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Correlation between natural Killer T cell expression and virological re-
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[Abstract| Objective To study the correlation between expression of natural killer T (NKT) cells and virological
response to treatment with peg-interferon alfa-2a (Peg-INFa-2a)in patients with HBeAg-positive chronic hepatitis B
(CHB). Methods A cohort of 63 HBeAg-positive CHB inpatients and outpatients in a hospital between January and
December 2010 were treated with 18MIU Peg-IFNq-2a once a week for 48 weeks. The percentage of NKT cells in T
lymphocytes., five serological markers of hepatitis B and HBV DNA load were assessed by flow cytometry and quan-
titative real time PCR. Results At the end of 48-week treatment, 26 cases achieved complete virological response,
21 achieved partial response, and 16 didn’t achieve response. The percentage of NKT cells in T lymphocytes in

complete virological response group before treatment and after 4, 8, 12, 16 and 24 weeks of treatment all increased
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markedly compared with partial and non- response group(all P<Z0. 01); At the end of 48-week treatment and 24
weeks after withdrawing from the treatment, the expression level of NKT cells of complete response group was also
higher than partial response group(z=232.0,P<0.01;:=27.6,P<C0.01). Within 4 weeks after the start of treat-
ment, the expression level of NKT cells in complete response group increased fastest and reached highest at week
12, then decreased slowly, and at week 24 — 48 was slightly higher than pre-treatment; the expression level of NKT
cells in partial response group reached highest at week 12, which was much higher than that before treatment (¢ =
12. 83, P<C0. 05). Liver function in complete response group returned to normal at week 12, and continued to remain
normal, HBV DNA level also decreased gradually, but in partial and non-response groups, the liver function fluctu-
ated at(1—2) X ULN. Follow-up to 24 weeks after stopping treatment, 27 cases appeared HBeAg seroconversion.
Conclusion The expression of NKT cells in HBeAg-positive CHB patients”’ peripheral blood can help predict re-
sponse to Peg-IFNq-2a therapy.
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Table 1 Expression rate of peripheral blood NKT cells among three groups( %)

Complete virological response  Partial virological response

Non-virological response

Fime group(n =26) group(n=21) group(n=16) Fie P
Week 0 26.26%2.90 20.22£1.73 13.1710.94 133.13  <0.01
Week 4 39.19+3.28 25.22£2.88 15.71£1.02 264.55  <0.01
Week 8 42,45+3, 11 26.58+3,12 16.18+1.72 409.15 <0.01
Week 12 43,11%£5.75 27.16£0.94 16.93+2,01 436.24  <0.01
Week 16 35.15%5.36 25.35+1.25 14.69£2,05 295.87  <0.01
Week 24 29,98 £8.78 21.02%3.21 13.12£1.32 111.80  <<0. 01
Week 48 30.12+4.43 22,53+4.15 - 32,00 <0.01
24 weeks after withdrawal 27.08%1.25 21.36£2. 31 - 27.60  <<0.01

£2 FrfABERITIhEE SME M HBV DNA #8845 a] 5 B HBeAg B i il

Table 2 All patients’ liver function, HBV DNA load and HBeAg conversion in each stage
Time ALT(U/L) HBV DNA(IU/mL) HBeAg conversion(n = 63)

Week 0 146 £ 42 (8.58£2,42) X10° 0
Week 4 58 £23 (5.93%2,54) X10° 18
Week 8 43 £28 (6.22+2.75) X 10* 22
Week 12 35%£12 (1.53£0.56) X10* 23
Week 16 44£8 (2.61£0.89) X103 23
Week 24 34+12 (2.51%1.32) X10° 23
Week 48 31£15 (1.84£1.03) X10? 25
24 weeks after withdrawal 2817 (2.57 £2.64) X103 27
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