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WFFERR OMREL (Fn30) « Z2 R MEEERRI Jo\ N T Itk 2K B BE PIARGHE D FR AR C do 2 N HlG 52 BE & $fiE
Mbto%%ﬁﬁﬁﬂmﬁ% ﬁ@% BB IRVEF & A EIZHER L TODIEFI O 7Y &
ofz, MIBKE BT OMFEIZ 1L, MERE, RIE, BEA ML ARBEH LTV 5, Z23MEHTE
BELEEERD F'Eﬁ“(“%'?]@ﬁ‘ LB RIS E R D D MRE LT, Interleukin-1A
(rs1800587), Interleukin-6 (rs1800796), Complement factor H (rs1061170), Aquaporin5
(rs3736309), NO synthase 3 (rs1799983) (I TZERMHIE L 2> b e — L OMIZZEZRD
7o

WFFER R OMEE (J30) : Disruption of the blood-labyrinthine barrier was evaluated by the degree of
Gd contrast enhancement of the inner ear in sudden sensorineural hearing loss. There were ears with
significant Gd enhancenment but there were also ears without Gd enhancement. Disruption of the
blood-labyrinthine barrier may be associated with impairment of the blood vessels, inflammation and
oxidative stress. The relevant gene polymorphisms were investigated in patients with sudden
sensorineural hearing loss and in controls. Polymorphisms of interleukin-1A (rs1800587), interleukin-6

(rs1061170), complement factor H (rs1061170), aquaporin5 (rs3736309) and NO synthase 3
(rs1799983) seemed to be related to onset of sudden sensorineural hearing loss.
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Interleukin-1A  (IL1A-889) rs1800587,
Interleukin-1B (IL1B-511) rs1694,
Inter leukin—6 (IL-634) rs1800796,
Interleukin 4 receptor (IL4
Receptor-1902) rs1801275,
Interleukin-10 (IL-10-592) rs1800872,
Tumor necrosis factor-a (TNF-a-863)
rs1800630, TNF receptor superfamily B
(TNFRSF1B) rs1061624, Vascular
endothelial growth factor (VEGF-936)
rs3025039, (VEGF-2758) rs699947,
(VEGF-1154) rs1570360, comp lement
factor H (CFH Y402) rs1061170,
Aquaporin4 (AQP4) rs2075575, Aquaporind
(AQP5) rs3736309, Estrogen Receptor al
(ERal) rs2234693, Estrogen Receptor a2

(ERo2) rs9340799, glutathione peroxidase

1 (GPX1) rs1050450, paraoxonase 1 (PON1)
rs662, rs854560, paraoxonase 2 (PON2)
rs7493, superoxide dismutase 2 (SOD2)
rs4880,

Nitric oxide (NO) synthase 3 (NOS3)
rs1799983
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(4)Interleukin-1A (rs1800587),
Interleukin-6  (rs1800796), Complement
factor H (rs1061170), Aquaporin5

(rs3736309), NO synthase 3 (rs1799983)
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Control N (%) MM
Interleukin-1A CcC 1788 (81) 47 (65)
IL1A-889 CT 395 (18) 12 (17)
rs1800587 T 19 (1) 13 (18)
Interleukin- 1B CC 613 (28) 24 (33)
IL1B-511 CT 1121 (51) 34 (47)
1s16944 TT 468 (21) 14 (20)

# 1. (Furuta et al, 2011)

Control N (%) ZeF B R
Interleukin-6 CcC 1168 (58) 32 (44)
1L6-634 CG 720 (36) 34 (47)
151800796 GG 122 (6) 6 (8)
Interleukin 4 receptor AA 1484 (74) 55 (76)
1L4 Receptor-1902 AG 486 (24) 17 (24)
rs1801275 GG 40 (2) 0(0)
Interleukin- 10 AA 904 (45) 40 (56)
IL-10-592 AC 892 (44) 27 (38)
11800872 cC 214 (11) 5(7)
Tumor necrosis factor-a CcC 1449 (72) 48 (67)
TNF-a-863 CA 402 (20) 19 (26)
151800630 AA 159 (8) 5 (7)
TNF receptor superfamily B~ AA 524 (26) 26 (36)
TNFRSF1B AG 1003 (50) 33 (46)
151061624 GG 483 (24) 13 (18)
Vascular endothelial growth factor  CC 1193 (59) 39 (55)
VEGF-936 CT 731 (36) 28 (39)
153025039 TT 86 (4) 4 (6)
Vascular endothelial growth factor ~ CC 981 (49) 33 (46)
VEGF-2578 CA 855 (43) 33 (46)
15699947 AA 174 (9) 6 (8)
Vascular endothelial growth factor GG 1530 (76) 53 (74)
VEGF-1154 GA 421 (21) 15 (21)
151570360 AA 59 (3) 4 (6)
#% 2. (Hiramatsu et al 2012)
Control N (%) ZE S SR
complement factor H TT 1918 (89) 59 (82)
CFH Y402 TC 238 (11) 12(17)
151061170 CC 5(0.2) 1(1)
Aquaporin4 CcC 1208 (57) 54 (63)
(AQP4) CT 794 (37) 27 (32)
(rs2075575) TT 134 (6) 4(5)
Aquaporin5 AA 874 (41) 38 (45)
(AQP5) AG 1004 (47) 34 (40)
(rs3736309) GG 257 (12) 13 (15)
Estrogen Recepter a 1 TT 760 (36) 34 (40)
(ERal) TC 1025 (48) 38 (45)
(rs2234693) CC 351 (16) 13 (15)
Estrogen Recepter o 2 AA 1434 (67) 56 (66)
(ER02) AG 625 (29) 25(29)
(rs9340799) GG 77 (4) 4(5)
#% 3. (Nishio et al, 2012, 2013)
Control N(%)  Zesettiti
gutathione peroxidase |~ CC 1782(85) 71(85)
GPX1 CT 318(15 12(14)
151050450 T 703  1()
paraoxonase 1 GG 928(44) 3440
PONI1 GA 92(45) 37(44)
15662 AA  227(11)  13(16)
paraoxonase 1 AA  1820(86) 78(93)
PON 1 AT 2711(13) 56
15854560 T 1608 1)
paraoxomase 2 CC 1375(65) 59(70)
PON2 G 31(30) 20(24)
157493 GG 101(9) 5(6)
stperoxide dismitase 2 TT | 1595(76) 60 (71)
14880 cC 5200 1(1)
# 4. (Teranishi et al. 2012)



Control N (%) zefetstns
nitric oxide synthase 3 GG 1756 (86) 60 (72)

NOS3 GT  280(14) 22 (27)
151799983 TT 12 (0.6) 1(1)
methionine synthase AA 1356 (66) 53 (64)
MTR AG 622 (30) 28 (34)
151805087 GG 70 (3) 2(2)
methionine-synthase reductase ~ AA 952 (46) 35(42)
MTRR AG 870 (43) 38 (46)
151801394 GG 226 (1) 10 (12)
caveolin 1 I 1866 (91) 78 (94)
Cav 1 D 174 (9) 5(6)
153840634 DD 8(0.4) 0(0)
melatonin receptor 1B CC 760 (37) 33 (40)
MTNRIB CT 976 (48) 35(42)
rs1387153 TT 312 (15) 15 (18)

NAD(P)H oxidase p22(phox) subunit .~ CC | 1713 (84) 66 (80)
NADH/NADPHp22phox CT 322(16) 16 (19)

154673 TT 13 (0.6) 1(1)
mitochondria 5178
MT5178 C 1217 (59) 54 (65)
128357984 A 831 (41) 29(35)

# 5. (Teranishi et al. Epub ahead of
print)
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