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Effects of Paljin-Tang on the Blood of
Arsenic-poisoned Rats

Jong Pil Lim*, Eun Sil Suh and Hoon Kim
College of Pharmacy, Woosuk University, Chonju 565-701, Korea

Abstract - Sodium arsenate and Paljin-Tang extract (PJT), a herbal restorative
were treated p.o. 20 mg/kg and 500 mg/kg. respectively, and concurrently to rats,
and examined the biochemical parameters in blood. The values of white blood cell
(WBC), red blood cell (RBC), hemoglobin (Hgb) and hematocrit (Het) in each
group did not show significant variance. The value of aspartate aminotrasferase
(AST) of arsenic-treated group was increased for 2 weeks significantly while that
of the group of concurrent administration with PJT became low significantly com-
pared with arsenic-treated group and the value of alkaline phosphatase (ALP) of
arsenic-treated group was decreased while that of the group of concurrent ad-
ministration with PJT was increased significantly compared with arsenic-treated
group. The value of glucose (Glu) was increased and those of lactic dehy-
drogenase (LDH), blood urea nitrogen (BUN) and triglyceride (TG) were decreased
at first but increased later while the group of concurrent administration with PJT
showed significant recovery from the toxicity of arsenic.
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Table 1. Effect of Paljin-Tang extract on blood in arsenic-poisoned rats

Groups Weeks WBC (10%) RBC (10%) Hog (g/dl) Het (%)
1 6.15+0.41 7.23+0.11 14.92+0.12 42.2240.89
Control 2 6.24+0.34 7.62+0.27 14.80+0.66 42.43+1.15
3 6.58+0.51 7.36:0.31 14.594-0.09 43.01+1.52
4 6.4840.22 7.56+0.13 14.880.31 42.59+0.98
1 7.01+0.19 7.540.33 14.3540.08 42.66+0.94
PUT 2 6.4520.52 7.7140.41 14.7240.22 42.78+0.92
3 6.56+0.11 7.26+0.27 14.58-£0.25 43.02+1.08
4 6.91+0.98 7.49+0.11 14.66--0.41 43.2140.89
1 6.72£0.45 7.42+0.12 14.690.19 42.15+1.14
A 2 6.61+1.32 7.58:£0.27 15.0141.05 43.41%1.69
S 3 6.93+1.05 7.81+0.32 14.99+0.56 42.19+1.22
4 7.19%1.09 7.64+0.29 14.76+1.13 43.22+1.70
1 7.02£1.04 7.62+0.42 14.56+0.11 43.11%1.22
As+PIT 2 6.51+1.19 7.58+0.20 14.82--0.91 4319+1.51
3 6.73+1.81 7.8240.23 14.9040.32 42.87+1.02
4 7.1940.10 7.6940.12 14.49+1.01 43.56+0.97

WRBC: white blood cell, RBC: red blood cell, Hgh: hemoglobin, Het: hematocrit. Each value is the
mean+SE of 8-10 rats. Rats were administered p.o. daily as follows: Control: 5.0 ml/kg of saline, As:
20 mg/kg of sodium arsenate solution, PJT: 500 mg/kg of Paljin-Tang ex. solution, As+PJT: 20 mg/kg
of sodium arsenate and Paljin-Tang ex. (500 mg/kg) solution.

Table IL. Effect of Paljin-Tang extract on biochemical parameters in serum of arsenic-poisoned rats

Group Weeks AST (mg/1) ALP (mg/1) T-P (g/dl) AG
1 71.91+2.89 208.5+10.11 6.47+0.11 0.52+0.01
Control 2 72.34+4.39 209.2+15.23 6.51+0.29 0.51+0.03
3 72.09+3.21 210.5+11.20 6.52+0.09 0.49+0.02
4 72.52+4.01 208.9+£12.63 6.484+0.13 0.51+0.02
1 73.45+5.19 211.9+13.01 6.46+0.21 0.53+0.04
PJT 2 72.15£3.56 212.5+11.05 6.48+0.26 0.52+0.06
3 72.19£4.12 213.2+£13.05 6.51+0.11 0.49+0.01
4 73.12+3.11 210.8+15.12 6.49+0.19 0.51+0.03
1 91.71+4.29 208.9+£10.26 6.46+0.12 0.48+0.02
As 2 101.42+7.21 166.9+12.55 6.52+0.19 0.52+0.06
3 99.72+5.37 150.1+14.35 6.69+0.23 0.52+0.02
4 94.01+7.20 143.1£17.01* 6.55+0.12 0.53=0.01
1 77.23+5.12 207.56+10.01 6.51+0.10 0.52+0.02
As+PJT 2 86.91+6.19 192.6+10.19 6.50+0.18 0.51+0.02
3 82.51+3.71 188.9+13.12 6.48+0.11 0.49+0.03
4 75.42+£2.98 187.8+12.29" 6.49+0.27 0.50+0.03

AST: aspartate aminotransferase, ALP: alkaline phosphatase, T-P: total protein, A/G: albumin/glo-
bulin ratio. Each value is the mean®SE of 8~10 rats. Rats were administered p.o. daily as follows;
Control: 5.0 ml/kg of saline, As: 20 mg/kg of sodium arsenate solution, PJT: 500 mg/kg of Paljin-Tang
ex. solution, As+PJT: 20 mg/kg of sodium arsenate and Paljin-Tang ex. (500 mg/kg) solution. Sig-
nificant difference between control and As groups (*: p<0.05, **: p<0.01). Significant difference
between As groups and As+PJT groups (*: p<0.05).
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Fig. 1. Effect of Paljin-Tang ex. on glucose (Glu:
G) and lactic dehydrogenase (LDH: L) in
serum of arsenic-poisoned rats. Each value is
the mean+SE of 8~10 rats. Rats were ad-
ministered p.o. daily as follows; Control: 5.0 mi/
kg of saline, As: 20 mg/kg of sodium arsenate
solution, PJT: 500 mg/kg of Paljin-Tang ex. solu-
tion, As+PJT: 20 mg/kg of sodium arsenate
and Paljin-Tang ex. (500 mg/kg) solution. Sig-
nificant difference between control and As
groups (*: p<0.05, **: p<0.01). Significant diff-
erence between As groups and As+PJT groups
(1 p<0.05, ™: p<0.01).

Fig. 2. Effect of Paljin-Tang ex. on blood urea ni-
trogen (BUN: B) and triglyceride (TG: T) in
serum of arsenic-poisoned rats. Each value is
the mean+SE of 8~10 rats. Rats were ad-
ministered p.o. daily as follows; Control: 5.0 ml/
kg of saline, As: 20 mg/kg of sodium arsenate
solution, PJT: 500 mg/kg of Paljin-Tang ex. solu-
tion, As+PJT: 20 mg/kg of sodium arsenate and
Paljin-Tang ex. (500 mg/kg) solution. Significant
difference between control and As groups (*: p
€0.05, **: p€0.01). Significant difference between
As groups and As+PJT groups (*: p<0.05, *: p(0.
01).
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