— 1394 — ERERKFEFIE 2010 £ 35 5% o9 (Journal of Chongqing Medical University 2010. Vol.35 No.9 )

SCEESE :0253-3626(2010)09-1394-04

JLEBER S Th1/Th2 BAIME 1 & iR R

Efag L E AR HAIE?, 2AME
(1L ERERREMBILEER KR, BK  400014;2. BRERRZHRLEEBRBEMRE,EK  400014)

[# E]8 4. %57 Thi/Th2 MHEF V4R EEBRR ER P RIER, DI Thl B4R SBERERIIRTR, F&k 5t 456
BE HB LR E R F 5 0 R BRPEBEFE (Localizef alopecia areata patients, LAA )T Sh#H4H 35 ), 23 (Alopecia totalis patients,
AT) % 5% (Alopecia universalis patients, AU )9—4H 10 B, 3+ ) 25 BilfgERE JLE 0 IE ¥ X IBA/E AR R . RIS RER MR
1 (ELISA K78 R A 1 %R (BCG-PSN)IRYTHIE 3 A M¥EH IFN~ v IL-12 & 11-4 .JL-10 KF, &R . OHEFELILEF
7E Th1/Th2 0 HE F P EAL, I M ME S IFN-v HHEE FIEFAILE, B AT/AU 48 & T LAA 4;1L-12 K P
LAAASEFAILELEEES,H ATAU A 85 FIEHSBH ;i IL-4.1L-10 /K F7E LAA H K AT/AU A5 ER X RS
MHEBTBERELER, OBCC-PSN JAIT /G TSR S LILIE T IFN- v K PEAIFRT B TR, FIRY 1L-12 /K F7E LAA 8
TR R T, B AT/AU ASFRTE R R Z 25, M 14 IL-10 AEBITai SR TR EN LR, OmiET IFN-y 5
IL~12 KRB E MR, 2#: OBESALR S Th1/Th2 4IEE T P45 EE 3%, R0 Thi BAMRRE RyoH#, Hh g EE
5 IFN- vy JL-12 K FHE ¥, QLiE IFN- v JL-12 /K FB AT LR AR B 18 e E R 384T

[ 28437 J385% ; Th1/Th2; IFN= v ;11-12

[hEBEHS XSS RT58.1 [ ¥ B B8 12010-05-20

[ SzakARIAAS A

Clinical research on the relationship between type Th1/Th2 cytokine and

childhood alopecia areata
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[ Abstract JObjective: In order to demonstrate the role of Th1/Th2 lymphocyte imbalance in the mechanism of alopecia areata (AA )and the
relationship between Th1 function and AA. Methods: Forty~five AA patients and 25 healthy children {control group) were involved in the
study. According to the extent of the disease,all involved patients were then divided into 2 groups:LAA group (35 localized alopecia areata
patients ), and AT/AU group (10 alopecia totalis or alopecia universalis patients). IFN—y ,11.-12,1L~4 and IL-10 levels were detected using
Enzyme-linked immunosorbent assay (ELISA) in childhood alopecia areata before and after 3 months treatment. Results: DThe balance of
Th1/Th2 was disturbed in childhood alopecia areata. The serum levels of IFN- +y were significantly increased in the AA patients compared to
the the levels in control group,and the level of AT/AU patients was higher than LAA patients. The level of 11.-12 in AT/AU group had
significant difference between patients and control, but there wan no significant difference in LAA group. In addition, the difference related to
the IL-4 and IL-10 levels was not significant. (ZThe level of serum IFN~ 1y in AA patients were significantly decreased after the treatment of
BCG-PSN; and the result of serum 11.~12 in LAA group was same to IFN—y ,but AT/AU patients had no significant difference.While no
difference on the IL~4 and IL-10 levels between before and after the treatment significantly. 3 The serum IFN- v levels had a positive
correlationship with the serum IL~10 levels.Conclusions: DTh1/Th2 immunoregulation disturbance was related with the occurrence of AA,
characterized by Th1 lymphocyte hyperaction. The onset of the disease was regulated by the Th1 cytokines, and IFN- vy and IL-12 probably
played a leading role.2The serum levels of IFN— -y and IL~12 could be used as indicators of the extent of the disease.
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1.1 WEARTH

TEHFR e B R T2 BT 8 L3k 45 61, Horb s R
BEFS 1% 3 (Localizef alopecia areata patients, LAA )35 |, 55
24 5, 4% 11 B, IEHAERE 1~14 2, F15(7.67 +3.48) % 9%
2 15d 2 2 4, F¥HE 2 N H ; 2753 75 (Alopecia totalis
patients , AT/Alopecia universalis patients, AU )Xt 10 %, 5 6,
4 6], AE 15 (6.85 + 4.45) % JNFE 8 1~ H & 3 4, FHynE
12 A . 25 BIIEH X ok B RPeA i@ LE , it 1~14 &,
FH(7.06 +3.35) % R R LR ERAYIER , SRETHAE
RS TR E 2R (P>0.05),

12 #&AF%

REFS LA : 45 F BCG-PSN (iR &7 B E 25 4 FR 2>
FADWLEE, BK 1 ml(0.35 mg), P H 1 ¥k, %M 3 A , FER
FHORMEERR A B 4R, BHRZ 1 Ik, MELEEK
&L, 897 R JE 4R K 2 I35 P IFN- v \IL-12 & IL-4,
IL-10 f97KF o
1.3 EZXAMEMNE

IL-12.IFN-+y X IL-4.IL-10 ELISA X & : wYI&HE
AP TR RAE ;-20C B KR VKEE : SANYO, Japan.; &
KB HE BOHL : Eppendorf5415¢, German ; BRzk 2 B PuiE 18 1%
FEAE . DI BRIEE YT 250 ; BEFR{X : Sunrise, Austria.

1.4 FBF*®
141 ARAWE  EXREAM T RESNE R 3 ml, B F
FHREF , £ 2 500 r/min 3 min 250715 2 £5 00 1 1 , ¥ %
F 20 COKFEIRTFRIA , S TARA ST G BEA T AR A
142 #iHaFF ELISA W& P65 2= IR % H NP B
Fr Rk ; BRZS EFLAL, 23 B AR AR B A R vk BE AR UE S A
FEREFL T, P BRI AR EHMEARFL , 37 CHEFEHFE 90 min; PEAR
4, VEARET , PR AR N VR , FAUE BB 3 S BEAR , I 2Bk
7K s BRas EFLAR B A R B TR (100 pl/ fL),
FHEMRTL, 37 CHEAEIFE 60 min; YeR 4 1K ; 525 AFLAM, 4
BIIMABSZS S TAER (100 wl/ FL), $HAEARTL , 37 CIAam
B 30 min; YR 4 W 4 FIMA B A 100 w1/ FL,37°CHEEE
B £8 10~15 min; 53 FIINAZLK IR 100 pV FL, 1R 5] 5 B Z00)
H# 0Dy fH(5 min ),
143 ZERAW  BAPRUESRFIPRAH OD {Ei A FFLEY
OD {; LA OD {E S AL bR, LARUE & e BE M A8 H% , 2 Hill A
HEHZR s AR 4% OD fE & FAnuE gk bR, NE 46 B e i,
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AT/AU 434

1 HXBJILMEREILEMTFE IFN-v .
IL-12 B97k FE KX (Pg/ml)

X} AR ZH LAA

T8 e B TR AR R AR
1.5 %itFFiE

A 256 B0 SR FH S 298 + AR dERE (2 2 9) Fom , N
SPSS11.0 e it , 45 REA I B HEAT Iy 2557 MRS
5, BT E, RASRE R T Z007 5 EA5F, R %
ABEAR LB IR AR SR . P<0.05 A ZEFA G247 . 2.1
KABREE I 207, BEE R ¢ K5 ;2.2 FIRCY ¢ 56
37523 FZ A LB I BRFIAG 56 5 2.4 FHBCXS ¢ K250 45
Br;2.5 FEIESHERLE, 3R 2 IEA 4070 , R A 8 L AR AR OC
53HT.

2.1 3Rk EILFEF ILE b iF IFN—y. IL-12 #K-F ok
L) T RIN, 78 IFN-y KA 3 Az ia a4
B2 R (P<0.01), F q K317 I BT EL 3 & B, I 5
IFN-y K7 LAA 4HF1 AT/AU A58 B 5 T IE %41 L &
(P<0.05 K P<0.01), T AT/AU 4H X% LAA 209 & F+ & (P<
0.05) . J7 2547 AT WLIMLYE b TL-12 7K PAE 3 2 M)A B
Z57(P<0.05) . H ¢ KIS HEITHIF LB AT LAA - 51EH 4
JLET B EHEZEF(P>0.05) ,{H AT/AU A B & TIEH 4L
#(P<0.05),LAA 415 AT/AU H T8 FH M2 F(P>0.05).
22 BAEEILET G 2K P IFN-y.IL-12 9K -F rbik
LR ¢ IS HT, BEFR B L LAA 897 J5 IFN-
TK A T AT B B K (P<0.05); B AT/AU 40 IFN- vy 7K
BRI AT B FEIR(P<0.01), BT IL-12 JKEHE LAA 413697
JE IR B REIT(P<0.01), /8 AT/AU HIBIT R IE T B 51245
(P>0.05),
23 sAEEIAEFILERF IL-4 & IL-10 #97K-F Hudk
FZAREA LA BRI, T4 /K F7E 3 A2 AIE S
EM2ZF(P>0.05), MBS BLS IEH 4 LEAM L 1L-4 KF
TCHA 225 IL-10 7KEHE 3 A2 LB EHZEF(P>0.05), A
FERMAREFS 8L IL-10 /K- 5 EH 41 L3 A oA 82251,
£1 HERBILMERILEMSE IFN-y . IL-12 g7k FEFR ik (Pg/ml)

25 % IFN-~y IL-12
AT/AU 10 12.42 £3.25™ 122.24 + 33.48"
LAA 35 9.34 +3.50° 110.81 +29.51
Xf R 25 7.06 + 5.07 97.05 + 25.56

T 1. s 50 FRAHAE LB, P<0.05 ;2. R 50 FREHAH LA, P<0.01
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2.4 BAEEILESTAE ik T IL-4 & IL-10 K-F

ZRCXT ¢ KRB A3HT, BEFS B IL LAA AIRITIE 1L-4 KF
5307 R L TR (P>0.05) ; AT/AU 413677 A5 IR TG i 3
P25 (P>0.05), IL-10 7KFAE LAA HIRYT 5 SRS RIAE L
TFE (P>0.05); AT/AU HRIBERITRIE IR E B EM EF
(P>0.05),
2.5 ABRMESH

Seor AR BARAE IE SR, 2 IES M, SER A H
AR R E I IFN- v 5 IL-12 /K2 BEFEMHRK,
r=0.77(P<0.01), IFN-+v 5 IL-4 IL-10 ¥ TCHHEHE,

3 W it

BEF R —Fh R AERBURTETR R . Gilhar FORFST45 R £
BHREFS P 48 T IR B 400 PR e A SR 75 7= A, T T Wk 2 40 B
RHIERE SGHUR . [ &R E KK %SE CD8 Ml
CD4'T 418 &1E. CD4* F1 CD8'T 4= L4 h 2:1, L
CD4'T #iiffi 4 3= . CD4*T 4HiffAT 434 Th1 FI Th2 WAH¥, Thl F
B4 TFN- vy \IL-12 %, #%8 Thl BIAAHAEF ., Th2 FE 455
% 1L-4 .L-10, FkA Th2 BI4AHAE T

Th1.Th2 4l K F ] L) {2 74 S04 A il 55 — LAY
A1 SME. Thl F1 Th2 4T RE M HN 5 B G MBI i
BHA R AR E MBI FTANESR B R B 5 it

F2 HMEBILBTHFMEP IFN-y (IL-12 Bk FERIE(Pg/ml)

o % IFN-y IL-12
FRITRT WITIE TRITHD WITIE RITHT WITIE
AT/AU 10 4 1242 +3.25 7.17 + 1.00" 122.24 +33.48 116.39 +9.52
LAA 35 12 9.34 +3.50 5.18 +1.96' 110.81 +29.51 87.90 + 13.26"

1. TR SRV RIAE H A, P<0.05;2." R 518 T RA ELES , P<0.01

F3 HRXBILMERILEMTFE IL-4 K IL-10 KK F(Pg/ml)

A5 1k S IL-4 IL-10
AT/AU 10 16.28 +2.22 67.83 + 19.71
LAA 35 14.13 +9.19 78.86 + 49.80
X HRZH 25 11.27 +7.40 75.67 +42.30
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Xf BRZH LAA AT/AU ? bie Avat DAYl
B3 HRBILMEFILEMF IL-4 4 HFEBILATTEIEMNE IL-4.1L-10 K F
& IL-10 K97k ¥ ( Pg/ml) Fix(Pg/ml)
£ 4 WMEBRIUATHIEME IL-4.1L-10 Kk FFRKiX(Pg/ml)
P % IL-4 IL-10
JRITR "I JRYTHT WITE JRITRT WRITIE
AT/AU 10 4 16.28 +2.22 18.63 +5.10 67.83 + 19.71 88.05 + 39.61
LAA 35 12 14.13+9.19 17.85 + 10.64 78.86 + 49.80 82.36 + 58.21
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e, Th BUARME A F il LIS S5 B Ak bR e ;
Th2 BYL0 MR T BERH 1 &9 , R ™. Namazi®A & Thi
K ES AT AR BESR A0 & R LB T SR AT . Th2 ik
YRR IR DT LUME Th PILESERGER

Gilhar ZESBFET % B0 Th1 400 P F 72 B 40 P9 776 1 148
st CD4* S =R A9 IFN- v 1853355 HLA—A,B,C DLk
CD54 76 B 5 b KRR R 48 CD8 i &R #E4/E M, A
CD4 M@ T A A 7 1L-2 554 CD8+ 4l s M 4n i
BAEM, Githar®SEBFY &5 R SZHE IFN- v %9 Thi 2
MR RN E SR IFN- v ZEAIEN SRR
MATHEEREZEMVEM. Arca SOBIT Z IR TR E
LAA J& AT/AU 4IM3E IFN- v K80 B 5 T1E R4,
T7E LAA & AT/AU MM IFN- vy /K PEI T BRZES .
S TRN- v 7K 7T LI BB S5 1 T SR,
W 5E B ML P TFN- v M7KB R T R 43R R AE R R R
PEBE 5 ] RE A B 7t , ] IR A BEZR HUR FETE . 7
W5E £ IFN- v AKFFERETR B L LAA 405 AT/AU 43511
BETIEYHILE, HY Arca ZWMELE R AFNE : AT/AU
28 IFN- v KRB B3 T LAA B (P<0.05), HitiE—30 30
HABE G R E T B85 IFN- v /KBl 3. Skurkovich
BN IFN— v £ 5% RiEid i b B — 1 EE R I i
HF, 2 IFN— v MEEIEN, A5 a8 8 FRlEthx
5. FATAOLE BB T I IFN- v KT, TREICREE
FIR AR E R, vl DA I B ) LR T E a3
bro IL-12 5 IFN-v Z[BIRYERIRM E A . Namazi® & 5
IL-12 fE5HBIYE T 4R E T2 AU 40 R S % RN R, R G Y
R S I IL—12 M LR 3, AR AM
112 /KFFE LAA H S IEHAIIELEEMEER; {H AT/AU
HH A TIERHILE(P0.05), ML IFN-v 5 IL-12 i
MHEFER, RIS IFN-~v 15 IL-12 VE T AL HT, 45584
I-12 5 IFN- v BB EEHZR(=0.77,P<0.01), HRFAIHEM
IL-12 AV BT LA P SR B S I M B B 1IE

1L-4 B¢ IL-10 A2k Th2 BU4AfEE 7, ZE B85 PR 8 &
B IL-100 EEFZEERZMEH Thl B4 MM SRR Z X
IL-12 86 A SREUTIHISLRL , 2 5% R4 B Tl E
BEBENT . IL—10 FIEHIA A E Thl 41HH SR HI
TR LMRE NIRBE AR RE B I 2 Th 4 iy
A FTFIRIT— 8 H SRR tER , RSB 0Y, Tang 12
7£ DEBR BEFE K AR F Ml B2 BARA IR K B A/
FEAL Thl SR F IFN- v , TNF- o FEIKZHH, M Th2
MEF IL-10,11-4 £iEHH, AMRARREBILEIE
WHILEZIA L4 1L-10 K FH L B 25, X 5EN—
S FOMLE S AL, VLB Th2 408 FEBEA B & ch ]
BEARETEA RO IFN- v 5 1L-4.1L-10 4E T 44
8T, R IFN- v 5 IL-4 IL-10 HTEAHE M, ke —8
VI TR EERH Th HAMEHE N0, SHMRGES
FKEE B REEEROR. T Thl B4R TTHE

FATHBIFT B W Th BARRAMEF 1L-12.IFN- v

— WL E  LEEBEFT A Ve . 45 R A Th BU4RM R
REJCHE, T Th2 BISHHE T 1L-4 . IL-10 e A48, LIEL
51 Th1/Th2 FHR0E, FERR R L . SREBVHEDN
A5 Th1/Th2 48 i 5P 53848 5, =30 Thl RI404H
ST, Hh A RE R S IFN= v JIL-12 7K %, @t
22 IFN- v IL-12 7K BB IR AT RAVE S B R BEFT o 18 T
BYFE IR o AN FT Al o T BE Ao 19 i P B PRI T 384y
RYSEIR URYE . P R b I S e VA AT B4Rt T —
SE I BLEAKIE .
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