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Lampiran 2. Hasil Pengujian Statistik

Hasil Frekuensi Pada Variabel GJB2

Kelas Kasus
GJB2
Valid Cumulative
Frequency | Percent Percent Percent
Valid | Tidak Mutasi 28 70.0 70.0 70.0
Mutasi 12 30.0 30.0 100.0
Total 40 100.0 100.0
Kelas Kontrol
GJB2
Valid Cumulative
Frequency | Percent Percent Percent
Valid | Tidak Mutasi 39 97.5 97.5 97.5
Mutasi 1 25 25 100.0
Total 40 100.0 100.0
Hasil Frekuensi Pada Variabel GJB6
Kelas Kasus
GJB6
Valid Cumulative
Frequency | Percent Percent Percent
Valid Tidak Mutasi 34 85.0 85.0 85.0
Mutasi 6 15.0 15.0 100.0
Total 40 100.0 100.0
Kelas Kontrol
GJB6
Valid Cumulative
Frequency | Percent Percent Percent
Valid Tidak Mutasi 38 95 92.5 92.5
Mutasi 2 5 7.5 100.0
Total 40 100.0 100.0
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Hasil Uji Chi Square

GJB2 * PTA Crosstabulation

Count
PTA
Kelas Kasus Kelas Kontrol Total
GJB2 | Tidak Mutasi 28 39 67
Mutasi 12 1 13
Total 40 40 80
Chi-Square Tests
Asymptotic
Significance (2- Exact Sig. (2- Exact Sig. (1-
Value df sided) sided) sided)
Pearson Chi-Square 11.1142 1 0.001
Continuity Correction® 9.185 1 0.002
Likelihood Ratio 12.785 1 0.000
Fisher's Exact Test 0.001 0.001
Linear-by-Linear Association 10.975 1 0.001
N of Valid Cases 80

a. 0 cells (0.0%) have expected count less than 5. The minimum expected count is 6.50.

b. Computed only for a 2x2 table

Risk Estimate

95% Confidence Interval
Value Lower Upper
Odds Ratio for GJB2 (Tidak Mutasi / Mutasi) 0.060 0.007 0.487
For cohort PTA = Kelas Kasus 0.453 0.328 0.625
For cohort PTA = Kelas Kontrol 7.567 1.139 50.289
N of Valid Cases 80
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GJB6 * PTA Crosstabulation

Count
PTA
Kelas Kasus Kelas Kontrol Total
GJB6 | Tidak Mutasi 34 38 72
Mutasi 6 2 8
Total 40 40 80

Chi-Square Tests

Asymptotic
Significance (2- | Exact Sig. (2- Exact Sig. (1-

Value df sided) sided) sided)
Pearson Chi-Square 2.2222 1 0.136
Continuity Correction® 1.250 1 0.264
Likelihood Ratio 2.315 1 0.128
Fisher's Exact Test 0.263 0.132
Linear-by-Linear Association 2.194 1 0.139
N of Valid Cases 80

a. 2 cells (50.0%) have expected count less than 5. The minimum expected count is 4.00.

b. Computed only for a 2x2 table

Risk Estimate

95% Confidence Interval
Value Lower Upper
Odds Ratio for GJB6 (Tidak Mutasi / Mutasi) 0.298 0.056 1.578
For cohort PTA = Kelas Kasus 0.630 0.394 1.006
For cohort PTA = Kelas Kontrol 2.111 0.623 7.150
N of Valid Cases 80
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Lampiran 3. MASTER DATA
" ANALISIS MUTASI GEN GJB2 DAN GEN GJB6 PADA PENDERITA KETULIAN SENSORINEURAL KONGENITAL NON SINDROMIK DI MALUKU "

AUDIOMETRI
SAMPEL | OTOSKOPI KANAN KIRI OAE | TYMPANOMETRI MUTASI GJB2 MUTASI GJB6
500 | 1000 | 2000 | 4000 | 500 | 1000 | 2000 | 4000
Al Normal 90 95 100 100 95 95 100 100 | Refer tipe A
A2 Normal 90 80 85 85 85 90 85 85 Refer tipe A
A3 Normal 95 95 100 | 1004 | 100 95 95 1004 | Refer tipe A
A4 Normal 100 | 1004, | 1004 | 100 100 1004, | 100 | 1004 | Refer tipe A P187L Homozigot D1351830
A5 Normal 100 90 100 | 1004, | 100 100 95 1004, | Refer tipe A
c45delA, 78 79insC,
A6 Normal 95 95 1004 | 1004, | 100 95 95 1004 | Refer tipe A 83_84insT
A7 Normal 100 90 95 1004, 95 95 100 | 1004 | Refer tipe A c45delA Homozigot D1351854
A8 Normal 100 95 95 95 100 100 95 95 Refer tipe A
A9 Normal 100, | 100 95 1004, 95 100 | 1004 | 1004 | Refer tipe A
A10 Normal 100 90 95 100, | 100 100 95 95 Refer tipe A
All Normal 95 95 95 100 95 95 100 | 1004 | Refer tipe A V37l
Al12 Normal 95 85 85 90 90 85 85 90 Refer tipe A
Al3 Normal 95 95 95 100 95 95 100 | 1004 | Refer tipe A
Al4 Normal 100 100 95 1004, 95 100 | 1004 | 1004, | Refer tipe A
c45delA,
Al5 Normal 90 95 95 100 95 95 95 100 | Refer tipe A 166_167insC
c45delA,
Al6 Normal 95 90 85 100 95 90 90 95 Refer tipe A 290_291insA
Al7 Normal 100 100 95 95 100 100 95 100d, | Refer tipe A
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Al18 Normal 90 85 90 85 85 85 90 95 Refer tipe A
Homozigot D1351830,

Al9 Normal 95 95 90 95 90 95 95 95 Refer tipe A D1351854

A20 Normal 100 100 95 95 95 100 100 100 | Refer tipe A

A21 Normal 1004, | 1004 | 1004 | 1004, | 1004, | 100 | 100 | 100 | Refer tipe A Heterozigot D1351854
A22 Normal 95 100 95 95 100 95 95 95 Refer tipe A

A23 Normal 90 100 100 95 90 90 95 100 | Refer tipe A
A24 Normal 1004, | 100 100 95 100 100 | 1004 | 1004, | Refer tipe A
A25 Normal 95 95 95 90 95 90 95 95 Refer tipe A
A26 Normal 90 90 100 95 90 95 100 100 | Refer tipe A V37I Heterozigot D1351830
A27 Normal 100 95 100 | 1004 | 100 100 95 95 Refer tipe A
A28 Normal 90 90 95 95 95 95 95 95 Refer tipe A
A29 Normal 95 95 90 95 100 95 95 100 | Refer tipe A Heterozigot D1351854
A30 Normal 1004, | 100 95 95 1004, | 100 100 95 Refer tipe A P187L
A31 Normal 90 90 95 95 95 90 95 95 Refer tipe A
A32 Normal 100 95 95 1004, 95 100 100 | 1004 | Refer tipe A V37I
A33 Normal 95 95 90 90 90 95 95 100 | Refer tipe A
A34 Normal 95 95 100, | 1004 95 95 100 | 1004 | Refer tipe A
A35 Normal 90 100 100 95 100 95 1004 | 1004 | Refer tipe A V37l
A36 Normal 100 95 95 95 95 95 95 1004, | Refer tipe A
A37 Normal 95 95 90 95 100 95 90 95 Refer tipe A
A38 Normal 90 90 95 95 90 90 95 90 Refer tipe A
A39 Normal 95 90 90 100 100 95 95 90 Refer tipe A V37l, c45delA
A40 Normal 100 95 1004, | 1004, | 100 100 95 1004 | Refer tipe A c45delA, 78_79insC

B1 Normal 15 20 15 10 10 15 15 15 Pass tipe A

B2 Normal 20 20 10 15 15 20 20 15 Pass tipe A V37l
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B3 Normal 25 25 30 20 20 25 25 25 Pass tipe A
B4 Normal 15 10 10 15 15 15 20 10 Pass tipe A
B5 Normal 20 15 15 20 20 15 20 20 Pass tipe A
B6 Normal 20 15 25 20 25 20 15 15 Pass tipe A
B7 Normal 25 25 20 15 20 25 15 15 Pass tipe A
B8 Normal 15 20 20 20 25 20 20 15 Pass tipe A
B9 Normal 10 15 10 5 15 15 10 10 Pass tipe A
B10 Normal 15 20 25 25 15 25 20 20 Pass tipe A
B11 Normal 20 15 20 20 20 15 15 15 Pass tipe A
B12 Normal 25 20 25 25 25 25 15 20 Pass tipe A
B13 Normal 15 15 10 10 15 20 20 10 Pass tipe A
B14 Normal 25 20 25 25 20 20 25 20 Pass tipe A
B15 Normal 20 20 25 20 20 20 15 20 Pass tipe A
B16 Normal 30 20 20 25 25 30 20 15 Pass tipe A
B17 Normal 20 15 25 20 30 20 20 25 Pass tipe A
B18 Normal 15 10 10 20 15 15 20 20 Pass tipe A
B19 Normal 10 10 5 15 15 15 10 10 Pass tipe A
B20 Normal 20 20 10 15 15 15 20 15 Pass tipe A
B21 Normal 25 20 20 15 15 25 20 20 Pass tipe A
B22 Normal 20 25 25 20 25 20 15 15 Pass tipe A
B23 Normal 15 5 10 10 15 15 10 10 Pass tipe A
B24 Normal 20 10 15 15 15 20 20 15 Pass tipe A
B25 Normal 25 15 15 20 20 15 15 10 Pass tipe A
B26 Normal 20 25 25 25 15 15 25 20 Pass tipe A
B27 Normal 10 10 15 15 15 15 10 10 Pass tipe A
B28 Normal 20 25 25 25 25 30 20 20 Pass tipe A
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B29 Normal 15 15 20 15 15 15 10 15 Pass tipe A
B30 Normal 10 10 5 15 10 5 5 10 Pass tipe A
B31 Normal 20 25 25 20 25 20 20 25 Pass tipe A Homozigot D1351830
B32 Normal 10 10 15 15 15 10 10 15 Pass tipe A
B33 Normal 15 15 25 20 20 20 25 15 Pass tipe A
B34 Normal 25 25 20 15 20 25 25 20 Pass tipe A
B35 Normal 20 30 15 15 15 25 20 20 Pass tipe A
B36 Normal 15 25 25 20 20 30 15 20 Pass tipe A Homozigot D13S1830
B37 Normal 20 20 25 25 25 25 20 25 Pass tipe A
B38 Normal 20 15 15 10 15 20 15 15 Pass tipe A
B39 Normal 25 20 20 20 20 25 15 20 Pass tipe A
B40 Normal 15 15 10 20 15 10 15 15 Pass tipe A
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