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¢

A LAK A &30 9 F HMGN2 BIEE *

bz KXZE IEX 7 7T R om @ W 2 4 IfEm-
(PN TS e O ERHEE 5 VB2 B RT3, AR 610041)

WE o BoE M IR 305 IR 40 (LAK) /N PO 20K, N I8 IR 3% - 3R DI It I v vk e R
IS 0] e RO CL AR 7y B 24 N LAK 20 BRI PRSI, Al — AN HBU g 1R 22 Ik HLP-3p21. & it N
Ui G AR DR« SRR A 23 - SO g o #E BT R 3 il ) HLP-3p21 2 HMGN2. S5 /MR K EE (MIC) Flldg /)
AT E (MBC) R EAIE W] HMGN2 551K AT ML-35p 20 75 % RN ZHFE . 444 PR T8 ATCC27853. {4
SIRE ATCC 10231 35 PE, LA O 2R ATCC25923 i& k. #i% HMGN2 £ g ik, N H %% 5981k
2 TEIER G 92 R BN s RV, 11 5 B I8 U7 VAT HMGN2 AT 52 2204, E W AN 4l i 28 TL-2 Hil¥i y LAK 40 i
2> HMGN2 t A58 2 fudk, dkim /il 2 4h. #2758 HMGN2 & LAK 411 H—/N 70 52 80w 71

X8 LAK 4100, HMGN2, BUBimte, it 2k

ZFRHES Q786

N B 7 0N 1) S 95 40 2 (lymphocyte-
activated killer cells, LAK)/NK 4l [fd. CTL 4i Jfu #%
INA RN UAHUIR 40 M RGBT N TR B G 1
B A UBE . LAK 20 JL IR 2 I IR 2E W6 )7 8k
i JRe B A LI 40 B, LAK SR B A/E A SR im g
RRIEARSEIN: — R HERR AR, il /i
(AR BRE E P 0T LAK 40 3098 FOP i 2k P s gL 1)
RNy HAA ZFEE, BEER R FRIZF AR M
il WREAR R, WAHE /NI 1 I RORE I 2%
LL-37. o BifHE S SR e i 32, By LGk
LAK 40 M 208 731 S HAE FHPLEI IR AR,
23 4 ROB B S 2 S P 43 1 LA K LAK 4 i i) I R
I3 FH B4 B LA,

FAIHET NK. CTL A H N5 1Rl ie A
UM AR A, 8T e AR R A AR I
TR RE, A 20 tHEZ0 90 4E4R4) Lehrer %5
ST PR A T SRR TR 6 AR e B I P 1)
TR R B R L, MW EPIE 2 T
T, WL Eait, SRIH Ik e T Ik.

FATTIN SN A 153 25 55 % 1) LAK 40 Ji 1) PR %%
PRSI T, IR RAT B AL I e == TG
PR 1) e 3 14 43 1 HLP-3p21, £085 145 N i 2 ik
R 7 A1 A9 21 N I 10 N2 SRR IR 5 NARA &
1 HMGN2 (high mobility group nucleosomal binding
domain)N ¥ij 10 N IERR TR, ol A5 4+
i 5 53 K7 A AR 11 5T B 28 (Western blotting) il B 2
HMGN2 55 FHF1E.

i 1L # % E 41 13 (high mobility group
chromosomal protein, HMG) & ¥ ME 20 #) F E 5 #E
I/ R 7 el =S = N S -4 S 9 /U
WEFE N A HMGN2 5 DNA & Gl REE S im v e,
B AR WAZ 53 1 B AT PURNE PR B HGE . A SCHRIE A
LAK 40l g 2 5B 35 PE ) HMGN2 (17> 2 4lify . &
) ) OB R A L AE N LAK 40 i IV 48 i
JERL

1 #RFTTE

1.1 ##Y

1.1.1 FEHRF). RPMI1640 K973, AR 1%
B bRk Tris. Tricine, Gibco /™ i A M5 B 1
TEMED (Merck A #l); BifiEHE. =8O W
fily (Sigma A #l); LM, B4l (Fisher 24 w)); ¥k
40 M o B8 B R = s rIL-2 @Y1 4
JHRERIF S BT B4t A A I e 2% (PHA) W H ) N EE
2 TMERIFFIT s LAl ok = o A al.,

112 40 J ik, I an iR B, AR T s
M $ 4. KA E ML-35p &% 5 % & 25 8k
il 43 {1 B0 1# ATCC27853. {0 4% ¥k 18 ATCC
10231, 4 v (4 % 45 BR B ATCC25923 34 A=

R L b B 2 A 4 (CMB) (98-681) Fl[E 5% [ SR B2 Jk 4 8 Wy 33
H(30300127).

IR R

Tel: 028-85503159, E-mail: wangby@mail.sc.cninfo.net

Wk H 3% 2005-01-04, #2352 H Y. 2005-03-28
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RAF. 2 BRI A O A T, A R R IA
1.2 & Ak pGEX-1NT.

121 A LAK 408597, 2 [ Gy 245 H S 06 7
RO B NA LR A% A0 . FH RPMI1640 56435
FEHRE(E r-IL2 100U/ml, PHA 100 mg/L) HEATH: 77,
7 RJG B O i F g, N LAK 41 H 5% &
TR R IR YEW B, EMT R TR
-20°CLRA725H].
1.2.2 HLP-3(human lymphocyte peptide) il %% Sz 73
Halifh.

N LAK 40 MBS vEsR I Hi s Y i . 2
W Lehrer J5¥£©, XF AN LAK 4i i R ¥ It 32 U 1E
TR VE R 2= - B W M I i gk i FBL UK (acid-urea
polyacrylamide gel electrophoresis, AU-PAGE), H
koo E, HUH B, A 10 mmol/L PBS ¥,
5min x 3, fiTIKZEHEIFRE (F 3% K2R,
1% 58 68, 10 mmol/L PBS Az % % A4 K 3 40 i
106> /ml) b, JECT 37°CHEFAIE A 3 h, FrdEIK,
iR SRR, 37TCIE LA

il % £ AU-PAGE 4} 5 HLP-3: H{ LAK &%
PESEENY), 4% Panyim J7 ¥EUOHEAT I & R TR K 3 -
TN BE R vk, YIEIS HLP-3 45417, HLuk
Vel BTG, 20 CIRA7E&H.
1.2.3 I i 30O 438 73 5 HLP-3. 0.1% =3 &
12 —60% LI 0~60 min ZeVERE EL ALK 214 nm,
Ok 1 mU/min, WCEVER 1 ml/ 5, A EH T8,
BT 0.01% ST REE S E .
1.2.4 HLP-3p21 [ N 3 2 3L 1R 7 41 M 5E S i K
fffi 53 7 U € . HLP-3p21 [f) N iy 2 5 18 ) 471
€K Bdman FEfgE, A6 28 B2 e il
S, LRGN i R R A R

EER NI
1.2.5  FEZ ARt 2 HLF 4] HMGN2 £ K16 43
B4t

i 4 GenBank HMGN2 cDNA 7 41 (& 3% 5
X96735) it X RER 54 P1 57 AAC GGA TCC
TTT GCC CTG CTG 3'; P25’ CCA GGA TCC GGC
ACA CAC TAG 3'. 51 Gibco 2 7] .

B RNA $2H M2 RT-PCR 471 . LAK 41 g i
RNA (132 HU % RNA 2l 4k 3 5] & 8 45 13 W) 347
RT-PCR & % 45 fF 1 K~ : 50°C {& ¥ 30 min, fif
mRNA ¥ % 5% %y cDNA, 94°C 1451k 2 min, 2RJ5
HEAT 30 4~ PCR fifi #5(94°C 30 s, 58°CIiH K 30 s,
68 CLEMH 45 s), ) ft 68 CHRLLIEA 7 min.

GST-HMGN2 fili & 85 11873 25 240 SR FUZ
Ji 7%, A H Bulk and Redipac GST Purification
Modules a7 &, F2 AT FH 36 W]k 47. M 240 1)
GST-HMGN2 il &8 1A S af i 0047 B U0 (i) 4
fF: =&, 18 h), AF S AH v Hs A €4 3 43 2y
HMGN2 JIk, ¥ T {r 4%, 1F AU-PAGE. Ticine
SDS-PAGE 4341, W& & 1 Tk L.

1.2.6 NP-1 F1 HNP-1 [{$2H.

Boo BifHIE 1 (NP-1) B3R5V R B—
250 g Aot = K H B 5, a5 300 ml
1% M & H, 16 h J5 K F 5 300 ml 0.01 mol/L
PBS (¥ 4 U/ml iF25) 5 BUE =72 i, 1 000 r/min
200 10 min YCAE A 418, 0.01 mol/L PBS ¥Ei44i ity
2, AN 5% R 5 S 9K, 20 000 g &L
30 min, WA LYW, %

N o WifiiZE 1 (HNP-1) P3HCO R 4R
AN, 0.01 mol/L PBS PELANM 2 X, A 5%
LTRFE4Y 219, 20 000 g 50> 30 min, WA L3,
7T

PL_EVR T FE 5 43 93] Bio-gel 4> T IE2HT X
In) fey He Y0 AH €633 2> B8 4lifk,  tricine-SDS-PAGE 4>
. AISRASAI AL K NP-1 FH HNP-1.

1.2.7 HMGN2. NP-1 I HNP-1 $1 B 1% P A i) .
HMGN2. HNPI-3. NP-1 J & 5 P K6 W % /s
FIBE R & (minimal inhibitory concentration, MIC) £/l
I /Iy % B R B (minimal bactericidal concentration,
MBC)J7{4, HMGN2, HNP1-3. NP-1 iRk 5 7y
k. 500, 250, 200, 150. 100. 50. 25. 12.5.
6.25 F13.13 mg/L. BRI B 3 Ik, BEGAEAT
3 AL

1.2.8 P HvE 2 K A il s s K S alifh.

PUARRIHI 1Y 24k GST-HMGN2 filif 8x
FH RS XA, BRI e &R 400 weg, ¥ T
I ml AEFEER /KA, B IR T Freuds 58 444 7 S5 AR
FOTIRA, RFE KA R (2.5 kg, HEPE) 3005 R
N2 ER, 2 JJE CLRFE PR AT Freuds A
SERMEFIFLAL G S s, LS RERS 10 K5k 1
W sz 4k, Ba— IRV &7 4l )
200 pg MERIK s, 7 RJGH M ah lioson, 4
L35,

PrikmIaif: R IEFIR - Bl B D Uiie ik
A b P,
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P BT L = SR FH ) B 6 S g
BRI S v 5, 4 AR
1.2.9 3% P4 K LAK 41 g h HMGN2 (1)
O3AT. B IR RANZ AR LAK 4088, BX 1.5x10°
A BTN FLAR T, B0 R B a2 5 [
S, FEE R R SO A S RIAT . BT HMGN2
M2 s BEPUARTE 1:100 %%, E4i%R 1gG-FITC $%
1:1 000 #B, WOLIIRAE WilEE L%,
1.2.10 BRI S 2 W B 2 vEAS DN LAK 40 ks 97 1
T HMGN2 . A8 100 pl 54N 1 41 g A
LAK 4 f i 85 7% B35, N d% 10200 76 B (1)
HMGN2 £ sgBEfiik, o LN R RGBS 5 2001
RERTAR T, BRI A BEAR E P S P T A 2%
fr 1:1 000, MNJEY DAB &6, &b N o T
FRAX 590 nm 4B 5E A {H.
1.2.11 FE R ENEE (Western-blot) K il LAK 4 ff
B 7% E3E T HMGN2 & 8 5 ml AR SR i
H41 AT LAK g ju s 9% il T, Haitb)ar£
SO BE PR SF TN FRANAZ LA M 3 . LAK 4 B
752 K B . LAK 4035 9% 8 K bl Al a4k i)
HMGN?2 X} 25 (13317 Western-blot, £ /54 SDS-
T8 TN 6 I ¥4 % it /B ¥k (SDS-PAGE), - T-#: % %
PVDF Jii I, 5% AG YR 3 2 h, it iE =
1% - B R A Ak 5 Pk, 4°Cib R, PBS PE¥% 3

W, NPtk 1gG-HRP, =i %W 1 h, PBS ¥k 3
K, K4 DAB B.(h.

2 % B

2.1 LAK 4HR8ER A 440 5 HLP-3p21 5> B4kt

HL VK EE I TR IR B R B i G 25 S 7R, LAK
MRS TEVIR A 4 PRy, B 1 &4
AL, 2. 3. 4 545 Wl 4 4 HLP-1.
HLP-2. HLP-3. 31X 4 £ #8 B A HUe s (Bl 1).
FH B [BIS 1) 75 3 [ Wi L vp 1) HLP-3. HLP-3 iy Hs i
FEGEEWE 2, e 21 min WEA >4 H
HLP-3p21, HLP-3p21 b—Fid, ol &or st
LA G Y 3%, Tricine-SDS-PAGE 4R ¢ & 78 H: 4f
FER R, M TIEZN 14 ku.

Lysozyme

Fig.1 Antimicrobial components of LAK cell acid-lysate

(b) HLP-3p21 M ku

s 473

e 31

-

s 14

(a)
600 -
500
2 400 HLP-3p21
E
300 - \.
200 -
W
| | | | |
0 10 20 30 40 50

t/min

Fig.2 HPLC profile of HLP-3
(a) Tricine-SDS-PAGE of HLP-3p21; (b) Antibacterial activity of HLP-3p21.

22 NimREBFINE, RiEEHS FREN
E #0 Western blotting 5 R i F§ HLP-3p21 2
HMGN2

X} HLP-3p21 AT N i 2 5L 18 7 410 e, 55 1
210 {7 2 55 18 5 N il 2 B2 (Pro, P), & 1R
(Lys, K), ¥i% B (Arg, R), #iZ & (Lys, K), N

HIR(Ala, A), BHEIR(Glu, B), HZM(Gly, G),
KA AR (Asp, D), WM (Ala, A), % %K
(Lys, K). % NCBI-Blast "1 nr 245 FER R HT, 1%
JF 515 HMGN2 [ N i 10 A2 FERRIRFEA [F].

XF HLP-3p21 ZEAT JJatk 23 81 (B 3), o 7 i
N 9274.04 u, 5 HMGN2 #[H].
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FY0002
100 - 9274.04 1 4822.
90~
80
70
X L
£ 60
2
5 sor
=
40+
30k 9478.80
20 10141.58 10585.51
9553 6 9776.69 10352 45
915073
10 w 1000 ﬁzs 10706.13
0 A .40
8999.0 9479.4 9959.8 10440.2 10920.6 11401.0

m/z

Fig.3 Mass spectrum of HLP-3p21

%f HLP-3p21 Al HMGN2 % g [ Bt 44 i
Western blotting, 4% %75 HLP-3p21 & [ 457 b
HRRIIAEF 5 (H 4).

R DA a5 45 2, Fe AT 4 W HLP-3p21 4
HMGN2.

Fig.4 Western blot analysis of HLP-3p21

23 HMGN2 £FA KT R REHFAHHERE
EE%\

YRR LAK 41, eI iL s RNA, 4>
WIH F1. F2 /E 4514, RT-PCR §# HMGN2 ]
B cDNA J1 B (K 5),  JFAE F Py s bn b R i 2
WIS BamH 1 F1 EcoR 1 I VIN 5, 48 1.5%58
JIEHE PR AR, 7 23 30l A — 4% 24 350 bp (H 4%, LTl
THY 88 B BOR/NMHTE. Bk B BeR BamH T V)5
5 BamH 1 W V) J5 W% 18 1k (1) )5 A% 3R ik 2 1k

pGEX-INT 3% # , 3k 14 & 41 it ki pGEX-INT-
HMGN2. 745 Rt W Hadi A v BUF 415 GenBank
G %Y HMGN2 1] cDNA J7HIAHTF

Fig.5 The fragment of HMIGN2 cDNA
M: DNA marker; A: HMGN2 cDNA.

H 20 HMGN2 5 J5i #% 4 1L Jit B pGEX-1NT-
HMGN2 ¥4k K % IM109, ] 1 mmol/L IPTG
A5 5 GST-HMGN2 @l & 8 (10 s R 1A, SR Al
JENTESR A malER A E S, Ko mEdh
36 ku, 55 THINK/NFAE. Sk 0L ) S Rl B
FU) H BH B 1 2 HMGN2,  F SR e s 0 AH €23
alifr i HMGN2 £ ik, Tricine-SDS-PAGE & 75 filf
PR R E Al s, Hoor 7Ry 9 ku, LG
KT (K 6).
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1 2 3 M

sz 97

i 31
e

i 20

i | 4

o

i

Fig6 SDS-PAGE of recombinant HMGN2
1: total proteins of recombinant E.coli (HMGN2); 2: GST-HMGN2
fusion protein; 3: purified HMGN2; M: protein marker

2.4 HMGN2 HHEZ

HMGN2. HNPI-3. NP-1 $T 5 i% Pk MIC 1
MBC Jj i, AR EE 3 K, Bl i
3 54 NPUB 5 45 R (3 1)>kE, HMGN2 4 &
F PRI R ML-35p FIZEIRAT B ATCC 27853 i%
Pk, A GSERE ATCC 10231 55, HIGHT
G o 008 2 BR VG PE . HMGN2 55 $ 8 )ik NP-1.
HNP-1 1§t B o PR AH 2. B 3k 80 se 560 & 1
HMGN2 7E 0.3 mol/L NaCl 7 £E I 2% 2= 0 3 i 1
UL HMGN2 (BT T AT S st x e —ut
PUR AR R 2 —, S5PUHE K NP-1 A1 HNP-1
FHIF.

41k [f) HMGN2 5 NP-1. HNP-1 0 B i 11 52
Uk e

Table 1 Antimicrobial activities of recombinant HMGN2

Peptides E.coli ML-35p

HMGN2 MIC (mg/L) 12.5
MBC(mg/L) 25

HNPI-3 MIC (mg/L) 12.5
MBC(mg/L) 25

NP-1 MIC (mg/L) 6.25
MBC(mg/L) 12.5

Pseudomonas aeruginosa Candida albicans
ATCC 27853 ATCC 10231
25 100
50 150
NT NT
NT NT
12.5 25
25 50

NT means not tested.

2.5 HMGN2 ‘ApaEL

T RO T e KWK 7, ARG
A A AR o 9O A5 T, 4 IL-2 RIEUS 1)
LAK 4 J 7 Jio 5 50 o A2 35 R B0 ), 3 a2 1)
PR, X UL LR TL-2 Jil¥5, % HMGN2 H
A% e 7% 22 K.

(@) (b)

Fig.7 Confocal micrograph showing HMGN2 distribution
in LAK cells
(a) resting mononuclear leukocytes; (b) LAK cells (after 2 day

stimulation).

A ELISA J7 & & 9 LAK 40 A &5 7= L i
HMGN2 &, 253K 8, LAK 41 8 KKi7%
EVER 2 KSR ST HMGN2 4 B L R %
140 HMGN2 18 &80 ST,

1.6 -
1.4 -

12
1.0

T

- 08F
0.6

T

0.4

T

02
0

1 2 3 4

Fig8 ELISA detection of HMGN2 in the -culture
supernatant of monoclear leukocytes and LAK cells
B : anci-HMGN2 serum; []: pre-immunized serum. /: medium; 2:
mononuclear leukocytes; 3: the supermatant of 2 day-cultured LAK
cells; 4: the supermatant of 8 day-cultured LAK cells.
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1 Western-blot £l LAK 40 Jfu 5% 7% F3& 4 (1
HMGN2 & &, S50 0LKE 9, LAK 41/ 8 KHiJ
IEWRAERESL . 2 RIEFE BIEWGEHE i A HMGN2
HEHAHERARZES, MM O AR R
H Y W R

Fig.9 Western blot analysis of concentrated culture
supernatants of mononuclear leukocytes and LAK cells

1: concentrated culture supernatant of mononuclear leukocytes; 2:

concentrated culture supernatant of LAK cells ( 2 days ); 3:

concentrated culture supernatant of LAK cells ( 8 days); 4: HMGN2; M:

protein marker.

34 it

A LAK 418 /NK 40 e, CTL 41 f 4 A g 2 Hl
PABTIRT 40 10 28 GE RTINS A A e 1 = A 2 4
HOHEAR. LAK 20 I8 i PR AE D6 97 S I e e
FE MR, LAK A% B E FH 32 2200 pfide 44 52
Bl —REBOAREEN, B W A S
PEYI IR, LAK 40 B B0 I8 AP A= 0 s G i v 43 7
HAZHME, B RSTRFEILE. PR, %
MRSy, AR/ IBRI %5 . LL-37. a-
B A1 2% S — e A 3 1R A 2. AR SO — R AT
IR B Al 5 3 BB DA AR SN R Ak e A
%, MARANEE IR N LAK 40 0 fR v 2k 45 5 vh 9
T B — AN 24 P I B AT B s v A 1R 22 I 43
T, &N U EER)T I E R 4 I e
FTHMGN2 £ v B Bk G5 B 2 i e %50 10
HMGN2. #4¢H FE4H HMGN2 (iR Bon, H
PUBE IS P RN B £ 3% HNP AH 4.

HMG #& 1 (high mobility group chromosomal
protein) J& 5 HEZN WA AEE HES W0 (1) 48 I i b 5 ==
SAFEEWARAE AR, X — KRR kA7
ET RSB AY Y, HET HMG 8508 =AM
K ¥ : HMG-1/-2, HMG-I/'Y/C. HMG-14/-17.
HMGN2 J& T HMG-14/-17 Z &, 0 T IREL N
9.2 ku, F:H 90 AN IERR IR LA . HMGN2 JE [
I gmbs e SAE S PR R m e oesr e, RAE
I A, Uil HMGN2 7] BELE 2B (K 3E AL AN

4 Dy e ks B B BRI 0L DURT I SIS0 R
HMGN245 & T e EARIRE S0, & Y Bk 2 4
MRS A T DI — 5y, S MES G, fEDhhe
I, HMGN2 5 DNA [ & il 5 # 3% A oK.
HMGN2 BEA# S0 Ge i 4R 1) 31 B 45 16 WA ) T
STIFNEE 1) 3 s ARCR 4 . B — LERF 5T %
KL HMGN2 TG K & R B R A b i AR
FHUSL fH 2 F HMGN2 28 [ 1 2857 i i 90 3t
PR TR O E I TR

Hock %5 U738 o 5 92 %€ 5% 41 fi Ak 2% AR 43 By
HMGN2 40 L5 A7, I HMGN2 A AE 40 i J 30
LI TE G A HE N4 A% . Spieker 25084 25
PRIBIEAT T 208, WA ARtk 1p KRG 24
FAMRIIER, 1p36 X — X4 [ Ye (o 4k 0 55 2 b
JORE ) Rk AR O%, HMGN2 HE KA 48 & 6 T
1p36.1, &7~ 1% 45> 111 0l e H A Piss i% 1. Porka
Ay F I, HMGN2 N ¥ 31 N2 L R vk Ak fig
g5 B R b R AR 4 i R R I A P B A
Boman S5 506 A Bz R K I AT B 2 BEAT 20 4T
BN o B2 (HNPL. HNP2. HNP3). %4
BRI IR LL-37. J3 /M85 253k 43 HMGN2, {HAth
AIARKLN HMGN2 J& 15 A HURiis ok, 0K 241
L 2R g i R TS R T 40 PR R B B0 AR S IR ORI
HMGN2 B4 iEtE, JERIA A A gl s
IL-2 Jl 3% i LAK 41 g sk HMGN2 [f) Jifg 3% 54 5% Al
IY RS, $Es HMGN2 AMUJE —AMZE A,
1M H T B8 0 LAK 21 f— N 380 16 G0 88 3808 40 1. f
1T, Fernandes %50 F 57 Jk 73 W 1) 2 6 4o 25 21
—ASHPUR L, g HMG KGR .

FHN, AEAEHRIE, HMG B oA KRk
7 HMGL okl 2 — Mz E, HIEC &
i HMG 1 2 — N IIReIRE 2415y 1, ILC e
K= ME T, 75 N EE R ST R DG
SUHCAEFH . B F TS Ak T BE A% 41 R e A R
AT R RS, S5 N RIS
%ﬁ@[ﬂl}]‘

T HMGN2 (16035 2% D) Be A I EAEdE— 2
AT,

& % X ik
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Identification of HMGN2 as an Effector Molecule of Human LAK Cells®

Feng Yun, Xiong Wen-Bi, Wang Guo-Xing, Huang Ning, Wu Qi, Bao Lang, Li Xuan, Wang Bo-Yao™
(Research Unit of Infection and Immunity, West China School of Preclinical and Forensic Medicine,
Sichuan University, Chengdu 610041, China)

Abstract An antimicrobial polypeptide was isolated and purified from the acid soluble proteins of human LAK
cells. Its N-terminal amino sequence was identical to HMGN2 (high mobility group nucleosomal binding domain
2). Mass spectrum identification and Western blotting analysis also indicated its individual character of HMGN2.
The antimicrobial assay showed that MICs of the recombinant HMGN2 against FE.coli ML-35p (an
ampiciline-resistance strain), Pseudomonas aeruginosa ATCC 27853, and Candida albicans ATCC 10231 were
12.5, 25, and 100 mg/L respectively. In contrast, the recombinant holo-HMG-17 was inactive against
Staphylococcus aureus ATCC 25923. The immunocytochemistry staining, ELISA, and Western blotting revealed
that HMGN2 was present in the cytoplasm of mononuclear leukocytes and released to the extracellular
environment when stimulated with IL-2. The results indicated that HMGN2 was a new effector molecule of human
LAK cells.
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