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A ol sk

B 20029747 AAYEDANN AR 2PH A ATA ARFoz 2
w49 B2 409 WYoE AWM 94 @ Bezdes ARE FeHon A6y

Z b AAAA B2 267 (65%)el A AEFAe] @iyl JdJom, 149 (35%)91A H
AFEde] Dlnrt QAT 2539 ddn Fxiio] vAFEde gy gxlFRT o
A AYolEdArt Hhen (p<0.05), A LEw & FHHEXNE Atz F #3719
718k 94 2 BEEAEH ARxY zole Nk 27HCA WA XBE gden 159
(55.6%)l A ¥hgo] Qi AE Wtz FHbEF 7ol 94 2 HelzAeE A xe o)
Atk FHBEA J|0Eet A AVles FA 2H v ARHer AP £& HjmE
AL W DA A ZHoleldR Y Frtet A Ee Wi v FF7F JuidE dFaxE 2
A=A (p<0.05). A AERMA] A EFo] AR g2 AEgo] 22 AYE HA
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1A ]

STE F& AoE AdHE 44 FANME A
AA XNBRE MHo= AYPsHE 25F S predni-
solone 60 mg/daye® X &E AFdPon x|
F 42 d3EAE 139 AL prednisolone
#} cyclosporin A 2-3 mg/kg (8% ®E 200-300
ng/mL)2.2 X8Z A3t} Prednisolones Z7]
BHoE FHx 47NN AW 1657 FAFAL ol F
ARHog arste of 16504 2457 o5t}
cyclosporin AxE Zbz} 47097 5070197 59549
FTEd webN Fogg zAsgon Ayl
2 wep BA7i7e 24 @58 o)FA B
g @A @8 F Agd @A dasiMe AL%
prednisolone¥ ¥7 ZF AA] cyclophosphamide
1-2 mg/kgt cyclosporin A 2-3 mg/kgS 37 %
dslgth. HEYA A5t AXEH XNEE AP
Zg B2 (n=13)9] tRENA AALHA HEF
AAA/RA L - +&A Aol Hagt Z
AA ZAsAE A Ttk

A8 F ¥goz g Bl avhde] 250
mg/24 hr vwte g 7ZAaxn A AgolEdx|r}
obdz o2 1326 pmolliter "Rk 7§, HE 3
= avidiate] 260 mg-2.5 g/24 hr & 71&¢9 &
Tkl 50% o A 2 ¥A A#oleldAst ¢k
Aoz 1326 umolliter vlwH FH$, Futs
£Hoz gudEo] 251 g/24 hr o< A$E A
ojstch

3. Y2|=IFHA

g 82 5 S¥Hez wWelzHegy HAe] vt
S3d 31eeA thgo] EAELE ALY ALY
Ao, ARFAY] mwA AsFe AR, AMFA 9
244 AsEe A= #8% 83 A&AF (hyalino-
sis) SHF R, A X FEE} (epithelial vacuo-
lization) f+%, WAtA &9 T4 &F, 742 Axd 4
frate] AR d 959 Ax, A5Y f27 AFg
Z, 83 Uy vFe B9 §F, g4 Ak gAY
ot R E Fasigden 4gdAy el diske)

AEE AE (449 25% "¢ I4), 5=
(MNAe) 25-50% HH) 2 unE (FF9 50% o)

=z

e
o
T

2 A

Aol W W AFo) FHL T AAE &
ohu7] 9ste] Tl @Rtel A%, 4, nEYR @
M72Y Wi 47, A9A ¥R FeolEdA, 2w
3, & FUYLUEA, UNT BURF 5 27 Y
473 ez 23 AR g F5 Gt Hm
shglon], APHoR WY BAEY AFHoR A
B e BAT Abold] 27 YRR ez

A £7e v BHSE.
4. 8%

2 A7 BAAE ¥siA SAS version 82
statistics package’} AF8H{ITH BE Hie= Hot
FEAARE ERen, A2 e F Tk 9
2 B xAEH ae Hag A 4 YHLS in
dependent two-sample t-test®} chi-square test&
AHEElE R g Tule] AAS7E He B$ Fisher's
exact test® AM&Th X g oiF w& AR A
o9 AP FFE F& IFUAE dolrr] 9
g A% BAe Cox regression® A3l o, p
grol 0.05 m9kel A4E EASH Foidol U= A
o7 g A& BE4E 98] Kaplan-Meier ¥
£ AHgEen A4 A71E AR ShTh

# 1}
1. OHa @xe| M= &2

i B2k 4099 Hi 9% 41.7F1554 9 eH
A EXxE @x 249, o= 169k n¥UH
AvZ A dxE 747} 189 (45%)3 149 (35%)°14
#FHAT AAAAN BE AFolEdAE 159.1+
123.8 pmol/literd o™ A2 (834 Z#olgd =
1326 pmol/liter)?l A= 20%(50%)01Ack. B
24417 adhiake 10.0%10.1 golAx, MNEF A9
[k (3 g/24 hr)& 7F B3l 269 (65%)°19
o]% 24417 f¥@WEo] 10 g o4l EAkE 153 e
2 AA A9 375%E AAEART R =4 ¢F F
A7 FiF 7|7k 37049 (1-36)0)9eH, 3
T F3 FA7|LL 42719 (2-131)e]4} (Table 1).

2. MESFY Bln BXEA HIMSHFY CHfg
EX1Ze| Hlm

AAZA BY B3 407 F 268 (65%)NA AF
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Table 1. Characteristics of FSGS Patients at

Presentation
Number of patients 40
Age (yrs) 417%x155
Sex M :F) 24:16
Hypertension 18 (45%)
Microscopic hematuria 14 (35%)
S-Cr (umol/liter) 159.1£123.8
Renal insufficiency 20 (50%)
(S-Cr =132.6 umol/liter)
S-albumin (g/liter) 25+ 12
Total cholesterol (mmol/liter) 8.86+3.86
Proteinuria (mg/24 hr) 9,981+10,110
Nephrotic range proteinuria 26 (65%)

Heavy proteinuria (=10 g/24 hr) 15 (37.5%)

Duration
From presentation to biopsy 3.7 (1-36)°
(month)
Follow up (month) 42 (2-131)°

S-Cr: serum creatinine, S-albumin:serum albu-
min

Data represent mean *standard deviation

"Range

Aolg WA AFFY @iTel

£ 14,641 =9,725 mgolR i HAIFZE A il gtof A
= A

Fgrow zyeerd @40 sHsad 3l

3 AZF v B4EY naEEY s @
ya

7 15.3%10.770%F 150111702
, AR ARRAL Aste] ARE 88

158+189%, w44 A7 Aslel A=yE 291

15.0%9 19.0=711.1%% $23 Aol wolx] &Sk

A9 8A AR g 2 ALTA BETY JFAA—

Table 2. Clinical Parameters at Presentation in
Nephrotic and Non—nephrotic Patients

Non- .
nephrotic N(egggglc
(n=14)
Age (yrs) 46*9 39x18
Sex (M:F) 6:8 18:8
Hypertension 7 (50%) 11 (42%)
Microscopic hematuria 6 (43%) 8 (31%)
S-Cr (umol/liter) 11491354 1856+141.4"
Renal insufficiency 6 (43%) 14 (54%)
(S-Cr =132.6 pmol/liter)
S-albumin (g/liter) 39+8 18+7"
Total cholesterol 591£0.76 10.33=3.78
(mmol/liter)

Proteinuria (mg/24 hr) 1,326815 14,641%9,725

Progression to CRF 8 (57%) 7 (27%)

Duration

From presentation to 8+13 1£0.8"
renal biopsy (month)

Follow up (month) 56+38 35+30

"p<0.05, compared with non-nephrotic patients

ggkom FEm olddME feldh o)zt gisich
3 o X

e HA ATl 54 (180%), F
(33.3%)Ack HASFHe] aduF £~

(11.1%)%}.

7ol digk vE Al7)E g del/RE
1231 15%9 ghabpelA BT 175 Fol, #3f<
A= #8157 (8-268F)A o #HAE Bl A
333% (5olA Aol #TEAHUE AdE A=
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22 AE2A 40l Al. prednisoloned AAMEFH 3L
=] 1¢)%= cyclophosphamide® A&t} Pre-
dnisoloneg AM&-3 4¢) = 3eoiA A Fa), 149
A BE #HE 29t CyclophosphamideE AMg-%F
£ uhgo] glo] cyclosporin AR SFAE BlQC
Al wbgol Tt REXeEA T F8A ATA
A4 ¢ HAajdeiolth Arl9 2a AR
o|% 499 #x F 29lM thA Ada)
+ prednisolone, WM A cyclosporin AE
AHEE & HA &d e olth
T2 FUkeT 99 F 6Wo] 23 XEE W
sk=d 14914 cyclophosphamide, 544 cyclo-
sporin A2 XZEZ 2stth cyclophosphamide® X
592 1de gd #As A3E HY I, cyclosporin
Az AL 853 F 29904 ¥&g 3z, 2¢E
oFAl AFR77ko] FRAL Yol WA HIHE %} T+ 8l
v Aoy lde ghgo] glol o ol "HHgAt
AXEY XRE A de EHO]‘:} “l*‘%‘i‘?‘—"—“'ﬂ +
At 3L o oo WA AE B MEEA
Awg Al gtk 279 ?1 FoRE FAY
ZFol 5o, /1% Fof 14, EE FEAF A} 14,
EWF 14, 28]a Fawe] 149 #arE gl

u‘.

Bolul, o), Hd, 1FY #F, ANFH Y=
44 ZeoleldA, A awwR, F4 4d
ARAAAL A% FH F A% FAM T
oA Fold Aolg wolx ggith Zet, Fub
4 F 79 (683%)0M w4 A¥HeE 3
o wgE B4 F WY AHoR WYH
2R ok F T #91% AIF v (o
0.05) (Table 3). ®ivbg A}7A 7
Al A A% Swa 4% wd 298,
A AL FEH, ALY F4, E-Anp A
#ok AR, 2 299 43AE, F4 Axd A4
#7, AW feld AskE, B U WF 5 RE
Wz Agold T 2ael FAT Aol u
ol#] sxsch.

AR Wgl FFS FE dF ARE dopur] 9
s NS kA BAA, A9 94 2 By 249
4 AR F ol AR % FAH JuE 24 @

r-{m

Table 3. Comparison of Clinical Parameters at
Presentation Based on Therapeutic Re-

sponse
Non-
Re(ip:olrger responder
(n=12)
Age (yrs) 39+17 39+17
Sex (M:F) 9:6 8:4
Hypertension 5 (33.3%) 7 (568.3%)
Microscopic hematuria 5 (33.3%) 4 (33.3%)
S-Cr (umol/liter) 176.8+176.8 1856+97.2
S-albumin (g/liter) 16+5 15+1
Total cholesterol 932+3.06 1155%3.86
(mmol/liter)
Proteinuria (mg/24 hr) 13,34019,641 14,108+11,518
Duration
From presentation to 1.2+06 1.7X0.8
renal biopsy (month)
Follow up 30+20 32+32
Progression to CRF 0 (0.09) 7 (58.3%)"

"p<0.05, compared with responders

skt

5. M AVISE TSt BiAkr Dhy
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4d A7 eg FAT ERAE (n=25)7 4
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g o)zl #AEA FUe™ 2443 4T
Bolzl ggirh = A
FAG g7 T AGA AFFHY 2T
E 27t 199 (76.0%)0.2 237
APg FApare] 7 (46.7%) KTt ke
FAA FadL (AT 2y, Ad AreE
g EE T AAHA ARH (83 AdolEd
2132.6 ymolliter) A7-& <1 7} 99 (36.0
)?l @_@, Tk AlBEHom AEgE AL E 11
3.3%)22 9l AolE EAr) (p<0.05). 2
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Table 4. Characteristics of Clinical Parameters
at Presentation Based on Progression
to Chronic Renal Failure (CRF)

Non-CRF CRF
(n=25) (n=15)

Age 3R83+158 474*136
Sex 17:8 7:8
Hypertension 9 (36%) 9 (60%)
Microscopic hematuria 9 (36%) 5 (33.3%)
S-Cr (umol/liter) 159.1+50.3 159.1*61.9
S-albumin (g/liter) 20£10 32+12°
Total cholesterol 943+383 7.93%x230
(mmol/liter)
Renal insufficienry 9 (36.0%) 11 (73.3%)

(s-Cr=132.6 umol/liter)

Proteinuria (mg/24 hr) 10,770+9565 8665+11,178

Nephrotics 19 (76.0%) 7 (46.7%)

(24 hr protein >3.0 g)

Response to therapy 15 (75.0%) 0 (0.0%)"

Duration

From presentation to 4196 29127
renal biopsy (months)

Follow up (months) 41+32 44+37

"p<0.05 compared with non-CRF

A A Akl A%, 2R AFA B3
BE, Bud HPdY B PHS, ALY FE
T P
¥elo AFAE, B4 Auxd dA 5T B
g4 A8E, A W9l HF SAM F el 79
@ Aolg wolx @tk Wy A¥domel el
AFe FE AGAAE Yohnr) s AWT cha
F B, oE 99 2 gexHan A% 3 oy
# ARE S¥AA2A ozt g

7. ME 24

A 2} 405 g A AE EAA 60709 A
&2 7983%% oM, 12074 HES
(Fig. 1).

ZARZEZAM AY AAXNEE Alge LI AP
R #xrIte] A AE BAR], AEE A o)
A 60ME BEEL 857%, %
oAl R0.0% oW, EE AF3 FolMe 11370
4 AEE 86.7%, NEIA F2 ol 20%9 A
E&E AYoy FAgH R fFojatA Furt (Fig.
2). ARl & #E H At 63748 A A
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Fig. 1. Renal survival of 40 patients with FSGS.
The survival rate was 79.8% after 60
months, and 24% after 120 months.
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Fig. 2. Renal survival of treatment group (TX=1)
and non-treatment group (TX=0). The dif
ference of survival rates was not statitically
significant between two group dfter 60
months and 113 months respectively, but
the treatment group showed more im-
proved survival duration than non-treat-
ment group.
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) (p<0.05) (Fig. 3).
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Fig. 3. Renal survival o treatment-responder
(REPOND=1) and non-responder
(REPOND=0). The difference of survival
rates was statistically significant between
two groups dafter 68 months.
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Prognostic Factor for Adult Primary
Focal Segmental Glomerulosclerosis

Young-Soo Song, M.D., Hun Young Choi, M.D.
Tae Hyun Yoo, M.D., Shin Wook Kang, M.D.
Joong Min Lee, M.D., Hyeon Joo Jeong, M.D.
Ho Yung Lee, M.D., Dae Suk Han, M.D.
and Kyu Hun Choi, M.D.

Department of Internal Medicine, Department of
Pathology”, Severance Huspital, Yonsei University
School of Medicine, Seoul, Korea

Background : Primary focal segmental glomerulo-
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sclerosis (FSGS) is a cause of nephrotic syndrome
in adult. Although primary FSGS has been known to
be refractory to treatment, recent studies reveal
higher remission rate and better prognosis. And it
has been reported that some clinical and histopatho-
logic parameters are significant to prognosis. But,
confirmative prognostic indices remain to be defined.
In order to further clarify the prognostic factors for
therapeutic response and risk factors for progression
to chronic renal failure (CRF), we reviewed the med-
ical records of primary adult FSGS patients.

Methods : Forty-adult patients diagnosed as pri-
mary FSGS between 1991 to 2002 were enrolled. We
retrospectively analyzed the clinical and histopatholo-
gical parameters of all patinents at the time of renal
biopsy. In addition, the therapeutic responses to im-
munosuppressants and the renal survival were ana-
lyzed.

Results : At the time of renal biopsy, 26 patients
(65%) had proteinuria of the nephrotic range and 14
patients (35%) had proteinuria of the non-nephrotic
range. The serum creatinine level was higher in ne-
phrotic-ranged patients than that in non nephrotic-
ranged patients (p<0.05). The other parameters were
not significantly different between two groups.
Twenty-seven patients were treated with immuno-
suppressants and 15 patients (55.6%) responded to
the treatment. There was no significant difference in
clinical or histopathological variables between the re-
sponders and the non-responders. High serum creat-
inine level at diagnosis and responsiveness to treat-
ment appeared to be significant as risk factors for
progression to CRF (p<0.05). The patients treated
with immunosuppressants had longer survival period,
compared with those without treatment. And the
responders had significantly longer survival period
compared with the non-responders (p<0.05).

Conclusion : The patients with initial impairment
of renal function or poor response to therapy may
have worse prognosis, and the intense treatment
with regular follow-up of renal function should be
recommended for these patients. (Korean J Nephrol
2004;23(1):36-45)

Key Words : Adult primary focal segmental glo-
merulosclerosis, Prognostic factor
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