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Application of Helicobacter pylori antibody subtype assay in the diagnosis of upper gastrointestinal diseases
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Abstract : Objective

gastrointestinal diseases. Methods

To evaluate the application of Helicobacter pyloriCtHp) antibody subtype assay in the diagnosis of upper
150 patients with upper gastrointestinal diseases,including 82 cases with chronic superficial gas-
tritis, 30 cases with atrophic gastritis, 10 cases with gastric ulcer and 28 cases with duodenal ulcer,and 80 healthy controls were en-
rolled and detected for Hp antibody subtype. Results Positive rate of Hp antibody subtype | in patients with upper gastrointesti-
nal diseases was higher than that in healthy controls(P<C0. 05), positive rate of Hp antibody subtype Il in healthy controls was

higher than that in patients with upper gastrointestinal disease(P<C0. 05) and there was no difference of Hp antibody subtype | +

[ between theses two groups(P>>0. 05). Conclusion

Hp antibody subtype assay could reflect the anti-Hp humoral immune re-

sponse status and might be helpful for the diagnosis, prognosis and radical cure of Hp infection.

Key words: gastrointestinal tract; Helicobacter pylori;

Ha A I 2 T AT 4 4 2 EAT I A T IEFT B (Hp) TRAT
AR, BN Hp Yk 40% ~90% , H 45 Hh 7 75 2
S, Hp Rt B LR BRI 2 EAES . B R
AH 2 Ik ECL2H 23 B 5 T A v R B O DG IR U R AN B
B, Hp BB E UG 515 1846 75 5 BB e 1 bR 2 AL A
LB, ARSI b Hp /8%y B R4 BE % Hp Po iR K6 I 25
BT Hp BrR 43 BRI A5 1 35 £k 38 5 9 12 87 P 1 4
1 MRS
1.1 — e 20114 2 A F 2012 45 2 AW FIE R T
A Be T A N BF 2 I He 2 B Bk A AR 150 1) (1 AR T R
D) R TR SR R 82 ] 4 R 30 6.8 Bt
10 6 . ¥ B R Bz 28 6.2 A~ A R IRAS Hp 249
LA 5T ZE B0 400 590 L 6 790 L A 25 900 56D L A A it B 2 80 31l 44
AN R .

1.2 Ok SRAEZ RN G ki, 4 B A 0 I b A T
Hp fui# il . Hp $T K % A Hp $T 4R 45 59K 0 5 &
CRYIMAZT R 5 I 7™ ks e IR 570 & U8 0 - ok 47 38 1 4
P

1.3 Siil2:ab3 SR FH SPSSI13. 0 481 % 4 i 47 S04 4> 7 .
TRECR R LU 7 R 308 AL IR FL Ry R8s 3 PR A 58 K
el a=0.05,

2 & 7

L R4l Hp I MPrikHMERE TR R4 (P<
0.05), % H840 Hp [l B BRI 2w F LM mEmaA (P<
0.05), LB AL A Xt B2 Hp 1 + I B Hp A pH M R 1

YEF A 4% 20 B BATA IR HE0 , 32 22 A e 24 0F 5T

antibodies, bacterial

BEGITFER(P>0.05), L5 1,
*x1 ZWEA Hp AR NPEAERL S n(%0)]

215 no 1 WYLk JIELLE7 R Z N Nl | VE 7N

b 9 A T8 5 A 150 101(67.3)  11(7.3) 112(74.7)
B EEE KA 82 50(60.1) 6(7.3) 56(68. 3)
ZEtEE R4 30 20(66.6) 3(10. 0) 23(76. 6)
8 Wt 9% 41 10 7(70.0) 1(10. 0) 8(80.0)
+ AR ER I R AL 28 24(85.7) 1(3.57) 25(89. 3)

X 4 80  5(6.25) 43(53.8) 48(60. 1)

3 it it

At 53 Bl A N Hp J e % 5 3% 50 %6 ~80 % » Hp &%
Y i RVEAT R G AR BRI YT R ECR RS Hp
Y B H BUS 5 Hp fd B3 6L R BT H 24 55 . Hp
PR R DR A [ o R 3 R e I AT A T I PR 45 JR) Y B R
RE . CagA FRPER RS 5 BO™ IR R G R B D 1 g
Bt BT CagA BATER FR. CagA J& cag M i L cagA
L[N B 2 5 1 2 Hp SR S B0 7™ A2 8 1 S BT 99 T 250
N7 BT B G S . cagA PHME Hp JR YL Mg K&
BEEYY A7 A w3 B BT CagA U (H)5 & 6 A BBV BR C
¥ Hp JFxF Hp FRUCZ S AR E RS . JLF T Hp 1 #k
PRk VacA T H ., VacA AR MR EGHRE AT
B 0 B 266 50T IR 3R A 3E OB L R T A Hp B 4 3 A R 2R
Bi. Pk, RBP4 CagA Fl VacA 2 HH Hp B vk 0] 1 8k 5
T T (¥ 41 2R AR AE AR N R Z0 0 2 B R R Y L AR A AT R
CagA HH M VacA #2351 Hp 730 L RA0 I 2. [ 2 Hp



E b E¥2%5 20134 1 A% 34 %% 13 Int ] Lab Med,January 2013, Vol. 34,No. 1 e 51

Jy CagA VacA XU o] 5 & 15t 7 FI R e 5 11 B4k CagA | Va-
cA BB, B F IR YL G 2RI AR H R .

AWE 5T T Ak E P R T R Hp R RN
60%~80% , FA A SCHR R B 45 | — 2. AL R R R
& Hp | BRI MR (CagA, VacA (L E—F i A & T
fidt JfE 2 (P<C0. 05) , F W] - 151k 38 6 f o 22 iR e d kAo |
B Hp =i bk. b+ 8 ek v % B M R R & Gk
85. 7%0) » 5 SCHR IR B g [ L H A i 45 X 35 i CagA
FH PR A4S 3Rk 90 %0 Lh A b B2 am ), g Hp [T B9t
R S T B AR B (P<C0. 05) , 2 B { )¢ o 25 ke
Ny REE LT Hp Wtk

B AT Hp J& 53697 57 10 I A% 7] A5 o fa] ) 97 Jek e 11 A 19
SO DT X B8 SO M R AR R BE A TR RIRIT . (R =
YR 4 [ 1] MR TR R Y A T ) A R R (2007 48 A A
W) Mg Hp ARG & I TE AL 5 0 10 955 B 266 I RE G Ik 12 4
SUNR I IR PEE R R E A B S RN R
IR B A NESRIAIYTT . Hp Bk BRI A B+ 7 B
PR Hp W AR 35 7 8 Bl F il e 58 38 i AR bR Hp. 5 5% SR
FRRG A B U7 297 TR 38 SR A 7 10 B 6 A ROk BB
I AT Joe e R ARG 7 A ARG 7 R AL B AL F Y SE IR
12 Wi KA

2 & Lk

CL] BAARE. da ) BROT T SR e 15 e PR 3 B b B v 5 = i A 14 3 3
TEOL TR B Y AT TR [T ). P AR B A R R
2006,21(4) :20.

(2] ZEA skfEal. wal 9T RS IR 7 RO BT 5 B R LT 0. [ R &G 6 16
#5,2006,27(9) :804-806.

[3] SLEH. 7K. W TR R 2 R AL H B CagA 78 8 M R A WL
HA IS LT ). [ B G 36 12 2 S . 2011, 32(2) : 223-225.

(4] PIHEHE, FREAS  FEERAE. W IR L = 2 W r s b R [T]. &
AP EE R K 2F 44,2007 ,28(2) :185-188.

(5] WK, BB, BT M. e 1) AT B J g iy L ik 55 0 R [ ML
AU EBREROR kL 2002 233-234.

(61 JEIERNE . ARRAD, SR A . W T URAAT B cagA/CagA 43 F £ ¥ % BF
gk LI, 1 A A 244 7 . 2001,9(4) :560-562.

[7] Blaser MJ, Atherton JC. Helicobacter pylori persistence; biology
and disease[ J]. J Clin Invest,2004,113(3):321-333.

[8] Tombola F, Morbiato L, Del Giudice G, et al. The Helicobacter
pylori VacA toxin is a urea permease that promotes urea diffusion
across epithelia[ J]. J Clin Invest,2001,108(6):929-934.

[9] Backert S,Moese S,Selbach M, et al. Phosphorylation of tyrosine
972 of the Helicobacter pylori CagA protein is essential for induc-
tion of a scattering phenotype in gastric epithelial cells[J]. Mol
Microbiol ,2001,42(5) :631-644.

L107 ShAe g, 3% W 53, 7K 3R 45, 5 b DXL 2 1A 1) MR T 1 J e o D 2%
WEFELT]. [ BRAG0 BE 2 28 5. 2011, 32(13) : 1414-1416.

[11] Pan ZJ, van der Hulst RW, Feller M, et al. Equally high preva-
lences of infection with CagA-positive Helicobacter pylori in Chi-
nese patients with peptic ulcer disease and those with chronic gas-
tritis-associated dyspepsia[ J]. J Clin Microbiol, 1997, 35 (12) .
1344-1347.

[12] Shimoyama T,Fukuda S, Tanaka M,et al. High prevalence of the
CagA-positive Helicobacter pylori strains in Japanese asympto-
matic patients and gastric cancer patients[]]. Scand | Gastroen-
terol,1997,32(4) :465-468.

[13] AR B 2 2 W A 2 70 2 fl 1T SR FF 181 54 4L/l 1T 98 A 10 R T O3 1
20 B =R 4 I A T R R o T ) A SRR 4 (2007 4E 8 ]
JEUD [T]. e R 2 2 3. 2008, 88(10) : 652-656.

(e H 3 :2012-07-10)

CE$E5E 19 TD)

i IE % L {H iPTH /K- 2 W 8 7+ & . CKD3 #] L5 » Ser. Il
45 I &% iPTH /K354 W1 8 ok 2%, 5 fd B & & CKD1.2 1
BEAGHEZES, HitkAH#E M CKD3 I JF 46 o] H #8888 5+ &
A S U0 R I L A IR ER LT . iPTH {4 Y E BUH LA
FEAE B PEVE AT, IRt S IPTH M6 8 [ 2 R85 4 i 4% 3K
B, FECERE R R4 . i B LR KA. BT
iPTH HHXEE A Z K ZATE T2 L85 F, B JLT i
A B AT B (PTH /R0 4825 5, 7T 5% 0 2o bn 3 42 45 0 il
ERE WERGE MERE WA ALE MBERE BHERS
TEN N £ RE et f5™ 1,

25 R LT B CKD (3 #6 A Al e 40 3th £ 45 iPTH
AR H i iPTH K TH 5 B 3208 B LR A+ & etk
B CEEW R E AR R AEFE, 3 A W AN i
iPTH /KFA BT 7 2 0% oF J& PRl 9F & &% WU . 18 &
16 IR T I 95 55 42 B AL L3 AP TH 7K S i 20 Fo S T8 B2 40 28 B 1
1 - BB 520 R R BT

S &k

[1] Gal-Moscovici A, Sprague SM. Role of vitamin D deficiency in
chronic kidney disease[ ] ]. Bone Miner Res, 2007, 22 (2); 891-
894.

[2] National Kidney Foundation. K/DOQI clinical practice guidelines
for chronic kidney disease: evaluation, classification,and stratifica-
tion[ J]. Am ] Kidney Dis,2002,39(2 suppl 1) :241-246.

(37 SRR G RS v A6 1% 1 B 8 1l 3 FY PR 55 AL o8 38K 7 1 £k

LJ]. YR BEZ5,2009,16(10) : 72-73.

(4] B ORGP LR E b B % DIRE LT iPTH .85, @ .
SR ZL AR Be Mt /N A 8] B A OGP 43 LT 1. 04 )1 B2 24, 2009, 30
(6):813-815.

(51 W/NJ5  J8 B30 4 L0 3% A7 1S5 HY AR 55 38 K 7 2 AR 43 B
T LT A rp PG I 45 4 B 443k, 2011,9(12) 1 791-792.

(6] BRASe. BUAUIE M S iR Y7 = M dbat: AR B AL
2001:45-54.

L7) AL XISCHR. 1128 M5 IER 3~5 B8 & 129 45 X 43
L0701 PR 0552 3 % 2 2 35, 2011, 6(10) :891-892.

[8] Theman TA, Collins MT, Dempster DW, et al. PTH replacement
therapy in a child with hypoparat hyroidism caused by a sporadic
calcium receptor mutation[ ] ]. Bone Miner Res,2009,24(5) ;964-
973.

[9] Zoccali C, Panuccio V, Tripepi G, et al. Leptin and biochemical
markers of bone turnover in dialysis patients[ J]. Nephrol, 2004,
17(2) :253-260.

(100 2R, AT B 5, BRAEE . 45, 1 3% 42 B AR 55 M o 3% 0 2 7 ' M0 <
93 HF IR G DR RE R CD . 5 #3825 2 7 . 2011, 24(5) : 490-492,

CUL] o g3, A SO 3% 07 25, A8 1k B IR 28 358 L 4 BE PR 5% I %
55 R AR T ] R P EAS S B R A AR, 2011,12(9)
809-810.

(12] 4. i I8, AMEGHE . 55 245 1k 0 VA8 A A8 5 45 i A0 M 42 B
IR 2% I R KPR 2 2 M (0], 2R E 206 R 5 80 . 2011, 9
(2).:183-186.

i H 37 :2012-10-08)



