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: Glomerular disease is a common problem faced in clinical practice in

Thailand. It could be definitely diagnosed by performing kidney biopsy. The
knowledge of epidemiology of biopsy-proven glomerular disease provides
useful information in clinical practice. There are several epidemiologic studies
in many countries however, they yield differing results in terms of clinico-

pathologic correlations and clinical response.

: To identify the prevalence of primary, secondary glomerular diseases and

analyze clinical response of common glomerular diseases in Trat Hospital.

: Descriptive retrospective study of percutaneous kidney biopsies during June

2004 - May 2005 was performed. A total of 36 consecutive native kidney
biopsies in adult patients were analyzed. Outpatient medical records were

reviewed about clinical response after treatment.

: A total of 36 native kidney biopsy data were collected during this period. The

most common indication for kidney biopsy was nephrotic syndrome (65.7
percent), followed by nephrito-nephrotic syndrome (25.7 percent), diabetic with
unusual renal manifestations (5.7 percent), and rapidly progressive glomerulo-
nephritis (2.9 percent). Primary glomerular diseases were more common than
secondary glomerular disease (71.4 vs. 28.6 percent). The most common
primary glomerular disease was IgM nephropathy (48 percent), followed by

focal segmental glomerulosclerosis (16 percent), minimal change disease
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(16 percent). The most common secondary glomerular disease was lupus

nephritis. Post biopsy complication occurred in 2.7percent (gross hematuria).

For clinical response to steroid therapy, IgM nephropathy was poorer steroid

responsive than minimal change disease, but no difference in blood pressure,

renal function and urinary protein excretion between the two groups.
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Nephrotic syndrome
Nephrito-nephrotic syndrome
Diabetic with unusual renal manifestations

Rapidly progressive glomerulonephritis

23 18 (65.7)
9 911 (25.7)
298 (5.7)
178 (2.9)

Total

35318 (100)
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aay 01¢ (?J) IWA IHUQNW  Creatinine ¢GFR  Urine protein  Pathological

(mg/dL)  (cc/min) (g/24 hr) diagnosis
1 41 W NS 0.90 123.37 5.80 IgMN
2 27 7Y NS 0.90 80.22 5.20 FSGS-TIP
3 30 Siald NS 1.60 59.20 4.27 MCD
4 29 W NPNS 1.70 34.69 3.51 LN class 4
5 49 Wi DM-NS 1.00 68.76 4.65 IgMN
6 32 Siald NS 1.30 98.08 3.05 MCD
7 38 TN NPNS 1.00 61.41 1.41 LN class 4
8 52 ‘vmj\‘l NS 0.90 60.02 415 MCD (repeated)
9 32 jigtd] NS 1.50 78.00 7.76 Post-infectious GN
10 26 W NPNS 0.60 85.24 3.20 LN class 2,5
11 40 7Y NS 1.20 78.70 13.00 IgMN
12 21 W NPNS 0.80 87.80 2.80 LN class 4
13 26 W NPNS 1.00 74.02 2.61 LN class 4
14 21 il NPNS 1.10 115.69 4.88 IgAN
15 40 Siald NS 0.90 84.88 6.03 MCD
16 25 Siald NS 1.70 72.34 6.53 IgAN
17 69 8 NS-RI 1.70 38.86 17.86 FSGS
18 15 Wd NS 0.70 63.24 2.80 IgMN
19 16 w9 NPNS-RF  2.30 33.10 13.20 LN class 4
20 42 WY NS 0.90 62.99 2.88 IgMN
21 39 Siald NS 1.00 56.11 3.56 IgMN
22 22 Siald NS 1.10 74.49 2.80 IgMN
23 48 7Y NS 1.18 70.39 3.69 FSGS-TIP
24 47 W NS-RF 4.40 15.97 4.64 IgMN with ATN
25 18 Siald NPNS 1.10 89.34 4.20 IgMN
26 28 7Y NS-RI 2.50 46.04 9.20 MN
27 31 Siald NS 0.90 111.02 9.22 MN
28 46 Wd NS 0.70 79.27 12.90 IgMN
29 19 Wi NS 0.70 93.87 5.60 IgMN
30 41 Siald NS 1.10 97.50 5.50 MN
31 38 Siald NS 1.10 74.70 4.66 IgMN
32 27 WY NS 0.90 63.74 5.12 FSGS-TIP
33 26 W DM-RF 4.40 18.35 3.60 DN
34 31 W NPNS 1.50 4451 4.25 LN class 4
35 74 Wi RPGN 2.80 13.36 2.60 ANCA
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@188 cGFR: calculated glomerular filtration rate (Cockroft & Gault's formula), NS: nephrotic
syndrome, NPNS: nephrito-nephrotic syndrome, RI: renal insufficiency, RF: renal failure, DM: diabetic
mellitus, RPGN: rapidly progressive glomerulonephritis, IgMN: IgM nephropathy, IgAN: IgA
nephropathy, FSGS-tip: focal segmental glomerulosicerosis-tip lesion, MCD: minimal change disease,
MN: membranous nephropathy, GN: glomerulonephritis, DN: diabetic nephropathy, ATN: acute tubular
necrosis, LN: lupus nephritis LLae ANCA: ANCA associated glomerulonephritis.
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