T E 5 ARILARE Vol. 8 No. 6
Chin J Contemp Pediatr Dec. 2006

48 %5
2006 4F 1

PN
T

JU i PR bR 20 L P 1 s 20 L 1
IL-6 IFN-y 7K *F- 28 A€ Be HL Il IS 58 L

PR AT KRR R, AW, R R

(1. WHEMAXFE—ERILA, L& K& 030001; 2. LiGEMKXFE _EReiA, L& K& 030001)

(# ZE] By TS nigr: B o (acate lymphoblastic leukemia, ALL) A [R5 9 5012 40 i
42 -6 (interleukin-6, TL-6) .y-T-3i % (interferon—y, TFN-y) 7K EASfL I AL FER IR RG] ALL &)L IL-6
5 IFN-y ZIRIAHSESE R , DA I PR R 40 B 5 46 4l i A= W 2 B3R LU e it — e kil . iE RARR
N AEAS I 40 A B4/ TR 42 S e 0 SR A 42 ) ALL 583500 k1 K % frt 3 e o o, 426 355 7 AR08 20 A A Py I
6 J IFN-y (R K7K o 20 BifdR LB/ IE w4 IR, &8 DALL MBUL & W bk i 5 2 4 e i 1L-6 3%
PRAKSF S 81,74 £9. 31 B E X HRLLY 5. 67 +0.96 B T4 (P <0.01) , 1 ek il 8 R 20 ML P TFN — y 323K 7K
SR 1031 £0. 32, BEEF X IR 1. 46 £0.49 A PT FRE(P <0.01) ; Z4by 7 AR R M , ALL J8 5 # bk 5242 40
ML TL-6 F3kIK V-2 27. 52 £3. 40 501 & BARH BIEAL(P <0. 01 ) , 47545 1 8 % BRZH T (P < 0. 01) , 7 Uk it B2
AREANMLP TFN=y F3k7KF-H 1.97 £0.72, 5540) K B B T35 (P <0.01) , HARIE # % R Bl B 7 , (P <0.01),
QALL B JUA [R5 K i B A AU N TL-6 55 TFN-y Rk B B A A G (r = -0.476, P <0.05), Zig
ALL LBk m S~ 40 TL-6 K5 A 1 2 5 A 6 B VI 26 &, ALL IRY7 B M AZ A0 1L-6 7K
TRERIR ALL ATREARIF R . 24 ALL JH 2407 AR 2 M i, IFN-y (1K 738 &, (0 =3 M B AR ML S
ALL £ 35 T A 13 14 R SR O 3 0 Rl — AL B [ RE LR ILFIZE,2006,8(6) :461 —463]

[k # W] 2Eednr: Gmg; GanEn -6y THHE; JLE

[mESHZ#ES] R733.71 [XHkARIGAE] A [XEZHE] 1008 —8830(2006)06 — 0461 — 03

Levels of intracellular IL-6 and IFN-vy in children with acute lymphoblastic leukemia
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of Shanxi Medical University, Taiyuan 030001, China ( Email; yhg0351@ 163. com)

Abstract: Objective To study the changes of intracellular interleukin-6 (IL-6) and interferon-y ( IFN-vy)
expressions in children with acute lymphoblastic leukemia ( ALL) at different stages, and to examine the correlation
between IL-6 and IFN-y in ALL children. Methods The levels of intracellular IL-6 and IFN-y in venous blood
lymphocytes were detected by flow cytometry in 42 children with ALL at diagnosis and at remission stage. Twenty healthy
children were used as the controls. Results The intracellular IL-6 level in ALL children at diagnosis was 81.74 +9.31,
which was much higher than that in the Control group (5.67 +0.96 ) (P <0.01). The intracellular IFN-y level in ALL
children (1.31 £0.32) was significantly lower than that in the Control group (1.46 £0.49) (P <0.01). However, the
intracellular TL-6 level (27.52 £3.40) decreased remarkably in ALL patients at remission stage (P <0.01) , but was still
higher than that in the Control group (P <0.01). In contrast, the intracellular IFN-y level (1.97 +0.72) increased
noticeably in ALL patients at remission stage, which was higher than that at diagnosis and the Control group (P <0.01).
A negative correlation was found between the intracellular IL-6 and the IFN-vy levels in ALL patients (r = —0.476, P <
0.05). Conclusions Intracellular IL-6 and IFN-vy levels may be used as the markers for monitoring the response to
treatment in ALL patients. There is a negative correlation between intracellular IL-6 and IFN-vy levels in ALL children.
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