [ RS RI -
C. 5% T EaldE- (Hypercalcemia).
D. & & 5T SR 2YE(Polycythemia) .
E. E’\Eﬁ%’[ﬁﬁ El 1];lqu}ﬁ e ﬁ;g[kﬁk,wﬁquk



(C) 24-j\7Uﬁ£ﬁi§9ﬁ3ﬁ??fﬁiﬂiélﬁ¥ﬁﬁfkﬁgﬁlﬁd’ FHZE?
A.?Eﬁﬁj\ii Volume depletion.
B. oL IE L[~ aggravating heart failure.
C.ﬁqf”?% hyperglycemia.
D.ﬁqf”ﬁﬁ-hypertension.
E. [x™YEx hypotension.

(A) 25.?liﬁﬁ?ﬁiﬁﬁfﬁfgﬁ??fiff$ﬁg(Idiopathic RPGN)EI?T@%ﬁﬂ

SIS GLIENE I

A. ?ﬂTVli“’E’7f§Pﬁ@ﬂﬁfﬁ Extensive extracapillary
proliferation

B BT IR AR [ FLEE @I Extensive mesangial
cell proliferation

C.EE BUKPUETE Severe basement
membrane thickening.

D.%ﬂk?ﬁ?PJRbﬁﬁﬁ@ﬂﬁfﬁ Extensive endothelial cell
proliferation

1nf11trat10n

(B) 26, MAFFRED A G0 527
AT TES BT AT
B. [ BRI B % 47 T
CPH B BB T 2 H3 £ B I B
(CAPD).
D, CAPD Py SIS AL
E. ST E IRy B R o O RS S

(E) 27.*ﬁ[Jfﬁfé‘[ﬁfﬁdﬁié?JJL"J‘ (EREE! ?
A FHF %k (Ant idiuretic hormone).
B A1 IR
C.E=4F Insulin IR -
D=5 F =¥k
M 2R

() 28VJfFIW\iL§E‘9 [T 2 vy
A B 5 ﬁ(NSAID)



B. .
C.H .
D. F I,
EJIH PR

() 2. L:ﬁﬂﬁ%@ TP B (3 %) PP L -

(A)

(A)

(D)

30.

31.

32.

£ R TR ERSA
B. ?LRL*’§% BT
CAEA
l AL ?Ff%l
.'#\’i&ﬁ%l

e 18 BERMEAR SR T B T
<RI 28 TR A 16 LR T g ]
H H pJ;"jgg

A.Alport's syndrome.

B.Berger's disease.

C.Fabry's disease.

D.Liddle's syndrome.

E.Ramond-Cestan syndrome.

|~ 48 mw Hodgkin's disease PIERIF » I - = Ik
> D e 1 A T e IR @gﬁﬂfiﬁfﬁ" 24
’J‘Eﬁ?ﬁ[ﬁ’tyﬁﬁ?ﬁ 5 2 FIH E’y% PH e AR
A ]H
A B R RS
.puﬁf5?$°f?fﬁ
CHEF D,
D.A It e 1y
E. Bt 7 ?"ﬁs

‘J
¢7&-.t—.

NEE T RLST- ﬂﬁ?fﬂ‘??ﬁﬁf”q;(Type [ Renal
tubular acidosis)fvffEr?
A R B IERTE DT el -
llmﬁ& AR
F i 5 AT
.F,FtFanconl L4;ﬂ$?

B.
C.
D



(B) 33.FF¥pffsiE(hepatorenal syndrome) kLBFEI v AR E

(D)

©)

(D)

34.

35.

36.

*I/— , T"“&sr}_]ﬂ ﬂ Ja:[ ?

AH PR R fol R P oL -

B. W%{Lf&ﬂﬁ'ibyﬁliﬂi (011gur1c)

.= ;ﬂ$@¢ﬂ%ﬁﬁ Fuwﬁﬁ HyE??EJL Al
EF‘J?J‘ % jJH H I}[}q)g

D™ (liver cirrhosis)fwify * A1

(paracentesis)[f > Tfolik! > I éj§159qrmyf*lxﬁi

E.ﬁffpﬁ33§§§ i ,?Tfpﬁ:jcj\gﬁggggd;; :

U BT A iR
ﬁkﬂ¥§¢ﬁ5 P EI q[&lgAerpggﬁ%;@ﬁg ?

A.Hemodialysis.

B.High flux hemodialysis.

C.Hemoperfusion.

D.Continuous arteriovenous hemodialysis.

E.All of above.

I AR P T (Nephrogeni e
diabetes insipidus) ?

A.Furosemide.

B.Acetazolamide.

C.Thiazide.

D.Amiloride.

E.None of above.

o PR TR TR E PR T S
U ST e 2

(The best current data suggest that major primary

immunogenicity lies in which of the following :)

A HLA-A.

B.HLA-B.

C.HLA-C.

D.HLA-DR.

E.None of above.

(C) 37~ {35 BBV ~ o BRG]0 > b B A T



T\Iﬁf‘ ’ E’:’{%éﬂ'%ﬁf% (serum potassmm)ﬁ # TmEq/

liter o« MYIFt - ff° ﬂéﬁa‘ e

A.”&’F Filqdf% ik B ‘Eu%im[ EJ@'I??E{#U{:[?E;E@EU
(autosomal dominant)ﬁﬂjéﬂ'f"‘l‘i“ﬁlﬁﬂ‘l‘ik’ﬁ@%[
(hyperkalemic periodic paralysis).

B. o E A AR - ot %ﬂ?}’éj’%?ﬁ@% A -

C. oy Fclli_iﬁlﬂﬁ?]ﬁdf"’J"f’giﬁ}fS .
(thrombocytopenia)fy [ 1" 5f5# % (1eukocy topenia
g Ui @y 2T E(pseudohyperkalemia) .

D. - IR R T i (peaked T wave) TP IR

B R b A kL e R AL Bilffﬁﬁ :

(B) 3. BT
Aﬁ“ﬁ“ i

. wﬁﬂp&ﬁrﬂ i o Sma/d] FIES T 1.
D. T R BT ﬁ M e 13mg/dl.
ETJ

(E) 39— Bbofy MW oog =y g b R et - i R b
urine osmolality>500mOsm/kg,Urine sodium<20mEq/L
urine/plasma creatinine ratio>40 » FENa<] ° 5}43[@&%@
Srf PEF(x ) » RBC : 0-1/HPF » WBC @ 2-3/HPF > Granular
cast 0-1/HPF « ;g ity ~ i vz gl

A BT SR 5 2 R,
B. AT 5 4
C BT TR TR

D. TR 5 7

(©) 401 £ 7 TR - 1
A.ﬁ?”ﬂf?a%ﬁ&(Renal papillary necrosis).
%’?‘ﬁTliﬁ_’y”ﬁ@{I[ (Nodular glomerulosclerosis).
C.aw l%ﬁ%ﬂﬁ 5779 (Wire-loop formation).
D. Jlfk'ﬁ‘ FJ % (Acute pyelonephritis).
E. iilfkﬁ"ﬁl “FE(Benign nephrosclerosis).



(D) 41,T}FH%@ﬂiEﬁ$U¥§aﬁﬁﬂﬁﬂ?%’ ﬁﬁgﬁ%ﬁﬁuﬁﬁ,BUNi 48mg/d]1 >
creatinine > 2.0mg/dl » Z4g~#% © 140mg/dl >
K:5.8mEq/L > HbAIC : 6.0% > pH : 7.31 » HCO3
16mEq/L. ™ IF= @i o WEQ
A.Fﬁﬁi?%flﬁufiﬁﬁlﬁﬁf ﬁf(DM nephropathy).
B.F?:YF/F&?{FI’ H!-F |if§‘ID“‘?F'JW | ET‘&F [1Z) (Type IV RTA).
C. PV Agr lfﬁbﬁ:ﬁ&ﬂ“‘%ﬁﬁﬁ -

D.# ﬂiﬁfﬂiﬁiﬁff MR Insulin o599 =285 VR[EE
TOpRSEP
B8P Insulin 55 » 290 PR iR TR

(D) 42.7$£”Jgigﬁﬂfiﬁﬁ ﬁf?Tg'Fk(NSAID nephrotoxicity)fuss
U] il N Tl
AR R T -(Renal hypoperfusion).
B. i feil 7 (Sodium retention).
C. F'H“L“;Eﬁjﬁ“:'ﬁf(HYDerkalem1a)
D. Frﬁuszﬁﬁfngff*(HYpokalem1a)
E 050 BB R 1 (Reversible) .

(C) 43.— fF l“'JﬁFﬁfl R SRR A L KRR T
ﬁﬁgfﬁp EIJ’FL[NE
A.@ifﬁ(Dehydration).
B. &y i i T i (Ureteral uric acid stone).
C.%lﬁ?ﬁqﬁﬁﬁﬁ?fﬁﬂ(Acute hyperuricemic
nephropathy).
D. ﬁP&Eﬁﬁyﬁf(Chronlc urate nephropathy).
E.F1ovf (Leukemia) (™ FFHJE&

@)44*ﬁm@ﬁwﬁ%&HWﬁ|MW%ﬁw$Fwa$’
B T 1 ) e
A.?T§$$3(TB kidney).
B.Eﬁﬁﬁéiﬁk?T(Medullary cystic kidney).
C. 23k % Prid & FEF P8 (Mul tiple myeloma).
D.ﬁﬁ@??fﬁﬂﬁi(Gouty nephropathy).
E. &I FHET % (Chronic interstitial

nephritis).

(B) 45.%%ﬁ¢?fﬂ‘fﬁ?f55(G10merulonephritis)EU%&iE’ 1T



(?

RS [ (Minimal change)’f) * i Tedit

.FGTJ?TJ Tﬁ%‘“ﬁﬂ"ﬁdﬁ:®]“ Ster01dif’$

.LLﬁ§?T1‘5F?T55(AGN)ﬁﬂ Ik ﬁb““?'ﬁj“’g{

.ﬁiﬁ#?f1‘5Fﬁﬂﬁ§(Membranous nephropathy)ﬁﬂﬁ%f%ﬁg
Pl

. AU | 2R (AGN) T SR (Edema)

}:ﬁi

O 0O w >

(D) 46.?J%%59 Lﬂﬁ‘%§£ﬁ??7ﬁﬂ(Adult polycystic kidney
disease) ™[I & KL ?
A. ﬁ" T ‘" ﬁ9$5ﬁu#;$l-
B. ﬁIJ (& EJE'J“ "Eﬁ
C. B 0Ep pLASEPOER Y - U0 ~ i~ ST
D. ﬂlﬂﬂ?ffnﬁ s
E.1/10 kﬁ“éﬁi?@$E$$ﬁﬂij‘EHE”(Subarachnoid
hemorrhage).

(B) 47 AP T O R BB 2
A -

e L

i P,

A,

E.JJ FFTAL,

O

(B) 48.F}A‘fl‘ (AIDS)Ei?%EH,' ﬁf F izt (Nephrotic

syndrome)&ﬁ B Hgf_ JIiEH 2

A.Minimal change disease.

B.Focal segmental glomerulosclerosis.

C.Membranous glomerulonephritis.

D.Membranoproliferative glomerulonephritis »
type I.

E.Membranoproliferative glomerulonephritis
type II.

(D) 49. %I H P RLS TG B0 BT R
?
AFTEE,
B



(D)

(E)

(D)

(D)

50.

51.F

52. 41

53.

C.-= IR .
D.BUN ﬁﬂjfﬁl Creatinine Tﬁ'
E. T8l AT TmEq/L > &' Kayexalate iF sisi2NNES

W SILELEA ok 5 P P RESTADRD e > (7
EIL?

A

B.Demeclocycline.

C. Furosemide

D. | Vit

E.% fﬁ[@:f‘ JD furosemide.

AT%JE’»‘ H‘P"]ﬁﬂﬁ’ﬁf@(/&nalgesic nephropathy)V #% i H

i

A.II?EEIJFJ?@F 'ﬁ‘f’“@ﬁ%’/ (papillary necros1s)b'ﬁ‘
JATIEIETSL % (tubulointerstitial
inflammation).

B. wz;?ﬁi Ejﬁ“ aspirin » phenacetin ! EJ’”F‘EWF

C. FJ’ﬁH S (SR A ‘5iﬁ”ﬁﬁﬁﬁﬁg%ﬂﬁﬁ}?J%%.

D. LSl fit

E. ﬁwl?‘ﬁw@"ﬁ(renal cell carcinoma) Huf'gEPHLiEIF—J;V (3T

-

- lﬁﬁ_«j‘“ﬁsl(Streptococcus Vlrldans),
D.A F# BT IEFSRA .
E.B fa it .

*\T‘/[JEIUE‘,?E" MREE 1T SRIUREL(Human Leukocyte Antigen o
HLAYFIT - ffF 855 B2 A sy St fy i = 2

A.HLA-A.

B.HLA-B.

C.HLA-C.

D.HLA-DR.

E.HLA-DQ.



(C) 54 SRELEFE ~ ik *Eiﬂﬂff“ﬁ EEEER AN

(E)

(E)

©)

55.°F

56

57.

et o S TN B2 9 BKGANET

QRS?E S PR o ST ﬁ*ﬁ sl E Nl

PRy RLERE Y

A, Fgﬁﬁw%5 gﬂgﬁfﬁjﬂ%ﬁﬁi—r¥ﬁfﬁ

BPQ%EI gl@ﬁﬁlﬁi.

C. fi?ﬁwﬁﬂ B EBEE S (Cal cium gluconate)ﬁﬁﬁﬁ.
BT RE T

Eﬁf’;ﬁ’fﬁﬁ“«fz BRSPS AR (B

receptor)agonist.

T,Hﬁﬁf st SIEH T2
A. ﬁ l@ﬁﬁg ;f;* Far B
Bﬁnﬁmj%@@#mﬂ
C. 3T ErE Eiiﬁyﬁ’?’? fﬂ P
D."Kimmelstiel-Wilson 16310n”qﬂf@£@$5|i%TF e
AR
'W;Fﬁﬁjﬁ.

L RPN RUE s SRR PR [ (broad cast) >

ey g B A (renal osteodystrophy) N IIRY

RO LY

AT 'FFJF EL[VE?F'::LF:}: £

B.Eﬁ‘fﬁ R A FEJE‘;PK,EI o ,@t?&

C.RUH 2 E b iR,

D. FL{?{QSJ?T%F, Ers

E.E%?gg)j@ilkk?fj P fxfE(acute nephritic
syndrome) .

~ £ 31 ”\%[i6TﬁrF£¥Q¢r@|iﬂﬁ PRI
R R TS R AT R
Brhl
AT TETRTSET 1] SR S p o ELPEE (Mesangial
lupus glomerulonephritis with crescent)
BT 1 S0 FEF S S LI (Focal
and segmentel lupus glomerulonephritis with
crescent)



©)

(D)

(D)

©)

58.

59.

60

61

C.¥BR LI 1 ] 2R S p o FLPSEE (Dif fuse
proliferative lupus glomerulonephritis with
crescent)

DR 1 AN v B LR (Membranous
glomerulonephritis with crescent)

EJRI™ M5 W1 | 2R % (Sclerosing or end-stage
lupus glomerulonephritis)

A 1 s S W R
ST 91 IR BRI (R AR
B TR R Y B 2
AR = 1
Bﬁﬁﬁ ﬁ'?%wﬁg
C. AR e e "Lt i T
D. I,ZEL - ir:g‘l\l* s Z%E\tgjf’j?f&ﬁﬁ
E. I,ZEEF]-T%J"JHI

51“&¢iggfs(lupus nephritis) fU/h Lﬁﬁﬁ?EU?T§%:7kﬁﬂﬂ
[ J&HUHﬂLwEQ

AER 5558 5(Class 5)

.= fIkL mesangial deposits

JEphS focal sclerosis

PRt diffuse proliferative glomerulonephritis

m O O ™

PP membranous glomerulonephritis

PER - BEERSHET  IRE SRR IR R -

] fgwg@ggrﬂ [&"

A. H@W&w

B. ﬁ%llfk@"?\r?ﬁ‘ %

C 1)

D. &M 5 (APN)

E. FRGPO COR -~ T8 ) - po iR

.—H%SEHWﬂﬂ’@ﬂﬁ“EE#’?W%?m%ﬁw

ki ERTERD SUESIULAN LRI L ¥
ﬁ%TH@ﬁfﬁ' T ’LH“’TQIEI ﬁﬁE‘L*ﬁ' o I %T%lﬁé@ﬁﬂj
TRRTEERY (CT scan) Bl I o ™S00 8 R e

AU T2



(D)

©)

62.

63.

A Fﬂﬁﬂgﬁiﬁfﬁ?f(severe hydronephrosis) ﬁff[?fﬁﬁ
T

B Fﬂﬁﬂgﬁiﬁ?ﬁ?f(severe hydronephrosis) ° ﬁfF[?THE

C.EW?E%$W§’%§£?T(autosomal dominant polycystic
kidney dis.) » " (hematoma)

D. ElﬁgﬁﬁTi J ’IﬁﬁFWPQWE%(RCHaI cell ca)

E. Eﬁlﬁﬁﬁ*ﬁf*l %HE(Alport's syndrome)

- 207%¥ 1% SLE EAH - E BUN: 46 mg/dl, Cr: 3.2 mg/dl

C3: 19 mg/dl, C4: 3 mg/dl, ANA: 1:1280 (+) > HHfksd

#r + RBC: 20-30/HPF, protein: > 500 mg/dl » Elfﬂﬂﬁﬁ%

(YN R

1]

B. ?Tﬁdﬁﬁﬁfifﬁf?f % (Mesangial proliferative
glomerulonephritis)

C.%Jﬁﬂﬁﬁﬁfﬁ§?T55(Focal proliferative
glomerulonephritis)

D.Egﬁgiﬁfﬁf?%ﬁig(Diffuse proliferative
glomerulonephritis)

E. ¥?FJgT?T % (Crescentic glomerulonephritis)

= 29 R b E - BEE T‘;'[“éﬁ TR bR
e addan .mif’tyﬁ,nr‘y#“’ (F T SRR T  F R -
FL@{}%’A@T"W%?F’%PME%E* B fﬁ_’y?ﬁ?zfﬁ?fﬂﬁ
(Medullary nephrocalcinosis) » EIF#ITI= FH“ 4y,
(IVU) ’Eyf§?BEHTWﬁ*f%H¥ > YU > HR R 2
A.?T*ﬁ?F(Hydronephrosis)’ ﬁf%%?f(pyonephros1s)
B.El%ﬁﬁ?ﬁﬂpUfwﬁiﬁ§ﬁ:ﬁu£§¢:(Primary
hyperparathyroidism) ° ﬁi?fﬁﬁf“ﬁﬁ
(Nephrocalcinosis)
C. Eﬁf{fﬁ%ﬁ (Medullary sponge kidney) - ﬁf?fﬂ‘ﬁf
E&fiiﬁ(Renal tubular acidosis)
ﬁ?kf?fj ?T % (Chronic pyelonephritis) Ff?fﬁ*f

E. #ﬁéﬁkfﬁ'ﬁ J¥E(Idiopathic hypercalciuria)

(C) 64.Slide Wi IV FIRGF IR G - I EAT HE TR =2



(B)

(E)

(A)

(E)

65.

66.

67.

68.

A.Pseudoaneurysm
B.Renal tumor
C.Simple cyst
D.Infected cyst
E.Harmatoma

Slide JPIH > o fiel ™ 11 8 o G plpsaeh ;#

A. ?’EVQF’?Eﬁ(Ca101um oxalate crystals)
B (Uric acid crystals)

C. ik 7€?§ﬁ(Ca101um phosphate crystals)

D.ﬁT@*ﬁ%PQn?E#(Cystelne crystals)

E-YJJ*%T?E

Slide 7 b~ ety ERUHAVHEX K » 572 i H
TR

A.Bone tumor

B.Brown tumor

C.Secondary hyperparathyroidism

D.Amyloidosis

E.Aluminum intoxication

Shdeﬂﬁﬁﬁﬁ?ﬁﬁﬁimzﬁﬁﬂQ
A. #ﬁﬂUﬁ Jﬁ“?(D1abetlc nephropathy)
.FN%[7JF§IiEy&&th%[ (Focal segmental

glomerulosclerosis)

C. %iﬁfm?&°f % (Membranous glomerulonephritis)

D. %ﬁﬁfﬁfif5?&°fﬁ»~’ 57— E|(Membranoproliferative
glomerulonephritis, type I)

E.Wegener fﬁrﬂ?§ﬁ§ﬁﬁ(Wegener’s granulomatosis)

-t 60 BREVE > PRI TR R T A ok
St ] S I > £ Aﬁ;z{:f?ﬁuéﬂb* L e
i3 LS L RS B

,fyﬁxwﬁi}ﬁmT% R~ wg%
PR 0% ~80% 1) EHREA
ﬁﬁ%ﬁ*%H%*ﬁJ?@l R =
FaxﬁT%*ﬁ JPHF VAR > P R

H *E[ﬁuJ_R

<.~:\

’J>
\— \— \— \—
:*T»L

7

m o O W



(E) 69.1gG ayBi A eyt 88 | =il ™ I & 2
A. $?F??3(ETi?Tﬁf(Minimal change disease)
.FN%[7JF§IiEy&&th%[ (Focal segmental

glomerulosclerosis)

C.ﬁiﬁ#?f%%E‘%T55(Membranous glomerulonephritis)

D.IgA ?Tﬁﬂﬁi(IgA nephropathy)

E.Fﬁ5?5°tfiéﬂiﬁf(Ant1 -glomerular basement
membrane disease)

(A) 70.~ 87 PRI * o BB A R
» HAUPHAOliguria) ﬁq;ﬁi’FE(Azotemla) Ey@%rjkf
’Fﬂ%ﬁf/['ﬁ‘%\[gﬁ %F}’F (HE ™ Sl H ?Eﬂ?d
AL r#li?f"fﬁﬁf?f % (Rapidly progressive
glomerulonephritis)
.5?$°f puffﬂ%[ JE(Focal sclerosis)
.%iﬁfm?ﬁfﬁé(Membranous nephropathy)
SEFFE (Acute renal failure)
.Lili%ﬁLTf%F&%LwiEy&'f‘ﬁf?f % (Acute post-
streptococcal infection glomerulonephritis)

s ;j O w

(B) 71.50 e 1%y ~ o = AL KB TR KUB A AT
;7?%%?Efrjﬂﬁyﬁ¢ﬂﬁw% Jfﬂﬁ@ﬁ$@z
[l |l PR A 5 S e ?TJEE%WWQ#I(
Thyroidization) > 2%l
A. Lili?fnr?f % (Acute pyelonephritis)

B. ¥ ] % (Chronic pyelonephritis)
C. LLFf | EVE(Acute tubular necrosis)
é&FJ(Polycystlc kidney)

E.ﬁ%ﬁﬁ%ﬁ%ﬂ%a?T(Medullary sponge kidney)

(E) 72 FF2hpp b g5 2 SRR 6 F ) GRS
A BN D
B. i1 S5
C. P8 T
D. TV
E T EFL



(D)

(E)

(B)

(B)

(D)

747 I S G 1

3 ?T%Hﬁ@%%(Renal cell carcinoma)ﬁ§FWEl;Vﬁiﬁkﬁ

AP
B. ﬁ] ﬁ%’ rFF
C]
D. it

E. flj s

%

ZF % (RPON)?

_1(\

—m]
—

A.NSAID
B.Rifampin
C.Allopurinol
D.Methicillin
E.Penicillamine

75. WA TR ~ T kIR KT V) K

A.0.5 ~ 0.8
B.1.0 ~ 1.2
C.0.2 ~ 0.4
D.0.8 ~ 1.0
E.0.1 ~ 0.2

76 S B RS IR S e SRR D

7+ %P

A.0.1 ~ 0.2 Kg
B.0.25 ~ 0.5 Kg
C.1 ~1.5Kg
D.2 ~ 2.5 Kg

E.

745” [ G A R SR 2 (Pos ts treptococceal
glomerulonephritis, PSGN).V#t » ™ 3|fiF LAY

A PSON 7 it B T [ A AL e 4

B.P[*{?zf LAY PSON > iffr’\ﬁfjﬁﬁ 6-10 = ; T RE G Y PSG
N> i[ﬁﬁTaﬁﬂiifi B EVEC

C.5% * PSON prosfic Fpd #izh » /Y + ’FJFLG@ 30-50%@@??3@'[‘3&
%P/ﬁ9£255ﬁ??ffﬁﬁ:ﬁﬂfE

D. k% PSGN » = El'ﬂfJﬁﬁ[ﬂﬁ'@ﬁ‘ﬂﬁﬁ’?‘?ﬁéif}”ﬁ‘t”f“@ﬁfﬂﬁfit

E. S0 [t 3 (Bl - IRl



(A) 785t (uremia) 3 & FEMBEITO 147 (glucose
intolerance)fV/EIPNEL(F?
A.]ﬂgam;fﬁ(Per1pheral tissues)EFFL =k (insulin) g %

Pt (resistance)

.rlﬁgﬁ'? AP R AP R

VRLEL SR RS ERD

VR R BT

B ERE FBIET

m O O ™

(B)  79. FE@BEPRFIE (metabolic a01d031s)ﬂirlﬁdEﬂﬁfj\TU‘ﬁTﬁ
(I 2
AN
B. sk
C.
D. P11
E. [t

(A)  80. 5ty KA UM T 5R% 753k (erythropoeitin), ﬁiﬁ i
EJFHVﬁHJf"m
AL R
B. e
C.
D.
E-YJJ*%T?E

(B) 81.7\zﬂﬁ?ﬁ5rjﬁ$‘fﬁﬁiﬁ(glomerulonephritis)ﬁiﬁiﬁiﬁiﬁ%é
“’IE&U(hypercoag ability)%i?fﬁgﬁﬁi§%ﬁ(renal vein
thrombosis) ?

A FEEERA (B (minimal change disease)
B. ﬁiﬁfmy % (membranous nephropathy)
.FN%[E? | j“}ﬂ FE(focal glomerular sclerosis)
D. %iﬁfﬁﬁ§ﬁﬁﬂ?f % (membranoproliferative glomerulo--
nephritis)
E.Aﬂﬁ%ﬁﬂ@fﬁﬁ?flﬂfﬁ(IgA nephropathy)

(D) 82.%%5¢?Tﬁ¥?Tﬁﬂ%3(Renal osteodys trophy) ™ Sl & TALET
fol U RUNY



A FYTR G =

BfERES 3 D Bl b

C. S

D.ﬁﬂjf”%ﬁ*

E. &% R BEPL T (metabolic acidosis)

(D) 83.J) N EEF I ST Y (Hypokalemia) » FIH -
R RLPNER AR 2 9 [
A FTEFH =k (Aldos terone ) d /-
B.Bartter ‘N {zfE
C.ﬁ'J‘ﬁF@f"”ﬁ;(Renal tubular acidosis)
D. (&% IRl (Hypokalemic periodic paralysis)
E.Carbenicillin fYf*"]

(D) 84S EH 1 PR SRR R
AP
B P R B
C. 2P AT B
D. AR B
E. A A

(B) 85.%ﬂ‘?ﬁlﬁ'ﬁﬁg(aminoglycoside)J/ﬁ%‘l‘ik NI R
2R
At f’ﬁ (g T
B ARSI (ol iguric)
C. 3 1= B A E'JEﬁFE?Jr%@?JPWEﬁ
D. v | g BRI E T 1

(E) 86 i A" =44 0 (SLE) 3 [ Byt g - [ 41 e
AU TSR SR R
B. 7 FTF BRI R 2 R
C. A RIS
D ATE RIS i 2007 B
B.2E Bl SR M S IR e

(E) 87.%%5&%1‘3&%55@@113 nephritis)fivast » i ¥ £
2R



©)

(B)

(A)

(D)

88.

9.

90.

91.F

A.SLE IRV - R ER LS > 59 35-90%

B. 5! F PYRES R ABAY SLE KK IS 2 PRV Ep
£

(3@@@”H®ﬂ%?ﬁﬂwlCm“jW),ﬂm?[&ajﬁ

D.IVI=%} cyclophosphamide(500-1000 mg/m2/month)6-12 %]
, 90T M prednisolone(0.5 mg/kg/day)iﬁﬁilﬁqﬁj k?ﬁﬁﬁl

Eswﬁ%ﬁﬁiﬁﬁﬁﬁﬂﬁWﬂﬂ%%%@@ﬁﬁ%

S = RO U U e
SR 91 5 20 R R RS % 0
A.Calcium channel blockers

B. B -blockers

C.Angiotension converting enzyme inhibitors

D. al-blockers

E.Diuretics

EE 'f&}'ﬁ’?ﬁﬁ > Fs'zﬁ pLpY R {2
AT

B. {&TVES

C. = s

D. 5%

E. #1575

IS 2B (polyeystic kidney) AL B 2R
A FTHTF RiE
B. 5§"*T(adult Form) SR C BRI [

C. 2 bl ooyl oy * Pt g?i'%ﬁ@ﬂﬁjﬁfaf
DQ*““:%? Fﬂﬁiiﬂﬁ = 533, 2R
E.P’Huf,ﬁi* P

i Bartter's HREE(Bartter's syndrome) vt
(P8 L

ALy
B gl I réFll
C.Jan= angiotensin 1T i ’f”EﬁfﬁﬁiﬂﬂEUJ*4[

D. 2 RIS FBUR_F R (thick ascending
limb of Henle's loop)Ef: [~ pupys [
E. ﬁﬂji 'R



(A) 92, iyt it P 2 (=21 572
A.Calcium administration(i.v.)
B.Sodium bicarbonate administration(i.v.)
C.Glucose & insulin infusion(i.v.)
D.Kayexalate administration(p.o.)
E. 82 agonist(inhalation)

(A)  93.62 %) " IR 2L 1i% o TREETT IR 0l AT
Na: 145 meq/L > K: 3.0 meq/L > Cl: 112 meq/L » HCO3:
18 meq/L > pH: 7.28 » PaCO2: 34 mmHg ° “\ﬁﬂﬁ??%ﬂJﬁ%?
A SR OB T
B. G e il
cﬁ%ﬁ@mﬁwiww&wﬂﬁ
ﬁ%ﬁ&“ﬁ@,%%ﬁ&“ﬁ
E. ﬁ%WiFTU¢ﬁiIFW4iF“UE

(C) 94.7%] ﬁ%a& L?ﬁP%éﬁTi?Tﬁﬂ(adult polycystic kidney
disease) ™ JIIif H HLREL
AR TR PR A
B. ﬁlj[g EJE'J“ "Eﬁ
C-fclik%ﬁﬁ@)ﬁ
D. BIEp pLASE POER Y - UL B, BT
E.1/10 kF?éﬁif¢$&$1@ﬂij‘L“”'(subarachn01d

hemorrhage)

(D) 95.77[l Aminoglycosides fff# ¥d IH 7
A.Gentamicin
B.Streptomycin
C.Tobramycin

D.Neomycin
E.

(0) 96.?J%%IgA?%ﬁﬁﬁ?(IgA nephropathy, Berger's disease) ®
7“]H ﬂ E =9
Aﬂ”&ﬁ@?%iﬁ
B. ?JEiPJFl;Vf”ﬁﬁEUEEE?ﬁ?%%EﬁE?ﬁﬁﬂﬂﬁﬁ*$ﬁﬁ??ﬂ§§Eﬁ?J%%
C. ?JEiPJFiLVf”ﬁﬁﬁﬁﬁﬁﬁﬁ— Al



b. n’”?ﬁgﬁaﬁ@ﬂmu? s
i Jiﬁ 3.5 gm/day ¥ e fEE

(A) 97<HEWF mrﬁﬁ,P PIRUNEL:
El ﬁ* 7IUDF
B I DF A= T2
C. PR

D. R
E.

(B)  98. Al AIH T 9= BURYEL 2

A
B u:rF[ )TE
C ﬁ] it réFll

D. (B2,

E.?T’P#L%i(Renal osteodystrophy)

(C) 99.ﬁ%ﬁ°5'kfﬂy?iﬁ%(Acute renal failure, ARF)fU#3E »
Sl H £
AT SFRFIEE 50%
B. ﬁiﬁ SLAVEERR [~ KL T ] S =(acute tubular
Nnecrosis)
C. ik dy i b P S PNE= i (broad waxy cast)
ZE7 5% (nonoliguric)ARF A pY FREAY G-t S > fik 7
1% (oliguric) HEL(S
E.?Tﬁ'E?ﬁf?”(ﬂﬂamlnoglycoside)ﬁgﬂI%§2E177ﬁﬁ§j/ARF

(C) 100. F< "t e Uremi a) R F B 7 # £32F)
A.Peripheral neuropathy
B.Gastroenteritis
C.Polycythemia
D.Pericarditis
E.Diffuse alveolar damage

(A) 101. " FIPRT e ARy ~ plIpo il iRl [ R
(#5191 2
A.Calcium
B.Triglyceride



(A) 102.

(E) 103.

(D) 104.°%

(C) 105.

C.Phosphate
D.Parathyroid hormone
E.Uric acid

%ﬁﬁ?ﬁqf”%&{malignant hypertension)?%?f@%ﬁﬂﬂ?ﬁif“ﬁﬁ

R

A.Arteriolar fibrinoid necrosis
B.Hyaline arteriosclerosis
C.Exudative lesions
D.Wire-loop lesions

E.Crescent formation

j\ﬁﬂ%gﬁﬁﬁiﬁﬁfifgﬁ??fﬁifﬁ?f55(rapidly progressive
glomerulonephritis)fvst i # Kb
A.F’EHEJQ§F§ﬁi%%ﬁ¥WEﬁﬂ(immune complex disease)rd|&
B. "3 % 7 Goodpasture's Syndrome [ *

C. PR [ F
D. Eyﬁﬁffﬁﬁ J*Pﬁﬁﬁ‘ﬂ gg#ﬁ?ﬁj&pqng PQ(Crescents)ﬁéE9
BT3B fer PR i LT QP (E

jAﬁ”Ey‘ﬁ?ﬁ%k4=(Renal artery stenosis)fussctip
HELZR
AL GRS AR SR SRR AR
B. g 2 e e L$¢Fﬂ§¢ﬁgﬁlﬁiﬁéfibromuscular

dysplasia
C.o™ ’IEJ'{’;‘%Uschemw k1dney)f£ﬁ’§:'ﬁ“‘ ﬁﬂgﬁﬁ pj'iﬁ‘ - (
ren1n)

D.E%i”ﬁﬂﬁg?fﬁﬁﬁﬂﬁiﬁéﬁi%iﬁg
E.@@fkﬁﬁﬁﬂﬁﬂﬂﬂ(converting enzyme inhibitor)iﬁﬁﬁﬁ&ﬁ£
ﬁiﬁqf”%&ﬁﬁ?JT9§%$%

I AL R R 2 el TN
A B R T
B. ki LR A
C.5 1

DRI WS

E. Llf‘ﬂyﬁffiéiﬁ T2 (renal osteodystrophy)



(E) 106.7}’1??5@[‘3&??%”}[“%??(idiopathic nephrotic syndrome)
ﬁﬁ'J ﬁ (T HEI(C3) (3477 I#ﬁfj‘ﬂ | ]Flfé'ﬁ‘ ] Sji'ﬁ‘ %
9
A. fgf\f'J‘?lE?"['“"ﬁ‘**(minimal change lesion)
B I SFUIETHT S {1 X (mesangial proliferative
glomerulonephritis)
C. Emb?ﬂi G ‘I??T'J‘?ﬁ@ [*#(focal and segmental
glomerulosclerosis)
D. ’iﬁﬁl'{’yJ T*'ﬁ‘ % (membranous glomerulonephritis)
E. 'ﬁ‘ a5 ,ﬁa Ll FI jﬁﬁ‘ % (mesangiocapillary
glomerulonephnns)é‘ﬂl =

(B) 107.Goodpas ture ““-ffiel A BRI A (580 FL 1?2
AP
B&ﬁéﬁﬁﬁ%%
C. Tt
D. E})TF T
IERRIR

(A) 108. ™ J|R Wiy (g [%’fzﬁf [13 = Tﬁxltn fif?
AEPT T R (dialysis d1sequ111br1um syndrome)
B.ﬁ&’”ﬁ”ﬁ(osteomalacia)

C.am
D. AT E(dialysis dementia)
B PR P

(A) 109.Hodgkin's ’ﬁ ﬁliﬁ@"ﬁ TEf%HE(nephrotic syndrome)ﬁﬁ&’

El;'/'ﬁ‘J ZF(glomerulus )@= £iff?

A. g A" Jff“f(munmal change lesion)

B I SFUIETHT S {1 & (mesangial proliferative
glomeulonephritis)

.Em?z[ | BRI focal segmental glomerulosclerosis)

D. ’iﬁﬁl'{’yJ T*'ﬁ‘ % (membranous glomerulonephritis)

E. 1545 Jﬁ(amylo1dos1s)

(A) 110.— & 25 %t ‘l‘“\ﬁ'ﬁ&@’*"ﬁ' Tl RIS AR F‘?ET?ZV ey
@(abdommal bruit) » F{* ﬁ%ﬁ AT R A
dpliy o TR ik CHURZ R



A.ﬁﬁﬂﬁﬁ%@”ﬁ«@ﬁ?ﬂ\ﬁi(fibromuscular dysplasia)
B EITSIRI™ (atherosclerosis)
C.ﬁ?ﬂ’f&%%(renal artery embolism)

D.RUE [P primary aldosteronism)
E.?Léﬁ‘l?ﬁﬂjf"ﬁﬂessential hypertension)

(B) 111. ™l Feiifedty Mk RLEHRELA?

A, LR SA R (N-acetylcysteine ) B 4¢[# % [l (ace tamino-
phen) 13

B.“ ¥ (PAM) A1+ (at ropine ) HHUEHFEIF] (ant ichol in
-ergics)flIE

CO%4 (Fuller's earth)AIm &t (hemoper fusion) &= !
F¥[(paraquat )l 1=

D. ¢[(ethanol )35/} Ififi(me thanol ) 1=

E,ﬁﬂk#@%(activated charcoal ) ¥~ 4&T M 1=

(E) 112.Eﬁﬁf*ﬁﬁ"ﬁﬁ#l’%ﬁf(nephrotic syndrome, NS)puU# > 5

ffi ¥ £

ANS ORI RIEVE R S Vgt (P 10 T A E

B.NS RAHH T Agim Bt (X, e il T 38 e 1 ﬁ Ak
TR BT R T e 1 BT Y STt ﬁfJ’Fi

C.# A P R FFP A (MN) TR SETTR 1 A o %
ﬂ'ﬁ?ﬁ%ﬁ’ﬁﬁ@’ﬁ bl & T AR

DR v AL iy P~ S e ﬁl’ffﬁﬂjf'
Mk T T PR > BASE R

E. it TR AR RONS s 2 b -

(A) 1137 TR FE T (uremic bleeding) pUif il H=47
A.fﬂ*ﬁﬁﬁa°f”1‘W§flﬁiﬁqf”1‘ﬁgﬁgﬁ?f'
B. ."%g;ﬁgﬁyﬁj‘ | a’sr?:l s ;fdgj‘jrﬁ:
C.ﬁﬁf”f}%%ﬁfitﬁqﬂgf”?{E‘(hematocrit)
D.f”ﬁ?“ﬂ%ﬁé%(DDAVP)§§§@$§3#%ﬁ5°
E.WﬁﬁiﬁWﬁﬁfﬁﬁﬁﬁﬁ(cryoprecipitate)i?%ﬁ

(D) 114. 7“3l & Fﬁ o [ gE Fé%JB%j}ﬁfJ»p@ FRBHEPRH 1) (normal
anion gap metabolic acidosis)?
A 1
B.MH&(salicylate) [l



C.ethylene glycol Fl15)

D.4§*] carbonic anhydrase ﬁﬂﬁjﬂ/ﬂ‘ﬂ(ﬂﬁﬁ/ﬁ‘ﬂ)
E. 3 PPk 15

(C) 115. *lliF FsEPg 1 FTAFU?‘/ﬁ'“ &8V (hyperkalemia)?
AL IR E9] (B -blockers)
B AIHPFI(ACE inhibitors)
C.5 ELpg %Pt = (aminoglycoside)
D. Z B Ilipt X 8P (NSAID)
E.E%Eiﬁ‘ﬂﬁﬂﬁﬁﬂﬂ(aldosterone antagonist)

(A) 116. FTJJE"W J&g’dﬁ#“(urmary tract infecion)fv#t ™Yl

ﬂtjﬂ\‘)
STV (asymptomatic bacteriuria)l# > — 4EH0
3=Fg,l SRR
-%Ef“ﬁ£%%WVMFFEﬁﬂmra S | AR
I} saf

C. M ISOUR R [ VIR RS JO00 R
D. S % (acute pyelonephri tis)RUHF, = i
T I S RO A 3 2
E. ﬂj@lqgjg} permephrlc abscess) ™ GV R PLH
T 0 e Y i L e 0 4

(E) 117. FTJJE’\] H ik, I/FII% (637 3 I N [ ?%ﬁ}d_k SNE- TGl
ST AT
A. %‘F&}ﬁBH et
B P I H
C. B SRR
D. | #fdH
E 5 ']@'l‘i’rﬁgﬂ’;l‘ikqm’ﬁ FAH

(E) 118. TJJF’\?FE? V@ (diabetic nephropathy, DN)fw#ac™
J]lzl ﬂtfaﬂq
A,g@j@r[@ﬁ%&ﬂﬁ ”ﬁ*‘{l[ (glomerulosclerosw)hfﬁﬁ bl
B.?@?J 50-60%Eg IDDM FL@?’%‘%@% Ty '?T”ﬁﬁ@'“
C ARV 10-15 # et 2 BRIL L] ph(microal bumi -

nuria)



D.— ENERISTH Y NG VB =05 500 mg) BERR S -
PHI T = R 5 1 3
E.DN us}ﬁfjﬂ‘ﬁ‘%ﬁijﬁuﬁ %ﬁgiﬁfjﬁﬁiﬁlﬁtiﬁﬁféﬁ EDN ¥

4—:%7«

(D) 119 MF[Hp- 78 = i J [E Eimyﬁﬂﬁi(nephropathy or
glomerulonephritis secondary to systemic diseases)
EL%F ANCA(anti-neutrophil cytoplasmic antibody) [
[EIERI
A TEEEM I (systemic lupus erythematosus)
B.Goodpasture's disease
C.Henoch-Schonlein purpura
D. @[t {7 % (Polyarteritis)
E.ﬁﬁﬁﬁ%ﬁﬁiﬁ¥ﬁﬂ(Amyloidosis)

(D) 120. 7SI i 4 1 Fﬁiﬁe‘%ﬁ‘ﬂ”ﬁ#’%ﬁf’(Nepmot ic
syndrome)?
A.Membranous glomerulonephritis
B.Focal and segmental glomerulosclerosis
C.Systemic lupus erythematosus
D.Gouty nephropathy
E.Amyloidosis

(©) 121-%%)5{‘\qiwiﬁI%fff(hepatorenal syndrome ) VR F 2 5]
[N ELS
A HERDT R TVRYER 2T (azotemia)
BRI
C. o SPE 3ET0 (57 20 mmol /L)
D.FFf A A (renal biOpSY)PJﬁ:I*ﬁE
E.éﬁéﬁ?f%iﬂ%pﬁﬁgﬂaj\pq

(B) 122. ﬁ%ﬁ**@T*myﬂ‘ﬁﬁﬁE@Tﬁﬁﬁi(chronic tubulointerstitial
d1sease)ﬁliﬁ?ﬁ’7ﬁ"<f’#’ AP ﬁ pl?
e 2o
B.JJH ﬁﬁr @J#Hﬁﬂﬁﬁykﬁ¢3.5,fﬁh
C. iyt (S E R (Hyperchloremic metabolic acidosis
)
D. ¥t (salt wasting)



(D) 123 [

(A) 124

(C) 125.

(C) 126.

(A) 127.

B. 5 ﬂ*fw A

LN IR

D. FIEEER IR TS T3
E.J _F-F'[ZJ]E

(Syndrome of 1nappropr1ate secretion of ADH)./ /RN
AL ES{IE TE (Addison's disease)

B.ﬁ%ﬂﬂjﬁ

C. PeEp=3 lﬁﬁj&’ﬁ |

D AffjaditY

E.ffi" clofibrate B&4

j\TJ“/FI’FH%SIADH(Syndrome of inappropriate
secretion of ADH)[H R % 9t 2

AL [REPE

B.I:;E]J‘L@fz_ i

C.7M&E

D.& " (natriuresis)

E.
Nl FJ i (renal cyst)f T bhgy RS
AR F R 2 é&FJ(Adult polycystic k1dney)

B. 4= & ﬁézrj(lnfantlle polycystic kidney)
C.$T§5ﬁ¥?T§E¥§(Simple renal cyst)
D.Eézxﬁ¥?7§3¥§(Acquired cystic kidney disease)

EJ]HERL
%%ﬁ??f%ﬁﬁw%%(Renal cell carcinoma)f9srs ™ 5[l ¥ £
Ay PR S

B HJ L[IIFI“’I'FJL
C.I7 3T 85755 55 = 60 %



D.ff [L’r E’*J i (proximal convoluted tubular
eplthellum)””?éﬁii FIENER
E. ﬂﬁﬁj@ff/?ﬂﬁﬁﬁﬂi T -

(E) 128. MY[IFctip ﬂg’ﬁﬁli A 'ﬁ‘i(membranous glomerulo-
nephritis)= ?
A.B BT Sty s
B. Ay
C.0u"] ﬁ%ﬁfjﬂfyﬁ@ﬂ
D. = Spls H o SLE)
E. L,LIH:FJ '?T 23

(E) 12950k E’ﬂ’“lﬁﬁiﬁaﬁgm?
A. ﬁ'i’?“'ﬁé(Hyperkalemla)
B. {7k (Hypokalemia)
C. [UBHEPLF 1) (Metabolic acidosis)
D. [&EE(Hypocalcemia)

E.l'| fg;ﬁc

(C) 13Of§ﬁ31§%?§5ﬁjﬁﬂiﬂfﬁd W &F'J’Fl[ﬂf" ]H
. A

Bmﬁjﬁm@
EP‘%}TE i
D. =
.y LA
(M]BlW#@—FF?JE@ i E R

#ﬁpH@Jﬂss
B. EJ]FL\I I,’IrtFZ[“LE[ﬁ-I 7|
C. 2 i hLp | PRAIEE
Dﬁbﬁ#ﬁ%ﬁww¢

E. ¥Ry P

P 132.%EJJE{\LF@]@JEFT?JE@(aHalgeSiC nephropathy) ™ J[lff" & 1%
AI}F&J@TEFTJFJ%@%D?T?U%% 45

B. P g% & P
C. A= A vy b Fﬁ? =Y



(E) 133.

(C) 134.

(C) 135.

(E) 136.

(D) 137.

D. % ’J)F;ITE[ EIJJ\E{»‘ 2 Kg EISJ phenacet in _J’ F}féﬁé&
B R AR < 1 gniday)

B i A o 3 S A (S TADH
)?

A.Vincristine

B.Chlorpropamide

C.Clofibrate

D.Haldol

EJJEFTE g

T 2 DR A R
A.0.5-1 Kg

B.1-1.5 Kg

C.2-4 Kg

D.4-6 Kg

E.

315&%#ﬁﬂﬁ&?%$ﬁ 70 227 A4S, TV PRFEVE G 2. dmg /d ]
,Fﬁ%%i[CCr?E:
A.50.4 ml/min
B.42.3 ml/min
C.38.5 ml/min
D.26.3 ml/min
E.14.7 ml/min

I RN E I A AT
AR SR RS

BRI %

C. 7 VTV T2 T L

D.ﬁqf”qﬁﬁﬁ

NS

Fﬁ%ﬂﬁd‘ﬂ Bk T BT PR STADH) PV 2 o B,
I D

A (R

BTQ#@

C. I g Iéﬂﬁﬁi i



D. PR -
E. 7 H lﬁ“@‘zﬁf@}ﬁfj‘ﬁ}%ﬁmﬁ

(C) 138. [k A BJS &R i (P55 % (IgA Nephropathy), ™9
%’“ﬁ]}ﬁl ﬂ?J?ﬁ\?
A. iﬂfj L R 1 1 o S T e
B. = RIRPHTRL TgA YIFHA PR fuR] BTl
C'%F"%‘;FE[[E 75[+ ,EL Jjaﬁ%Fﬁ%Jﬁ
D. {3 o By P R e
BT PR 9 L B

(E) 139.%%,454"151’@‘[‘3% A2 % (Membranous Glomerulo-

nephritis), ™ JIFFr i F R

A.iﬂﬁj%’?ﬂfﬁz* 1eG V1#i . (Subepithelial IeG deposits
)

B. PIMERELE 2 [EEUH 2

C. H g A BT b R A STy S
FIHEIRUR e

E.?‘i’fﬂ’r&]ﬁ‘??f Eﬁ“'H , 4 Efk Péﬁiwﬁq’f&ﬁi

(C) 140. T,W‘ A (Uric Acid) e I RUEBAOE * fosst, S

=
J‘)

7]1‘&* Iimy%ffﬁ—iﬁ' 9 ﬂﬁ FT IE' E“LJ/?FIH 10mg/

B. HEIR [ﬁ]ﬁ (LD &
C.E "E'H*E“L DI [EVE [ER ST ﬁﬂﬁﬁf@f"”ﬁfiiﬁﬁ@
it
D.¥i ’%E VERZEPIEL Al Topurinol | [N LR FRUEE * 2
Uricosuric agents ~/&7 ]%
E.[#% Allopurinol #fr J!-FT @%ﬁlﬁl&i’?ﬂlﬂ' Ff S
gﬁgjp JJF& , —\J j ?F'IH 100mg g dr

(A) 141.?'}5’?“3‘3'3@ AV 1 mEq/L Eﬁ ?E'[ JREE EAHED 2
"l mEq?
A.100~200
B.200~300
C.300~400
D.400~500



(B) 142.%

(C) 143.

(A) 144.

(B) 145

(A) 146.F

E.500~600
Tﬂﬁlfﬁ'ﬂ??(Membranous Nephropathy), » JI#{ H
IS

A.,ﬁF Rty * 'ﬁ"ﬁ FEffE(Nephrotic syndrome)” 50%
B.#% IS%EIUELE?{F"’f{ﬂﬁ?@‘[@gﬁ‘ﬁiﬁzﬁiﬁ
C.?iﬁ[ﬂﬁ‘@ifi*’?ﬁ%%‘ T

D. Fi* fj= A A g 1 e

BT

TJ ? LfE(Renal tubular acidosis), ™Il
)
F
T
frJ(type I RTA)f E[ﬁj“'éﬂ'
~ Fl(type 1 RTA)I A FRAT,
Eﬁ S gAY E(High anion-gap acidosis)

R [ 47 5.5

Tﬂ'

?”.UO.W:‘>ﬂm*
ﬁgwgfgf‘m:

B9 E R (cyclosporine) . (B [BSHHEIET -
A TL-2 55

BTl = E[ﬁwif[lf&(Macrophage activity)
C.HNHI 1L-6 7375

D FIIfllbt 1314 DNA ﬁ’?‘/

E. 3749 Suppressor T ,%E"iﬁliﬁ[‘ik

o DDA s P R D I B e

g

“f%:Na:135 mEq/L,Creatinine:4 mg/dl,BUN:56 mg/dl
14 :Na:20 mEq/L,Creatinine:150 mg/dl,24 hour
volume:500 cc PP fLY FE Na 79557

A.0.01%

B.0.4%

C.1%

D.4.2%

E.5.5%

TJB BITE sfd aay b rJI*—“‘ V‘?Ei [ % (membranous
nephropathy), ™ ¥l £L?



AT FUE7 I ’i“mﬁ' FbBe e RLEME A & R
Huﬁﬁl fb
’Ff’%ﬁxﬁfﬁ‘/ﬁr FI ﬁE'é}Elfb Pfidfﬁ&j‘ﬁ,"&’?‘} M pHE R
t#cx 1nterferoniﬁ[ﬁﬁg3i?fili
D.FRAV e el B BT R R AR
Eﬁ%ﬁ%%qﬁkEﬁjﬁﬁﬂW%@@Bgﬁpfﬁ

(B) 147.ﬂﬁfﬁ§ﬁ?$%5'CAPD(continuous ambulatory peritoneal
dialysis) I * AJ_\rEIEWH e DL AR
A.2 liters
B.8 liters
C.30 liters
D.100 liters
E. 150 liters

(B) 148. =T aB P Péﬁﬁﬂf |12 [ B 2 [
S
A ,-'F’J',F.R@y—ﬁ,
B."'f[1alkaline phosphatase FHET |
C.o g E%ﬁiﬁﬁL*ﬁﬁ
D. IR S8k i
E.¥iIfe T p-#E tetracycline &=

(C) 149. Ml B 7Pl (a2
A. EyﬁgﬁﬁffT“(Renal vein thrombosis)
B. [R5 AR
C. M@ E] &7 (Macrocytic anemia)
D. ﬁﬂjf’ ’ qﬁﬁg
E AR s

(C) 150.5% * ﬁﬁ SLPVRLIE T B L 2
A.Minimal change disease
B.Focal Segmental GN
C.Membranous GN
D.Membrano-proliferative GN
E.Mesangial proliferative GN

(D) 151.[i#4* Goodpasture's syndrome fi? #+3712



(E) 152.

(E) 153.

(C) 154

(D) 155.

(A) 156.

AT R R
B.AHE 90%H ~ 'Hrf [zl Anti-GBM Ab
CIfy * i £ PR 5 o o

D. ﬁ*é}ﬁ"ﬁlﬁp 8

E.80~85%(%f * % HLA-DR2(+)

I T R R 0
AT

B.Penicillamine

C. R [ LK
D.Henoch-Schonlein purpura

BIJ AL

5lfff #?FLead nephropathy poH &7
A ES R TR

B. Fﬁ, g B

C-ﬁiﬁtﬂﬁ$ﬁ@ﬂﬁ€§f”

D. S0y~ £ 5% it P
E.YJJ*%TEE

ffl™]?
A.Tetracycline
B.Digoxin
C.Erythromycin
D.Carbenicillin
E.Captopril

IR T ] PR

AL,

B.ethylene glycol Fl15)

C. [ % (S RTIEE(hyporeninemic
hypoaldosteronism)

D.* Vi SRR (Bartter's syndrome)

E.amphotericin B %ﬁEE;V?Tﬁﬂﬁi

65 it 1By PR e Rl e R e e =

ﬁWﬁﬁﬁﬁbwwﬂﬁLﬁWW#ﬁmﬁE$+

]
+

gl

N IRAEBEP S RS AU (CCr<IOml /min) T A E

aar

]|



(B) 157.

(B) 158.°%

(C) 159.

ﬂi A ER30-35/hpf ~ FITER15-20/hpt o ﬁ?ﬁﬁﬁ‘ BUN

35mg/dl ~ SCr2.7mg/dl ° ?Tﬁﬁrjkﬁﬁﬁfﬁrji$iﬁi:,f £ 50%

R e e R A A1 Tl |G

A.Wegener's granulomatosis'”Eif?iﬁﬁiﬁﬁﬁ%

B TSI B ¢ RN

C. 2V Vfi#Kﬂ #HﬁfGoodpasture s syndrome

Dﬁﬁﬁ%?%ﬁ$m?¢%ﬂﬁ%¢$“f?f
(poststreptococcal glomerulonephritis)/FZ%r

E.Wegener's granulomatosisﬂifﬁﬁ#fﬁ&§ﬁ§EUC¥ANCA
(cytoplasmic antineutrophil cytoplasmic antibody)

Sl 3 [ R
A.Cyclophosphamide
B.Digoxin

C.Chlorpropamide
D.Indomethacin
E.Vincristine

U?J%%Fﬁ*ﬂﬁﬁﬁﬁf%(antidiuretic hormone , ADH) %55 %

W (SO B (R

A. [+l ADH 537

B. [l ﬁﬂﬁjﬂ ADH 75 7%

C.Fﬁ*l§ﬁ§%§%i?i“7\ﬁfq;(Inappropriate secretion of
ADH, STADH)FUZZ o 3.1 KRB Bl 1S0mOsm/
KgH20

D. e =il ADH 53 9%

BB I (R R A 1.5-2 mEq/L/hr, 29Ef%
.;I;f?l

35 B I N PR MR L R R -

L n”5*156/98mmHg SETEE Pl

HUFS PR < Jpblod AT 100mg/d] g ’r“’T‘ZO 25

/hpf,El“’i*IS 20/hpf, *‘4J¢f”"FE“$*(RBC casts) °

I C3 AL 48ma/ L« BT TP T o i

=153
EE

A.%ﬁLTﬁ%hﬂ B ?Tiﬁ(poststreptococcal
glomerulon phritis)
B. ?Tf?jﬂﬁﬁmyéﬁ ?T % (lupus nephritis)



C.IgM 'ﬁ"ﬁ #(IgM nephropathy)
D. hJ EER S 1 (cryoglobul inemia)
ISR S S JI/EFJT”* 'ﬁ‘k(ldlopa‘[hlc
crescentic glomerulonephritis,type II )

(D) 160. *%F Fﬁ% NSAID & [EIFUa - T = (Acute
interstitial nephritis) 5, {f# T I
"‘ﬁ]‘?‘ﬂﬁ%f@ﬁ*@ﬁ fei] 9
B. {3 5] ﬁ'ﬁq i
C. ikt fy i A R AR
D. il {78 B I FR RTS8 % (cos inophilia)

(C) 161. *’Jf‘fﬁﬁ[ﬂﬁﬁd & B T (=9
A A ME Ik ﬁfﬂ?@ b
B.&#AR
COELEEmedi | RV s b
D. 'k [ PR [ 4F(Primary Aldosteronism)
E.

(C) 162 = Pty {41 ¥(Nephrotic syndrome)/#5, fif H 152

A By (hyperlipidemia) 9= fRURELIEERES oncot ic
pressure) [

B. (& 1 17 hypoalbuminemia ) /U T TR t@'ﬁ‘%ﬁ:
e VIO

C.}lﬁ'l'if‘EPE‘f"”ﬁ#(hypoalbuminemia)%ﬁr I (-
(edema subside)

D.— Sl AFRIV (R 1BV & (low protein diet— 0.6gm/Kg
/day)

E. Fiistes oAl iTi=4 (renal vein thrombosis or
deep vein thrombosis)ﬁfj‘éﬁéE?E%ijfjfgflg_pjwﬁgg
FAE

(A) 163.Membranous glomerulonephritis T‘i”ﬁfﬂﬁgéﬁ?ﬁfﬁﬁﬁ'ﬁ
. Em?f[ %Y (focal )E*F_’T'J A Y
B. RIS A, X SRRHIE SRR A ﬁ'%ﬁ%' ﬁJ
C. Ul i, [ x5 55 ] I FiTHI T A (tubulointerstitial
atrophy)



(E) 164.

(D) 165.

(B) 166.

(B) 167.%

D. FUSBUEE! (thickening of basement membrane)
E%@@ﬁﬁﬁmmewmhﬂﬁ%ﬂiw*@
(subepithelial space)

?J%%ng?ﬂﬁ’%§£?T(Adult polycystic kidney)pus™, I
N EHEIR
AL TSR ?Jﬁﬂjf’ﬁﬁ
C.3 F i b, — 2 e 2 /& |
.jlﬁiﬁi subarachnoid hemorrhage?i?iF7§§E9§&d NiEEE
W%#ﬂﬁﬁwﬂﬂ@ﬁﬁuﬁﬁﬂﬁMWﬁWMﬁ@
(routine examination)

E. 57¢ ﬁf %ﬂ%ﬂ%ﬁ$iﬁiﬁﬂE§¢UE%ﬁy I Ed jan&

IR A e [ A eﬁﬂigwﬁﬁﬁﬁﬁfﬂﬁﬁ
341 :éﬁ'ﬁiiﬂ%’ﬁﬁ (renal graft)“ﬁﬁuﬁ<#lﬂiﬁgj\ﬁ34\
[ ﬁ: 'J I %[E“I [Ff[

AP deﬁ§iﬁﬁrEl?Tﬁﬂﬁ3(IgA nephropathy)

B. 23~ EIPCRIEFAIEF] % (MPON, type 1)
C.%&%Hﬁﬂﬁ?(mininal change disease)

D. EF[ﬁﬁ[gEﬁ‘ 'JSTZFEI [,EJJ:»L(FGS)

E.ﬁiﬁ??fﬁﬂﬁa(MN)

%% ?T??‘Tﬁ%iﬁ(Glomerulonephritis)EU%&IE,j\ﬁﬂﬁF?%

£, 229
MEME ﬁFE%ﬁ%Eii%ﬁ9 E;ffﬁi(AIDS) b %ﬂ%uf[ﬁkﬁﬁli
?T :Fﬂ%[ (focal segmental glomerulosclerosis)

B. {4 & " (Hodgkin's disease) b *ﬂqﬁJimyﬁfﬁa
(membranous nephropathy ,MN) , [fi/fffjy > il bA o [E P4
°Hﬁifkf&ﬁf(minimal change disease)

C. 2 XTI e % BEF(NSAID) fi* o [ R T {7 2%

(interstitial nephritis)(Hf&xf17Eh{" Ji?ﬁ

D. =¥l (decubitus ulcer)fy fifiEs , pbd [ERHITREE
(amyloidosis)

E.ﬁiﬁiﬁlﬁﬁ?ffiﬁﬁﬁﬁ(renal graft);V%E?Tﬁﬁfﬁﬁﬂ%?(de
novo glomerulopathy)E@%iﬁ??fﬁﬂﬁi(MN)

rFJE"‘@fﬁ}(dlstal)fL';lI,[u(prommal)WJ E*EQI FE(renal



tubular acidosis,RTA)FVEEHIFZ %, Il & ELELD

AL HPTUEITHCO 19 20 meq/L 3845 RTA J E1BhPERHRE
si (Fractional excretion of HCO )= 1= [ H 3%, T
ﬁﬁEH‘Kiﬂ‘IS%

Bt S fel0A (anion gap) , et RTA S AR5 E1 rhs
RTA £57-ff
rJRTA 7PN AR [T Y [ 3T RTA, 7 5[

B 1 OB i Jxﬁij‘)"r

rJRTA Ebdliﬂmf’?f“4;(nephroca1c1n031s)*irjwI?[,
28 RTA, bhe [ [ (os teomalacia) b [ G-
(rickets)

E. k0= pIVTHCO D Ol B R ErORispv el 2k
RTA #aefi RTA £b %

(B) 168. 7 A SPRAMEH ™ Al ) #7 " (renal tubular
epithelium), ' l) ‘I‘i 2% (s Jﬁfﬁiﬁﬁﬁﬂ?
A.Hyponatremia
B.Hypokalemia
C.Hypernatremia
D.Hyperkalemia
E.Azotemia

(B) 169. g% 7rEEd(Multiple myeloma)?%?f@%ﬁgfiEﬂﬁﬂﬁaﬁﬂﬁ?
FL:
A.the glomerul1
B.the interstitium
C.renal arteries
D.renal veins
E.the tubules

(A) 170. T«W'ﬂj‘ TR s 2 R ?
A [Jl
B. ﬁ'“’qP
C.(&F 1rf 1TV
D. <
EJJ 2R

(B) 17075 853 [ £l [ Bl 12 e



(E) 172.

(D) 173

(E) 174.

(B) 175.

A B PR

Bk 1)

C.E565

D. ¢Z [#i(Ethylene glycol)fli=
E. 5T

7 E&E%‘E’ﬁﬁ?ﬁ{ﬁ%@ I A R T
A ]H
“ ’{ﬁ“*“'Z 6mEq/L,HCO3 24mEq/L
FJUEH' 14mEq/L, ~"ifk pH 7.45
"B 120/80 mmHg
AR [E AL ’E’T@Eﬁ'&ﬁﬁ{ J”;:H PRIMARY HYPERALDOSTERONISM)
BARH T &1 (LICORICE)
EP‘,J\ lg“i‘fg{n’-r
D. “ " SR fRE(BARTTER 'S SYNDROME)
E. 15

A IEF S (Acute renal failure)
B.‘l‘}iﬁi‘éu”?‘l‘%ﬁﬁfg(mpidly progressive renal failure
)
C.% limy%% (Acute nephritis)
ﬁ;lfﬁﬁ_’y%*&(Chromc renal failure)
E. ﬁ’ﬁﬁ#’%ﬁfmephrot ic syndrome)

U TRLES TR TP IR RS P
FUFLR?
Al ~'-r3§w\zmgﬁ,'ce%z
Mﬂ@ DIFHAES £ D L (i
’E'JF' '}IJ‘%%E”%“J[ JF% 2 D R D
D. PRSP G pie 825 1] 510 [ g
E. l*%’iﬂi&f 15

?JTA %)F ' I/qFITﬁI*%T(LlDld Metabohsm),f_klﬁrj I/ 45
o, NI L#FEK)
Apr ekqﬁqvg;lr_ﬁ]

B AR T
C. i o Yl Tl (5



D irf VI To4%(LIPOPROTEIN. LIPASE)IF 3 [
B. e I o g R e

(D) 176. 7R R o7 o6 ok S B PR RS PVR LA P 2
AHLA-A
B.HLA-B
C.HLA-C
D.HLA-DR
E. [*| 5L 154559 (ENDOTHELIAL-NONOCYTE  SYSTEM)

(A) 177 &R ol VP ER 2
A BTN IPRIEV S 3. 5¢/1. 73 mifldA A
B. T F L i S (<3gm/d1)
C. 3 W P ) (>300mg /d 1)
D. = F)iE

E. o

(B) 178.9 & | SR IR %30 ARk L 72
AT (SYSTEMIC LUPUS ERYTHEMATOSUS)
B.GOODPASTURE' S *F-{5f
C.POLYARTERITIS
D.WEGENER'S GRANULOMATOSIS
E. 30 ‘"ﬁ’ﬁJ(AMYLOIDOSIS)

(A) 179 A1 FrovR = - ) et - RS TR
(OSTEOPETROSIS RENAL TUBULAR ACIDOSIS-CEREBRAL
CALCIFICATION)” 38 fl 4oty , £ FL Pty o8 ™ 5[l P 78
AT 2
A.CARBONIC ANHYDRASE II
B.FRUCTOSE- 1-PHOSPHATE ALDOLASE B
C.CYTOCHROME P450 21-OHase
D.CI™ CHANNEL g% REGULATOR
E.ADENOSINE PHOSPHORIBOSYL - TRANSFERASE

(B) 180. % R & B IE AL A H kLo 7
A S| B 65 R
B. A5 i bk f 5 L
C. ISP PRI % i -



(D) 181.°%

(A) 182.

(E) 183.

(D) 184.

D. RIS I (1] 2 ol
E.i'ﬁ? fﬁ%hﬂ?ﬁ(GLUCAGON){@ﬁﬂﬁq

I Efrﬁk FI"B{(Henle's loop)f V¥t & LR

A AT B (Thin descending limb)-ﬁqﬁﬁﬁﬁﬂﬁiﬁﬂi(high
water permeability)

B. FiF4¥ (Ascending limb)-ﬁqﬁﬁﬁ Ffi%E ]! (high urea
permeability)

C.AFI™ [E#5% (Thin descending 1imb)- (S ERZE T (1ow
sodium permeability)

D. FiF4¥ (Ascending limb)-ﬁqﬁﬁﬁﬁﬂﬁiﬁﬂi(high water
permeability)

E.AF [9 (Thin descending 1imb)-{SAv5skap)i& ]! (low

urea permeability)

j\zﬂﬁf n""?f—’*&[E?Fffég'|3%Il(serum anion gap)T\F7J*4[?
l_ﬁlmyj TP (proximal renal tubular acidosis)
B. F'IfEf[ 13 (methanol intoxication)

C. P13 (salicylates intoxication)

D.7"PkF1E) (lactic acidosis)

BIJ AL

T NEFEN R FTIEIE’;‘“ SR A (GFR-glomerular

filtration rate) ™[#?
??$°TFY§?B§5 JEx(glomerular hydrostatic pressure)

]

B.fT§§$§%§E§{plasma oncotic pressure) ™[

C. &y X E (Bowman's capsule)ﬂﬁﬁﬁﬁgﬂiﬁﬁ{hydrostatic
pressure) ™ [&F

S A

?T??Tﬁﬁf“ (il dr(glomerular capillary)izis |/
(permeability) ™[Ef

THRAYIEEES R (urine anion gap)ﬁtj\§Uﬁfﬁ§ﬂ%JwFﬁ£g
FlEiffi(negative urine anion gap)?
A.Gradient-limited RTA (renal tubular acidosis)
B.Hyporeninemic hypoaldosteronism
C.Voltage-dependent RTA (renal tubular acidosis)



D. B4 [SEBETA K. o [ (O B 1) (metabol i c
ac1dos1s)

TR
(A) 185.— 4" T 5" (hematuria) (VS LEGT , A SFRAREAM )

e RRPEST A S [T

3R B

AR e 3 R

i fﬁﬁﬁﬁm HHE 3 [T R

RIS R L, SRR 2 i
73

(D) 186wt fklRAhpvaA fl 1, I B PV hRaB A b s (S the
lowest osmolality)?
A. L_ﬁ' 1‘§T(proximal convoluted tubule)
B.aF! Frﬁﬁi(thin ascending limb)
°Pj\53?$(thin descending limb)
i Fﬂ‘S‘J #i(distal convoluted tubule)
E. Fg@fg ﬂiﬁ "(medullary collecting tubule)

(D) 187.7\zﬂﬁ?ﬁf#kﬁdg7ﬁﬂﬁﬂfﬁflﬁ”ﬁﬁfr(plasma creatinine)J&
A |£r74gg¥5?°°jﬁﬁwﬁi$(GFR glomerular
filtration rate)?

ATRI™ (liver cirrhosis)
B.%I?Tﬁ?$%ﬁ§(hepatorenal syndrome)
C. 0P | T BET

D.fi"f cimetidine &P
ERPISarp 1R A

(A) 188. " lff ELRLPEERAT (i i LR
A RSB ESAbsorptive hypercalciuria)
B. 1 165 (Renal hypercalciuria)
C.?15@%?@1?Ufwﬁiﬁ§ﬁ:ﬁu£§(Primary hyperparathyroidism
)
D.ﬁqﬁﬁﬂﬁﬁﬁ(Hyperoxaluria)
E. {(Sfdfgfe it (Hypoci turia)



(B) 189.Ejgﬂﬁ?LFVﬁ]ﬂ”JW’ﬁﬁgﬂ"(Analgesic nephropathy , AN) iUyt |

I LY

AR EFRRL S F“jHIJFL EJ,LI'?;TIE‘P‘J HTH T A
BT

B.AN fUPIERIE R 121 3-4 lﬁft}

C. = 45" ] phenacetin lgm }?-J“w%fl -3 & | HY phenacet in AfEl
2Kg (1 P (-] £ AN 2 deb ) 3:5‘

D5 lﬁ%’li NN - S it ’%’;““"PHE' VAR, b P ’f"

ELHRLH 22 AN FYES fol bl

E.?’ZJI&_HL“E”%W@%(trans1t1ona1 cell carcinoma,TCC)Eh
T TR g

(E) 190. It it {8 b b e sl 2
A. “liﬁ A
C.prmz T‘i’ﬁ b
D.jr %
E. B4

(A) 191 Fpfi At ety = Gl i 4 27
A B IR '/ﬁ:éfl@frﬂﬂﬁjﬂ? 5 0.8 Ju/ 2T
B.i&tT TRy E H iR
C. 3=t FF3EL 50%
ﬁJH FL& ™ (Anemia)
E. [F58 B Epl 'Jffqﬁﬁ L= ZETE NaHCO3 7% [ 7 15mmol /L,

I TR

(B) 192, 45k i [ttt f % %Rt PP pogL P AR e i -
9

ALY 12
B. L 16
C. 3 8
D.E\“cﬁ'lﬁé} 6
E.

(B) 193.*\7U”¥’ﬁ]}?ﬂ ANCA(Anti-Neutrophilic Cytoplasmic
Antibody) ] Hf R IES Tk
A.Cryoimmunoglobul inemia



(D) 194.

(C) 195.

(B) 196

(D) 197.

(C) 198.

B.Polyarteritis
C.Amyloidosis
D.Henoch-Schonlein purpura
E.Multiple myeloma

B RS TeA R EOR B IF H =9

AL PHEREH L

B. A AT 35 ALY i

C.ABOR ~ T TeA e

D. AR G R 4 PR 7410
E. et 1] JJE”3 S ATl E

N E T RLEIPIEIE T Tkl E (Type IV Renal
Tubular Acidosis);V?ﬁ%%?

A.Aldosterone [EH|™[EF

Bl

C.E1& (Bicarbonate ) |55

D pl v [ Jptplr pH<sS . 5

B. i8S i (anion. gap) FURTETAH

I E T RLF P ERE=(Nephrotic Syndrome)fiufiH #<

2

A. &f " (Proteinuria)

B.Z "%t (Hematuria)
C.ﬁﬁqtﬁﬁ(Lipiduria)

D. 7]Ei (Edema)

E.[ I8 /%™ (Hypoalbuminemia)

Hy ~ %§§ﬂ§%ﬁﬁﬂ(Adult polycystic kidney disease,
APKD) - #5847

A.8q22

B.11pl3

C.16q24

D.16p13.3

E.3p25

NS S : !, BN =
Eﬁyjrjﬂjﬁ¥ﬁqﬁﬁ_ JE(prerenal azg}e@%?)kfrjﬁ?ﬁqkk_
E(Intrinsic renal azotemia)ﬁigwﬁﬁﬂdﬁiﬁ?ﬁi?



A.FeNa (][#RE-I )

B.4%:%E(Urine osmolality)

C. ¥ usudpli(renal failure index)

D. T

E. T VS == T P ERIEES{i (Plasma BUN/Cr)

(A) 199.F AT T2 e ) i S, AL
B RRHrEE Y ﬁtklik'ﬁ‘ g I SRS |
(U/P Cr:HphEy pepi/ = ’ﬁfﬁﬁr I, UNa: S iR FENa - &
J fractional excretion)?
A.U/P Cr < 20, UNa > 40 mEq/L, FENa > 2%
B.U/P Cr > 20, UNa > 40 mEq/L, FENa < 1%
C.U/P Cr < 20, UNa < 20 mEq/L, FENa > 2%
D.U/P Cr < 20, UNa > 40 mEq/L, FENa < 1%
E.U/P Cr > 20, UNa > 40 mEq/L, FENa > 2%

(C) 200. I E FF0 e pEaadi T R 8 23 s et
R TR
AU EF ISR (Klebsiel la)
B. I A (Enterobacter)
C. MBARFA(E. coli)
D.7&@7# (Proteus)
EJJ 2R

(C) 201 .?J%Eﬁ&[f’#—\?yﬁ;( renal osteodystrophy). Sl Il #
e =)
AL FIR G ER
B.iI7 5% % D
C. BV IRHT
D.F 4 %‘E’ﬁ'%ﬁfl 1= ¥, = deferoxamine
E AR ™ ek

(B) 202. {k ~ kit ﬁfJ’Fl;'/ FEFRVEEY
ACEFT T R EE(Dialysis disequilibrium syndrome)
B. [x"VEYHypotension)
C.UREERITSEFTES (Clot of dialyzer)
D. i ==+ (Nausea and vomiting)
E.ﬁﬂjf"’ﬁﬁ(Hypertension)



(C) 203.

(C) 204.

(D) 205.

(C) 206.

(E) 207.

R PR AR e ) ] AR
P 5L

A.E.col1
B.Pseudomonas aeruginosa
C.Staphylococcus aureus

D.Enterobacter
E.Klebsiella

il I 5?$%ﬁIFW§E§?T}§ﬁE§ﬁﬁ -9

A. (S5 E(Hypouricemia)
B.?l§§ﬁ¥ﬁﬂpUfﬁﬁiﬁufé(primary hyperparathyroidism)
C.ABAE 7% (osteitis fibrosa cystica)

D. (X7 &2 (hypomagnesemia)

E. &7 % E(hypophosphatemia)

Henoch - Schonlein purpura ﬁ?%ﬁ%ﬁl*ﬁﬁ?kﬁij\ﬁﬂﬁﬂj\
S E2

A.Crescent glomerulonephritis

B.Focal segmental proliferative glomerulonephritis
C.Membranoproliferative glomerulonephritis
D.Membranous glomerulonephritis

E.Mesangial proliferative glomerulonephritis

RIEEES IR (anion gap) = fol ™ A F UG ERE AV (7
P

A.calcium

B.titrable acid

C.ammonium

D.organic anion

B.I) i2E

?J%%E?Elﬁﬁ(proteinuria)EU%&EE,j\ﬁUﬁF?%E@?E?
A.E*ﬁfJF‘}EF bR 150mg O
B.Tamm-Horsfall mucoprotein‘££ﬁ4§§ElHlﬁiﬁEElpUE9ﬁﬁ,

59:\33#F3525mg,3‘%ﬂTFE[ﬁL%Hfzﬁﬁﬂ/l*%r?5(ascending

limb of Henle's loop)
C.%Tﬂ‘ﬁ?ﬁ#ﬁ}flﬁﬁ(tubular proteinuria),24 ‘I [ [FFRT]



1 = 3g ], I {%55+"£1(<40,000) s 1EVEL =
?T??‘?ﬁﬂ%@ﬂ[ﬁﬁ; ﬁE{ b= AT TSE T(albumin) B ﬁiﬁ
LAY (7

E.kait@t @ (urine dipstick test), IR TED S
R AR g Y

(E) 208.Which of the following statement 1is false
regarding to diuretic resistance 1n patients with
nephrotic syndrome?

A.Enhanced reabsorption of NaCl in distal convoluted
tubule due to adaptation to chronic use of
diuretic

B.Protein binding of diuretic in tubular lumen

C.Continuous infusion is more effective than bolus
injection of diuretic

D.Impaired proximal tubular secretion of diuretic
during concomitant use of NSAID

E.All are true

(D) 209.Which of the following statement i1s false
regarding to IDDM patients who are susceptible to
develop diabetic nephropathy?

A.More frequent in IDDM patients than in NIDDM
patients

B.More frequent in patients who have a genetic
predisposition to develop hypertension

C.More frequent in patients who have poor glycemic
control

D.All are true

E.None of the above

(B) ZIO.ﬁiﬁgﬁﬁibﬁﬁ PR RN TN [ E TR
A.ﬁ%ﬁquﬁﬂﬁUﬁﬁﬁé%(Parathyroid hormone)
B;Fﬁ} %;'/iﬁ‘l‘ikﬁ“x%;i %D
C. % PRBHEPRH 1) (metabolic acidosis)
D. [T &k (hypocalcemia)
E. ﬁ'“' t#(hyperphosphatemia)



(C) 211.

(D) 212.

(C) 213.

(B) 214.

(C) 215.%

E Aﬁqimyf’%ﬁ':fﬁf(hepatorenal syndrome)%%l‘l‘ikﬁﬂ‘ﬁﬁ%
J=(acute tubular necrosis)VEEH[IFZEr, Il T

ﬁtqﬂ_’yf‘%ﬁ' KhEV R ET

AL 3R % EBEEr = Held

SRS TR A (osmol al i ty)

C. 7}*{ GBS AT 40 mEq/liter

D. 5"t (oliguria)

R

Fﬁﬁﬁ“"’ SWEEEE(Bartter's syndrome) ™ Yllif H ERR
A Icgémn s

=

B.E EIJ“ VB <8

Crﬁ | [EF_’T%%I—;#IISE_F‘F[
D.f"Hliﬁﬁjﬁi(aldosterone)}ﬁfj‘
E.fi"ffi "] Indome thacin i/

oo

EJ%K»‘E‘} “ ] 3% ¥ (polycystic kidney disease), ™l
(R

A. fl‘:y'ﬁ E [FI JE&E{\H’%{J&E :,!q%[if’éj.,yﬁ»jg, n’I[FJL

B. %) 30% sy firfiE 1 TR
CWWW%% WHT*ﬁﬁﬂfﬂ%¢5%%
D.% 75% IJJﬁ i (g

E. ﬁ;‘#““ I?E' T[gh%l |'ﬁ“l

Tiﬁﬁl’,’ﬁ?i'“ﬁu*lJFyﬁi%?i(SlADH - The syndrome of
Inappropriate Antidiuretic Hormone production)fvpH
BN lIEH R

A. [T E(hyponatremia)

B. = f)fME

C. (&= v(hypouricemia)

D.fif"ﬁf%i%iﬁﬁﬂlow plasma osmolality)
E.ﬁfﬁﬁ"\ﬁiﬁtfﬁfj‘(normal adrenal gland function)

47%15’»‘%13@% A(Cyclosporine-A), ™ F[l#rs e # # =L

A.Cyclosporine-A RLEMBEEARARMN e b 578 Il

B.Cyclosporine -A FPR™ [ F HifEs VI IE' | AR
PRI P SRR

c.= F;lf‘EF'JJEﬁfﬂﬁjU help-inducer T cells 5% IL-1



(D) 216.

(B) 217.

(B) 218

(C) 219

(Interleukin-1)
D.,E&'JI'EE'Jﬁu?ﬁﬁ‘%‘l‘%,’?%‘l‘%, IR EE

E. 2 ol - B

ﬁ@ﬁq#“f”ﬁ?{pseudo-hyperkalemia)ﬁ’EEE?E?_Rﬁﬂﬁﬁné,&%
o

FITEREE 1N %2 (1eucocytosis)
B.:’<Jﬁgﬁfﬁ“§~%(thrombocyt031s)
C.ﬁﬁf”

E. - [J(tournlquet)®]“ Eﬁ

36w b [ %ﬁ%@ﬁ\ P IR o PR IR

TR flﬁ??ﬂﬁ?¥iﬁi,ﬁﬁgﬂ ampicillin 500mg q6h7v

aspirin 500mg g6h ° %l?ﬁﬁﬁﬁ‘SCrS.Smg/dl;ﬁﬁﬁﬁﬁﬁfﬁﬁé

4+ S ! ﬁ A ER50-70/hpt ~ FIEER15-20/hpf > F

SR 2-4hpt ~ F U 15-25/hpf « ]I BT

A-EyﬁﬁfJ**ﬁﬁfﬁggiiifiliztET(mesang1um)iﬁgﬁﬂ§§?

B ?T@ﬁjvkﬁﬁﬁfﬁ?fﬁﬂﬁﬁ(renal interstitium) B {Epy=
SPRENETRS e SRERE

.y AR

D.iﬁﬁiﬁﬂﬁiﬁ?ﬁﬂ Lﬁﬁgﬂﬁgﬁ%?%@ﬂﬁ}?J%%,ﬁﬁﬁﬁﬁﬁﬁi

E Lf??ﬁ?ﬁ?%ﬁﬁﬁiﬁiﬁﬁ

.Which statement concerning poststreptococcal

glomerulonephritis 1s not correct?

A.Infected by group A, /- hemolytic streptococci

B.permanent decline of serum C3 concentration

C.Increased ASO,ASK, ADNAase B titers

D.IgG, C3, Clqg granular deposition along capillary
loop and 1n mesangium

E.Pathology revealed diffuse,endocapillary
proliferative glomerulonephritis

S \Z/UI'F@EF—T’J‘?T*%’FJEWEJ [@ﬁﬁq@ﬁi(%nal vein

thrombosis)?
A.Minimal change disease
B.Focal glomerular sclerosis



(B) 220.

(A) 221.

(A) 222.

(B) 223.

(B) 224.

C.Membranous nephropathy
D.Membranoproliferative glomerulonephritis
E.Mesangial proliferative glomerulonephritis

SR £ WAL P
(Idiopathic hypercalciuria)frd [ V5T (2
A.Furosemide

B.Thiazide

C.Spironolactone

D.Acetazolamide

E.J\JJ_A_ET—FIJ

j\ﬁﬂﬁfﬁiﬁﬁéﬁE%(antibiotics)ﬁ%ﬁ%ﬁjEﬂFqﬁ¢ﬁik§?T§¢E%
L2

A.Nitrofurantoin

B.Carbenicillin

C.Moxalactam

D.Clindamycin

E.Erythromycin

S FT R S R A R 0
A.Cyclosporine-A

B.Methylprednisolone

C.ATG(Ant1-thymocyte globulin)
D.ALG(Ant1-lymphocyte globulin)
E.OKT3(CD3 Monoclonal antibodies)

N IER T, ﬁ'J ﬁ (T ffﬁ,%m;z A I8
(Wegener's granulomatosis),i*E'IIf”FU%%ﬁiE?I§ﬁﬂEU
P (Activi ty) B AR

A.Ant1-Nuclear Antibody

B.Ant1-Neutrophil Cytoplasmic Antibody
C.Ant1-Mitochondrial Antibody

D.Anti1-Centromere Antibody

E.Anti-GBM Antibody

Which statement concerning hemodialysis 1s not
correct?



(C) 225.

(B) 226.

(D) 227.

A.Most common infecting agent of shunt and fistula
1s staphylococcus aureus

B.Syndrome of dialysis dementia and osteomalacia is
due to magnesium 1ntoxication

C.Membrane-induced adverse reaction 1S complement-
mediated

D.It 1s more efficient than peritoneal dialysis

E.Hypotension 1s a common phenomenon during
hemodialysis

Which statement about kidney transplantation 1s

not correct?

A.OKT3 monoclonal antibody, given intravenously for
10 to 14 days, is effective in more than 90% of
first rejection

B.CMV 1s a common and dangerous infection in
transplant recipients

C.Cyclosporine 1s free from nephrotoxicity

D.Cyclosporine may cause deterioration in renal
function in a manner similar to a rejection
episode

E.Major primary immunogenicity lie in the DR antigen

Which pathologic finding is characteristic for
membranous glomerulonephritis?

A.Foot process fusion

B.Subepithelial deposition of IgG
C.Subendothelial deposition of IgM

D.Mesangial deposition of IgA

E.Mesangial deposition of IgM

Complications of nephrotic syndrome include the
following events,except:

A.Hyperlipidemia

B.Thromboembolism

C.Vitamin D deficiency

D.Bleeding tendency

E.IgG deficiency



(B) 228.Which statement concerning hypersensitivity

nephropathy 1s not correct?

A.Etiology includes sulfonamide, methicillin,
ampicillin,NSAID, furosemide

B.Principal pathologic abnormalities are in the
glomerul1

C.May be associated with nephrotic range
proteinuria

D.Often 1s associated with increased levels of IgE

E.Hematuria, fever,skin rash and eosinophilia are
prominent

(D) 229.Etiology of hyperkalemia include the following
events,except:
A.Renal failure
B.Hypoaldosteronism
C.Beta-adrenergic antagonists
D.Alkalosis
E.Metabolic acidosis

(E) 230.Which statement concerning about sodium and water

metabolism 1s not correct?

A.Volume expansion induce secretion of atrial
natriuretic peptide

B.Proximal tubular reabsorption increases 1n case
of volume depletion

C.Normal plasma osmolality 1s approximately 280 to
300 mosm/L

D.Reduction of 10% or more of extracellular volume
will trigger ADH secretion

E.Volume depletion will inhibit renin-angiotensin
system

(B) 231.Syndrome of inappropriate antidiuretic hormone
secretion(SIADH) 1s characterized by the following
events,except:

A.Urine osmolality 1s not maximally diluted even



(D) 232.

(C) 233.

(E) 234.

(C) 235.

under severe hyponatremia
B.Treated with fluid expansion
C.Occur 1n patients with neoplasms
D.Treated by limiting fluid intake
E.Haloperidol and carbamazepine can stimulate
ADH secretion

Hematologic abnormalities 1n uremia i1nclude the
following statement,except:

A.Decreased platelet factor IMactivity
B.Coagulopathy may be reversed by cryoprecipitate
C.Diminished biosynthesis of erythropoietin
D.Normocytic,microchromic anemia
E.Normocytic,normochromic anemia

Nephrotic syndrome 1s generally held to be

present when a patient excrete more than how many
gram protein per 1.73 ml surface area per 24h that
consists mainly of albumin?

A.1.5

B.2.5

C.3.5

D.4.5

E.5.5

When the urinary tract 1s anatomically normal,
which one 1s the usual bacterial pathogen?
A.Staphylococcus aureus

B.Klebsiella pneumoniae

C.Proteus species

D.Enterobacter

E.E. col1

Urine findings in prerenal azotemia include the
following statements ,except:

A.Urinary osmolality >500 mosm/Kg

B.Urinary sodium <20mEq/L

C.Fractional excretion of filtered sodium >1 %



D.Normal urinary sediment
E.Urine/plasma creatinine > 40

(D) 236.Which statement about pathogensis of ischemic

acute renal failure is not correct?

A.Increased sarcolemmal calcium permeability

B.Increased calcium-calmodulin activation of myosin
light chain kinase

C.Hypersensitivity to renal nerve stimulation

D.Dilatation of glomerular afferent arterioles and
mesangial cells

E.Loss of renal autoregulation

(D) 237.Treatment of hyperkalemia includes the following
regimen,except:
A.10 ml of 10% calcium chloride
B.Sodium bicarbonate
C.Potassium-binding 1on exchange resins
D.Beta blocker
E.Insulin and glucose

(B) 238.Management of renal osteodystrophy includes the
following statement,except:
A.Reduction in dietary phosphate
B.Keep serum phosphorus around 6.5 mg/dl
C.Keep serum calcium around 10 mg/dl
D.Keep calcium-phosphorus product below 70
E.Calcitriol to avoid secondary hyperpara-

thyroidism

(B) 239. 7l HALE fife el (prerenal failure)ffZEaiEy | 47
Hj+(acute tubular necrosis)fivp 4] &2
AT SR 40 mEq/L
B. %% (osmolality)600mOsm/Kg H20
C. A& #RTS 3 (fractional sodium excretion,%
) 5%
D. ez TEEY AT (creat inine) i 10
EJ]HERL



(E) 240.

(D) 241.

(C) 242.

(C) 243.%

(A) 244.

YN E T RL ST AR
A.Bartter "SUE{zHE

B.Liddle SO f2:p

C. P& P 1 )
D.Bif %k (insulin)ifik
E.:“'i*’ﬁﬁ[(digoxin)ﬁl%

I B A T

AL BT R IR LT TSR 553k (erythropoietin) T R

B. ke T f‘aﬁﬁﬂ '*L*ﬁ] i

C. 2B Tl 1 SR VR ] 5 (R 15 s
(chemotactic response)ffiz
D. S R ) S Tk FUR ] (prothrombin time) ™ %&H
s

B AT E P

PFLAR e PR AR & A PR R A
EIRSIT
A FEEERA (B (minimal change disease)
B. % % (membranous nephropathy)

.m?z['{’;‘J TF{I[ FE(focal glomerular sclerosis)
D. }‘fu “T‘*EUJE’% WP(AI’I‘[I -GBM glomerulonephritis)
E.A ?Fjéj@«?ﬁn—ﬁ l'ﬁ‘x (IgA nephropathy)

jﬂJB}%Im‘Fiﬁu X3P (nonsteroidal anti-
inflammatory drugs, NSAID)fJ[E'W%%ﬂI Pﬁi@ﬁa'ﬁjpﬁ%&
o, NN T
A.ﬂ‘l‘*myﬁiﬁ“%ﬁ& po B FERR [ A R A
B. JI*F Ifk'ﬁ‘x(acute interstitial nephr1t1s)ﬁ' gE=
jj‘i = JTF i SESies
C. =L fH] ’?‘Flfk'ﬁ‘ EN% { l’itﬂﬁ [HE 1 SR8 % (eosinophilia)
ﬂPﬁF”E I SRYE(eos inophiluria)
D. [ I [E = AT [ A | LS
B [E iy T s A R R P 1

~ Gl B (I R B TR

iéi?ﬁﬁ%?



(C) 245.1

(E) 246.T

(A) 247.

(D) 248.°%

sk 2 (BUN) 15mgdh, 1M & fM-(creatinine) 1. Omg%
f—ﬁ??%ﬁﬁ”ﬁ(osmolallty) 270 mOsm/Kg H20

I TP | IR FLR o I (S
A.Amphotericin B

B.Chloramphenicol

C.Gentamicin

D.Erythromycin

E.Lincomycin

J_k%%fﬁfﬁFVﬁ:§i§iﬁﬁﬁﬂf”q;(Hyponatremia),EIHlﬂﬂ—
ﬁiiiﬁif}ﬁi?J§H5@7f%%ﬁ§(extracellular volume) T by
Ay

A8 (Oat cell carcinoma of lung)

B. PR 5

C.g"] chlorpropamide

D.g* | Haloperidol

E.Addison ‘&

fﬁﬁ”r*ﬂﬁﬂi@t“’ F{(metabolic alkalosis), ™[I -fitE?

A.F1[H (me thanol ) Fl 12 f" 358 ™ -

B. Barttertﬁfiﬁiﬁiﬁ]fiﬁfJJ g

C. ﬁ?#ﬂﬁb@ﬁi@1WE$(m1neralocort1001ds)§7 Jk%ﬁyﬁﬁ—kﬁmﬁ'
1955 14

Dﬁ@&ﬁ%%ﬁﬁ%@

Eﬁﬁﬁﬁ?ﬁﬁfﬁﬁﬁﬁfﬁﬁﬁﬁ

| RRPI'}UF) P77 (DM Nephropathy) ™ S & £37F
A= EHEEF$%h¢?*@EB" iy
ﬁ AT (urinary sediments )27 HJR# ™
C. ?T??fﬁﬁiq“ﬁﬂﬂﬁﬁél BRI R
D. ﬁ £ ) F %k (high rezlqill)ﬁ'“"’gwF
uﬂ%v FRRp e, AR DR S e
L



