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£ E {3 DMPS (—R OfR 300mg) 3T EE % 7004 . 0 BB B AN BR U LA R & R B2 BR 0 R 4 7=
MERES s ARFHREMABRURANG 3 RAHETTERRR. SFNREREH 6 A
BAE 6 /MW ETERE, AR RTEERRETFREANELEEMERA RSB . EREB R HABRAR
ERRAMEBEGE, RRYEHVBHE THEON B, 5 FHE, RAF 6 /Dt RTH M &ty
BEMM, 5 HERABHAERRHEM BRI HIWMINT 24, 87, 48, 44 186 fF: MNVA 3 T3¢
RHBABMINT 18, 34 1 37 %, ERE/R, DIRDMPS B—HRIFMERITE, FHTRIHFN

Biks. LUTHIETT .

X@E CRAEAERH BRAKR RRHHE

ZHENHRRH (Sodium 2, 3-dimercap-
topropane-1-sulfonate, DMPS) BRE L8 A
FiTR. WEESRTE, HEKRKLLH
LA #R Ik AR BR T A0 5 AARF
R A BT T O R DMPS KR iRE, WE
— K Ok 300mgDMPS 2 J5 R R HE it i 24k,
BN R LR P RABIB . LMRRT R
RHE .

1 MRFAE
1.1 %%

IR BRI B XW AR, X TH=
MARIRBMMNER ABRFT TERRR.

1.1. 1 WEERES. #FFEERYEE
LA FIR (Arizona) KEERKFERB L4
20 N, SEWE 18~29 %, B /¥, HF 10 A
HBEERES S RESE, TRAWMZORE
BEFRKQERL; B 10 ANERIEA, T
WRIE XA TR ERM .

1.1 2 OERBMKERN. ZFBATRE
B (Monterrey) OEREIM 10 A, 8%
H, F#17~27%, F3§20.2%, ELEF
MNEREGEMEH AR . iR TR—E&
MERE, BB—/MEKL, REm—<&
HEEREK, HREKEETEMS ., FEED
EREMS A, B4 A, L1 A, Fi#f26~34

%, ¥ 30.2 %, i1 ETEFEAKRE EH
KXt B AT A, R RE. HA4h
MNE—H X ERE 4 13 £ H 0T, B8 A, &5
N, FEi#f 23~51 %, FH¥H36.4 %, THEH
BAREM, ERXERA.,

1.1. 3 &RERENEFMERE.: HESE
P9 EF3H fr BT (Tampico) 3 )& 5K B Bk 15771
EFETANLA BTN, L4 A, 8 19~57
%, ¥ 34.3%; RRREFERES A, B2
A, L6 N, E21~78%, ¥ 36.4 %, 5
ShERE - EMBATAIA, BE5A, &
4 N; it 18~39 %, 1 26.9 & . FERIEF
SVMESTEBESAEERENELTER.11 4
TAEEFRU LR BREEME, 8 & KKk
FERERERTEME, XXBAIAZTAL
{EfATHR M P SR B i

1. 2 H

1. 2.1 8% ZiAFELRA 15 RIFLE]
R, HHTE RN SEaE, R §
LERFBE. BAW 11 MR RZAEFHER,
WEBAR 6 M ERARNWEITEE. W
&, ZiAESZRO—KARA 300mg DMPS (fEE
FAAK Heyl th# #1254/, 100mg/ B, 3t
MR 3 B3, Sk R 4 /MY, (EF] B B4R
K, DHMRIERTF 500ml B R EHM; iERy
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& 6 N TR EE RE R AR
MASR, FEREGLHNERE. RERE
AEIMA—E BB KILR, /5 RPEHBREK
BHh1.8%; MILKRHEERBERIENER &
BRI, AR TIKHE S PRENKGLFE
FEREEST,
1.2.2 WRKRWE : BURHE 50ml, HE#HEF] 100ml
BREMEP, A 20ml KRR, BEREKT
8OCKEH M 14 /hit, WL REH
0. 1N M EZAF] 100ml,
FHRAREARETFRESHET RS
B AT IRFR M E , K KA 253. 7Tnm,
Fef AL IS B BRAE 25ml IO R MR, ZJE 0
5.0ml 5 AAMILE BT 25% M), KM
1 P ERERARER, AERRBFRESIK
ANBERE, LRRBESXWBOLE. RinkE
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RESHRIERNBEE, EHREEE
FESTHITRE .
2 %R

T B i 1 70 3 R 0 B4 O iR DMPS 8
JERRBNHGEREZH, BT DMPS & 10 &
WG REE R K HERE N 000349 +
0. 00055pmol/6h, Xt B 4 K& 0.00135 +
0. 00020pmol/6h, KEHE A HXTBAM 2.6
f%. Ok DMPS J5 i th 7R 5 RR Hel & %
0. 0855+ 0. 0166umol/6h, HIRZGATIIMT 24
& M BAHLYRFERKNI 00254 +
0. 0055umol/6h, WEZIATHMT 18 £%, F 8l
DMPS fEH B3 MM A R R HEHE (P <
0.01) . ¥ F DMPS 5, it RE & RR Hett &
MBS TMEH, WEHEN4E (P
0.01),

BHIE 2514 0, 7.5, 30, 60 F1 125ngHg/ 7 B BB 0T A B & % B 4 0 iR DMPS
25ml, WEHBRNE. RERFERBILEY wTERREERENTHRE 1.
BELRATBITRERENERSE.

&1 Z1#F DMPS #iJ5 DB R ES THEERRENL X+SE)

REHER % (umol/6h)

A3 AX

REREE (pmol/D)

By 6 /At #E 6 /bR BET 6 /et #IE 6 /NEF
1 BB 4 10 0. 02414 0. 0037 2.11440. 423 0.14814-0. 0335 2. 3984-0. 603
OB EIFA 5 0.016410. 0054 0. 808+:0. 255 0. 0987+0. 0358 1. 37140. 533
XA 13 0. 0040+0. 0009 0.136+0.016 0. 01504 0. 0031 0.185+0. 075

BB, 7 DMPS ZJ5 6 /NEF, O
BT . O s R U 48 A0 X B 2 P 34 R SR HE i B
HIR R BN T 87, 48 1 34 4%, Hit%
EREEXBE (P<0.01), 7E DMPS # F17,
1 P 5 U 26 B U 40 DR R HEHE 8 3 ) R e R
HM 6 M 4%, ZREBEF MOBEERAS5E
AN, £itEERNAHE. #F DMPS
J& » I U 28 0 BR T 4R BR 5 HE B 43 B A et

RAW 15 FM 6, Zit¥ERBE (P
0.01); DEEHITH S EMAML, ZRIAH
8. EHRHFZCEBTE A pmolHg/L ¥ EX R
RERFEME, FFURITEWE T Ok DMPS /5
REREEMHTL, RKESREHEETLM
8l

EREBRGERAEF=MERE XN RAD
fik DMPS #ifJ5 IR R HEM BB LE 2.

%2 Z0#%F DMPS HiGEBER TARKENL XLSE)

R E (umol/6h)

REEE (pmol/L)

@ H A%

BLET 6 /A B 6 het BERT 6 /B #J5 6 /hat
BRSP4 11 0. 563810. 1301 25. 1104 3. 400 1. 6603:0. 479 21. 346+ 2. 388
B Bk 3] {6 FH 41 8 0. 08084-0. 0169 7.029+1. 725 0.31740.111 3.52940. 982
pog:cEl 9 0. 00244 0. 0005 0.91740. 0354 0. 007+0. 002 0.1114£0. 049
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F2EREW, /T DMPS ZJ5 6 /T,
B RR B A =R . WEFRIE I A AT PR P2 BR
FHEM B L B2 RT A BN T 44, 86 F1 37 £
(P<0.01), fE#F DMPS §7, EZBRigH A=
28 {3 FH 40 BR SR HE M B4 A S 2 IR 231
33 £%; EFARRAMENEHEHAY 7
¥, ZRMIEHKBE (P<0.01), DMPS #F
ZIE, A e AN 4R PR SR R B A A 3 R
HE 274 £5M 77 15, EFARREERBRE
AR 3.6 1%, FIUHFEFHEXLEE (P
0.01), ¥ F DMPS J5, 7= {f HHMH
ZH PR R B (umol/L) H4rHIMINT 12, 10
16 5 L.

3

AR 5 HARER AR#ET T Ok
DMPS #K5RiA% . £ F DMPS Z A, 5 7T
A RRHEM B EH A 0. 00349pmol/6h, O
B Bl B OUE 4 A BEJE 4 A 0.0241 A
0. 0164umol/6h, 1 Kz Bk % 3l 4 =4 A (i A 40
% 0.5638 1 0. 0808umol/6h, #R=FK
BMARERERAFMN . Eley ¥ AEHARS
EMHFTHEBERE, &R, BESERA
W o, XSRS RESEL
EA TSR FIESHR S, AREEE K
FHEEFRXAE S TARA. s AEEE RE
EEREREM, (HIFRTIEIKRE ] WK
FIER . ORI AT BEIE B T 4 AR iR
M HARE S TEME, WEMTFRIERAN—E
BMESEK, TAABTHEEENREM.
B BR IR A 7= 28 7E T AE o R 2 0 IR G 2 Ak R
PR 5R 50 . T BE Bk 6 R P & AT 28 B Bk TR UK
LR, TIAVETEEREM, ANEH
BAKBHR. A AREACLREINENE—
MR _MREF, ERTH. B
BEHR,

DMPS B _#HEFE (BAL) #/KEHERT
A, HENRL BAL KB L, ENEREETH
FHEYEFAMFECY, DMPS 2 FHM#HES —
MREFEE, BRME ST LR AL &
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Fh. 1959 FERTHERE SEE KGR B DMPS,
FE W H DMPS IB¥7 K P EL4E, HEERA
LA FE Bk E SRR RS 4. AT RAORY
R, 45 RIEH Ok DMPS300mg B A 8]
BHRERYR., ZMHBUMBEBRARASRE,
REREABHEM. AgEBPLERIEN, O
AR 225 /8 517 . DMPS U R3ERMEHNE
FrorAi. FEREAHMBARMRKES . [
it, DMPS R I 25%) CaNa,EDTA F{HE,
B 5 i 348 n Ak po 3 00 R OB T K AN AR AN B
I HEME

24, REFHIERWRILFHEZ —,
EAEFMEERRETEREWARERR. »
TRy R R E K R, E 8110k DMPS JEER
RN ERWEK, THEBTFHEBRTEHRE.
Ao, HFBRAEREME, RARIREK
AEmAE—EMIERER, MEARTHEE,
JRE] 1k DMPS fEIRKiRE , BRI FRFPHW
LWTRIEYT . &30 R —K O Ak DMPS300mg
R—FREE. BRMERAE, BRE—P%
JCRER .
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Abstracts of Original Articles

Investigation on Diagnostic Indices and Diag-
nostic Criteria in Chronic Lead Poisoning
Zhang Jimei, et al

Under the centralized guality control program, a
nationwide cohort study on occupational lead poison-
ing was done in the year 1991 to 1993. The lead-ex-
posed group comprised 1600 workers employed at dif-
ferent lead plants and smelters in 12 selected cities,
and 1588 nonlead-exposed healthy persons served as a
reference group. By the study, the commonly used di-
agnostic indices in chronic lead poisoning were statisti-
cally analyzed and evaluated. According to the statisti-
cal data and discriminant analysis with Bayes formula,
regression analysis,and comparing with previous stud-
ies, the Normal Reference Value (NRV). Biological
Exposure Limit Value (BELV) and Diagnostic Value
(DV) of blood lead (PbB), urinary lead (PbU), ery-
throcyte protoporphyrin (EP), zinc protoporphyrin
(ZPP) and urinary 3- ALA, had been suggested. De-
pending on the “Three Values”mentioned above,a dis-
cussion dealing with the revision on the National Diag-
nostic Criteria for Occupational Lead Poisoning of
China (GB 11504-89) was also made in the paper.

Key words: lead, lead poisoning, diagnostic in-

dices, diagnostic criteria

Study on the Oral DMPS Provocative Test for
Mercury
Xu Zhaofa, et al

The DMPS provocative test (300mg p. o.) for
mercury was given to five different groups exposed to
mercury , persons with dental amalgams,dental techni-
cians, dentists, skin lotion makers and skin lotion
users, and three corresponding control groups. Urine
samples of 6 hours before and 6 hours after DMPS ad-
ministration were collected and the urinary mercury

levels were determined by cold vapor atomic absorp-

tion spectrophotometry. The results indicated that the
mean urinary mercury levels in the five groups ex-
posed to mercury were significantly higher than those
of corresponding referent groups both before and after
DMPS administration. The mean urinary mercury val-
ues excreted within 6 hours after DMPS were also in-
creased significantly in all groups compared with those
before DMPS administration. The administration of
the DMPS provocation in five groups exposed to mer-
cury resulted in 24, 87, 48, 44 and 86-fold increase,
respectively, of 6 hour urinary mercury compared with
those during the 6 hour period before the administra-
tion of this chelating agent. The increase in urinary
mercury from the DMPS provocative test was 18, 24
and 37-fold in the three corresponding referent groups
respectively. The results suggested that the oral ad-
ministration of DMPS was a good measure for the re-
moval of mercury from the body and it was very help-
ful to the prevention, diagnosis and treatment of mer-
cury poisoning.

Key words :sodium 2, 3-dimercaptopropane-1-sul-
fonate, provocatine test for mercury exposure, urinary

mercury

The Activity Determination Activity of the
Erythrocyte Pyrimidine 5’ -nucleotidase and
Superoxide Dismutase in Occupational Lead
Exposed Workers
Li Zhong, et al

The present study determinated the activity of
erythrocyte pyrimidine 5' -nucleotidase (P5N) and su-
peroxide dismutase (SOD)in 16 lead-exposed workers,
14 lead poisoning workers and 20 non lead exposed
workers (the controls). The results showed that the
PsN activity was significantly inhibited by lead, which
was closely related to the toxic effect of lead: the ac-

tivity in control group ranged from 5. 6 to 14. 2 pmol



