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. B8 AR LS ITEZAFE (Helicobacter pylori, Hp) 513 M 8 & ¥ 3 & % (Chronic spontaneous urticaria,
CSU) & % a9 48 % M VA & Hp fo i 45 7 sk af CSU L% e . 7 k. A ArA ELISA XA &40 CSU 4 f= 1 &
PR Hp Bk, 414 Hp R E LMk AL, gt 5% HpLpp20 & @, ELISA % % A4 a CSU 28 4= 4k
CSU s+ ¥ o & 3 Hp A 8 &4 Lpp20 49 IgE,IgG,IgA KF. £ R . 4 /E Hp-ELISA X # &40 %5, CSU 4
W e A Hp FARFEE (73, 46%, 155/211) & T840 (51.82%, 71/137), A AL 2 F A A%+ £ E L (X' =
17.08, p=0.000); ELISA x40 8 &, CSU(+) Hp(+) 4 & & #9 3 Hp & B —F= 3 Lpp20-IgE K F (0. 082 =
0.002, 0.08540.003)%5 CSU(—)Hp(+) 4 (0.078£0.003, 0.0824+0.005) kb 4z 2 F REAF % it 5 &L (P, =
0.382, P,=0.597); CSU(+)Hp(+) %3t Hp A H-1gG #= IgA K -F (1. 053+0. 022, 0. 660£0. 022) & F 4k F CSU
(—)Hp(+)4a(1.22240. 034, 0.84940.037)(P,=0.000, P,=0.019), %% [8 # Lpp20-IgG #= IgA K- £ F R
BA %t 5 & 5L (1.45940. 012, 1.494+0.016, P, =0.087; 1.22940.020, 1.25140.033, P,=0.548). %t
Hp B # A2 CSU Am Bk, {2 Hp fe & Lpp20 B F M b FRAKF RAREF RS U EIERHA

X 8 W A BRI RE; BEAEET RS
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Study on the Specific Antibodies to Helicobacter pylori
in Sera from Patients with Chronic Spontaneous Urticaria

WU Dengyan, DU Maotao, TAN Ranjing
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Abstract: In order to explore the underlying pathogenesis of CSU (chronic spontaneous urticaria), the re-
lationship between Hp (Helicobacter pylori) infection and CSU risk was analyzed and the levels of sera
specific antibodies against Hp in CSU patients were detected. The standard ELISA kit was used to deter-
mine the prevalence rate of Hp-infection in the CSU group and the normal control group. Urea-lysed Hp
and recombinant Lpp20 protein which was definitely expressed, purified and identified, were respectively
pre-coated on microplate, and then all of the sera samples were tested by ELISA assay for their IgE, IgG
and IgA antibodies against Hp and Lpp20. The standard ELISA assay showed that the Hp-infection rate
was significantly higher in the CSU group (73.46%, 155/211) than that in the control group (51.82%,
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71/137) (X*=17.08, p<C0.001). In ELISA assay, no obvious differences were detected in the levels of
sera Hp- or Lpp20- IgE between the CSU(+)Hp(+) group (0. 08240. 002, 0. 085£0. 003) and the CSU
(- )Hp(+) group (0.078=+0.003, 0.08240.005) (P,=0.382, P,=0.597). The levels of sera Hp- IgG
and IgA in the CSU(+)Hp(+) group (1.053=£0.022 and 0. 6604 0. 022, respectively) were obviously
lower than those in the CSU(-) Hp(+) group (1.222+0.034 and 0. 849 £0. 037, respectively) (P, =
0.000, P,=0.019). The levels of sera Lpp20- IgG or IgA showed no obvious differences between the two
groups (1.4594+0.012, 1.49440.016, P,=0.087; 1.229+0. 020, 1.25140.033, P,=0.548). In con-
clusion, Hp infection was found to be closely related to CSU attack, but the specific sera antibodies of Hp
and Lpp20 were not critical factors to trigger urticaria.
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12 S K2 (Chronic urticaria. CU)J& AR & & A 0 XUAT | B8 0 2 2 R B AY & L . o B o i 4k 3K
6 JFLL . CU MR E L H e, H$ K2 50(C>80 %) LI WAF ) CU 7 18 M B &5 B2 (Chro-
nic spontaneous urticaria, CSU™, KEMFTFH, CSU HF# FIRHERE T2 6T 5 (Helicobacter pylori, Hp)
Y, MVEPT Hp 3GI7 5 . KR4 3 IS RS AE AR 7T 15 3 2 i 5l o8 R, X SE 58 B4 Hp UL
CSU &4 H A7 % VIR RIS E

JIEL A 240 ) 38 R SRR IS R Y G, TR E L AN Y FeeRI SZ 4R 1gE 28 Bk il & . % F Hp #
KARWE R E S CU KIGHLH I FE — B AW, Hizal %5 &% IS BT Hp 1gG FHIPE RS R0Z B A i
T8 R BRI PH AR (40 %) B35 & F IS $T Hp 1eG M1 M=RE & (14, 3%, 11 B R B2 K 1 7 3056 O 8
TR CSU &% V1M 2 PR K40 FeeRT ik, Sun %7t % BT Hp HUA M PEFIHT TGAD
FEE A CU B MG BT FeeRT HTA BHME 84000 I 20 10 25 18 . (HA A — 26t 98 37K Hp JB O 53 CSU &
(PRI = A TG Hp & — Rl BE K 0 M T 5 M 30 K0 55 B 40 P T R 2 B PR AT I . M
FEEL 0 BORAS T = AR R T RV e %, T BUR Y R TORS R 4 Bt Hp RS MEbuik & ik, B 1gA,
IgE Fll 1gG ZRPria. S F N0 20 M i B RS A 1 A7 22 i 1E 1 3800 1 32 44, B T X% TgE R 30 =5 26 F1 JJ () FeeR1
ZARSL . TEARRIEL G W AR RER I 1gG 328 . HMA 32 04 55 10 R S 1k 45 G o mT I8 £ A K 400 M 3% £k
Acuna "X 30 5] CU #EAFRM , i dt Hp 1gG ik BHIER K 60. 0%, IgM BHHEH Y 33.3%; Gala-
dari 229 W & BMLVE BT Hp 1gGL. IgM FidRBH MR TE CU B % h B 1 & Rostamy 20X} 43 i) CU #B 3%
MG R 5 P Hp-1gG L IgA L IgG HEG TgA FEATAR I, A SLBHME AR50 R 72. 106,46, 506 F1 44.18%, 5 40
{1 1E 5 %R (37. 59,40 % ,27. 5 %) AR 22 R HAT G324 38 X Liutu 65 50 2 S5 B0l A9 J7 i 48 Hp
RIT IgE &5 &R A0, &8 Hp B MG W R R PUR T REZE CU R0l T EZA/EH. 3R 19 ot
ORI Hp By CU JdE CU B, midl nl &y 4 3 B2 M3 L Hp-Lpp20 E 1Y 1gG, IgA Fiik, X
2 F AT IR B — 3 Hp BARE Al Stk bk 25 CU &R mps™ . HEE HAT A1k, Hp
TR G e M CU/CSU A B A G AT FEAE A Bt b o A1 XERBEAR ) CSU LT T Hp AUH: Lpp20
H B B WF 58 G 40, 38 D) AE CSU RAEA W Hp F5 5 P BT iRk, IR0 H AT BB A9 BUw AL
il ABFFENABERFEAR CSU B H R RRAL, &l 4 28 1 35 bt Hp FHt Hp-Lpp20 1) IgE. IgG fil IgA
KV, WA BUR 3 A 1E B, IFR T Hp R K MR TR e e 7 CSU &0 Hh i A 60, 8 AT e i BIL .

1 #R57RZE
1.1 # #
1.1.1 &mF#A, A4k, ik

CSU Ji #l B I3 FEAS . 2014 4 7 A —2015 4F 1 AFEE PR BFEE Be g2 011208 CSU /Y 211 Bil %
Ho 112 oM GERR G IR) . 99 58k, 4E# g 14— 69 JB 2 (38. 79+4. 22 ). RIS AR CSU: D #
FE4y 2018 AF BRI A8 25 IS FIIG R S 8 2% (EAACD 23U CSU 2 Wikr e 5 @ Fife 6 A E 7 4EAR%, F1y
L84FE; @ THZ L, i — M INFTAIIRYT . 3 — 1 SOl RS B . e il s @ &l K
Tl s st A% . B Y s © MR B2 BT BT Hp 3677, fa R X BB AL 0 i T8 AR . [) 300 B % o
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R o B R 25 R IEH AR, X IR AR AR L MR S — AR 1S CSU 4l t. g AR JE#H 137
), Horb 73 6 vk (HEBR TR . 64 1Bk, 4FE W 18—66 JH1 % (38.29+3.37 ). WARXT A . O &k
AR @ — A TLSH CE . M, FEY); © TE KISt e, L4t
@ MARIEZ ST Hp i697. EDTA HUk e WL 25 2 =08 S A # Ik, 2 b ]veE g0 . IR G .
FRATRL Hp 26695 FR i BRI [ 35 [ & A4 5 50 (ATCC) 3 BL21(DE3) B2 A KB I A Jb 5 KAR A
Al ARSI 3 4 1 pET22b-Lpp20 20 Bk 2 % A DHS« B2 B KIGAFE , Z VAR (Amp) HrpE".
1.1.2 ZZ&XA

Pt Hp-ELISA I i 4 0 &0 FAb 5t DR AW A F) s Bk 32350 &0 F Omega 2w 5 40 14 3
K2H DNA #2485 &0 T b 535 B /A 7] 3 Chelating Sepharose Fast Flow #fifk#: 1 T Pharmacia 23 7 ;
HEWFE-ILEPLN 1gE IgA 19 H 95 [E AbD serotec A1 ; HRP-E4T A 1gG W H AL s H A2 A Wl s HRP-8E % 5%
FZE W A 3% E Abbkine 24wl ; TMB & @ W F b 50 KRR /A Al BCA & 1k B R & W F Sigma 28 7
ECL fb22 2GR &0 T R 28 = K4S Al 5 N-3i I 26 o [ Rk 2% e ) 22
1.2 KEH*E
1.2.1 Hp & Zrate Znl g

FHARME) Hp-ELISA 35 & mt CSU 4 FXT FE4H Hp B YL P R (P CagA & HSP BRA PR R 1gG Bt
O FEATREI, HAARSER A SF UL A5, BEARAY 450 nm BEEL OD {A.
1.2.2 &4 F MK Hp £ W R 1gG,IgE fo IgA Akt m

(1) Hp R85 % F1 0 AR IR 2 247 10 ol 45

O AT KRN Hp SRR T B A Hp 85973 | 37 CREFRRK MM TE . FRREM A KA
RS 10 % R4 ) 7 38 2% 805 4. @ Hp R R 240 il & - R B R £h 22 vh 3R A M (PBS) L &
VRV 3 WK, B R R R TTE AR Z W (8 MDY, FE W FT e BIAL, BCA 32530 2 1 o vk )

(2) ¥t Hp-1gG,IgE Fl IgA Pk K &

@ [d] 3% ELISA 3£ Z Ht Hp-1gG: 20 pg/mL i Hp JR & 2 M 9 M bR AR, A 1 ¢ 40 H BE Il 75
100 pL/fL, 37 CHEE 1 h, WHIG A 1+ 3 000 Fi BEAY HRP-2£HT A 1gG 100 pl/fL, B F 1 h, Yet)s
TR, A AR R B A 15 min, 20k, 450 nm $EH OD {H. BFAR 3 B, FEFiE
T X AL, @ AW & —E MK ELISA 3% % §it Hp-1gE/IgA . #4 MLiE 1+ 20 F BeJa mAEA Hp JR &
SUMR IR WA B AR AR, 37 CL1 h I B R YEM ., A 1: 10 000 B4 E-ILEH A IgE 5 1 = 2 000 f2E
WE-LEP A IgAMWE 1 h, Vet A 1: 6 000 HRP-5 % 3£ FIZE W H 35 min, i1 A TMB & &% 5 4
20 min, £ 1k N . 450 nm BEROLE B (OD) A, [R5 8 & L K TG I 35 X fE.
1.2.3 fiF4F 3 Hp-Lpp20-1gG. IgE #= IgA 4k

(1) Lpp20 Mgk Fiaifg™"

¥ pET22b-Lpp20-DHb5a IH K 35 79 4 J5 42 U 241 Bk DNA J 28 Ndel+ Xhol BUEG) % IE 6, -4
TR AR AZ A BL21(DE3) i, M T3 H pET22b-Lpp20-BL21(DE3) 3% 5 i ki 15, SDS-PAGE ¥
Ji L Yk e S E A Lpp20 MR, BB ForMENTRaifbE A . B A 2 (BCA) LI E W, I
% [ Bb 2 BESEAT N-smill e, 3 oR Ak s B ORIE S Lpp20 541 8 A BB I s g pE.

(2) #i Lpp20-1gG,IgE, IgA HiAR K - 5

B Lpp20 VA 5 pg/mL B RS WEE, K45 M7 1 20 BB AN A 6 8 4 00 B A B rb . G I 4% RE AR v Bt
Lpp20-1gG,IgE, IgA YRk . [R5 B & FL & TG I i %) BR.
1.3 ZitFF*

i GraphPad Prism 5. 0 Ze 54 #4780 /3 MR AE . Hp IR B BHPER OO 7 R R g, p
INF0.05 HE M ERBAGIFE X IESTHEFB A 2 (o £s) R, AR X ¢ K5
#, p /NT 0,05 HE K25 HA G5 E .

2 # B

2.1 CSU A3t LA Hp B ME=R
CSU 4 Fix} B4 ¥ #4710 3E HT Hp-ELISA ARUERF &M, 250 2, £ CSU 4, Hi Hp HrikH
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PER A 73.46 % (155/211) , X I A BHME R A 51. 82 % (71/137) . AT R KK (X* =17. 08, p=0.000)
BA GG D, ik CSU kW5 Hp UL A %5 U i AH 6 1.
1 CSUAFMERBARIMNEH Hp Hifk ELISA FRigEiRFI SR MR

| s, i o St S ait B/ %
CSU 41 (i) 155 56 211 73.46"
X HEZH (1)) 71 66 137 51. 82
W % vs XHBRZH, X*=17.08, p=0.000.
2.2 Lpp20 EHAZEEHMRIE, LT
¥ % 35 1 pET22b-Lpp20-BL21 Al 130 koo
SDS-PAGE BEBCE [ kAT M. HF 4 b 0
H) TR B AE 20 kDa B3 A7 8 19 8 1 3R 38 4571 55 KDa
HREARERI(E D, BHWE AL 40 KDa
JHER B F R A2 BT, H AR BE S 80T ik 35 KDa
W 4 A SDS-PAGE #ayk A7k, Hodh B 25 KDa
PR 4B W] 3k 90 %6, 44 F Il M 4 IS BCA
PR E AR E N 2.2 mg/mL(E 2). & 'S KDa
HE A N 55 7 8 NH2-Met-Lys-Asn-Gln-
Val, Fasta $f 0¥ 51 5 & (50 08 3 2R 47 H 10 KDa

B, H5HUE Lpp20 /Y N-dind P8 — 8 &
41 Lpp20 H H AR ROtk S B R
BRI D S L 1 g )

170 KDa
130 KDa
100 KDa

70 KDa

55 KDa
40 KDa

35 KDa
25 KDa

15 KDa

10 KDa

1. BESHIY pET22b-Lpp20-BL21; 2. IPTG S 4 h;
3. ZEE4K pET22b /BL21 i IPTG #S 4 h.
B 1 SDS-PAGE E R HE R MEMHEAR Lpp20 B K%

4 5 6 7

1. Marker; 2-6. ANRIZMFTFRWES; 7. HIWEA.
B 2 SDS-PAGE B HE kM EA Lpp20 EER 4

2.3 CSUAERMBARMME Hp 2B MEM N

Lpp20 B9 IgE,IgG & IgA 7k F

BNMEHR

Wit 2.1 SR, B CSU Ak OCSUH) Hp(+) 4, 3155 i, @CSU(+H)Hp(—) 4, it 56 f;

PR 4y k. @CSUC—)Hp(+)@H ., i 71 #il, @CSUC(—)Hp(—) 4. it 66 Hi.

SEYR-FEMR

ELISA LW 5E W7~ . $T Hp-J2$t Lpp20-IgE 43 5l 7€ @, @ 4[] (0. 082 0. 002 vs 0. 074 £0. 003, p, =
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0.0763 0.085+0.003 vs 0.083+0.003, p,=0.622); O, [E](0.082+0.002 vs 0.07840.003, p, =

0.382; 0.085=+0.
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CSU (155/56) TER (71/66)

f

a. OCSU(+)Hp(+)dl#i Hp 2 H-1gE(0. 082£0.002), vs@CSU(+)Hp(—) 41 (0. 0742£0.003), vs@CSU(—) Hp(+) 4 (0. 078 =
0.003), t,=1.785, P, =0.076, t,=0.877, P, =0.382. b. OHH Hp 2W{-IgG(1.05340.022), vs@ 4 (0.890£0.028), vs O 4

(1.22240.034), 1,=4.256, P, =0.000, t,=4.312, P,=0.000, @ vs@®CSU(—)Hp(—)# (0.81640.020), ¢, =10.20, P, =

0.000. c. OHHT Hp & Hi-1gA(0.66040.022), vs@H4 (0.55940.030), vs@ 4 (0. 849+0.037), ¢, =2.600,

,=0.01, ¢,=2.381,

P,=0.019; @ vs@H (0. 73040.032), t;=4.63, P,=0.000. d. Ot Lpp20-IgE(0. 08540.003), vs@HL (0. 083+0.003), vs@HL
(0.082£0.005), £, =0.494, P, =0.622, t,=0.530, P,=0.597. e. QAP Lpp20-IgG(1.459£0.012), vs@ (1.422£0.019), vs@®
21 (1.494+0.016), ¢, =1.631, P, =0.105, t,=1.720, P,=0.087; @ vs@4 (1.44940.016), t,=2.017, P, =0.046. f. Ot
Lpp20-IgA(1. 22940.020), vs@# (1. 124 £0.033), vs@Z (1. 251+0.033), ¢, =2. 813, P, =0.005, ¢,=0.602, P,=0.548; Q4 vs
@ (1. 09840.035), t,=3.171, P,=0.002. H. pylori: T TEBAFE. HRAKTFHEE EARMERE (2 £5) FR.

B3 CSUARXRAMFBEI Hp £ -1 Lpp20-IgE, IgG, IgA K F
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28 (a1 #: ELISA 0 W7R . T Hp-IgG £ D, @41 E] (1. 053+0. 022 vs 0. 89040. 028, p=0.000),
@, D (1. 22240. 034 vs 0. 8164+0. 020, p=0.000) L4, ZREHFFKIT¥E X, FW Hp KL )5,
ABEP I P Hp £ -1gG K F R E T O.O4L 0 (1. 053+0. 022 vs 1.22240. 034, p=0.000) It
B, OHYUAKFH B TOH, H2ERBA G252 L& 3b). $T Lpp20-1gG 7ED , @4 8] (1. 459 &
0.012 vs 1.422+0.019, p=0.10), O. @A (1.459+0.012 vs 1.494+0.016, p=0.087) lL ., 22
SARAHGH$EL; HO , @AM (1. 49440. 016 vs 1. 44940. 016, p=0.046) lL &, 2% 5% B A 5 it
FEX A 30). AW EFEME ELISA IEE BoR . $t Hp-IgA 7EDO , @4 [H] (0. 660£0. 02 vs 0. 559+
0.030, p=0.01), @, @HE(0.849+0.037 vs 0. 730£0.032, p=0.000) L&, ZFAAGI¥E
X, FRW Hp B 5, AR IMES Hp 2 W-IgA K- F R ZEFm: O, DA[E (0. 66040.02 vs 0. 849+
0.037, p=0.01D HLEK, OHKTFMFOH, HEREASEIT¥E X (E 30). Bt Lpp20-IgA D, D4
B (1.229+0.020 vs 1. 124 £0.033, p=0.005), @, DA [E (1.251+0.033 vs 1.098+0.035, p=
0.002) lbAr, ZRBAGI¥E L, £ Hp B 5 AP i iE $T Hp-Lpp20-IgA /K-F 8 % i (H2
O, @I (1. 22940. 020 vs 1. 25140. 033, p=0548) i, ZRAEAGIT¥E L (K 3D.

RIS o R

Mok 2 BT SR T CSU &5 Hp B, 78 EAACT St Z i USRIz 2 riem b,
Rl Hp JRPE BN A CSU % B2y Rt . ABFSE & Je FAREfL Hp-ELISA i &40 T CSU AR
gkt B o B Hp 8 e PR 3R CR 8 R A B e R BRE B ) o B5ds B /m CSU ABF b Hp JEYe BH 4 %6 B B &
ft XTI, UEBH Hp BYe R CSU B A7 762 VI A DG (3R 1. S5RR9Z K A= 11 G5 s B AL i 2 S R 48 i v
b, JBEIORL , 2k 1A BRI 2R M A 5, T G AR 0 R A K A S iR AR S TeE 5 H A Y FeeRI %2
PRBEBRESE 4 . Hizal 5 R BUMIEHT Hp TG BIVE S RRZ B35 A R 0075 e K38 560 BH P % (40 %) 1 35 v
TPt Hp 1gG BIME 582 3 (14, 3 %), 1 F R B2 R i i 1058 E 4 iz - TR 5 CSU &9 %5 Y
KR PUAE K ANM FeeRT HiiAk . Sun %57 & BHT Hp FUAKFAERIT TGAD BIYERY CU M I PL FeeRI $T
A BH PR 2R A MR 21 0 S5 10 . $OR Hp B T BBl i i 57 A AN I BT FeeR1 HUARTH 8 103 12 42 i SRR 92
R AW — S5 R on Hp BULRIE CSU KM B BHuik iy = EJ0 6. [FEE, I8 K40 i 3% w45 40 1 A
HE EE Y 2k, R R E SR 1gG 2 A, X 86 A7 (R 75 R 55 1 PR VR 4 938 TG 3 B R AF I 194 T
ARG5S, RSN MGAL . (20t J5 4k RME RN . IR Y Hp J5 A9 K A5 BOIR 45 AT (6 15 3 7 A Fr g vk 1A
WG, T BOB Y SR FOR G FR P Hp ST K30, 4146 1gG. IgA Fl IgE %%, B4R X e hi (K X+ 7
Bk Hp & fAE FHE 0, 2000 B8 78 I A s BEAL ) b R FEAE . in A BF 58 8 . 76 fE Bl Hp B9 CU 9 il
d, BB Hp-1gG. TgA KV 2 3 5 T REBE Hp iYL i 4k CU X B8, Bakos %5 B BIF 58t & L. 7 1 Bl
Hp B CU 2R 4, F77E & 0 BE 03 5T Hp-Lpp20-1gG & IgA, X S5 #5427 Hp &Y A S 10 1k
TWARPE N BEAE S8 CU L L3 T HZ/EH. HEEEAH R NA MR B D, 45K WK T KR
A% CSU 1 Hp 4B & Lpp20 Il 7% 4% 5 PP 04 38 0F 43 B, B BL A AF 5 5k CSU R 2 R i JE it B/ b bt Hp
AT AL Lpp20 17 55 5 M1 IgE. 1gG F IgA /K P 347 W a, U8R Hp 51 iR e 75 CSU &
I3 HF T A Y A A

AT 5 38 358 % A2 KT FEAS 20 A R S 1 TgE dE AT R R B, AE A 24l (CSU(H+H) Hp(+H 4l . CSU
(—)Hp(+) 4, CSU(H)Hp(—) 4, CSUC—)Hp(—) 4, I & F P Hp £H M Lpp20-1gE Hiik
b F 25 SR Go it 2 SO ARE K T CALTRI ER 3 p BRTF 0.05) (] 3a, I 3d), KB Hp IRYLARER &L
W R MU TgE BRI S, FLT ™= A IR /K - 40 B8 5 570 TgE 5 CSU & JoAH M. 38 2o A6 i 22 3 1 75
WA S 1eG KRB, ANIBTE CSU 41if 2 X1 B4, &Y Hp J5 85 R ANEIE A T Hp £ F-1gG B3
Fhi (p<<0. 05) s {H CSUCH)Hp(+) A4t Hp 2 W -1gG /K F i #F L T CSUC—) Hp(+) 4 (»<<0. 001,
Kl 3b), #a7n7E CSU AR, Hp Y5 & 1gG B S i 3 B 5 /N 6 CSU AHE, FRATT P b 4
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FARIEYE Hp A% S 18 277 A S KPR R 1 TG Huide, (R 3R ARV S 8 8007 O A 2 AR iF CSU & 11
HIFHALA]. FFER, R TE CSU dlif 2 xf Bdirp, &Y Hp J5 Mg h bt Lpp20-1gG /K F¥ T, {HixX
it m e E A CSUC— Hp(H A S BA %% 2 X, JFH CSUH Hp(H) A iE 4T Lpp20-1gG
AKAFWAR T CSUC—) Hp(+) 4, HMd A 22 5 A B A gt 22 2 (& 3e), HILIRATIAY Hp Be Al LLiE
T Lpp20 |EAHIBSME LA 8 E K G £ 50 1gG, B4R Lpp20 & Hp B & B i-90 52 s a8 i 43
EH, HEHARE Hp BYLE CSU K5 A9 T Z0 [N 18 i 4 I A2 45 1M 3 40 B 45 S 1k Tg A R B, AiB1E CSU
ot A, B Hp R &5 RIS Hp & - Pt Lpp20-1gA & 3 T+ (p<<0. 05), H CSU(+)Hp
CEO4L AP I 7 45 52 M Bt Hp 4 B-1gA K F B F KT CSUC—) Hp(+) 41 (p <C0.05), i X ¥ 41 18] (1 Bt
Lpp20-TgA /K25 5 A BA Giit 27 LR 3. B 3D, AT, B R ERYE Hp Al ok g 3577 28 1009 K
PR IgA, 1 Hp-Lpp20 M2 5 MR R Y HL A& B A 5 Pk 1 i 0, R aX Al Tg A B R 4 93 S i
JEAE Hp BEYL AR 6 CSU B EZEUEHLE. 2 T CSU+H) Hp(H) @t 4t Hp £ H-1gG, IgA /K P& CSU
() HpHO A (p<C0. 05) , FRATHEMSE i FH40 61 Hp Y5 5 1) Thl By Wkt . RH N
LI HAR AT, T 5 i TR 2 A G 28 334 5 f G JSE 460 40 0 7™ o, 00 A s LA ™ 4 mT L o S G
A ZNER LA, 3#E— 25l 0 A T 75 A 46 SR TE I 9 RRE S s B B T g2 CSU 15 R E SR B &
SEIR A Hp YL @AM EAE T . g s 5 2e HLH 159 Hp A SRR e e pi. AR,
CU B ME sIL-2R /K5 2R (IR K7 i 35 A0 G, 427 CU B T 403 £k 55 18 K 20 i B3t J50R: B 1
Ho. CU B HAg B et 4R T 40 s .

FOATAT B P AW, ARG Hp ol LS80 277 28 i KOF 19 I 7 R 57 1eGL IgA, JF H Hp-Lpp20
B BP0 e 5t s i re Hp Y il & 9 (R S e b 5 A B, (AFE S Hp B AHC K CSU i
H, Hp 4B AR S PO = A IR 2 R ZEORHLE], WD Hp JF A2 58 1155 & R S s it iF CSU & 5.
FATNR s MUY Hp J5 A7 78 BR AR S e A oAb — 22 ik 22 4 HEAE R T ik 2 5 CSU k9. ©46h —
SERfF I R, HESE Hp B (140 VacA Al NAP, wf ik 5] A0 K 40 i i i N 85 9% 3% 5k G 2 1A §: 19 MAPK,
PI3K/ Akt {55 3 # 15 4k (1 77 0 B 3 3808 AAE R4 ™, $o% Hp B 5 A nT A8 o B 42 18 9 5 =X
ARG E A E AR K40, 2 CSU &, FRATTA A Z 1l 5% A0 T n 4 1 i Hp 3R B 42 106 10 I8 K 40 it 1)
T T R

AR T Hp BRYL R CSU &9 R AHSCHE , B IRFERFEA I CSU s 6] b 8 87 T i 35 4% = 41 Hp
WK Lpp20-IgE, IgG,IgA /K-, HE T Hp I R 5 M PRIt 4E Hp B MG CSU MR A, BT
TR 5T I K 58 248 78 Hp BRYL B CSU B LI ALTH . H 2025 A0 G 58 32410 T30 ) JEL I8 ol fo 17 BB A 5 %
T8 TR 2%
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